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Research progress of calreticulin in gastric cancer

WU Chunmei, LI Qiuyan, ZENG Tao*

(Clinical Laboratory Center, the Affiliated Hospital of Guangdong Medical University, Zhanjiang, Guang-
dong, China, 524023 )

[ABSTRACT] Gastric cancer is one of the most common malignant tumors in the human digestive
system, with high incidence rate and mortality. Calreticulin (CALR) is a highly conserved Ca’* binding protein
with three important functional domains. In cells, CALR, as a molecular chaperones and Ca** buffer molecule,
maintains the correct folding of proteins in the endoplasmic reticulum, supports Ca** dependent physiological
processes (such as adhesion and integrin signaling) , and ensures normal antigen presentation on MHC class 1
molecules. Dead cancer cells based on immunogenic cell death (ICD) will expose their surface CALR,
supporting the initiation of immune cell phagocytosis and anti-tumor immune response. In recent years, research
has shown that CALR is generally highly expressed in gastric cancer, participating in gastric cancer
angiogenesis, metastasis, and cell apoptosis. It plays multiple important roles in tumor occurrence and
development and is associated with adverse disease outcomes in patients. CALR mediated anti-tumor immunity
has become a new strategy for the treatment of gastric cancer. This article reviews the role and molecular
regulatory mechanisms of CALR in the occurrence, development, and treatment of gastric cancer, providing
reference for in-depth research and precise diagnosis and treatment of gastric cancer.

[KEY WORDS] Calreticulin ; Gastric cancer ; Angiogenesis ; Tumor metastasis ; Cell Apoptosis ;

Treatment
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BRI PR, B I A IR AN R —
AR IEARSR  ARYE B E R [E 4r o BT R AW
NG YT AR T MIRITACR . AR
A4 K A F 3Z 4K 2 (Human epidermalgrowth factor
receptor-2, HER-2) 28 748 1) g 1] GC & 3 & ik i 2
PREPUHEATRG MR YT o A R ) R R
i, HER-2 (1 BH SR 129%~13% , B T ih 22k
PAGTAE B G R A YT T B R R . TR B B %
g g AL JF S FR T 22 A4 FHEE S, ok
I HORG WIS IR gk D F) [ A

5 ) 25 1 ( Calreticulin, CALR ) 4& — Ff 5 i
SERYAS S5 5 8, TEDLR %) A FHURN s B AR b
FEEZENREEDIRR . SOk E R IEdE R,
CALR 7E Z Bl Mpid 1) & A & Je rh B & 2 AE
P AR R DR 9 A8 e W s A 2 i 2
S R ) FE BRI R 2R T 67% (1) 1 R R AR
CALR A 3o FE 338, i J5 25 %F 8 988 o0 Ak 48 2
BT T A A B SRR A
I CALR 7E B 95 & 25 & & 53697 th VR FH A ¢
ST B, A o A B A5 R A 5 SR ok I
PRIBST ST LA

1 CALR #fi&

CALR J2&—Fh 4585 1 Ca>* 45 5 B 1™, i 417
A RIETRLL AL, FHXT 53 F 50 46 KDa, 7EE Witk
FE ST, A CALR JEPE T 19 5 Y ik iy
p13.2-p13.3 X3k, f 8 NN & F 9o T4
Ao N g — AT YR LR AE )P 81, C
Uit J& —~ PN X KDEL (i 20 R - K 44 R - 15 A 1 -
SR , Lys-Asp-Glu-Leu) ENif5 5. WK1, %
BT AN R, 2 S N-Z5 4 P-4
I C-254 . For N-Z5F 3R Ui J2 o A A
I#] W5 A2 AR 45 45 7 5, 122 X R A — A 2K e | R
FRIETE AL R, RE S P XA AR, e A
(505 0 2 LA S BE . P-4 A I S I R L
W21 T A2 0 IR R T 9 4 B S ERE AR R A5 K
RAEE AR B I6E, I AR RS KA Ry
KX EHE TG, C-4MEBERERY, BTl
i e MR X588 T4 WA %
hIIREIE H B, WFSY K B, CALR TE BT A&
T AR E R S PR A0 A A IV T 40 B R R AT RS I
P B EZAEM . 1A, CALR 0S5
L A AT RS A AR

EHIKH T2

N-£ i P-Zf ki C-4

o f
HIFEE 1

B 1 CALRWEHSIhEE

Figure 1  Structure and functions of Calreticulin protein

2 CALREBREAEAXEPHIEA

it IeE BN A 1 R i A PP B T AR AR S
P« HESF F DRl S A A ] A0 4
T2 JCBRIGAE 5 T A AR ORR - A% AR
FE#R W], CALR 1t B i P i i b, HeRs KK
55 (B I R 0] AR 2 TS R R A
BRI, 7EH P, CALR W] 35 S I8 A 1
PEFEA ML AL A AR T4 . ILIET 2,

2 CALR B % MR 15 S8 %
Figure 2 Signaling pathways for Calreticulin

2.1 CALR 7t 5 8 A P 4

A8 A B — A A i R 45 A a2 i
A A PR R A A B 2R A R SR R AR
Ao ABFEMETE B R R o, SXRRT A 2 B A T I
AU 2 TR B AR A N R AR
“F(Vascular endothelial growth factor, VEGF) J&—Ff
AT A AR R TR i B A i 4 3 A P A AR 1 A
AR, 78 B A e w2 as, 5 R I
PR3 10 b B 5 2 A R g 52 % 8 DA G

PEARIE , CALR Y23k 7K 5 Iifrseg fol i 7 %35 i
(P=0.014) . FHSC ™, T H., BF5E 78 , CALR
"] _F i 8 i b VEGF Al 8% 4 1 A 7 (Placental
Growth Factor, PIGF) [ 3 K 28 35 R &R (1 430 , I 7]
I JE 45 45 2l 414 K A T (Connective tissue growth
factor, CTGF) [ & [ 3 ik |, J5 # 5 s nd ik Je A
K, SR BRI & BT, CALR i 1] 5 VEGF-A
mRNA JE J§ RNA- 5 [ 5052 & PR 4t 2E 0 18
A
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2.2 CALR 7 BB /e

FERS R IR I A 2 A, 2 1 U R B
B R B BB RN 2 — " B r B R B,
CALR =ik 5 B A ig b i 8 A 215 b
FEBYIAC S FERAP S, @I CALR Rik/K
-, fE i A 9 AGS Il MGC-803 4 it i iE 7
ABJ1. 76 B A S AR A S R T S g0 o A1
CALR i 280/ D 5 A6 4515 B 1L ; i i 363K CALR
B R I AL 25T B, XSRS IR 2 SRR,
CALR nJ g 3k B i AN i 2 22 AL R VB e

2075 1 H3 1 9 i ffi 2 2 (Di-Methyl-Histone
H3, Lys 9) i H L4k & e (o R i Bk i iR A s .
W B FE il GOa 1T H AL AH &1 H3 [ Lys 9, %
5 e AH QL R () WA AL B 1 . BFSE B,
G9a 7F ¥ i 3R ik, Al 38 & mTOR 45 ik 12 L i
ITGB3 Sk 45 5 @ (k> snail 2 2 E 8
4 B I iz - 18] 5t %% {1k (Epithelial-Mesenchymal tran-
sit, EMT) i G 8 e Sk 7, 5 B A IS &
oY), 1 Wang %' & 1, CALR 7] 5
G9a . snail 555 M5 S G9a & A= B 5efk , e i
% B 6 EMT i Ae o B % . 4k, CALR if
Gl R A R EA B AR B A
J& 25 1 MMIP2 119 3% 36 DT £ i2F 75 98 i 55 7%

TR I 216 1 (Adenosine deaminase 1, ADAR1)
A3 Wt/ sine dea A i 15 962 17F 7 R A
B o TCGA I 5548 22 10 = A B2 e W 25 1 i
7~,CALR 5 ADARI 7F B AN YA 52 18 351 E
FHIE™Y, ULER ADAR] RE 2 & 1 il CALR & 1 M1
mRNA £ih/KF-, X$E/R,CALR Al fiE A ADAR1 1
U L A OC I A TR LA A R — 25
2.3 CALR7EBEHT-H 1 EH

YA PE T, B4R AR P T TERRIE
B L FE A, AR OE ToUE A AN RRUE I AR A S O
FLE™ . MicroRNAs J&—fl 214K 2 18~22 bp, 7E5%
SR JE BRI Y S R 2R A 1 AE 4%/ RNA, 2
R LECE i IR W (- = R VS e A Ll ety
IR, SR E I, miRNAs i 55 265 7] fEJ&
B — A E B IE T RIS, MiR-637 75 B
Wk k™ 7E MIR-637 15 2535 B9 40 i, cas-
pase3/caspase8 ZL i /KTt 5 M AE CALR =32 1A40
Jifi ¥, caspase3/caspase8 %4 fift /K [ AK . MiR-637
A] 5 CALR 19 3" s Z5 F 325 4, Sk 45 CALR 1)
FEIR I e A0 JR T A TR B kR

3 CALRZEBERBITHHIEH

T LW 9E % B, UUEK CALR AT 5 35 40 4 5 88
AGS IRy 345 , B 1k G 4 i 1) S J915% AR e,
R, &F X B9 DT ER CALR FE 5 vl 100 ) 5 98 40 it
TG, H0 ] g ol A AR R, SR A0 AR 28 SR K
PR AR T, IR BB ERYT 1 H xR

CALR J& ik 2% 28 %2 & ¥ (Peptide loading com-
plex, PLC) ) — /M2 43 . PLC & — MR M2
AW, AR N BT L 2%, LA O 20 4T e
B # F MHC 12849y ¥ b o Sy JE P g i st 1=
(Immunogenic cell death, ICD ) J2&— F P Jit % 1 38
M 20 B FE T BB T ICD 11 i R 4 b 2 %%
7 HRTHI ) CALR , R HEHUFEE S AE T, A i
L HPUF I055 A4 HE 162 A P A, O A 48 I sh bt I g
G . CALR 7i i 8 40 Jifg 2 1l 22 8% , /& 1CD A9 ¢
AL BRZ — 2 5 B I e O Y AR
R B, £ i S 98 20 MU K Ti CALR 28 85 2k
R IR B A ) — AR AR
TR 5 245 W 05 S R A RS 52 T P JB
14 52 it P PERK REJE E elF2a Wi R AL , 1T cas-
pase-8 5 I 1 Bax il Bak 215 , M 1M1 75 5 40 Hg 19
(1) CALR %% 1y 31| 20 it B 1, £ i 1 A% 21K 48 it
XoF i 9g A B ) A R RE L, DUE R T2 5N
Jo O 07 384, 3 3 TS AKT 7 53 B HE i CALR (1
TR, M5 L TR AL ICD ™, FE
AN MK 22 @ A vh o3 15 R I —F Ny 1 22
Wy, BRI — MR TE R B 25 ) e ] aE
AT CALR 2 5% 0 PN 5T I 07 SR 410 i EMIT >k
T O B MR Ho 5 T DN A S R A I
I S TR — R R AR A G, T
753 15 i 40 A AR o R RN ICD , 23R 97 i
PR 259

4 BREMEE

CALR J& —F s BE RSP I Ca” S5 5 8 H L, B A
3NEBMIIAELE IR, e, CALR /Eh—
T3 FFEAR AT Ca®* 92 vl 4345 B B 11 BT A P9 I )
AT IE B AT 2 . CALR i 1] 3235 Ca®* 4 i v
() A= B RR ARG B R A R AR S A, IR R
MHC 1 284y F I IE# s b A hr i 2k o edh, 3
T ICD WU T i 20 it 25 5 B L3R I 1Y CALR, 2%
Jt Bl G 28 200 JH 7 W5 5 40 i R 9% S . CALR 7
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T S P R R Y S REAE 5 20 TR IR A
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W fE M HPV [FH Y 8 i T IncRNA SNHG8 #é 3% %t
o S I LA

FARA IS BMRT KA

[ E] BB PR ERAZUELEREE(HPV) PR 75 KBRS RNA 1 /)N RNA 15 323
8(IncRNA SNHG8) Fih /KX B S MM E . F7iE A 20194F 1 F 5 2021 4F 12 JT AN RS
FEM R BECTR 1Y) 82 1= FE T HPV BRI By St A A (2, 9 R B 301 R P AR T AR VIR 1 78 il
&% HPV P S8 316 6 BELH . A0 W5 20 113 IncRNA SNHGS8 363k K - 2 B 3% i 16 ) HPV ; Sk 2 [ %
Logistic [FIH 43T fE 8 HPV FHE ER 3 24 B 30 s i R 25 5 221 ROC 4R 4 M I3 IncRNA SNHGS 7
IR R HPV BAE B & A B S NN . 5R  TRBILLINTE IncRNA SNHG8 335 /K - KAFAR
=50 % g H = T IR, 22 A G175 L (P<0.05) o IncRNA SNHG8 & fE U HPV [EPEf# S %
A B SRR I ST fERS R (P<0.05) o LT IncRNA SNHG8 Fitil 25 iG55 HPV PR # & A ey S0 i i 26 F 1
Tk 0.835, R E  0.756, F5 50y 0.910., FIGO 43 A+ IV HH AR L IR I 45 55 5% 1) B 5008 28 2 i
1% IncRNA SNHG8 3535 /K - .35 1 T FIGO 43 T W+ 1 /s oAb EWk LS55 B i i3, 22 R a8t
2 L(P<0.05), #5181 IncRNA SNHG8 FRiN/KV-5 i fa R HPV B 835 & A B B A %

[REIA] TR, SAEBAZL IR ; KIS RNA /N RNA 15 £5H 8

Predictive value of serum IncRNA SNHGS expression for cervical cancer in high - risk
HPV-positive patients

HUANG Yongjie, WANG Guizhen, LV Pengju*, ZHANG Chunyan

(Department of Laboratory Medicine, Zhengzhou Central Hospital Affiliated to Zhengzhou University , Zheng-
zhou, Henan, China, 450007)

[ABSTRACT] Objective To study the predictive value of serum long non-coding RNA small nucleo-
lar RNA host gene 8 (IncRNA SNHG8) expression level for cervical cancer in high-risk human papillomavirus
(HPV) positive patients. Methods Eighty-two high-risk HPV-positive cervical cancer patients were included
as the case group, and 78 high-risk HPV-positive patients who underwent surgical resection for benign cervical
lesions were included as the control group. The expression level of serum /ncRNA SNHGS8 and high-risk HPV
was detected. The influencing factors were analyzed by multivariate Logistic regression analysis. The ROC
curve was drawn to analyze the predictive value. Results The expression level of serum /ncRNA SNHG8 and
the proportion of patients aged =50 years in the case group were significantly higher than those in the control
group, the difference was statistically significant (P<0.05). LncRNA SNHG8 was an independent risk factor
for cervical cancer in high-risk HPV-positive patients (P<0.05). The area under the curve of serum lncRNA SN-
HGS8 for predicting cervical cancer in high-risk HPV -positive patients was 0.835, the sensitivity was 0.756,
and the specificity was 0.910. The expression level of serum lncRNA SNHGS in patients with FIGO stage Il +
IV, poorly differentiated and lymph node metastasis was significantly higher than that in patients with FIGO
stage I + 1 , moderately/well differentiated, and no lymph node metastasis, the difference was statistically

significant (P<0.05). Conclusion The expression level of serum IncRNA SNHGS is related to the occurrence
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of cervical cancer in high-risk HPV-positive patients.
[KEY WORDS]
cleolar RNA host gene 8

BHE R TR T FE R — W
SRR E R — A F B RSk
NFL 398 7% 5 (human papillomavirus , HPV ) J& e J&
B B ) f R AR L BR S G B HPV RS,
T RN WL 35t 1% A 3R o [R) A A Bl Tl e e A=
PRI, R 3R s f6 2 HPV 5 850988 & AR A DGR 7, AT RE
AR T A AR B ARG o KRR % S RNA
¥ A~ /N RNA i 5 2 [H 8 (long non-coding RNA
small nucleolar RNA host gene 8, IncRNA SNHG8)
ST ENBEESZ MRt RAC ETEN
JISE 9 2401 L A 20 e X i AR T O R vl 4 A O
T2 589K E" . IncRNA SNHG7 v i3 1 T
microRNA-485 % 5 W ¥5 B 30095 40 ML G A7
SR IncRNA SNHG8 15 3908 S5 45 135 Hh ) 3RA 1
DUk Z FE—2DARICHIESE . AR FERITEXS LE 1
e HPV BHE & St £ 35 Mg fe 21 HPV [ 0
BRI 78 B LY IncRNA SNHG8 3635 7K - , ] if
BIE T I3 IncRNA SNHG8 3 15/K - H fE A HPV
PRPE RS A B S A TN (B . RGBT

1 —RANSTE

1.1 — ek

20N 2019 451 H £ 2021 4F 12 H AR 27 Ft
Ja M s BE B SIA 1Y 82 91 5 fa Y HPV BH A Y
TR R E NI B, B AR 2179 &, F 8
(50.34+11.86) % o 4 AABE [m] 10 AL 7 3 (2 i 72
T FARVIBR B 78 6 5 £ B HPV BH M 2 5 A A X
MR, B AR IS 20~80 %7, 744 (50.41£10.70) %
o TR K o N o A S CR 22D VN TV = B [ORL |
HPV 3 R} e 5509 S8 35 R B K H A2 FIGO 41
LN A Y N 2 AV T

3 191 2HL 06T BE AL a0 A bR o - O 191 24132 Wik
P FH e RS B FE ma o, 2 SV BLAG A 112 5 X R
2H A0 SR AL A AR PR R E L BUIE R CE BLE
TR QT 4 1) HLAT S s WOk, fR s 5@ mT

Cervical cancer; High-risk human papillomavirus; Long non-coding RNA small nu-

A S BRI s PR W2, e B4 4T
RIEATIE AT B30T o 4 5 % R A HEBR bR
- A A LR 58 sl JF At 308 67 20 1 b e o
QG I R fo JE AH BN & s AL T 4T IR IR 2 5L
RS E @K EMERIE S . AFRs
ISP R 27 B a8 M o I B e A A6 B 2% B4 4 W A%
I, ALBFIE RS R R

12 Fik

1.2.1 I3 IncRNA SNHG8 33k 7K V-4

W A4 B E 5 mL AN DK IR T T
B0, 3 000 r/min B0 15 min (B 0248 10
cm) 73 B , 80 CIRAERF R o HRVRAE Y 1L 375 A
AT UK EERBDIE A EP 4 b, SR H RNA iR 7] &
(7% E QIAGEN 7~ Al , 155 : 73404 ) 4 13 B 45 20 B%
A3 B PRI B RNA, REASIN L 58 8k S B I, I
et & (bt B E R R A IR A AL AR5
YT9036)#4 & RNA S % 5% 1 cDNA ., fifi ] 7500 %4
gRT-PCR 1% ( 3£ [ Applied Biosystems 2 7] ) #£ 17
qRT-PCR ¥/, gRT-PCR 41 2514 95 CHAE T 10
min; 95CZEE 30 s, 60CIE K 30 5, 72CHEH 30 s, F
A5G . GAPDHAE NS R 2 8811
ML IncRNA SNHGS (A #3558, 51475
(19 LR T A TRABRA S M) W1,
1.2.2 FEfER HPV &

AR ERARITHES . = RN HIFAE N 254
SO0 BHIE A T DR - PU/N TSR T R JE A 4
1o Ao e AR S TR S IR 5
B, B s O IS T B T S i %
FHANMRAAI o SR SR At =X s v (PCR) AR A
SRR 21 #1437 (HPV6 HPV11 HPV53 .HPV 16,
HPV18, HPV31, HPV33, HPV58, HPV35, HPV39,
HPV45, HPV51, HPV52, HPV56, HPV59, HPV66,
HPV68.HPV42 HPV43 HPV44 .CP38304) , X FH M
FL A Wb 2 A B WA IR B B & A 2Lk R
o 1 4 AR IR R L R 4 B Bl A% R R HUAY

%1 qgRT-PCR3|#1F %!
Table 1 gRT-PCR primer sequence

e L5149 5'-3' e R
IncRNA SNHG8 GCTGCCCCTGTGGTGGACTAG CTGTACCCAGGACCACGTGCG
GAPDH GGCACACGCGTCGAGCTCCC ACACGTGGGACTGGCACGTGA
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(HBNP-4801A) 17 DNA 432 #E L, ABI7500 Real-
Time PCR System ¥ 3% , PCR /=¥ #£ 4= H 3 ¥ &
I3 TZ32AL (HBHM-9000A )1 2§ FiFA 12458, BHME
HISEFRIE : 2432 15 I Biotin % R 44, , [6] I} [l 4 HPV
XoF IO 3 TR A5 A, S €, (T AT T AL Py SR e [ )™
1.3 Giitorth

¥ I SPSS 25.0 4t i 8 AF 3 17 58 1 43 B .
THEGERA n(%) o, R-R R g e ; T 5
BHIRMIE ST IELL (R £5) s, BIZR AR ¢ 4656
Lbis, 24 AT N 2 5 22 04 ; = fa B HPV PHE
BB R U I s e R E R B 2 L E Logistic
815537 5 22214 ROC #1Ze 53 #7 IfL7% IncRNA SNHG8
FEIRIKE X B fE T HPV PH I 58 35 K A 5 2000 (1) Tl
MM, LL P<0.05 HZEFAG 245 X,

2 HR

2.1 AN IncRNA SNHG8 33k 7K - b %
955 191 4 1L T IncRNA SNHG8 321k K B 2 55
FTXRA , 2R A 52 E X (P<0.05), W2,

F2 WHEME IncRNA SNHGS RiZKFELE (x+5)
Table 2 Comparison of serum [ncRNA SNHGS expression

levels between the two groups (x+s)

2 5 n IncRNA SNHG8
Xt HE 78 1.01+0.22
R 82 1.62+0.48

t{H 10.246

P1a 0.000

2.2 EfERIHPV PEYERE BB SR SR 2= AT
XF HE 20 5 0 ) 20 A3 ik sB L A 2R L S
BHPV 73 B, 22 5 08122 2 L (P>0.05) o
I B AL AE IR =50 % S He il s X IR, 2 R
it X (P<0.05), W3,

*3 BREHPVRAMEEREETENERES (n(%) ]
Table 3 Single factor analysis of cervical cancer in high-risk

HPV positive patients [7(%) ]

e X HE A g 19 241 )
i RASFE (n=78)  (n=g2) XM P
ARy <50%  51(65.38) 18(21.95) 30746 0.000
=50%  27(34.62) 64(78.05)
) . . .
O3 s G 36(46.15) 38(46.34) 0,001 0981
H 42(53.85) 44(53.66)
Ya 42 N
4 % E 32(41.03) 30(36.59) 0332 0.564
= 46(58.97) 52(63.41)

B fE® HPV /3% HPV16  15(19.23) 16(19.51)

HPV18 14(17.95) 19(23.17) 0.732 0.694
HAbA  49(62.82) 47(57.32)

2.3 =GB HPV ML KA E SR 2 I R
Logistic [2] 5534
VA G5 HPV BRI R R0 A SV A
A5 4, LA IncRNA SNHG8 I A A2 817 %
# Logistic [71H 7041, 45 R W7, IncRNA SNHG8
JEREET HPV BHE B K AR B U A Sz fG I I
R (P<0.05), WF4,
Fx4 BREEHPVHMEEELETIEAN S EE Logistic
@13 53 47
Table 4 Multivariate Logistic regression analysis of cervical
cancer in high-risk HPV positive patients
N ZE  pIE SEfH Wald{§ OR{H 95% CI P{4

IncRNA SNHG8 1.006 0.314 10.267 2.735 1.478~5.061 0.001
A 0.092 0.122 0.565 1.096 0.863~1.392 0.452

2.4 ML IncRNA SNHG8 215 7K -3 i3 /G ) HPV
FF I 25 K A 0 e T 441 1

DL A e U e SR M G AR R Ol
W&, LLIMLY IncRNA SNHG8 2% 35 7K S g 6 25 4
DUJE TS & A B B0 IR S AR 4 | ROC |l 2k, 45
BRI IncRNA SNHG8 15Ul 5 16 %1 HPV FHE
BB R A e e B th 4T T AR R 0.835(95% CI:
0.767~0.904) , lIfi 54E 9 1.26 , BURLE K 0.756, i
P54 0.910, WLE 1,

1.0

0.8

= 0.4

0.2
0 02 04 06
1-FE 5k
B 1 ROC HiZk
ROC curve

0.8 1.0

Figure 1

2.5 L IncRNA SNHG8 33k /K5 5 s 4
Ilfs FRARAE A 56 22

ARVAEWS s e 22100 | & fE B HPV 4
AU iR e R EAR L SR 2R AL Y e SR AR IS
IncRNA SNHG8 ik KV IR, 2 R IGITF B X
(P>0.05) ; FIGO 43311 T 381+ 1V 30 A% 434k . ik 12 25
R 0 B SR BB LTS IncRNA SNHGS8 3235 7K -
3% & T FIGO 431 T 1+ 11 81 . b/ 434k Gk
LS RS I R 3, 22 R A Gi it 22 & L (P<0.05) .
W5,

e
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&5 [MiE IncRNA SNHG8 Rk K T 5 BHiE B & K
FHHERXER [0(%), (xxs) ]
Table 5 Relationship between serum IncRNA SNHG8
expression level and clinical characteristics of patients with

cervical cancer [n(%), (x+s) ]

e e ek IncRNA
I AR SNHGS #F{H P1H

i < 18(21.95) 1.58+0.4
RS 50 4 8(21.95) 1.58+0.48 0410 0.683

=50%  64(78.05) 1.63+0.45

yA

bap ks " 38(46.34) 1.61£0.47 0201 0.841

i 44(53.66) 1.63+0.43

9 2% 5 30(36.59) 1.59+0.48
2 a ( ) 0.467 0.642

P 52(63.41) 1.64x0.46

HfERHPV 3% HPV16  16(19.51) 1.63+0.47
HPV18 19(23.17) 1.62+0.45 0.003 0.997
HABA  47(57.32) 1.62+0.43
92 e % <5 46(56.10) 1.60£0.47
Mg ok AR cm ( ) + 0303 0.695
=5cm  36(43.90) 1.64+0.44
FIGO 43 I3+ T3 44(53.66) 1.53+0.40
g i 5 4a( ) = 2.096 0.039
MA + IV 38(46.34) 1.72+0.42
SRR th/g ik 50(60.98) 1.53+0.41 5431 0017
R4k 32(39.02) 1.76x043
N mE 45(54.88) 1.49+0.42
NS G ( ) + 3013 0,003
H 37(45.12) 1.7820.45
CEUES Mg 15(18.29) 1.61x0.43 0.078 0.938
ffdE 67(81.71) 1.62+0.45
3 itig

& E R SR R TS L IRIT AL
R SR B RN S B A A R AT AR A I
PRIGTT L HAR™ . KREHCE 50 /2 i & fa 7
HPV FEE2ER G 5 R 1), SR =35 5% 1 ifogd 5 HPV
FRER IR T, BLAh, th T S ) Lo Pk A 5 T b
Jed 43 2B B 2008 95 R IR 40 43 A HPV AR G FILEE
HPV AH g e,

YR 25 Bt AR ) OB 45 7], IncRNA X 8 39
FE &AL BB IncRNA SNHG 2 snoRNAs
)1 I, RIS Z B 0 kA G, AT
FEEOE R B T AR AR AR R R,
1 fe B HPV BH % S58B4 L7 IncRNA SNHGS8
FRKF B E R TR G HPV B S 8 R
AR, 5 QuE"HFFE 45 R IncRNA SNHGS TE
HPV i S (105 S 40 i h i Rkl e — 5, iF—
AAIE T LY IncRNA SNHG8 /K -7 2 1t 1 HPV
BHE B S FR v Bk 0 R, ek T i vl g
25 HPV BAM: g St g . BRI iR
B 5 9RE IV B VIAH G, HPV JER e 2 S 3 b4
PR IE SN, T IncRNA SNHG8 &—Fh 5 48 iE: 2 v
B EVIEZR B RNA Z0 700 Ji5 e ) e fa Y

HPV [ S i 52 3% P IncRNA SNHG8 3635 i
(T BEJELA R 3040 i A AU HPV PR HR 38 7R R
fEHY HPV W55 , 00 R 40K R S0 A8 40, it ™
A KA R AR M R -, 38 BLAA 3 B0 ™ B A A i
N, S L IncRNA SNHG8 22k /KF [ .

AW 5E £ A E Logistic [0 )43 #7145 B~ ,
IncRNA SNHG8 2 = f&. 8 HPV BHM: | 3% & A48 i
FE ST fER N . Qu SR SE 45 R P IncRNA
SNHGS8 7] 33 HPV i 3 10 'E S N . ik gh
Y)W IncRNA SNHGS 1l §E 2 5 75 i HPV [
PEEHE KA E IR, AN, AR R B
N, R HPV FAYE R A & 2E B B0 S AR I 0 ik
o 4 ZAE B LA K T 5 R HPV 43 B JE A G | 4%
W5 XN E BT aE R —2, 0I5 IncRNA SNHG8
FIRIEOUARLL , AF S 36 s | 48 285 10 A5 % 200968
KA E W, E— ROC [l 4k 45 H ik ¥
IncRNA SNHG8 AJ E 2 —Fh 150 I ‘5 25098 1 A3 3 4R
b, HRR SRR R, T3k 0.910, 1 X1 2 8 2R RIS
o1 miRNA-26a TN 5 1650 HPV BB 2508 1) 45 5+
PEH 88.0% . HEEHM 25 5T REHAFSEXT RN A
B AN S AR 22 5 I8, T 2D I R SR B E

Xuan %" 5E 45 R FK I, SNHGS 7 2635 5 50
SRR AE A2 O, o B R IR 1Y 5 T DN S 2
L B B TR RE MUR ZERE 1 . &5 A ARWES Kk BN
I IncRNA SNHG8 3% ik 7K - 5 8 595 £85I R
PLRFE FIGO 43 i oAb (kI 25 B A G
X 16 B IncRNA SNHGS 155 335 W e 2 5 5 308 4
L G A AT S R . i — 2 BB IncRNA
SNHG8 1] B[R] i v /5 A 8 50 43 3 o4k bk e &5
RS S RAE R TN 4R

25 AR, IncRNA SNHGS8 15 % &% HPV PHE
B U R I h W m RS, A e S 5

R PRI 45 F) T BT A
B3
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I3 sST2 Al TL-10 A5 M2 Wiy PR 0 23 A AR 1T
|53 R [EN

IE QM RS BREER HET

(# ZE] BB ST el w4t ST2(sST2) Al A 22 -10 (IL-10) K5 032 W 2t I 10 5 30 27
HAE(ARDS) IR E . ik 1 20194F 8 H % 2022 4F 8 H T pg 44 J3 7 111 A 15 e FAE 16 2 )
IRYT 1Y 80 1] ARDS fE# 1E N ARDS 41, [F]#H 85 fil4E ARDS & 1E b3k ARDS 4 . R4 A A 45 5 (PaO./
FiO,) ¥ ARDS ZH i 43 % 13 41 (35 461) ) . v s 2H (28 49) a5 4 (17 1) o SR R XU AR o0 o e A6 00
HABEE I3 sST2 . IL-10 /K7, I A T4 W] b #5 . SR FH Pearson AHIC /3BT #R1T ARDS S35 I sST2 . IL-10
£j PaO,/FiO: [ X F , R TAEFRHE T2 (ROC) il £ N 1 AR (AUC) P¥AR 1ML 3 sST2 . IL-10 % ARDS (1% 5 4]
Wi, &R ARDS 48 M0 sST2 /K7W & T4E ARDS 4, 1fil i IL-10 . PaO./FiO. W] WAL T4k
ARDS 4 , 22 5K i1t 8 X (1=54.522 .31.314.26.632, P<0.001) ; ARDS £ I35 sST2 /K- H 4%« H JF 4
> BFSIR AR 2% B A BT 2EE L (F=67.311, P<0.001) , 135 TL-10 7K Le#% « 85 B 4 <P B2 <SR B 4h
ZSA g B L (F=55.242, P<0.00) , Pearson fHX/HT 25 4 iR , ARDS JUA I sST2 54 & 842
TR (r=-0.422, P<0.001) , I3 IL-10 7KF 52 G4 EE 2 IEAHC (,=0.412, P<0.001) . ROC T 53Hr4h
R EIR,sST2 IL-10 " HBEA AR T i AU A (0.902) , £ FB—H (P<0.05) . 518  ARDS & IMLiE
sST2 7K F-Th i (I3 IL-10 AL, 35 ARDS F A1 ¢ , X2 Wi ARDS HA — & MYl RN (.

[SEIA]  viAEH: ST2; AU 2105 2P B E L5 G 1F

The clinical value of serum sST2 and IL-10 in the diagnosis of acute respiratory distress
syndrome

WANG Ying'*, XIANG Shan®, CHEN Junhua’, YIN Xueyu’, CHEN Huixue'

(1. Department of Medical Laboratory, the People’s Hospital of Wanning, Wanning, Hainan, China,
571500; 2. Department of Medical Laboratory, the First Affiliated Hospital of Hainan Medical University,
Haikou, Hainan, China, 570102; 3. Department of Respiratory Medicine, the People’s Hospital of Wanning,
Hainan, China, 571500)

[ABSTRACT] Objective To investigate the clinical value of serum soluble ST2 and interleukin-10 in
the diagnosis of acute respiratory distress syndrome. Methods From August 2019 to August 2022, 8 ARDS
patients treated in the Department of Intensive Care Medicine of Wanning People’s Hospital of Hainan Prov-
ince were selected as the ARDS group, and 85 non-ARDS patients during the same period were selected as the
non-ARDS group. According to the oxygenation index (PaO./FiO.), ARDS patients were divided into the mild
group (35 cases), the moderate group (28 cases) and the severe group (17 cases). The double antibody sand-
wich method was used to detect the serum sST2 and IL-10 levels of patients after admission, and the difference

between two groups was performed. Pearson correlation analysis was used to explore the relationship between
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serum sST2, IL-10 and PaO./FiO; in patients with ARDS, and the operating characteristic curve (ROC) and
area under the curve (AUC) were used to evaluate the early diagnosis value of serum sST2 and IL-10 for AR-
DS. Results The serum sST2 level in the ARDS group was significantly higher than that in the non-ARDS
group, and serum IL-10 and PaO,/FiO. were significantly lower than that in the non-ARDS group (r=54.522,
31.314, 26.632, P<0.001). Serum sST2 level in the severe ARDS group was significantly higher than that in
the mild ARDS group and the moderate ARDS group (severe group > moderate group > mild group) (F=
67.311, P<0.001), serum IL-10 level was significantly lower than that in the mild group and the moderate
group (severe group <moderate group <mild group) (F=55.242, P<0.00). Pearson correlation analysis showed
that serum sST2 in ARDS patients was negatively correlated with oxygenation index (r=—0.422, P<0.001),
and serum IL-10 levels were positively correlated with oxygenation index (r=0.412, P<0.001). The ROC
curve analysis results show that the combined detection of sST2 and IL-10 has a larger area under the curve
(0.902) , which is better than a single detection (P<0.05). Conclusion The level of serum sST2 in patients

with ARDS is increased, and the level of serum IL-10 is decreased. The two are related to the condition of AR-

DS. They have certain clinical value for the early diagnosis of ARDS.

[KEY WORDS]

2 M 38 25 A5 iF (Acute Respiratory Dis-
tress Syndrome , ARDS ) J& —Fit 1 T fifi (4 4h 2 Ff i
PRI 25 1 1149 LA it [T 2 R S I A B MEE 2 2 1 e i
Wyl FERI IR EE SR . R fE
Jre U, HL A B A AR AR DGR B
ARDS i AL 5 1K 35%~50% , B 28 1 R Tk [ X 35
I R AL T AR MR, R, 4R 2
ARDS & I K I 45 TR 97 52 H i3 T 58 8
k. nliE M ST2 (soluble ST2, sST2) J& F 41 /ity
N FR-33 W2, FEAAAE IR L, HETER
SEPESI o JIE IS LA K eI 5o i Je v i 42 i A
™o A ZE-10 (interleukin-10, IL-10 ) 24
VR AR AE J nj 1) i B 240 B R, ELA R S M S
AR SN RN AR S P AR Y . BRTE R
WEFE KB, IL-10 7K 7 5 7™ 5 35 0 TS I & AH
XK, AR R F B i U i AE bR A . B,
AT E BRI MR sST2 Al IL-10 2 W7 ARDS £
Il RO, IR IE LN

1 #RE5HZE

1.1 —foeR

PEPE 20194F 8 H 2 2022 4E 8 H Tl T
N R B B FAE 22 2FRHAYT 19 80 1] ARDS B & AE
1 ARDS 4, Ho A JRE T 56 60 5] | 12 4 BH 2 i v
3 it 6 95 20k A 10 B8] R PEAR 7 10 3] 5 )30
85 f7l4E ARDS 4 1E JE ARDS 41, H gk ek
R 20 ) e PR 8 15 1 i AR AT 27 ], 2k
i i 23 451, Horp ARDS 21 MR 9 SR A TR AL

Soluble ST2; Interleukin-10; Acute respiratory distress syndrome

(PaOy/FiO,) ' ¥ 8 35 4 o & FE 4 35 9] (200
mmHg<PaO./Fi0,<300 mmHg) . 1 Ji& £ 28 i (100
mmHg<PaO.,/Fi0,<200 mmHg) . & & 41 17
(PaO,/Fi0,<200 mmHg ) . AW 57 O 4K 75 = 5 =
SEARPRTE DL A,

AR E : DFF A ARDS 2 iR ™ s @ A B
20 h WRBET: H B H K8 B %5 G R &4
Q=18 % . HEBRIRE: OFIFLIIRE™ E A4
5 Q4 B E DR 5 | R r A T s I SRR R
)il 7 308 by Y 75 S 2ok 07 il R 1 P T S 0B 2 5 (DA
Rl 5 4% it 25 A5 LAt A P il 0 2 5 DI Uik
S FLA L ; @I & s DI IRFORAS 2
1.2 Wk
1.2 EEARBORHILE

W AR BB A BE T — M EORE AR S AR
Z A5 A BERTE] AT R (BMD) R B T 5
% B % 5 7T 47 (Sequential Organ Failure Assess-
ment, SOFA )" | & Pk A B 27 5508 M e R 0 24
%4 11 (Acute Physiology and Chronic Health Evalu-
ation Il ,APACHE Il )" %A & 4844 (PaO./FiO. ) 55 5
AR A M 40 L (White blood cell count, WBC) .
%5 4 (Albumin, Alb) .D- -3/ (D-dimer, D-D)
1fit 7N 4% (Platelet count, PLT) | LET (Serum cre-
atinine, Scr) \sST2 IL-10 /K 255286 2 38 H5
1.2.2  [fiL{F sST2 IL-10 M AHICFE bR il 5 ik

B TR 5, i BUAS BiF 55 4% 4 J 3 A BE I 1Y
25 M K ML 5 mL, 7E %9 T 28 3 000 r/min 5.0
15 min (042 12 cm) , B IS AE T A&
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e B 79 7 ) A N SRS O T - T0C UK AR
HORAE o R R 2 0o 2 4G D 1L 77 sST2 \IL-10
K, K H 57 7600-210ISE %1 [ 3 AE A AU I
1ML WBC .PLT . Scr.Alb VL & D-D /K, ic 5%
B AP 4 AR TR BOF 153 AH B
) PaO./FiO.o A5 T A 50 &5 DL K B sl A 1B X
T FCHE A 2 v 2 [ DL 5 & /0 | AR 7 ] B AR F 5
JIT A HAE 7 AR i BRI A5 R4 T o
1.3 G5t

iz ] SPSS 23.0 A AT Bdn ge it b B . T
BRI (x5) Fem , PRZELIA] HL AR ¢ 46056, 2220 1] LE
BRI R 7 22570 5 iE— 20 B4 [A) R FH LSD-t
R s THECFORH n (%) 3 0] LLECR ¢ s ;
% ] Pearson A 5¢ /0 ARDS H 3 1ML sST2.IL-10
EHIZEHRPR SR R TARRHE 2k (ROC) FTh £
T HEF(AUC)PEAL 1M sST2 . IL-10 X} ARDS #E11)
WA, UL P<0.05 A 2553 HA Gt X,

2 #R

2.1 ARDS 4 53F ARDS 41 52 % it PR JL A< % 8}
S % AH AR AR A

WAL AR P BMIL, UK P 5 1L
WBC .PLT,Alb D-D . Scr Fb# 22 5% 4T L
(P>0.05) ; ARDS #H 8% SOFA Il -4 . APACHE II
o 517 sST2 /K P-4 0H 2 /& T39F ARDS 41, ifi.
15 IL-10 . PaO./FiO, B i fIX T 9 ARDS 4, 22 734
HEi2EE L (P<0.05), W1,
2.2 NFIFEEE ARDS B I sST2.IL-10 7KL

ARDS K M7 sST2 /K- Fbds . > E A
SIZREEZH (P<0.05) , I3 TL-10 7K b« B R 2 <
FE<BRREA, Z R AT R L (P<0.05), ILER2,
2.3 ARDS H#FIM7 sST2 . IL-10 /K V- 548 & 455k
FPSER

2t Pearson #H & 40 AT 45 SR 8 78, ARDS &
I sST2 5 % A 6 2 2 T A ¢ (r=—0.422, P<
0.001) , M3 IL-10 7K~V 548 A F8 804 2 EAROC (r=
0.412, P<0.001).,
2.4 [fiLE sST2 . IL-10 X} ARDS £ 12 Wi i H

ROC 43 #r 45 5 B, sST2 £k T AR #k
Wi | 72 805 DL SRy S 143 510 0.872,160 pg/mL
0.82.0.89; 1L-10 {1 £& T i A1 W (A R A DL &
F S P43 91k 0.791 .42 pg/mL . 0.79.0.85, — & Ik
A RIERLE T BUE K (0.902), LR 3 A1,

&1 ARDSZASIEARDS HEFIGAEARZR LWE
EXRIERRILLE [(x£5),n(%) ]

Table 1 Comparison of basic clinical data and laboratory

related indexes between ARDS group and non-ARDS group

[(x£s),n(%)]

3 ARDS 41

ARDS 4

TebR (n=85) (n=80) 7IfE PE
M (B ) 45/40 41/39 0.120 0.865
(%) 53.24+4.24 53.55+4.31  0.321 0.732
BMI(kg/m?®) 21.45+2.42 21.12+2.13  0.132 0.855
AEBERFE] (d) 11.31+2.31 15.45+3.10  5.352 <0.001
SOFA 1143 (43) 3.22+0.45 8.13x1.10  6.424 <0.001
APACHE I ¥4 (43)  19.31+3.42 27.68+4.24  8.924 <0.001
Pa0./FiO.(mmHg ) 435.24+100.34  156.97+20.41 26.632<0.001
b KUl 15(17.65) 14(17.50)
KFARE 32(37.65) 29(36.25)
SRR A 20(23.53) 19(23.75)  0.674 0.422
ing 11(12.94) 12(15.00)
HAh 7(8.24) 6(7.50)
WBC(x10°L) 18.42+4.24 18.77+4.56  0.342 0.744
PLT(x10%/L) 187.34+88.34  188.42+88.90 0.242 0.839
Alb(g/L) 30.24+8.32 30.10+8.42  0.563 0.568
D-D(mg/L) 5653.44+264.42 5658.52+266.89 0.314 0.789
Ser( wmol/L) 140.32+20.54  141.34+20.88 0.297 0.791
sST2(pg/mL) 33424642  266.42+85.31 54.522<0.001

IL-10(pg/mL) 72.33+12.45 28.20+3.42  31.314<0.001

F2 B EAARDS BEME sST2.IL-10 K F L
(x+s)
Table 2 Comparison of serum levels of sST2 and IL-10 in

mild, moderate and recombinant ARDS patients (x+s)

215 n sST2(pg/mL) IL-10(pg/mL)
Ui 35 180.41%35.42 34.1426.32
R 4 28 265.42+60.24° 28.42+6.34°
Gzl 17 445.31+86.3" 15.60+5.10°

F1a 67.311 55.242

P{H <0.001 <0.001

SRR LR, *P<0.05; 5 EE A L, "P<0.05 .,

F3  ME sST2.IL-10 X ARDS B & i B &
Table 3 Diagnostic value of serum sST2 and IL-10 in
ARDS patients

$8F:  AUC  95% CI e REE FRRE PE

sST2  0.872 0.823~0.932 160(pg/mL) 0.82  0.89 0.003

IL-10  0.791 0.709~0.872 42(pg/mL) 0.79  0.85 0.006
SST2+IL-10 0.902 0.853~0.950 0.89  0.84 0.001
3 itig

ARDS J2 fifi i 5 240 1L A8 FEEH 43 Pl S80It 0k 2
PERAE TR, HA &t 2 i ek DL KO P %
SRR . AR EAE R , ARDS &9 R 41k 50~
79/10 J3 , HBE PR FEAT] 553k 50% , ™ 5 a0 21 3%
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Figure 1 ROC curve
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TIEE o T, S T 5 SR 4 R AR 5 TG I
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i 2 L K B TS 1) R i A SO R L R - TR 4227 = 1)
I FE & RE S I, AR A i R A 2 R M O
sST2 J& IL-33 AR PEZ IR Gl 5 IL-33 4552 5

THUARSAE KN, 24 1ML 3 sST2 /K- THE L, figis S
MR R N I, SRR R . 1T IL-10 /E2h
HELA AR R, RE 54 TS A% W 2R 50 A 53
WA IL-1.1L-6 . IL-8 LA K2 TNF % & Fp Al R K 7, 24
IL-10 53 Wb it A 2 B, LA 25 Bl A2 4 DR 0 Db 14
I, S B PR BN N EE i B g (] 3 i
BARIERE . B, e K% D) Wi Il ARDS & 3%
sST2 . IL-10 /K VA5 4k, BEAE AT A% 3 48 s & A= L
KRR, DT A ARG Y7 PR AR B .

ZE L Frik , ARDS (8 # ML sST2 /K- B 8 7t
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Efficacy of Amoxicillin clavulanate potassium in the adjuvant treatment of Henoch -
Schonlein Purpura and its effect on the expression of related inflammatory factors

AN Yongtao', GAO Ruidi*, FANG Xianfeng’*

(1. Department of Dermatology , Funan County People’s Hospital, Funan, Anhui, China, 236300; 2. Depart-
ment of Dermatology, Fuyang People’s Hospital, Fuyang, Anhui, China, 236000; 3. Department of Derma-
tology, the First Clinical Medical College of Three Gorges University , Yichang, Hubei, China, 443003)

[ABSTRACT] Objective To investigate the clinical efficacy of Amoxicillin clavulanate potassium in
the adjuvant treatment of Henoch-Schonlein Purpura (HSP)and its effect on the expression of related inflam-
matory factors. Methods 100 children with HSP were randomly divided into the observation group and the
control group, with 50 cases in each group. The control group was treated with GC and antihistamines, while
the observation group was given Amoxicillin clavulanate potassium therapy based on the control group. After
treatment, the hospitalization time, cure rate and the number of recurrent cases were compared between the
two groups. The expression levels of ASO, CRP and IL-2, INF-vy, IL-4, IL-10 in each group were detected
and compared. Results The observation group was significantly better than the control group in the hospital-
ization time, cure rate and the number of recurrence cases (7=2.10; 1'=6.25, 9.76, P<0.05). Before treat-
ment, there was no significant change in related inflammatory factors between the two groups (P>0.05). After

treatment, there was no significant change in related inflammatory factors in the control group, while ASO,
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CRP, IL-4, IL-10 decreased significantly and IL-2, INF-+vy increased significantly in the observation group.
The difference was statistically significant before and after treatment (r=13.88, 26.27, 8.21, 6.95, 14.41,

6.96, P<0.05) ,and the difference between the two groups after treatment was also statistically significant (7=
37.17,17.60,7.29, 4.80, 18.10, 7.51, P<0.05). Conclusion Amoxicillin clavulanate potassium can effec-

tively control the potential infection of patients with HSP, indirectly affect the body immunity and reduce the

recurrence of patients. As an adjuvant drug, Amoxicillin clavulanate potassium has a definite curative effect in

the treatment of children with HSP.
[KEY WORDS]
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Table 1 Comparison of general data between two groups
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Table 2 Comparison of the hospitalization time, cure rate and the number of recurrent cases between two groups [n(%), (x+s) ]

2H 51 n bED S AL I i Y3 4 BAEROR 52 RAEL BT E (d)
WL 50 33 12 2 45(90.00) 3(6.00) 5.94+1.08
XJ HR 50 25 10 9 6 35(70.00) 15(30.00) 6.76x1.08
1t 6.25 9.76 3.80

P1E 0.01 0.00 0.00

2.2 4 ASO .CRP k7K H
TRITRIPI 4L 3 ASO .CRP 22 5% R JRYT
Jei X B 41 ASO \CRP JC ] i AR 1k, WRER 4 ) & 3% T
K AT R A 6 B AT JE PR G R 25 5 B
GuiteFE L (P<0.05)., W3,
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Table 3 Comparison of ASO and CRP expression levels

between two groups (x+s)
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4 n ASO CRP ASO CRP
(IU/mL) (mg/L) (IU/mL) (mg/L)
WELL 50 265.89+89.62 7.13x1.23  79.90+30.79° 1.70+0.79°
XTHRZH 50 271.27483.86 7.20+1.05 282.54+23.19 6.80+1.89
1l 0.31 0.31 37.17 17.60
P1i 0.38 0.38 0.00 0.00

W S RAE YT T LB, *P<0.05,"P<0.05.
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INF-v 15 34 0 B 5, 3697 /0 Je M6 97 Ja i 41
] XF e 252 B39 B G it 2¢ 2 L (P<0.05) . WL
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Table 4 Comparison of IL-2 and INF-vy expression levels

between two groups (x+s)
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Hil n IL-2 INF-y IL-2 INF-y
(ng/mL)  (pg/mL)  (ng/mL)  (pg/mL)
WMELH 50 0.95x0.41  18.58+2.79 2.01x0.32° 22.10+2.24°
MM 50 0.92+0.53  18.31+2.97 1.03£0.21  19.02+1.84
i 0.32 0.47 18.10 7.51
PAH 0.38 0.32 0.00 0.00

T 5 R4RIT T AL, *P<0.05,°P<0.05,
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R5 FHIL-AJIL-10 RIKKFLLE (v+s)
Table 5 Comparison of IL-4 and IL-10 expression levels

between two groups (x+s)

TRITHT RIT )G
41 n IL-4 IL-10 IL-4 IL-10
(pg/mL) (pg/mL) (pg/mL)  (pg/mL)
WML 50 8.60x1.61 3501516 6.03x1.52° 29.12+3.05°
XHHEZL 50 8.53+1.76 34.7826.01 8.49+1.84  33.21+5.20
i 0.21 0.21 7.29 4.80
P 0.42 0.42 0.00 0.00
U 5 [R4HAT7 T AL, P<0.05,"P<0.05.
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[ ZE] BH HEWasEIK T RerRE 3B (PFD ) &34 BA 18 V% 20 i s B MR (E.)
125 FHAEAE R D[25-(0OH)-D 5 F13E BERA T R Z K (LGR7) MR (mMRNA) G R, FiE it
I 2020 4 9 1 % 2022 4 9 J TS A [ B BE k2 19 F 46 4 1 PFD 8035 42 1], [l 46 28 B e Lo 1 38
4, A B T A AN I R S I, R I Y B 25- (OH) -D /K- LA T2 B3 BE 4 20 LGR7 mRNA i Xf 21k
T LGR7 mRNA 5 H AR e, SR WAL 2R R NE B NRE &I R
LGR7 mRNA 3 35 /K -5 T %5 WAL, 400K WL fse KW 4 g Re 824 70 L 9138 I 9% 200 B 284 B LB i
25-(OH)-D 7KK T X HRAL, 22 2394 ST 277 X (P<0.05) 5 B B 7% 20 At s BE . 1 25- (OH)-D 3
5 AL 5 E A5G (P<0.05) , LGR7 mRNA 5 @R WLy, BT 18 B 9% 40 B o 24 8 (B, #i1 25-(OH)-D 5
LGR7 mRNA 5 A5 (P<0.05) 5 B8 i 7% 20 i s 8 (B, . 25- (OH)-D . LGR7 mRNA ¥y ifi £k T 1t B 4331
“40.918.0.919,0.898 . 0.858 (P<0.05) 5 K11 it # 241 Jf B 24 8 <58.95% . E»<65.76 pmol/L ,25-(OH)-D<28.19
ng/L . LGR7 mRNA>0.58 4y [l 41 25 1] PFD 1 f& i [N 28 (P<0.05) . 518 482 ] PFD i0 & 9136 i 75 4
JiL S (B, Fi1 25-(OH)-D 5 LGR7 mRNA 2 M AHXC, LiRgFrI4%S PFD MiZWi BA —E S % M E.
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Relationship of vaginal exfoliated cell maturity , E, and 25-(OH)-D with LGR7 mRNA in
patients with perimenopausal PFD

WANG Xiaoyan*, GOU Mingyue, LI Yunfang

(Department of Gynecology, Langfang People’s Hospital, Langfang, Hebei, China, 065000)

[ABSTRACT] Objective To explore the relationship of maturity of vaginal exfoliated cell, estrogen
(E») and 25-hydroxyvitamin D [25-(OH)-D] with vaginal wall relaxin receptor (LGR7) messenger ribonucleic
acid (mRNA) in patients with perimenopausal pelvic floor dysfunction (PFD). Methods 42 patients with peri-
menopausal PFD who came to Langfang People’s Hospital for treatment and 38 perimenopausal healthy women
were selected between September 2020 and September 2022. The maturity index of vaginal exfoliated cell was
calculated, and the levels of serum E. and 25-(OH)-D and relative expression level of LGR7 mRNA in vaginal
wall tissue were detected , and the correlation between LGR7 mRNA and other indicators was analyzed.
Results The menopause rate, resting electromyography value of pelvic floor muscle, vaginitis rate and expres-
sion level of LGR7 mRNA in the observation group were higher than those in the control group while the maxi-
mum contractile force and continuous contractile force of pelvic floor muscle, maturity of vaginal exfoliated
cell and levels of E, and 25-(OH )-D were lower than those in the control group (P<0.05). The maturity of vagi-
nal exfoliated cell, E. and 25- (OH)-D were positively correlated with pelvic floor muscle strength, and the

LGR7 mRNA was negatively correlated with pelvic floor muscle strength and the maturity of vaginal exfoliated

AREIR B RY T AF AL BT X (5 =) A % % % 5 A (2020013110)
Ak S BRI AR R Beda A, i 3k, By 065000
*BAEAEH : 0 #, E-mail : wxiaoyan0316@163.com
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cell, E, and 25-(OH) -D were also negatively correlated with LGR7 mRNA (P<0.05). The areas under the
curves of vaginal exfoliated cell maturity, E., 25-(OH)-D and LGR7 mRNA were 0.918, 0.919, 0.898 and
0.858 respectively (P<0.05). The maturity of vaginal exfoliated cell <58.95%, E,<65.76 pmol/L, 25-(OH)-D<
28.19 pg/L and LGR7 mRNA > 0.58 were the risk factors of perimenopausal PFD (P<0.05). Conclusion The
vaginal exfoliated cell maturity, E, and 25- (OH)-D are negatively correlated with LGR7 mRNA in patients

with perimenopausal PFD, and the above indicators have certain reference value in the diagnosis of PFD.

[KEY WORDS]

gen; 25-hydroxyvitamin D; Relaxin receptor

%5 IS ) B B g P 25K (Pelvie floor dysfunc-
tion, PFD ) i 5 L 5 JR R 2% | 2 o By o0 e A0 1)
REFR AT SE 00 , 76725 BBl 4 230 10 L rp 8 i L
A T2 p S 43 6k 5 | 7 %) 20 LA 40 0 355 R 4
IS i 22 g A i B, I o ) 22 TR B 4 2 B R R UK
2R AL L AR U A DL B LA R e 3
W98 Wos , LT HLIX 40~70 2 40, PED S5 R
H 65.24% , H v [ 46 25 31 & PFD [ e I &
IOF) 5 58 7% 240 L B 2 BB — R I S W S R
K 3T AR 2 T PR BRAE R I AR PR 25
B YE 4 2 D[ 25-hydroxyvitamin D, 25-(OH)-D |
R R D REAEAAIE 2, v] 55 8% L)
fe, BETEIT I, 4640 J5 104 25-(OH) -D /K- %
ik 5 PFD A5 A G, F BA — 22k 2% &
S Rt 2R 5 A 5 & AZ K (Relaxin receptor 1,
LGR7) 4545 J5 , BEAS 1 M Hk B 05 14 IRz 4 | s st
P8 BE | IR B 5% 4 B AL it 236 55 7 )5 PFD & 9% #H
K0 ARBFRIR T T B4 4 PRD 54 B IE V%
20 LR SR E % (Estradiol , E,) Al 25-(OH)-D 7K
SARK I 5 A BE LGR7 {5 A% B A% R (messenger
Ribonucleic Acid, mRNA) KRR, HEEUT .

1 M&E5F*®

1.1 W54

YEHL 2020 4F 9 H % 2022 4F 9 H FEi P i AR
2 e k12 1) Bl 46 22 99 PFD H3% , 40 ARG E : DAE IS
>45 % i Rt E<12 4~ H s @& R i fg 4, H
A B 2 B TR R PR R 2 25 %6 PFD 2 Wikr
WA OB EEBNEREA . HEBRPR .
OA I . BEe R 2B E ; @/ I Bk bR
SCH A R 28 B B BB IR i R SRR
BE; @IRRRIA 2B E . B EHA HEBRbR
YE Y 42 5] Bl 46 22 3] PRD R 355 SR 4L, 9 A
[vi) 1) it R A Ay [T 446 26 01 Lo M 38 A VR AR IRAH . A

Pelvic floor dysfunction; Perimenopausal; Vaginal exfoliated cell maturity; Estro-

PR L ERE P2 T oAb

1.2 Jiik
1.2.1 ZORMEE
W 4 I Lo R 2H BB AR IS L B IR TR i 35 AL

(Body Mass Index , BMI) . H £ 1% &\ #1138
bR o3RG B0 A I T8 5 A IF LA S I R
g

1.2.2 [IE MV &4t e ol 22

K FH TG B R A0 5 P 4 R 3 BR T R 1 1/3
ARG REAEAS YRR T T4 3% B, 1 95% S
KB, WA TR 24 E e
1.2.3  PEEE A 25-(OH)-D /KA

Wi S G 2 23 i DK Il 3 mL, B 2 h )5, 3 000
rpm 5.0 20 min YAE MLIE (5021428 13.5 cm) , £
I E, 7K SF- A1 25-(OH )-D /K-

1.2.4  SCEF%¢ % E B PCR K I [ 58 BE LGR7
mRNA /K-

WA 45 T 2L B BE RS I 2 2, K/ N2l 10x5%5
mm®, $E B 4R RNA (KR ), & 54Ny 66 1
THRE I RNA ¥ JE 4% J5 300 5% 58 4 cDNA, R H
{57 & (Takara) it & PCR /& & , 7£ PCR A [ #E47
4%, UL GAPDH *} 1§ Z it . LGR7 mRNA #f
X 3k K-, LGR7 51 ¥ J¥ 51 : F5' - TCAAACT-
CAAGTCTCTCAGCCT-3' ; R5' - GCGAACATGT-
GGTGCATACC-3'

1.3 Gtk

K SPSS 24.0 BAF AT 03 B, R BT
BEUL (3 +5) R, A1) e ST REAS ¢ K50, 114K
BRI n(%) 3w , R K55 5% Fisher K il 11
T8, Pearson FH G 2 B0 AT B 18 i v 4 L B B
W 25 B4k 2 D K F S Ak K 5 B 1A BE
LGR7 mRNA 7K~V #H G, ROC 473 #r Lk 45
Frxt PFD W2 Wi i, IR ] —J¢C Logistic J5 #£ 2
28T, DL P<0.05 #2257 A G .
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2.1 —JER

P AR L BMI, 3 0 1% O & 91 JE il 2 0
oL, 2 R g it 2 B L (P>0.05) , WL%%
A R IR ALE BN AE A I R %R
Y T B AL, AR WL i R R RS I 4
TR T X A, 22 5 A it 2% & L (P<0.05)
W,

F1 FWAMEBER [ (vzs),n(%)]

Table 1 Comparison of general data between the two groups
[(x£s),n(%)]

() 51.84+3.75  50.83x4.52  1.091 0.278

BMI (kg/m?) 22.58+1.09 2297+151 1.334 0.186

E R

%2 18(42.86)"  9(23.68)  6.3275 0.043

H A 10(22.81)  19(50.00)

A Z A 14(33.33)  10(26.32)

UL

R % 43 e 23(54.76)  25(65.79)  1.061 0.588

e 11(26.19)  7(18.42)

Rk 8(19.05) 6(15.79)

TR 85

RN (ms)  27.32+6.13  13.02+3.25 12.835 <0.001

W4 J1(N)  46.54+7.93  83.68+11.50 16.949 <0.001

Fe4i J1(N)  32.0658.56  76.52+10.48  20.861 <0.001

R ED 14(33.33) 2(5.26) 9.825  0.002

EeE (A 7(16.67) 5(13.51) 0.152  0.697

B IR IR 6(14.29) 6(15.79)  0.035 0.851

B I R M E 9(21.43) 4(10.53) 1,742 0.187

T S5XT R AR, *P<0.05,

2.2 HZH [T 5t v At 12 BE (B, A1 25-(OH)-D
[118 B¥ LGR7 mRNA 7K L4

WRZZ 20 B T8 Mt v 4t e 1 2245 (B, AT 25-(OH)-D
IR T X HR 4L, LGR7 mRNA 3k /K i X
M, ZRAGIE L (P<0.05), WLE2,

F2 WAMEREMEMAFE E.f25-(OH)-D, [AiEEE
LGR7 mRNA 7K F LB (x+s)
Table 2 Comparison of vaginal exfoliated cell maturity,
E. and 25-(OH)-D and vaginal wall LGR7 mRNA level

between the two groups (x+s)

I 1 5 7 2 i E.

431 25-(OH)-D  LGR7

WEAE (%) (pmol/L)  (ug/L) mRNA

WELA 42 48.47+11.50 52.02+12.36 26.12+7.13  0.64+0.07

XHRZ4L 38 69.99+8.07  79.73x15.18 37.71x6.25 0.54+0.06
t{H 9.592 8.988 7.696 6.825
P! <0.001 <0.001 <0.001 <0.001

2.3 [ 7% 4 e A B (B2 1 25-(OH)-D [
BE LGR7 mRNA 7KV 5 BN H8 R AR S5 4r

Pearson AH 5P 43 M 45 S W, P8 B 7% 41 it
A E (B, A1 25-(OH)-D 7K FE 34 5 &R LS & 1F
H1 (P<0.05) , Bt BE LGR7 mRNA /K V-5 2 L
ST (P<0.05), W3,

®3 FAEREMEMAFAE E.H 25-(OH)-D, FAiEE
LGR7 mRNA 7K E 5 ZRAL A5 4RaI K S 47
Table 3 Correlation of vaginal exfoliated cell maturity, E,,
25-(OH)-D and vaginal wall LGR7 mRNA level with pelvic
floor muscle strength indicators

B 36 i 7%
SiH A E. 25-(OH)-D LGR7 mRNA

i P 5 PME rH P i PH
EEAUHEE 0.728 <0.001 0.624 <0.001 0.769 <0.001 -0.658 <0.001

FARULAE F1 0.834 <0.001 0.683 <0.001 0.681 <0.001 -0.629 <0.001
FRE2UL4E F1 0.701 <0.001 0.715 <0.001 0.694 <0.001 -0.541 <0.001

2.4 [J1IE I v 20 i AR VB, AT 25-(OH) -D 7K
5 FE BE LGR7 mRNA A e 43 B

Pearson AH S 43 M1 45 5 s, B 3 A 7% 41 fifd
B (B, 1 25- (OH) -D /K- 34 55 B 38 BE LGR7
mRNA FiA7K P2 A (P<0.05), WK 4.

F4 PAEMEMAR HE (E.F125-(OH)-D K F 5HHiE
B LGR7 mRNA 18 K14 53 #
Table 4 Correlation of vaginal exfoliated cell maturity ,
E.and 25-(OH)-D with vaginal wall LGR7 mRNA

5 LGR7 mRNA
r{H P

I3 158 % 240 g A -0.745 <0.001

E. -0.634 <0.001

25-(OH)-D -0.590 <0.001

2.5 [T 7% 20 B B EE LB, A 25- (OH) -D 7K
N B BE LGR7 mRNA 7K il 4 22 1) PFD # il
NUEANIED

ROC M4 7 M 25 5 7, BH 38 B8 7% 41 i i 24
JE E, F1 25-(OH)-D.LGR7 mRNA f# i1 £ F i 2
435124 0.918(95%CI, 0.860~0.977) .0.919(95% CI,
0.859~0.979) . 0.898 (95% CI, 0.832~0.965) . 0.858
(95% CI,0.778~00.937) (P<0.05) ., UK 1.
2.6 421 PED ) £ [ & 4t

Logistic [R] 1573 #1485 5 .7, B8 1 7% 4 i B
B <58.95% | E.<65.76 pmol/L . 25- (OH)-D<28.19
wg/L . LGR7 mRNA>0.58 ¥4 >4 [l 4 2 1] PFD 1) /&
W P Z (P<0.05), W35,
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FlZfs 22 I 2 A 1 PRD 2 B ZFh A 52 . AR
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x5 EHZHEPFDWEEESH
Table 5 Multivariate analysis of perimenopausal PEFD
P BIH SE{H Wald 18 OR{H 95% CI PAE
I35 358 % 240 1l 284 B <58.95% 2.683 1.112 5.815 14.626 1.653~129.444, 0.016
E»<65.76 pmol/L 2.793 0.865 10.427 16.334 2.998~89.005 0.001
25-(OH)-D<28.19 pg/L 3.628 1.359 7.126 37.637 2.623~540.050 0.008
LGR7 mRNA>0.58 1.503 0.728 4.262 4.495 1.079~18.725 0.040

FEIRWLPA 9 = Z D) Re 2R FE IR IE I .72
FI3E | FL W S5 ME R | B ok Ri o, AL PR e S 2 1
X ZRJEC LA () SRRV E R AN W] Bl . Bl AT
i, Bl 2 AL MER R = LUILA (240 ™

IR ARIIAE ™. A 2 IR K RS
R AR A PR A5 R B A AR DG N SR AR
Y 2 W s 2 A R SR B MV 3R 2 AR SR
IKFEREAR ™ AHFSE &I, Fl4a 25 ] PFD 3% [13E
OB 5 4 L PR LS B KA TR &R PFD B Bl
i 2 W A4, A& S5 AN B IEA 3, & X
PFD ¥ ELAT — & WO (B, 4307 B DAL 33 2= i
IFY 3 RG B4 A= | R 44 20 B £ 1 B 5 ) e T R
E. 43 WA/, 4 S0 T RN RS 184 A= ok 2% R 7 i ) e
1, WOMEN K FE PRD W B FE B EAE . A5
55 S B BF T8 IO 75 20 M B I Y B /KO vl BEXT
4 2 91104 PFD ZWi 2 —E S % M H.

AR DK S5 LA i i LA D) g fil
LT MR FH L, PR AL EINE S =
e Z D, 1M 25-(OH)-D JE AR N 4EAE D i &=
EAFFEI . Ghanbari 552 i 58 & BLE A PFD ()
R I AR R D KPR TR Lot . A5
FEl 44 22 1 PED £ 2 13 25-(OH)-D /K AR TR &
A= PPD e 2 18 4, HS 2R N R IEA G,
Hoth 8 F 1 AN 0.898, cut-off 4 28.19 pg/L.
Legan %51\ 25-(OH)-D<50 nmol/L HJ 4825 17
B 2 A 1 XU B 57, 6 B 25-(OH)-D Al
I 4a 2 W10 % PFD 1297 S % 48hn. £H N,
25-(OH)-D J " {Z A7 T WL R PSP L, 52 e

WL 1, Bl 4s 22 39] PED {14 25-(OH)-D & i,
it 5 4R R D SZAREE A XL R A A B i
(AE FHBEAG, BRI AU ALSIREAIS, & 4= PFD,

Fis ot 2 A A2 e DA O, DR B 1) L
A HACAER BEAEAF R 2 W, 2 B o B 0 o S A
s Z K Th o B Z G At 5 Az 1k LGR7 45
BRIV, BRI R I 7 1 DR Ok 2
AR LT A ot R KOV LA B8 BE LGR7 32 ik /K-
Bt . AFRONELE], [l 4 28 1) PFD i % BliE
BE LGR7 mRNA FH X 2 ik 7K - i85 TR & 4= PFD 1Y
il 2 2 WA 2, 5 AR ILT 2 TG, i 2T
4 0.858, cut-off {H & 0.58, H. [ i i 7% 41 il 1
P B, M 25- (OH) -D /K ¥ 5 B 3B B LGR7
mRNA 35 K 5 54 56, Logistic 43 Hr 45 S 8w
RH 38 it 7% 20 gm0 % <58.95% | E.<65.76 pmol/L
25-(OH )-D<28.19 wg/L .LGR7 mRNA>0.58 3] /& [l
Y 2 WA AR DI RE PR A I fE B I 2R o A B R AL
LGR7 Refg 4 1t i JRL B i, 9136 B LGR7 mRNA 3
KA EH 2 T 8 TE BE AL, X e A
Ji 25 B SRR T D055 , BRI L 3 PFD

ZE FRTR, Bl 4a 223 PED 8 25 91 18 1 7% 40 i
BB E, F1 25-(OH)-D 5 LGR7 mRNA 2 7 4%,
RN R DI RERE R 2 W AT —E S H M .

S 3Lk

[1] Dumoulin C, Pazzoto CL, Mercier J. Keeping the pelvic
floor healthy[J ]. Climacteric, 2019,22(3) :257-262.
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Z e AE BRI, o R R 8 B B 5 100, XoF L R 4 9T 5 5 I H KT OB R A iR B
[ 25 B2 14 (FBG) V& J 2 h L% 7K (2 h PBG) WAk UL 2T 25 (4 (HbA1c) | & H [ f (TC) | H- i = i§
(TG) K% BE M54 11 (LDL) | ILTEFE bR [ R AR (UA) K- | [a] B2 Jp B2 (Hey ) K- 1. &R T HUR
5t 41 FBG .2h PBG .HbAlc ML T X HRAL, 22 554 it 7 X (1=44.807,31.767,58.337, P<0.05) ; T Tl j5
3T 40 TC . TG .LDL K- T X R4, 22 747 e it22 3 X (1=79.310,47.521,46.719, P<0.05) ; T HilJ5
WFFE4 UA (Hey KPR X IRAL, 22 A Gt 24 5 L (1=533.159, 134.254, P<0.05) ; T Hl 5 WF 58 41=60
BRE BEWNA G & AT R B s T IR AL, 22 A ST X (1=68.693, 98.182, 74.328,
120.210, P<0.05) , THUG WFFE41<60 % B BE N A5 & AT B S8 TXRAL, 2 R A S 2EE
X (1=336.478,477.020, 247.575,293.594, P<0.05) . £518  7£ 7 IR ER INLAE o >R U 22 04k 4 AR X RE A% ik
2 MO 0B A KT (A I R AT I o
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Effect of diversified management mode on glucolipid metabolism and Hcy level in patients
with hyperuricemia

WANG Ting*, LIU Xiaoyan, CHANG Yuexia, MA Wei

(Department of Rheumatology and Immunology , Jiugang Hospital of Jiayuguan, Jiayuguan, Gansu, China,
735100)

[ABSTRACT] Objective To investigate the effect of diversified management mode in patients with
hyperuricemia and its effects on glycolipid metabolism and homocysteine (Hcy). Methods A total of 18206
patients with hyperuricemia who participated in physical examination in Jiugang Hospital of Jiayuguan City,
Gansu Province from January 2020 to December 2020 were selected and randomly divided into two groups
according to lottery, with 9103 cases in each group. The study group adopted diversified management mode
intervention, while the control group adopted conventional management mode intervention. Disease cognition
level, glucose and lipid metabolism indexes [ fasting blood glucose (FBG) |, postprandial 2 were compared
between the two groups before and after intervention 2 h Blood glucose level (2 h PBG) , glycosylated
hemoglobin (HbAlc) , total cholesterol (TC) , triglyceride (TG) , low density lipoprotein (LDL) ], serum
markers [uric acid (UA) level, homocysteine (Hcy) level] were compared. Results After intervention,
FBG, 2h PBG and HbAlc in the study group were lower than those in the control group, and the difference was
statistically significant (r=44.807, 31.767, 58.337, P<0.05). After intervention, the levels of TC, TG and

AR A HH A B X TAFZHAAR B (21-B12)
A A5 R R S TR AR B R RGR B9 AL, R, B9 % 735100
*iBAEAEH  £4%, E-mail: wt730111@126.com
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LDL in the study group were lower than those in the control group, and the differences were statistically
significant (#=79.310, 47.521, 46.719, P<0.05). After intervention, the levels of UA and Hcy in the study

group were lower than those in the control group, and the difference was statistically significant (#=533.159,

134.254, P<0.05). After intervention, the cognition, belief, behavior, and total score of patients =60 years old

in the study group were higher than those in the control group, and the difference was statistically significant (=
68.693, 98.182, 74.328, 120.210, P<0.05). The cognition, belief, behavior, and total score of patients <60
years old in the study group after intervention were higher than those in the control group. The difference was
statistically significant (1=336.478, 477.020, 247.575, 293.594, P<0.05). Conclusion Adopting a diversified

management mode in hyperuricemia can improve the level of blood glucose and lipid metabolism, which is

worthy of clinical application.

[KEY WORDS] Hyperuricemia; Diversified management mode ; Glycolipid metabolism
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G R AT R ICA TR IR, (8 AR AR 55 2 30 4 Bk
fi% (Uric acid, UA) B 2 FH 5 A5 L, UA 2R A
TR H B AR DL K B8R AR IR
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TR E B, B I B N, nTRES R T &
RAF e RO T /55 PR R IRE W] 38 Ao (et R A B A
SV A 258047 T, T AR SR R T 5
SR W) A 1Y) T PR 3R e R P TR Y R
A B Z 38 SRR IR A KO B AR A 38 o A
XPHE 2 T BB TR T S L, B A S B ol st 1A
WACEIKE? . AW A TR 2 o0 A K
FE 15 PR R ILAE Hh 9 I 38R, 7R AR B S A 1)
HHOE B T R BRI iR R .

1 #RE5HZE

1.1 — gk

T UH 44 3 00 56 T A B g 2020 45 1 H &
2020 4 12 H S iR i 5 R IR I AE £ 35 18 206
B, AFRUE : OFF G 8 IR R LAE 2 Widn e @1F
FEMS IR EIRE T, AR H PR 25 I8 iR 2 7K
LoV R 48 22T >360 wmol/L, B 1 5 46 28 s ok
>420 pmol/L" s X AW sx A H MBS 5. HE
Brbn i : OF I B SRS 0 s @B I vz Bt
I RSV Re bR s G I B IR ; @FE AR i
ROBEAS o FF A T R 3 0 TR 5 50 LA B LA 2
P20 R BB B4, 459 103 19, #F 58 4
8 991 1] . Zr 112 ], 4E 1 F- 24 (56.25+10.13) &, A
550 (BMI) - 14 (26.58+1.22) kg/m?®, Xf HE 2 5
8 979 fi] . Zx 124 #i] , 4F #% -1 (56.18+10.20) %/ ,

BMI -5 (26.65+1.25 ) kg/m’ . W 41— BB kL4 HL
ZR LG L (P>0.05) . A5 E it B
B 2H AR B2 DL it

1.2 Jrik

Xof FE A« AR 2 X R AT R A R 2L
B KR S R IR IARE A0 1 U
P ok AR BRI ORI, 1A H OK &
iz g, EEIERZ . TR AR,

o dl : Z oo b HA . OIS B H A
F°MRIELE R AT IR RS 5 O 5 PR IR IfAE 19 e
Bz PR 2R I ACRE R FH 2 BT e 5 N 2 il E AL
U, LIS T AN 8 3 SR 22 05 D3 ST
BE AR, DA BE B AL 311 B AN e gie LR 40
U FITRIERR NS, B S IR AR | 2~3 YK @R
TR ARG B0 1 5835 43 AT FL I 4 a2 T 4R
S, TR A I P A AR Y R RO 45 T AR D T
2, OB S ARG IR ARERS |
I S 7R R L e 3 1 7 I
P 55 S N IR, D Rl = (B il | G A IS
R I 20K D R R A R, AR i PR R
(R R ECR FHZE B B B LS SR AT
52 IR R A @12 S A EOL 18
T BRSNS KA S8 Mg B, o A Es sh R
PLrh A2 shig s B, O il BEAE R G 1 h ik Tis
HHRE , RS2 45~60 min, 555 5 0 D25+
Tl 3 E AL O PRI HE M 245, AN RIR R, 5
M PRIR A R 259, an B RERS B2 B A wl b, 53
SN AL PRI 254 , (e 2 DR IR A HE i , 78 11 K 2=
Il TE S N AR AR R o TR 1 AR
1.3 WEARbR

IR bR . T I0URET S 2 3R A8 35 48 2R i
25 1 1fil 4 (Fasting blood glucose , FBG) & J& 2 h Ifil
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7K >F- (Postprandial blood glucose levels at 2 hours;
2 h PBG) /K V5 T FUR 5 43 90l >R 48 A1 JE # k1
3 mL, 5.0 B (3 000 r/min, 10 min) LA ST %
ST 15K I BE AR 1ML 21 25 F (glycosylated hemoglo-
bin; HbAlc) 7K -, 50 G {1 46 A= ) A BR
NFEl. @IARTE bR, T HUHTIS /35 oR 4 R A
Pk I 5 mL, 250 B _E 3 (3 000 r/min, 10 min) ,
) 5 fH & B (total cholesterol ; TC) . H il = fig
(triglyceride ; TG) &% i Jig & FH (low density lipo-
protein;LDL) ANES 4 A sl A AL B A (36 R
A=) MS-480) . OILTE TR AR . T IRETJE 20 5l R
B B R 2 HE R ki 3 mL, 250 BT (3 000
r/min, 10 min) , LA H 66 B 4600 UA K, DLAE R
fil 32 A6 0 [+] Y > bt 2 2 (Homocysteine ; Hey ) 7K
R G A G B S R A W R AT R
NF. DGR, SRESPE MR
AR E RS E T ER, AN EE TR
3AYERE 37T AR, B 185 4, 194 AR
PPN B HGE .

1.4 G705k

R SPSS 22.0 ST FHES TR A AT L 118K
VOB n (%) F0R 17 o s HHRRVERH A ()
T, R KR, P<0.05 N ZERAGIFE L.

2 FHR

2.1 e

Wi 40 T il fif FBG . 2h PBG . HbAlc 7K 3F %f Lt
ER IG5 L (P>0.05) , T Hij5 M4 FBG .
2h PBG .HbAlc BT T Ay, 22 7 A g it
X (P<0.05) , T #il J5 #F 5% 41 FBG. 2h PBG.
HbAlc B F X 4l , Z R AR it % B X (P<
0.05), W1,
2.2 IR FER

W4 Wi TC . TG . LDL /K %} [t 25 58
TR L (P>0.05) , T 1l fF W41 TC . TG .LDL 7K
PURF T 10T, 258 G2 X (P<0.05) , H+
G HF9E4H TC . TG .LDL /K V- 344IK T % B4 , 2% 5%
HEIT2#E L (P<0.05), W2,

x1 WAMPEERITLE (vxs)

Table 1 Comparison of blood glucose indicators between two groups (x +s)

a1 . FBG (mmol/L) 2h PBG (mmol/L) HbAlc(%)
Ty T Ty THiE T THiE
ol 9103 7.13+1.05 6.12+0.63" 10.25+1.36 8.69+0.75° 7.68+1.22 6.35+0.68"
X 2 9103 7.14x1.10 6.58+0.75" 10.27+1.38 9.060.82° 7.70+1.4 6.96+0.73"
1 0.627 44.807 0.985 31.767 1.028 58.337
Py 0.530 0.000 0.325 <0.001 0.304 <0.001

T SR BEiA L, P<0.05,

F2 WAMAEKEITLE [(X+s), mmol/L ]

Table 2 Comparison of blood lipid levels between two groups [ (x+s), mmol/L ]

_— . TC TG LDL
T T THils i) THUE L) s
Wl 9103 6.38+1.22 5.36+0.52° 2.56+0.68 1.86+0.31* 5.22+0.86 3.85+0.52"
X4l 9103 6.40£1.16 6.02+0.60° 2.55%0.55 2.12+0.42° 5.23+0.85 4.25%0.63°
tfd 1.134 79.310 0.001 47.521 0.789 46.719
P 0.257 0.000 0.275 0.000 0.430 0.000

W SR AT, *P<0.05,

2.3 [MiETEHR

40 AT UA  Hey X He 22 5 05 32 2 X
(P>0.05) , T 15 Wi 4l UA  Hey K34 K T+ 70
Fil L 22 A G2 X (P<0.05) , BT HiUG #9541 L
UA . Hey /K EHE T3 B4, 2% B4 Gt X

F3 MWMAMBFERITEE [(F+s), pmol/L]

Table 3 Comparison of serum indicators between two groups

[(x+s),umol/L]

UA Hcy

=

ikl THUA TR B

XTHRZH 9103 468.55£10.22 402.25+6.33" 17.60+2.35 12.65+1.26"
<0. I
(P<0.05), W73, i 0.198 533.159 0.218 134.254
) N P
2.4  PRE LK Pl 0.843 0.000 0.828 0.000

PIEH=060 % (& & T HRTAR (5 E AT

WEFE4L 9103 468.52£10.25 356.33+5.24* 17.52+2.33 10.36+1.03"

SR F AT e, 2P<0.05,
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BBy X 22 RG24 E L (P>0.05) . THE
T2 =60 % & BFINH A5 & AT B s
T XA, 2 R AR L (P<0.05), WK 4,
P 2H <60 2 B H B E T HRTAA 5 & AT X

SR 22 S e g iR L (P>0.05) , T TS A
FEA<60 & % BH B A G & AT B
By TR, 22 B A gt it 2 L (P<0.05) .
W35,

T4 WH=60% EERREIBKE L [(x+s), 4]

Table 4 Comparison of disease management level of patients =60 years old between the two groups [ (x+s), points ]

a1l . Nl & T Jo¥i
+ T +H5 7 +HE T R i amiiE
WFFE4H (n=9103) 1250  26.52+1.12 33.16x1.52' 29.54+1.21 38.54%2.14' 26.58+1.65 38.33x1.74" 87.22+#4.25 112.54+5.22"
YR (n=9103) 1250  26.55x1.16 30.16+1.42" 29.50£1.25 32.45+2.02' 26.40+1.48 35.12+1.36° 87.21+4.55  96.54+4.22°
i 0.853 68.693 1.055 08.182 3.929 74.328 0.073 120.210
P1H 0.394 0.000 0.291 0.000 0.000 0.000 0.942 0.000

SR T AT, *P<0.05,

x5 WA S BERBEEAKFMEE [(x£s),77]

Table 5 Comparison of disease management level of patients < 60 years old between the two groups [ (x+s), points ]

g ; A RS ih i5Yy
i) TR iR T T THE L) THE
WFFELH (n=9103) 7853  30.12+1.05 40.21x1.35" 32.22+#1.20 42.51+1.42° 31.22+2.06 4521215 93.52+6.22 136.54+8.43"
XFHRZE (n=9103) 7853  30.10x1.08 33.84%1.20° 32.20£1.18 33.15x1.22" 31.19+2.03 35.12%3.24" 93.48+6.32 103.25+6.78"
i 1.267 336.478 0.134 477.020 0.990 247.575 0.430 293.597
P 0.205 0.000 0.257 0.000 0.322 0.000 0.667 0.000

SR T AT e, 2P<0.05,

3 itig

1o PR R AL i 5 UL F) Al B Ao P B, B
Mo 2 U R NIRRT K B, FEA R R
WAEAW L Th, WF5E 87 , L ML W PR
SR PR DO S A B KA R R VTG, IR A
i PR = T, X S8 3 AT it B B
2 H AT RAHSCAIT I o 2R MR IR
TP A RAEAT O 7 ST AF AR, RSk 2
— S WP A BEASCR , % By S0 4R v X e PR R 1l
iE A TA ISP A0 A At B A= 385 T 2, DT ke 8 95
PRI Bl B RN W 53 i PR 12
P B0/ RS 38 7 DA LA 1 i PRI T S8 e 7
J AR GEPE AR BEAE BB, B 7R R T A e PR TR 1M
S P A PRSI , 5 O R A (R R, R
P i FKCF, BRI XURS: , e B A 175

AR FEEE R AR R 22 ou 8 PR A B T ks
PR AR -0 BIFFEIA N, i PR R MILAE 55 45 PR
e I LA A AR AR R B OC &R , R R LA BUBR
FARYL, I HAEAS 10 ] R 12 28055 1% Tl %, AT
ANHIT IR B URE | AR F R K R R
TR R Y], URHENLIAR A 2l S A T mT 22 pl

BEWT , S AE N 43 06 2 6L A 155 00, B A 8
SR X RRACHE ™ AR s, R S AR I AE L PR A
JE R P[RS RS = i e . TS PR
2 UA Hey /KT iR, HAF5T4 UA Hey
KETEAR , #2782 oo /b PR RE S 2% UA (Hey
A HI K o 22 e b A AR X o B2 5 B B BN
N g H H R E R M, Z Bk KR A
B ORI AAE E YA FEYEA R B O RE,
A B T Hey /Ko 2 ook 8 B G o # F1
F8 5 R R E BTN 2 S R e ST
TS AR 6 AH SC NP FL T FE 5 R TV T4 R
S5 AT ERE AT A T (A B, AR RS B R
B2 1) T it v R IR INLAE A9 AH SN, fie i JHE R B fgdt
B Bbap i A % O = i A Ol R IR IR B A R
PRI 2R X0 2 I, DT S0 P AR

T 5 45 SR Al o 2 e b A A R g 1
mRE RN, 2T i L IR I T g R
FARKL O EERR (S B 76 BL LR T BB 54 T A
IRAETE B BUR = fa &R AT DAAR 98 28 25 1
il 2 AP TRy 58, I HoRHUH I B 259+ i,
WA R A3 7 N S R UK B L8 3 5 s
Fo XTI RAE R 2 B A G T B 45T B X
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PE2G 6 5, s R R IR IR 25 W) 5 A 15 5 34 =
FRZE A, A TS 2T 150 R T 1BURIE S 22 07 THi
ET L EHBORR RN R 455 0B A B
SR, T A AR

Li LRIk, N 22 e AR 8 BB X RE 5 4 Bl il
LRI S UA (Hey K, $2 5 A HK
AT AP RASOCR, , (ELATHIR PRI R

5% Hk
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CA125.hs-CRP }z Hey £ IAE 2Pk O i2 W . i 1
b gL

e HRAT F4 RA KRRE' O EM

(# ZE] Br WF5ShR 125(CA125) BRI C K & [ (hs-CRP) | [f] B2 Jhk 202 (Hey ) 46
2L W GE UG TP TP ER . Ak B 2021 451 A E 2022 4F 1 A & B ARERIGA
1A 2O 3 R 98 MBIl SR i B A, 5 38 B[] S AR B (A Ay v O 25 SRR RS PR A T 85 5 95 44 AW IR . X A
[ ABE RIS LR R0 B RE 22 9 CA125 .hs-CRP & Hey /KF, L3N ) 35 15 50 4% T 5 b 5 % FH Cox 0117
ARG R SR D B E BRI ZHE, R R4 CA125 hs-CRP I Hey /K-35 75 F %) i1
A, =R BHA G F 5 X (P<0.05) . CA125.hs-CRP K Hey /K« V> 90> 11 2%, 22 5% HA Siit 247 L
(P<0.05) . PEFEVIZER, WG BAF4L 74 601, UG AS KA 24 61 5 R4S |5l 000 S0 L 780 I 1 5 B DRI o
CIIRESN R JIE ] P LA 25 S e 12 8 X (P<0.05) ; B2 M 51 \LVEF | S IHZT 2 . CA125 .hs-CRP &
Hey /K- He8 25 57 A Gl 25 L (P<0.05) o H45 R I A 3038 b5k FH Cox Lo il KU S AL 4307 , e Je 1 A
F4 7 BRI % S LVEF s IH£1 % . CA125 . hs-CRP }% Hey 7K V-, LVEF<30% . & JHZL % | CA125 .
hs-CRP } Hey /K5 5 2 5% i 2Pk O 52 B 5 FiUs KU I Z2 I K P<0.05) . 4518 CA125 .hs-CRP JZ Hey
R AR 2O 2 W G TS RS T B A E, 7T G IR — 2 W Ry R Ee LRk, X
HELE FB IS R R A A7 ) LA B AR

[£4837] CA125; hs-CRP; Hey; Ak

Role of CA125, hs- CRP and Hcy in diagnosis and short - term prognosis assessment of
acute heart failure

LIU Jincheng'*, CHEN Dong’, LI Jia', ZHANG Sheng', ZHANG Yingbao', WANG Bin'

[ 1. Department of Cardiology, Jinzhai County People’s Hospita, Lu’an, AnHui, China, 237300; 2. Department
of Cardiology, the Second People’s Hospital of Hefei (Hefei Hospital Affiliated to AnHui Medical University ) ,
Hefei, AnHui, China, 230011 ]

[ABSTRACT] Objective To study the effects on the detection of carbohydrate antigen 125
(CA125) , hypersensitive C-reactive protein (hs-CRP), Homocysteine (Hcy) in the diagnosis of acute heart
failure and short-term prognosis assessment. Methods Ninety-eight patients with acute heart failure admitted
to Jinzhai County People’s Hospital from January 2021 to January 2022 were selected as the experimental
group, and 95 patients with normal physical examination indexes in the physical examination center of our
hospital were selected as the control group. The levels of CA125, hs-CRP, and Hcy in different populations
and test groups were compared, and the indicators of different prognosis were compared. Cox regression model
was used to evaluate the multiple factors affecting the prognosis risk of patients with acute heart failure.
Results The levels of CA125, hs-CRP and Hcy in the experimental group were higher than those in the
control group, and the difference was statistically significant (P<0.05). The levels of CA125, hs-CRP and
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Hey: IV>II>1I , and the difference was statistically significant (P<0.05). According to the follow-up results,

there were 74 cases in the good prognosis group and 24 cases in the poor prognosis group. There was no

significant difference in age, history of coronary heart disease, history of hypertension, history of diabetes,

cardiac function grade, and total cholesterol between the two groups (P<0.05). There were statistically

significant differences in gender, LVEF, total bilirubin, CA125, hs-CRP and Hcy levels between the two

groups (P<0.05). The indicators of the experimental group were analyzed by Cox proportional hazards model ,
LVEF<30% , abnormal levels of total bilirubin, CA125, hs-CRP and Hcy are multiple factors affecting the
prognosis risk of patients with acute heart failure (P<0.05). Conclusion The detection of CA125, hs-CRP

and Hcy is of great value in the diagnosis of acute heart failure and the assessment of short-term prognosis,

which can guide clinical further diagnosis and improve the theoretical basis of treatment and play a positive

role in delaying the development of the disease and prolonging the survival time of patients.

[KEY WORDS]

S (03 ) R HEAE E AR O I
BhE UL Im AR |, 248 2k R A s Z & 1Y
O D REAS 4 18 1O UL 4 77 7 [ 0 U B 17 385 0
AT 51 R 2o HE I 52 3R 5 55— R 9 AR b, Hidx
Zen] 5| L i 2 A i, o B I A AL . 2O
ARG IR A A 3 BRSO IR
ARMELEFEHNZ — WL, WA S026 a0
AR TRERIT, B K EHEEFN, MEis &
Y2 PR 125 (Carbohydrate antigen 125, CA125)
YERE TR A RIE T 5 N B O EE
X O g i SE 2 B B S IEAREE
5% R CA125 5 Fu i 4 77 5 vt 7™ o R B A AR 5%
VIR, HAEE Mo Ry 2 A [RIE s
PRSI TN SR A2 WO 1A 9 ) T ks R
# C 2 i % H (Hypersensitive C-reactive protein ,
hs-CRP) . [fi] 81 2f fift 2 ik (Homocysteine , Hey ) A [
AT 12 T I = A = W G s Rl 2 N
AR LA T, T 200 w1 KR,
7 3C B 1EWFIT CA125  hs-CRP K Hey #6076 2k
O GRS PP T R SEGE IR .

1 RS

1.1 — R

PEHL 2021 4F 1 H £ 20224F 1 A &% B ARE
BEUSCia A A0 3 HR 3 98 1) ik g 4, Hoh BB 56
B, 2z 42 4], A% 46~82 %, V-4 4F 1% (63.74+6.28)
% A 20 WEE 2 23 0 DI RE 4 bR 1 (New York
College of Cardiology Cardiac Function scale,
NYHA)™ : T %% 24 6], W 2% 43 ], IV 2% 31 6], 145
1= $8 % (Body mass index , BMI ) 23~27 kg/m?*, “F-1
(24.73+3.62 ) kg/m?®; 3 1 B[R 3 T A B ARG v o0 45

CA125; hs-CRP; Hey; Acute heart failure

TR K 6 Ar 1EH 3 95 24 WX IRA, o 5 52 44
A3 4 TS 43~81 & AR (62.8126.14) %,
BMI 22~26 kg/m’, V-1 (25.02+3.84) kg/m*, P 4
— R L 2 R RS 2E B L (P>0.05) , B AT
Al HME . ARHIFSY 26 B R 2R AR B D St o,
ZIRERFE OB AN FES.,

PAFME : O 2O 12 Wibn WEAT & L H .G
JE 52> ( American Heart Association, AHA ) 5 Kt
AU JJE 95 2% 2= (Buropean Society of cardiology , ESC)
BARCEE L I 2 W SR T fem ) s @ik
20 NYHA 73 2= 11 90 @l R %R 54, HER bR
e O F R A 2 F ; @i U Re ki fs & ; O
ARG OB, JOTE BRI E A
1.2 FHiE

Xof B 50 41 38 1 R 2 IR RS T b
JE K 3 mL, fEE R PR E 1 h, & B0 4
(3 000 r/min, &5.0342 8 cm, 10 min) J5 B F IS,
B T-70CHKFEh AR . A H 37.-7600 4 [ 3))
A AR 43 B A B8 A6 T hs-CRP (3257 &0 1 5t 7L 3§
B A= R A B | ) S Hey GRF &0 F Wi 2
AR A B A R K N HEE Y K
Cobase601 4 H k"7 &t S e A CA125 (3
FI G [ R A )RR A FRA D Ko
1.3 MEIEIR

XFEE AN 6] B i 36 4 A 6] A0 ) g 41 )
CA125.hs-CRP } Hey 7K F o F 3 A B B 7™ 46 $
HEARCHR B A T123R  OF T A B i kA 7
BeSMEITHE T S R RIS T T 6 4 A
JE A RE T, AR B D1 2 T T R R4
FE RAFH RS R R, JGAET) , TR AR
(A0 22, AR T B FAEBE ) o HA AN T
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TS B BLAS AR , ARG PRSI RS e O s g I
JE S OB PR B O DR 3 e = i 43 ) (Left
ventricular ejection fraction, LVEF) | & JH [& 5 | & A0
41. % .CA125.hs-CRP J% Hcy 7KF ; 5% F Cox [1] )5
BRI PEAS fZ i SO R TR K 2 R 2
1.4 Giitsab s

K SPSS 22.0 Ge it 8 AT Se it 404, 1
PERLRH (2 =) Fliads , BRI FH ¢ 4G50 5 241100 R
FTJ5 22650 (F K50 ) 5 THECEAE R n(%) o, IF
K 2 K55 SR Cox [l D5 AR R DA 52 i 2 0
WRE S KR 2 H R B P<0.05 8 2 5 B
AaiteEE L,

2 R

2.1 KA AR CA125 . hs-CRP & Hey /K- L85
K 40 CA125  hs-CRP M Hey 7K -2 &5 F %t
M, 22 5 HA G E L(P<0.05), WK1,

£1 AEANEECA125.hs-CRP & Hey K FELER (x+s)

Table 1 Comparison of CA125, hs CRP and Hcy Levels in
Different Populations (x+s)

A% n  CA125(U/mL)  hs-CRP(mg/L) Hcy(wmol/L)
XHR4 95 18.38+2.67 0.29+0.08 13.08+1.93
gl 98 26.54+4.52 20.73+3.58 19.84+3.26

il 15.209 55.631 17.460

P <0.001 <0.001 <0.001

22 2O EAOIRES % CA125 hs-CRP K&
Hey 7K

CA125 | hs-CRP ;2 Hcy /K °F : IV 2 >1I 2%
> 9, 22 5 BAS 2 L (P<0.05) . L3 2,

R2 AEDIIBES P CA125.hs-CRP & Hey FKELLER (v+s)
Table 2 Comparison of levels of CA125, hs-CRP and Hey

in different cardiac function grades (x +s)

A% n  CA125(U/mL)  hs-CRP(mg/L) Hcy(pmol/L)
%% 24 22.68+3.62 18.73+2.58 17.25+2.86
M%% 43  25.73+4.76'b 20.94+3.79' 20.08+3.43d
V% 31 30.65+6.38" 21.98+4.49" 21.51+4.16"
F1a 17.46 5.11 9.88
P <0.001 0.007 <0.001

5 T YA, P<0.05; 5 A FE , P<0.05,

2.3 N[ A T 17 100 1) 45 LA A

P it 7 25 1, TS R4 74 6, e AN R4
2451 s VAL AR | Jeo 00 B L v I F B O PR s B
Lo YJRE AT, S H B L 35 22 S e gt i L (P<
0.05) ; L M5 \LVEF | B IHZT R (CA125 . hs-CRP

K Hey K H 22 57 oA G122 8 3L (P<0.05) .

W3,

%3 AREBBEEROSTHEREE [(1xs).n(%) ]
Table 3 Comparison of various indicators with different

short-term prognosis [ (x+s5),n(%) ]

e R B AR

(e (n=71)  (n=24) X/MMA P

TS (B ) 41/33 15/9 0.372  0.541
A 62.86£6.13  66.45+6.83 2423 0.017

e 38(51.35)  12(50.00) 0.013 0.908
L s 27(36.48) 9(37.50)  0.008 0.928
BE R S 30(40.54)  10(41.66) 0.009 0.922
<u'§3ﬁf§ﬁ%> 18/33/23 6/10/8 0.067 0.966
LVEF(%) 34.74%3.78  22.83x2.19 14.627 <0.001
SB[ EE (mmol/L)  3.92+1.08  3.51x0.86  1.691 0.093
BHLIZE (pmol/L) 21254315 24.63+4.57  4.061 <0.001
CA125(U/mL) 24.02+4.63  34.31%566 8.946 <0.001
hs-CRP(mg/L) 19.86x2.54  23.41x3.85 5.196 <0.001
Hey (pmol/L) 19.08+£2.73  22.18+3.73  4.398 <0.001

2.4 Sy BT SO R T AU AR DG R R
W 1 6 2 45 T4 B >R FH Cox LU A5i) JXURS: A58 75U 3
BT, d5cJa i N 8000 07 BRI 3R LVEF S I 2T
% .CA125.hs-CRP }% Hey 7K ¥, LVEF<30% . & JIH
21 % \CA125 .hs-CRP } Hey /K55 &5 2k
OB FE IS XS A2 K% (P<0.05) . ILR 4,

F4  FA Cox EIFEEITAME I SO R BEHUE XK
M EE
Table 4 Cox regression model is used to evaluate the
multiple factors that affect the prognosis risk of patients with

acute heart failure

G5 BIH HRifiZE Wald {5 RR{E 95% CI P
AEW>65 4 0.058 0016  6.826 412 2.11~8.56 0.001
LVEF<30% 0.166 0.017  1.351 1.27  0.89~2.61 0.506
BJRLZTZSH 0082 0.034 8135 292 1.64~5.32 0.001
CA125 5% 2514 0571 0.624 090 0.54~1.92 0.629
hs-CRP %% 1.611 0.731  0.887  0.93 0.51~2.11 0.613

Hey 5#%  1.333 0534 3459 325 1.89~5.94 0.001

3 it

kORI AR — B, R A 20 M K
JEE RACLLI H BLA IR PR 2535 Ak, = 2 A AR eIk
2y ik o5 B A A0 PO JUE G | o L L 7 5 2R T
O LR A o BEAE I PR 320 SR A A ) O 3
o 5 A BE EAT DA L BB XSO R R RS W U
PO EAR T o

ATAF SR, R B 2 Ik 4 IE S T S S 0
Y A B AL —  TERIE RO S AR
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22 4t M8 o 7 A RE A BT, £ a0 5 1Y R R
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S5 K sh koA AL A PERR , H AT R A TA
Hey 5 0L | a0 908 550 ML e 56 e A S L
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— 20 R R fE O i R R AR SR R
B R - o, FAEHEA R -6, FTAH M 2R -10
S5 2 DXL 3R R) 2 4 ™ A= CA125; hs-CRP 38
1175 T R DY % VR A BN, AR 2 i O AL A
FHETEB7 , 0 3 & R Hey KOVl i 51 & O
WLEF A Ak , A 356 Jot 4 2 1 i P A B34 i, M
Gl & OEEM, H Hey A BLA AN -6 5 A
F-B RN, SECC WL B T 2R 4
£k, NI I dec 2 2 2, A FIEIAh CAL25 /&
e A DA L 7 3208 T ) B B2 48 B, J& BNP 22
ODERAEFANE™ . hs-CRP 1R A SFHUA SR
N LR T, HOK 528 & 8 b B
b R Ge 0k 22 fls , o i R 4 kAR A B M I
N, 54550 LA B, X6 BB 35 T 7 A 5 | 3T AR
hs - CRP % TA by 2 o0 0 1L 45 92 5 19 2 57 1 6z TR
£, T Hey MTRES 5.0 g kOB, HiEH
Hey /KFA] fE Rk O = FUS , oA B 28 42 11 Hey 7]
RESE O EI BRI R 2 — " AR IE 45 5
7N, ARSI i CA125 . hs-CRP 2 Hey 7K - Fb %8¢
225 B Geit 208 3, it —25 2R F Cox Ho M3 XU A5
HU43Hr, CA125 . hs-CRP J% Hey 7K - 535 252 i 1
RS G N R, B =N TS a2t o EWE B
AR, ATE A S D BUS 38 h

28 BTk, CA125 . hs-CRP A Hey #6  7E 2
PEO 2 W T UG AL R B M, 0]
o Ag TG IR IE— 22 Wi IR IT B R ELE LA X
HE 2% BBOF e E &R IE K A A I R B R
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di il 9 )L i H-FABP . CK-MB I NT-proBNP
IKPAF P DL IR R 3 X

FA FsmE BEAk FRR L

(8 E] BB I EAEM R B IL I O B E i B2 45 & 2 (1 (H-FABP) 85 2 L% 33 56 [7) 1/
(CK-MB) % N 7K i B BUFI] 4 Ik (NT-proBNP ) 7K - X A0 L I IR L. ik #2019 4F 6 J
% 2022 4F 6 7 W3R T EE N R BE B TR 1 ERE Al 48 A8 L 150 BIE SR SEHG 2, MR A A5 B0 LR A
AR 2 (n=81) FIAEI H 4 (n=69) , I 1 [A) 9] T A e AR (9 f e S8 3 70 AR IE R A . Al i g 3238
# 1.7 H-FABP ,CK-MB Fl NT-proBNP 7K, Jf-ifi i ROC {4k 5341 H-FABP ,CK-MB £ NT-proBNP /K3
TEVEAT L OB E USRS FR5 R femfi e, &R 505041 B JLIMYE H-FABP .CK-MB F1 NT-proBNP
KU R T IER AL, 22 596 G408 L (1=22.997 ,45.266 .66.795, P<0.05) ; 3t F 41 H LIl 7E H-FABP,
CK-MB F NT-proBNP /K F-W] &b & TR 5 41, 22 5% A Goit 2% 3 X (1=15.135, 24.945, 48.036 , P<0.05) ;
4R ROC I £ 43 7 45 5 7T 1, H-FABP+CK-MB+NT-proBNP I & #6: Ml 1 58k 5 Ky 92.59% , 4% S i
H 94.20% , HE B R 93.33% , — W6 A R 0 BURR B Ry 5 R ET B B 5 S T H-FABP .CK-MB .
NT-proBNP FAAGN (P<0.05) . £5i8  FAEMT R L&A O NI FE T IS H-FABP .CK-MB 1 NT-proBNP
TRV 583900, #6390 1l H-FABP . CK-MB 1l NT-proBNP 7K A8 4k, , %if T PEA; 2R Jili 48 58 L& 75 & A= O L
PiE R EENE.

[SEs@Im]  FREM ; O BUNRIIRES & &1 MR LR B W) T ; N oK um B BUFIERK ; O LI H

Clinical significance of serum H-FABP, CK-MB and NT-proBNP levels in children with
severe pneumonia in evaluating myocardial damage

YAN Huanli, YAN Ruixue, PENG Fudong, LI Hongshuang, SHI Jing*

(Department of Neonatology , Liaocheng Second People’s Hospital , Liaocheng, Shandong, China, 252600)

[ABSTRACT] Objective To explore the clinical significance of serum levels of heart-type fatty acid
binding protein (H-FABP), creatine kinase isoenzyme (CK-MB) and N-terminal B-type natriuretic peptide
(NT-proBNP) in children with severe pneumonia in evaluating myocardial damage. Methods 150 children
with severe pneumonia admitted to the Second People’s Hospital of Liaocheng City from June 2019 to June
2022 were selected as the experimental group. According to whether myocardial damage occurred, they were
divided into the damage group (n=81) and the non-damage group (n=69), and 70 healthy patients who under-
went physical examination in our hospital at the same time were selected as the normal group. Serum levels of
H-FABP, CK-MB and NT-proBNP were measured in all subjects. The sensitivity, specificity, and accuracy
of H-FABP, CK-MB and NT-proBNP levels in evaluating myocardial damage in children were analyzed by
ROC curve. Results The serum levels of H-FABP, CK-MB and NT-proBNP in the experimental group were
significantly higher than those in the normal group (7=22.997,45.266,66.795, P<0.05). The serum levels of
H-FABP, CK-MB and NT-proBNP in the injured group were significantly higher than those in the non-injured
group (r=15.135, 24.945, 48.036, P<0.05). According to the analysis of ROC curve, the sensitivity and
specificity of the combined detection of H-FABP+CK-MB+NT-proBNP were 92.59% and 94.20% , respective-
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ly. The sensitivity , specificity and accuracy of combined detection were significantly higher than those of

H-FABP ( P<0.05). Conclusion

Serum levels of H-FABP, CK-MB and NT-proBNP are significantly

increased in children with severe pneumonia when myocardial damage occurs. Detecting the changes of serum

levels of H-FABP, CK-MB and NT-proBNP is of great value in evaluating myocardial damage in children

with severe pneumonia.
[KEY WORDS]

Severe pneumonia; Heart-type fatty acid binding protein; Creatine phosphokinase-

isoenzyme-MB ; N-terminal B-type natriuretic peptide ; Myocardial damage

I 98 J2 i R LB 3 D 1) WP R 3 J e PR, 32
B PRI B K B Z R I AR | PR PRI XEE A S
it S I 45 2 EL AT o I T R R R
ARREXT LT BB IR ST , W TS 25 ) ke
RN A . EAE N AR T RS Rl T I ACIE , AN
AV AL R 7 Bl 2 I 45 , 38 AL AR 22 o o A0 Y
PFE, MO S TR FNSEZ—, " E
o3 BOL A A e ™ . A ds s 7R b E
K 5% LU N EAEN 4 L, O U 3 A 3 5 a8
35% . PR, U R BT IR YT EAE AR R ULO L
P, 58 SR R I A8 A 0 IR FH AT PR R it
HEAT P, AT ARORE S 1 AL, DR FE T T
U B LTE A EEE L, DRIRNIRE & &
1 (Heart-type fatty acid binding protein, H-FABP)
2 2 WO WU 35 1B B AR WA i 4 5 W R LR
P4 [A] T (reatine phosphokinase-isoenzyme-MB,
CK-MB) J2&) 32 b T I 0 L2 45 46 B s N R
uii B ) £} K (N-terminal B-type natriuretic peptide ,
NT-pro BNP) & 5§ 0 UL 3512 Wt K 100 40 1B 1)
FEAR o ARG 32 5 ke YN R il AR AR L I
i H-FABP .CK-MB } NT-proBNP) /K 3 , R 5% iX
A FE bR T AT W A8 L LR FE R PEA AN
AT,

1 AR

1.1 IGRTR
PEHL 2019 4F 6 H % 2022 4F 6 H Wk 45 —

B = BEACy A B0 il 2R AEJL 150 B4 SRy SR 21, AR
P2 L U E o B E AL AR E AL, O AL
PUE W O A 1, s <R &)
JEIEZ L ETXOARNE OBt s s Bt 2% @A R
Wk /2 A48 24 DL E B R ST-T i A +r
223 d VA o™ E DR H ; BCK-MB 5 ¢Tn 144
IEFAEYS R . Sy BT AR B Ak 1) fi 3 R 70
PAERIER o PABRUE: BILBFF G OB T
FRE R A2 Wb e s IR B =38.5°C I At

FEHT I OF O AR S e AEREAR FROL 5 R
LM NI T A i 58 01 A B2 38 R0 TRl 22 15
HEBRARAE : S RO MERG O JIE AR RS 905 FRUIL 5 JHF
B B I UL TR R G e D R
UL HAb S P S BT R L. SEeR LB
78 1], Lok 72 B, AR IE (6.17£1.53) % . IERA
JLEEHME 36 44, &tk 34 44, P 4F % (6.52£1.37)
%o W — TR 25 S5 RS TR (P>
0.05) , AT e, AW Befe BEALAE
1.2 ik

O FAE fifi %6 H8 LA B IR R B L 28 (ARG 1)
3 S A RS TR # K ML 5 mL BCE TG L
At B O LT IS 4 B (S50 3 500 t/min,
15 min, &0 48 8 cm) B 40 1 I3 B T 95—
R H . QOH-FABP &« R A SR A A = 2 7
i C 3 ) A5 BR 2> & By iMark %1 4> F 3h B AR X
R I 7 35 SR WU AR e o0 Tl IG5 38 R o 9 | 35
&0 AR AR A R A F R (S
EDL2018011029) ; @CK-MB # 1l : 3% F 7% [¥ SIE-
MENS f# Dimension RXL Max % 4> [ 3l 4= 1k 4
BEASC, A6z I 5 325 Ry S e 4 ol vk R i [ o )i
B B AR W I A A7 PR 2 |] (k52 0717081) 5
(@NT-proBNP 45 I : >R FH il 156 G0 32 Wz B 3 460 7
(ELISA %) , i 50 & iy bV B I A= BB A R 2
AL S . 20171225) .
1.3 GEitsrik

K HI SPSS 21.0 Geit 2@ A b B |, 11 9E
B (R+s) s , R 8505 THECPERHH n(%)
IR LRI PR, P<0.05 A A G FE L,

2 #R

2.1 LG4 RN IE ¥ 4 I3 H-FABP . CK-MB #il
NT-proBNP 7K-F-%i Lt

SCOMy 4 OH Il 7 H-FABP . CK-MB i
NT-proBNP /K- B i & F 1E % 41, 22 5 A 401t
2 X (P<0.05), W1,
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1 SEIRAFNIEE M H-FABP,CK-MB 1
NT-proBNP 7K X bk (x+5)
Table 1 Comparison of serum H-FABP, CK-MB and NT-

proBNP levels in the experimental and normal groups (x +s)

4% n H-FABP(pg/L) CK-MB(U/L) NT-proBNP(ng/L)

SIEGEH 150 0 7.18+2.23 57.72+8.56 235.11+17.28

EWHA 70 1.01+0.34 11.04+1.46 83.21+11.62
X 22.997 45.266 66.795
PIH <0.001 <0.001 <0.001

2.2 5 F 40 M AE B F 4 L i H-FABP |
CK-MB F1 NT-proBNP 7K3F-%f H

WAL A 113 H-FABP .CK-MB HINT-proBNP
KOEE B TR EL, Z R A S EE L (P<
0.05), W32,

F2 MEFAMIEMEFALEILME H-FABP.CK-MB
NT-proBNP 7K F3FEb (x+5)
Table 2 Comparison of serum H-FABP, CK-MB and
NT-proBNP levels in children in the damaged

and non-damaged groups (x =s)

45  n H-FABP(pg/L) CK-MB(U/L) NT-proBNP(ng/L)

WmEH 81 9.65+2.67 74.35%10.51 301.41+20.25
JPEMFEH 69 4.28+1.35 38.19+6.36 157.27+15.74
tE 15.135 24.945 48.036
P1E <0.001 <0.001 <0.001

2.3 Ifil.} H-FABP .CK-MB Fll NT-proBNP 7K - %if
FE M 48 L0 WL TR A 1

HRAE ROC 53 #71¥l % 7~ , H-FABP .CK-MB
HI NT-proBNP = 3 kA5 A il () URERE R 5 B
Y B 1 3% & T H-FABP ., CK-MB , NT-proBNP
BRI, 2% 5 A Gt E R L (P<0.05) . L
#£ 3. K1,

3 itig

B 7 T 35 N5 HE ) — i 1
SAEBERTE T2 B . TR L R
RS, RN i T B, 503 4 P
s, S LTI 0 2 W3 i, T3

1.0

0.8 H-FABP
CK-MB

= 0.6 NT-proBNP
# H-FABP+CK-MB+NT-proBNP
=
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Figure 1 ROC curve
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BEAR, IR T RE DI REAR &5 HoMh R G0 B
Z ZHFRM, T E B BIL A2, YT
FRE T A 5 A0 A5 A AL 49 A B A, 5 SCikHE
AR I AR B R R AR L IFIGE , 24 R AiE
53 i 5 15 | R i o K e L 7 I, S MR SR L 2 T 3
B LR 3 5 A i B B2 T R T 8 0 LA
LI TAROGIRYT N LRI e & A0 s,
o 1 F — 20 AL, S BUR YT MERE I, JE T R
o PRI, SR 2500 LY 4 A ok i k2 ik il 2% 7
JLRSR I J& , X T2 W Lt S cs s BA
B, A ST 35 A I EE A e L
7 H-FABP ,CK-MB J% NT-proBNP 7K, #5971 =
AR X FRE il 98 £ LC LS B PTAS 1
H-FABP & —Fi B/ NI 2 1, FEAAAES
O MELL L R AE O IR LA AM B 2 B A ARk 3R
KR AR R IG IR % T2 o L 3 04
P HEEAERES SRR MAR N B Ak
N AR AR 7 =B R R T (ATP) , 0 WILAL 45 R
i, PRI 20 WLAZ 5, 23 K g i R afE A7 4L
fig , H-FABP FKiA/KF- W3 > gk B2 55
Fom WA 3 55 il % 8 L) H-FABP /K- . 3 5
F O WU T TR il % K 0 R L EE , HL R L4
T FAE il R 1Y H-FABP /K- 18 38 & T b 8 R 2
O WL 3 T I 9% 5, B2 7 I ¥ E 0 il 48 R L Y
H-FABP 7KF- 5.0 U5 3 25 UIAH O , AR AfF 58 5 3 —

%3 [ii% H-FABP.CK-MB F NT-proBNP ¥4 {/H{E# ROC B £ 53 #
Table 3 ROC curve analysis of the assessed values of serum H-FABP, CK-MB and NT-proBNP

= L REEN ACU 95% CI MURE FERE O MERE
H-FABP 5.01 wg/L 0.753 0.705~0.867 0.728 0.783 0.753
CK-MB 47.44 U/L 0.762 0.722~0.894 0.753 0.768 0.747
NT-proBNP 171.52 ng/L 0.816 0.744~0.903 0.803 0.826 0.813
H-FABP+CK-MB+NT-proBNP 4.85 pg/L+45.27 U/L+165.31 ng/L 0.938 0.857~0.992 0.926 0.942 0.933
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CHF 4 (P<0.05) . ROC i1 £ 45 5§ 7% : RDW \MAU . cTnl Xf 250 PE4 CHF 4 T i@ 2 (AUC) 43 51
0.692.0.739.0.718, BES 2 W AUC {9 0.859, &5 T =3 B b2 Wt (P<0.05) , B2 Wi s 4% 1
4354 90.60% . 85.50% . RDW .MAU . cTnl 5 LAVI.LVMI #8452 [H] K IEAH 6 ¢ % , 5 LVEF & 40 ¢
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Application of RDW, MAU, and cTnl detection in early diagnosis and cardiac function
evaluation of chronic heart failure

CHEN Zhi*, QIN Xiaomin, LI Sirong, WANG Lilan

(Department of Cardiology, Anhui Wannan Rehabilitation Hospital. Wuhu Fifth People’s Hospital, Wuhu,
Anhui, China, 241000)

[ABSTRACT] Objective To analyze the application value of red blood cell distribution width
(RDW ), microalbuminuria (MAU) and troponin I (c¢Tnl) detection in early diagnosis of chronic heart failure
(CHF) and assessment of cardiac function. Methods 98 CHF patients admitted to Wannan Rehabilitation
Hospital in Anhui Province from October 2018 to April 2022 were collected (CHF group) , among them, the
41 patients with New York Heart Association (NYHA ) cardiac function Il ~IV for at least 1 month were select-
ed as the heart function decompensation group, and 57 patients with NYHA Class [ were selected as the cardi-
ac function compensation group. Another 98 cases who underwent physical examination in our hospital during
the same period were selected as the control group. The expressions of RDW, MAU, and cTnl in different
groups of people, as well as in the compensated cardiac function group and the decompensated cardiac func-
tion group; compared the left atrial volume index (LAVI) , left ventricular mass index (LVMI), Left ventric-

ular ejection fraction (LVEF) of the CHF group and the control group were compared. The diagnostic value of

AAET A EH T LA REEAFR A (WHW]2021y085 )
A AL e R e R A B T AARE RS WAL, S8, 8% 241000
*EAEAEE A, E-mail chenzhiys@163.com
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RDW, MAU, cTnl for CHF and the correlation between RDW, MAU, cTnl and cardiac function indicators
were analyzed. Results The values of RDW, MAU and cTnl in the CHF group were higher than those in
the control group, the difference was statistically significant (P<0.05) ; the LAVI and LVMI in the CHF
group were higher than those in the control group, and LVEF in the CHF group was lower than that in the
control group, the difference was statistically significant (P<0.05). The values of RDW, MAU and cTnl in
the cardiac function compensation group were lower than those in the cardiac decompensation group and the
CHF group (P<0.05). The results of the ROC curve showed that: the area under the curve (AUC) of RDW,
MAU, and cTnl for CHF alone was 0.692, 0.739 and 0.718, respectively, and the AUC value of the com-
bined diagnosis was 0.859, which was higher than that of the three alone (P<0.05), the sensitivity and speci-
ficity of combined diagnosis were 90.60% and 85.50% , respectively. RDW, MAU, cTnl were positively corre-
lated with LAVI, LVMI, and were negatively correlated with LVEF (P<0.05). Conclusion The expressions
of RDW, MAU, and cTnl are significantly increased in CHF patients, which are closely related to the severity

of cardiac function, and the three indicators can provide reference for early clinical diagnosis and risk stratifica-

tion of patients.
[KEY WORDS]
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Table 1 Comparison of expression of RDW, MAU and

cTnl between the two groups (x +s)

A5 n RDW (%) MAU (mg/g) cTnI(ng/mL)
XFHRZH 98 12.33+£1.26 23.62+4.15 0.06x0.02
CHF4 98 15.61%1.71 200.52£13.40 4.73+1.30

il 15.286 124.838 35.557

P <0.001 <0.001 <0.001
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Table 2 Comparison of LAVI, LVMI and LVEF between

the two groups (x#s)

2H n LAVI LVMI(g/m?) LVEF(%)
XHR4] 98 21.69+2.30 97.18+6.60 54.17+3.21
CHF 4 98  42.18+2.68 119.58+8.71 37.22+2.59

{8 57.435 20.291 40.682

P1a <0.001 <0.001 <0.001
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Table 3 Comparison of RDW, MAU and cTnl between
cardiac function compensation group and cardiac

function decompensation group (% +s)

21531 n  RDW(%) MAU(mg/g) cTnl(ng/mL)
DINEEMRAELH 57 13.66£1.50  89.62+12.36  2.23+0.52
DIREJACEEZ 41 18.3121.49  354.69+28.54  8.21+1.39

tHH 15.180 62.531 29.811

P{H <0.001 <0.001 <0.001

2.4 RDW .MAU .cTnl %} CHF 2 Wi & 53 #r
ROC £k 45 51 i 7R : RDW \MAU . cTnl %} 2y
PPEAL CHE 14k F 1 #2 (AUC) 43 514 0.692.0.739 .
0.718, B &2 1 AUC fH M 0.859, = T =4 Hl
Z W (P<0.05) , B 512 W SO BE R 55 B 0 0l oy
90.60% .85.50% . WL.F4 K1,
#Fz 4 RDW.MAU.cTnl 381D I FBISHINMED T
Table 4 Analysis of diagnostic value of RDW, MAU and

¢Tnl for chronic heart failure

Ei=xn W AUC  95% CI U J5 5%
RDW 16.57 0.692 0.589~0.795 0.644  0.554
MAU 213.39 0.739 0.678~0.851 0.709 0.688
c¢Tnl 4.34  0.718 0.620~0.816 0.691 0.615
RDW+MAU+cTnl 0.859 0.713~0.950 0.906  0.855
1.0
iy £ 5
0.8 RDW
MAU
0.6 cTnl
# RDW+MAU+cTnl
E g4 SHL
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145k
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Figure 1 ROC curve
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Table 5 Correlation analysis of RDW, MAU, cTnl and
cardiac function indexes
e LAVI LVMI LVEF
N
A P{H r{H P{H r{H PH

RDW  0.544 <0.001 0.519 <0.001  —0.594 <0.001
MAU 0.523 <0.001 0.458 <0.001 -0.561 <0.001
cTnl 0.711 <0.001 0.726 <0.001 -0.687 <0.001
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Detection and clinical value of serum autophagy related protein in patients with acute
cerebral infarction before and after intravascular interventional therapy within the time
window

LI Sen, JIANG Yongliang*, PAN Lei

(Department of Neurosurgery , Shanghai Songjiang District Central Hospital , Shanghai, China, 201600 )

[ABSTRACT] Objective To study the clinical value of detecting serum autophagy related proteins
Beclin-1 and LC3 of patients with acute cerebral infarction (ACI) before and after intravascular interventional
therapy within the time window. Methods 90 patients with ACI who received intravascular interventional
therapy within the time window in Shanghai Songjiang District Central Hospital from April 2019 to June 2021
were selected as the ACI group, and 95 healthy volunteers who underwent physical examination in the same
period were selected as controls. The serum Beclin-1 and LC3 contents of patients in the ACI group at admis-
sion and 12 hours after treatment, of the control group at physical examination were measured. The disease se-

verity degree of ACI patients was evaluated by the National Institutes of Health Stroke Scale (NIHSS) score at
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admission and divided into patients with mild defects and patients with moderate and severe defects the prognosis
of ACI patients was evaluated by the modified Rankin Scale (MRS) score at 90 days after discharge and divided
into patients with good prognosis and patients with poor prognosis. Beclin-1 and LC3 in patients with different se-
verity and prognosis were compared. Results The levels of serum Beclin-1 and LC3: 12 h after treatment > ad-
mission > control group, the difference was statistically significant (P<0.05). In the ACI group, the levels of se-
rum Beclin-1 and LC3 at admission of patients with moderate and severe defects were higher than those of pa-
tients with mild defects, the difference was statistically significant (P<0.05). The levels of serum Beclin-1 and
LC3 at 12 hours after treatment of patients with poor prognosis were lower than those of patients with good prog-
nosis, the difference was statistically significant (P<0.05). The time from onset to operation, NIHSS score at ad-
mission, random blood glucose, CRP and LDL-C levels of patients with poor prognosis were higher than those
of patients with good prognosis, the difference was statistically significant (P<0.05). The results of logistic re-
gression model analysis showed that the time from onset to operation and the contents of serum Beclin-1 and LC3
at 12 hours after the treatment, NIHSS score at admission were the influencing factors of poor prognosis of ACI
patients (P<0.05). The area under curve of serum Beclin-1 and LC3 contents at 12 h after treatment in predicting
the prognosis of ACI patients were 0.729 (95%CI:0.613~0.845), 0.761 (95%CI:0.643~0.879) , according to the
maximum value of the Yoden index, the cutoff values of two serum indicators for predicting the prognosis of pa-
tients with ACI were 3.51 ng/mL (sensitivity: 71.43% , specificity: 68.12% ) and 163.50 pg/mL (sensitivity:

76.19%, specificity: 72.46% ) , respectively. Conclusion Detection of serum autophagy associated protein Be-

clin-1 and LC3 levels 12 hours after PCI in patients with ACI has predictive value for prognosis.
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Genotype and blood type characteristics of 55 neonatal hemoglobin E combined with
thalassemia cases in Foshan area

LIN Yue'*, ZHOU Wanjun’, YU Feng®, ZHANG Pengyi’, LIU Haiping®, YU Nan'*

(1. Department of Laboratory Medicine, School of Laboratory Medicine and Biotechnology, Southern Medical
University, Guangzhou, Guangdong, China, 510515; 2. Neonatal Disease Screening Center, Foshan Maternal
and Child Health Hospital, Foshan, Guangdong, China, 528200; 3. Department of Medical Genetics, School
of Basic Medical Sciences, Southern Medical University , Guangzhou, Guangdong, China, 510515)

[ABSTRACT] Objective To investigate the distribution of thalassemia/Hb E disease and the
relationship between thalassemia/Hb E genotype and hematologic changes in newborn screening program in
Foshan, Guangdong Province, China. Methods From January 2019 to December 2020, 126 939 neonatal
blood spots from the Neonatal Disease Screening Center of Foshan Maternal and Child Health Hospital were
selected for primary screening by capillary electrophoresis. The globin gene of Hb E positive samples was
detected by reverse spot hybridization, hematological phenotypes were compared using number of red blood
cells (RBC), hemoglobin (HGB), mean volume of red blood cells (MCV ), mean hemoglobin concentration
(MCHC) , Hb E, hemoglobin Bart (Hb Bart’s). Results Totally, 208 from 126 939 newborns were
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detected Hb E by capillary electrophoresis neonatal plaque samples, 55 (26.44% ) of 208 were recalled and
confirmed Hb E abnormal by globin gene testing. Abnormal Hb E disease was confirmed by globin gene
testing, and the detection rate of abnormal Hb E disease in Foshan was 0.16%. Among the 55 cases, Hb E was
heterozygous (44 cases), Hb E combined with-SEA/aa 3 cases, Hb E combined with -a3.7/aa 3 cases, Hb
E combined with a CSa/aa 2 cases, Hb E combined with a4.2a/aa . --SEA/aa combined with B654/BE |
--SEA/-a3.7 combined with BN/BE 1 case each. All 55 neonates with abnormal Hb E disease had microcytic
hypochromic anemia, simple Hb E heterozygous was moderate anemia, HGB (107.9+12.8) g/L, MCV (80.4
#9.9)fL ;1 case Hb E complex--SEA/-a 3.7, HGB 99 g/L., MCV 62.5fL; 1 case Hb E composite «-,
B - thalassaemia ( - - SEA/aa B654/BE) , RBC 3.9 x10"”/L, HGB 89 g/L, MCV 72.8 fL. Conclusion
Abnormal Hb E can compound different thalassemia genotypes, and the clinical phenotype is heterogeneous,
which is related to the degree of anemia, and clinical attention should be paid to the screening of Hb E

combined with thalassemia and early intervention and treatment.

[KEY WORDS] Neonatal screening; Hemoglobin E; Thalassemia; Genotype
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Effects of allograft bone grafting assisted PRP technique on short-term effect and TGF-f31,
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[ABSTRACT] Objective To analyze the effects of allograft bone grafting assisted Platelet-rich plas-
ma (PRP) on short-term effect and Transforming Growth Factor B (TGF-B1), Platelet Derived Growth factor
(PDG) and Vascular Endothelial Growth Factor (VEGF) values in patients with Hepple V type talus osteo-
chondral injury. Methods 116 patients with Hepple V type talus osteochondral injury admitted to Hebei
Cangzhou Hospital of Integrated Traditional Chinese and Western Medicine from July 2021 to November 2022
were selected, and according to different treatment plans, they were divided into two groups, the control
group (autologous osteochondral transplantation, n=57) , the study group (allograft bone graft assisted PRP
technology treatment, n=59). The clinical related indicators [ visual analogue scale (VAS), full weight-bear-
ing time, hospitalization time |, ankle function Conditions [cyst diameter, ankle and hindfoot function score
(AOFAS) , magnetic resonance articular cartilage repair assessment table (MOCART) ], growth factor levels
(including: TGF-B1, PDG, VEGF), short-term efficacy, and complications of the two groups were com-
pared. Results After treatment, the VAS score in the study group was lower than that in the control group,
and the full weight-bearing time and hospitalization time in the study group were significantly shorter than
those in the control group, the difference was statistically significant (P<0.05). After treatment, the diameter
of cysts in the two groups decreased, and the scores of AOFAS and MOCART increased, and the indicators in
the study group improved more significantly, the difference was statistically significant (P<0.05). Compared
with before treatment, the levels of TGF-1 in the two groups decreased after treatment, the levels of PDG
and VEGF increased, and the changes of the three factors in the study group were more obvious, the differ-
ence was statistically significant (P<0.05). The total effective rate of short-term treatment in the study group
was higher than that in the control group, the difference was statistically significant (P<0.05). The total inci-
dence of nonunion, delayed fracture healing, and wound infection in the study group was lower than that in
the control group, the difference was statistically significant (P<0.05). Conclusion Allogeneic bone grafting
assisted PRP technique has obvious short-term therapeutic effects on patients with Hepple V type talus osteo-
chondral injury, and can improve the levels of TGF-1, PDG, and VEGEF factors in patients, which has high
clinical application value and can be applied after in-depth trials.

[KEY WORDS] Allograft bone graft assisted PRP technique ; Hepple V type talus osteochondral inju-
ry; TGF-B1; PDG; VEGF
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Table 1 Comparison of the clinical-related indicators

between the two groups (x+s)

_— VAS 4 SEA i Emt R BE R
BITHT RITTd)E (d) (d)

WIFE4H 59 6.14+1.37 1.2620.23°  28.42+560  8.71x1.64

YRZH 57 5.97+1.49 3.75+0.84"  35.93+6.78  11.96x+2.38
18 0.640 21.937 6.514 8.589
Py 0.524 <0.001 <0.001 <0.001

5 FABITRT L, P<0.05,

2.2 HLERTIRENS O A

1BIT )G, P14 B W B AR /)N , AOFAS 1145 |
MOCART ¥ 43 -5 , He i ifF 58 41 46 T 46 A el 8 B
W, 22 A G2 L(P<0.05) . W3k 2,
2.3 WA KHET KK

RIS, IR T J5 M 4 TGF-B1 7K °F
FAIX , PDG . VEGF /K- F+ &5, Hof i 52 2 —F [
TASAL B, 25 50 Gk 2k B L (P<0.05) .
2% 3,
2.4 WA AL

F 58 41 6 W16 97 A A R0R (89.83% ) 8 T Xt
M (71.93% ) , 2 5 A 41t 2= & L (P<0.05) .
L4,
2.5 W EIE

IR AN BT AG TR A G Y R
K (6.78% )L T X HR4H (19.30% ) , 22 534 4 it
N (P<0.05), W5,



NTEWiER Tl 20234E 7 95154 4574 T Mol Diagn Ther, July 2023, Vol. 15 No. 7 - 1145 -

F2 WARNBEFERIER (x+5)

Table 2 Comparison of Ankle function betweenthe two groups (x +s)

i . B E A% (mm) AOFAS 143 MOCART 43
VRIT T BT A BT RIT IR IR RITIE
ol 59 10.62+2.71 1.46+0.18° 35.62+3.44 74.53+9.18" 46.38+3.89 84.53+11.76°
X 21 57 10.37+2.13 4.71+0.92" 35.29+3.81 52.66+7.34° 46.01+3.92 73.69+10.31°
i 0.551 26.616 0.490 14.141 0.510 5.272
P1H 0.583 <0.001 0.625 <0.001 0.611 <0.001

T SRR AT AL, *P<0.05.

#3 WHTGF-B1.PDG.VEGF K FELLE (x+5)
Table 3 Comparison of TGF-B1. PDG, VEGF levels between the two groups (x+s)

- . TGF-B1(ng/mL) PDG(ng/L) VEGF (pg/mL)
NEpEgif] RIT )R VRIT I RIT )R NEpEgil] BITIE
WFoEd 59 203.77+20.96 39.51+5.63° 108.42+12.36 297.33+24.56" 136.27+15.42 276.39+22.35"
X HREH 57 206.8120.20 78.92+11.47° 107.93+12.12 221.08+31.92" 135.87%15.50 211.07£20.23°
i 0.795 23.614 0.216 14.464 0.139 16.485
P1H 0.428 <0.001 0.830 <0.001 0.890 <0.001

e 5 EAIRIT LR, P<0.05,

R4 WAFRFTBEER (n(%) ]
Table 4 Comparison of the short-term efficacy between the

two groups [1n(%) ]
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P! 6.045 & A, TAEInREE Ry S L8oE T
PiE 0.014

x5 FWAHARERE [(%)]
Table 5 Comparison of the complications between the two

groups [n(%) ]
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(# ZE] BBy SR ok g M55 bk 40 A A LG (NLR ) | /MR 34505 i 1 48
BB (PLR) (£1 40 853 A 56 B (RDW ) K60 % 45 T i Wi L B R e i AN B . Faik LA
2018 4F- 3 H % 2022 4F 1 A SR 17 i & BE I 19 131 B 45 B B VE A gT 3 4, 0 e A L8 4 ok
T[] 0 i R A G 255 72 44 A A IR o G O 58 2 R iy B % IR 2 MR B 41 ] il NLR \PLR J RDW 4645,
AW 4 NLR \PLR 2 RDW ZE{EAE L, AR 45 BV iR 3 TS A5 B0 43 A TG AN R AR RAF4L, IF 4
Hr NLR \PLR X RDW 65525 FL I B E TG R B KRG & 5 LLASUSR A B & LB BT - AW TR
J5i NLR \PLR .RDW K754, Z55R WL 2% 4 Il NLR \PLR J¢ RDW ¥ T XTI, 22 R H A5
TR X (P<0.05) , TJE AN R4 29 6] (M 52 % 13 6] g 68 12 (5] BET- 4 ) , TS B 420 102 4],
TR B A5 TS AS B2 B3 AR o) A RS AL I SR AT HL AR, 25 0BT AR L (P>0.05) . 4]
R TNM 330 B TR L 4555 3% 0 .ONLR \PLR &% RDW /K- #% , 22 5 BA G it L (P<
0.05) . Logistic )443 #1455 7w , TNM 43-A7E I~V 3 Ab TR 5316 A bk L 4554 #5 X NLR ,PLR .RDW
SEE TR R 25 B B TS AN KBS fE R 2 (P<0.05) . NLR PLR ,RDW 7K i &2 % 40
<M H<IET A, ZF HA G FE X (P<0.05), 4 45 5B AT NLR .PLR X RDW 1§
FrR¥8976 T 7+, NLR \PLR & RDW 5 % TH i A 52 i JB 5 TR AN R Bl Sr fa e R R o 3Rl sk 45 B Ve
JEE (< It A A S e ARV o I I A R L BB L A I R

[3£43] NLR; PLR; RDW; Z5 Wi ; & RE:#%

The value of preoperative NLR, PLR, and RDW detection in the prognosis, recurrence,
and metastasis of colorectal cancer

WANG Wei', PENG Junrui’, HAN Li**

(1. Department of General Surgery, Jiuquan Traditional Chinese Medicine Hospital, Jiuquan, Gansu, China,
735000; 2. Department of General Surgery, 940 Hospital of Joint Service Support Force, Lanzhou, Gansu,
China, 730050; 3. Department of Respiratory, Jiuquan Traditional Chinese Medicine Hospital , Jiuquan, Gan-
su, China, 735000 )

[ABSTRACT] Objective To analyze the application value of preoperative neutrophil to lymphocyte
ratio (NLR ), platelet to lymphocyte ratio (PLR) , and red blood cell distribution width (RDW ) detection for
prognosis, recurrence, and metastasis of colorectal cancer. Methods A total of 131 patients with colorectal
cancer admitted to Jiuquan Hospital of Traditional Chinese Medicine from March 2018 to January 2022 were
selected as subjects and included into the observation group. Seventy-two healthy subjects in the same period
were included in the control group. The peripheral blood NLR, PLR and RDW indicators in the observation

group and the control group were detected during the preoperative physical examination, and the changes of
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NLR, PLR and RDW in the two groups were compared. According to the prognosis of colorectal cancer pa-
tients, the two groups were divided into the poor prognosis group and the good prognosis group, and the levels
of NLR, PLR and RDW in different prognosis of recurrence , metastasis and death were compared in the obser-
vation group. Results The peripheral blood NLR, PLR and RDW in the observation group were higher than
those in the control group, and the difference was statistically significant (P<0.05). In this study, there were
29 patients in the poor prognosis group (13 patients with tumor recurrence, 12 patients with tumor metastasis ,
and 4 patients with death), and 102 patients in the good prognosis group. There was no significant difference
in gender, age, pathological type, and tumor location between the good prognosis group and the poor progno-
sis group (P>0.05). There were statistically significant differences in TNM stage, differentiation degree,
lymph node metastasis, NLR, PLR and RDW levels between the two groups (P<0.05). The results of logistic
regression analysis showed that TNM staging in stages I ~IV , low differentiation, lymph node metastasis, and
abnormal elevation of NLR, PLR and RDW were independent risk factors for poor prognosis in colorectal can-
cer patients (P<0.05). Conclusion Preoperative NLR, PLR and RDW indicators were elevated in patients
with colorectal cancer, and abnormal elevation of NLR, PLR and RDW was an independent risk factor for

poor prognosis. Detailed records of the changes of the three indicators in patients with colorectal cancer are con-

ducive to monitoring the patient’s condition and assessing tumor recurrence and metastasis.

[KEY WORDS]
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1.2.2 By
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S HEA G X (P<0.05), W1,

%1 W4 NLR.PLR % RDW FE#R T ER LS (7 +5)
Table 1 Comparison of changes of NLR, PLR and RDW

indexes between the two groups (¥ +s)

215 n NLR PLR RDW (f1)
UK =24) 131 3.63+2.17 141.58+53.64  15.84+3.64
X HRZH 72 1.71£1.03 91.26+30.77 10.29+2.48

tH 7.076 7.320 11.542

P1a <0.001 <0.001 <0.001
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x2 ZWEEBHEEERREARMNERRSN (n(%), (x25)]

Table 2  Single factor analysis of poor prognosis in patients with colorectal cancer [1(%), (x+s) |

n BRI (r=102) BEARM(n=29) ynfH PIE

%

() <65

=65
5 B

g-glds
P B S TR Ji e

Al AR R8T ) b B2 P By B E ke 40 B g )
TNM 431 1~T3%

M~V iy

H 85T AN e

K51k
WRELEE SRS AT

X
i S oL IEN

Tk

YR 7]

£33
NLR
PLR

RDW (f1)

75 59(57.84) 16(55.17)

0.066 0.798
56 43(42.16) 13(44.83)
62 47(46.08) 15(51.72)
0.289  0.591
69 55(53.92) 14.(48.28)
125 98(96.08) 27(93.10)
0457 0.499
6 4(3.92) 2(6.90)
53 47(46.08) 6(20.69)
6.042  0.014
78 55(53.92) 23(79.31)
98 83(81.37) 15(51.72) .
10.533  0.001
33 19(18.63) 14(48.28)
42 27(26.47) 15(51.72)
6.611 0.010
89 75(73.53) 14(48.28)
45 34(33.33) 11(37.93)
36 29(28.43) 7(24.14)
0.574  0.902
33 25(24.51) 8(27.59)
17 14(13.73) 3(10.34)
2.98+0.61 5.96x1.04 19.522 <0.001
135.15+29.15 164.22+30.57 4.688 <0.001
14.98+2.64 18.87+3.11 6.724  <0.001
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Table 3 Variable Assignment

K% A IR AE
X TNM 433 I ~1#=0, M~IVH=1
X, AT B EME=0, R k=1
X, W2 RS THR=0, 17 ik D 245 =1
X, NLR SENE
X; PLR S
X, RDW (1) SENE
X- TG 5 il J5 BL=0, UG A R=1

R4 BMICCBEWMEARMEZER Logistic BV
Table 4 Logistic regression analysis of multiple factors

affecting poor prognosis of patients with ICC

H% [ R %L bRuEiR Wald {5 OR(95% CI{H
TNM 3 7E
M~1v 3]

ik 1.868  0.659 8.029
HMOLEET 1.024 0443 6804 2.784(1.168~6.634)
NLR: %9 TFm  2.076 0.653 9.742  7.973(2.217~28.671)
PLR: ®HFE 2127 0669 10.102 8.390(2.261~31.132)
RDW (f1) :
ST

0.979  0.354 4.986  2.662(1.330~5.327)

6.475(1.780~23.562)

3.157  0.731 18.693 23.500(6.608~98.471)

x5 ER.EBRETAETHUS NLR.PLR.RDW K F
T (xxs)
Table 5 Changes of NLR, PLR and RDW levels in

different prognosis of recurrence , metastasis and death (x +s)

2H 51 n NLR PLR RDW (f1)
B k4 13 4.08+1.53  136.17#43.58  16.72+3.58
MRS 12 6.7722.62° 173.88+52.17°  19.57+4.83°
BT 4 9.71£3.84"° 226.47+73.53"  23.79+5.68"
tH 9.68 5.06 4.17
P& <0.001 0.013 0.026
T 5 R A & A LR L *P<0.05 5 5 IR L AL 21 LA, PP<0.05
3 itig

3B R, B R ] ST RN, 4 B
P FROH R R GRS R B TS AR
L2000 i R % 4R E 20 it 55 R I, B AT 3 o 1
o 22 Ge VA7, o 3 P ggg 1 e A 0 e = A A
HEVER o SE N By 1 AR 3 I /N G &2 v
72 3 22 Kbk B 4t a2 A5 B4 & A T NLR
PLR B B 42 5 Wik B 200 1t 5 o /0N i v s 40 i
5590k O 200 B 2 ) 1) S A AR B BLAAR A 4% IR
Ao W7 E S HE5E & B, RDW 5 NLR \PLR #;
WITESS H s 2 Wi BAA Bom i i I . ASBiF
% WL, W44 NLR.PLR &% RDW &5 T % B
o AT BRIRAE T B i G 8OE B 4 AR
B i, 51 4 B R Gotk 40 IO, 24 45 H W i

BB R P K A R S R RS, — T AT S H R
20 B 5 PN Bz A0 M 8 5, /I Al 8 B R O B A
W= AR A S 5 53— D n] (R aE RORE 20 i Y
WO, YOI AR E A BB, A5 0 N i — 2
NI b € o R IR =R R N S AN = B |
SRS R, b e A0 A A 16 5 S Ak (AL
LENWANY TN R T A O P VA A = s &=l | B
A 45 W R B A1 R I NLR \PLR & RDW % 4=
ST

NLR Sz H-0 b7 200 it 5 9 4 400 e %) B A, e v
I 5 41 B i AE — 8 AR b S e LA S e R 2 i
Hh P 20 R R RE SN A RCER A, % B
NLR F8 #5280 00, BE ELH2 WS AR BT g K Al
i Ies S e 2 B 1 S AT . PLR J& I/ T4
ke g e E, A 205 B8, PLR 5
Mg i (E Kk B T HA BB R ™,
RDW J& [ I 4 ] 1L A 21 240 Jf A FR 5 i vk i S5,
PR & A A8 M S 0 B N B, RDW BEAT &80 i 41
YA B E B E IR P R B A T Rk R 4T
Y MIAENG o B2 AE 4 IE , NLR Al PLR J& —F g
A T LR R KR T R iR b . R
ALY % B, NLR . PLR Y B8 A S04 ' 9
JHF 200 b g 45 B B B TS 1 0, EL NLR 002051
F PLR. DIfEWFGE AP, RDW 75 B 40 B i |
FUMR I B 45 05 bR 40 B g A5 v ik L I
5 SRR T AP — B R . AR ST 45 R
7~ ,NLR .PLR .RDW f5 15 58 Ft 5 L = ¥ 7%
Tl i 2 52 W 25 B I B A TS AS B ik 57 fa s PR
#; H NLR \PLR .RDW /K- i &2 K <Jiigd 5% 75
<FET- . X AT RG-S HLAAR G s N 25 I Jif9gg AH G 4% i
JRAE O, FERRRRAS T, v ks 40 A 5t N2 A, m]
G-I I 4 A AR T I P R A K A TR
iy A A A PR T S L 9 o) e 0 T v oA £
20 RE AT R 45 R S T B A B 000 15 S R AT e
PAT s BRILZ A6, I /1N 2R 5 348 Jn ] 3 3 e R 5
PR IR A=, = B EIAE T, SR 2 5 g )k
J'& ATAH4ES B B PG A R

g5 BTk, 45 B W 9 R HT NLR . PLR & RDW
Fe AR A BT 13  NLR (. PLR & RDW 55 T & 2
MR E UG A R A G N, TEAIC 4
NEN R YR R = T O S il e R B BB R I
Al Ied 52 R R O
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I 5 85 Ml K 5 A 0 bR RIEC 23 1T 38 % S e il e 5
SAABE M IDRE . A5 N B IDRE . LiF fR bt ss e

REH ' BAT KA From' EHN EfRe

(# ZE] BRI R A SRR 1 2 Sk It i %€ (APE) F35 6 1 D) BE | i
N T E R MU FE ARG SE M . Jo3E  EER 2015 4F 12 7 % 2021 4F 12 H # £ 2= B — s E B U it
90 1] APE F2 3% , BS3EIAYT )7 1 AN [6) 43S WS 20 47 161 X BR 4 43 5], Xof B4 F2 T VIR 40 T F 25400
[ B 28 7 AR PR 1 IR, 08 % 20 7 S L Aty I 1m0 38 A Y o O T A A A I ) il [ 68 o g B )
(PT) 2145 (1 )5 (FIB ) 37 1 3 43+ Sk 1 375 Nk 18] CAPTT) ] . it %5 P Bz S i [ ) 3 2 4 o i) 85 2 -1
(SICAM-1) . Z-1(ET-1) . Il # & B2 (TXB.) . — & L% (NO) | | I 7 % 48 b [ 40 i A= K B 7
(HGF) A Kl R A e M 2 35 11 (ST2) FL LI VA FE 2R 11 A (SAA) 7K R HE I A% 6 OBz 0k 3 i, 2F i
S BRI ) . R VAITE , WL PT AL APTT /KSF- T, ELWER A 7 T4 R 41, FIB /K
T RRAR, EOUES IS X5 R4, 22 3 Gt 22 8 L (P<0.05) o IRYT )T, 4L & 1) SICAM-1 ET-1,
TXB. /K VRS, FOUER LIS T % B 4L, NO /K F- T, FOWLER A i T IR AL, 22 5 A Geit 24 8 L (P<
0.05) JGITIE , WL E 0 HGF \SAA JKEREAR , FUOWES AL T X R4, ST2 7K Fh i, EHLULER AL 5 T X
MR, 22 TGI8 L (P<0.05) . WA Y IR 6.38% , it BEZH A H IR 9.30% , T 41 (1) 13 1M
T AR 22 7 RG24 L (P>0.05) . 518 BRI EEIC & AR MR+ 4> T IF R IBYT APE &0 3, ]
R R BRI D) B LA PN R D RE LA B I Y FE R, LS 2B R Sl KU B R A A PR S AL

[EgER] B EG; fRIpk; IR FIFE, Sk 28, B ahne

Effect of alteplase combined with warfarin and low molecular weight heparin on
coagulation function, vascular endothelial function and serum indicators in patients with
acute pulmonary embolism

ZHANG Jianxin', SHI Jinhe', CHEN Xiyan', LI Guangpeng', ZHAI Shicong', CUI Junwei**

(1. Department of Emergency Medicine, the First Affiliated Hospital of Xinxiang Medical College, Weihui,
Henan, China, 453100; 2. Department of Tuberculosis, the First Affiliated Hospital of Xinxiang Medical
College , Weihui, Henan, China, 453100)

[ABSTRACT] Objective To investigate the effect of alteplase combined with warfarin and low
molecular weight heparin on coagulation function, vascular endothelial function, and serum indicators in
patients with acute pulmonary embolism (APE). Methods The data of 90 patients with APE admitted to the
First Affiliated Hospital of Xinxiang Medical College from December 2015 to December 2021 were
retrospectively collected. According to different treatment methods, the patients were divided into the
observation group (47 cases) and the control group (43 cases). Patients in the control group were treated with
subcutaneous injection of low molecular weight heparin sodium and oral warfarin. On this basis, patients in the
observation group were treated with alteplase. Coagulation function [ prothrombin time (PT), fibrinogen (FIB)

and activated partial thromboplastin time (APTT) ], vascular endothelial function [ soluble intercellular adhesion

K AR R T d o EFA R %R B (2018020344)

YV Bls 1. ¥ 5 BRRS — MG EREMESH, 7Th, T4 453100
2.% 4 EFRE —WEEREH AR, Th, T4 453100

*iBAE AR R AR, E-mail : zhjx120@163.com

%
2t



- 1152 - NTWi SR Tl 202347 45154 45749 T Mol Diagn Ther, July 2023, Vol. 15 No. 7

molecule-1 (sICAM-1), endothelin-1 (ET-1), thromboxane B2 (TXB2) and nitric oxide (NO) ], serological
indicators [ hepatocyte growth factor (HGF), growth stimulating gene 2 (ST2) and serum amyloid A (SAA) ]
and bleeding (dermatorrhagia, gingival bleeding, epistaxis and hematuria) in the two groups were observed.
Results  After treatment, PT and APTT increased in the two groups, and were longer in the observation group
than in the control group. The level of FIB decreased and was lower in the observation group than in the control
group (P<0.05). After treatment, the levels of SICAM-1, ET-1 and TXB2 decreased in the two groups and
were lower in the observation group than in the control group. The level of NO increased and was higher in the
observation group than in the control group (P<0.05). After treatment, the levels of HGF and SAA decreased in
the two groups and were lower in the observation group than in the control group. The level of ST2 increased
and was higher in the observation group than in the control group (P<0.05). The bleeding rates in the
observation group and the control group were 6.38% and 9.30% , without statistically significant difference
between the groups (P>0.05). Conclusion Alteplase combined with warfarin and low molecular weight

heparin is effective in the treatment of APE. It can improve coagulation function, vascular endothelial function,

and serum indicators, without increasing the risk of bleeding.
[KEY WORDS]

Coagulation function

2 Jili #4: 2€ (acute pulmonary embolism, APE)
S g PR i A U ot A BH ZE il 2 Jok al o3
SZH | I, LA I R 24 ) fil B A A I AR A
ARGIET R YK T B4 ZE 02— b 45 XURS:
A i A4 2, R e DR L UL g i #e ZE 2R Y, 207 R
T 70 % DL B AR R AR T IR ARk
SRR L8 AP 259, (HR S0 e acr
7o B REAE Sy — R 25 ), Al RO 21
AEEE R, TR IR ZE AT AR . A SR
& WYt T ] 2 3 K 51K 2 2R VA 7 I OR TR
Jilif FEARL R RAF o AH GG R IA T 4 i A
“F (Hepatocyte growth factor, HGF) 7K - Ft & 7] 2
B I B A D S SR G BR AR BE L 11T 4 APE & AE I
M AEHT Az S AR AE B B 5 AR KRR A BRI 2 2R
H (growth stimulation expressed gene 2,ST2) A FH 4l
a4~ 2-1 (Interleukin-1, 1L-1) 52 A B 52 22—, Hizk
75 APE [ Tk, Al 4D A APE Ui 9 4
B 5 I3 € K #E 25 11 A (serum amyloid A, SAA) K
JHRE 7 A 1 2k SE AR AR 1, LT A D PEAS HL R
iE B AE IR o AT TR 53 Bt B 2 3 i 36K 15 A ok R+
%+ 2R 97 APE BURCR I X0 P B AR 97 X
SR BRI D) RE | 045 P K D fig B I #6  HGF
ST2 Je SAA K- IR ATHTE . BARIR

1 AHESHE

1.1 — ek
PEHL 2015 4F 12 A & 2021 4F 12 H # 2 K¢ B
55—t JE 22 B SR ) 90 1] APE H . 4N ARt

Alteplase; Warfarin; Low molecular weight heparin; Acute pulmonary embolism;

OFF A (2019 4F RICH 00 I 2 25 S b il 44 212 W
A ISR T B2 WibR e B8O R | I IR
FIMiBh Ik CT #1120 APE, H& A 031K
T Sy YR K T FR I T 5 Q4R 20~80 & 5 ()& B
[ <10 d; @G RFER R, HeBRbRE : O sh 71
R QA IR T IH A AL R @EE T g
K QEERRTIIRERH

HRAEIBIT I AN 3y WL A A7 491 et HR
2l 43 B, WAL 26 9, 2 21 ], OF ¥ 4R R
(63.32+4.33) % , V-2 A I} ] (5.12+1.13 ) d 5 X BR
M5 250, 218 B, FI4EIR (63.57+4.12) %,
Y % s A (5.33+1.07)d. 9 40 5 3 B9 — i 9 okt
W 2% B2 X (P>0.05) , LA AT k.
AWFFE 4 BE 2R 2 s dttiEE o, ZiE T
S B ANE R
1.2 ik

VA 20 R 184 A2 i B0 ik s e RN A 4,
TTREMARIR R 447 1E& R IR TT -

X BE 20 25 Tk 431 ) 2 (Aventis Intercontinen-
tal 22 E) 2R, 415 . X20000390, H1K 0.2 mL: 20 mg)
0.4 mLAK , 2 K/ H B F S, Bk ARG 12 h,4 d 545
TP L AEEA) ARARA S
HB1022123, #i4% : 2.5 mg) Tz, & H 3.5 mg, 24P
P LR 2~3 B A5 FR A I SR ATARTA AR

pUR el O R E R i N /< e T o
(Actilyse 28 &l £ 77, 5+ S20110052, B A% - 20 g/
750 mg, 7£ 50 mL A= FER K FhiE L2 - A5 2 he
WL R R ERYT 1 A
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1.3 WMEHRIR
1.3.1  BEIMIhE

RITHTANRIT 34 H 5, = 3 s 18 #
Jik i 5 mL, LA 2 000 r/min 0> 10 min ( &0 242
910 em) , 43 #5459 3 Z /MR L, >R F C2000-A
U4 [ Bl i EE 53 A AT B I R 1] (pro-
thrombin time , PT) | £f- 4 & [ J& (fibrinogen, FIB ) |
T Ak 3 0 B 1l 77 W R R] (activated partial thrombo-
plastin time, APTT) . PT & Z{E{EHE N 12~16s,
FIB 2% (5l 4 2~4 ¢/L, APTT 1952 {35 [l
H31~43 s,
1.3.2 I N II6E

BITHIRNAIT G 3 A, L R AR 25 1 I Rk
Il 5 mL, 2 000 r/min £.0> 10 min ( #5042 4 10
cm ) , >R FH R 698 W2 B2 A b 375 9 v ] s 1k 4
B (8] 45 FF 43 -1 (soluble intercellular adhesion mol-
ecule-1,sICAM-1) . N % 2 -1 (endothelin-1,ET-1) .
I £ % B2 (thromboxane B2, TXB2) fl — & 1k &
(nitric oxide, NO) Y 7K - &7 &0 L 165 B 3K
AR E] a4 R & Ui A . sICAM-1
Z X H L N 120~180 pe/L, ET-1 2 % {4 Fl A
50~70 ng/L, TXB 2 2% {Hu[F A 200~300 pmol/L,
NO ZFH{H {5 [l 60~90 pmol/L™",
1.3.3 [MIEFFEHR

BUR BRI ITAIR YT IS 1 8 0 25 1w Dk 1l
5 mL, FHPEK e P58 W FfEE T o 6 5 HGF 7K1 .ST2
IR K SAA 7K

1.3.4 IR

WLEE WG 2H B B Bk M ol L 2 R M o B i R
PRIMAE DL, et iR
1.4 Git2Eobr

K FH SPSS 22.0 B A4 43 Br W 2L 88 L 1808 Rk
Fm N n(%) , RH @ Kg s THEFERERR b (x+s) ,
KHC Kz . P<0.05 F#nzERBAG AR L.

2 R

2.1 PHALEEIM YIRE L

TRYTHT, PR I EE D) RE B 2= R g
2ETE L (P>0.05) 697 )5 , PI4LI% PT Fll APTT /K-
ThiEr, HOWELLH T 6 BR4H, FIB /K A%, H W%
AT X IR, 22 534 it B X (P<0.05)
W1,
2.2 WA N TR b

IRIT R, PO AL R CE LA I R T RE b A 2=
SEG A E X (P>0.05) 87 5, AL B HE R
SICAM-1 .ET-1,TXB, /K- FEA% , H W8 IK T Xt
HEZH  NO K- Ty, AR & T A, 25 5+
AEi2#7E L (P<0.05), W2,
2.3 WAl F AR LR

TRT R, P A AR B I A I AR bR R 2
SIS E L (P>0.05) ,16)7 )5, A B HEm
HGF , SAA /K- F&AIG , ELULEL A T % IR 41, ST2
KT, S o T BB AL, 22 7 A Se it
B (P<0.05), W3,

x1 FWHABRMINBEXLE (v+s)

Table 1 Comparison of coagulation function between the two groups (x +s)
. . PT(s) FIB(g/L) APTT(s)
T TR ST TR Tl TR
WMEEL 47 9.53+2.02 16.13+4.13° 10.22+2.14 3.98+1.02° 31.13+6.54 42.56+8.78"
X HRZH 43 9.61+2.10 12.47+3.87° 10.33+2.33 7.03x1.27° 30.88+6.32 35.58+8.64"
i 0.184 4.327 0.233 12.610 0.184 3.796
P1H 0.854 <0.001 0.816 <0.001 0.854 <0.001

W SH PRI, P<0.05,

F2 MAMENEINEEITLL (x+5)

Table 2 Comparison of vascular endothelial function between the two groups (x+s)

il SICAM-1(pg/L) ET-1(ng/L) TXB.(pumol/L) NO(pmol/L)
4 n s ; s 5 s : s .
AT HIT)R YT HIT)R ST HIT)R RITHT hIT)R

ML 47 216.23+60.23  149.21+13.24° 110.23%20.11

X e 2 43
18 0.025 7.978 0.054
P{a 0.980 <0.001 0.957

59.87+8.69" 710.25+100.23  243.65+50.26" 40.26+6.47 88.98+11.13"
216.54+58.54 173.26%15.28" 110.47+22.21 72.34+8.64" 710.64+103.54 300.26+51.12" 40.64+6.28 66.36+12.36"
6.819 0.018 5.294 0.282 9.136

<0.001 0.986

<0.001 0.778 <0.001

S ANIRIT T, P<0.05,
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Table 3 Comparison of serological indexes between the two groups (¥ +s)
g1l . HGF(pg/mL) ST2(ng/mL) SAA(pg/L)
VRYT I BT bEp R} BT R TRYT T BIT A
WMEE 47 780.23+100.36 461.38+88.87" 26.21+5.12 58.80+6.12" 630.23+67.54 360.23+89.87*
R4 43 779.362106.25 589.77+86.23 26.47+5.13 47.23+6.03* 638.96+68.98 498.26+86.84°
i 0.040 6.944 0.240 9.092 0.606 7.396
PAH 0.968 <0.001 0.811 <0.001 0.546 <0.001

S A NTRIT T LR, *P<0.05,

2.4 PHLLH IR B A

WLEZZH B M 15K 6.38% , % REZH A4 HY 1%y
9.30% , Pi 41 Y i 1% O e 8 22 7 R GE i a X
(P>0.05), W34,

R4 FMAHMBRIELL [2(%)]
Table 4 Comparison of bleeding between the two groups

[(n(%)]

21 51 no FERWI Rk B S I
W 47 1(2.13) 1(2.13) 1(2.13) 3(6.38)
YR 43 1(2.33) 1(2.33) 2(4.65) 4(9.30)

AL 0.267

P{H 0.605

3 it

APE J& — ™ 5 1 5 AR 1Y St fa e e
Joa , It DR L it 2 T A R T AR e e U i 4 2E IR
R T RR i 250 i S5 AN A T RRUAIG i 280 i e 9, G
HRTE AR AR KRR ZE B 4 TR INRYT
J5 &, MUK T AU A JE B B AR IR T O RADANTE
BT o 4, X il oy B 7™ A R L 2 AR
iR 11 P YRR T R e S AR, SRV A v B Ik
FESE AR — 204K, BUS B A AR

R Al i 4 ZE A PR I DR 2 3 2 3 e i e o
IREHERFIRIT I B . AR T IR —Fh
FRBTEE L)Y, vT BBz k] i AT A 2 R
AN £F AL U, DA 23 ik £ 4R 8 1, R 300 Ak 1
P RN BH L& £F 2 26 1A A AR ARG el
) P85 A T 2 B R S il , B — PR S AV 2 R
FBEZE 1, HAE T 2 4 25 9 Dl HE G S i vk 3
AIDLFE I B, A L S g AR A 845
INTITKE 5 27 2 B 285 A 10 21 4 2 1 R 5 b R 27 1%
it o ol FH BT 5 it , R 5 A 7 I R AR hi it
Al DA — 2R B TR, B2 O WLEE 98 IR
R 1P 2E . ARWRST LS WK I6 T IS 4L
NO .PT Fl APTT 7K~F-Ft 15, HOWEE2H i T X fR 4
W4 SICAM-1.ET-1.TXB, .FIB 7K V-4, H U5

AT X R . 697 5 AR 4] iR F8 b X BR 4
BT 1E R L A IR R 5 R R A il
BB R AMHIL 0+ IF R IG T APE SR BNk
ML YIRE L I05E P 2 TR 0 e B8R AT o

1ML 37 2% 9 F 78 APE i 2 o 5 35 5 22 b
¥ o HGF & —Ff i K 9 i 48 A i PR 7, JHnl i i
PR LA PN B2 AN 5 - W LA A 224y 2ok N 5
I8 A S AR SR SR . APE S8 5 78 &
Je b T M AE 50048 2 % BRI HGF [ I 48 453405 18
BEERMACEETH R . L4, HGF 25 APE 4
i 20 23 ¢ 4 3 F2 & APE HR 3 1L HGF 7K F T+
1) 5 —AEEALG . O A E , RYE0 i N 8
i S Z 5 S g S 5 HGF L &k i JE %
HGF 1 7t 55 7] BE A2 Fh i e 1 %) 55 43 W ML 51 62
o ST2 & IL-1 ZAR IR AL 5L , AR R 1 24 1 48
A -1 2R, WF 5T W ST2 /K- 5 , s Bie
2, DRI TR AR S HI W APE BB TS 1Y 48
PR o APE K R I 3 ok il e 44 2 7™ A 1l 45 98 0 I
N, TARAE XA LU0 35 22 51 SAA KT+
=, L SAA £ APE S8 H I 7K S 388 1E # N
Y A SE IR BOR IR YT IS P4 B ) HGF
SAA JKFEREAR , H LRI T XF B4, ST2 /K7t
fe, FOULER A 0 IR AL v T Je g 4 iR Fe A
T R 2 B 0 T 31 PR A T IE Y L X T4y
LA, PR 25 065 I X5 1R Mk 2 RS A AR
WA 25 IVERT, JFRERE ML <8 br . E—2 5T
WoR, AL R AR R A 2E RS L
TN PRE ST 7 RGE G ARG IR i XU , B3
1o PR 2 A PRI PRI FAN (B . 2% s PR S [ AR
FH 25 00065 %) il i 26 BB B R TIR YT 7 s i
HORSEhn g S, 5 AT 45 SR AR

g5 FTR | B B G AR AR IR I R
JPRUR N 0 APE SEOE BRI DI BE |10 P 2 2D
A X 1ML : HGF . ST2 K SAA /K, HH# H i K
B AN, v TG R AR
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Predictive value of serum alkaline phosphatase combined with total parathyroid hormone
for major adverse cardiovascular events in hemodialysis patients

SHI Liuping*, XU Li, CHEN Ling, YAN Hai

(Hemodialysis Department, Lujiang County People’s Hospital , Lujiang, Anhui, China, 231500)

[ABSTRACT] Objective To investigate the predictive value of serum alkaline phosphatase (ALP)
combined with total parathyroid hormone (iPTH) on major adverse cardiovascular events (MACE ) in hemodi-
alysis (HD) patients. Methods A total of 104 HD patients admitted to the People’s Hospital of Lujiang Coun-
ty, Anhui Province from January 2020 to January 2022 were selected as the study objects. According to the oc-
currence of MACE, the patients were divided into the MACE group (n=37) and the NMACE group (n=67).
The general data and serum ALP and iPTH levels were compared between the two groups. Multivariate logistic
regression analysis was used to analyze the independent influencing factors of HD patients complicated with
MACE. The predictive value of serum ALP and iPTH in HD patients with MACE was analyzed by ROC curve.
Results The course of disease, blood phosphorus and ALP in the MACE group were significantly higher
than those in the NMACE group, and the levels of blood calcium and iPTH were significantly lower than those
in the NMACE group (7=3.526, 2.373, 24.126, 10.558, 13.524, P<0.05). Multivariate logistic regression
analysis showed that the course of disease, ALP and iPTH levels were independent risk factors for HD patients
with MACE (P<0.05). The ROC curve results showed that the area under the curve (AUC) predicted by
ALP, iPTH and their combination for HD patients with MACE was 0.796, 0.802 and 0.903. Conclusion

ALP and iPTH have a certain predictive value for the occurrence of MACE in HD patients, and their combined
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detection has a high value in predicting the occurrence of MACE in HD patients, which can provide a refer-

ence for clinical assessment of the risk of MACE in HD patients.
[KEY WORDS]

verse cardiovascular events
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Table 2 Multifactor Logistic Regression Analysis of HD
Patients Complicated with MACE
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Table 3 Predictive value of serum ALP and iPTH for HD
patients with MACE
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IL-17 TL-12p70 33k ; /0 Mr S s 4 4040 TL-17 IL-12p70 2k 5 B FH IH KRR ESIE S TG 6 R . &ER
Lym s 8 IL-17 . IL-12p70 3K Lh 48, & S0 2H 20 IL-17 IL-12p70 3k FHME R 38 5 Tm s 4 4,
22 HA G L (1=14.840 ,4.255, P<0.05) 5 T 5 A ik R 45 5% 88 £ 38 19 IL-17 KA FH M %5 T TNM
ST LT TEM SRS B (=8.604..6.569 , P<0.05) , I Y] 545 Ik [ 45546 7% B 4 TL-12p70 2635 [H
PERAET TNM 3030 T L T3 JCk R 4556 52 5 (4#=10.424..8.880, P<0.05) ; IL-17 F ik FH: | BAM: 5 S
B 5 AEAEAER AR 50.00% .83.33% , 22 5 HAT Gi it L (=11.137, P<0.05) ; IL-12p70 FKik FH T |
1P B 300 8 5 AR AR R )l T7.78% . 37.21% , 22 5 FLA Bi 2475 X (4=17.734, P<0.05) ., it
B HUEA LU IL-17 (IL-12p70 Rk K V-7, IS AR 34 S5 B 00 10 MR L 2556 8 L) 5 A5 G .
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Expression of IL.-17 and IL-12p70 in cervical cancer tissues and their correlation with
clinicopathological features and prognosis

XU Shuangxi, ZHU Changdong, ZHU Chengmiao, WANG Xiangyan*

(1. Department of Blood Transfusion, Lujiang County People’s Hospital, Lujiang, Anhui, China, 231500;
2. Department of Gynecology, Chaohu Hospital Affiliated to Anhui Medical University, Chaohu, Anhui, Chi-
na, 238000)

[ABSTRACT] Objective To investigate the expression of interleukin-17 (IL-17), IL-12p70 in cervi-
cal cancer tissues and the relationship with clinicopathological characteristics and prognosis. Methods A total
of 106 cervical cancer patients who underwent radical surgery in Lujiang County People’s Hospital of Anhui
Province between January 2015 and December 2017 were selected as the study subjects, and the cervical can-
cer tissues and paracancerous tissues from the patients were collected to detect the IL-17, IL-12p70 expres-
sion; The expression of IL-17 and IL-12p70 in cervical cancer tissues was analyzed to correlate with clinico-
pathological characteristics and prognosis of patients. Results Compared with the expression of IL-17 and
IL-12p70 between cervical cancer tissues and adjacent non-cancerous tissues , the expression of IL-17 and
IL-12p70 in cervical cancer tissues was significantly higher than that in adjacent non-cancerous tissues, with
significant differences (1=14.840, 4.255, P<0.05). The positive rate of IL-17 expression in stage Il versus pa-
tients with lymph node metastasis was higher than that in TNM stage I or I versus patients without lymph

node metastasis (¥°=8.664, 6.569, P<0.05) , and the positive rate of IL-12p70 expression in stage Il versus
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patients with lymph node metastasis was lower than that in TNM stage I , Il versus patients without lymph

node metastasis ( x°=10.424., 8.880, P<0.05). The 5-year survival rates of patients with positive and negative
IL-17 expression were 50.00% and 83.33%, respectively (x°=11.137,P<0.05). The 5-year survival rates of pa-
tients with positive and negative IL-12p70 expression were 77.78% and 37.21% , respectively (x’=17.734, P<

0.05). Conclusion The expression levels of IL-17 and IL-12p70 were increased in cervical cancer tissues,

and both indicators were associated with pathological stage , lymph node metastasis and prognosis.
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Table 1 Comparison of 1-17, IL-12p70 expression between

cervical cancer tissues and adjacent non cancerous tissues [1(%) ]

IL-17 Fik IL-12p70 31k
FAPE Bk FHE Bk
EHUEAL 106 70(66.04) 36(33.96) 63(59.43) 43(40.57)
R 106 42(39.62) 64(60.38) 48(45.28) 58(54.72)
718 14.840 4.255
P 0.000 0.039

2.2 ‘BIHEMALP L-17 1IL-12p70 ik ) 5 A H
Il PRARAE 1Y 56 22

T34 5 4 0 L 25 2 B8 R 3 119 TL-17 Rk FH
FETTINM AT TS k%8 RH
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Table 2 Association between expression of 1-17, IL-12p70 and different clinical characteristics in cervical cancer tissues [(n(%)]

Y7 pLikaail n(%) 1L-17 BPE (n=70) VAl P IL-12p70 BHYE(n=63)  {E PAE

R () <60 46(43.69) 26(56.52) 3.281 0.070 28(60.87) 0.070 0.792
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ATEW SR ARG 202347 H

H1s5E BT T Mol Diagn Ther, July 2023, Vol. 15 No. 7 - 1163 -

IL12p70
Bt #IsD
LSS
Bt ik
B ekl

BB RS
BB R

0 0 0 @
AR (1)
IL-12p70

Bl 1 Kaplan-Meier &£ 7F 517

Figure 1 Kaplan Meier survival analysis

20 0 60
HAERTE (1)
IL17

3 itig

B SR S — P DL TR kR, LR A
R, RO BRI, RE W EAREEA S,
W P BORE R ILR R BT, SRS
TR RE o R TS A OG , R R T S B —
FE PEA (B B H8 A L X8 I IR B 500 A8 3 1 - A4
TRIT T IR A B o SRS R
JifEg e 5 R TR S BT IK 2R 22—, AH GBI 5 R B
& 4 41 it PR -3 1ok AN (5] A AL o 3 7 i o 3
PR T TL-17 9 5 23k 5 0 1 e 18 5 AN R AR
KPR AR 5T R S R R S A S
S IL-17 5 IL-12p70 F2 3k 18 (0 AT A , 43
MW I 46 A 5 11 PR BRARRAE A T3S 19 2 &R, Rl
RIGTT & SR =%

AW S A 20 A TL-17 PH A R Gk R
3 TR SR AL, R I35 A Tk 25 3 R iR
FWIL-17 Rk AR S T 1 D 5 ok 45
MREE, HIL-17 AERIABE S FAEFRR
i THEREEE . W T 40 17 (Tregl?,
Th17)J2& CDA'T 4 i) — B RR R A, 76 1 B e
P 5 R Rk G o A vl A b M A A R TL-17
UK B 48 5iE , 1 IL-17 J& Th17 A4 ZE {d 40 jg [ 1,
TL-17 38 3k 42 02 1 e b %) 200 AR P o 48 30 7y 5
JOT 248 3% R 52 i R SO B 3 T e R
T 4 B RN T A0 M0 1 2 5 s RE R, R
WY TL-17 290 0 i Ji i SCSHE A o, mI AR s i 3
I AE RS AN A OCF R B TIL-17 W]
fit i o 36 JAK2/STAT3 H1 PI3K/AKt/NE- kB {55
3 A R PR E R R I IL-17 AR
SR 20 v s ek IR R 1 Y R S TS .

AT e S0 204U Y TL-12p70 PHPE R IR
R TR o U A I 54 Mk a5
1Y IL-12p70 F 5 FHPERAR T 1 L I 5 0k i 45
AR, HIL-12p70 BHPEME R IR B 5 4R 4R PR
BEmTAMERREE, B £H,IL-12p70

FENLAR G2 1 2 b B S I8 1 R, AT 4 o
T 7k 0 40 AR 5 R At L L 5 s 200 A 55 240 i ) 3%
ifEH o v T4k & (Interferon-v, IFN-vy ) & — Ff
Th1 40 W AR R -, X STATI 17 518 [ B iR
EEA HHEERE R, 5 R IL-12p70
AN AT 3558 CDS'T ik EL 40 i | 4 2 R 4l i | v
20 5 %8 o RE S A A T TR EsE AT DLAZS 5 e g ik
2 B 7™ A TEN -~y , DU 7™ A 00722 i 2 248 i 315 5 )
W S T E ] . B S 2 IL-12p70
() & 38 PR 2R i 1988 5 4l 20, LR DR AT RE N S i
SRR R AR TL-12p70, DL H FeIB

ZE TR, B s R AP IL-17 5 IL-12p70
FIE TR, WIUARYT 5 B TNM 433 ik 2
B S W PR BRARRAE S WL %% VI AH G, % R 1Y)
T B ITAl AT WA (B, 50T A I R B 3098 1
TRITREHLHT RS

&%

(1] EEBM IEEM, ik, & PR Lot R SR A
LSk T IR B B e A R R A [T ] AR R T R
2021,47(7) : 947-950.

[2]  Castle PE, Einstein MH, Sahasrabuddhe VV. Cervical cancer
prevention and control in women living with human immuno-
deficiency virus[J ]. CA Cancer J Clin, 2021,71(6) :505-526.

(3] BREE, MO, £I75E, % 8 U & % HMGAL HMGB1
FIRK 5 R fE B HPV SR YL 6 R Ml R & LT ). 40 7
LW SIAIT A, 2021, 13(8) £ 1353-1356+1360.

(4] Sahu U, Khare P. Role of interleukin-17 in human papilloma-
virus infection and associated malignancies [J]. Microb Pat-
hog, 2021,161 (Pt B) : 105294.

(5] B35, 2L, DR, A5 IRt 1k 2 1k DA A B DI R A8 3 s
7K IL-8 F IL-12p70 1 223k S H I PR SCLT ). [ PR A
Zik, 2022,22(3) :443-446.

(6]  hzgss, JOUDL WK, 45 . & a7l HPV16 Jsk Y B i Uk
i TNF-o S IL-12 F1IL-10 3835 5 5 81K 8RS0 11
FEOCHELT ] A R B i e ks, 2021,31(9) 1 1419-1422.

[7]  Pecorelli S. Revised FIGO staging for carcinoma of the vul-
va, cervix, and endometrium [J]. Int J Gynaecol Obstet,
2009,105(2) : 103-4.

(8] ALS=EF, sl PHRAE sl PR PY, A5 L FH S8 O A Dy vk %y 5
JiE AL 98 11 8 e 8 R A3 A [0 ). AR b 8 B2 2%, 2023, 31
(8):1518-1523.

[9]  F4E. N-cadherin Cyclin D1 1365 5 Er Sk L 4554 14
MSCHEZ T ()] BURIZWE 53897, 2019,30(22) :3980-3982.

[10] Kondoh N, Mizuno-Kamiya M, Umemura N, et al. Immuno-
modulatory aspects in the progression and treatment of oral
malignancy[J]. Jpn Dent Sci Rev, 2019,55(1):113-120.

(F#% 1168 )



- 1164 - NTWi SR Tl 202347 45154 45749 T Mol Diagn Ther, July 2023, Vol. 15 No. 7

. a
.’I,/a 3 e

DWI )& BNP. CysC K LDH K IUlAE Za. Pk ik 58 i s
£ e R SR Y|

Fpokap ' RAlT RIRMS

[(# ZE] BH HWRIEIRRERIZ (DWD A B BIRH1IK(BNP) I ZE C(CysC) K& FLIR M
Z W (LDH) kil 7E 2 Ml AR FE (ACD FiUS FIWrh 9 /EHT . 3E 2 H 2018 4F 12 H % 2020 4F 12 7 [
WERFF TAER £ = — B BRI 174 41 ACT R (WF5341) , 53 45 AR Bt [ W A FlE (4G 35 87 44 S Xt R, AR
P ACL B HBE 34 A Ja A Byl 2 B Rakm i 3 (mRS) P43 00 M TS R4 T0U5 o &5 R U5 4
2, U TR Ko ACT A [) 13 6 3 55 [ [ 57 D AR RS e A vh o 22 (NTHSS ) 7143 L faf X Fugl-Meyer iz
B Yy g3 4 (Fugl-Meyer 7743 ) .\ DWI A 5 S50 [ 45 ) 7 M R 50 (FA) P W4 18R B (ADC) | I 1fi i
BNP ., CysC & LDH 7K ; 5% F £k Pearson 43 #7 FA . ADC .BNP ,CysC % LDH 5 NIHSS ,Fugl-Meye .mRS
P4 A OS50 BT DWLIK S BNP CysC S LDH %2t sE 1 f5 Bl B . 255R  ACIZ41 DWI Ky
¥ h S50 FA L ADC {39 B A% T % BEZH , T L7 BNP ., CysC M LDH /K V-3 B 35 i TR A4, 22 S5 394
Biit2f 75 L (P<0.05) 5 AR BB 45 92 0T 0, 174 1) ACL %% vh U B4 55 1), TS 45 78 441, 1) 80 2%
41 853897 5 , =41 NIHSS 343 \BNP, CysC & LDH /K H A2 - TR W4l <P e P 4R 4] < BUR 3 22 4
Fugl-Meyer ¥4} J2 FA (ADC {8 L3 : W5 R4 > W05 h S8 41> 15 2541, 22 R A Gt 22 3 L (p<
0.05) ; Pearson L £E /3 #7 i 7% : FA . ADC ‘5 NIHSS .mRS &t i #H ¢ , 55 Fugl-Meye 5 1EAH 5 ; BNP . CysC
LDH 5 NIHSS .mRS 5 iEAH ¢, 5 Fugl-Meye 5 £ H ¢ (P<0.05) ; DWI Bk 45 BNP+CysC+LDH £l % ACI
B TS B9 T80 4 {8 B 20 T DWILBNP, CysC M LDH HI5i kil (P<0.05) . #8518 DWIZ % BNP,
CysC.LDH 7& ACI & rh ¥ 52 % %3k, H FA ADC.BNP,CysC & LDH 5 NIHSS . Fugl-Meye ,mRS #¥
SRR Bﬂﬁ*ﬁ;‘éﬁ DWI 4 BNP ,CysC . LDH il £ T ACI &35 Us B B g 1B .

(&R ]  REHRIRIBORIR ; B BIRREIK; I C; ZLIRI AU ; S Pk kAT 5L

The role of DWI combined with detection of BNP, CysC and LDH in judging the
prognosis of acute cerebral infarction

GUO Yongdi'*, WU Jian®, SONG Xiaowei’

(1. Department of Neurology, the 731 Hospital of China Aerospace Science and Industry Group, Beijing,
China, 100074; 2. Department of Neurology , Tsinghua Changgeng Hospital, Beijing, China, 100084)

[ABSTRACT] Objective To explore the effects of magnetic resonance diffusion weighted imaging
(DWI) combined with B-type natriuretic peptide (BNP), cystatin C (CysC) and lactate dehydrogenase (LDH)
detection in the judging prognosis of acute cerebral infarction (ACI). Methods 174 ACI patients admitted to
the 731 Hospital of China Aerospace Science and Industry Corporation from December 2018 to December 2020
were selected (study group) , another 87 cases who underwent physical examination in our hospital during the
same period were selected as the control group, according to the modified Rakm scale (mRS) scores of patients

with ACI at follow-up 3 months after discharge, they were divided into good prognosis, intermediate prognosis
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and poor prognosis, The National Institute of Health stroke scale (NIHSS) score, short Fugl-Meyer motor
function score (Fugl-Meyer score), DWI related parameters [ Fractional anisotropy (FA), Average diffusion
coefficient (ADC) ] and serum BNP, CysC and LDH levels in different groups of people and patients with
different prognosis of ACI were compared; the correlation between FA, ADC, BNP, CysC, and LDH and
NIHSS, Fugl-Meye, and mRS scores was analyzed by linear Pearson, and the predictive value of DWI
combined with BNP, CysC, and LDH on the prognosis of acute cerebral infarction was analyzed. Results The
values of FA and ADC in the DWI examination of the ACI group were significantly lower than those of the
control group, while the levels of serum BNP, CysC and LDH in the ACI group were significantly higher than
those in the control group, and the difference was statistically significant (P<0.05). According to the follow-up
results, among the 174 patients with ACI, 55 had a good prognosis, 78 had a moderate prognosis, and 41 had a
poor prognosis. After treatment, the comparison of NIHSS score, BNP, CysC and LDH levels among the three
groups: the good prognosis group <the medium prognosis group <the poor prognosis group; Fugl-Meyer score
and FA, ADC value comparison: good prognosis group >medium prognosis group>poor prognosis group, the
difference was statistically significant (P<0.05). Pearson linear analysis showed that: FA, ADC were
negatively correlated with NIHSS and mRS, and positively correlated with Fugl-Meye. BNP, CysC, and LDH
were positively correlated with NIHSS, mRS, and negatively correlated with Fugl - Meye (P<0.05). The
predictive value of DWI combined with BNP+CysC +LDH detection for the prognosis of ACI patients was
significantly better than single detection (P<0.05). Conclusion DWI parameters, BNP, CysC and LDH are
abnormally expressed in patients with ACI, and FA, ADC, BNP, CysC and LDH are significantly correlated
with NIHSS, Fugl-Meye and mRS scores. DWI combined with BNP, CysC, and LDH detection has a
significant effect in predicting the prognosis of ACI patients.

[KEY WORDS] Diffusion magnetic resonance imaging; B - type natriuretic peptide; Cystatin C;

Lactate dehydrogenase; Acute cerebral infarction
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i OFF A (P E G P8 2ok IR A 4 R AL

ACTHISCIZ Wit il H I 4 AR AR 581012 s QAR Ik
>18 % s Q¥ Bl BB & s @3 T & %% 24 h
WABEELIZIRYT s ©F T & N 48 h 17 X DWI
Kt s @ HL A5 SR Rk, HERRAR I : ORE A4
BT G B0 00 &V R A5 i A o s @A I
DB ; @ F I 2 B BYL BN DA
PRI OB A DR . B 174 4] ACI AR
HWAWFFTEAL, FPE 102 B, Lot 72 1), A48 39~78
BT YAER R (62.08+5.71) % o 7 B3 74 B it
FRARAS # 87 24 WX REAL, Y 51 &4, o 36 44, 4F
1% 42~80 %, F-HIFEHE R (63.11£5.67) % . HLLPE
AR — R R 22 R RS E (P>
0.05) AR AEFEE I ZE RS MEE T, 2
RE R B EFAE R E T

1.2 ik

1.2.1 DWIK#&

A% R 3. 0T 19 MRIFHHL, k30 1F
AL P8, 1% ] SE JF 41 TIWI400/15 ms . T2WI 4000/
120 ms }% FIR J# 41 8500/120 ms $14 ., DWI 3% JH
SE J¥ 41 T2WI 19 B3R 80 & ~F- T8 111 38 1 4% (Echo
planar imaging, EP) , #2404 : 2 6 mm, )2
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[ #E 0.3 mm, % 256x256, fL B 23 cmx23 cm.,
for 7 2RI R i A AR
1.2.2 BNP.CysC & LDH #l|

25 RO A A2 K3 3 mL A KL, A
— RN, B0 A 3 000 r/min B0 10
min, Z.02EE R 10 em, 70 8 L2 IS B9 &
T Eppendorf 4 H , B T—80 £&% [CEEAIRIR AR AF , T2
FS R o R FH R AAR e 0 it 356 0 92 W 90 2 A )
BNP | LDH 7K ¥, 2% I B¢ 5L 46 2% be ik ik A CysC
KAV &3 B TR R A B R A A TR
O] RS IR R . R ERE R —
HA T R R Rk R A e
1.3 WEHEIR

O He 5 Wi 4l DWI A 56 S 50 4% 1) 53 7 R 4K
(Fra ctional anisotropy , FA) . & W4 L & £t (Aver-
age diffusion coefficient, ADC) ] X Ifil. 7§ BNP . CysC
S LDH 7K-F-; QP A7 8 & B Ja #1647 3 4~ H Bl
Vi, T 3 HRE A BEDT 2 K Rakm 2 (Modi-
fied Rankin Scale, mRS) "' #F- 4315 10 43 b Fil J5 R 4
(0~143) FUE H A5 (2~3 43) MR #8022 (4~5 41 )
FE AR S ACT 353697 1T e 28 B B S AR
3% BE 2~ 1 B & (National Institute of Health stroke
scale, NIHSS ) 143" | ] 2 Fugl-Meyer iz 3 I GE 1T
4} (Fugl-Meyer - 43 ) *' \FA, ADC J% IfiL 7§ BNP,
CysC J¢ LDH /K ¥ ; @73 #f FA . ADC.BNP, CysC
J% LDH 5 NIHSS . Fugl-Meye .mRS 243 Ft A 6 5
@ 4y Ht DWI Bt 4 BNP., CysC & LDH £ il i il
ACLEFE TR E
1.4 SeiteEork

K SPSS 20.0 Ge i #4 o3 Hr Ecdls | i i B9k
DL+ s) #5308 , FF 5 IE R 3 A 4G 0T W L8 AT ¢
o 55, 22 21 18] Lo B AT T 22 40 A 5 AH G M 40 AR
Pearson £ 5% ; 43 #T DWI B¢ BNP, CysC ;2 LDH X}
ACI 8 2 TiUs 1 T 6 {6, JF 31 550 ith 271 T AR
( Area under curve, AUC), Lk P<0.05 N 2R HA S5
NEI-9'&

2 HFR

2.1 PiZ FA ADC A Il iF BNP.CysC ; LDH /K
LR

ACI Z DWI ki #1244 FA | ADC {H ¥ 1B 1%
FXFBALH , i 1L 7% BNP . CysC & LDH 7K - b 2 5
TR, ZRIA G F R L (P<0.05) . Wk 1,

#1 WHFAADC K % BNP.CysC & LDH 7K F b £
(vxs)
Table 1 Comparison of FA, ADC and serum BNP, CysC

and LDH levels between the two groups (x+s)

BNP CysC
(pg/mL)  (mg/L)
X RZH 87 0.86+0.221.69+0.47 32.74+1.13 0.71+0.17 113.06x13.87
F5E4H1740.41+0.060.63+0.11 162.09+5.71 1.63+0.22 267.54+22.31

il 25213 28289  209.063 34.219 59.095

PAE <0.001 <0.001  <0.001 <0.001 <0.001

Ay n FAMH ADCIH LDH(U/L)

2.2 A5 ACI i # NIHSS | Fugl-Meyer 1143
i
FRIE Bt 1 25 SR vl 60, 174 491 ACT 5 T 5 B

U 55 i, W A 78 401, TS B2 41 5 iR TT R
=44 NIHSS ¥ 77 [ Ws R 424 <5 25 4
<Til J5 #2241 ; Fugl-Meyer P43 o #8 : Tl J5 R 440
>TE ST R 2EH , 2R AT FE XL
(P<0.05), Wz2,

%2 AEWE ACI £E NIHSS. Fugl-Meyer iF43 tb 5

[(xs),77]
Table 2 Comparison of NIHSS and Fugl Meyer scores in

ACI patients with different prognosis [ (x+s ), score ]

NIHSS Fugl-Meyer
éﬂﬂlj n Sl e S S Tt NV
WITH RITE IR YT HI BT

WiJm B4 55 8.36+1.58 4.37+0.67™ 57.84+6.21 88.49+8.57™

G454 78 8.71£1.44 5.62+1.01°  56.92+6.17 69.54+7.14*

PG54 41 8.86x1.31 841£1.23  56.01%6.02 58.63+6.33
FAH 1.57 205.82 0.73 203.49
P 0.211 <0.001 0.484 <0.001

T SR BE AL L, P<0.05; 5 TUR h AR 241 LU L, °P<0.05; 51R
JTHT LA, P<0.05,
2.3 ARG ACI ## FA  ADC {f I 4%

IRYTHT, ATF WS ACI i # FA  ADC fH HL 4K

S TG L (P>0.05) ;1A YT & FA . ADC

(B H AL BUR RAFEH> TS h > TE B2E 4, %
A G L(P<0.05) . WK 3.

£3 AEHS ACI £ FAADCELLE (x+s)
Table 3 Comparison of FA and ADC values in ACI patients

with different prognosis (x+s)

L3 FA ADC {8
ZH 7 . N N % S
MEPARI] BT BT BIT I

WG BIF4 55 0.43+£0.09 0.86+0.19™
Fia 44 78 0.41+0.10 0.67+0.15*

0.71£0.13  1.26x0.31**
0.69+0.15  0.96+0.22*

WG EH 41 0.38+0.11  0.44+0.13  0.66+0.10 0.67+0.11
F{H 2.97 81.39 1.65 75.27
P{H 0.054 <0.001 0.194 <0.001

W S5 WUR B 22 4 88, P<0.05; 5 WG TR & 4 L3¢, P<0.05; 5
IRYTHT LA, °P<0.05,
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2.4 A[FTJE ACI /45 I BNP ., CysC M LDH
K- LR

BT ET , AS[A) Fi S ACT H % BNP., CysC M
LDH /Kt 22 5 ¥ B Gi 127 L (P>0.05) 53R

7 J& BNP ., CysC M LDH /K F %5« Wil Jm K 441
<M h A< zd, ZR a5 ¥FE X
(P<0.05). W% 4,

x4 AEFEACI £EE BNP.CysC X LDH K FEELE (x+5)
Table 4 Comparison of serum BNP, CysC and LDH levels in ACI patients with different prognosis (x+s)

a1l ., BNP(pg/mL) CysC(mg/L) LDH(U/L)
BRI BT A TR BT A VRITHT BT R
s Rirdl 55 158.58+5.79 56.98+3.02" 1.60£0.21 0.84:0.14" 265.08+22.24 129.26+17.03"
WEHasEd 78 162.87+5.63 84.32+3.95 1.62+0.22 1.12+0.19* 267.87+22.36 168.06+21.14*
WaiEd M 165.31+5.75 157.49+5.47 1.69+0.23 1.61+0.20 270.21+22.31 259.68+22.09
F{H 2.39 102.39 96.29 1.96 214.06
P{H 0.095 <0.001 <0.001 0.102 <0.001

T S HUE B2 H LR, P<0.05; S TS th AR AL, P<0.05 5 5 IRYT T HLEL, ©P<0.05,

2.5 FA.ADC.BNP.CysC }2 LDH 5 NIHSS .Fugl-
Meye .mRS P¥-73 (1 AH A 73 A

FA .ADC 5 NIHSS . mRS £ 1 # % , 5 Fugl-
Meye % 1E #H 5¢ ; BNP, CysC /& LDH 5 NIHSS .
mRS 5 1E MK, 5 Fugl-Meye 5 7 411 5¢ (P<0.05) .
35,

%5 FA.ADC.BNP.CysC & LDH 5 NIHSS.Fugl-Meye
mRS 53 B R K
Table 5 The correlation between FA, ADC, BNP, CysC
and LDH with NIHSS, Fugl Eye and mRS scores

NIHSS Fugl-Meye mRS
r {8 P1E r{H P1H r {8 P1E
FA -0.763  0.008 0.688 0.020  -0.793  0.003
ADC  -0.731  0.014 0.714 0.015 -0.826  0.001
BNP 0.697 0.018 -0.536  0.032 0.709 0.016
CysC 0.552 0.028 -0.614  0.025 0.638 0.024
LDH 0.504 0.039  -0.583  0.026 0.712 0.015

5kt

2.6 DWI 4 BNP.CysC & LDH # il %} ACI
Ji BTN AN B

DWI Bt 4 BNP+CysC+LDH £ Il %} ACI H#%
TS B 15000 A {6 B S T DWIL BNP. CysC &
LDH HIG A (P<0.05) . WL 6,

3 g

AR B A TSR T 2 s ACT R TS
(OGS (BT I o0 FR A R R S FETR YT, TS
B, N T REWRD ACL R RMAET- R, 33K
ST 1 B e R BT A 80T s e A B

AHFFELE R R : ACIZH DWI KA i 28 FA |
ADC {H 4 @ % T X BE 41, 1M 1fiL 75 BNP . CysC &
LDH /K- i 25 & TR HRE4H . 478 BNP, CysC M

%6 DWIB:A BNP.CysC & LDH # Xt ACI /g8
o (&
Table 6 Predictive value of DWI combined with BNP,
CysC and LDH detection for the prognosis of ACI

T - AUC  95% CI  HURE f%E PHA
DWI 0.836 0.786~0.883 0.812 0.793  <0.001
BNP 0.701 0.689~0.837 0.779 0.687 <0.001
CysC 0.729 0.715~0.908 0.802 0.769 <0.001
LDH 0.714 0.701~0.922 0.764 0.722 <0.001
LA

D:?yf’é&gﬁp 0.924 0.839~0.967 0936 0.827 <0.001

LDH Al fig 5 ACI W & A & —E B FR , MR H DWI
KA nl 4 Bh ACTHEATHRIHIZ W, BNPT 2004 T A
IR girh  BA R FIR 35K A . A4 RAAS
RGP E I . 7E ACT R, IN412 B
I IRFE F 4k 2 K e B T R AR R s R B A b
BNP., £ SCHk$E !, M35 CysC K- Fh & 2 B i 1 ik
A58 2975 1A A Sy F000 BR - , He 5 ACT A3 25 VT AH
KO S AERFSEIIESE , ACT HRE I CysC 7K
e TR AR A SO e 45 I S H— 5 AR
SRR ST 25 SRR L ACT S I LDH /K 535 5
TR ACI B ARSI e 45 R S H 80 kY
B ACTIS i ML A AN 2, 020 i 30 a7 ek
AR o KA, LDH # RB ok , a2E 1 H B iM% LDH
T PR BG5BT E LDH 40 i IR
2, LDH (G AR ER 5 , RIS LDH K55
AT 5 #E— 25 B X ACT B2 3 15 R 174097,
G5, 17449 ACT & U R4 55 191, fils
WS 78 ], TS 3822 41 53R 9T I, — 41 NIHSS 3
43 .BNP . CysC J LDH 7K He 45 - fiilJ5 R 44 < i
Jii v A A1 < T 55 25 40 5 Fugl-Meyer 343 J FA |
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ADC {H I #5 : UG B 4> T )5 h SR > Tis 4 2
ZH ., W DWI.BNP.CysC K LDH /K ¥ 5 ACI #
EWEAEBRVKRER, S (FERMAE
A A T ERIS — 2. FA AT LI K T8
PO RN, R A AR 1 BT 2 2 R 45 1] S PR AT
M ELESH " SR A | 42
(AT 85 K) 2 A AR 149 B AR B, K A3 I 3R
AR Ak ] AR B AR ARG B0, iF— 25 R B2l 21 40
JitL LT 525 . ADC s K o FAEAR R 7
] - (32 Sl BE MG R . fR T 52 2R BT S5 i 21 21
T AR P AR 240 E B ) B ), 7K 23 AR Bk ik g
B2, ADC {H AR AR , ELBER 8] (9 HEFS , ADC {H 5 50
AR H AT I, ADC {8 \FA {8 5 2 s
P HASE BT )95 155 Pk A2 25 VAR O o AT Y Pearson B
34 B8 : FA . ADC 5 NIHSS .mRS £ 71 4
X, 5 Fugl-Meye % IF #H 3¢ ; BNP | CysC /& LDH
5j NIHSS .mRS £ 1EAH5C, 55 Fugl-Meye 2 A,
e LR e, 2 o . DWILEE S
BNP+CysC+LDH #&:3%:§ ACT H 2% 7 J i T 4
HH %A% F DWI.BNP ., CysC & LDH H.I5iAG ]

Zi | rik , DWI 2 % & BNP, CysC.LDH 7£
ACI & h ¥ 8 % %35, H FALADC.BNP,
CysC M LDH 5 NIHSS . Fugl-Meye .mRS 174> B A5
A @ AH 5C ¥, DWI B & BNP ., CysC . LDH 5 Il 7¢
ACT 8 15 o b B BB VR

5% 3k
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AR T R EBE . CD147 J2 VWF K 55887
P g i & 7 B IR AR EE VI e &

RABAR '™ x4 BRwW4RT Rakk' T

(8 ZE] BrY WFFEHMNEIL T HRE 400 RE 4003 5 4 s 2 A A 51 (CD147) B Il 2 Pk 1fi
95 B (VW) 7K 5% Jid 85 i e it & A (TIA) BE GRS L. Ak BRI e M hg s &
[ B¢ 2020 4F 7 A 2 2022 4 9 A MAH2I4 1 102 1] TIA & 1E 5286 4, AR P82 v XU 2 %0 ABCD™1 oF
O33N TIA BE S A E G PG ARG, MRS TIA B 5 R 72 h N7 & A I S04 H 25 20 o ik
FEFEAL (A A AR AT ) | JCRA AU 20 (R & AR WA BE ) |, 5 BE 1R 98 474 felt B ik P 3 VR A 0 B AL . o B e s
B 20 55 X0 B AN [RGB 8 3 TIA B3 AN [A) S 0 0 R 5% U9 TIA S8 25 09 40 I T 94 L 40 B A . CD147
S VWEF 7K % F Spearman J3 T % 646 45 15 TIA 8 IS0 &AL R I AHOCHE . S55R  S050 41 CD3+ .,
CD4+ ,CD4+/CD8+ I Wi fIX T B 41, CD8+ . CD147 . VWF /K- B & & T X BR 4, 22 243 G it 22 0 L (P<
0.05) 3 = 41 A [\ 15 6 A2 B TIA 523 CD3+ ,CD4+ . CD4+/CD8+ 2 3 . & f 4l < i 41 <k f&. 41 , CD8+ .
CD147 . VWF /K ¥ 2 8 . @ fg dl>H e >R G 2, 2% 5 G824 78 X (P<0.05) ; i A 58 41 TIA &
CD3+ .CD4+ ,CDA+/CD8+ B AKX T Ik fi 4L 41 , CD8+.CD147 . VWF /K .35 & T IR sL 4 , 2 S A7
it 2# 3 X (P<0.05) ; Spearman 73 M 45 5 7R , TIA B3 AT A6 & 4= % 5 CD3+ ,CD4+ ,CD4+/CD8+ % ffi
2, 5 CD8+.CD147 . VWF /K- IEAHE (P<0.05) . 516 AMEIM T #REL 407 .CD147 B VWF /K
V-5 TIA B35 B IG RS I3 A W 00 OCHK , AT 4R TIA B35 2 45 23 & 2E R AT 1) s B PP AL H6 b o

(X ] AN T WAL RE s CD147; VWF 5 R i ol fn 4 S8 5 L3l R )9

Relationship between peripheral blood T lymphocyte subsets, CD147 and VWF levels and
early clinical outcome in patients with transient ischemic attack

SONG Weiwei'*, LIU Jingfeng', DUAN Lijuan®’, ZHANG Linlin', YUAN Xuemei'

(1. Department of Neurology, Cangzhou Integrated Traditional Chinese and Western Medicine Hospital , Cang-
zhou, Hebei, China, 061001 ; 2. Department of Neurology, Cangzhou Central Hospital, Cangzhou, Hebei,
China, 061001)

[ABSTRACT] Objective To study the clinical significance of peripheral blood T lymphocyte sub-
sets, extracellular matrix metalloproteinase inducer (CD147) and von Willebrand factor (VWF) levels in pa-
tients with transient ischemic attack (TIA). Methods 102 TIA patients diagnosed and treated in Cangzhou
Hospital of Integrated Traditional Chinese and Western Medicine in Hebei Province from July 2020 to Septem-
ber 2022 were selected as the experimental group for research, according to the stroke risk coefficient ABCD3-1
scoring table, TIA patients were divided into the high-risk group, the intermediate-risk group and the low-risk
group, and according to whether cerebral infarction occurs within 72 hours of TIA patients, patients were di-
vided into the cerebral infarction group (cerebral infarction occurred) and the non-cerebral infarction group

(cerebral infarction did not occur) , and another 98 healthy volunteers were selected as the control group, and

L AT B AL P E S EE R E S EAHGH R R B (2021314)
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the peripheral blood T lymphocyte subsets, CD147 and VWF levels of the experimental group and the control
group, TIA patients with different risk levels, and TIA patients with different early clinical outcomes were
compared. Spearman was used to analyze the correlation between these indicators and the incidence of cerebral
infarction in TIA patients. Results CD3+, CD4+, CD4+/CD8+ in the experimental group were significantly
lower than those in the control group, and CD8+, CD147 and VWF levels in the experimental group were sig-
nificantly higher than those in the control group, and the difference was statistically significant (P<0.05) ;
CD3+, CD4+, CD4+/CD8+ in the three groups of TIA patients with different risk levels showed: high risk
group <intermediate risk group <low risk group. CD8+, CD147 and VWF levels showed: high risk group > in-
termediate risk group > low risk group, and the difference was statistically significant (P<0.05). CD3+,
CD4+, CD4+/CD8+ of TIA patients in the cerebral infarction group were significantly lower than those in the
non-cerebral infarction group, the levels of CD8+, CD147 and VWF in the cerebral infarction group were sig-
nificantly higher than those in the non-cerebral infarction group, and the difference was statistically significant
(P<0.05). Spearman analysis showed that: the incidence of cerebral infarction in TIA patients was negatively
correlated with CD3+, CD4+, CD4+/CD8+, and positively correlated with CD8+, CD147 and VWF levels
(P<0.05). Conclusion The levels of T lymphocyte subsets, CD147 and VWF in peripheral blood are signifi-
cantly associated with the early clinical outcome of TIA patients, which can be used as important indicators for

evaluating whether TIA patients will develop cerebral infarction.

[KEY WORDS |

emic attack ; Early clinical outcome

B AR R e il M A O e Y R A H
bk, B AE R, R R Gk O & F (Transient
Ischemic Attacks, TIA ) /& 175 T 1% 2 i 1ML 95 s A&
AEMEEfER R TIA B3 R 2 N N4 2
B P e LT BOULAA L R — R 81 AT 3P ) i A
HLR IR B0t A 3 2 2 IR B AR R SRR
AR B TIA 19 A FTHR JEE A R A ki AE
(R XU 8 TE NG RAE A AL R R B (55, R
XF TIA F8E A LB B AR AT Y RURS: A7 PPA , X6 B3
i 2P VA A7 A RACHI B, o PR TIA B3 iU 1Y 6
S RIS SR AN A A T 4 TR AR A I
+ (Extracellular Matrix Metalloproteinase Inducer,
Emmprin, CD147) 25 g ik ok FERE AL O IE 180, HLXT
BEPCRG R PR ke — s 2l o AN I T 94 L 200 i I
FEAE i 145 R YR TR — e BRSG i), TT
M4V 1M 22 9% R F (Von Willebrand Factor, vWF)
WA TIAGIZIFER . Tl TIA k% 1
R REAE 4 Az, B e HETIUR R8CR , AR SO0 Ah J& i T
IR EL 40 S B L CD147 J2 VWE /K F- 5 TIA 8% B
S PR A 19 5 R AT 40 A, B AT

1 RS

1.1 — %R
FEBEIT AU A U I vh Y BE 455 BE B 2020 4F 7 H
2022 45 9 A WIEIZ 1A #) 102 1) TIA BB FA1E M58

Peripheral blood T lymphocyte subsets; CD147; VWF; Patients with transient isch-

B2, 5y e 98 44 fat B Ak IR A 1R X IR A, Forp st
B2 5 574 (Y 55.88%) , 4 45 il (i 44.12% ) ,F
BIFEIE (64.77£5.41) % 5 P9 2 (5.14+2.19 ) h; Xt
HEZH 3 53 44 (15 54.08% ) , & 45 44 (15 45.92% ) , F
B (64.1445.62) % o P2 — BRI L3025 57
TG 2478 L (P>0.05) o AWFG LB A e B2
et , 2 E KB BB AE R

T H N AR : DFF A TIA B 1l R AH
KWk ; @4 CT S5 2R 2K M #1120 TIA
B QIR RI<8 by WAL HEBR AR : DL 14~ H
AT BUEE 2 iR YT @G I H A ™ H A8 T
REPEN B s O FE MR R A& o
12 Fik

KA PTG I GE N G2 2 23 IR SR A A1 )
Jik ifit. 6 mL , K5 HoH 2 mL il 3250 (3 200 r/min, 5
O2FA2 8 em) 12 min J5 4 1L TE S 80 CHREE T {1
£E , R BRI 00 B Bk CD147 A 3 7] 5 (B
k& 48T, LG BB A W RL A BR 2wl 1 A 1
20133401266 ) K il IfiL 75 7 CD147 7K - 5 FRE 2 mL
N3 B L A Y, 28 B0 (3 200 r/min, 500248
8 cm) 12 min Ji7 R AL 5t R ERHE A BR A ml 4t
F14) B G 28 X751 B K L 375 P vWR ZKSF 5 85 60 4% 2
mL I 5 BB IR A, 2K B0 e 5 BR B
JEIE W, R A A (5 Wmini52, i SR
BES7an A RS 7], AR 1 20212220174) B A H
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AR 92 N G A T A I v (9 A1 S L T 9 L 4 A
A TE O, B A TE A TR R W ¢ CD3+ |
CD4+ . CD8+{H ML , H:-1154 CD4+/CD8+4%
1.3 WMEFER

X E W5 20 40 A I T bk B2 40 B S L CD147
J VWF K QX HuAS [ £ B 72 5 TIA £ & 4k
JE I T 96k B 40 i S B L CD147 M2 VWE 7K -2 5% F

1.4 Hateeirik

K H SPSS 27.0 et 2# A o3 A Bl , 1 i e
BERF (+5) o, 410 UK FH ¢ K, 240 Mg
K JH F K56 5 % FH] Spearman 43 A1 #h J& it T 95k £ 28
JI B .CD147 & VWF 7K 5 i #E 5E & H R 1 AH
Ktk B P<0.05 22 R BA G225 L

¥t
A XUES: 2R BV Al 28 ABCDP-1 X TIA & % 5 2 =R
WP G W BE AT VAL i A0 13 4 IBIEVESy 2.1 PRZHARE I T ik 0 40 i S0 B .CD147 K2 VWF
2E BB TIA & 0 b G4 (8~13 43, n=19) .} KB

i 4l (4~7 43, n=47) AKSE 4 (0~3 53, n=36) "',
@)X Eb A 7] A I TR % U TIA 82 35 40 & I T ik
E% 40 i F B L CD147 K2 VWE 7K -« M3 48 € 2 e i
FEBE ) WO 36 97 8 55 ) VI F TIA J % &6 72 h
P 5 & A AT BT, - fB 3 o b A e 4 (k
A= WA BE , n=28 ) | JC i A5 58 41 (A & A 1 A% BE
n=74) . @4 A I T 9k T 40 M I RE L CD147
K VWE 7K 3 5 TIA H# A8 58 & 2 5 1 A8

Sy 2H CD3+ ,CD4+ , CDA+/CD8+ ] Ik T %t
W82, CD8+ . CD147 . VWE 7K ¥ B 5l 55 T % FR 4
ERAGIFRE L (P<0.05), WE1,

2.2 RIEfERGFERE TIA & /M L T Ik 41 I
BE .CD147 N2 VWF /K- L #5¢

ST 1 6 T2 B TIA f2 3% CD3+ . CD4+ . CDA4+/
CD8+ 2 H : m < fE <L fa 4l , CD8+ .
CD147 . VWF /K V-2 3 . e g > e >R fa 41
ERAGIFE L (P<0.05), WE2,

xz1 FAENENTHEHMBEIEE.CD147 & VWFIKE (x+s)

Table 1 T lymphocyte subsets, CD147 and VWF levels in peripheral blood betweeen the two groups (x +s)

45 n CD3+(%) CD4+( %) CD8+(%) CD4+/CD8+( %) CD147(pg/L) VWF(U/L)
JEH 102 30.42+9.57 19.63+8.46 28.737.64 1.49+0.13 6.42+1.63 213.48+24.13
X B4 98 72.37+5.46 51.42+4.33 12.96+2.21 1.76+0.25 2.41+0.56 119.57£16.46

t1H 37.87 33.25 19.657 9.64 23.079 32.026

PiH <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

®2 FEEKRERETIA BEEMTHBHEMIE.CDI47 E VWFKFE (x+s)
Table 2 T lymphocyte subsets, CD147 and VWF levels in peripheral blood of TIA patients with different risk levels (x#s)

4 5 n CD3+(%) CD4+(%) CD8+(%) CD4+/CD8+(%) CD147(pg/L) VWE(U/L)
fa 19 21.83+6.03" 0.68+5.19° 32.57+8.97" 0.740.14" 8.59+2.07° 225.32427.59"
L AR 47 28.73+8.42* 18.33+8.62° 29.16%5.72° 1.34+0.22* 6.87+1.42" 215.43+23.44"
ez 36 37.16+11.57 26.58+10.43 26.14+3.15 2.08+0.32 4.69+1.03 204.69+17.03

FA4 18.25 23.75 7.95 194.98 49.43 5.67

Py 0.008 0.009 <0.001 0.001 0.002 0.043

T SIEALILE ' P<0.05; 5 PS4 LLEL , "P<0.05.

2.3 RNI[n] IR AR EE U TIA H3g M I T 9k B2 40
O .CD147 K VWE 7K [

A5 SE4H TIA 3% CD3+ .CD4+ . CD4+/CD8+
B WA T JC A S 4H , CD8+ . CD147 . VWF 7K
WEES TR, 25851 %E X (P<
0.05). WL#E 3,
2.4 ANE LT k40 MR . CD147 & VWE 7K
5 TIA 35 BGEEAE & AE 8 AH M 53 B

Spearman 43 M1 45 5 s, TIA BB & AR S & 4=

5 A JE I T 34k T 48 B VA (CD3+ . CD4+ . CD4+/
CD8+) A%, 5 CD8+ .CD147 . VWF /K5 1F
X (P<0.05), WLFE 4,

3 itig

TIA % 9 F5 22 i) (0] 45 0, BB 3 38 % 78 &2 R 60
min PR IEH , BOA BEAS 2 B AR 40 8 38 AR I R
SEARTE O o R4S TIA X BB HLACHT e 1) J2 ] 30k
i3, 5 3 [ [ 37 A< Hp ph 2 AT 42 18 TIA R 354 57
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®3 AERHIERERATIA BENEMLTHEHEITEE . CDI47 K VWFKE (x+5)
Table 3  Peripheral blood T lymphocyte subsets, CD147 and VWF levels in patients with TIA with different early clinical

outcomes (x+s)

415 n CD3+(%) CD4+(%) CD8+(%) CD4+/CD8+(% ) CD147(pg/L) VWEF(U/L)
Jiki A L 2 28 17.21%5.14 9.88+4.96 33.49+8.16 0.32+0.11 11.97+2.38 245.35+29.87
Te A FE L 74 35.42+10.93 23.32+9.87 26.93+4.30 1.93+0.37 4.32+1.04 201.42+20.13
o 8.450 6.849 22.588 22.642 8.546
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

F4 SMEAMTHEAMIE.CD147 R VWFKTES
TIA BEMEIE R EEIHEXES T
Table 4 Correlation analysis of T-lymphocyte subsets,
CD147 and VWF levels in peripheral blood and the

incidence of cerebral infarction in TIA patients

foki TR AE K e R
r i PAH
CD3+ —0.436 <0.05
CD4+ -0.517 <0.05
CD8+ 0.498 <0.05
CDA4+/CD8+ -0.613 <0.05
CD147 0.572 <0.05
VWF 0.529 <0.05

BIYAYT I . BF9E oK, 345 TIA B35 &k A4k
RAERGAE B 1 AN AR B R R BT R, T E
M 8B A e 4 ROE TR T . BORS E T TIA
FBE T AR BE ) e A 1 O, 2 H AT TIA B9 3 S A 5T
Jrinl .

A1 JE ML T K 4 B W B 32 AL 45 CD3+ |
CD4+ ,CD8+4H fitd, AT A7 8 I AN [R5 Y
S e DIREAE O, I R IG T W5 M TS AR
6 FIEM . vl B s gl e 25 R R W,
1] I T 95 EEL 200 i STV 118) T4 A 2 55 Wi i I %65 9 95
YRR RTE O . A SCEE R oK, LA
CD3+ ,CD4+ , CD4+/CD8+ I i i T % B 41 , H:
CD8+ ]t /& T X B4, 5 1 el 55 W 5 45 R AH
Fo 4878 TIA B s ifeke (k. CD3+2&—2K&
HEGY, T EES S 2 T4, #Fi2
5 T bk e 4 A R 0 e B i L B s CDA+YE 3 Bl T
2 i R 422 A0 3 A B 2 240 M 0 B A
[ G 98 0 25, T CDA+E 15 BT s S b Al B f= , vT o
CDS+EE LT AT 5, 2 177 Bk 1 A0 T2 Bl 22 i) 4
B T UM, 51 AR AU A 2 10 S B8R 1, 55 41 A
IR o AR SCEE R BN AN G B R B TIA B
CD3+ .CD4+ ,CD4+/CD8+ 2 8l &5 1 4 < rh 1 4H <1k
fE 2, CD8+ 2 B i fi 21 > fis 1 > IR AG 2 Bk A 3
2H TIA 3% CD3+ .CD4+ .CD4+/CD8+ A% T 7t

Jiki 158 FE4H , H: CD8+ i T Jo i #H L 4H ; TIA f8 5 ki
FEBE & 4= % 5 CD3+ , CD4+ . CD4+/CD8+ 2 11 4
X, 5 CD8+.CD147 . VWF /K F 5 IF A ¢ ; 528 18
RAE T AR 4S8 AR — B, I LR R N A I
FORASTT IR A0 3[R PR 2 S PR e e R &
AEFEHLATE A 5 i Y HUA S ) |, e sE Dihesz 2 —
JE S, B CD3+ /D ; 1M CDA+95 /b 5 CD8+1
JT R85 40 B T 40 b A0 il T 20 i 8 n
T AL G e T 95 R AR 2 LA OG5 Bl TIA a1
)" R BEBG I, B S R e iE— 20 250,
I CDS+A AL R M S iy 1) & A, Bt T ik
FERI RS o 53— 7 T, WFY R CD147 1Y 3R B X)
Bl ks BERE AL AF AE VR AE RE I . 1 VWE 1] 7 20U
e 1 5 P 00 ) R 2 6 i A BB ) R A —
WEIAE DY A SCHF ST 45 5 S , S22 CD147
VWE 7KV 5 T % BRAT ; A [m] 46 6 78 BF TIA /B3
CD147 . VWF 7K V-2 3l . S fa g > h fa 4 >R fa 4
it 5E2H TIA H % CD147 . VWF K & & T8
it FE e, H Spearman 43 M7 45 i TIA £ 35 ik 4 5E
%R 5 CD147 . VWF /K S 1E M6, 5w g 28
G EE e — 8. MR Sy 1 A5 P Rz 40
P I 2 3% VWE 1942 5, 3 3500 H VW 7K
AKEF R T VWE ZKE T 5 2 i — 25 A R i/
M & A BEAE i LR & AR IR BE 5 53 40, P A
KA T R SR AS I, C SO B A RE AR HE SR AR AL
BEH I B, [ Bt 2 000 38 % 2 40 i 1) CD147
PRlF-3Rik , REUME H CD147 /K5 o

g5 b AN E T Wk EL 41 B Y .CD147 2 VWF
K5 TIA B3 5 RS I3 A7 B0 A DGk, vl
h TIA B 2 R A A AE Y T A R A

S 3k

(1] JEEOR, £iz g 0, 55 . L7 AT %% CD4OL Fi1 CD147 7K
V-5 2 Mk I 2 A R I PR B U 4 A DG M A [T ]
PRICHRIE AT S IR, 2021,28(7) :1202-1205+1211.

(F#% 1177 )
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S i AN S A ARG AR A B B R 58248 53 B
RER A EF ERZ AFR LA ANA

(8 ZE] B XF 4 0] 5005 Mk 40 2545 AE £ LR AT I PR 2 8023 A R0 PR A8 S A6 ), B iy R
SRR Ak HEER 2018 & 2021 AF 3 B AT L EE B B R 40 B SR I A BB LAET TG S R AR MR K
A MLH R A A B A B R AN A 2 S SR A A B2 A BRI I L AN B A AR Y 4 R L 3R
HUAJE i DNA X B LR A7 w8 38 a2 0 P, I 1 6 728 S5 67 o5 6 8 2R B B3 E AT Sanger WP 46 01E . £R 4
B LI s gk 12, 58 3 I KA 2, AR L I AH S5, I 20 B s (2 R DL A Az B IR, &F
E2 S N O N 118 /s TN E I 1 o= = a1 B S SRR e oy e A O
44 )L AT BLPIRG I, Horp, 3 49 5 L PRFI (NM_001083116.2) 3 A ¢.1349C>T (p.T450M ) 4fi & 58
A% 14 B L UNCI3D (NM_199242.2) H A ¢.3134C>T/c.754-8C>T (p.T1045M/p ) 5 45 Z 4 578, AN 3
DRI ) s L5788 S et A 22 A ) 40 i ] g BE DR ST , AS ORI — BT 0 & A8 5 o 2R A I IR R
DRG0 485 5L 3 4510 B )L A2 I oA 5 8 P e 1t e 7 U2 2 9 40 i 389 A4 4 2 75 (OMIIML: 603553 ) , 1 14l 2 L8
W7 Ay % 1 P I L 40 M 27 5 AiF 3 B (OMIML: 608898 ) . 4518 PRF1 . UNCI3D JE K 5875 1] fig & 4 {9 L
1 30 R A o

[E8E]  FIETEWE N AN MLE A AE ; PRE1 LN ; UNCI3D 3EH 5 JEH 58748

Clinical features and gene mutation analysis of familial hemophagocytic lymphohistiocy-
tosis

ZHOU Bailing, HUANG Tilong, ZHUANG Yu, SHI Shulan, ZHAO Guangzhou, XIA Shimei, KUI Liyue*
(Department of Clinical Laboratory , Kunming Children’s Hospital, Kunming, Yunnan, China, 650228)

[ABSTRACT] Objective To analyze the clinical phenotype and screen the genetic mutations in four
children with familial hemophagocytic lymphohistiocytosis to clarify their molecular biology etiology. Meth-
ods From 2018 to 2021, 4 children who were diagnosed with familial hemophagocytic syndrome by medical
history collection, physical examination, blood routine, blood biochemistry, abdominal color Doppler ultra-
sound, bone marrow cytology. DNA was extracted from patients’ peripheral blood for high - throughput se-
quencing, and Sanger sequencing was performed on family members for mutation sites. Results All four pa-
tients presented with fever. A complete clinical examination was performed, and the results showed that the
children had abnormal blood items, cytopenia (involvement of more than two lineage cells) , liver/spleen en-
largement, decreased fibrinogen, and increased serum ferritin and serum triglycerides. Hemophagocytosis can
be observed in bone marrow, and malignant cells were not found. Gene sequencing was performed in 4 chil-
dren. Among which three patients had a homozygous mutation in the PRFI (NM_001083116.2) gene ¢.1349C>T
(p.T450M) , and one patient had a homozygous mutation in the UNCI3D (NM_199242.2) gene c.3134C>T/
€.754-8C>T (p.T1045M/p) compound heterozygous mutation. The missense mutation sites of the two genes are
highly conserved across multiple homologous species, and a novel intronic variant was detected. Combined

with clinical manifestations and genetic testing results, three children were diagnosed with familial hemophago-

AR AR T T AASR B (2020-11-01-122) 3 94 7 T A A A 30 B (2022-SW (3£ K )-007)
Vet 4n . R W OLE B RARA, &, L9 650228
*iBAE A A F A, E-mail : kuiliyue@etyy.cn
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cytic lymphohistiocytosis type 2 (OMIM : 603553 ) , and one child was diagnosed with familial hemophagocyt-
ic syndrome type 3 (OMIM: 608398 ). Conclusion PRF1 and UNC13D gene variants may be the pathogenic

causes of 4 cases.
[KEY WORDS]

mutation

W 1L 200 Jf 255 A0, SR G i 240 B P A 12 2H 2R
21 Hfd 44 2 5 (Hemophagocytic lymphohistiocytosis,
HLH) , J&—F LA T Jbk 248 R0 05 200 e 3 o it A
ok FESEFE AR ) S B . HLH 23Ry J5 1
Figk AR A R % 1 HLH A14% 2% M HLH
(Familial hemophagocytic lymphohistiocytosis, FHL )
Rtk G s BRI 5E HLH. J5 % P HLH & Y
EARBREB %, il H LA T )LE, 4k & Pk HLH % 5
G BRI X S MO AR O . HLH &
BB HE JH R A B R IE . K
PE HLH 38 5 2= I —Fh 205, tE A KW be,
2 LD/, JHE T K, R 1l ) R P 10 240 v D
1o BRI E R NK 2 I R 0 P U5 Bk
J&H, HLH 5 40231 T R A AT AR 50
(Natural killer , NK ) 4 Jiil P 43 30 P4 95 il 4% 19 T 1
M REAH G Y 2 22 518 . FHL 45 5 S E
B (FHL1-FHL5) , © A1 4 4~ 8095 5 A . PRFI
(FHL2) \UNCI3D(FHL3) .STX11(FHLA) .STXBP2
(FHL5) ", FHL1 4 0 3 X i R T 2 o AR IS
PRIT 4 ) HLH G2 LR Il R L, X 8 LR AT ik
PRI e, 45 & LR A5 B 2= 4r B, i T PRFI
UNCI13D H:H 52728 2 L o3 F AP 2= 8os R A

1 #MRITE

1.1 BJL— RGN

PRI 2018 2 2021 4 2] B B 17 JL 2 B= Be K 56
BER M 4 1 EIL, ok A 2 g HL X, AR 2~10 %7
2524  HH LM AL, Kl 37.8C~
40.0°C, Hop A5 9 451 £ L HE BRI g IR S IR
W4 AL FNGE R BN 0L IR BTk, R b T 4 1m
REE KA . AHFTE LB PR AR PR S L SR
FERZ WS B L8 1 R B2 B s R 2
CRJLH I ARE) .
1.2 LI =ERAr
1.21 kA

AT IME B, A AR, BE LTI RE , S g T
KRS E R,

Familial hemophagocytic lymphohistiocytosis; PRF1 gene; UNCI3D gene; Genetic

1.22 HHEE A A

i aE ORI ER L R W R
T, AT EC YL 75 IR YL €, Rk
1.3 by

2 BILEE R &, B R L S A Bk i
3 mL, >R ] i 18 5 00 5 45 AR o B A 5 5 A Ok
3 A, R & ACMG (American College of Medical
Genetics and Genomics ) ¥ R Fl & A8 55057 1 19 2500
Pk dE i Sanger M 5 i der ik R L & B 9848
K ACEEPEPERGI

2 HFHR

2.1 I RAS I 2

A9 LI A7 A e B0, /MG, I 4 i D
D2 R LAz B BRE AT, S H =
Fiss I 9 , AIG £F 2 2 1 D0l A , 48 1 ) BE R A,
T B0 B4, 1 ) AR L NK 40 R R
WL L,

2.2 JERKEIZ,

BIL1.2.3 43 34 PRFI 3 A ¢.1349C>T
(p.T450M ) 2l 5 52748 | S SLSEAE | F 30 4 i 11 265
450 v 93 R R 1% HH AR & R A0 . Sanger I 7 4T
K ARYE, 3 6] 8 LI EE4 h PRFI ¢.1349C>T
A AT A, DL R AR Al s A F AT A BE
£ L 4 UNCI3D 3£ 31 5 4 B F A7 7E ¢.3134C>T
(p.T1045M) 2 A 5848 , H UNCI13D 3£ H 9 5 N &%
T IX I AFTE ¢.754-8C>T 244 2875 , Sanger I ¥ 1IF
52 e.3134C>T 425 =748k B T HAEE, ¢.754-8C>T
HAERDKATFHAE 2N ERINEERAR
L APE AR L. WK 2, Hr, e 754-
8C>T v 5 A # HGMD %4l 172 5%, J& T & AR
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HLH Ilfi PRAR B J% HLBRk = i 53 1 e A7 0]
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K1 ABHLHBILEEEREEER
Table 1 Main clinical findings of four children who with HLH
ESS 0N Bl BL2 £IL3 B4 ZHH
— el M 5 & 5’y %
AR 10 % 9% 3 H 10211 H 2% 4 A
FIAREAR RIA KR IR RIN KINNETE
I H =Kk 1.07 | 3.75 | 2.15 | 3.75 | 5~12x10"/L
e 24 6 265 X 0.44 | 0.70 | 0.67 | 0.93 0.88-5.7x10°/L
2141 ity 3.88 | 2.77 | 3.57 | 4.24 | 4.41x10°/L
IMELEE 102.00 | 73.00 | 91.00 | 116.00 110~148 g/L
1L/ 24.00 | 65.00 | 40.00 | 247.00 100~450%x10°/L
A1k TN 2 TR i e Tt 300.00 T 18.00 27.00 254.00 1 0~40 U/L
KA R G ity 366.00 T 35.00 51.00 1 79.00 1 <40 U/L
H it =1k 6.59 1 281 1 482 1 135.00 1 <1.13 mmol/L
HH [ i 223 | 1.69 | 2.05 | 4.96 2.8~6.5 mmol/L
FEIMTORE B DR A 13.10 1 14.30 1 13.30 1 13.00 11~13s
APTT 41.90 1 37.80 1 41.50 1 42.70 1 23~37s
LR R 1.50 | 2.07 | 1.37 | 1.89 | 200~400 mg/L
REF IIRGEE = 3100.00 T 653.30 1 901.20 1 1030.00 1 10~291 ng/mL
T ST B CD4+:47.22 CD4+:4‘7.43 CD4+:58.80 CDiL :31.50 CD4+:27%~K55%
CD8":20.41 CD8":23.52 CD8":19.60 CD8":17.52 | CD8":19%~34%
NK 4y 237 5.731 6.73 1 27.93 1 4%~23%
HeE SR JHFARR R, ML v B b o [LPN JLE v R iR JiiRiEPN
B A A EIARAREL A ULWE A T L i 2 IR ]

A

B

C

D

T 100x, I HG 5 Yo g5 R . B RE T I BRI S (LT k) R R UMM 8 5 s A B .C A D iR B IL 1 .2.3 Fl 4,
B1 4B HLHBJLHEBRELR

Figure 1

K Z 1 PRF1 3£A

Wit/c.1349C>T | Wt/c.1349C>T

¢.1349C>T/c.1349C

+ @

>T ¢.1349C>T/c.1349C>T

K Z 2 PRFI 3N

Wt/c.1349C>T | Wt/c.1349C>T

% % 3 PRFI 3

T ITHEACR T B e AU o bk s IR AR AR, KA
B2 4BlBILKFEE

Figure 2 Family pedigree of four patients

1-2

Wt/c.1349C>T Wt/c.1349C>T

¢.1349C>T/c.1349C>T

2 4GIHLH BILHERKMER

Bone marrow examination results of four patients with HLH

K F 4 UNCI3D N

Wt/c.754-8C>T | Wt/c.3134C>T

'l

¢.754-8C>T/c.3134C>T

Table 2 Gene sequence of four patients with HLH

B A SN TFINE T cDNA HIEW s IRE ACMG P 3 Sk
Bl PRFI Extron3 ¢.1349C>T p.TA50M afify Pathogenic LB A 4T [8]
BJL2 PRFI Extron3 ¢.1349C>T p.T450M alisy Pathogenic WSS/ it [8]
BIL3 PRFI Extron3 ¢.1349C>T p-T450M gty Pathogenic MNP/ i [8]
BL4 UNCI13D Extron31 ¢.3134C>T p.T1045M Tty VUS BEEZe G5 [9]
Bl 4 UNCI13D Intron9 .754-8C>T p.? 74 VUS LRI AT Novel

7 : VUS, variants of uncertain significance , Ilfi R & XA IR AR 5 .
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FHL A 5 /> W. %! (FHL1-FHL5) , K %) 70% I
FHL JZ: i PRFI 5%, UNC13D W3 g 28 A8 k2 515
", PRF1 2 i 2 LR B A, 2R LR ORI bk
FEUL I SR, UNCI3D Yt Muncl3-4, 2 T 41
JiEL R NK 200 o 0 il R A 3 ) R R ES
SEINE 265 4428 Hp R (1% 06 1T 200 Af P 6k EL 2 2 4
Jf 348 22 0 FR B HEAT 3 R 43T L FE 87 44 (32.8% ) i
oW g B L A S, Hoh 36 44 (13.6% ) 1
UNCI3D " i BLAR A, 18 44 (6.8% ) fE PRFI H i
AR . ABFTEAT 4K R IEAT AW F A
I ARG A F1 L PR RN 285 28, BB L 1.2 .3 PRFI S
c.1349C>T 4 & %€ 78 , 12 Wi iy FHL2; £ L 4
UNCI3D %M ¢.3134C>T/c.754-8C>T A& 42 4 5%
A% 2 Wk FHL3, UNCI13D $:[H ¢.754-8C>T 137 5
KA SCHRHRE H B M, T AL R 2 8 e vh i
I 5 7805 R K 0.000199681 , 28 78 AR , AR 4
ACMG 32 M R R B AR 5

PRF1 JERA T 10 5 4L o ik g21-22, 4 3 -4
BT Hp 1SN B TFAS S 45,2 5/ 3 54k
T4 555 N E LR AR FEA I ZEFL R E A .
PRF1 3K 4 i 1) 2 £ % 2 11 .45 MACP/CDC 45
Fa 3R (22~375 & 3R ) . b B2 A K R (epidermal
growth factor, EGF) % #4 1 (316~412 % L R ) F1
C2 A I (B FERRFR JE 413~540) 1, C2 L Hg 18 A
HABRSSEN  ENSFAREA 514
R W5 F 2456 h R AECHER, 228 AL R
AR b EL L AR B ILL 2.3,
PRFI 3£ 3 5 4P B 7 ¢.1349C>T (p.TA50M ) 4l 45
AR SN T C2 S5 A I, AT RE R 2R R T EE, B
A 20 SCHR B 1% 48 507 7 FHL BB R
SO S R

UNC13D %K 4w 6% Munc13-4 , 2 T 4l ifg fl NK
4 M RE RS R PR B R OCREER 1T . UNCI3D J
HAL & 32 AN F 31 AN & 71 R IR IE R
SCRkH, 2 ARSI RNN SR AR B R A
A 7 53.4% F1 46.6% , /™ H AR B 3 () AP - 548
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Effect of SGLT -2 inhibitors on atrial fibrillation in patients with heart failure and its
influencing factors

ZHOU Lili, YANG Yuanyuan*, ZHOU Ni

(Department of Cardiovascular Medicine, Anhui Maternal and Child Health Hospital, Hefei, Anhui, China,
230000)

[ABSTRACT] Objective To explore the effect of sodium-glucose cotransporter 2 (SGLT-2) inhibi-
tors on atrial fibrillation in patients with heart failure and its influencing factors. Methods 200 patients with
heart failure admitted to the Fifth People’s Hospital of Hefei City from May 2018 to May 2021 were retrospec-
tively selected as the study objects. According to the patients” SGLT-2 inhibitor use in medical records, the pa-
tients were divided into a group taking SGLT-2 inhibitors (n=100) and a group not taking SGLT-2 inhibitors
(n=100). Patient data, including general data, physical examination report and serological examination, were
collected by medical staff. The incidence of atrial fibrillation was compared between the two groups. The pa-
tients who took SGLT-2 inhibitor were divided into the occurrence group (n=13) and the non-occurrence
group (n=87). A logistic regression model was used to analyze the influencing factors of the occurrence of atri-
al fibrillation after taking SGLT-2 inhibitor. Results The incidence of AF taking SGLT-2 inhibitors was sig-
nificantly lower than that of not taking SGLT-2 inhibitors, and the difference was statistically significant (7=
4.678, P<0.05). Univariate analysis showed that left atrial diameter and NT-proBNP level were the factors af-
fecting the occurrence of atrial fibrillation (OR=1.043, 1.069, P<0.05). Multivariate Logistic analysis showed

that small change in left atrial diameter and high level of NT-proBNP were independent risk factors for atrial fi-
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brillation in patients taking SGLT-2 inhibitors. Conclusion Atrial fibrillation in patients taking SGLT-2 inhibi-

tors is related to left atrial diameter and NT-proBNP level. Taking SGLT-2 inhibitors can effectively reduce the

incidence of atrial fibrillation in patients with heart failure.

[KEY WORDS] SGLT-2 inhibitor; Heart failure; Atrial fibrillation; Factor analysis
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Effect of DDR1 on invasion and epithelial-mesenchymal transition of colorectal cancer
REN Qingxia', TIAN Bin*, SU Tong®, SUN Liangchen’*

(1. Department of Reproductive Medicine, Rizhao People’s Hospital , Rizhao, Shandong, China, 276800 ;
2. Department of Clinical Laboratory , Rizhao People’s Hospital , Rizhao, Shandong , China, 276800 ;
3. Department of Obstetrics and Gynecology, Rizhao Maternal and Child Health Hospital, Rizhao, Shandong,
China, 276800)

[ABSTRACT] Objective To investigate the effect and mechanism of discoid domain receptor 1
(DDR1) on invasive epithelial-mesenchymal transition (EMT) in colorectal cancer. Methods From January
2018 to January 2021, 60 cases of colorectal cancer and their paracancerous tissues underwent surgical tumor
resection in Rizhao People’s Hospital were collected. Immunohistochemistry was used to detect the expression
level of DDRI1 protein in colorectal cancer and adjacent tissues. Human colon epithelial cells and colorectal can-
cer cells were cultured in vitro, and the expression level of DDR1 protein was detected by Western blot.
Colorectal cancer epithelial cells were then divided into DDR1 -negative interfering fragment group (DDR1-
NC), DDRI interfering fragment transfecting group (DDR1-siRNA ), DDRI-overexpressing irrelevant frag-
ment group (OVE-NC) , and DDRI1-overexpressing group ( OVE-DDRI1 ), Western blot was used to detect
the expression changes of DDR1, IL-6, STAT3 and EMT-related proteins. The invasion of colorectal cancer
cells was detected by Trasnswell. Results Compared with adjacent tissues, the expression of DDRI protein
in colorectal cancer tissues was significantly increased (P<0.05). Compared with human colon epithelial cells ,

the expression of DDR1 protein in colorectal cancer cells was significantly increased (P<0.05). Compared with
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DDRI1-NC group, the expression of DDR1, IL-6 and p-STATS3 proteins in DDR1-siRNA group decreased (P<

0.05), the invasive ability of colorectal cancer cells was decreased (P<0.05), and the EMT process was inhibit-

ed. Compared with the OVE-NC group, the expression of DDR1, IL-6 and p-STATS3 proteins were increased

(P<0.05), the invasive ability of colorectal cancer cells was increased (P<0.05), and the EMT process was pro-

moted in the OVE-DDRI group (P<0.05). Conclusion The expression of DDRI is increased in colorectal can-

cer cells, and it can promote colorectal cancer cell invasion and EMT by regulating IL-6/STATS3 signaling.
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transition ; IL-6/STATS3 signaling
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Relationship between serum sTREM-1, KL-6 and copeptin levels in children with severe
pneumonia and their prognosis

CHEN Xiaoni*, FU Yafang, LI Huan, SUN Aili

(Department of Pediatrics, Shangqiu Municipal Hospital, Shangqiu, Henan, China, 476100)

[ABSTRACT] Objective To investigate the expression of soluble myeloid triggering receptor 1
(STREM-1) , salivation glycochain antigen (KL-6) , and copeptin in children with severe pneumonia (SP)
and its relationship with prognosis. Methods 104 children with SP admitted to Shangqiu Municipal Hospital
from November 2019 to June 2020 and 68 children who underwent healthy physical examination during the
same period were selected as the observation group and the control group, respectively. The serum levels of
sTREM-1, KL-6 and copeptin in the two groups were compared , the logistic regression model was used to ana-
lyze the relevant factors affecting the prognosis of children with SP, and the ROC curve was drawn to analyze
the prognostic value of sSTREM-1, KL-6 and copeptin in SP children. Results The levels of sSTREM-1, KL-6
and copeptin in the observation group were significantly higher than those in the control group, the differences
were statistically significant (P<0.05). After half a year of follow-up, there were 33 cases with poor prognosis
and 71 cases with good prognosis in the observation group. The expressions of STREM-1, KL-6 and copeptin
in the good prognosis group were significantly higher than those in the poor prognosis group, the differences
were statistically significant (P<0.05). Logistic regression analysis showed that underlying diseases, abnormal

levels of STREM-1, KL-6 and copeptin were independent risk factors affecting the prognosis of children with
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SP (P<0.05). The ROC curve showed that the AUC, sensitivity , and specificity of the three combined detec-

tion were 0.950, 0.970 and 0.915 respectively, significantly higher than the single detection of the three (P<

0.05). Conclusion In children with SP, the expression of STREM-1, KL-6 and copeptin is higher, which is

an independent risk factor affecting the prognosis of children. The combined detection of the three factors pro-

vides an important reference value for the prognosis of children with SP.
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Relationship between IL-6, SDF-1, ET and prognosis of rt-PA in patients with acute
cerebral infarction after intravenous thrombolysis

HAN Quan', WEI Lai *, HU Caiying**

(1. Department of Public Health, Wuhan Red Cross Hospital, Wuhan, Hubei, China, 430000; 2. Depart-
ment of Cardiovascular Medicine, Wuhan Red Cross Hospital, Wuhan, Hubei, China, 430000; 3. Depart-
ment of Internal Medicine, Wuhan Red Cross Hospital, Wuhan, Hubei, China, 430000)

[ABSTRACT] Objective To analyze the relationship between interleukin-6 (IL-6) , stromal cell-de-
rived factor-1 (SDF-1), plasma endothelin (ET) and prognosis of recombinant tissue plasminogen activator
(rt-PA) in patients with acute cerebral infarction (ACI) after intravenous thrombolysis. Methods 151 ACI
patients who received rt-PA intravenous thrombolysis admitted to Wuhan Red Cross Society Hospital from
March 2020 to March 2022 were selected, and were set as the observation group, another 162 healthy people
who underwent physical examination during the same period were selected as the control group, the levels of
IL-6, ET and SDF-1 were compared between the two groups. According to the results of modified Rankin
scale after 1 month of treatment, the patients in the observation group were divided into the good prognosis
group and the poor prognosis group, Logistic regression analysis was used to analyze the risk factors affecting

the prognosis of patients after intravenous thrombolysis with rt-PA. Results The levels of IL-6, SDF-1 and
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ET in the observation group were higher than those in the control group, the difference was statistically signifi-

cant (P<0.05). There were 112 patients in the good prognosis group and 39 patients in the poor prognosis

group, and there were no significant differences in age, gender, smoking and drinking history, hypertension,

coronary heart disease, TOAST classification and Fib levels between the two groups (P>0.05), there were statis-
tically significant differences in NIHSS, GCS scores and IL-6, SDF-1 and ET, HbAlc and D-D indexes between
the two groups (P<0.05). Multivariate logistic regression analysis showed that serum IL-6, SDF-1 and ET lev-

els, NIHSS and GCS scores were independent risk factors for poor prognosis in ACI patients after intravenous

thrombolysis (P<0.05). Conclusion The abnormal expression of IL-6, ET and SDF-1 is closely related to the

poor prognosis of ACI patients after intravenous thrombolysis. Effective detection of these three factors can pro-

vide reliable basis for selecting a reasonable treatment plan, thereby improving the patient’s prognosis.
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R4 HMBEFHKIREFEANRISEZE Logistic
513 53 #1
Table 4 Multivariate Logistic Regression Analysis of
Factors Affecting Poor Prognosis of Patients after Intravenous

Thrombolysis

(5 [A1 0 R % FrifEiR Waldf6  OR(95% CD{H P14

HbAlc 0.514 0121 1.621 1.635(0.742~3.628) 0.261
D-D 0.553  0.161 2.349 1.742(0.904~3.547) 0.127
NIHSS 143 0.547  0.136  6.074 1.801(1.116~2.754) 0.015
GCS P4 0.607 0224 6319 1.852(1.142~2.963) 0.007
ET 0483 0213 5327 1.543(1.016~2.618) 0.039
IL-6 0.802 0324 4.625 2.064(1.012~4.187) 0.041
SDF-1 0.618 0316 4.117 2.547(1.051~4.526) 0.038
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The expression levels and clinical significance of serum SUA, SCr and 32-MG in patients
with AECOPD complicated with hypercapnia

ZHU Haibo'*, SU Yongfeng', JIANG Yalin®

(1. Department of Respiratory and Critical Care Medicine, Guoyang People’s Hospital, Bozhou, Anhui, Chi-
na, 233600; 2. Department of Respiratory and Critical Care Medicine, Bozhou People’s Hospital, Bozhou,
Anhui, China, 236804)

[ABSTRACT] Objective To explore the expression levels and clinical significance of serum uric ac-
id (SUA) , serum creatinine (Scr) and B.-MG in patients with acute exacerbation of chronic obstructive pul-
monary disease (AECOPD) combined with hypercapnia. Methods 102 patients with AECOPD combined
with hypercapnia who were treated at Guoyang County People’s Hospital from February 2021 to June 2022
were selected as the experimental group, another 99 healthy volunteers were selected as the control group, the
serum SUA, Scr, 3.-MG levels were compared between the two groups and patients with different curative ef-
fects, and multiple logistic regression analysis was performed to analyze the risk factors for poor prognosis in
patients with AECOPD complicated with hypercapnia. Results The serum levels of SUA, Scr and B.-MG in
the experimental group were significantly higher than those in the control group before treatment, and the dif-
ference was statistically significant (P<0.05). The serum SUA, Scr and B:-MG levels in the poor prognosis
group were all higher before treatment than those in the good prognosis group, and the difference was statisti-
cally significant (P<0.05). Multiple logistic regression analysis showed that high levels of serum SUA, Scr

and B.-MG before treatment were risk factors for poor prognosis in patients with AECOPD complicated with

FAR B R E AR S TR %R B (202104§07020052) 5 E M T E EAFL X (B F 2% )R B (bzzc2021019)
AL AR EARERFRY & EE ESH, S8, 2 M 233600
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hypercapnia (P<0.05). Conclusion The high level of serum SUA, SCr and B.-MG expression before treat-

ment can affect the prognosis of AECOPD patients with hypercapnia, and measures should be taken to prevent

the occurrence of adverse events.
[KEY WORDS]
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1.4 FEiteaorik

K SPSS 27.0 Geit s B4 o Bl 1 e
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At Lo
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B TR IR, 2 A S R L(P<0.05) . LK1,
1 WAME SUA. Scr.p2-MG KFLLE (vxs)
Table 1 Comparison of serum SUA, Scr and B2-MG levels

between the two groups (x+s)

2H 5 n  SUA(nmol/L) Scr(umol/L)  B:-MG(mg/L)
I 102 3.82+0.59 128.63+15.41 4.57+0.53
XHEZH 99 2.96+0.39 89.32+10.77 1.92+0.23

t{E 12.153 20.905 45.742

P1a <0.001 <0.001 <0.001
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JEAN R 23 0], A S RAF 79 0], Horh g 4R 0% 1k
7l . COPD i e AR 5 K00 L 22 S e i+ X
(P>0.05) , HTUF R A R ZHIA Y7 AT 0L SUA . Ser
B:-MG /K27 T Hln RA4rdl, 2R A Gt
(P<0.05), W2,

R2 W AECOPD i BHEMEREMENEEE

T (xxs)

Table 2 Single factor analysis on the prognosis of AECOPD

patients with hypercapnia (x +s)

2= e Ry BUEAR

(n=79) (n=23) Zii - PiE

AR (%) 59.38£5.71  59.56£5.84 0.132 0.895
P CH ) 44135 14/9 0.194  0.659
COPD i f# (4F) 8.74+1.51 9.05+1.46  0.823 0.385
WEFE B (kg/m?) 20404139 20.09+1.52  0.922 0.359

JAYTTHT SUA(nmol/L)  3.57+0.51  4.68+0.86  7.748 <0.001
VAT AT Ser(pmol/L)  118.74214.92 162.60£17.09 12.002 <0.001
VRIFHT B-MG(mg/L)  4.21£0.56  5.8120.43  12.643 <0.001

2.3 5% AECOPD 15 Jf: fai ik Fi2 IfiL E f8 35 T J5 A
KL fG 6 R 25 o0 Hr

K 229G Logistic [81JA 434 vl &1, 347 117 ifL 75
SUA . Scr.B.-MG =i /K- & 521 AECOPD 4 3 i filk

W2 MUAE R PR A RISERIA R (P<0.05) . WA 3.

&3 W AECOPD §HSHEBMEREMERRE
e EE S
Table 3 Risk factors influencing poor prognosis of

AECOPD patients with hypercapnia

AR B1H SE{H ORME  95% CI

VGIT7 AT SUA (1.7~ 8.3 nmol/L=0,
>8.3 nmol/L=1)

WBITHT Ser(35.0~80.0 wmol/L=0,
>80.0 wmol/L=1)

VRITHT B-MG (1.0~3.0 mg/L=0,
>3.0 mg/L=1)
3 iTig
AECOPD Jj2& COPD %45 & i F i dE Z =,
H Al RN A AECOPD 1 & A= 5 IR B IR 25K
V5 YL SRR E AT 2, AECOPD i #1622 R 2 1k
L INEE T AU SAE S, B IRGE S i it —
AHERI, 3 A B AR N, BHAR R B R S R )
REiZ 1T, T BT R G Ak T 7™ & 1y 9% 55 AL 2R
B, AECOPD 45 - iR M AE £ 77 2 Il S5 A LA i
YT, B e 2 P SR A XS, 2 el I 52 B A
IR 4ECIR S R 9 AECOPD 838 ) it i ' T BE
PE IR ZMIFRAE. 1M B-MG 5 Ser 2 553
A8 2% DA G 0 A L7, b Ser & —F g A2 L
I, 2 UL PRI B 7=, R 28 B O 3 o P R
BUAR, J2: I i B T RS 1 — B 8H8 45 5 B-MG
W& —F/N T8, 0T A s S NeR, e E
IINEBE RN, 43 fif R Z TR | T A IR
BT B-MG & BN, A ER WA 17
W9 R I, 200 41 A8 IR YT AT IS Scr . Bo-MG 7K
TS T RA, 53 AvrE -8, Ui
Scr.B.-MG 7E AECOPD 45 I 55 ik iR Ii A £8 2 14 P
I REKE IR, T LR R AP R S R
B /NEXT B-MG YW , 531 B-MG K- T 5 1M
1o Al TR IR A 1 I R M R v B, S BOMLAR R
Bl A7, 1 B I AR 2 R U A DR T R
S 20 Scr B PR WCHE H 98D, HLA P Ser K1
SUA J2 4t B A5 Y 7= 4 , v 90% 7T 28 5 I 9% 7
UL, T 2% 10% 1 Bl PRIEHE 2 AR SO L
FEOr T, 5 SR i 7w S0 41 BB IR T T SUA ZKF 5
FXHRAL, 5B F AR AR A o IR
7, AECOPD i35 K 1 i A b S b A b A
S GIRENSEZS Y bk 2787 NN E S22 ok T EA8 7 =)
SR A B A R SUA, S BWLAR I SUA

0.574.0.138 1.775 1.355~2.327

0.3720.116 1.451 1.156~1.821

0.483 0.231 1.621 1.031~2.550
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VI A= il IR NN EZ S0 o8 RIEN 3 A 1187 A
B, 5 SO R A 0 3, B SUA AR 5L .
SUA K P Tt Ja S HERUF B I, F— 22 3 B 1)
A, IME AL, T SUA ¥ %L %6 M S i A
—E AR HEVEH , SUA & 3352 T4t AECOPD &
I =B IR 1 AE S8 BIR YT TS . #E AECOPD
B I e il TR I B R SR R P, B.-MG iE
5K FY R RNIEBE &Y, IR R
e FRAE SRy TR A 2, 3l 45 2 2, A1 1 SRy R A 2 1Y)
AR, PR E LRI RE , BRI P E . i
Ser AP 2 SO TR R, INE BRI KA,
HE—25 3 B TR, B KO Ser iR 2 X HLIA H W iE
oot IR 55 Z2 A4 k25 38 B4 % L 89 T AECOPD &
F =R TR IMLAE A TR YT R s LS
AIREINH B IO T, S R BR L IRYT
R MLV SUA | Ser . B.-MG 15 7K V- &2& 5% Wil AECOPD
B I v ik TR ILAE £B TS AN R A B R & TR
FIATET AT AAF o 5 SUA  Scr, B.-MG 4 46 1l
XN AECOPD 5 - 51 fik iR INILAE S8 2 9 Tl Jié
A FEH.

25 L RTR IR YT RT MG SUA . SCr.B-MG 7K
V- 35 235 I AECOPD & J: i i iR IfiL A £8 & 119 73
Je 17 50 7 AR AR SR BT IO 5 e, T B AN R R
K

S Ak
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L% Hey . ADAMI0. Gal-3 55 2 RUB% bows (8.4 S gl ik
S AEREARIT) A M

FWA HEmT FEP REAR' Fai

(8 E] Br FiEFEBERER (Hey) i A R-4 )8 E HE 10(ADAMI0) LRSS
% 3(Gal-3) 5 2 BUBERAG (T2DM) % S sh Bk RE R AL (CAS) AR ME . ik I i KoF B =
B 2021 4E 10 A ZF 2022 4E 10 H WGA 17 98 ] T2DM F R WZE41, 575 MR 45 51 | 48 1% DC 1 358 15 ] 300 1A A
AR 40 45 WX ML . K36 T A BIFFE 0 42 1L 3 Hey . ADAMIO0 , Gal-3 /K-, % [t 2 204845 22 5, 20 W 4%
TWFEHRS CAS R, 58 WA IL 45 Hl R 9 A T2DM 41, 53 |44 A T2DM+CAS 41, =41 58 %}
4 () BMI .FBG .2 h FBG .HbAlc .TC.TG .HDL-C .LDL-C .Hcy . ADAMI10 . Gal-3 & 7 45 1 351 50 Jbk o i v
)25 Ji (intimal media thickness, IMT) /K - L3, 22 5 Ge 17 15 X (F=61.934,67.925,65.751 . 24.465
305.08 , 24.638 . 24.789 , 133.902 , 43.027 . 183.94 . 305.08 . 265.287 , P<0.05) , T2DM+CAS #H £ % (1) TC .
LDL-C.Hcy .ADAMI10 ., Gal-3 2 745 fll] IMT 7K~F- 14785 T T2DM 4, 22 5% G it 1 X (1=3.064 . 12.111
8.168.7.575.8.568.12.111,12.089, P<0.05) . WML 34 2 IMT 5 ADAMI0 /7276 T SRR EAH G, 5
Hey Gal-3 £77E 5% A1 5 (r=0.524.,0638 .0.609, P<0.05) ; 45l IMT 5 Hcy . ADAM10 , Gal-3 7 7£ 50 AH 3¢ (r=
0.699.,0.609,0.693,, P<0.05) . 8l IF# Kt Hey , ADAMI0 ., Gal-3 ¥4 T2DM £ # CAS B &6 [ £ (P<
0.05). 4t T2DM B #H CAS WAL K2 Z i EE , A M Hey . ADAMI10 ., Gal-3 7K F-F =123
TN CAS 1 , IR L LA

[E8EiE] 2 BRI ; TSIk REREAL; [RIRP iR ; Aot & 2 -4 BB MR 10; LILHREER 3

Correlation between serum Hcy, ADAM10, Gal-3 and carotid atherosclerosis in patients
with type 2 diabetes mellitus

LI Lili', XUE Yunsong'*, LI Yiping®, ZHAO Dongyan', LI Yizheng'

(1. Department of Clinical Laboratory , the Affiliated Hospital of Yunnan University, Kunming, Yunnan, Chi-
na, 650031; 2. Department of Endocrinology, the Affiliated Hospital of Yunnan University, Kunming, Yun-
nan, China, 650031)

[ABSTRACT] Objective To explore serum homocysteine (Hcy) , adistintegrin and metalloprotein-
ase 10 (ADAMI10) , Galactose lectin (Gal-3) and the correlation with carotid atherosclerosis (CAS) in pa-
tients with type 2 diabetes (T2DM). Methods 98 patients with T2DM admitted to our hospital from October
2021 to October 2022 were selected as the observation group, and 40 healthy patients were selected as the con-
trol group according to gender and age matching during the same period. Serum Hcy, ADAMI10 and Gal-3 lev-
els among all subjects were tested, and the relationship between each indicator and CAS was analyzed.
Results A total of 45 patients in the observation group were included in the T2DM group and 53 patients in
the T2DM + CAS group. BMI, FBG, 2h FBG, HbAlc, TC, TG, HDL-C, LDL-C, Hcy, ADAM10, Gal-3

and left and right intimal media thickness (IMT) levels of the three groups were compared. The difference was

AR & d 4 AT ARG X R B [2019FE001(-092) ]

W Bla. . ZhREREEREFERRA, =&, L9 650031
2. EHMRFWEERES A A, =d, L% 650031
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statistically significant (F=61.934, 67.925, 65.751, 24.465, 305.08, 24.638, 24.789, 133.902, 43.027, 183.94,
305.08, 265.287, P<0.05). The levels of TC, LDL-C, Hcy, ADAMI10, Gal-3 and IMT in the T2DM+CAS
group were higher than those in the T2DM group, and the differences were statistically significant (7=3.064,
12.111,8.168,7.575,8.568,12.111,12.089, P<0.05). In the observation group, left IMT was moderately corre-
lated with ADAMI10, and strongly correlated with Hey and Gal-3 (r=0.524, 0638, 0.609, P<0.05). On the
right, IMT was strongly correlated with Hcy, ADAMI10 and Gal-3 (r=0.699, 0.609, 0.693, P<0.05). In the re-
gression model, Hcy, ADAMI0 and Gal-3 were all risk factors for CAS in T2DM patients (OR=3.461,
74.132, 15.017, P<0.05). Conclusion The occurrence and development of CAS in T2DM patients are influ-

enced by multiple factors, among which elevated levels of serum Hcy, ADAMI10, and Gal-3 can exacerbate

the condition of CAS, which needs to be taken seriously in clinical practice.

[KEY WORDS]

loproteinase 10; Galactose lectin 3

2 AUME PR I (type 2 diabetes, T2DM ) 23 5 i il
BRSSO AE R AT IR , S 28 R
A 30 B ik ok A A8 £k (carotid atherosclero-
sis, CAS ) J2 20 ik IfiL & 8 £k 5 FH 38 A , — e 1 5%
AR VAL, Bl = B 5 HE T 0 0T S bR A T
B, M T2DM FI CAS KA WL F , RAE 71 i
R, BN AE N R AR R Az . R B
Jbt 2 2 (homocysteine , Hey ) J2 IIfi PR I % UL 1fi % P4
B 20 R A A 8 B, T DL S I A T UL 4 A v
FE L CBEFMEEEAE £ 3(Galactose lectin, Gal-3)/E N
B G 8 1 012 SRS R, i — 2D 0%
T ARAEIRE . 7 oh, A -4 R E AR 10
(adistintegrin and metalloproteinase 10, ADAMI10)
B—RZS 5 MMM E A, 5905
A R IS AR R T A S O R A A DDk
FR o ARG AR IE T bR R A N R A A A3
Hr T2DM I CAS F8 3 1Y 45 T ML 45 AR 224k , IF R
A IR A 5 CAS By X &, DLtk M Iife IR A 58
T2DM Jf CAS (# Ifi. i bR s My 3 o — E BRI

1 ARSI

1.1 — R

TEHL 2 K2 B B2 B 2021 4F 10 H & 2022
4E 10 H Wi By 98 il T2DM #3% h WL 22 20 BF 58 %F
5, 5y ARG R ) LA i D T 26 ) 30 ARG ik i 2
40 2 M XFRELL . AR 52 1], L 46 i) 5 4R 7
17(50.62+£8.06) % 5 Wi 2134 (7.84+£3.28 ) 4T 5 W A
41 1], PR 50 B, xR 22 44, 18 44 AR IR
FH4(50.50+7.64) % 5 AR 12 6], DB 16 il P4
WEFE R ] AR08 55— M RN L, 22 7 o4t i+
B (P>0.05) o AWFGY I A8 B B2 2 1 B it

Type 2 diabetes mellitus; Carotid atherosclerosis ; Homocysteine ; Adisintegrin-metal-

HEF R, A R R E S

PAE : QIR E SR GEAL , SR 512
PRI QA IR=18 % ; QI ARIAIT TR TC 1R ; DR
KR E G R &, & Z MR E A HEBR bR U
OF IR ER ARGy ; @b T 2RI A ;
e ™ H o I g At U 25 T RE B A ; DO H R
RRIIRE S5 s @I (3 AN ) TR s SOt .
1.2 T2DM 2 WrhrifE

27 2020 4F 3 [ B JK 95 112> (American Dia-
betes Association, ADA ) "/ HI H [E 2 BB PR i B
IR (2020 4 17) ) X T2DM [I2 Wik i, 4
AR B ARG N R EE T R A MRDBE PR RE AR, OF
A VLR Hop— I AT 8612 . D53 18 14 (fasting
blood-glucose , FBG ) =7.0 mmol/L ; Q¥ i fif J5 2 h
1. B =11.1 mmol/L ; @ B #L Ifil 4 =11.1 mmol/L ;
@WEL ML LT K F=6.5% .
1.3 ik
1.3 —FERhic s

W g H B — TRl PR AR Y L B Ak
5 T2DM J WK BB R B 4
1.3.2 LR EFRIR

TEH R M (ZE BT =8 h)RET , iU
A RFFE XS G I FR BRI 5 mL, LA 3 000 r/min 3 2R 2
ODAETE 10 min (E£ 10 cm) , BB E W, &
T -10CUKFERAE , Rt S BV Uk o R DTG 7 = Ui
TSR A D IR R R AR S0 Bl
U8 o SR HI MS-680 4 A sl A4k A AT (L i R RE
ST o DR B2 ] , WA U 20192220475 ) D il <
o € W FfF 52 55 (ELISA) 45 1) ADAMIO | Gal-3 7K
S DL A AL BEE RN FBG L 2h FBG, LA
RS0 R 5 A IR Ak i 21 28 1 (glycosylated hemo-
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globin, HbAlc) 5 DA RE A IS JIH [ B (total choles-
terol, TC) . H ¥ =[5 (triglyceride , TG) . {5 % Ji£ I
#E F1 AH [& B (high density lipoprotein cholesterol ,
HDL-C) ik % J& 5 4 1 i1 [ 5% (low density lipo-
protein cholesterol, LDL-C) ; DA 8 5% 25 K5 I Hey 7K
S R G A )T B A R R A BR A ED
FIT A REAR L2 3 LA, S & 45 5 - 241A
1.3.3 CASH#F

K HI MV U-6300 U A 12 (18 LRk
2 e BR2S A ) A 22 A 358 IMT, 4 0 A6
3 W, S BT R B K 3 S B K A6 S R U, PR
NS 25 45 SR O A R e AR A g SR 45 R AU
ZZ (G SR A )", Bk R R
J% (intimal media thickness, IMT)<1.0 mm H_Ifil /7%
IEH , R W JE CAS;IMT A 1.0~1.5 mm 1k 0 ik ifiL 55
JRy iR LR, B IMT H4)5 ; IMT=1.5 mm, Ifl & &
Ji T BH W e 2 (EL PN BE ) B IRE B[] 75, Ay B ik ok A
BEH ; B ik B 12 B 78 R =50% , R 4 s B 48 5l 4]
€, IMT<1.0 mm HL Il 1E % 8% 99 A T2DM 41,
oAb £ BI90 A\ T2DM+CAS 41,
1.4 Geilsehb

K I SPSS 22.0 G i 27 B A% o Hr , TR s
FH n (%) FRm AT YR IR A H oy 22550k
THREPORER H (x 25) KR, 41 R HOACHL £ 46 59 5 oK
FH logistics £ 1 43 ff T2DM £ # CAS H 52 il
& ; >k H Person 431 CAS 5 5L 56 % 45 #5 19 AH &
P O R B r<04 55 5C, 0.4<r<0.6 4
FREEAH G, r=0.6 S 5RAH G ; P<0.05 h 2 7 HA 40

R
2 &R

2.1 — TR R s fR bR

2R ARSI, WLE2H 3 45 4] f2 % IMT<1.0 mm
H ML IEH , 90 A T2DM 4 ; Hi 4y 53 & 90 A
T2DM+CAS #H . —HWF5 XL BMI.FBG.2 h
FBG . HbAlc . TC . TG . HDL-C , LDL-C . Hey .
ADAMI0 ,Gal-3 K Z 4l IMT K- i, 256
GiiteF i L (P<0.05), W1,
2.2 fHM

ST AH S AR Y SR R A0 IMT 5
ADAMI0 7A7E A5 FEEE A5G, 5 Hey Gal-3 fA7E 5
HH 2 (P<0.05) ; £ fl] IMT 5 Hcy . ADAM10, Gal-3
FAERA G (P<0.05) . L2,

®1 ZH-BABRLEERIRIL [(xs),[n(%) ]
Table 1 General data and laboratory indicators for the three

groups compare [ (x+s),[n(%) ]

o T2DM 4 T2DM+CAS 40 X} a4 ;
£ |
e (n=45) (n=53) (n=d0) FHCTH P
PR (B iL) 2118 25/28 22/18  1.654 0.437

AR (X)) 51.76£7.59  49.66x8.50 50.50+7.64 0.917 0.402
BMI(kg/m?®) 22.87+1.04° 23.03£1.21° 20.14x1.06 90.872 <0.001

) (=}
T2DM i 7.33+3.79  8.2622.78
(4F)
W () 21(46.67)  20(37.74)  12(30.00) 2.503 0.286
P () 25(55.56) 25(47.17)  16(40.00) 2.068 0.356
FBG 8.43+2.22°  8.82+2.17°  4.7620.53 61.934 <0.001
(mmol/L)
2hFBG 1) 11397 12165315  5.63£1.68 67.925 <0.00]
(mmol/L)
HbAlc(%) 6.75+0.83"  7.05+1.07° 5.12+0.37 65.751 <0.001
Tc 4.56£0.75"  5.1620.84"  4.1520.36 24.465 <0.001
(mmol/L)
i
Egﬂﬂ\;” 0.85+0.07"  1.23+0.16'  0.53+0.16 305.08 <0.001
HDL-C ) 17,033 113£042  1.66£042 24.638 <0.001
(mmol/L)
LDL-C 5 07 065 3224043  248:039 24.789 <0.001
(mmol/L)
Hey 14.42+2.23%  18.78+2.15" 10.23+1.67 133.902 <0.001
(pmol/L)
ADAMIO g9 5o 9884051°  14120.57 43.027 <0.001
(ng/mL)
Gal-3 b a
2.70+0.78°  4.63+£1.02'  1.32+0.61 183.94 <0.001
(ng/mL)
|
Z M IMT 0.85£0.07"  1.2320.16'  0.53x0.16 305.08 <0.001
(mm)
i
E&BH 0.83+0.07"  1.23+0.17°  0.55+0.17 265.287 <0.001

1 SX IR R, *P<0.05 5 55 T2DM+CAS 41 He#42,°P<0.05.

®2 T2DM E#H CAS 5XW EIRIRHIME XS
Table 2 Correlation analysis of CAS and laboratory
indicators in patients with T2DM

S TC LDL-C Hcy ADAMIO Gal-3
ZEMIMT  rf§ 0357 0249  0.638 0.524 0.609
P <0.001 0013 <0.001 <0.001  <0.001
HMIMT {5 0382 0302  0.699 0.609 0.693
P{fi <0.001 <0.001 <0.001 <0.001  <0.001

>0 N IEASE, r<0 A E

2.3 [IHSHr
##:37. logistics [FIJH#E%] : Hey ADAM10 . Gal-3
i T2DM 55 CAS Mfafs AR (P<0.05) . W3 3.

3 iTie

T2DM Hi B 5% 240 A 2 A % R s i,
SEMURC AT, NiZMAER , K mEa AR
A 25 L e AE , i — 20 5 B0 bk il A A Ak
IR , &I AL IR . CAS J& 3 bk 1 &
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®3 T2DM ¥ CAS ZIME RS
Table 3  Analysis of the factors influencing CAS in patients

with T2DM

¥ PIH SE M Waldfi ORMH  95% CI Pl

Hcy 1.242 0.550  5.098  3.461 1.178~10.171 0.024
ADAMI10 4.306 1.882 5236 74.132 1.855~296.089 0.022
Gal-3  2.709 1.347 4.046 15.017 1.072~21.393 0.044

TE:OR>1 AfERRZ

B Ak w FH S b, AH E AT IG IR L i B = 8 2 19 1003
b VAL ) E CAS & A 515 DL KR TE R R .
A58 M T2DM AR5 2% 15 7 CAS JE L i %
5% T2DM Hi CAS KB R IRIE IR K .

MR R ALH R F , T2DM 5 I CAS FE 2 Z W
D5 THIE A, — 2 OB S B K AR, Skl 45
DA RS S B IR 3 B It A5 P B JEE . % T2DM 1]
B I M | BE A i B RS B2
HAE, 5 ZERLA 4 S B ki B L . AR
43 R 5 T R A T AR ARG A, e IR SR AL Il B | I,
NE/KEE SRR . AL HE A, T2DM+CAS
4 TC ,LDL-C /K V-7 F T2DM 4. {HAE A M5
Hr, T2DM 4 3 CAS 5 TC.LDL-C #H & PE I A
B KL F R MK P A R AL TR R
ATF M B T IR [ T R AR
Z5fiL, TC \LDL-C #4b T B g 5% IR 2, i1 42
e AR 6T 2 Jk i A5 o4 AR REE A 1) 52 1)

ARE ST, M08 PN R AR SE SO T K o
A, A N BEHR 75 R ZE M A . MAKIRESE b
FREERAE , MIF Hey MR F TNF-a IL-6 #1254
T T2DM £ 1) B JDE B, [RIEHnPR T2DM o 155 2
J& | U G RAS T A I AE P9 Rz 41 i 52 45, Hey 2
000 A S Y AL 200 o6 4 5 1 [) 25 52 i 45 PN
P2, FEARWRE T, WAL HE 1Y Hey ZKF- B i
BT XTI i T2DM+CAS 2H & T T2DM 4
FEM M B A2 A IMT 315 Hey £77F
SRAHSEME , X FM, Hey XL N B S RE AY 520 5T
ZE T2DM D)}z T2DM+CAS & it 72, 3 5 T2DM
B IR A L CAS KA & R Y17 A8 5% 1) Bk
F .o TEIHEA T Hey S T2DM M4 CAS B/
KR 2, i — 2300 Hey 5 CAS A ¢, B & 1L
PR CAS 5 & 1 2 5E IR 15 F Hey, i — 2
T R A4S P B L, i DR 7 22 LA EE A

AR B &, T2DM 1 CAS 1 & A 51815
REFAAEHYVIIRR . AR A, Gal-3 [ & 54
VA A AN JRE IR S TR, I 5 40 E B ko

i (PAD) P2 H A2 & UIAH &, S5 41, Cocks %5
S B IHK EL 20 M 3G T -3 (LAG-3) M =& & ik
Gal-3 VE N VE hy G 0 i A6 2 o My b i, 3=
B Gal-3 7E WL AT | fe 3 3 Fi vp 2 90 3 o 224
o, TEAMSE T, T2DM+CAS 4 Gal-3 K5 T
T2DM 4, H 5 8 #7547 ] IMT 3 17 78 58 4H O¢
P SRR, Gal-3 AT i S M A L KR
W BRI A RAEAR A SR AR, IF— 25 8 3
Jok 1ML A N R TR R LA Sl ok B AR RURS: . 5
Ah MG 98 RE R A Al 23 1 — 25 52 i 20 i AR K
T FTRIBRENEI, T IH ADAMIO )23k K-
AT DLAT R 4 ) e 2 AR T R K R 4
i A M o T B A AR A D e B A 1
ADAMI0 A DL JE 425 12 P R RE 52 95 19 B 2T 4 20 it
W TR IR AT AN T AEASF
5 1, WL EE 4 ADAMIO 7K 2 5 T X IR 4, H
T2DM+CAS 2 ADAM10 /K- &5 T T2DM 4 , 151k
22 B AU 2 A 200 i 3z B R A T I A8 P Rz D g
FR 52 ), 2 T b ot A A Ak o E AR G T A A
ADAMI0 5 72 il IMT £ 78 55 72 B AR ¢ 5 45 )
IMT fAAE SR AH 5 , HiZ 48 b4 T2DM &35 CAS 1)
i B8 PR 2, 3% B L RT3 ok o 4 A0 M A L R T
Jeiy #8925 i PR i 4847 o

Zi L Frik , T2DM B35 CASH R KRR £
J5 T R, Hop ol i Hey . ADAMI0 , Gal-3 7K -7
FEI 2N CAS s , IR LR ZE LA

SEZ 3k

(1] XUk, L, sK3k L 45 T CTRPS R R 5 2520 ok ok +f A
ey e AR [T, EER o ARi 2t , 2022,42(1) :21-26.

(2] b=, AR, X, 508 AR R 1A [ B
JBle 2 IR A DR B it 3 s e ik OGE I B A L ) R 4 VR T
[T, ZRIBERIR 4R, 2022, 57(5):679-683.

(3]  #k4s. 3L T (% TFF3, SFRP5, Gal-3 1 NES-1 {1l I P
W2 W A S LT]L PR AR B 2 TR R, 2022, 45
(1):47-51.

(4] ProE, Beivss, 3758, 2 BUBE IR W &L % 1L Ficolin-3
ADAMI0 /K V- 15 B8y ik sk FERE AL iy DG R (1], b Be %,
2022, 28(2):254-259.

[5]  Hunt SA, Abraham WT, Chin MH, et al. ACC/AHA2005
Guideline Update for the Diagnosis and Management ofChron-
ic Heart Failure in the Adult—Summary Article: A Report of
the American College of Cardiology/American Heart Associa-
tion Task Force on Practice Guidelines (Writing Commit-tee
to Updat[J]. J Am Coll Cardiol , 2005, 46(6):1116-1143.
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NLR .D-D.MLR V¥4 #1998 85 93 1 ™ dFL ) Je
Bl

WS ERF FRAF mA S’

(# ZE] BB H5E PR A0k B0 LA (NLR) \D- R4 (D-D)  BRAZ 41 /3K T 241 it Lt
B (MLR) 1A 5 il 28 (SP) FR o 1 ™ F A B TS (B, Faik BEHE 2020 4F 5 F £ 2022 4F 6
A EHERR MR A sttt 2832 BE BEi2 TR 1Y 130 B 2012 SP R & M4l 1% 7™ A% B 8 5 o IR 21
(PSI<90 43, n=17) . fE 41 (PSI: 90~130 43, n=48) . = fE 41 (PS1: >130 43, n=65) , #4ff CURB-65 1145 i
B HFERFRR<131,n=10) 24 2 WfERF 2, n=53) 3 L (FER N FE=3 T, n=67) , FK IR B E T
JE AT BLTUR BAFAL UG AS R AL, % AR [ 175 ™ AR B R [R] CURB-65 B4 AN [R] 1 /5 15 0 £ 34 19 NLR
D-D MLR /K-, 3R Logistic 53 AT 2 B E TG MAHCHR . &R RIS HARE SP EE M
NLR .MLR 23 : IR fE <A<t fadl, D-D A2 AV A< e d<mfadl, 22 546 528 L
(P<0.05) ; AN [i] CURB-65 P43 SP 3 1) NLR \MLR 3. 1 Z<3 4H<2 41 ,D-D /K25 . 1 <2 <3 4,
SRR G2 R L (P<0.05) s AN[RITHUS 1Y SP AR ZEAF IS R sk A Ko AL 1 85 1 KO 55 0 T8 b A
E RG2S L (P>0.05) , )5 R4 NLR .D-D \MLR ,IL-6 .CRP .PCT /K-t HE T HUG A R4, 25
B 85327 35 X (P<0.05) ; 25 Logistic 73775 i , NLR \D-D . MLR 7K V-2 5 i SP & % WG A R A %,
%51 NLR.D-D MLR AEAZRCTAL SP &8 F 0 1 /™ AR B, JF S0 KRS 1500 , 7T ARy 3R 4168 =
[X#i7A] NLR; D-D; MLR; 22 HAEM 4

The value of NLR, D-D, and MLR in assessing the severity and prognosis of severe
pneumonia patients

YANG Lisha'*, WANG Yanping', LI Shujiao', WEI Heyu®

(1. Department of Emergency Clinic, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038; 2. Department of Medical Laboratory, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038)

[ABSTRACT] Objective To explore the value of neutrophil/lymphocyte ratio (NLR) , D-dimer
(D-D) and monocyte/lymphocyte ratio (MLR ) in evaluating the severity and prognosis of severe pneumonia
(SP) patients. Methods 130 emergency SP patients diagnosed and treated in Beijing Shijtan Hospital
affiliated to Capital Medical University from May 2020 and June 2022 were selected, and according to the
severity of the disease, the patients were divided into the low -risk group (PSI <90 points, n=17) , the
intermediate - risk group (PSI: 90~130 points, n=48) , the high-risk group (PSI: >130 points, n=65) ,
according to the CURB-65 score, the patients were divided into group 1 (risk factor <1 item, n=10), group 2
(2 items risk factors, n=53), group 3 (risk factors =3 items, n=67) , and then were divided into the good
prognosis group and the poor prognosis group according to the prognosis of patients, and the NLR, D-D and

MLR levels of patients with different disease severity, different CURB-65 scores and different prognosis were
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compared, and the factors affecting prognosis were analyzed by Logistic. Results The NLR and MLR of SP
patients with different disease severity showed: low risk group <high risk group <medium risk group, and the
D-D level showed: low risk group <medium risk group <high risk group, the differences were statistically
significant (P<0.05). The NLR and MLR of SP patients with different CURB-65 scores showed: group 1 <
group 3 <group 2, and D-D level showed: group 1 <group 2 <group 3, the differences were statistically
significant (P<0.05). There was no significant difference in age, smoking history, underlying disease and
human serum albumin level among SP patients with different prognosis (P>0.05), and NLR, D-D, MLR, IL-6,
CRP and PCT levels in the good prognosis group were significantly lower than those in the poor prognosis
group, the differences were statistically significant ( P<0.05). Logistic analysis showed that NLR, D-D and
MLR levels were the risk factors affecting the poor prognosis of SP patients. Conclusion NLR, D-D and

MLR can effectively evaluate the severity of emergency SP patients, predict their prognosis, and provide

guidance for clinical treatment.

[KEY WORDS] NLR; D-D; MLR; Emergency severe pneumonia

HIE Jifi 48 (Severe Pneumonia, SP) /& b & Il
I R e 2 — , A TR 22 PR AN 4,
HERIERG I BAAR SP B, PRt
71N, SP g KA X 52 2% , T 4 Ay A1 I e R g G v TR
E N R N TSP A (W
RUREAR ™ E A AT S A R > BT R H
KPR RS 26T SPLWOE <RYT B SP &
HIWIT RAE 2 B ™, 3 B HUS E LA
o JmERAPR , Bl A PR 2E R S BB ke, Bk
YIRIT BN SP R EIR YT I OCHE , HA A T SP
B B AL (A E, RG E DE AL A 0 1 e
XPHU SP AR A TSt B G PEIFSTIE
I LY i D W NS SR v O S S R ()
G PETE bS , VR R E AL . D- K
(D-Dimer, D-D) XJ HLIA L] ZUIRIE SR A — 22 1)
RO o AR S A BT A 20 L/ T 4 P A
(Monocyte to Lymphocyte Ratio, MLR ) .D-D ., H1 4
L 20 AE TR B 40 Y HE {E (Neutrophil to Lymphocyte
Ratio, NLR ) 75 PPAf 2012 FE fili 48 F8 35 0 1% 7™ 72
JE RN A E

1 ABESHE

11—k

YEFE 2020 4F 5 H & 2022 4F 6 F HHFER K
BRI b T 20 3 BR B 23R 19 130 1] 2012 514 fili R
B Hith B 87 (4 43 1] ; AR 40~85 %, -1
A (60.4224.76 ) 4 5 FERIPE - = 11LE 49 61 BE IR
I 88 191 OIS 48 1] | L4 P 54 B . AR5
L EF T R o, ZikHE KR E
2 B AE R E

AN UE : OFF A B AE Nl R 2 Wi 4845 - A T
A QPP AILE IR YT 5 B PR IR v T 1 A
GEFNIAIT s AR ; 10 A 4Rk /D 5 i /N D 5
PR 5 S A 5 5<250; Z iz e @>18 % ;
QRLAZ K A HEBR 15 ol P i 45 4% 5 (@ JC G 2 310 il 55
KINIEIT S B3 HEBR AR o OBR A w8 B B m b
B 5 QA Il kg PR s BRI RIET)
REREfT B .

1.2 ik

e B AR HEEDIRAS T R 5 mL R
W3 mLE T 4 e LR A IR AR
Ji 2R FH I 440 43 B4 (2455 URIT-3000, il AR —FF
AR VBE A B w [ B R HE 20137426841) K
POAZ N AR A | PR 40 TR, 11 MLR |
NLR ; F 4% 2 mL Il 3 FE A 22250 (2 800 r/min, 10
min, #0242 8 cm) Jg A4k o M AL (A5
BK-1200, 5 8 2B YR B4 A BR 2 w6 b i v
20154329080 ) ¥ IfiL 75 1 D-D 7K°F-. NLR %11
Fil h<6%'™ ; D-D Z %5 Fl M (0.5~3 ) mg/L'* ; MLR
SO <1.25%"",

1.3 WEARR

O A R ™ AR SP A NLR \D-D |
MLR 7K ~F : R H fiffi & /™ 2 45 £ 3T 53 (Pneumonia
Severity Index , PST) """ % B E fiffi ¢ 8 35 i2E 47 KUBS: 1
9, 4y MK fE 4 (PSI<90 43, n=17) | " f& 41 (PSI:
90~130 43, n=48) . = fi 2l (PSI: >130 43, n=65) , H
R fEdl 5 12 6, % 5 1], ¥ 4E Y (60.31+4.82)
B 5 XA b (8.41+1.20) 4F s FEREFN - B ILE 7
i BE R 10 B 0 RS 5 491 | 1 I 45 00 7 B8] 5 Je
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32 B, 4 16 B, A4 (61.07+4.62) % 50
L (8.52+1.21) 4F 5 BB « e 1L 17 ) A IR
I 20 1 O WESS 16 11 | B I A5 A 18 B3] 5 Sk e A
i TR A AR 37 B 7 fa 4l 5 43 i,
4 22 ], S YA IR (60.76+4.89) % 5 - 2 W A s
(8.93+1.08) 4F ; BLfilt 2 - ey 1L 25 1] b R
49 ) O BRI 27 1) i I 0 29 1] 5 R YL I
ﬁﬁi o i 40 B 43 ] LB 13 9] . 3 4 FL Al BT R

T IR g JEL A B R X L 25 S R G i (P>
0.05) . @XF A [] CURB-65 ¥4 SP &
NLR .D-D . MLR /K- : & Jil CURB-65 A4l & 4t
(Confusion , Urea . Respiratory Rate and Age 65,
CURB-65) """ 1F41 , iz fa I I R PP Ak 45 bn A0 45
1) W2 A % =30 /min; 2) Ifil JK 2% A =7 mmol/L;
3) h BLECH B AT 4) W46 <90 mmHg 57 5K e
<60 mmHg; 5)=65 % , ¥ B & 70 il 1 4 (fE
HZE<1Ti,n=10) 2 4 (2 WEK K E,n=53) .
34 (G N &E=3 T, n=67), @XF A5
SP (& W It IRFEAIE - MR A 7 P47 N BB 3 0 il
55 UK ERE o R TS R4 AL I e R R 3 el 58 HL
HULACIR B 88 2 o, n=81) . TG A B4 Ok 15 4%
LA AETS R, n=49)"  XF LA P20 NLR |
D-D .MLR /K45 REE bR . @5 BT 520 SP 8 3
SIERiOIS e
1.4 Gtk

& SPSS 27.0 e b2 # 5 o B Budie , 1 5

BERH (x£5) 378, 4LIE] FUBCR H K650, Z2 41 MR
FF RS THECPRER F n (%) 327, dLiE] L 38R
HRT7 7 K5 s >R H Logistic 73 M7 52 W) SP i # Fil
JEIRE B P<0.05 AR BASEE X

2 &R

2.1 AN[A) 1 ™ RE B SP A H ) NLR .\ D-D,
MLR 7KV LA

A [6) 9 17 7 B AR B SP AR 9 NLR . MLR 2
ARG A <mfEdl<rhfa 4], D-D K2 9 AN fe
H<hfmd<mfad, 2R WA 5% E X (P<

0.05), W1,
2.2 A[d] CURB-65 43 SP £ 4 ) NLR . D-D
MLR 7K~ He %

A [A] CURB-65 343 SP B 2 1) NLR \MLR £
.1 4H<3 <24, D-DAKFEEI 1 2H<2 H<3 4,
E A G IR X (P<0.05), W2,

x1 AERFECERE SP EHM NLR.D-D.MLR K F
PbEg (x+s)
Table 1 Comparison of NLR, D-D and MLR levels in SP

patients with different severity of disease (x+s)

251 n NLR (%) D-D(mg/L) MLR (%)
e 17 4.50£1.14 1.33+0.87 0.67+0.19
g 48 7.53+1.94° 3.52+1.01° 1.31+0.21°
i fa 65  6.87+1.65" 5.76+1.24°  1.07+0.48"°

FAH 19.78 127.17 19.40

Pl <0.001 <0.001 <0.001

W SIGH L, *P<0.05; 5 G4 L, "P<0.05 .,

#*2 7[E CURB-65 % SP B#EH) NLR.D-D MLR 7k F
FEEE (x+s)
Table 2 Comparison of NLR, D-D and MLR levels in SP
patients with different CURB-65 scores (x +s)

2 531 n NLR (%) D-D(mg/L) MLR (%)
14 10 5.17+1.39 1.26+0.90 0.55+0.17
24 53 7.48+1.98" 3.81+1.13" 1.41£0.52°
34 67 6.51+1.59® 5.25+1.42" 0.95+0.37°
Fii 9.28 50.73 26.15
P{H <0.001 <0.001 <0.001

T 5 VA, P<0.055 5 2 4L, *P<0.05,

2.3 A[FITG SP B Il RFRAE L4

ANTR] T %) SP A8 35 70 A 1 W 2 L B Al
SN L& K-35 5 TH i 22 R G R X
(P>0.05) , fil J5 K %41 NLR.D-D MLR,IL-6.
CRP .PCT/KFREMTHEARA, 2R AL5
T L (P<0.05), W33,

®3 AEWGESPEENIERIEMLLE [(x+5),n(%) ]
Table 3 Comparison of clinical indications of SP patients

with different prognosis [ (x+s),n(%) ]

S Toan iy vt P
EE (%) 60.69+4.72  61.03x4.81  0.395 0.693
PRI (S 12) 54/27 33/16 0.006  0.936
BT
e L 34(41.98)  15(30.06) 1.679 0.195
Wi IR I 51(62.96)  37(75.51) 2198 0.138
LIS 30(30.04)  18(36.73) 0.001 0.972
ik 105 9 95 37(45.68)  17(34.69) 1.517 0.218

AMAHEH (L) 2541x4.81 27.04+4.70  1.899  0.061
BHLIZE (pmol/L)  13.90+3.08  14.33x2.51  0.825 0.411

NLR (%) 5.6422.01 8724282  7.252 <0.001
D-D(mg/L) 2.69+1.17  7.11x1.60 18.125 <0.001
MLR (%) 0.89+0.13 1.47£0.54  9.255 <0.001
IL-6(ng/L) 58.34+7.58  76.21x8.60 12.377 <0.001
PCT(pg/L) 10.37+2.14  14.56+2.93  9.388 <0.001
CRP(mg/L) 65.48+11.57 87.15x13.04 9.861 <0.001
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2.4 52N SP B FlE K 2R 43 A
2t Logistic 4y FT 45 tH ,NLR . D-D \MLR 7K~ j&
SN SP AR E UG A RMAZE . K4,

F4 ZWSPEEMEARMNERSHT
Table 4  Analysis of factors affecting poor prognosis of SP

patients

st TR FRdiER Wald {5 ORH 95% CI P1H

NLR  3.761 0.679 2.843  42.992 10.967~168.531 0.014
D-D  3.119 0.582 2519 22.624 7.230~70.790 0.002
MLR 2518 0.792 1461 12404 2.627~58.576 0.025
MLR 2518 0.792 1461 12404 2.627~58.576 0.025

3 itig
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Al FC R IS L CA125 . CRP M5 Ph g 5
AT B TRAS

FNIRE T OEL BT OB MAPE RO 48

[ ZE] B BT8P EH (FC) KA MLE PR (CA) 125 .C U & H (CRP) X 55 1
4507 4 (UC) BB FS BTN . F53%  YEI 2017 4F 1 A % 2022 4F 2 H #1114 RE BE BRI i6 9 UC
82 B M FE Xt G2 ARAE IR e B AR A MR AL (n=21) (A (n=34) MEEH (n=27), =4
FELFAE FC & 1 K MG CA125 .CRP /K-, 40 B =3 5 UC BB ™ R MBS MR K =F S
T UC B3 FlUS BN ache . &R =42 FC # 1 MMl CAL125 . CRP /K- LA, B <
A <FE BE YL (F=67.262,64.264,79.080, ¥ P<0.001) . F&{ii FC 4 1 ) 1L 7 CA125 ,CRP /K5 UC 7R 1%
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The value of fecal FC protein combined with serum CA125 and CRP in predicting prognosis
of patients with ulcerative colitis

SUN Bangying' * , JIANG Wen', CHENG Hongyu’, SUN Hai', CHEN Xinfeng', QIAN Shaohua', FANG
Minghui'

(1. Department of Gastroenterology , Huangshan Shoukang Hospital , Huangshan, Anhui, China, 245000 ;
2. Department of Gastroenterology , Huangshan Huize Hospital of Integrated Traditional Chinese and Western
Medicine , Huangshan, Anhui, China, 245000 )

[ABSTRACT] Objective To explore the value of fecal calprotectin (FC) protein combined with se-
rum carbohydrate antigen (CA) 125 and C-reactive protein (CRP) in predicting prognosis of patients with ul-
cerative colitis (UC). Methods 82 patients with UC admitted from January 2017 to February 2022 were se-
lected as the study subjects. The patients were divided into the mild group (n=21), the moderate group (n=
34) and the severe group (n=27) according to the severity of the disease. The levels of FC protein in stool and
serum CA125 and CRP in the three groups at baseline were compared. The relationship between the levels of
the 3 factors with the disease severity and adverse prognosis of the UC, and the value of the 3 factors in combi-
nation for early prognosis prediction of UC patients were analyzed. Results Comparing of the levels of FC
protein in stool and serum CA125 and CRP in the three groups, mild group <moderate group <severe group
(F=67.262, 64.264, 79.080, P<0.001). The levels of FC protein in stool and serum CA125 and CRP were
positively correlated with the severity of UC (r=0.826, 0.683, 0.771, P<0.001). The age, course of disease,
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proportion of severe patients, fecal FC protein, serum CA125 and CRP levels in the adverse group were high-

er than those in the good group (P<0.05). FC protein in stool and serum CA125 and CRP levels were risk fac-

tors for poor prognosis in UC patients (P<0.05), and the combination of the 3 factors in UC patients had the
best early prognosis prediction effect [ AUC (95% CI)=0.996 (0.988~1.000) ]. Conclusion The levels of FC

protein in stool, serum CA125 and CRP are higher in patients with UC, and all of them are related to patients’

disease severity and prognosis. They can be used as reference indicators for early evaluation of the disease se-

verity and prognosis of UC patients.
[KEY WORDS]

Disease severity ; Prognosis; Prediction
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Table 1 Comparison of fecal FC protein and serum CA125

and CRP levels among three groups (x+s)

My n FCHEH(pg/lg) CAI25(U/L)  CRP(mgL)
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Table 2 Comparison of data of patients with different
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Table 3  Analysis of influencing factors of prognosis of UC patients

AR WA B1H SEH WALD i OR1H 95% CI P
A (%) <60=0,=60=1 0.339 0.243 1.946 1.404 0.872~2.260 0.081
SRR (4F) <1=0,=1=1 0.153 0.151 1.027 1.165 0.867~1.567 0.159

i i =1, =2, E =3 0.076 0.055 1.909 1.079 0.969~1.202 0.084
FC#E M (pg/g) <1000=0,>1000=1 1.571 0.409 14.754 4.811 2.158~10.726 <0.001
CA125(U/L) <20=0,>20=1 1.287 0.366 12.365 3.622 1.768~7.421 <0.001
CRP(mg/L) <10=0,>10=1 1.863 0.665 7.848 6.443 1.750~23.722 0.003
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Table 4 Early prognosis prediction of fecal FC protein and

serum CA125 and CRP levels of patients with UC
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ZHOU Dongdong', CHEN Weixing', ZHU Caifeng**

(1. Department of Dermatology and Venereology, Susong County People’s Hospital of Anhui, Anging, An-
hui, China, 246501 ; 2. Department of Geriatrics of Traditional Chinese Medicine, the Second Affiliated Hos-
pital of Anhui University of Chinese Medicine, Anhui, Hefei, China, 230061 )

[ABSTRACT] Objective To investigate the effect of Yiqi Shufeng Decoction combined with acu-
puncture on chronic urticaria and its influence on serum immunoglobulin E (IgE ), interleukin 31 (IL-31) and
interleukin 33 (IL-33). Methods 124 patients with chronic urticaria who were treated in the Department of
Dermatology of Susong County People’s Hospital from June 2019 to June 2022 were selected as the research
objects. All patients were given conventional western medicine treatment. On this basis, they were divided into
two groups, the acupuncture group (n=60) and the acupuncture + Chinese medicine group (n=64). Both
groups were treated for 4 weeks. The acupuncture group was treated with acupuncture and moxibustion, and
the acupuncture + Chinese medicine group was treated with Yiqi Shufeng Decoction combined with acupunc-
ture and moxibustion. The scores of symptoms and signs, clinical efficacy, inflammatory response, adverse re-

actions, and recurrence rate were observed and compared between the two groups. Results  After 4 weeks of

KeRA . ZHAE LTS LR A8 (202104j07020012)
Ve ds 1 R HE BN B R E R R R A, B, % R 246501

2. G BT EHRFE ZWEER T EXFmt, LM, A e 230061
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treatment, the scores of wheal size, number of wheals, itching degree, and duration of wheals in the two groups
decreased. The scores of wind mass size, wind mass number, wind mass occurrence frequency, itching degree
and wind mass duration in the acupuncture and moxibustion + Chinese medicine group were lower than those in
the acupuncture and moxibustion group, the difference was statistically significant (1=2.980, 2.667, 2.396,
2.420, 3.077, P<0.05). The levels of serum IgE, IL-31 and IL-33 in the acupuncture + Chinese medicine group
were lower than those in the acupuncture group, the difference was statistically significant (°=5.757, P<0.05).
The total incidence and recurrence rate of adverse reactions in the acupuncture + Chinese medicine group were
significantly lower than those in the acupuncture group, the difference was statistically significant (1=2.820,
7.756, 10.254, P<0.05). The total incidence and recurrence rate of adverse reactions in the combined treatment
group were significantly lower than those in the western medicine group, the difference was statistically signifi-
cant (y*=4.353, 4.139, P<0.05). Conclusion Yiqi Shufeng Decoction combined with acupuncture and moxi-

bustion has a significant effect in the treatment of chronic urticaria, improving its TCM symptoms and signs, reg-

ulating immune indicators, reducing the level of inflammatory factors in patients, and reducing recurrence.

[KEY WORDS] Yigi Shufeng Decoction; Acupuncture; Chronic urticaria; Inflammatory response
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Correlation between trace element levels and dietary behavior of preschool children with
autism spectrum disorder in Shenzhen

SUN Yanan', ZHOU Ziging', HAO Wenqi* , WEI Fengxiang'***

(1. Department of Maternal, Child and Adolescent Health, School of public Health, Anhui Medical Universi-
ty, Hefei, Anhui, China, 230032; 2. The First Affiliated Hospital of Jiamusi University , Jiamusi, Heilongji-
ang, China, 154003; 3. The Genetics Laboratory, Longgang District Maternity & Child Healthcare Hospital
of Shenzhen City, Shenzhen, Guangdong, China, 518172)

[ABSTRACT] Objective To investigate the dietary behavior and trace element level of preschool
children with autism spectrum disorder (ASD) , and to preliminarily explore the relationship between them.
Methods A total of 93 children with autism spectrum disorder admitted to Shenzhen Longgang Maternal and
Child Health Hospital from December 2021 to June 2022 were selected (case group), and 137 healthy children
(control group) were selected during the same period to conduct a questionnaire survey on children’s eating be-
havior. The contents of calcium, zinc, magnesium, iron, and lead were detected by inductively coupled plas-
ma-mass spectrometry (ICP-MS). The general demographic characteristics, scores of dietary behavior dimen-
sions, incidence of dietary behavior problems and blood trace elements and calcium levels were compared be-
tween the two groups of children. Results The scores of picky eating and bad eating habits in the case group

were higher than those in the control group, but the scores of exogenous eating and active eating ability were
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lower than those in the control group, the difference was statistically significant (P<0.05). The incidence of

eating behavior in the case group was higher than that in the control group in picky eating, but lower than that

in exogenous eating, the difference was statistically significant (P<0.05). The blood calcium content in the

case group was higher than that in the control group, but the blood copper content was lower than that in the

control group, the difference was statistically significant (P<0.05). There was a significant negative correla-

tion between the scores of external cause eating and lead content, and a significant positive correlation between

food response and calcium content (P<0.05). Conclusion Preschool ASD children have serious dietary be-

havior problems and trace element deficiencies. The main dietary problems include picky eating, food re-

sponse, poor eating habits and satiety response. Therefore, more attention and intervention should be given to

the dietary behavior and trace element deficiencies of preschool ASD children.
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between the two groups of children [7(%), (x+s) ]

- I 1512 papilcE: ;
i Zﬁfﬁg (nT=13g) 2l PR
P53 5 80(86.02) 109(79.56) 1.578 0.209
g’y 13(13.98) 28(20.44)
AR 441£1.42 4.2620.74 1.014 0.312
JA 280 Wi 69(74.19) 126(91.97) 13.569<0.001*
et 24(25.81) 11(8.03)

G VEN
gL
RAPNGHT —$

55(59.14) 83(60.58) 0.043 0.826
38(40.86) 54(39.42)
50(53.76) 43(31.39) 11.638 0.003°

% 38(40.86) 85(62.04)
=RV 5(5.38)  9(6.57)
ACESCALRERE AF5EA LA E o 8(8.60)  15(10.95) 13.337 0.004°
KESHAR  57(61.29) 102(74.45)
bt 19(20.43) 19(13.87)
I K LU 9(9.68)  1(0.73)
BESESCIRRERE W8 Ml | 6(6.45)  4(2.92) 26.828<0.001°
KEDHAR  53(56.99) 116(84.67)
e 19(20.43) 15(10.95)
WH LT 15(16.13)  2(1.46)
FREHHA] Bl R BE 43(46.24) 65(47.45) 1.556 0.669
KEKE 48(51.61) 70(51.09)
HUERE 1(1.08)  2(1.16)
HoAhy 1(1.08) 0
FEEAFWA <1077 24(25.81) 6(4.38) 37.845<0.001°
10~30 J3 45(48.39) 47(34.31)
30~50 1 17(18.28) 50(36.50)
>50 J1 7(7.53) 34(24.83)

7 :°P<0.001, *P<0.01,

F2 MAILERRITAREEGIULR (xs)
Table 2 Comparison of scores of each dimension of eating

behavior between the two groups of children (x +s)

i EOIAL(n=93) WMIEAL(n=137) (f  P{f

e 22.66%5.88 18.81+4.30  5.730 <0.001"
1y i 15.22+4.40 15.18+#3.23  0.079 0.937
ARFFEIME 13.62+3.19 12.64£3.76  2.076 0.039"
oA 13.24+3.63 13.67£3.41  -0.924 0.357
PANESRSii sy 12.17+2.73 14.10£2.91  -5.063 <0.001°
THeE 7.9422.89 8514293  -1.471 0.143
FohiIEEES  16.45+3.95 18.32+#3.43  -3.813 <0.001°

7 :*P<0.001,°P<0.05,

®3 MAILERRFTARDTHRHELE (2(%) ]
Table 3 Comparison of the detection rates of eating behavior

problems between the two groups of children [7(%) ]

RERE R4 (n=93) XFTRE4L(n=137) yMH PME

e 61(65.59) 42(30.66)  27.340 <0.001°
B 34(36.56) 43(31.39)  0.665 0.145
ARIEEH 21(22.58) 18(13.14) 3.507  0.061
F AL 24(25.81) 33(24.09) 0.088  0.767
A1 4(4.30) 22(16.06) 7.637  0.006°
ekt & 37(39.78) 69(50.36) 2.496  0.114
FahikEhaes 10(10.75) 27(19.71) 3291  0.070

7 :"P<0.001, "P<0.01,
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x4 FWHILEMETERBKELER (x+5)
Table 4 Comparison of trace elements and calcium levels

between the two groups (x+s)

WRILE WO (n=62) XM (n=137) P4
Hil(ng/L)  997.66+150.51 1044£134.17  —2212  0.028°
£ (mg/L) 4.90+0.77 4.82+0.77 0.750  0.454
B (mg/L) 39.12+3.03 38.30+3.30 1.670  0.097
Bk(mg/L)  453.67x32.15 446.67+£32.81 1404  0.162
#(ug/l) 13.656.14 11.9626.19 1777 0.077
£ (mg/L) 64.24+4.40 62.16£3.16 3.774  <0.001°

¥ :°P<0.05, "P<0.001,

2.4 ASDJLEREAT RN S ITC RT3 HT
Spearman AT BN, ANAPEHEE TS 4 5
B A i B URISE (P<0.05) , B i By 3 5 45 K
S B IE A G (P<0.05) , HAB IR & 17 15497
5iE o R LKA (P>0.05) . LR 5,

K5 ASDIIERBITABFSHETERGKEXKE
S
Table 5 Analysis of the correlation between dietary behavior

scores and trace elements and calcium levels in ASD children

it 1 il B B B ik £

PRz RS{E 0162 0.107 0.082 —0.007 —=0.051 -0.107

P 0209 0406 0.526 0.957 0.694 0.409
YN, RS{E —0.093 =0.091 —0.098 —0.093 —0.182 0.321
P 0474 0482 0450 0471 0.160 0.011°
@E}’&ﬁ RS{H 0.020 —0.041 —0.031 —0.055 0.001 0.051
—JIut
P 0877 0752 0812 0.669 0.993 0.700
MR, RSTH 0.065 0128 —0.163 —0.005 0.016 0.132
P 0617 0.323 0.206 0.969 0.901 0.306
SAEPESEE RSTH —0.055 0.119 —0.041 —0.137 -0.287 —0.017
P 0671 0358 0.754 0.289 0.025° 0.895
THEVEIER RS —0.050 —0.115 0.188 -0.077 -0.160 0.151
P  0.699 0375 0.143 0.554 0.219 0.240
ﬁiﬁjjjﬂfg RS{H 0.003 0.058 —0.043 0.149 0.156 —0.030
P 0979 0.655 0.742 0249 0229 0.815
WEMES  RS{H  0.074 0.091 -0.001 -0.045 —0.187 0.173
P 0568 0483 0993 0.730 0.150 0.178

# :°P<0.05,
3 itig

AWFFEPA LB AL 12K A TN EHET
A SCAL R FE IR AR LA 22 5 A G it X
SR RBE S — 2 JE JL R P IE A H L
3 B SR B ) R R 2 iR AT o )
A AR R AL E AR B AT O TE R AN
R B > IR L A A A P IR S Bl £ g )
o> b2 5 A Geit o 1, AR AR B AT O IRl A

BTG ) Pk TR Ab R
T, 191 4 Pk 1 IR O R )R A 4 34
TxF B i A PR A 3 3l i g ) AT
3 AR TR R . [ N A DG 9T KB ASD L
HIEH JLEA L, fA7E 5 E W IR &7 IR, 3
PR AP EF R BTN R EY R
M ARG R A RIEAMRE L, 5
IEH R B BLEA L, IOMCE LB A PR ARk
G ISP bl S Ay T s N Tl N T e
YRR 2= 57 R, ASD JLEE A 1l REAF R IR B 1T
R IR, AN —h Wz AR — N Bu el F A W2 AT ]
VRS FE M AR B AN DA R BR . A
X B AN 2R (AN Wik £ L8 i b sk
S/l R A O N8 e VA N E e R = 4 )
eI 25 . ASD JLEE By ML BURRAE | andr Ry fefiff
22 H R Bk B T A 38 BEAS , RTRE R AR B AT
SRy )RR R

ASD JL 1 Pk 8 5 & IR B 204 PR 3 ok
1%, 4 10 2 88 TR 5 it R — MR R AR B AT e 3k
BIRBAANR, IEXT ASD JLEE B O fd B 7= A 3
(RS2 R, ANAT R DA I D) BE A A0 F 0 3 55, K
BTN AR E A R 5 ks, T
RE 23 RZ M TR 2T 0, DA 52 ) ASD AR 35 1 38 3R R
B o ASHIF G rh g 5 4 00 2 R X R AT,
T M4 7 6 0 S5 IR, 5 R e SR A6 T ST
25—, MR 2 B 3 B AL A, R S
SR A — N R W s R R AR R Sk ™
FEVRTE Y, Y AR S IR B E & S BUR B
FEXTE SRR A M AT TR H T BE 5 N
E R A O, IUE LR & AT R ) 8] B 3 30
HagmRAh, HXUFRIE N, ASD JLEIXE
A7 Ry ) Ry ™ 6 i I TG R AR A R AR A
A, SRR R —3. i —2 Spearman ¢
AT R, AP R 3 AR 4 S A i R
FHOC, B Py N I 585 7K 7 £ i 5 3 R A OG .
25 5 0MUE L2 IR B AT 8 SR N R T R A
TP FH S B 5E ON — B, SRR AT BB R S AR AR A
XF A8 /N bk 25 5 A O

g b prak b [ POMORE 3% &R R 65 2 0 ET L
BHIEFREF B AR B EZ N KE N
LMEITTEAKESIERILEMLAEEZS B
REAT N5 R T R K Z B TE — 5 1Y A
Ktk o
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NGRS R Ui H i PT. APTT. DD .FIB /KE5
P A B A A DG PERF ST

B W R R S PEA

[ ZE] BB WA R R LD Y i SE i # J5a (B] (PT) 3 Ak 350 2 358 i 3% it e (7]
(APTT) .D- %K (DD) . £F-4i: 5 (1 JR (FIB) 1Y 7K P-4 o5 BT 5 gy il im AR G M. 3% DL 2019 4F 1
%2021 4 12 3 KB B 134 6508 1 i 5L LA A R X 42, e R R L (26~337 Ji ) 58 441 L i 1]
B2 L (34~36" Ji) 764, LA 1+ 1 L A8 3w 30 fe e i A L 134 24 S %o B, 43 B AN W) G % 3 4= JL PT
APTT . DD . FIB 7K 4% i5 , 31 W %< PT . APTT .. DD . FIB 7K - 5 /i P4 3 1fiL #2 55 09 46 262 . 7 4= JL PT.
APTT DD FIB /K2R FH 4 [ Sl 10143 A7 A W , fi o H I 0 2R FH Sk /68 7 SR 3G 9% 1% (MR 16 A
FIWr, &R P2 JLSUA I L PTAPTT DD /K34 8 2 & T g e 0T IR 41, FIB /K- S 21 T g e X
WAH 22 A Ge 20 25 X (1=3.542 .11.086 .9.062 . 4.886, P<0.05) ., H I E. 7 ), PT .APTT .DD 7K V- i

T TR = L, FIB KF (I F M R = )L, 22 53R i X (1=2.094.,5.343 . 3.644..3.015, P<
0.05)0 B SO0 L = LA PN O ™ R B A R R R LA L, 22 R S L (=8.689, P<
0.05), /BN I 7 JL PT  APTT DD /K75 /i A i 1™ a5 4% 3 52 W 35 1B AH 5C (=0.076,0.817,0.610,
P<0.05) , FIB 7K V-5 /il P 4 1t 7™ S e B 42t i 3 B 26 (,=—0.593, P<0.05) o 518 FL7™= LA H il 2 77
TESE M DI REZE KL, PT . APTT . DD 7K ~F-FH &5 , FIB 7K - R, i /0N 5E 1l 48 b5 48 £ 8 3%, 1fii FL PT .
APTT .DD ,FIB /K -5 it P i o ™ o A 1 2L 6 35 A DG

[SEsIAm] MmN, 5= )L; BEim iR ; D- R F4EE AR

Study on the correlation between PT, APTT, DD, and FIB levels and intracranial
hemorrhage in premature infants with different gestational ages

YAN Xueshuang'*, XIAO Nana', CHEN Yuan', WU Ping', LI Ya*, YAN Shijie'

(1. Department of Neonatology, Baoding Second Central Hospital, Zhuozhou, Hebei, China, 072750; 2. De-
partment of Ultrasound, Baoding Second Central Hospital, Zhuozhou, Hebei, China, 072750)

[ABSTRACT] Objective To study the characteristics of prothrombin time (PT) , activated partial
thromboplastin time (APTT), D-dimer (DD) and fibrinogen (FIB) levels in premature infant with intracrani-
al hemorrhage at different gestational ages and their correlation with intracranial hemorrhage. Methods 134
cases of premature infant with intracranial hemorrhage in a hospital from January 2019 to December 2021 were

+6

taken as the observation objects, including 58 cases of early preterm infants (26-33"° weeks) and 76 cases of

+6

late preterm infants (34-36 *° weeks). 134 healthy newborns in the same period were taken as the control
group at a ratio of 1:1. The characteristics of PT, APTT, DD, and FIB levels in premature infants of different
gestational ages were analyzed, and the correlation between PT, APTT, DD and FIB levels and the degree of
intracranial hemorrhage was observed. Neonatal PT, APTT, DD, FIB levels were monitored by automatic co-

agulation analyzer, intracranial hemorrhage was judged by cranial ultrasound or magnetic resonance imaging
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(MRI). Results
were significantly higher than those in the healthy control group, and the level of FIB was significantly lower
than that in the healthy control group (#=3.542, 11.086, 9.062, 4.886, P<0.05). The PT, APTT and DD lev-

els in early preterm infants were significantly higher than those in late preterm infants, FIB level was signifi-

The levels of PT, APTT, and DD in the premature infants with intracranial hemorrhage

cantly lower than that of late preterm infants, the differences were statistically significant (1=2.094, 5.343,
3.644., 3.015, P<0.05). The degree of intracranial hemorrhage in late preterm infants was lighter than the ear-
ly preterm infants, the difference was statistically significant (4*=8.689, P<0.05). The levels of PT, APTT,
and DD in premature infants with intracranial hemorrhage were significantly positively correlated with the se-
verity of intracranial hemorrhage (r=0.076, 0.817, 0.610, P<0.05), and the level of FIB was significantly
negatively correlated with the severity of intracranial hemorrhage (r=—0.593, P<0.05). Conclusion There
are coagulation disorders in premature infants with intracranial hemorrhage. The levels of PT, APTT and DD
are increased, and the level of FIB is decreased. The smaller the gestational age, the more significant the

changes of coagulation indexes, and the levels of PT, APTT, DD and FIB are significantly correlated with the

severity of intracranial hemorrhage.

[KEY WORDS] Intracranial hemorrhage ; Premature infant; Prothrombin; D-dimer; Fibrinogen

P PR R IR T A L DA ™ B R BT
AEJLBET-H E BRI 22— A LN H i 2
ML i I 2 7 S i B M A6 000 i 1 7
T 24 SOl o v v 3 P BT 2 W SR R A
SR UG OGN R . AR R R
FEILE R LD S 0 E s R R 22 Bt S
PLAE T AR KR L PadRaE ™ LG i
N AR A RRALG , 2 A P S LR PT R
A BRI B A A A R AR TR
A E 00 Dy e S sk /b 22 B e o FH 3 AT B AR L
PR S LA A A2 ARG AT A [R5 JLE
1. [ J52 5] [8] ( Prothrombin time , PT) . 1% AL 355 495 Iffl.
1% T BF ) (activated partial thromboplastin time,
APTT) . D- % {4k (D-dimer, D-D) . £F 4 2 1 )i
(fibrinogen , FIB ) 7K V-4 s J 5 fii A i 1L 7 A G
PR, 57 LA LRI T AR HE A 2500k

1 ARSHE

1.1 —RwERt

DL 2019 4F 1 H & 2021 4 12 H KB B 5= )L
P P I 134 (904 S S X G, HL e B L
(26~33"J& ) 58 4] . e W L 7 L (34~36" J&l ) 76 41,
YIA AR IR B iE 26~37 J& , AR PERE IR ARAE H.
2SR R A 02 P I 5 HE R A B S R
o LAPES] 7 AR A s 11 L]
fa BT A2 L 134 44 X IR, B A 3 A2 L b A
T R AT N2, BLAS I 58 4 7R Bt = 2 2 P25 4
2L

12 ik
121 REhE

Sk fi R PR A R AN M2540A 8 72
SO0 52 K8 Az JLEA TR A, B 2 LA R B , #83k
W% 5~8 MHz . & T 1 X #5375 BE B-2& 90° £ , ik
AR 5 11 F T 8% 3 5 S IR 325 5 4 B L T
M, LS H 2 4540 Ao B A b K G =, e 5 R Sk
AT RAR DI T R A, R 1 22 ) A7 B B R 3k, W
M KN JEZS BB EL R K S8 PRl 45 44 a1 7 2
Mo TR TG B AP i B A L
Bsf 1 47 % 3L 4R B 4% (magnetic resonance imaging,
MRI) K5 25 : AR BT A2 JLARZS 0 B m] 4 — 7 )
A2, 2K A LS R O
P4 35 11 7 , >R F KO8 INGER 1.5 T & A Atk
R, PR F BE 113 F 45 2850 TIWT [R13 I ] 23
ms , S bk h E B TE] 1550 ms, $1EALEF 24 cm,
JZJE 5 mm, JZ A HE 05 T2WI [ 35 B[] 110 ms, 545
ok wh = & E) 4500 ms , 37350 EF 24 cm, 2R
5 mm, 28] 0; DWT [1]35f i [] TE 83 ms, 5145 ik
W E T[] 4 600 ms, £ i L EF 24 cm, BB
5 mm, b {H 0.6 s/mm’, 4 36 )2 , - 55 17
B A A AR Ik i I
1.2.2  HEAMFE AR

HhIGE A= )L K I 1.8 mL fin A 3.8% M iR 41l
B PUBEE O 1 Prike, fHIE T LL 2 500 rpm .0
£ 12 em, B0 10 min, B2 102 R 7000 74>
H 3% 12> BT A ( H 8 SYSMEXCA 23 ) ) 46
PT .APTT .D-D .FIB.
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1.3 FBP Il A b o

R A1 A 000155 790 B A 1 2 PN e a2
IR P« L s A S R0 Y I B P A A e ik =
DA L, 55 R R TR A o M 2 T AR 10% LA R R 1
B M ARG ES il 2 T AR 10%~50% 4 11 EE 5 i
N ARG =Y, i = AR T 50% 4
W02 5 A 55 o Jmy S 832 I S o i oAy IV FE
1.4 Geit2Eahr

K SPSS 22.0 Seit2# 4 (R4S i A TR HER
AT TR R n (%) Fon L HRBCR T R,
FFEIER AT E R, (x £5) FoR VA L
BER FH A GERE Y ¢ Kz 3, 45 S0 R] 0 A DGR R
Pearson F1IHT , P<0.05 KR Z 5 A G242 L,

2 #£R

2.1 g = JL PT . APTT .DD FIB /K-

B2 LU H 14 PT . APTT DD /K -3 . 2
FHi , FIB 7K P ZREAK . 5™ LA Hh I & PT
APTT DD 7K~V B1 & i T fdt Fe %t R 41, FIB 7K ~F- ]
AR T AT IRAL, AL L 2 R A ST E
X (P<0.05), WLF1,

®1 FAHME)LS5EEHEILPT.APTT.DD.FIB
KT (x+5)
Table 1 Comparison of PT, APTT, DD and FIB levels
between premature infants with intracranial hemorrhage and

healthy newborns (x+s)

F2 AEPREA M E MF 7L PT.APTT.DD.FIB 7k
(xxs)
Table 2 The TPT, APTT, DD and FIB levels of premature

infants with intracranial hemorrhage at different gestational

ages (xxs)

M G mfggm (;i{im)
W R )L 58 13.74+3.56 53.07+8.32  0.71x0.40  2.34%0.65
FEPE)L 76 15.72+6.49 61.3429.28  0.95+0.36  1.98+0.71

i 2.094 5.343 3.644 3.015

P{E 0.038 0.000 0.000 0.003

®3 AERRESIA HIME )L PT.APTT.DD.FIB 7k
[n(%) ]
Table 3 The levels of PT, APTT, DD and FIB in
premature infants with intracranial hemorrhage of different

gestational ages [ (%) |

4151 n LRSI NEAK MELE NVES

W)L 58 14(24.14)  22(37.93) 14(24.14)  8(13.79)
FE=IL 76 11(14.47) 17(22.37) 27(35.53) 21(27.63)
PRl 8.689
P 0.034

20 n  PT(s) APTT(s) DD(mg/L) FIB(g/L)

fiit Ny I L 134 14.86+5.22 57.79+8.86  0.85+0.38  2.14+0.68

fEREH AL 134 12.82+3.40 48.0229.16 0.52+0.31 2.43+0.59
tHH 3.541 11.085 9.063 4.887
P 0.001 0.000 0.000 0.000

2.2 AS[RJG % /5 9 i 5 = JL PT APTT . DD,
FIB /K-

L = L 58 ) e 5 L L 76 i PT
APTT .DD . FIB 7K “F-#F47 b3 & 3, 1) 5= L
PT . APTT .DD /K- & 2% & T 8 9 7 7= L, FIB
KT B KT R )L, Z S A SRR L
(P<0.05), L2,

2.3 RIEIREF = LA H o> 20 O

B A0T = LA P e TR 14 | IT B 22 451
W02 1445 IV B2 8491, B4 B L ph g of 1% 11
i) I RE 179 TEE 27 461 LIV B 21 48], 22 S it
3 X (P<0.05), W3,

2.4 fHpy L7 L PT . APTT . DD /K 15 /5
o 1™ AR A D A BT

2% Pearson 143 M1 & B, i P H 0L 5 7= L
PT .APTT .DD 7K~ 5 it oA ) 1™ o F B 22 B 35 1F
#H (0.076.0.817.0.610, P<0.05) , FIB /K *F- 55 fii
PA Y ™ o R A W 1R DG (P<0.05) o

3 it

L7 Fi N LA 2 A R AT i A R
Ty W R MR EK R B L T v A R R
AR VERE | B2k PSR S B K WLEK )
REATR OB LS /NAS 55 I 2 5 AN B0 4, DA |
Il R R BLER T 5 13807 A OC , 18 55 i P 3 1 i)
J R AR V) OCHK

HE M 27 75 22 90 2% i 2 AR it ) i % A=
JE A5 RE PN K2 2 FR B2 i HE S 2 AY, & A IO
B 12 AR 2 G W B e AR i 0 B IS bR
W 45 542 7 8 2 LN S I+ PT . APTT . DD 7K
I 2 T, FIB 7K f 35 A, 55l B 2 JLAH
L, L LI A8 RE 9 15 RE ) 22, b TR S,
R LR R EAR 2RI A £ 5 0 B4 M4
W, 25 5 32 2, S AL B4 B & A, I LI i
/N, L IfiHT A2 JL PT L APTT . DD FIB /K- 5
5 OLER S EE AT ST A SRR I K A A R R



- 1224 - NTWi SR Tl 202347 45154 45749 T Mol Diagn Ther, July 2023, Vol. 15 No. 7

M BT R E A Bl & &4 ICH ER H £,
I3 27 4 25 1 R LK i B R R 1 B W]
TR = LA LT A E BT AT AR AT
VEICT B S A S AR A, b
RSP AN S %5 B . BRPHEE 58 R
Fy= ) LE I T B Bl 25 16 i 10 15 42 T L, PT 4E
K n] BE-5 AN I & AR A G T DD 34 g ) 5 A5
YIRS e AR AT G o PT & S e A AR IR i
ML AR B B BRI , PT 28K 15 B HILAA S R 1 5 1ty
WA BT EfiG . DD JEACBK LR 4 5 (H 4 41 VS il
IK S 5 7 A B — R S PR SR VA bR A, P I
B AR UL /IS 3 3 22 e ads 4 3 T 6 LR, ) 5
Wk A GEE 2P R G058, DD AE e il i R 1)
AT K2 & I HK TR AT iR 4R
7~ 1 APTT FIB 7KV 5% 284k, APTT ZE K f2 Bk
TGP B ML IR A, R I D) R AR A, YR A AR
It R -85 = B G 0T B P AR A 58 i PR - i = 7 R
FEPE AR, 52 IS [R) R 3 A 28 & 5 B 7 L N
I, 2 Bl S M Bt S B0AY £ P I, A O
N AL B A B0 R IR S S R B, APTT
FER AR 2, TR 5 BT AR L i R RE R K 7
A FIB MU 1k i A 2 b E S g gk af K T
JFL R 5% 21 200 R N A P R AR B 4l B
JE o O A R R R A R e 4 2 Y
0, KA IR M EE , T FIB 7K A U AS 1 13 1fi
PR I TR R AR I A R AR R L
JLEE M DI RE T R, Jif e A/ N2 i) R 5 5 1 7S 9 9k
AR DU LA P H A e AN . R
/NI = )L FIB 5 A 3 2 oK AL &9, XHEE I
it A0 R B R o, LG Ak kg £ 2 55 1 A0 T U
PT  APTT W ZE KB BH 2% ACHF 57 Hp 25 ik &
LA B A&AEBRAKF 5 B L P H it ™ AR G
REY, T I EE/va: i) JeRER , 95 348,
W0 IV 3 ot & PR 28 2R Stk e e, 764k 434h
TR0/ N B PR R TR S DGR Bl Ry B I I8 /)
AT AE LI IV EE =LA 7 LA s, o st 2 G 1%
/N e ™ AR =, T H PT  APTT \DD
FIB 7K F-55 % 68 308 8y BB Lo 17 7 ™ B

ZEA UL sk ml UL, R LN L 2 A7 AR
EEIM I REZ L, PT . APTT .DD /K ¥ T+ , FIB /K °F
FEAG, ELAR IS BN (B i b A8 fh i 2, 1fi HL PT

APTT .DD . FIB 7K V-5 it P i 1l ™ 2 #2352
RN
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153 IR JE Rt ik 8 P2 Ul 5 0 A I KA P B
N2

ERAT HRAT BHI FEK FE

[ E] BE HITEF IR K JE #1500 X B SR A R PR B S R RS . F ik
EHR 2020 4 2 H & 2022 4F 3 H P 58 10 4h B AaBe 3k 102 gy 3008 TR S8 ko xd 42, AR R[]
JRERE 2500 53 PR AL, % BT i o DF X LT 87 25 U8, 39478k 1 3 B0 , LU 961 AR 30 V9 4L 98 I o
FAAE T, PRI AN BN AR 4% R B AR I Ay A8 Ak, S8R R i 79 4 1 i s s 2
R (NE) 5 EARE (B) 2 i EE (Cor ) Al A AEFF C K3 8 (4 (CRP) IR FE R F-o (TNF-o) 7 1 L
WEF TG E R L (P>0.05) , RIGEF ISR IEA 2.6 .12 24h F5h5 & 2455 [l o o] BE AR 401K, 2 R A 4
T L (P<0.05) . BREERTFIARJT 2.6.12.24 h Big] NRS PE4r #2553 G127 L (P>0.05) ; JBRIFERT
P2 VAS TF43 LA 25 R IO G125 08 L (P>0.05) , RS EF5 K2 2H 6,12 .24 h VAS PF-43- 3148 [ isf [v] B i/
SR, 2 A B E (120,971 .,4.205,14.446 ,15.345, P<0.05), &35 RIBLHA BN & A5 B ER
FHALE U, 250 G 2EE L (=4.320, P<0.05) , &F 25 K& L FEI 19 R B AR P43 i 25K T ik
M, ZEFA G5 L (1=9.579,10.164, P<0.05) . 51 #7557 RJe ik 1 #5200 RE 22 i S R e iR
PEIRARIE , BRI LA N3850, 356 7T REFNIZ 24 9 REII i) 0 S AT 06, HAS BB 4%

[KBIA]  FFFRIE; Wk QBN BOUmASS ; KIRMECFIEor s BN 3 05 K75 SR
BRI 4

Effect of sufentanil patient - controlled intravenous analgesia on postoperative pain and
stress response in patients with cervical cancer

MENG Minghua'*, ZOU Changling®, LV Shenjuan', LI Huimin', LI Zhen'

(1. Department of Anesthesiology, Jinan Second Maternal and Child Health Hospital,, Jinan, Shandong, China,
271199; 2. Department of Anesthesiology, Gangcheng District People’s Hospital, Jinan, Shandong, China,
271104)

[ABSTRACT] Objective To investigate the effect of sufentanil patient-controlled intravenous analge-
sia on postoperative pain and stress response in patients with cervical cancer. Methods 102 patients with cer-
vical cancer surgery from February 2020 to March 2022 in Jinan Second Maternal and Child Health Hospital
were selected and divided into two groups according to different anesthetic drugs. The control group was given
dezocine, and the study group was given sufentanil. and the stress response and inflammatory factors, pain
score, the changes of adverse reactions, times of analgesia and depression scores were compared between the
two groups. Results there was no significant difference in the contents of norepinephrine (NE), epinephrine
(E), cortisol (COR), inflammatory factor C-reactive protein (CRP) and tumor necrosis factor-a (TNF-a)
between the two groups before anesthesia (P>0.05) , and the index content of sufentanil group was lower than

that of dezocine group at 2 h, 6 h, 12 h and 24 h after operation, and the difference was statistically signifi-
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cant (P<0.05). There was no significant difference in NRS scores between the two groups before anesthesia

and at 2 h, 6 h, 12 h and 24 h after operation (P>0.05), there was no significant difference in VAS scores be-

tween the two groups before anesthesia (P>0.05) , but the VAS score of sufentanil group was lower than that

of dezocine group at 6 h, 12 h and 24 h after operation, the difference was statistically significant (#=0.971,

4.205, 14.446, 15.345, P<0.05). The incidence of adverse reactions in the sufentanil group was significantly

lower than that in the dezocine group (x°=4.320, P<0.05), and the times of analgesia and depression score in

the sufentanil group were significantly lower than those in the dezocine group (¢=9.579, 10.164, P<0.05).

Conclusion Patient controlled intravenous analgesia with sufentanil can relieve pain and reduce the stress re-

action in patients with cervical cancer after operation, which may be related to the inhibition of inflammatory

reaction and mild adverse reactions.
[KEY WORDS ]

Sufentanil ; Patient-controlled intravenous analgesia; Postoperative cervical cancer;

Digital pain score; Stress response ; Inflammatory factors; Pain visual analog score

B HUE T ARG 0T RN T AL AEEN
P B R A BRI O B R AL, SR RS 24 h R E
PRI RSP — R 2L A A , LA
ISR, 25 o 4 B AR A 3T ey, ELSEZ I
HEYXRG, BEWAES R AR
Wi SRR A P KRR P R R R 2y
WIS R SR, AEAATOAF R . OB RO %
ERME BB Y IR RIE YT 2. G55 RIER2
v il SZ A, Sk N-4 BEWMITAE By R e e
v ZARBENR, Flo 2RSS G RS RER) 7.7 4% 41
TRLRERE IS KJE 5~10 1, HA A B BUN R R
i THERE R SO, R B ARR
A UMIFFEMEEET 25 K E K F 2 B X S A
PR RN R , ABERR B2 $e iy T4

1 ABSHE

1.1 FARTER

YEHL 2020 4F 2 H % 2022 4F 3 H ¥R 48 10
AR EE B L 102 (B B0 TR B IUF TS )
S () JBR 1 245 49 3 L 4, %o PEZE T AL L 5T
HFPEFIS KIS o A =4 51 6, 344 (51.74+
5.13) % ; VK (59.95+4.27 ) kg; I 431 . 1B
o AW 31 E . B 11 5 24 F A i
(195.64+61.31)min, #F25 KJE 4 51 ], F- Y 4F i
(51.91£5.31) % ; FHIARE (60.31+4.41) kg ; IR 43
B IB#ALL G, AW 2840 1B B 12 4 ; F-44 T
A B E] (196.89+62.14) min, W 2H % 15 4E 8 1K
ORI TR A 25 R TS R R (P>
0.05) , A A etk . ASZIR 28 BB (S P By L

NN OYIFE G S DU IS WbRTEY ; QBRI
Bt 25390 0 T ~ 1 %, 145 45 $0<30 kg/m?;

@ AR R PEAl AT B T BB IE H, 288 A R 15
HEBR bR - O H0 ML B | 5 10 R s @ RE 1
MR B2y R 2 AR SRS R 25 b5 R
W N A5 QX AR 56 ™ 5 2 WA e U
12 Hik

Ji A B AT R E G ¥ TE AN A G
%, SO W M o P i 4 N R A SR
Wk G 4 B TIOR3 Bk DGR R, 25
FHEF ISR 0.4 pglkg , IRFEBRAR 0.3 mg/kg,
TR 0.6 mg/kg, FEIME O R ERRG SAEHE . R
BT R JT 0.5%~1.5% 1 i Se+ T A B 3 mg/kg.h+5i
IERIE 0.2 pglkg - b, M I O S5 9 22 JFR %
IR B VIS B AR AL, TR G AR
W R, R B e . FARES AT 10
min % F R 2 E (VLA TR A R
O ERAL) | Mo 4T HAA S 0.2 mg/kg+HE S A
5 mg I A 0.9% A ACEHE SR B 100 mL, &F
SERJEH N T &5 KJE 2 wg/kg+FG ke 7] B 5 mg If:
A 0.9% FALEN T 5 AR BE B 100 mL, 3% B 2800
2 mL/h, [ R R 1 mLAk , 82 B4 84 1 min,
P R 4 10 mL/h, TF AR 45 SRR 45 I I8 R s Ik 2
FJa H AR E AR IER k.
1.3 WEFEIR FIA 2

O L P RREET RS 2.6.12 .24 h 7E R
JZ 1 8 F5 NE (E . Cor 48 A5 28 A0 1% Il o b R ik i
2 mL, 2R FH it I5¢ G0 % W BRI RS Cor, SR FH U %2
PEL KD NE E. Q@ L3I R I RT RS 2.6
12 .24 h 78 9 E R N FR AR A1 O, #5457 245 CRP
TNF-a, # 0 10 min, il BCF# K I 2 mL , TNF-«
SR FH TR G 2 W B ARSI, A48 1 B 5% ] Bio-TEk
Mt bR o CRP MR FH 328 325 S B e 32 4G T, 6 i)
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IES R AR Z 7100 B4 [ Zh A A0 AL . BWEEMIZ
FREERT ARG 2.6.12.24 h B9 50 174> (numeri-
cal rating scale, NRS) FIZ i A0 5 45 #9143 ( Visu-
al Analogue Scale/Score , VAS) *ZZ L 3f %5 , NRS
PE43 LA PO 5 A 1 B 0 AR 4 R 2 S B A Bl
HATVEAL 4304 148 248 348 451 551 .6 91
755.848.9%r 1043, VAS W4 i B E R s H &
Bz AT IRAL , FAR B BRI ik R — R K Y
10 cm M IE AR R, —THIBR AT 10 A2, Wi 50 5]
07 43 i R 107 43 3 , 0 43 38 o0 L 10 AR
i L2 52 10 S5 SR B0 ) 50 o (@) b A8 T 4 R R
AN BRI AT 43 RN $4 FE E. OR RL R
AT K Sk S 5 AR T 43 - <50 43 R G
AR, 50~59 23 R FE , 60~69 7 A B, =70 /3 N
R PR R UL R T B A 4 R o
5 20 5 B )R] R 38 59 R BCR U
1.4 Bt ibs

K HI SPSS 22.0 H 4 i 47 4b BE , 3 5 %R
(% =s)PEATHRR, IR ¢ K550 THECRORER

n(%) 3R AT PR, P<0.05 NESAGITHE L,
2 R

2.1 P R R L

WRIEERT P 21 NE . E . Cor & & L 22 % L& 1T
RN (P>0.05) , A& IFRJE4 2.6.12.24 h
NE.E . Cor % & Y55 [ i} 0] Bt o S 41K, 22 52
GiiterE L (P<0.05), WFE 1,
2.2 RN F LK

JER % i 7% 20 CRP . TNF-o & & LA 2% B 58
T2 B L (P>0.05) , RFE IS R4 2.6.12,
24 h CRP . TNF-a 7 5 4155 [v] B 8] B AA = 2HAIC
ERAGIFE L (P<0.05), k2,
2.3 PHABURECRIT A i

JFREFERT AR G 2.6.12.24 h BI4] NRS 743 1L
BESTG 1 L (P>0.05) ; FEEERTPIZH VAS 3T
I ESFIG T L (P>0.05) , RIGEF IS KB4
6.12 .24 hVAS V¥ 43 15 %5 [m] I 8] B Hb Af 5 204K,
ERAGIFE L (P<0.05), WE3.

F1 WHNBRMIEMREE [(x+s),ng/mL]

Table 1 Comparison of stress response indicators between the two groups [ (x+s),ng/mL ]

_ . AKJa
=] 2H B i
2N 2H 5 JPR T oh oh oh oin
e 210.44+37.85 288.96+48.95" 274.52+42.13% 262.16+30.61™ 234.13+21.45"
FFor R el 211.12+37.78 254.34+41.43" 231.13+36.75% 228.94+30.14" 216.77+32.35
NE
A 0.091 7.857 8.247 9.567 7.848
P {F[ 0.928 <0.001 <0.001 <0.001 <0.001
e 122.55+21.46 203.33+30.57" 178.95+28.43" 165.66+25.56" 151.12+23.48"¢
R ed 123.01+21.64 160.23+28.78" 149.68+25.52" 140.14+21.13% 125.23+20.14%
E
A 0.678 8.906 8.844 9.342 9.577
PAH 0.091 <0.001 <0.001 <0.001 <0.001
e 223.63+23.45 280.68+31.78" 270.24+27.86® 257.82+24.31" 249.9522. 24"
R ed 224.11+23.52 254.43+£24.67" 240.95+22.14 230.46+21.78™ 220.94+20.96""
C
or
il 1.053 10.166 0.968 9.036 8.689
PAH 0.101 <0.001 <0.001 <0.001 <0.001

- 5 AR BT LLER L P<0.05 5 S RIZLAR 5 2 h LL# L "P<0.05; 5 FRIZA ARG 6 h Lh# ,°P<0.05; 5 FRIZLAR S5 12 h LA, P<0.05.

F2 WARERTFRE (vxs)

Table 2 Comparison of inflammatory factors between the two groups (x +s)

e . N
EEEL Y 4531 PR T oh on oh oih
Hiu o4 24.78+3.13 53.2429.67" 47.817.89" 43.2626.11™ 33.77£4.14™
CRP(mg/mL) FoF el 25.12+3.11 38.96+7.35" 33.43+5.43" 27.75+4.24" 25.11+2.89™
1 0.655 8.894 10.135 12.142 11.689
P{A 0.193 <0.001 <0.001 <0.001 <0.001
Hiu e~ 4 26.46+5.63 59.95+8.45" 51.147.22" 45.34%5.36™ 32.274£4.21%
TNF-a( pgfmL) oK edl 26.74+5.56 38.92+7.57 34.67+6.71" 29.46+4.57™ 26.94+4.37%
i 0.712 10.477 11.145 13.246 13.427
P{a 0.135 <0.001 <0.001 <0.001 <0.001

- 5 R 2R BERT LA, *P<0.055 5 RIZIAR S5 2 h A, *P<0.05; 5 RI4IAR )5 6 h [, P<0.05; 5 R4IAR 5 12 h Lh#K , 'P<0.05,
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2.4 WA BV SRR AR He g
EPISKIC AN B & A R I AR T Hufhe

2 SR R R OB AR TR B T A S A
ZRAGIFE X (P<0.05), WE4,

x3 MAEHBUARTSEE (x25)

Table 3 Comparison of analgesic effect scores between the two groups (x +s)

_ . AJF
B 215 JER T
2h 6h 12 h 24 h
Hoffr 2.15+1.03 4.06%0.55* 3.46+0.93" 3.15+0.85 " 2.44+0.56 ™
PR edH 2.17+1.08 3.98+0.52" 3.41+0.87" 3.05+0.86 " 2.35+0.51 ™
NRS (43)
HE -0.097 0.762 0.823 0.767 0.856
P1H 0.923 0.447 0.512 0.469 0.393
HoffE 3.13+0.94 3.05+0.32* 4.14+0.41" 5.02+0.35 " 5.63+0.41 ™
PR e 3.17+0.97 2.99+0.31° 3.81+0.39" 3.94+0.41 ™ 3.99+0.52 ™
VAS(41)
HE -0.102 0.971 4.205 14.446 15.345
P{H 0.984 0.337 <0.001 <0.001 <0.001

T 5 AR AT LU 3R, P<0.05 5 5 RI4LAR S 2 h FL#R, 'P<0.05; 5 HIZAAR )G 6 h HL#g, <P<0.05; 5 M4 AR S 12 h L4, P<0.05.

F4 MAFRRREEFERILE (n(%), (vxs) ]
Table 4 Comparison of adverse reactions between the two
groups [n(%), (x+s) ]

ARREL (%) GHIE  HARTES
WONREE Sk B0 ()
WfEd 51 6(11.76)  4(7.84)  7.66£1.35 61.23+9.34

2 5 n

FOFRBA 51 2(392)  1(1.96)  4.13+1.02 50.113.17
A 4.320 9.579 10.164
PAH 0.038 <0.001 <0.001
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JE BB A FH T R ki wig 48 - B2 JBT , BB T 2 15
VRS i 5 S £ 5 30 02, 1 I R e 27 R I
T, P PR 2 G M BB R R SIS i A
BUMARROR I o 3 oh— 5, A R . B 4%
TR AR RE LR A BT O R R, O B
R RERER RS A R

g5 bR IR OR e Rk 45 BE R BB A AR
UG5 RN B VR A, A RSO %
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CTA %5 3D CE-MRA X} §E bR i i A B B sh hk 4t
i ARSI HE

AT MZr' FFED ALK’

(8 E] HE % CT AR (CTA)H = 4emsi i LR 0% 15 5 (3D CE-MRA) X JR 9k /2
(DF) B T R kA LR AR 12 Wi B . sk IO SR B NI BE B 2020 4F 7 A & 2022 4F 7 /7 120
TR IR G 5 R, BT AT B 94T CTA 3D CE-MRA K0T 1L ¥ 52 (DSA ) SR 46 2 . L DSA
K25 Ry & bR, LLAE CTA (3D CE-MRA 5 DSA %P4 PR /2 58 5 1T R sl B Ak 28 12 W 0 (i, 53 B7
AN RSN 77 6T RS A% B Bl ko 28 S8 B 28 B B A R B T . 5 R 1 684 B IM 45 T, DSA £
Be7E 693 B, AL PR 991 Bt ; CTA K 680 BB , 1 004 BEARMZE , Horbili2 ol 1], 1512 48 {71 , 12 Wi ek
JEh 91.20% , 457 5 5 K 95.15% , #iEH1 28 93.53% , kappa {H 4 0.866 ; 3D CE-MRA #:1l] 687 Bef%E , 997 Bk
epezg , Hoh i 44 41, 15492 38 ], 12 WHBUREE h 93.65% , 4% 5 N 96.16% , HERI R 4 95.13% , kappa {H
4 0.899; CTA . 3D CE-MRA £ Br i i1} %6 5 DSA WA LS8 i1 3 X (°=1.188.3.703.,0.408,, P>0.05) ;
CTA 2 Wr 0~V 2% 19 #E 56 243 51N 89.56% . 92.14% . 88.30% . 88.67% . 91.80% , S 1 % N 90.20% ; 3D
CE-MRA 12 Bt 0~ IV 2% 5 8 2843 51 2 91.04% . 92.96% . 88.20% . 93.79% . 90.63% , ik HEHffi % K 91.63%
1% CTA 5 3D CE-MRA X DF {8 # T R gl Tk i Ak s 22 25 B B s 12 Wi i 1, 3o 3D CE-MRA X
L Bk i 45 A 2 2 W HER MBS R T CTA

[XBFE] CTMESEY,; 4Rk S5 R M 5 MR T sh bk
b s Bhlkpess

Diagnostic value of CTA and 3D CE-MRA on lower extremity atherosclerotic lesions in
patients with diabetic foot

ZHOU Li'*, LIU Zhike', DONG Jingxuan®, LIU Yijie’

(1. CT and MRI Room, Linquan County People’s Hospital, Fuyang, Anhui, China, 236400; 2. Department
of General Medicine, Linquan County People’s Hospital, Fuyang, Anhui, China, 236400; 3. Department of
Vascular Surgery, Linquan County People’s Hospital, Fuyang, Anhui, China, 236400 )

[ABSTRACT] Objective To explore the diagnostic value of CT angiography (CTA) and three-di-
mensional contrast-enhanced magnetic resonance angiography (3D CE-MRA ) on lower extremity atherosclerot-
ic lesions in patients with diabetic foot (DF). Methods The data of 120 patients with DF in Linquan County
People’s Hospital from July 2020 to July 2022 were retrospectively analyzed. All patients underwent CTA, 3D
CE-MRA and digital subtraction angiography (DSA). With DSA examination as the gold standard, the diag-
nostic value of CTA, 3D CE-MRA and DSA on lower extremity atherosclerotic lesions in patients with DF as
well as detection status of atherosclerotic lesion count in each segment of lower extremity and grading of steno-

sis by different detection methods were compared. Results Among 1 684 segments of blood vessels, DSA de-
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3006 R BEARKE Bedn SN, 2, B TR 236400
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tected 693 stenosis segments and 991 non-stenosis segments and CTA detected 680 stenosis segments and 1,
004 non-stenosis segments, and there were 61 cases of missed diagnosis and 48 cases of misdiagnosis, and the
diagnostic sensitivity, specificity, accuracy rate and kappa value were 91.20% , 95.15% , 93.53% and 0.866.
687 segments of stenosis and 997 segments of non-stenosis were detected by 3D CE-MRA, and there were 44
cases of missed diagnosis and 38 cases of misdiagnosis, and the diagnostic sensitivity, specificity, accuracy
rate and kappa value were 93.65% , 96.16% , 95.13% and 0.899. There were 214 segments of superior genicu-
lar artery, 353 segments of inferior genicular artery and 126 segments of foot artery among 693 segments of
stenosis. There was no statistical significance in the detection rate of each segment by CTA and 3D CE-MRA
compared to DSA (x’=1.188, 3.703, 0.408, P>0.05). Among 1, 684 segments of blood vessels, there were
334 segments of stenosis grade 0, 334 segments of grade [ , 358 segments of grade Il , 297 segments of grade
Il and 61 segments of grade IV. The accuracy rates of CTA in the diagnosis of grades 0~V were 89.56% ,
92.14% , 88.30% , 88.67% and 91.80% respectively. The accuracy rates of 3D CE-MRA in the diagnosis of
grades 0~IV were 91.04% , 92.96% , 88.20% , 93.79% and 90.63% respectively. Conclusion Both CTA and

3D CE-MRA have high diagnostic value on lower extremity atherosclerotic lesions in patients with DF, and

the accuracy of 3D CE-MRA in diagnosing early arterial stenosis is slightly higher than that of CTA.

[KEY WORDS]

CT angiography; Three-dimensional contrast-enhanced magnetic resonance angiogra-

phy; Digital subtraction angiography ; Diabetic foot; Lower extremity arteriosclerosis; Arterial stenosis

Wi bR 95 2 (Diabetic foot, DF) 2 Wi IR £ & T
JHE 107695 720 i 1 R ) A R Y Il PR R A
bt d IR T IBURRAR S , 77 A 5 2 4 4
IR, B A RE R . B, B2
6 T W g bk A2 X DF I IRIA YT +4r s, il
EHUF (digital Subtraction Angiography, DSA)
& H AT R 25 N8 B3l ks 28 12 W 4 A i
AT RCH B A8 AR S AU Je ™ SRR B . {H DSA h
AAOK £, 520 B —E W0 F P Bz k2 ]
B, P G IR G PR A B . CT il 1 5%
(CT angiography , CTA) H A 4P HAE 17 5 3%
BIEEA A, X AR Il 48 K Ji) B 4H 2R 00 5 R v
AT , DRI B 5 e R 432, = A s iR ol A
it 52 (3D contrast enhanced MR angiography, 3D
CE-MRA) i B 3t ik R MR SRS L # A5
AT Z A B 22 05 S0 1 W S s 1 BBl IOk 28 R il i
Bl 12T B R W I A AR B A B
ff e . HATSET CTA 5 3D CE-MRA Y Iifi &
W LU A7 AE R, R I, ASBIF 538 3 o3 B
T FE DF 3T sl DR Ak A2 th 2 s R
PRIE I R, BRARIE AR

1 BREFE

1.1 —fEweR
UG R H N R EE B 2020 4F 7 H & 2022 4 7
H 120 FilFER R e EE TR, A RRE . OFF 5 E

B R i /2 T VE 41 (the international working group
on the diabetic foot, IWGDF)2019 /x> DF iZ W45 /g
HORE SCHRE , A2 7 T B8l KA Ak 22 s @4F =40
% ;@ Wagner 73 N 1 ~V 94 ;@14 JC DSA .CTA |
3D CE-MRA £ £ 45 ST s Gl IR 5T 8} 56 8 5 HEER
Bt : DA I 5 S5 IR RS D) RE B AT B b
Jo A Q@AM S R R IER Ik 1 @/ IE 4
By ERE R v g S I AR . o B 73
B, Ltk 47 B, AF S 40~74 % -1 (57.22+8.36)
% IR EFE %L (body mass index, BMI)21~26 kg/m?,
-3 (23.3121.43 ) kg/m’; Ji & 2~13 4F -3 (7.13+
2.44) 5F 5 A I = LT 3461, = i g 14 6], 50 9
21 1 A BEdiE R B ik 5 m 87 ], [ 4tk A 7
AT 11, R8I it B0 A S 055 B0 2% 64 ], BRI
VR 5t 97 PRIE 31 8, HAG S ARUR 173 S, A M
1684 BL, IR b8k 527 BL, T gl ik 816 B,
Fhlk 341 Br, gk As 693 B, A% 991 B, A
R AR BB e P st i, Z il H B 4
EHERIEA.
1.2 K&k

DSA fi#r : 2 7% SCHk -, WL5¢ 88 & 8 3% 2
Jok BNk 2T B KR B S Bl kB A R
CTA i : 275 SCHk'™, 73l THEIR 85,25 s J5 ik
T Sh K] ER K, A R R 25~35 s, TS
PR B % 2 T AR S 77 45 FUE 2 (volumeren-
dering technique, VR) | it K% i % 52 (maximumin-
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tensity projection, MIP) . [iff Ifi] B ## ( curvedplane re-
construction, CPR) , HH &b 52 14 B} = Ui E 17 K15
53T

3D CE-MRA K : 17 7% SCHk'™ th %l s 1%
BB A ] 3D 5 Ab B T B8 SE AT R i A R
H,

PG DA - BT B B AR 2 % 3 AR
Be 2 4 5 4F DL LR B T4 4 56 A9 15 U 0k 47 1
L ZE A VEAN BT BBl kR bR Bl % it A5k
ERRE

ML 7 AR UMES 1 R (R B 8h k) , L HE 3
Jik 28 e e sl ik s 2 9 (T sl o e sl ik &% sl fik il
k3 g R sk .

Bl kB 28 AR B0 2 DA A N A b v 0 R
RN AN E S, 0% ok%
I B RS ) e A FE E <50% 5 1 9% (v i Bk
) RAETRIE 50%~75% 5 W 9% (A )  JeAE T2
FE>T75% 5 IV 9 (M1 3E)  FRAEFEE=100% , VAR A=
FE=50 R M BAE
1.3 WEE bR

% CTA 3D CE-MRA 5 DSA i F B sh ik
Ak 28 112 WM s @ ELEOAN [RIARSI 5 =00 T I
25 HB A 9 AR I A HH I O 5 B 43 B CTA Al
o A8 T B I A A A R R 0 ) A5 L 5 D43 BT 3D
CE-MRA KM 28 T FRl 145 80 25 A BE 43 S I 1 o
1.4 G5k

K SPSS 23.0 Ge T2 R ab BRECH | 1850 5%
BEL n (%) R AT ROk THEEE DL (x£5) %
7N, LA P<0.05 M 2ZE S A Gei2EE L,
2 H%#HR
2.1 CTA.3D CE-MRA 5 DSA X T i sl Jik i £k
I3 A8 B2 W N E 53 B

1684 Bt IfiL 45, CTA Kl 680 B B2 % , 1004
BrAE M7 12 W UK R 91.20% , FF 5 BN

95.15% , %K 93.53% , kappa [l 4 0.866, B A 5
T 19— 21k (Kappa {8>0.75) 5 3D CE-MRA #5 il
687 BrpezE 997 Bradb B i Wit R 93.65% , Fr
SN 96.16% , ERI N 95.13% , kappa {4 0.899,
FA W i — 20 (Kappa {[6>0.75) . W1,

%1 CTA.3D CE-MRA 5 DSA xt T B #h Bk L f5 25 1Y
M ED T [n(%) ]
Table 1 Consistency of CTA, 3D CE-MRA and DSA in the

diagnosis of lower extremity arteriosclerosis [n(%) ]

A DSA ait
F i BeAs (n=603) A (n=001) (n=1684)
CTA A 632(91.20) 48(4.84) 630(40.38)
IR 61(8.80) 943(95.16)  1004(59.62)
3D CE-MRA 7% 649(93.65) 38(3.83) 687(40.80)
JEPesE 44(6.35) 053(9.62)  997(59.20)

2.2 AN[RVRZI Ty 2O B A% BB A e A8 Il A A A
TH 00 A

CTA .3D CE-MRA £ Btk th % 5 DSA i
S TGTFE L (P>0.05), WLk 2,
2.3 CTA 2 Wi 48 T Ji i 8 e 7= 72 32 7 1
B

CTA 2 W1 0~ IV 2% 1) 1 5 5% 43 51 4 89.56%
92.14% . 88.30% . 88.67% . 91.80% , & UE #fi K N
90.20%., L33,
2.4 3D CE-MRA 2 Wi 28 T I I A8 8 75 2 1 A
PG BL 5B

3D CE-MRA 12 Wi 0~ IV 2% 14 Ui 5 % 43 5 Ky
91.04% .92.96% . 88.20% .93.79% .90.63% , S\ fEHff
%4 91.63%., W34,

3 Wig

DSA 104 DF 2 W i) 4 bn 1 , 7 375 B A28 735 1L
M7 3 3 SRS W 52 R8BI AR R A
HABSNIRKSEME " . 5 DSAMLL, CTA
B PERE/IN , S A BT B0, G DN A [ i, A4 R

F2 AEENA I TEARRBAAEHBERLE (2(%) ]
Table 2 Comparison of Qingjuang detected in different parts of lower limbs by different detection methods [ (% ) ]

J% L3k (n=527)

J& I 8l ik (n=816)

LT Bk (n=341)

Rt i W e W e WA e
CTA 197(37.38) 330(62.62) 317(38.85) 499(61.15) 118(34.60) 223(65.40)
3D CE-MRA 203(38.52) 324.(61.48) 324(39.71) 492(60.29) 122(35.78) 219(64.22)
DSA 214.(40.61) 313(59.39) 353(43.26) 463(56.74) 126(36.95) 215(63.05)
7 1H 1.188 3.703 0.408
P1H 0.552 0.157 0.815
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K3 CTARMFEETHNERERESRNERDW (n(%)]
Table 3  Analysis of CTA in detecting the degree of stenosis of lower limb vessels [1(%) ]
DSA

CTA A1
0% IF) %) % 2% V% it

04¢(dk) 309(92.51) 11(1.74) 19(5.31) 6(2.02) 0(0.00) 345
I 2(dk) 14(4.19) 586(92.43) 23(6.42) 13(4.38) 0(0.00) 636
I 9% 11(3.29) 22(3.47) 302(84.36) 7(2.36) 0(0.00) 342

1 2% 0(0.00) 15(2.37) 14(3.91) 266(89.56) 5(8.20) 300

V% 0(0.00) 0(0.00) 0(0.00) 5(1.68) 56(91.80) 61
At 334 634 358 297 61 1684

4 3D CE-MRA®RMFEETHMNERERESRNERIWN (n(%)]
Table 4  Analysis of 3D CE-MRA in detecting the degree of stenosis of diseased lower limb vessels [n(%) ]
DSA

CTA s
0% 1% % 2% V2 it

0 305(91.32) 15(2.37) 15(4.19) 0(0.00) 0(0.00) 335

I %% 16(4.79) 594.(93.69) 20(5.58) 9(3.03) 0(0.00) 639
4 13(3.89) 19(3.00) 314(87.71) 10(3.37) 0(0.00) 356

I % 0(0.00) 6(0.95) 9(2.51) 272(91.58) 3(4.92) 290

Vg 0(0.00) 0(0.00) 0(0.00) 6(2.02) 58(95.08) 64
&t 334 634 358 297 61 1634

VRER iR 4k SR SRR G 5
% . 3D CE-MRA HA &  Jokm i | 2% AR5
P, AT 3D AR AR T 4y (v Jie i # A i
SRR . ARBFIE SR B, CTA 2 W7 T B sh ik
1 Ak 95 725 1 SR N 93.65% , 5 N 96.16% ,
HER % 4 95.13% , Kappa {E 4 0.899, 3D CE-MRA
121 DF 835 IR sl ik i Ak i) B5URR B 93.65% , ¢
5 B 96.16% , #E i %y 95.13% , kappa i A
0.899, BAEFLAE"2 R H] 3D CE-MRA X Ifil 45 B 4%
AL 112 W 5 DSA 12 Wi (1) Kappa 24 0.786, B /N T
AHFFE, 43 M B PR BN 2 WpAE & 3 B 7R I
WA 25 5, T ORI 2 W, IS A A i B
Z K I R HERE A

AR RE R T BB o A oA 2k Pk R
PEAFRE A, 2 BB H R Lk R sk 2
Bk, H 2 58 Kz i /Nl ik, R R A v LT
TR &4 B SR PLARR 22 , 776 2 Fh SLath
g i, PRI T R ARG 0 B (D LR M SR A, R
DSA A5 35 W BEA B, ASIE A 18 R I PR35 T
WM IRIT R EATFB . CTA i VR MIP ,CPR
A5 Jie b 3EEE R AT X A A I A M TR A GE
[ | 0L PN 9 8 SR A T I T AR, b MIP R 7] |
U 7 /N KL AE BB 2, CPR R ol #E 47 i 4
REARBER e IRAL R AR AE AT YD R R
TR I8 95 728 BB AL e 7 A R B ot A6 B 5 A S5 4
FrAsi v 2 PR, 5 MRA ML, CTA SR T

SEAARRER | A R A O LS AR A AL S
EYIRE, VRAN T B AR SR AT E IR AR 5 0k
Bl SFH, G EE I W, AR © R I AR N
AFATTHROR ™ RSO, 693 BopkZs Brh i I
B bk 214 Bt , B F 3h ik 353 B, 2 3 Bk 126 Bt
CTA .3D CE-MRA £ Bt H % 5 DSA Fbi 22 5% Tt
Gt 2F 1 S0, AR RS I Ot o A 1L A5 A A
R IE

XA 25 ORI 5T & B, CTA XHBH IR H T I
Sk LA B e R A RS Wi E R & . A
TR SE I, 3D CE-MRA X K il o 30 Jik b 2 1
W A R o A SCHF I8 AE UL A8 B 4% 43 G2
H1,CTA 5 3D CE-MRA 2 Wik 28 1L 45 3 45 T2 B 4
RhERMEHRE LR ERH LRI FEL, 5
PGSR —3 . b KB, PRAATE 0 P~
T 532 W o A et Sk 42230, T A TIT % 19 2 W 1 A
JEAZERY K, 85 5 CTA M, 3D CE-MRA A
T R 0 AP AR i AR 2 T

2i Pk ,CTA 5 3D CE-MRA X} DF R & T
Ji 50 Jok A Ak s A8 34 B B ny 2 W (E, Herh
3D CE-MRA X 510 5 Jik i 8 7= 19 12 W of: 1
W% = F CTA,

S 3k
(1] IRl VFREE, J24T0 OB IR JE A G 8 SCRITRRE LT ].
AR R 235, 2020, 12(6) : 363-368.
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CK20.P53.Ki67 & HIRA 1R AR S S5 ik
% S BRI &

RS IR EE EF

(¥ ZE] BW  HRiraiMosfm e 20(CK20) i 6 ZE K (p53) | 4 Mu b A % 1 e Ki67 (Ki67 ) Bk
HRAGFRE S S M AR RBUSC R, Ak LL20174F 1 7 & 2021 4F 6 J B #F RS
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Relationship between the combined imaging features of CK20, P53 and Ki67 proteins and
the degree of differentiation and prognosis of colon cancer

SONG Dandan*, WANG Chao, LI Jun, WANG Lei

(Radiology Dept, Pinggu Hospital, Beijing Friendship Hospital , Capital Medical University , Beijing ,
China, 101200)

[ABSTRACT] Objective To investigate the relationship between cytokeratin 20 (CK20), tumor sup-
pressor gene (p53), and cell proliferation nuclear antigen Ki67 (Ki67) combined with imaging features and
the degree of differentiation and prognosis of colon cancer. Methods One hundred and twenty-five colon can-
cer patients admitted to Beijing Friendship Hospital Pinggu Hospital of Capital Medical University from Janu-
ary 2017 to June 2021, all of whom had preserved resected tumor tissues, were selected and divided into the
low differentiation group (n=41) , the medium differentiation group (n=51) , and the high differentiation
group (n=33) according to the degree of differentiation. Western blot was used to detect the protein expression
of CK20, P53 and Ki67 in patients’ tumor tissues, and CT was used to record the imaging characteristics of pa-
tients with colon cancer, and to compare the protein expression of CK20, P53 and Ki67 and imaging character-

istics in tumor tissues of patients with different degrees of differentiation. All patients were followed up for 1

AERE R E SR A0 RAF S 8 K4 (320.6750.19089-98)
A 15 B R EA K WG AT AR B R A E AL, 6 101200
*iB A R, E-mail : songdd1982@163.com
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year and divided into the good prognosis group (n=107) and the poor prognosis group (n=18) according to
their prognosis. CK20, P53, Ki67 protein expression and imaging characteristics of patients with different
prognosis were compared, and the predictive value of CK20, P53, Ki67 protein on poor prognosis of colon
cancer patients was analyzed by the ROC. Results The protein expression of CK20, P53 and Ki67 in the dif-
ferent differentiation degree groups were compared, and the positive protein expression of CK20, P53 and
Ki67 in the low subgroups were higher than those in the middle and high differentiation groups (%*=9.055,
9.543, 12.239, P<0.05). The degree of intestinal wall thickening, length of involved intestinal canal, number
of lymph nodes and CT values were higher in the low group than those in the medium and high differentiation
groups, and the difference was statistically significant (x*=7.571, 6.493, F=24.101, 22.491, 6.373, P<0.05).
Multi-factor logistic regression analysis showed that CK20, P53, Ki67 positive protein expression and imaging
features (degree of intestinal wall thickening, length of involved intestinal canal, total number of lymph
nodes, short diameter of the largest lymph node and CT value) were independent risk factors for the prognosis
of patients with colon cancer (P<0.05). The ROC curves showed that the areas under the curves of CK20,
P53, Ki67 protein and the combined detection of the three were 0.731, 0.821, 0.854,0.931. Conclusion The
CK20, P53, Ki67 proteins and imaging features in tumor tissues of colon cancer patients are related to the dif-

ferentiation degree and prognosis of patients, and the combined detection of CK20, P53 and Ki67 proteins has

a high predictive value for patients’ prognosis.

[KEY WORDS] Cyotkeratin-20; Tumor suppressor genes; Nuclear associated antigen; Imaging Fea-

tures ; Colon Cancer

25 Wi e o T LI A R A E TR
ORI O A VAR 11| R < 7R R A
FRRE 5 B TS 7R R IR DG, SR04
JEH BN R B A L, CT Al &1
L[ Y e (ERO R - A X R (1 B K
A B A A= Wy 48 bR A7 28 50 . 40 B £f1 25 1 20
(cyotkeratin20, CK20) 5 &g 1) 6 % J7 800 e i s
SEAFAE — 2 W AH O 5 P53 Sk i Jeg 00 il 36 [A] | HE 5
AR SR SRS e 22 T IR A A ) R BT A
5 ¥ 1 )5 Ki67 (nuclear associated antigen , Ki67) J&
S MUA% S TR T B R SRR A, R MR S B A v
FEAE R, ABFREER T CK20 P53 Ki67 1
WK G AR SRR S 45 e o AL AR B TS G R
BARIBWT

1 AR

11—k

PEHL 2017 451 H & 2021 4F 6 H B HFERL K24
B JE b 5t AT = B 7 43 B= e IR 1Y 125 i 45
i B, b B 62 41, Lo 63 ], V- B AR 0%
(66.42+11.25) % o 4N Abr e : D) 2 45 1 B8 i
MR A2 s " Q¥ EZ CT & ;O
W2 #H ; DI IR 8 o HEBRAR i : Q&I
FOAb A g 2 5 @ 32 )T & s @A IS
ANEH DRSO fE <6 N A o fr

HEBEESEREYME, FABES SRR,
A5 5 B PR 2 AR H R B S AIE i
1.2 FHiE
1.2 ARAAEI K o321

W 4E 2017 45 1 H % 2021 4 6 A fEAR BT F
AR5 235 W o £ 3 100 728 B R B 4L 28, S FH 5%
i [, PR A L, VT 4 wm D0 R, R4 55
HE 40, th 2 24 @A & ZAT g b) |7, A7 7
AR SE— . R4 Broder B B A I
H A .
1.2.2 S Bk CK20 P53 Ki67 2 H ik

YU A 5% 13 % 3 355 A 40 min, il A S50
FEPLIR CK20 P53 Ki67 i 42, 55 — H M AR PERE R
fiti —Hi ACHER 1 ho PBS WG UEG # MLHEAT S e 2l
g ta (bt P A2 & AEWE AR T £ /A 7)) ,DAB i
IR (AL A2 S AE BRI &2 6] TE IR &
30 min, Jp AR ZE Y | [ f BT I K 5, i XL
T B R B . X R PBS 22 MR
CK20.P53 . Ki67 PHPEAR S : DY a5 5 3 . 0
BHEOEEQ L T EREE Q25 RE M,
PHE 3 430 QBHE A0 A : <5% (0 43 ) 5 ~25%
(143):~50%(253) 5~75% (343 ) s >75% (453 ) o #x
LI N RITPE Y 2 A, <3 R, =3 2 B
1.2.3 R

K % [ Discovery 64 HEI2E CT ic % B & 1Y



-+ 1236 - DTEW SR ARG 202347 H

H1s5E BT T Mol Diagn Ther, July 2023, Vol. 15 No. 7

AR EFRAE : O RERG AR, A RERG <2 em W%
JERAIE ,>2 cm Sy i IR QW 2 R E K
&, 3 0<0 cm F1>9 cm; @)ic sk I 45 Sk @i
R R ZE R AR @il sk CTH
1.2.4 Py

WA T2 E AR A B T 1 ARl
U7, BEVTEE IR 2022 4E 5 A, IBET N 5 5
1, ¥ R A 2 S S ORI AN R4, Hor
RiE RAF4
1.3 Gtk

SPSS 23.0 Bk {4 43 B &b 3UE P |, 11w R
n (%) TR AT Y RE IR ERH (R xs) Fm, W
S ) LA T ¢ K0, Z2 4L (R Eb 84T F 0B, PR LR
4T SNK-g K05 . Logistic 7] 943 1 CK20 . P53 .
Ki67 5 H MR AR E S 85 s TR I &R 5 %2
& TAE 4k (ROC) 43 #F CK20 P53 . Ki67 & [
X285 Bea AN BT I 0B . P<0.05 "R A 48

e
2 #R

21 K[FE S B TR FE R ) CK20 . P53 . Ki67 £ [
Fih MGG LR

341 B CK20 P53 Ki67 PH: R 2635 M i
BEERE R E T i R (P<0.05) . L3R 1,

®1 FRESUEEEEMN CK20.P53.Kic7 EARIE
BEARFRFAELLER [n(%), (xxs) ]
Table 1 CK20, P53, Ki67 protein expression and imaging
characteristics in patients with different degrees of
differentiation imaging features in patients with different

degrees of differentiation [n(%), (x+s) ]

AL OB Bl
T IR IR e

Jih 93 4H 2R 4 1

CK20 30(73.2) 26(51.0)* 13(39.4)* 9.055 0.011

P53 31(75.6) 24(47.1)* 15(45.5)" 9.543 0.008

Ki67 20(20.7) 21(41.2)* 11(33.3)" 12.239 <0.001
AR FAFIE

Jig LG L AR 7571 0.023

% i 4 e 5(12.2) 18(35.3) 12(36.4)

T3 36(87.8) 33(64.7)* 21(63.6)"
Z RImER 6.493  0.039

<9 cm 7(17.1) 19(37.3) 14(424)

>0 cm 34(82.9) 32(62.8)" 19(57.6)®
WREES ME () 6.2241.06 5.55+0.84° 4.81+0.61° 24.101 <0.001
'E:'i—‘,j(%}ﬁ% Y 0.7940.22 0.6120.15" 0.530.14" 22.491 <0.001
442 (mm)
CT14 39.15+8.74 33.81+7.81° 33.58+7.25" 6.373  0.002

S FL R, P<0.05 5 5/ fR 4H M L, P<0.05

2.2 RIFEHiG H#E 1Y CK20, P53 . Ki67 & H £ ik
KGR RRAE LA

5 R A4 e, Bs A R4 CK20,
P53 . Ki67 FHPE 8 1 35 MR 5 FRAE T & (P<
0.05), W2,

xK2 AEWEHEER CK20.P53.Kic7 EERIER K&
FAFAELLEE [n( %), (x+s) ]
Table 2 CK20, P53, Ki67 protein expression in patients
with different prognosis andimaging characteristics were

compared [1n(%), (x+s) ]

an  EASUGAST e r
Jilige ZHE R
CK20 BHE 55(52.4) 15(83.3) 6.376 0.012
P53 P 54(50.5) 16(83.9) 9231 0.002
Ki67 PHE 47(43.9)  14(77.8) 7.067 0.008
AR
gy M G JEE R 5254 0.022
BRI 34(31.8)  1(5.6)
IR 73(682)  17(94.4)
% B (em) 4.217 0.040
<9 38(35.5)  2(11.1)
>9 69(64.5) 16(83.9)
I L 2 R (A4S 5.48+0.84  6.19+0.92 3.273 0.001
AR EE R R (mm)  0.6120.17  0.87+0.17 6.003 <0.001
CT14 34.62+7.51 40.74£10.69 2.994 0.003

2.3 Ll B E WS 2 & Logistic [M1IH 534
B R BAT G2 LAY A Logistic £ Y
45 B R, CK20. P53 Ki67 FE R 1 33k M A%
SRR X8 2 5 i B TS Bk ST fE S PR 2R (P<
0.05), WL#E 3.
2.4 CK20.P53.Ki67 & [1 % ik X 45 I 9 £ & Tl
Je BTN AR A
ROC {1 £k it 7~ , CK20 . P53 | Ki67 & H & ik &
S HBCA KD T m AU 0.731.,0.821.,0.854
0.931(P<0.05), W34 K1,

3 it

AW IE SR WoR , 25 R R A 2 Y
CK20 P53 Ki67 P8 (M ik b 5 o b A 5 i R
I TR, 78 CK20 P53 Ki67 P 5 45
FE AL TR A 56, Logistic [81 940 H7 i 7% , CK20
P53 Ki67 £ 13835 Se AR 2 R Y R 45 W i R
UG B fa B N & | $27R8 CK20 P53 Ki67 2
KA AR e S B E WS A %, 5 REA o
FHAL



DTeW SR E 20234E7 H 0 5 15%

BT T Mol Diagn Ther, July 2023, Vol. 15 No. 7 - 1237 -

®3 FBEREWEHSERE Logistic @A

Table 3 Multi-factor logistic regression analysis of the prognosis of patients with colon cancer

Sl it BIE S.EfH Wald {5 OR 4 95% CI P{E

CK20 BAE=0, BH =1 0.624 0.206 9.176 1.866 1.246~2.795 0.003
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Ki67 BIPE=0, PHHE=1 0.808 0.276 8.570 2.243 1.306~3.854 0.004
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Table 4 Predictive value of CK20, P53 and Ki67 protein

expression on the prognosis of colon cancer patients
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Figure 1 ROC curve analysis
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The predictive value of serum Ang I , apoB / apoA-1 combined with endocan in hyperten-
sive patients with coronary heart disease

DONG Danping, XIE Fang, REYILA - Maimaiti, XU Yurong, GUO Zitong*

(Department of Cardiovascular Medicine, Xinjiang Uygur Autonomous Region People’s Hospital, Xinjiang,
China, 830000)

[ABSTRACT] Objective To investigate the predictive value of serum angiotensin Il ( Ang Il ), apoli-
poprotein B and apolipoprotein A-1 ratio (apoB/apoA-1) combined with human vascular endothelial cell specif-
ic molecule (endocan) in patients with hypertension complicated with coronary heart disease. Methods  Fif-
ty inpatients with hypertension and coronary heart disease admitted to the People’s Hospital of Xinjiang Uygur
Autonomous Region from April 2019 to December 2021 were selected as the hypertension and coronary heart
disease group. In addition, 48 inpatients with simple hypertension admitted to our hospital during the same peri-
od were selected as the simple hypertension group. Baseline data (age, gender, smoking, etc.) and laboratory
test indicators [ systolic blood pressure (SBP), diastolic blood pressure (DBP), triglyceride (TG ), serum An-

gll, apoB/apoA-1, endocan, etc. | were collected from all patients. Univariate and multivariate logistic regres-
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sion were used to analyze the relationship between serum Ang Il , apoB/apoA-1 combined with endocan and
coronary heart disease in patients with hypertension. The ROC curve was further drawn to analyze the predic-
tive value of serum Ang Il , apoB/apoA-1, endocan alone and in combination for coronary heart disease in pa-
tients with hypertension. Results There were significant differences during hypertension, LDL-C, serum Ang Il ,
apoB, apoA-1, apoB/apoA-1 and endocan between the two groups ( 7/t=4.044, 4.093, 2.908, 2.699, 2.629,
4.528, 4.244, P<0.05). Multivariate logistic regression analysis showed that the course of hypertension, LDL-C,
serum Ang Il , apoB / apoA-1 and endocan were independent risk factors for coronary heart disease in patients
with hypertension (P<0.05). The ROC curve results showed that the area under the curve of serum Ang Il ,
apoB/apoA-1 and endocan alone in predicting coronary heart disease in hypertensive patients was 0.692, 0.713
and 0.701, respectively (P<0.05). The area under the curve of the combined detection of the three was the
largest, 0.831(P<0.05). Conclusion The risk of coronary heart disease in patients with hypertension is close-
ly related to serum Ang Il , apoB/apoA-1 and endocan levels. The combined detection of the three has higher

diagnostic efficiency, which can provide scientific reference for early prevention and diagnosis of coronary

heart disease in patients with hypertension.

[KEY WORDS] Angiotensin Il ; Ratio of apolipoprotein B to apolipoprotein A-1; Human vascular en-

dothelial cell-specific molecules ; Hypertension; Coronary heart disease
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B PR B 1Y B A R M H (20 min P, 4C) , B
15 min, 3 000 r/min, &5.0480 12 cm, BUS LT
J5 B F-80CAM Mk, R E ARG G2 75 55
Heit7% (enzyme linked immunosorbent asay, ELISA )
¥: 1 TG, TC \HDL-C .LDL-C . apoB . apoA-1 /K-
GaR & I B AE YR 250 F)) |, IF 153 apoB/apoA-1;
K FH TS e 8 246 Ang 1T (G5 & 2 3 B A= W) 1=
200 ) ) 5 >R FH BB 692 W FFEEE A6l endocan (5]
& EAEYEZ AT
1.4 Guitirik

K1 SPSS 22.0 i AF AT Bt b BE, THECFEORE
Phn(%) 3R, Ry fs . THRERD (2s) %
NG BER M AR R, SRR R MZ
% Logistic [0 15 43 #7174 Ang Il | apoB/apoA-1
% £ endocan 5 5 I R & IF & 5O 1Y G R
I ik — 2 25 il ROC i £k 23 A7 1l Ang 1T | apoB/
apoA-1 . endocan it K Bk A I X6) 5 i R AR
I & SO B FUI AN (B . DL P<0.05 8 25 7 A 40

=9
2 #HR

2.1 PHAHIEA TR AL

9 21 755 1L 56 A2 . LDL-C . [fiLy%5 Ang Il . apoB .
apoA-1.apoB/apoA-1 .endocan L4, 2554 G it
X (P<0.05), WE1,
2.2 ZI[HE Logistic [F1F5 ¥t

Z [N Logistic 7143 B 25 5 7, & 19

®1 WMABRXHFBILE [(2(%), (x25)]
Table 1 Comparison of two groups of basic data
(n(%), (x£5)]
o ML A F L)

£ \LDL-C. Ifi.7 Ang Il . apoB/apoA-1.endocan J&
M 57 10 7 S8 3 9 2 ek o0 s B ik ST fE I R 2R (P<
0.05). W# 2,

2.3 iy Ang Il apoB/apoA-1 .endocan 5.7 i
ARSI TR0 g 0t R R A I & ek 0 1 ROC il 2k
s

il of 25 i ROC #h 2% i, 1L i Ang 11 . apoB/
apoA-1 . endocan Ff it A ) F1 0 55 0l He 28 O &
Je 0 B 26T AR 20 R 0.692 0713 ,0.701
(P<0.05) . =7 B4 A I /Y i 2 T 1 A e
70831, i T B — Kl (P<0.05) . W3R 3. K1,

3 g

oy ML 388 5 R AE S L S R WAL ) A 2

i { b 2 IMEH e PIE
(n=50) (n=48)

AEHR
<55 % 15(30.00) 22(45.83) 2.612 0.106
=55 %/ 35(70.00) 26(54.17)
el
L 25(50.00) 28(58.33) 0.685 0.407
& 25(50.00) 20(41.67)
2 i1
1 15(30.00) 15(31.25) 0.018 0.893
T 35(70.00) 33(68.75)
[veli]
e 18(36.00) 21(43.75)  0.613 0.433
I 32(64.00) 27(56.25)
W PR 9
= 13(26.00) 10(20.83) 0364 0.546
w5 37(74.00) 38(79.17)
e L R (4
<5 17(34.00) 26(54.17)  4.044 0.044
=5 33(66.00) 22(45.83)
filk i CCB
b 18(36.00) 14(29.17)  0.520 0.470
i 32(64.00) 34(70.83)
fik il ACE/ARB
P 14(28.00) 15(31.25) 0.124 0.724
f 36(72.00) 33(68.75)
fil H B 32 A< BH 75 551
b 19(38.00) 17(35.42)  0.070 0.790
7w 31(62.00) 31(64.58)
R FAAbITZ 258
= 6(12.00) 8(16.67)  0.435 0.509
w 44.(88.00) 40(83.33)
S A AR
SBP(mmHg) 155.53+16.23  152.88+1542 0.828 0.410
DBP(mmHg) 85.26+8.03 87.14+8.61 1.118 0.266
TG (mmol/L) 1.47+0.31 1.40+0.34  1.066 0.289
TC(mmol/L) 6.14+1.63 6.05+0.87  0.338 0.735
HDL-C (mmol/L) 1.17+0.37 1.06+0.31  1.592 0.114
LDL-C (mmol/L) 3.1620.76 2.45+0.95  4.093 <0.001
UA ((mol/L) 342.36+25.10  340.71+24.22 0.330 0.741
Ang I (ng/L) 1.69+0.84 1.40£0.68  2.908 0.004
apoB (mmol/L) 0.93+0.21 0.81+0.23  2.699 0.008
apoA-1(mmol/L) 1.43+0.32 1.59+0.28  2.629 0.010
apoB/apoA-1 0.71+0.25 0.51+0.18  4.528 <0.001
endocan (pg/L) 1.87+0.52 1.46+0.43  4.244 <0.001

Pl R 2R S B0 08 D RE & A AT, 02 I A e O
FOMEERMNEZNRZ " AFRERD
7N, e MG RE \LDL-C . [fiL7# Ang Il .apoB/apoA-1.
endocan 2 5% WAl {5 L & AR 35 0T & e A 2 ST e
B &R $dos Eikfebr BAA —E iz i, o1
B ALy - R R B R A, B T il
W) v R, 0% N B R AR A AL 5K



NTEWiER Tl 20234E 7 95154 4574 T Mol Diagn Ther, July 2023, Vol. 15 No. 7 - 1241 -
*®2 %[EAEZE Logistic B35 #7
Table 2 Multivariate Logistic regression analysis
PAGIGES it {1 BAE S.EfH Wald fi OR {8 95% CI PiH
e L R <54F=0,=51F=1 0.036 0.015 5.760 1.036 1.006~1.067 0.016
LDL-C LA B 0.051 0.016 10.160 1.052 1.019~1.085 0.001
Ang Il LA 0.042 0.020 4.410 1.043 1.002~1.084 0.036
apoB LA 0.452 0.423 1.141 1.572 0.685~3.600 0.285
apoA-1 L 0.025 0.187 0.017 1.025 0.711~1.479 0.894
apoB/apoA-1 LS B 0.040 0.017 5.536 1.041 1.006~1.076 0.019
endocan U 0.055 0.015 13.444 1.057 1.025~1.088 0.000

%3 1% Angll .apoB/apoA-1.endocan B 3f K Bk & 46 U FUN & [ £& H & 58O % B ROC #2247

Table 3 ROC curve analysis of serum Ang Il , apoB/apoA-1, endocan alone and combined detection in predicting coronary heart

disease in patients with hypertension

Y= AUC R 95% CI R E RS HEf B
Angll 0.692 1.37 ng/L 0.608~0.790 0.680 0.625 0.653
apoB/apoA-1 0.713 0.70 0.692~0.844 0.640 0.583 0.612
endocan 0.701 1.552 pg/L 0.670~0.820 0.700 0.562 0.632
ZHBEA R 0.831 0.725~0.896 0.820 0.813 0.816

b e M, K58 V™ Ang 1T Z KA #5450 Ang 1

# e ZARRFE ORI ER , B4 — A A Sk

T g oo Bl A5 &7 oK AR PR HE R E R . IR S E A

2, Hrp apoB BEA BN LFH R 40, InE RIE R

0 02 04 06 08 |_lo @ , Eiiﬁfﬁ%ﬂéf&o ﬁzﬁ aPOA'l IEIL: HDL-C E‘Jﬁﬁlﬁﬁg

e H R LA T B AR P iz v k4% B AR

E1 ROC ik

Figure 1 The ROC curve

JIRR SRR e R S KA R AR R 14 s 1
FEBE IR TS o BLAh, ORI A 3
I3 B I, B A Qa2 2520w , (A o 7 1 45 RE
TORR, R I 388 o e 0o 2 A4 AU o B %o v ot e s
B B PR 288 1 W i P 7K R AR
BEIHATRE S BRI AR R IR 25 B
IR A G BRSO, A8 T R et o i R A
24 LDL-C 7K F-F 5 B BE o B A% - W4 e s DA
FAAAABHAE T FA G R AR, SRR AR [ B R
T B B , I S5 S Ik ok AR AL, 8 hn £ 3 0
SEE O RS [AIEF LDL-C 7K - b i3 2 il s ot
42 )8 G (MMP) 4300 , £ {1 240 B 0 5 BT B A, DA
TR VA Bl ko e AR AL BEBR A 4R E 1 e I 5 i, 33K
FERFECIE o LI REF X LDL-C 7K fhi i A2
TR T T2 Wy sIp A 24 5 CAn i A B
JEE IR AR ) A R AR Sl KA AL B, B
Il LDL-C 7K~ Bl s i ) & 2

Ang I Z AU 209 1M 8 e i R 7, 78 IR 7 1
LT BARFIE , S 32955 TR 2 22 I LK i

. apoB/apoA-1 [WEZS Ak RERB IR IH [ B2 ] (14 °F-
g, S I8 i AR P R DT RRUAS I T 53 40 00 N
JEE T8 WSl Dk ks RERE AL , 175 & ed 0o T endocan
AL 3E S AR R P 5 | A VA SR AR RGBT
%, it — DB N B D RE NS 1 . HAE g A i
B AH AR AR AR AE 5 IR O I A8 v %) 1
MzdE %, NS RPISE R, & i
It 2 50 £ A A LY endocan 7KF-IF I i - H. 4l
PR I AR A, AR LT R R I e 1
W&, KRR E DR IRES R, G0
BA 1L 7% Ang Il .apoB/apoA-1.endocan A] £S5 & IfiL
FERF ORI LA . HT FIRFR R A5
2 ROC 45 #T1ML7E Ang Il .apoB/apoA-1 .
endocan A K JA G I X6 185 i FR O 2 S0
A FINAN R, 25 SR ks — B BAARI y th Ze TiAR
BRR, 0 0.831 0 $RIRAENR PRIV % i 5P
1500 S i, AT REIE A5 A I 1 7 Ang 1T . apoB/
apoA-1.endocan, AHUAS BRSO 45 2R .

Eo S =N (| A N 1 B e RTINS -aa S A o
IMLiE Ang Il .apoB/apoA-1 .endocan % YJFH 5, =
B i 912 W sl fig B vy, ELAS I ik T
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2019—2021 ALy AL i X 37t s 73 i 1 T 4f A 5 Br
B8 OKRAE TEE KKK 2EE @

(7 ZE] B/ A dba JEa6 i D7 S 28 0 WA TRRAE , 8 TR 230 I b s 4R ik 2 2 4R
. Ak EILSEHLIX 2019 4F 1 A 2 2021 4F 12 H BB FIARAS 16 974 6], 5% Il RNA i iR 41—
S ENTEOR (RGT) #4TH LW s A TR A, JFXF 2021 4F 5 H 2= 2021 4F 12 H WI1H] 492 4] 2, BAPE
FEAHEFT 9 PCR 20 BIRGIN . S55R  —AFILHkG ) i 2% 27 4% 2 BH M 5 461) 856 151] (5.04% ) , 2019 4F I 35 1
T 2020 451 2021 4, 22 A G114 L (4/=163.363, P<0.05) , —4EH, 27 BAPER %R B2 m TH,
ZFA G #F7E L (=114.039, P<0.05) ; Ji B B A THR S VAR TN O 3 EERG AR 5-17 F4F
14 BLEE A D4R (31.43% ) 5 TLBFERG B FHEAS 3, 17112 (5.24% ) i3 THEBE (3.66% ) , 22 3 H Gl &
X (5=9.467, P<0.05) ;2021 41 i LA Vitoria 3 R 4 Z WM EEMK (99.6% ) . 4518 2019 & 2021 4F L4t
M IX AT ZR IR DL TR T, DA W L3 R 7 /0 A B e 3 B v IO 5 D 2 W b, 2 B 2 AR Uk
E W 55 Vitoria 11 2 [ Al 06 B

[XEEIR ] GEYEEE; W)y ; RNAMEIRY 1Y 986 PCR; L4l

Analysis of influenza virus epidemic characteristics in Beiyuan District of Beijing from
2019 to 2021

LI Jing, ZHANG Chenglong, HE Zhonghui, ZHANG Shuyong, WU Xiuping, QU Fen*

(Department of Laboratory Medicine , Aviation General Hospital , Beijing, China, 100012)

[ABSTRACT] Objective To analyze the epidemiological characteristics of flu viruses in Beiyuan ar-
ea of Beijing and to provide a reference for early diagnosis and treatment of flu. Methods 16 974 influenza
like samples were collected from January 2019 to December 2021 in Beiyuan area, and influenza A and B vi-
rus nucleic acid in samples were detected by RNA isothermal amplification-gold-probe lateral flow technology
(RGT). Molecular subtyping was conducted with 492 positive samples of influenza B virus from May to De-
cember 2021 by real - time PCR. Results 856 (5.04% ) influenza positive samples were detected in three
years, and the positive rate of influenza in 2019 was significantly higher than that in 2020 and 2021 (=
163.363, P<0.05). Among the three years, the positive rate of influenza B was higher than that of influenza A
(£'=114.039, P<0.05). The prevalent seasons of influenza were mainly in winter, and spring and the most eas-
ily infected population was 5 to 17 years old children and adolescents (31.43% ). The positive rate of influenza
in outpatients (5.24% ) were much higher than that in inpatients (3.66% ) ( ¥’=9.467, P<0.05). In 2021, the Vi-
toria lineage of influenza B was the most prevailing virus strain (99.6% ). Conclusion From 2019 to 2021,
the winter and spring influenza in Beiyuan area was mainly caused by influenza B, with the highest infection
rate among school-age children and adolescents. Pathogenic monitoring should be strengthened, indicating the
necessity of covering the Vitoria lineage with influenza B vaccine.

[KEY WORDS] Influenza virus; Etiology; RNA isothermal amplification; Real-time PCR; Influenza
B typing
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AT (Influenza) (8] FRIAEES) A2 Fh i JEk
I B 5 1R Y — B SR I I A YL 2 AN R HTI
() 2 BN H g R ) 2 — " I R DR A T
RIRF T o g R R AT SR AT A2 B R R
Ky, WMBYREE A H 4 TN SR 2R i sk
I B 1 1) (1) 22 B S RS (0 A7 AE DL TR AT I 1
R T R TR VS MR T ) W R A T
o9 SRR AN BT X B VR A R L ARWFSE
4 38 Ao % 9t R I A T 0 1) b b A b DX =S R B
b 12 1) 16 974 f51] it SRR S5 2 O R AR SR
7 (influenza A virus, FluA) . Z % 37 575 2% (influ-
enza B virus, FluB ) & iR ¥ I I 23 B i 47 4- 1E , A
TR B W K B iR A5 TAR R E S Rk s . B0
B

1 ABSHE

1.1 — sk

W BE AR BE 2019 4F 1 H % 2021 4F 12 H Wi 1]
16 974 ) it B AE 95 1) (influenza like illness, TLI)
TERE AL AR MR AR I R B R R 5 I
H I kg R, lsE 2021 48 5 H &
2021 4% 12 J] Wi (1] 492 4] FluB FH ¥ #E 4%, I
FluB 73 BUKG i 25 4 15 e S b 5t b 56 b X K
RIZRG =9 B, ILL 48 2 1% X 2 508 4, Bds
o Sl AT R b At b X IR B T A TR A
TH 0L AT LB BE AR B2 T Sx bl ol
1.2 SRR

g 451 TLT 95 161 3 — 3 WA 4K 7~ , >R RNA 1 i
P 1 - S PREE AT I TR g L 2 TR I R
i eE RNA o il 500 S s i A= R4 e dn A7
RELZA ) A8 H 2 78 Jeos 5 A% 1 v DN 4k 7 8 (T
FRUE 20193400672)

K PCR J5 ik b AT 2 A 3t S 43 RUAS N, 422 R
PRI IMA 4815 DB-48 /4 [ S BUYL K it &
A 58 B, & B BE 43 A% IR A I 3K R &
(PCR-ZEHRAER ) th B b iR A Wy BB ey A BR
o EIRAE, SR 22 47 SLAN-96P SEHF 5 8
PCR )58 B4 ki
1.3 Gtk

fifi H1 SPSS 26.0 4t 11 2% 8 AF #4752 it 40 o
THECH R R n (% ) R, A ) 20 18] 22 1) LE 3
FH R, DL P<0.05 N2 5 B A %t

e =N
=X,

2 #ZR

2.1 BYR B

2019 4F 1 A %= 2021 4F 12 A ILI 5 #4] 16 974
i, Ui 8% s A IR P PR 1 856 i), R PH P R
5.04% , Ho A iR A Y 3 . 2019 4F PH PR R N
10.68% (227/2126) 5 2020 4 FH 1 % 4 3.76% (136/
3613) ; 2021 4F BHYE % 4.39% (493/11236) , 2019
AF BB T 2020 4EF 2021 4F, 2 S A G it L
(#*=163.363, P<0.05) , =4E1  FluB FHPEAG R 2
F T FluA, 2 58 511 %2 X (=114.039, P<
0.05). WFE1,

R1 20192021 F£HE ZRFRBHRSHRHER [2(%) ]
Table 1 Incidence of influenza A and B virus in 2019-2021
[n(%)]

Sy n FluA(%) FluB(%)
2019 2126 175(8.23) 55(2.59) 227(10.68) 66.189 0.000
2020 3613 99(2.74) 37(1.02) 136(3.76) 28.807 0.000
2021 11235 1(0.00) 492(4.38) 493(4.39) 499.977 0.000
A1t 16974 275(1.62) 584(3.44) 859(5.06) 114.039 0.000
P! 794.505 97.945 163.363

P1H 0.000 0.000 0.000

2019 45 H Y | 2900 300 R 2 BH S 441 e 227 ), PR G
e 3.4,

2.2 FNioA

UL JBRG BE AEAS Ml DX A AT 2 A R O
11 FluA 5 FluB 317 06 H A7 22 5 1%, FluA £ i
T U 3 AR & 7R (=2 729.493, P<0.05) , K 1} %
e i H KR 2019 4F 1 A 20.31% . 2019 4F
12 H 10.77% .2020 41 H 9.83% ., VLK 1. FluB
Ko 0 32 B AE & R 2 (=8 717.869, P<0.05) ,
Ko R A 1 T A MR R 2021 4F 12 H 17.10%
2019 4F 4 H 10.97% . 2020 4F 5 A 4.17% . UL &
2o B AT R 2 PR DAL IR A TR 15 2% A e Y I
Mo W3,

fait(%)  yH P

fen
15

2019-2021 445 F1 3 FluA #6; 1 %
25.00%

20.00%
15.00%
10.00%
5.00%
0

12030 4050 6 A7 8 9100117121
2019 4F 2020 4 2021 4

B 1 2019—2021 F£& A FluA B H %
Figure 1 Positive rate of influenza A virus in each month
from 2019 to 2021
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2019-2021 ££4% 1 3 FluB £6; H1 4
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6.00%
4.00%
2.00%
0.00%
1H 20 30 4050 670 8 901001112/
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B2 2019—2021 £& A% FluB &
Figure 2 Positive rate of influenza B virus in each month
from 2019 to 2021
2019-2021 4F-45 J3 73995 1) 12 A 155 150
2500
2000
1500
1000

500

0 VA 2030 4050 674 8 9101112

2019 4F 2020 4F 2021 4F
3 2019—2021 FRHIEKER
Figure 3 Numbers of sample collected during 2019 to 2021

2.3 AR
2.31 MBI
FBAESG LML B TR T B AR Hh R L
BER G2 L (=1.342,P>0.05) , W2,
%2 FEMHT ZRRBFEREER (1(%)]
Table 2 Sex distribution of patients infected with influenza
A and B virus [n(%) ]

P n FluA FluB 4t

B 8961 151(1.69) 319(3.56) 470(5.24)

e 8013 124(1.55) 265(3.31) 380(4.85)

AL 0.502 0.813 1.342

P 0.478 0.367 0.247
2.3.2 RS

7E 16 974 ) ILLJR Il H | L 0~4 % 47 BE st 12
AR, R 2 5~17 BARIR B . #3129 19 AR
WA AE 5 N H~07 % AR S 14 %
T B R HH e AR IS B R 5~17 4, R 20~

40 % ,66 % Lh 1A N BHPERG 61 5 5 Fh ek, 4%
AEWE B SR 22 5 Gi i e 7 X (47=150.251, P<
0.05) , 5~17 % 4F- ik B 1) 370 I8 B K SR 1 (B 35
FHABF R B, W3, #F—24 H FluA 5 FluB
Y E AR, 5 2 LU 4] FluA 35 T FluB
(1=32.556, P<0.05) , [fii 18~40 % j§i, \ 4| FluB . %
= T FluA,, 22 A G222 L (=46.394, P<0.05) .

®3 ARFEHRER.ZERRFSHEHEBER (n(%) ]
Table 3 Age distribution of patients infected with influenza
A and B virus [1n(%) |
EWREE n FluA(%)  FluB(%)  #iF(%) Pl

0~ 5529 84(30.55) 82(14.04) 166(19.32) 112.994 0.000
5~ 3367 103(37.45) 167(28.60) 270(31.43)

18~ 1831 3(1.09) 104(17.81) 107(12.46) 8.342 0.004
20~ 2817 18(6.55) 176(30.14) 194(22.58) 2.833 0.092
41~ 1565 19(691) 46(7.88) 65(7.57) 25.218 0.000
66~ 1865 48(17.45) 9(1.54) 57(6.64) 50.448 0.000
718 97.731 231.928
PAH 0.000 0.000

TE AT 2 (H A PS5 S~ AR R B EUR T35 1 .

2.4 HiZRE

11292 FAT Be 12 IL1 & )% 16 954
i, Hohr [ 292 B 14 852 15, i 8 75 B 778
B (CF IR ARG 2 1)), FHAPEAS H R 5.24% ; 48 B
H o2 122 ], i i 7 BH M 78 B (IR AR 1
@), BHEAS R 3.66% . 114092 TLT B4 AT B
TLT 28 2 I S8 7 BH A R e g, 2 R A Be it 2
B Y (4=9.467,P<0.05), W34,

ILI fHYE R st Bl = E 2 e LR 1A
UGB R 202, A FEEE ILT BH P 1] o5 A P
PRI 90.11% . W3 5.

2.5 2021 4EJF FluB 43 45 B3 by

2021 4 J 7 J8 1 BH 96 51 v, FluA BHAE 1

], FluB BH M 492 il . FluB Jyi% Hb X i & 57

x4 B .ZERBHIZEEN2LHERS2H (1(%)]

Table 4 Distribution of outpatient, emergency and inpatient department in patients diagnosed with influenza A and B virus [n(%) ]

Bl Ay FluA FluB R A IR 18 PiH
22 2019 4F 1298 120(9.24.) 44.(3.39) 2(0.15) 37.595 0.000
2020 4F 2 905 91(3.13) 34(1.17) 0(0.00) 26.563 0.000
2021 4F 10 649 0(0.00) 491(4.61) 0(0.00) 502.587 0.000
At 14 852 211(1.42) 569(3.83) 2(0.01)
{2 B 2019 4F 828 55(6.64) 11(1.33) 1(0.12) 30.551 0.000
2020 4F 708 8(1.13) 3(0.42) 0(0.00) 2.291 0.130
2021 4F 586 1(0.17) 1(0.17) 0(0.00) 0.000 1.000
A1t 2122 64(3.02) 15(0.71) 1(0.05)
71H 9.467
P1a 0.002
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x5 R ZERBHZEBEERSHEST [(2(%)]

Table 5 Distribution of visiting clinical departments of patients diagnosed with influenza A and B virus [1n(%) ]

51 YR 2L ILEH T2 I 5 s d e B 2 R BE LA R R BE Her e L g
(n=6160) (n=8 502) (n=978) (n=418) (n=916)
FluA (%) 21(0.34) 186(2.19) 30(3.07) 9(2.15) 29(3.17)
FluB (%) 328(5.32) 239(2.81) 9(0.92) 1(0.24) 7(0.76)
Ei (%) 349(5.67) 425(5.00) 39(3.99) 10(2.39) 36(3.93)
BHAE 5 (%) 40.63 49.48 4.54 1.16 4.19
P} 277.928 6.779 11.538 6.477 13.714
PH 0.000 0.009 0.000 0.010 0.000

TE R BHPE 7 HE (%)™ S A DGR 25 59 B s BI85 B s (0B 20

JBR TR, Hoh FluB Vitoria 38 2 8 R TRk, (5 44
FE#(99.6%) . W36,
*®6 ZHERBBEESEBHER

Table 6 Molecular types of influenza B virus

FluB n
Vitoria 1% % 490

Yamagata ji & 0

R F 2
Gt 492

AT IR E 2 R T 5 | Y SR IR R
Gy, REERION KA SRR S S, S5
PRI SE B RERAR DS, 5 R B2 T R IE TR

AL S 1 R i A R P N3 T R 4 R S TR )
TR 530 A R TR R 1 X A0 i e B A T
BRSO o S I A R B B X FluA 7528 22 X
WIE AT , FluB 7624 AT, I WHO s 4 2
BT AR B, FluA 1 FluB Jj {61 (1 43 A5 45
4 4:1, FluA BAEERTEALHE , 1T FluB {AE 2012 4F |
2014 4E T 2017 SEAL 4G , AT W UEAE 5~10 A, FR
P A T R W 7R 435 2%, 2019 AR R T 4 4 A
it H3N2 V. & F1 i Victoria 3% & 4 3, AL 7 & 14
FZE H I H3N2 WAL AT 5 2020 4F 4 [H s AR R
TEFAR KT 52021 4742 [ 32 B30 B 7 N FluB ™',
AWFFE B, AL E LA HBIX 2019 Z 2021 4F H BT
B B e i M R EE AR AP ERE
A6 T8 Oy B BE A TR L H 2019 4F 2020 4F:
TR AT L FluA 2 35,2021 4E %4 FluB, #2783l
VIR E N, BRI R 48 REE LISk
TR BRI IRA T, B I 2 2 TLAE o
Jiti T AE kg A SHe T 7 R sl S A R ™

ARG 0 7R B A T AR I R IE AN ], 42
Bk 26 FEIHF5E 7R B FluB i B F 4RI (5~17 %)
FLER YL FluA 19 83 52 (18~64 %) ', L& I

TR E DL 2 F T ILE & =S, AW
R B AR B A e 2 R 517 AR L
A AR JE AT RE N =R AE N N R MY
JIT | 45 5 i B I8 B AL 45 L 55 A #  L 25 A~
N7 2 PSS, 8O T RO B A 4R i XU
i — 25 7 B FluA SR B E LU S 2 LIS LE R E,
11 FluB &3 DL AR 3, 5 HA KA 58 45 AN
[] 10, HR 7 WA [ R AR b DX A A BRI A TR AE X
U BH A4S i 2 PR R R

AR g K R LA R o & S BT
S5 1911 90.11% , DAL I W A 37 R 0 A 30 2 R TE A
By FIG IR IEHI2IR o SR B = 2 0% (00 2 4%
PR RGN T 8 A HH R AR AR R ] RGT A
PEAT VIO B A% R RNA R, AT A8 1 7B Y 528 B
i I 2L B vk 2R R AR S R
B I RGT HARE IS & 1T 22 AW
T PR R VARG , DA o A R R e
Ko FE LT P I JE G g T R A i A ) % 5% 3
PO R e R R R A, A7 R
FHUR B2 0 A BN o

FluB 43U 050 K I 8 8 T B2 1 A FE 2
Yo AIRIEZ R FluB 2 RIHE AR, 4Ek 26 F 5T
.75 FluB V%! Victoria 1% & Fll Yamagata i £ 43 5]
i 64% 1 36% ", 1 [ FluB [ 7547 YA 2405, 1
£ I FluB AN RAGIRARL . ABFoE 8, &
H i FluB 134 Victoria i 2 /i 4 XA 34, 45 5]
3% [ FluB B v B & B A0 2 WA U

22 PR, b3t HbIX 2019 2 2021 4E A TR E
FE R FluB 5, BAEA /R R A, BN
P ez 00 L A Ay B o D A e = B L AT S A R
B HCY I RUEREEAR I, BRI R ISR B A%
PR AN, DA BH B IR A, A2 W SRR YT I T
FluB Victoria 1 2 f9 1 AT A 5B FluB JEg,

(F#4 1251 1)
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464 ) P8 NBE miR-365 3 rs30230C/T wifh 2 &%k

W5

TR HRA SR FHBE M BT HebAa”

(¥ ZE] BH W9 miR-365 3 H 1s30230C/T 1 5 Z S MEAET OB AT FRAE , ITAEAS [ Fi i
OB EE B LA 5 S RS R R 3 A 22 57 . sk 16 FH SNPscan 0 BUFE A, Xt 464 44 ) VG il A G
H miR-365 HE I rs30230C/T o7 o5 (14 5E R AL 3E A7 A i, I 5 T A & 8 24 11 4] (Hapmap ) AR AL HTIUBRA
£ (CHB) KK AR (CEU) « H A AH#EPT) AEHEYE B AW AR (YRD miR-365 56 H 2 28 P 5 ds iE 17 L
B BB 1s30230C/T 7 5 i A %1 5% 1% Hardy-Weinberg 38t f4 -7 & 4, BEA AR B AR R0 L,
1s30230C/T i s fF £ CC.TC . TT 3 Fp LR AL . AE ) 04 AHF o, miR-365 B IH rs30230C/T i £ 17 4£ CC
(63.1%) . TC(32.3%) \TT(4.5%) 3 Fp3EF AL ; C T 1Y% FERUSTR AT R 79.3% .20.7% o % A6 55, 11 45 3
PRI 780 R 2 A7 35 BRI % 0 il 7 3B L Al [R) 22 S TR G 11 24 8 L (1°=1.423 ,1.385, P>0.05) o ] PG ANFEH 1Y
1s30230C/T 157 5 Ji: X 8 5 NCBI (https : //www.ncbi.nlm.nih.gov/ ) 2 A 89 A2 T A KL R 41 150 i RO A #E
eI e B RN RE/> BB 2 18] 1Y LU A8, 22 38 S8 0 X (47=32.871 ,87.572, P<0.05 ) ; H:Z5 {37 JE K 4
HE R AEE HFE R Hd, 22 58 Go it 24 X (£=30.589 .59.423 , P<0.05) , 54T %A
B H AR NBEAA EL, S8 AR 7 JE PR R A, 22 R RS2 L (P>0.05) . ZEi8 P ABE miR-365
FE I 1s30230C/T 3 K 57 o5, 22 25 P A0 AN ) el e AR A0 b DX ) 77 A T R ) 25 5 T 4 92 S o 9 0 ) T
B AR 58— 8 A4

[£giIA]  miR-365FEN ; FLH 24854k Fik

Genetic polymorphisms of rs30230C/T loci of miR -365 gene in 464 cases from Guangxi
population

WENG Yinhua', CHEN Jie', GU Xixi', LUO Yanping', LIU Chao', LAN Yan®*, WEI Yesheng'*

(1. Department of Clinical Laboratory, the Affiliated Hospital of Guilin Medical University , Guilin, Guangxi,
China, 541001; 2. Department of Dermatology, the Affiliated Hospital of Youjiang Medical University for
Nationalities, Baise, Guangxi, China, 533000 )

[ABSTRACT] Objective To investigate the distribution characteristics of miR-365 gene rs30230C/T
polymorphisms in Guangxi population and compare the differences of locus genotype and gene frequency in dif-
ferent ethnic groups. Methods SNPscan technique was used to detect genotypes of rs30230C/T in 464
Guangxi population and compared with the miR-365 gene polymorphism data which were published by 1 000
Genome Project, including CHB, CEU, JPT, and YRI. Results The genotype of the rs30230C/T locus fol-
lowed the Hardy-Weinberg law of genetic equilibrium, and the sample population was representative. There
are three genotypes of CC, TC and TT at the rs30230C/T locus. In Guangxi population, there were CC
(63.1% ), TC(32.3%) , and TT (4.5% ) genotypes at the rs30230C/T locus of miR-365 gene; the allele fre-

AAFRR - BERAAAFLELTA (82060617); B R & AA5 L 45 B (82060570) ;7 % A KA L4 B (2020GXNSFAA297147) ;
A E IR AT L A AR B (GYYK2022019)

VA L AR E F IR B EERERA, )G, 4 541001
2. AL RAEFRWE ERERAL, %, B & 533000

*iBAEAE S Feb A, E-mail : yeshengwei22@163.com
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quencies of C and T were 79.3% and 20.7% , respectively. The frequencies of genotype and allele distribution
of 1s30230C/T were not significantly different between genders (x°=1.423, 1.385, P>0.05). Comparison be-

tween rs30230C/T locus genotypes in Guangxi population and genotyping data of European and African Nigeri-

an populations published by NCBI (https : //www.ncbi.nlm.nih.gov/) from the Human 1000 Genomes Project,

the difference was statistically significant (¥°=32.871, 87.572, P<0.05) ; its allele frequency was significantly

different from that of European population and African Nigerian population (¥*=30.589, 59.423, P<0.05).

There was no significant difference in genotype and allele frequency between Beijing Han population and Japa-

nese population (P>0.05). Conclusion The rs30230C/T polymorphism of the miR-365 gene in Guangxi popu-

lation varies to varying degrees among different ethnic groups and regions, which has certain reference signifi-

cance for disease prevention and control research.

[KEY WORDS] MiR-365 gene; Polymorphisms; Race

miR-365 H& P AF 3 miRNA HL i) 56 4 1 51 2
— TEA AR PR i A7 A, LS R R ) RE AL EE 5 L
i miRNA AL, 322230 1 5 #035E ) mRNA 1)
3" i A gt B DX 45 4, 400 S 2R A @R e s S
mRNA B, 7R3 % 2 F LR i s
B WIS, miR-365 HePAE T8 5 4R 20 A
RN RN WA oW T RN N S R
P AR TR A R R R B, X D 22 e R A
5590895 10 & A KR DL RO G IR TS B AN AT 4, X
WK TR % miR-365 3 DK A5 B8 g o - 6 5 9 -
B2 W 50 7 M TERERR T AR A IR SR
HHZBES R 5 B8 DL RS
FARIE PR 5 3 R 22 A M A AR v 1
A F RUR T I A B PR I R iR . =
A, AT SCHRARIE miR-365 FE A rs30230C/T {3 15 7F
fat R NBE B9 43 A o DRI ASHIF 9 i 328 8 T 5437 ik
B KT 5% ) miR-365 K& R 5 rs30230C/T,
K F SNPscan 43 B £ R X} 464 #] )~ 785 A B
rs30230C/T o7 s AT 3L R 737, I Fh A 2 A A
ANFEAFEP B A TG, ¥4 5 B9 miR-365 5
PR 22 5P S5 AR OGS 2 M 1 06 R D S st iR 274
J7 T AR — S ST IR AR 4

1 XN&REFE

1.1 WX %

BEALA A 2021 451 H % 2021 4F 12 H 6] £
HE AR 2% B B T B e 2 3 ft AR Ak o O A4S 1Y
464 24 il FE MR FEAS , o B PR AR 285 44,
LA 79 %4, HAFRIR 3 A 7E 18~80 % o AR
O A RE A J| T 08, HoZ 8] JoAEfef
258 8557 J 06 2, HoAth 1y 1ifs PR 55 50 % 48 bR AR AE 1E
W Z N IFHERR B B S s AR ik B A AR

Bt S . AR L BAE H O &R E 1,
WF5E 28 Be A8 3822 51 2 W 4I5S
12 Fik
1.2.1  FE[HZH DNA il 4

JH EDTA-K2 $i#E45 K4 2 mL B 58 % 42 (1)
JUK I, 5 7™ A $ R R AR 356 [H 2 DNA $2 B0 & i
B 200 L I A A OE R 4 DNA , J5 53K
15319 55 [ 4 DNA R-A7- £ —20°C vk 4 - A7 4 H o
XT 42 B DNA FEAS 47 210 B2 4347, i 126 OD canorenn)
88 1.7~2.0 4 & R 20~50 ng/pL ) DNA FEA
FIa g3 4,
122 SIS AR

1E 22 B B Z A AR5 B a0 (NCBLL https :/
/www.ncbi.nlm.nih.gov/) #; & miR - 365 F&
rs30230C/T 751, P lGE BAS L 1) DNA FF31 , i Ak
{F Premier 3.0 #1151 901511, Fikg I ZA4T LR R
AN E AT . 1s30230C/T 519 M 5" -GTA
GTA AGC TCC TCC TCT GGT GTC A-3', FiiF5 |4
45'-GCT GAG TGG TTA TCG CTG GTG-3',
1.2.3 PCR ¥ #% J 5

PCR ¥ #{K R SR FAIE 20.0 pL, 45 1.0 pL
FEA DNA, 2.0 uL 1XGC 2% ¥ , 2.0 pL 2 mM
dNTP, 1U fif #4 DNA A Eif 0.2 pM L FiEs |9
1.0 WL, AS 2 PRFFH TR W ZE 8 K #h 2 . PCR
W S E :95C 2 min, 94C 20 s, 62C 40 s (4
MG AR 0.5C ) , 72C 1.5 min, G ¥ 11 ¥, 94C
20 s, 58C 30 s, 72°C 1.5 min, 1§ ¥f 24 & ; 72C
2 min;4°C {5, PCR =) 2 {58 i (SAP) (from
Promega ) fil ] fifi 1(EXO 1) (from Epicentre ) 17
4k 5 F ABI /A ) 4 BigDye3.1 387 & I 7 , )
V259 RS 446 )5 78 ABI3730 b KR, J5 IR 4
Gene-Mapper4.1 #4347 ff AT o
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1.3 Hiilerabs

5 FH SPSS 25.0 Ge T8 2547 548 434 5 114K
TR n(%) Fon R YR s HEA AR A
10k 32 I 2l -1 4% (Hardy-Weinberg ) 8 14
M M LIRS ; P<0.05 N 2Z A S H#E X

2 #R

2.1 miR-365 %E[H rs30230C/T {7 i F& K 437l

22K 95 rs30230C/T v st 1Y 5 X Y35 7 Hardy -
Weinberg 15t 1% 1 i 7, R IR A ANBF R AR
PERE S o BRI 45 2R 7R |, 1s30230C/T 3 55 47
fE£ CC  TC . TT 3 FhFLH AL, DLIE 1,

A B C

TE: A CCHEPIRL; By CTAEH A ; C o4 TT HEH A,
B1 rs30230C/T i EEFFIE
Figure 1 Gene sequence of rs30230C/T

2.2 miR-365 [ rs30230C/T 137 f5 2 B EAE) T
PN E il

I8 A RE P rs30230C/T 37 5 17 fE CC . TC.,
TT3 Ff 35 R A8, 56 PR AU R DL CC(63.1% ) Bl i £
UL HYK R TC (32.3%) \TT (4.5%) /0L, H:C. T
AN LU A3 51 79.3% F1 20.7% o %A 5 Bk
AL 76 R 25 A7 5 PRI AR 3 A6 T P N R A ] 4 1) =2 (]
L, Z 5 Lg% 5 X (y=1.423,1.385, P>
0.05). WL#E1,
2.3 JUP AR miR-365 & [H rs30230C/T i 15, %
A HEAEAS RGN HE [B] Y L3R

I P OB Y rs30230C/T i 5 KL A 5
NCBI (https : //www.ncbi.nlm.nih.gov/) 23 7y [ A 2K
T N FE AR A BRCEE AEDJE B R R

R 1 miR-365 B H rs30230C/T hr s LA T ABEF
R R [n(%) ]
Table 1 Comparison of rs30230C/T polymorphism of
miR-365 gene in Guangxi population in genders [1n(%) ]

F PR A LA
cc TC TT C T
B 285 174(61.1) 97(34.0) 14(4.9) 445(78.1) 125(21.9)
It 179 119(66.5) 53(29.6) 7(3.9) 291(81.3) 67(18.7)
Pal! 1.423 1.385
PAi 0.491 0.245

Y RUEIE Z R A, 2 R A G F R L (=
32.871.87.572, P<0.05) ; H 4 {0 5 R 22 55 R
NBE ARVE H A BE L, 2 8 it 2422 57
(£=30.589 . 59.423, P<0.05) , 5 4t 50 UG N Bt .
SNPGRS B R VAR S BT
EZRTGI2EE L (P>0.05), &2,

3 it

miR-365 F N R AL miR-365a F miR-365b
CATTABIAE 2 Al Sr i ek b gt b miR-
365a i T 16 S YL {0 {K 13.12 |, miR-365b 11 T 17
SR 1.2 B S AR Ok bl S A AT R GE
miR-365 R R IGAEA s Th A 22 itk Rik . 5
Z PR 1) & A R R B DIAH O™, Cheng
S5 UOVTE X B B A R R g e R B, B TR
Fis H O R N miR-365a F R I 0 5 80T Jif 0 5L (R
W0 454 17 al (RUNX2) ) 26 35K T RE A,
AT 5 B 5 0 A B & A . Wang BNk
I, miR-365b HE ] 5 L WU I FEE - 240 1t 97 AH
X, miR-365b I S FR ik il it B 245 A PAX6 1Y 3/
JEBIPE X, T PAX6 B ik, A M A K Z 1
M FARI T B R 2 A5 1 (single nucleo-
tide polymorphisms , SNPs ) /& & 4 7F 3 K 41 7K - |
F A A A% T R 28 78 5 | 1) 5k R 300 1 R B

1s30230 n

F2 EANBEN miR-365 B E rs30230C/T L R R FABRMEMEFNEERRFRAEBHNERILE (%) ]
Table 2 The comparison of genotype and allele frequency of rs30230C/T of miR-365 gene in Guangxi population with other

ethnic population [7(%)

BEA Y

S5 B A

% n oc . —- P! P c - Paic P
IEPN 3 464 293(63.1)  150(32.3)  21(4.5) 736(79.3)  192(20.7)
VePN 106 44(41.5) 42(39.6) 2(18.9) 32871  <0.001 130(61.3) 82(38.7)  30.589  <0.001
S|P 82 48(58.5) 32(39.0) 2(2.5) 1.656 0.446 128(78.0) 36(22.0) 0.134 0.755
RN 86 50(58.1) 34(39.5) 2(2.4) 2.004 0.409 134(77.9)  38(22.1) 0.173 0.683
AEPNE HALE ARE: 120 120(100.0) 000.0) 0(0.0) 87.572  <0.001  240(100.0) 000.0) 59.423  <0.001

1 R T NCBI(https : //www.ncbi.nlm.nih.gov/ ) 21 B9 A ZE T AL 43141
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FRREI . AT 45 5 % PR < 1s30230C/T 37 S5 A7 4E CC,
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S FE U AE T Ao T 04 o A 25 5 G 2422
5, 22 rs30230C/T i s 2 250k SR

AW R 2D VIR AR S T A JE
PRI AR AL BT BB B L H ASFIE e B A
W TR miR-365 FE K Z2 MBI n LA Hegs, 25
7R 1s30230C/T 7 55 78 ) P8 L 3B  H A% (JK
PEE R G ) CC CT . TT 3 A 3L KBS, ok
FEAEYNE H R HE i HAG I s 85 AR 465 CC
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T HC AR A ) AR IR W5 24 U8 3% 24 U 43 A 7 TE
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M BRI BT 10 22 S i E AR 4k 1) A1
S A MO AR AR N, £ i
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AR AN TS (I 1 N DR UNE B ST =
AL, Bl B 1] f SRR, AN R e AR A I T
[ 25 52 [ SR TR Hb g B K o 1s30230C/T {37 15
kDR R 0 46 Ao 5 DRI 36 55 bt DU AR H AN
BEA L, 2R/ HIE RS E o AR
SO NN H A AHE AL T3 9 b X, H Hb %%
KR WAHRTEL I, A6 N SCIRE MBS A 7 IR A

FVF 2 0 3 [ AT, ke g2 S e B A T P N BE
rs30230C/T {37 i 35 PR 0 i1 26 437 5 R 5 i b 2 U
FUHANBE L322 5N, HAF A “ R4 R,
WAL 22 SR R 2N 2 SRR B s AL 2
IV NBEIZ A S S RO EE B B AR
HATX I, 2R BA gt =E o AT EA, BT
IV T IR P R AR, R FARLS B R AR
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JE L, HS IO AR B ORI BE IR T A 8]
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FE SR IR 55 SCPHLAT T 56 R A2 i, Bl 25 D7 o ) v
A RS [B] A R B8, 2% A e 1] 1) A8 57 1) 25 AN TR Y
J7 1) & J , R e it s R T =R AR 2 3
PEARTA] 256 25 AUE 52 miR-365 He [N £ Bk 1E A
Ivi) ol 6 TR A7 S )RR B A 25 S 1k i 22 Rl
S b R ST B R R B HL 2 AR DL S Wl B
SRVEPEA VLA I, X2 SR T AR A R SR
o 7 /N [) b [X 1] g e B AN T) 1) Dt R oir £, i —
58 T RN ] b DX TR 1) 22 285 P X 9 5 01 )
A E

g L rad A B ST B B XTI fE N BE
miR-365 FE RN Z AT 01, I 5 A R R A H#E
HEAT AR, & BH rs30230C/T A7 5 75 A [] e 2 [
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Expression and clinical significance of VEGF-C, Ki-67 and PTEN in patients with
cutaneous malignant melanoma

LI Yang*, LI Qisong, DING Congling, WANG Qing

(Department of Pathology , Xuancheng Central Hospital, Xuancheng, Anhui, China, 242000)

[ABSTRACT] Objective To analyze the expression and clinical significance of vascular endothelial
growth factor C (VEGF-C), cell proliferation index Ki-67 and tensin homolog (PTEN) in patients with skin
malignant melanoma. Methods 59 patients with skin malignant melanoma admitted to Xuancheng Central
Hospital from March 2017 to March 2020 were collected as the study group, and 61 patients with pigmented
nevus in the same period were selected as the control group. The expression of VEGF-C, Ki-67 and PTEN lev-
elsbetween the two groups was analyzed, and the relationship between VEGF-C, Ki-67 and PTEN and the
pathological features and prognosis of cutaneous malignant melanoma was analyzed. Results The positive ex-
pression rates of VEGF-C and Ki-67 in the research group were higher than those in the control group, and the
positive expression rate of PTEN was lower than that in the control group, the difference was statistically sig-
nificant (P<0.05). The positive rates of VEGF-C and Ki-67 in patients with clinical stage Il ~IV and lymph
node metastasis were significantly higher and the difference was statistically significant (P<0.05). The positive
rate of PTEN in patients with clinical stage I ~II and no lymph node metastasis was significantly higher, the

difference was statistically significant (P<0.05). The patients were followed up for 1 year after the operation,
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and 12 cases (20.34% ) died. The results of multivariate logistic regression analysis showed that clinical stage

Il ~1V, lymph node metastasis, positive expression of VEGF-C and Ki-67, and negative expression of PTEN

were independent risk factors affecting the prognosis and death of patients with cutaneous malignant melanoma

(P<0.05). Conclusion

In skin malignant melanoma, the positive expression rate of VEGF-C and Ki-67 is

high, and the negative expression rate of PTEN is high. that the expression of VEGF-C, Ki-67 and PTEN are

closely related to skin malignant melanoma, and can be used as effective indicators to evaluate the progression

and prognosis of skin malignant melanoma.
[KEY WORDS]
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Table 2 Comparison of VEGF-C, Ki-67 and PTEN expression between the two groups [1n(%) ]

- ., VEGF-C Ki-67 PTEN
FH Bk FH [R5 B4 B
i 59 32(54.24) 27(45.76) 39(66.10) 20(33.90) 24.(40.68) 35(59.32)
X REZH 61 7(11.48) 54(88.52) 4(6.56) 57(93.44) 56(91.80) 5(8.20)
Pai) 24.999 46.247 35.277
P{E <0.001 <0.001 <0.001
A B C D E F

TE: AL Ki-67 FIPER L, B Ki-67 (#3156 C. PTEN FAPE3RIS, D. PTEN BltE# ik ; E. EGF-C A%k, F. EGF-C Ptk
Bl 1 Ki-67.PTEN K VEGF-C fIFRAE R (Fredlfbie ik, 400x400)
Figure 1  Expression diagram of Ki-67, PTEN and VEGF-C (Immunohistochemical staining method, 400x400)
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Table 3 Comparing the expression of VEGF-C, Ki-67 and PTEN among patients with different clinical and pathological
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>3 cm 13 5(38.46) 7(53.85) 6(46.15)
N 37 24(64.86 32(86.49 11(29.73
IREETRS AT ( ) 4.515 0.034 ( ) 18.402 <0.001 ( ) 4.929 0.026
oo 22 8(36.36) 7(31.82) 13(59.09)
LR S A SN 32 15(46.88) 19(59.38) 13(40.63)
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Table 4 Analysis of independent risk factors affecting the prognosis and death of patients with skin malignant melanoma

s NS ) EASESp
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WFITALIRIT B 5K 92.00% = T4 HRAL 72.00% , 22 7 A BT 78 L (=6.775, P<0.05) ; i 78 I
R0 A VS % At e ) R 2% H 5 sl 1) S T B 2, 22 AT S48 L (1=7.519 9176 .8.533 .5.411 |
11.203, P<0.05) ;3597 1 /™A J5 .24 A J5 0F5% 44 Baron PN EE 143 . Sutherland %<5 1% 3148 B0 T 6 R4,
X FH G X (1=3.326.4.314,4.252 ,5.394, P<0.05) ;3697 1 ™A )G .2 A G 0P984 5 #1561k T %
PEZH, SO AT B ELMRAT I & TXF R4, 2 58 St B X (1=6.356.16.815, 5.326 . 11.122, 10.313 .
10.825, P<0.05) ;3557 1 MH G 2 HEWF R 40 ET .D-FLiR \DAO /KPR F X B4, 22 57 F G il
2 Y (1=7.016.7.276,3.126.3.798,5.483 .11.222, P<0.05); FiZH R B o R A= R0, 2 S5 3 X
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Effect of Saccharomyces boulardii combined with salazosulfapyridine suppositories on
Baron’s endoscopic score and intestinal mucosal barrier function in patients with rectal
type UC

TANG Chuang*, ZHANG Xin, CAI Tao, TONG Xia, ZHANG Tin

[ Department of Gastroenterology , West China Airport Hospital, Sichuan University (the First People’s Hospi-
tal of Shuangliu District, Chengdu), Chengdu, Sichuan, China, 610200 ]

[ABSTRACT] Objective To investigate the effects of Saccharomyces boulardii combined with sala-
zosulfapyridine suppositories on Baron’s endoscopic score and intestinal mucosal barrier function in patients
with rectal-type ulcerative colitis (UC). Methods 100 patients with UC who were treated in our Gastroenter-
ology Department in the First People’s Hospital of Shuangliu District from February 2020 to February 2022
were selected and simply randomized into 2 groups of 50 patients each. The control group was given sulfon-
amide antibacterial drugs, while the research group was treated with Saccharomyces boulardii based on the con-
trol group, and all patients were treated continuously for 2 months. The treatment effects, time to clinical
symptom relief and mucosal healing, Baron endoscopy score, Sutherland disease activity index, intestinal flo-
ra, intestinal mucosal barrier function, and adverse effects were compared between the 2 groups. Results

The total effective rate of treatment in the study group was 92.00% higher than that in the control group,
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72.00% , and the difference was statistically significant (¥’=6.775, P<0.05). The time to relieve abdominal
pain, blood in stool, fever, diarrhea and mucosal healing in the study group was shorter than that in the control
group, and the difference was statistically significant (¢=7.519,9.176,8.533,5.411,11.203, P<0.05). Baron’s
endoscopic score and Sutherland’s disease activity index were lower in the study group than in the control group
after 1 month and 2 months of treatment, and the differences were statistically significant (7=3.326, 4.314,
4.252, 5.394, P<0.05). Enterobacteriaceae in the study group were lower than the control group after 1 month
and 2 months of treatment, while Bifidobacterium and Lactobacillus were higher than the control group, with
statistically significant differences (1=6.356, 16.815,5.326,11.122,10.313, 10.825, P<0.05). After 1 month and
2 months of treatment, The levels of serum ET, D-lactate and DAO in the study group were lower than those in
the control group, and the differences were statistically significant (=7.016, 7.276, 3.126, 3.798, 5.483,
11.222, P<0.05). The differences were not statistically significant when comparing the incidence of adverse re-
actions in the 2 groups (x°=0.000, P>0.05). Conclusion Saccharomyces boulardii combined with sulfon-

amides is effective in the treatment of UC, which is helpful to control clinical symptoms, reduce Baron endo-

scopic score, regulate Gut microbiota, and restore intestinal mucosal barrier function.

[KEY WORDS]

score ; Endotoxin; D-lactic acid ; Diamine oxidase
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Table 1 Comparison of clinical data between two groups [ (x+s),n(%) |

. . . N P T R

25 n PE (55 /4 ) TR (L) BMI(kg/m*) JFE(H) B T
o 50 28/22 44.63+10.05 21.73+1.34 19.58+7.26 20(40.00) 30(60.00)
X RZH 50 26/24 45.05+9.82 22.06+1.03 20.38+6.74 18(36.00) 32(64.00)
i 0.161 0.211 1.381 0.571 0.170

P 0.638 0.833 0.171 0.570 0.680
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Table 2 Comparison of treatment effects between two groups
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Table 3 Comparison of clinical symptom relief time and

mucosal healing time between two groups [ (x+s),d]
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Table 4 Comparison of Baron Endoscopy Score and Sutherland Disease Activity Index between Two Groups [ (x+s) , score ]

miH 20 51 n bE il WY IAAE WY 24 A A FAi PH
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Effects of rhIL-11 combined with rituximab on NK cells and tryptophan metabolism in
patients with immune thrombocytopenia

YU Yibing, ZHANG Lin, KONG Yan, WANG Jing, CHEN Chen, LI Fengmin*

(Department of Hematology, the First Hospital of Qinhuangdao, Qinhuangdao, Heibei, China, 066000)

[ABSTRACT] Objective To investigate the effect of recombinant human interleukin-11 (rhIL-11)
combined with rituximab on NK cells and tryptophan metabolism in patients with immune thrombocytopenia.
Methods A total of 136 immune thrombocytopenia patients treated in the Qinhuangdao First Hospital from
September 2018 to September 2022 were divided into the antibody treatment group (rituximab monoclonal anti-
body) and the combination treatment group (rhIL-11 combined with rituximab monoclonal antibody ) accord-
ing to random number method, and 63 cases were selected. In the two groups of patients, <y-interferon (INF-vy) ,
interleukin-4 (IL-4), T lymphocytes (CD4+, CD8+), NK cells, Bright, Din number, serum tryptophan, ca-
nine urenine concentration to compare the treatment response rate and adverse reaction rate of the two groups.
Results Compared to the antibody-treated group, Patients in the combination treatment group had lower INF-y
levels, the higher level of IL-4, the difference was statistically significant (7=3.149, 2.680; P<0.05). Com-
pared with the antibody treatment group, the combined treatment group had higher CD4 +levels and lower
CD8+levels, with statistically significant differences (r=12.090, 8.838; P<0.05). Compared with the anti-
body therapy group, the combination therapy group had a higher number of NK cells, Bright subgroups, and
Din subgroups, with statistically significant differences (r=5.310, 2.276, 5.995; P<0.05). Compared to the

EAFRB T TR EFHFZHRE SRR (20181197)
VEH A . R 2 B % — EfRk WA, 7k, & 2 8 066000
*BAZAEH 4L, E-mail : aierl01@126.com
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antibody -treated group, Patients in the combination treatment group had lower blood tryptophan levels, high

urine level (r=11.600, 2.120; P<0.05). Compared with the antibody therapy group, the total effective rate of

the combination therapy group increased (P<0.05). Conclusion The use of rhIL-11 combined with rituximab

monoclonal antibody can significantly improve the levels of T lymphocyte subsets, NK cells, and their subsets

in patients with immune thrombocytopenia.
[KEY WORDS]
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Table 4 Comparison of treatment response rate [1n(%) ]
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718 1.170
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Clinical effect of argatroban combined with aspirin in patients with acute cerebral
infarction

WANG Haihong'*, ZHAO Chuanging', LI Ya’

(1. The Second Department of Neurology, the Second Central Hospital of Baoding, Baoding, Hebei, China,
272500; 2. Department of Nephrology, the Second Central Hospital of Baoding, Baoding, Hebei, China, 272500)

[ABSTRACT] Objective To investigate the effect of argatroban combined with aspirin on blood
rheology, neurological function and serum C-reactive protein (CRP) , homocysteine (Hcy) , and chitinase
protein 40 (YKL-40) in acute cerebral infarction. Methods One hundred and twenty-four patients with acute
cerebral infarction treated in the Second Central Hospital of Baoding, Hebei Province from January 2020 to
March 2023 were selected as the study subjects and were divided into the observation group (treated with
argatroban combined with aspirin) and the control group (treated with aspirin) according to the random number
table method, 62 cases in each group. The hemorheology parameters, NIHSS score, mRS score, CRP, Hcy,
YKL-40, thromboelastography parameters and adverse reactions were compared before treatment and after 14
days of treatment. Results The whole blood low - cut viscosity, whole blood high - cut viscosity, plasma

viscosity,, and erythrocyte specific volume were lower in both groups after treatment than before treatment,
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and the observation group was lower than the control group (r=3.988, 8.355, 6.380, 3.844., P<0.05). The
NIHSS and mRS scores were lower than those before treatment in both groups, and the observation group was
lower than the control group (#=11.184, 27.657,, P<0.05). The serum CRP, Hcy and YKL-40 levels were
lower than those before treatment in both groups after treatment, and the observation group was lower than the
control group (7=6.163,8.240,6.134, P<0.05). The « angle and MA were lower than before treatment in both
groups, and lower in the observation group than in the control group, while R and K were higher than before
treatment, and higher in the observation group than in the control group (1=2.735, 2.663, 2.454, 2.661, P<
0.05). There was no significant difference in the incidence of adverse reactions between the observation group
and the control group (%’=0.152, P=0.697>0.05). Conclusion

significant effect in the treatment of acute cerebral infarction. It can not only improve hemorheology and

Argatroban combined with aspirin has a

neurological function, but also reduce the expression of serum CRP, Hcy and YKL-40.
[KEY WORDS]

function; C-reactive protein; Homocysteine; Chitinase protein 40

Argatroban; Aspirin; Acute cerebral infarction; Blood rheology; Neurological

T R B — R DL ) i 2 R G, e
KA FRBAEIEIN, 25 NATTR AR 6 A B ok 1
KU . BB Bl RGBT S M i A3 8 3228 07 =X
S 23R, BT il BE BT ] DA H RTVR T O
MBI B H 254, REAEDTFE 3R 81, & Bl
TR YT 2R S HAT — 5 iy, (A
FONMETESS BB , BT w] DG AR S ny A7 7E i
2V R) L, T ] A gty B R 0 AT g 2 S B0 i
LR, HIGIRAE ST R, P IS
N FRYT SV A FE T A b o ARG R A G
A B 5 IO FH RT3 72 2 | p 28 D) g A I
C- X W % 1 (C-reactive protein, CRP) \ H 5 [t fif§ 25
F 40 (Chitinase-3-like protein 1, YKL-40) . [F] 7 2}
Jbt 4 %2 (Homocysteine , Hey ) 4 5% i 1 BF 58 45 70
AU G FR 15T BT I i B R BT ] DT ARISE B3R )T &
P i A A6 68 100 Y I S A L il 22 T RE A i i CRP
Hey . YKL-40 15200 , 25 R 40°F .

1 BREFE

1.1 ImIRTE R

PEHL 2020 4 1 H & 2023 4F 3 H b4 14 E
45 bl BE B2 6 10 124 161 20 ik K 48 B 31
B FE X G, i B BE LA T 2R ik Ay SR A (T
L BAT i il BIE B A5 B W) DE ARG T ) 5 6 BR AL (7 LA
Bl J DC AR TT ) 45 62 1l . S WidnifE A5 B T E &
P e ot i A P2 IR FE R 20187 T R G F 2ok Bk
FEAEZ Wb o . 9 A bR ifE : D4 MRI 53k /i CT
W12 R SN ; @ B R K s @B RIE R
@ kb X IR <10 em® s @ BE A A 3% 32 35 Bl in il
BE Bl UC AR S 2 W3R YT o HEBR bR o : O BE I )

fE W i 5 Q) R0 Wk b9 5 A 7 i i 0BT R
B @ B E . A R R, 22
SRGEI 2R L (P>0.05), k1, AFRAEE
AP, HREEE TR ST,

F1 WARKFIBLLE [(x+5),n(%) ]
Table 1 Comparison of the clinical data between the two

groups [ (x+5),n(%) ]

HEBI B 1) 36/26 38/24 0134  0.714
AR () 61.82£647 61.16£6.65 0.561  0.576
2 (h) 8.05+1.34  8.05x1.30  0.000  1.000
G IAE
i I 30(48.39) 32(51.61) 0129 0.719
R IR 21(33.87) 17(2742)  0.607 0.436
1= AR i i 17(27.42)  19(30.65)  0.157  0.692
RN 7(11.29)  11(17.74)  1.040  0.308
RIREAPBEME (h)  13.55%5.19 13.90+4.14 0421  0.675
BMI(kg/m?) 20.57+0.24 20.65+0.26  1.803  0.074
12 hik

P2 B 25— iy, 04 IR R # | 5
R P51 N 55 A 7K e, DR AR I W8 W 3 5 i o 7R
A AR AE H LR 457 BT ) DT R (3T b B AR
251 A B 7] [ 25 1 - H20173209 #LA% 100 mg)
FIRIAIT L 0.3 g/, 1 Y/d ., WIS 2H 78 %) 1R 20 S Al
25 AT it B S A (R e T R K I ) 24 PR
3] [ 25 ET H20193333 FUA% : 20 mL: 10 mg) 7
Jok 3 L B2 d P97 R 60 me BT BE 5 0.9%
NaCl 500 mL #i B J5 #5422 24 h A, 5 3~5d
10 mg Bl il BE 5 0.9% NaCl 250 mL i B, # ii%
3 h, 2%/, 5 6~7 dEFRT N IE, 7 d 2y 1I7RR
P BRYT 2 TR



NTEWiER Tl 20234E 7 95154 4574 T Mol Diagn Ther, July 2023, Vol. 15 No. 7 - 1267 -

1.3 WMEHRIR
1.3.1 MR A

FHE 5 mL 23 B8 F KL, G0 G 4 [ sl i AR
ASCARS I 109 3 A2 2= R b, A4S A AR DI 6 B L 4l
FVIEE R MK G LT AN LA
1.3.2 MWZUIHEH mRS HE

K H 26 [ P AEWFFE B A i 2% (National Insti-
tutes of Health Stroke Scale, NTHSS ) *' - fit; f8 % 14
STHTG M DIRe, iz R IL 11 K H | 853 42 47,
STEUER R, M TR 22 . SR A A P M R
Rankin H 2% (Modified Rankin Scale, mRS) " $E A
BB IS R A AR, 53R B 5 8, v R
T BRI
1.3.3 LR =EIEIR

X 2 mL 25 IR KL, 25.0:%% 3 3 000 r/min,
2500 10 min, #0242 10 cm, 4B JE B RS,
i 4 A 3l A Ak 0 A A4S G G 3 4% 5 bl ki A
W C-F A (CRP) /K-, i i ELISA 546 I F
5¢ 0 2 40 (YKL-40) 7K - 5 [6] 29 2 B 2 iR

(Hey ) 7K
1.3.4 Ik A

3 0 A 5 T PRSI i S A D i A 5
F 3545, f35 R K .o 1 \MA, R MBI 3 I AL
BEH VAR DT s K o R B[] 28 55 220 20 mm T 75
Fsf 18] 5 Ma Ay e K3 M P45 L B ) e R B s o A1
PRI WS 5 B K 2R BE 1 D) 4k 5 /K SR B
I A .
1.3.5 AR

A5 TH A TE L 2 R i 25 B i R R
Wi B2 JEYS B HER RS
1.4 Gite#Irik

BdE R SPSS 22.0 B/ Aab B 1T KL
n(%)Fm AT PRI EA A ERERIL (x£s)
TR ATt KB . P<0.05 £ R 2 3 A 4 i oF

2 #R

2.1 PHYLIMR AR F SR A

TRITRT, AL AL F SRR, 22 7 g1t
SR X (P>0.05) 536975 , BIdL 4 AR DI RREE 421
VIBHRE MK FERE LT A0M EL ARy R, HOWER
AT RRA, ZF AL FE L (P<0.05), W32,
2.2 NIHSS .mRS P43 i

16T I, M5 20 NIHSS . mRS 4> [ #5, 22 5% 6
it 2 L (P>0.05) ;3097 f5 , 7 24 NIHSS . mRS
T PR FIRIT AT, O AR T X IR, 2 55 h
Giiter i L (P<0.05), W3,
2.3 LI CRP Hey . YKL-40 /K F H 48

16T HT , M40 13 CRP ., Hey . YKL-40 /K F Lt
B, 2R G H7E X(P>0.05) s 1697 , P41 i
CRP . Hey . YKL-40 /KB TRITHT, HOWERAAR
FXIEA, 2R A G4 L (P<0.05), WL 4,

%3 NIHSS.mRS 4L [(vxs),57]
Table 3 Comparison of NIHSS and mRS scores [ (x+s),score]

wml NIHSS #F53 mRS P-4
IRITHT I RITHT BT
WEEA 62 25.69+5.36 9.66+2.18°  4.94+0.31 2.06+0.25
YR 62 25.58+5.37 15.47+3.36° 4.90+0.30 4.35+0.60"
tHE 0.177 11.184 0.594 27.657
P 0.907 <0.001 0.554 <0.001

5 FARITRT L, P<0.05,

2.4 I KISE L

RITHT, AL AR ) KIS B, 22 R s
HERE SL(P>0.05) 36975, 4L o fl \MA B{IR T
TRIT T, FUOWARA AR X BRAL, 1 R (K ¥ 097
HE, AR AL TR, ZR A g it E L (P<
0.05), W5,
2.5 AR

MBS AN RS K A R 5 0 IR LA, 25 5%
TG 2= L (P>0.05), W6,

x2 MBRREFSHELR (x£5)

Table 2 Comparison of hematological parameters (x +s)

" AMIEYIBIE (mPass) 4R IBE (mPals) 135 4 (mPass) LA I (%)
WITH T v oy wrm wrs  wrE i

WMEE L 62 11.80£2.73 8.67x2.21° 7.78x0.47 6.34+0.49" 2.62+0.43 1.87x0.40° 53.60+8.82 46.40+5.29

X HE2H 62 11.28+2.43 10.46+2.75° 7.77+0.53 7.132£0.56" 2.72+0.52 2.35+0.44" 54.48+8.22 50.95+7.67"
i 1.121 3.988 0.107 8.355 1.178 6.380 0.579 3.844
PH 0.265 <0.001 0.915 <0.001 0.241 <0.001 0.563 <0.001

5 FAIRYT TR, P<0.05,
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%4 I CRP.Hey.YKL-40 /K ELLE (v +s)
Table 4 Comparison of serum CRP, Hcy, and YKL-40 levels (x+s)

15 CRP(mg/L) Hcy (mol/L) YKL-40(ng/L)
ZH Y n N - N S - N N . N
VRIT BIT A TRIT BT A ey gl BT A
WL 62 19.03+8.04 10.00£4.09* 24.02+3.40 17.64+3.24" 98.06+27.04 52.09+20.06"
X RE 2 62 19.06+8.04 14.02+3.10° 24.09+3.04 13.19+£2.75" 97.02+28.04 77.07+25.01°
t{H 0.020 6.163 0.123 8.240 0.210 6.134
P{H 0.984 <0.001 0.903 <0.001 0.834 <0.001
0 SRR T LR, 'P<0.05,
x5 MmMENESEILE (v+s)
Table 5 Comparison of thrombus elasthrombogram parameters (x =s)
. R(min) K (min) o ffi(deg) MA (mm)
- n >, VN >, > VN >, > RV >, > VN >
TRIT BIT A VRYT BIT A YRIT R BIT A YRYT BIT A
WL 62 6.28+2.36 8.39+2.70" 2.48x1.06 3.79+1.16" 68.29+7.23 48.18+10.07° 75.56£5.06 45.30+8.33"
Xif HR 4 62 6.52+2.11 7.26+2.42° 2.58+1.18 3.26x1.06" 68.63+£7.32 53.24+10.54" 75.28+5.21 49.50+9.22
tHH 0.597 2.454 0.506 2.661 0.259 2.735 0.304: 2.663
P 0.552 0.016 0.614 0.009 0.796 0.007 0.762 0.009
1 5 F AT AT LEL, *P<0.05,
Fz6 FARREEEE [n(%)]
Table 6 Comparison of adverse effects [1n(%) ]

209 n WARE L PR g5 AR K% J 5 15 95 HILARR BEAg
MEEH 62 0(0.00) 1(1.61) 1(1.61) 1(1.61) 7(11.29) 5(8.06) 2(3.23) 1(1.61)  18(29.03)
X AR AL 62 1(1.61) 2(3.23) 2(3.23) 0(0.00) 5(8.06) 9(14.52) 1(1.61) 0(0.00) 20(32.26)

P! 0.152

P1H 0.697

3 Wi Gy, A 5T 45 3R os 3697 5, PZH NIHSS |
Y

A R AL 2 — bR UL M 2 RGN
LR 78 27 2 8 1 22 D RE VA A 22 b A= AL 48 A
TE SNVE KA AL A2 W MR I i 7 b A P 3 B Y
PERT . BRTESKIR I SE R W, MR AL = 2 5]
Shy 2 T R B B O 5 T Al AN S A I 4 AR
By ABETEAT RS RITR P a i AR DR
JBE Ay VIR RE ISR LA LA o f
MA JK- AR TIRIT R, HEA AR T X R4, R |
K 25 TR I7 A, WS4l T X IR o S 7n B
il IR 45 Bl ] DT AR o7 S P IS A vl A 2% Bl o A
MBI AL o 3BT I PAE T - OB AN it BE 3 5 410
il 1L /N I E I I /) Al 5R AR A AR it 9 2
JE S ML A AR T, 2R T RO S
B, QB R VAR —Ff COX ML, AT LAl ifi
AN L TX A2, (8 T 32 A2 2 1L /1 A 2R 46 RS
B, AT 9l A 1 1L 980 26 56 AN 56 2 o Bl ] D AR AT LA
2140 B S A B S A TR NO 5 UFTRE
JBC, T I T 21 4R i 5 A e AR sl

mRS P43 B FI6 97 7, B S ALK F 5 R4l
SRR BT i BEEK A BT ] DT ARIG YT S i A 5E AT A
BGE e EA ] 2 N IR =S S e
B AL AT BE R AR JL A OB gl g8 AT LA
TS R B AL A, 434 J00 G 00 3 4 A ., DT e AR ATE
HE KT JE B X385 04 1 22 21 8K i FTIR FE S 1L, 9
RSN, B 25 TC AT Y QB E] DT AKA]
AR A it /N 3 P, DTk 20 i A T o O 24 455 1,
T IE Wy, BE I I A B e i 4 AR
7T/ e L - PV 5 R 26 TT IR BE T BT o iy
PRI A B ) DT AR W] & $ B )4 02 0 o 1 42
DIRERICR A

T AN IEARWE S 1B YT 5 P4 CRP . Hey .
YKL-40 7K - 44K TR 7 AT, HOULEE A% T X A8
2o Fa R BT il BEEE A BT R DC AR YT S A A
GRS G 3 S Rach = 7 s 19 NS i i
A« CRP J&: 9 i [ I 19 B LG b, T 20 i 4 38 I
S5 4 B RORE SN, BT w) DCAR | BT o il B A B I
JINKRAE AR A I A T ol P 2608 T s R AT AR
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HEC I 58 P 19 & AR I S AR JEAH DG . BT R DT
VA AT ph B 3 A 0 o) Al R B R S T A
AIREI/D T AR T RN I 4 4% , T8/ T Hey
{14) o TR A6 it , B AR ML 3 Hey 7K°F- o YKL-40 f&—
Pl RAEA J5T, 55 40 20 0 it ) T A 23R A TR
A G, BTE] TR AT it B T A A e AR S
o7 RV S o 25 200 i A AR ML B AR YKIL-40 (7K
B R M A TRE . AP AR BN, Al
NN KA RIS 2 4 5 FoR G 25
HA %L,

ZEA TN BT ) D ARIDE A el il BE 57 A T 2
PE R A S8 28 3 ELAA BT AL, P38 I T ik A A
BB LY AR 2%, B AR 1ML Hey . CRP Al YKL-40
TR, AR G 2 2 I8 AT e I 5 s XU ek 38
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&% 3k
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Fascin-1 mRNA B4 e br 2 ek &5 Bt Bof
A Jor i R S5 H R AV A UG R VAR O (8

ARAE™ B REHR T

(¥ ZE] HBHM® T Fascin-1 mRNA BE5 bR b M %45 BV B 58 25 R J5 Ik L 25 56 B8 R 2B A7
R AN E . F7ik BEHC 2018 4E 2 A F 2021 4E 7 A T M A 7 E B4 M M B 52 T RIGIFIRE
o7 BIAE RFFERT G, A5 K 3 1% Fascin-1 mRNA BEEH0 5 199 (CA199) | W b7 2 4 98 WS 0 5
(CEA) K-, RJGREDT 12 1 H o ARYEES K Ak 2556 8 0 Wik L 2556 B 4 (n=34) 5 Gk L 45 55 R 41
(n=63) , lLASWi2H IML7% Fascin-1 mRNA ,CA199 5 CEA ik /K IBBETT 12 4 7 B H 41715003 T
T22H (n=37) 5 E 4740 (n=60) , LB 411l R %5 B 5 Fascin-1 mRNA .CA199 . CEA /K, #1788 £ &
I3, 251 ROC 184656 Fascin-1 mRNA  CA199 ,CEA 4% 1 7 i 5 RS ik L 45 3 5 L AE Fil S
HISWIkRE. SR MELEEHAS B34 LT CA199 .CEA 5 Fascin-1 mRNA % ik 7K 175 T I0 ik 12 45 5%
BH, ERAAGHFE L (1=4.299 .4.271 ,4.492, P<0.05) ; FET-2H 5 4= £ 40 58 3 B g R/ L\ TNM 43
W ARG EBEZAST A IO 4555 . CA19-9 CEA | Fascin-1 mRNA /K LL# 2% 5 BA Giit24 & L
(#'=5.167.5.167.,2.428.9.488, 1=4.360 ,4.497 .6.993 , P<0.05) ; Z K % logistic [0l -1 4> Hr 25 H GoR ik 45 7%
# .CA19-9 . CEA | Fascin-1 mRNA 3Rk 7Ky 45 B Bt des 8535 R S5 12 7 AR A7 $5U5 ol Sr 52 [ 3R (P<
0.05) ; ROC It £k 45 % B /R Fascin-1 mRNA B4 CA199 . CEA K& I 35 %55 A 5 bk 4 45 % 3% 1 48 47 75 110
AUC 43 51 24 0940, 0.989, B & 43 5 4 0.882.,0.946, 435 5 & 73 51 Jy 0.857.0.983., £5if Fascin-1
mRNA .CA199 . CEA X 2% Bl i 95 58 3 A bk T8 45 76 B R AR A7 015 B B4 B T A i, — 0T 48 AR Ik
AT = AN

[X8i/] Fascin-1 mRNA; FbrEW s 45 H I RLE556R8 5 AEAFPUS

Evaluation of Fascin-1 mRNA combined with tumor markers for postoperative lymph
node metastasis and survival prognosis in patients with colorectal adenocarcinoma

QI Zhenyu'*, CAO Hui*, ZHANG Zhisu’, WANG Jianxun'

(1. Department of Pathology, the General Hospital of Huainan Oriental Hospital Group, Huainan, Anhui,
China, 232001 ; 2. Department of Gastrointestinal Surgery, the General Hospital of Huainan Oriental Hospital
Group, Huainan, Anhui, China, 232001; 3. Department of Laboratory Medicine, the General Hospital of
Huainan Oriental Hospital Group, Huainan, Anhui, China, 232001)

[ABSTRACT] Objective To investigate the value of Fascin-1 mRNA combined with tumor markers
for the evaluation of postoperative lymph node metastasis and survival prognosis of patients with colorectal ade-
nocarcinoma. Methods A total of 97 patients who underwent surgical treatment at the General Hospital of
Huainan Oriental Hospital Group between February 2018 and July 2021 were enrolled in the study, and serum
levels of fascin-1 mRNA, carbohydrate antigen 199 (CA199) , and the tumor marker carcinoembryonic anti-

gen (CEA) were measured in the patients after surgery and followed up for 12 months. Serum levels of fascin-1

F AR A Bl ARG X R B (TL-2017-14)

Ve a1 i A BT W B Besm AL, 2, #E v 232001
2. m AT BEIRE R IR R M obA, 8, e 232001
3B AT ERER LR, S8, EH 232001

B AR A E, E-mail : qzycjjj@163.com
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mRNA, CA199 and CEA were compared between the two groups stratified according to whether lymph node me-
tastasis developed (n=34) or not (n=63). Patients were divided into those who died (n=37) versus those who
survived (n=60) according to the survival status at 12 months of follow-up, the clinical data of the two groups
were compared with the levels of Fascin-1 mRNA, CA19-9, and CEA, univariate and multivariate analyses
were performed, and the ROC curves were drawn to test the diagnostic efficacy of Fascin-1 mRNA, CA199,
and CEA for the prognosis of postoperative lymph node metastasis and survival in patients with colorectal adeno-
carcinoma. Results The expression levels of serum CA199, CEA and Fascin-1 mRNA in patients with lymph
node metastasis were significantly higher than those in patients without lymph node metastasis (1=4.299, 4.271,
4.492, P<0.05). There were statistically significant differences in tumor size, TNM stage, postoperative chemo-
therapy, lymph node metastasis, CA19-9, CEA, Fascin-1 mRNA levels between the death group and the surviv-
al group(#*=5.167, 5.167, 2.428, 9.488, t=4.360, 4.497, 6.993, P<0.05). Multivariate logistic regression anal-
ysis identified lymph node metastasis, CA19-9, CEA, and Fascin-1 mRNA expression levels as independent
prognostic factors for 12-month survival of colorectal adenocarcinoma patients (P<0.05). The results of ROC
showed that the AUC of Fascin-1 mRNA combined with CA199 and CEA for postoperative lymph node metasta-
sis and survival prognosis were 0.940 and 0.989, respectively, the sensitivity was 0.882 and 0.946, and the speci-
ficity was 0.857 and 0.983, respectively. Conclusion Fascin-1 mRNA, CA199 and CEA have good predictive

value for postoperative lymph node metastasis and survival prognosis in patients with colorectal adenocarcinoma.

The combination of the three indicators can improve the predictive value.

[KEY WORDS] Fascin-1 mRNA ; Tumor markers; Colorectal adenocarcinoma; Lymph node metasta-

sis; Survival prognosis

FHOCHRE R RS, B 5 FF AR AR T
10% , B KB & o Bl G Pk g Razin il
FGIRTTEOR B4R R bR 1 AR R A T
AR BET A I T R AR P RS 40 L X R
45 B i R A R SR A S B TR A H R
ORI, Mk s B e B B AT
AR ELEEREER, MREbr S EAE
HT )5 199 (carbohydrate antigen 199, CA199) i IR HT
J5i (carcinoembryonic antigen, CEA ) 55 , 7€ I8 1
5 B A A I PR S5 e 22 B, I e b 2 0 12 Wi
i S AT A AE — S 1 )R BRAE s Fascin-1 mRNA (1
1 RIR 5 RIE APPSR O AT 97
1911 45 B 1 i 9 R )5 B8 CA199 ., CEA | Fascin- 1
mRNA S 74 5 53 B , PRI =T H8 BRI A A 0 %
25 H e SRR R ik a5 e R RV A TS Y2
W e . B .

1 N&REFE

1.1 HRNZ

VEHL 2018 4F 2 H & 2021 4E 7 H TR A i
B 45 P L B 452 52 T RIGIT & o7 Bil4E Mk 58 XF
%o AR QRIS b B 45 B 2 )7 s
(2020 4 i) )™ 28 i 45 5808 R 5 i BRAS A iR i2 R
J M 4 W s s QAFE IR =18 % ARG AR5 1Y

K2 AT B AT s @RE I R LR
FERLTERE . HEBRAR I : O AR A T oo o5 50
QR L Py W A 5 45 SRR IR 2 s BPE 5 JRL [
XFFARA Z ST AEEARBE T AR R . 5
P 52 ), oM R 45 B, T AR IR (63.74 +
11.58) % . RJFBET 1247 3R & KAk e 4
RN B I LS 5L 2 (n=34) 5 oIk L 455
A (n=63) ;s il BB A A DL oy AT -4 (n=37)
5AHFH (n=60) . AR EPEESRHME RS
feEiE o, 2 K s O A F s R E ) .
1.2 ik
1.2 BERbRSE ik

SEFAEWS P I RN I AR T 2
TAEAEM AR I IRd ik 2 25 7 % (tumor node me-
tastasis, TNM) 73 M8 (2 B R IR RS
EREZAIT AR M B R AR R Ok
ETARBEHR TR DIH SRS . TNM 2 #Z5H
I ERAE A 2 (5 8 MO il 2 1 TNM 23 3 R Gt
15530
1.2.2  FEbnkzi Jr ik

ARG K& B E Tk 5 mL, R ] TG16- 11 &
KX #E O G LR A R AE ), 4CT
3 000 r/min ( Z.0>2£42 4 10 cm) B0 20 min, J |-
JZ M , FE-80CARIR T - 4F, 48 h P9 58 Bk .



- 1272 - NTWi SR Tl 202347 45154 45749 T Mol Diagn Ther, July 2023, Vol. 15 No. 7

CA199 . CEA 7K VK : 2k F A2 &% 7 Wi
e 1M ¥ CA199 .CEA 7K-F-, 1150 & F & G2 W
77 it C TR ) A RS A 454 7™ A e ) & Ul A
ULIHEAT o

Fascin-1 mRNA FXFE 5 & #5005k I RT-PCR
%, UL GAPDH N NS % Fascin-1 mRNA Fik /K-
TR E R, Fascin-1 F3519):5'-CTCGTC-
TACTGCCACCAT-3", N5 4 : 5’ - CACGCTC-
CACTTCTCG-3', H =% 418 bp; GAPDH I Jif#*
Y .5 -GGTGAAGGTCGGAGTCAACG-3', T i
¥1.5'-CAAAGTTGTCATGGATGHACC-3', H )7~
¥ 500 bp; PCR 7£ 4514 95C 15 5.51TC 15 5, 72T
45 s Y A0 PRI . IR B R TAEY A
E . S M A X H =2%" 11 5 Fascin - 1
mRNA ik
1.3 Sit#nhik

K SPSS 21.0 #BAF AT 8 e i1 404 5 1 i
PORHE IE 2840 0 808 B M(P25, P75) 2, LA R
JH Mann-Whitney U £ 5 ; THECHE BT n (%) 2o,
FLEH 2 ki s 2 N R 4R H Logistic [ 73#7 5
ROC Hh &K 502 Wizl B ; LA P<0.05 4 22 A 4iit

2 #HR

21 AT A5 5% B g CA199.CEA 5
Fascin-1 mRNA kKb

W UL 4555 7% B 5 1% CA199 .CEA 5 Fascin-1
mRNA FiEK P& F OB SRS, 257
HEIT#5E L (P<0.05), W&,
2.2 WS H R R RS TS R R
GailE

FET-H 5 AR g R/ JTNML 438 R
Je A SZARTT A R L4554 FS . CA199 (CEA .
Fascin-1 mRNA KFE 25 HA ST 5 5
(P<0.05), W32,

x2 BMEEHGREEREAREGFERNRENERRSN
Table2 Univariate analysis of prognostic factors affecting post-

operative survival of patients with colorectal adenocarcinoma

(SE T4 (n=37) AR (n=60)  yufl P1H

()
<60 12(32.43) 26(43.33) 1.141 0.285
>60 25(67.57) 34(56.67)

PE 5
5 19(51.35) 33(55.00) 0.123 0.726
B's 18(48.65) 27(45.00)

Jibgga K/ (em)
<5 11(29.73) 32(53.33) 5.167 0.023
=5 26(70.27) 28(46.67)

AR
KALIME 15(40.54) 36(60.00) 3.476 0.062
bk 22(59.46) 24.(40.00)

HHZAZAL
7o 13(35.14) 30(50.00) 2.049 0.152
1 24(64.86) 30(50.00)

TNM 431
.04 11(29.73) 32(53.33) 5.167 0.023
.1V 26(70.27) 28(46.67)

ERAAY
YRS 21(56.76) 33(55.00) 0.027 0.866
Tef gk 16(43.24) 27(45.00)

R
T1.T2 15(40.54) 31(51.67) 1.136 0.286
T3.T4 22(59.46) 29(48.33)

AJafery
¥ 24(64.86) 26(43.33) 4.248 0.039
1 13(35.14) 34(56.67)

N4
G 17(45.95) 46(76.67) 9.488 0.002
H 20(54.05) 14(23.33)

CA199(U/mL) 26.24(22.50,33.50) 17.51(14.52,22.53) 4.360 0.000
CEA(pg/L) 14.50(9.02,20.33)  8.03(6.12,10.75)  4.497 0.000
Fascin-1 mRNA  1.44(1.03,1.71)  0.33(0.09,0.59)  6.993 0.000

2.3 ZiHMREEBEARE 12 A EFBUR 2 58K
ES

PR R h 227 B g8 LR R i T
Z M % logistic FIHHT . WAE SO ILE 3. ZHE
logistic [F1H 43T 45 50 s, J A WK A5 5645 | Il
CA199 CEA Fascin-1 mRNA F57K - R4 H e
BEARG A SRR (P<0.05) . W4,

K1 BALMKBEHEZEEIME CA199.CEA 5 Fascin-1 mRNA RiEKFELLE [M(P25,p75) ]
Table 1 Comparison of Serum CA19-9, CEA and Fascin-1 mRNA expression levels in patients with and without lymph node
metastasis [ M(P25,p75) ]

2 531 n CA199(U/mL) CEA(pg/L) Fascin-1 mRNA
WL 25 FE RS A0 34 31.50(21.75,34.50) 17.25(9.13,21.04) 1.38(0.73,1.73)
Tek tL L RS 63 19.50(14.51,23.54) 8.11(6.05,11.24) 0.51(0.18,0.87)
ufH 4.299 4.271 4.492
PiH 0.000 0.000 0.000
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R3 HEHUBREEEREEEHESERSMMESR
Table 3 assignment table for multivariate analysis of

prognosis of postoperative survival in patients with colorectal

adenocarcinoma
AR Wit 158
Jil g AN <5 cm=1,=5 cm=2

TNM 4518 [ =1, I .1V iH]=2
RIFAT Jo=1,H=2
S5 5658 Ji=1,4=2
CA199(U/mL) LR
CEA(pg/L) LA
Fascin-1 mRNA SRR

x4 HEEREBEERGETFRRESEZ logistc
B3 53
Table 4 Prognosis of postoperative survival of patients with
colorectal adenocarcinoma by multivariate logistic regression

analysis

A AS i BIH  S.EAH wald{t ORMH  95% CI  P{H

b AN 0.366 1.135 0.104 1.441 0.156~13.334 0.747

TNM /] -1.507 1.386 1.182 0.222 0.015~3.353 0.277
Y NELIZhg -0.353 1.268 0.077 0.703 0.059~8.434 0.781
MO -1.186 0467 6450 0.305 0.122~0.763 0.011

CA199(U/mL) 0483 0.238 4.130 1.621 1.017~2.584 0.042
CEA(pg/L) 0.944 0.398 5.633 2.570 1.179~5.605 0.018
Fascin-1 mRNA -24.088 8.969 7.213 0.000 0.000~0.001 0.007
W 3.144 3317 0.899 23.204 0.343

2.4 SiHWIEBERGME LR ST
P4l ROC £k

ROC [ Ze 25 5 Wow , B35 17 CA199 ,CEA |
Fascin-1 mRNA ik 7K S G A i 1 %0 i 3 R
Jo e T R A R A 5 B B R A2 W AL RE (P<
0.05), ZIEK A2 Wi REIL T 32 W . WK 5.
K1,

x5 HFHHEBEREZEREMHEEEZLITMHROC MLk
Table 5 ROC curve for the evaluation of postoperative

lymph node metastasis in patients with colorectal

adenocarcinoma
At AUC HhrfiiR BUSE Frst: 9% cr PlE
CA199 0.870 0.039 0.765 0.905 0.793~0.946 0.000
CEA 0.899 0.035 0.765 0.937 0.830~0.968 0.000

Fascin-1 mRNA 0.897 0.035 0.853 0.873 0.827~0.966 0.000
BEAZH 0940 0.023  0.882  0.857 0.895~0.985 0.000

B 1L 7 CA199 . CEA | Fascin-1 mRNA ik
IV BB AR A ARG EA TR Y EA R
2 Wi 8L RE (P<0.05) , —TEC A2 Wik feth T
Iz W L, ke E 2,

i £ 15
| S - CA199
[ CEA
Fascin-1 mRNA
- KA L

SHL

0 02 04 06 08 10
145

1 ZEBREEEREHREBEERZITM ROC #LE
Figure 1 ROC plot for the evaluation of postoperative lymph

node metastasis in patients with colorectal adenocarcinoma

®o HHMREBRERREFMREITMROC M
Table 6 ROC curve for postoperative survival prognosis

evaluation of patients with colorectal adenocarcinoma

AF i AUC FrifEiR SURE Re3tE 95% 1l PiE
CA199 0.764 0.049 0.892 0.600 0.668~0.860 0.000
CEA 0772 0.07  0.865 0.617 0.680~0.864 0.000

Fascin-1 mRNA 0.924 0.025 0.946 0.750 0.874~0.974 0.000

kAW 0.989 0.008 0.946 0.983 0.974~1.000 0.000
T =] nem
osdl / = CA19-9
- CEA
I f - Fascin-1 mRNA
ool 4 2 LI
E ooaf o BEL
||J
0.2 ;;"

0 02 04 06 08 10
145k

B2 ZEBREBREARBEEFERFEITM ROC #LE
Figure 2 ROC plot for the prognostic evaluation of
postoperative survival in patients with colorectal

adenocarcinoma

3 itit

EREN 7B RN R o N SR R T P
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A 180 J7 1 1 1 £ 881 000 NFET" . i fiE
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ST M L A A% mT A DR IR TS Y R
28 T 45 1 10 968 00 7 Al B R o7 R8O L IR
P a5 — b AR = AR5 R B A I i A= )
or FARICY, B RAUZ B R R SRR
YA 25 1 S RE L, BRI B IR T L TS
I RA REFHZSH MY o Fascin-1 & H 2
200 ML 9 1 A B R B 2 — LA A i R o
¥ R 2R H R 55 7 I B BRI, R ARk Y
BIF 52 B

TN NN O
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AR AR BN, kA E S5 5% 5 15 8 5% ik
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mRNA kK- 245 H g e i 8 AR5 A7 s
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Fascin-1 mRNA X} 45 5 g B9 AR 5 O R EL 25 4%
BTG ¥ BA R A0z B (i, —IiEk &2 W
RO FHRIIZ W . #2278 % CA199.CEA 5
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i A 2 0 6 IR 1 e A 5 T ot A v g 4
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CA199 1£ Z Fh 2 A i) 8 M 18 08 6E h 1 B 5% 7
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W5 R, CEA JK V- Th il o R B 45 B i 18
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F i B /0N A B il i 45 22 B W b h ke $E A A
R, S 5EHMRMEES TR, HXEE
fg9es BT 5 878, Fascin-1 7245 B g g a4 19 58
IRKCE W2 B ZIs R eSS E i kAR Sk
Jé ke B B R/ BEEE HEN Fascin-1 7]
T A 2 L o0 e A B ) B 00 25 R, BRI 20 e =2 )
I ZEBEVE A, 175 5 200 LRSS 119 2 02 T i, DT 34 5 9
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) g 53 S 325 410+ 245 T s A T P B2 T IR kA
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fRiRESEEA Cys-C . UA J& Hey K5 R AHSE T H

FohRHET FH EM

(# E] BE  OHTIEIERE D2 C(Cys-C) JRIR (UA) B i [F 512 bk 2212 (Hey ) /K57
JEHEME, FiE BRI 2020 4F 1 H % 2022 4 2 H 5 FHE R B BEWCIA I BRI 2 5 153 I R i X 42,
AR ] 37 DA 5 B A it 36 (NTHSS ) 43 24 48 BE 5 A5 4 (NTHSS 3-43<3 43) 57 461, v BE 4 495 21 (NTHSS 1
43 3~1043) 61 51 ; 0 HE #1405 20 (NTHSS 3¥F43>10 43) 35 il o 33975 , A8 F A 37301 5F 105 12 5 £ (GOS)
AL TG 1 I T 43 20, GOS 1~3 23 TG A B2, GOS 4~5 43 g il Ji B U520 5 % e A [R] 1o 25 D) g 364 403 610
Cys-C .UA } Hey 7K 5 % LA [ T 155 100 3 28 9} Bl PRAFEAE , SR FH 27T Logistic 81 J5 4347 5% 1 [ 45 5E
BEMER R, R  Cys-C.UA K Hey KV« 8 BER 05 20 > b BE i O A > A% BE B A 240, 22 e LA Ge it
27 X (P<0.05) . TR R4 41 5], Bs BAF 11260, PRAARR M5 AR 8L IR el O e 25
WEA: S0 H R 200 A b B A B Lt /N M T S HE KT B 22 5 BB T F R L (P>0.05) o PRATIRA |
KEFURAESE . Cys-C \UA & Hey /KT LB 22 A i 245 L (P<0.05) . Z2TT Logistic A4y BT R s,
WEAR R TR S  Cys-C \UA J& Hey 7K -2 52 Wi A 58 1S A9 A M 57 fa B B 2 (P<0.05) o £5i8 fiifiist
B Cys-C UA K Hey K-S T, =& 5BE G A SEKR GBS A —2 S5 M.

[K$IA] MfHEIE; Cys-C; UA; Hey

Correlation of Cys-C, UA and Hcy levels and prognosis in patients with cerebral infarction
WEI Xianfeng*, LI Jing, WANG Shuo
(Department of Laboratory Medicine , Guoyang People’s Hospital, Bozhou, Anhui, China, 233600)

[ABSTRACT] Objective To analyze the correlation between the levels of cystatin C (Cys-C) , uric
acid (UA) and blood homocysteine (Hcy) and prognosis in patients with cerebral infarction. Methods 153
patients with cerebral infarction admitted to our hospital from January 2020 to February 2022 were selected as
the research subjects, and according to the National Institutes of Health Stroke Scale (NIHSS), they were di-
vided into the mild injury group (NIHSS score <3 points) with 57 cases, the moderate injury group (NIHSS
score 3-10 points) with 61 cases; the severe injury group (NIHSS score >10 points) with 35 cases. After treat-
ment, Glasgow Outcome Scale (GOS) was used to evaluate the prognosis and divide the patients into groups.
GOS1-3 was divided into the poor prognosis group and the GOS4-5 was divided into the good prognosis
group; The levels of Cys-C, UA and Hcy in different neurological injuries were compared. The baseline data
and clinical characteristics of different prognosis were compared, and the risk factors affecting the prognosis of
cerebral infarction were analyzed by multiple logistic regression. Results The levels of Cys-C, UA and Hcy:
severe injury group > moderate injury group > mild injury group, the difference was statistically significant
(P<0.05). 41 patients had poor prognosis and 112 patients had good prognosis; There were no significant dif-
ferences in age, gender, drinking, hypertension, diabetes, coronary heart disease and other history, neutro-
phils, lymphocytes, platelets, systolic blood pressure and diastolic blood pressure between the poor prognosis

group and the improved prognosis group (P>0.05). There were significant differences in smoking, massive ce-

AER B B AT P EHAS R 8 B (20192y57)
Mk s R B AR E R IRA, 28, Z M 233600
*BAZVEH : F S, E-mail : pyh1144@163.com
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rebral infarction, Cys-C, UA and Hcy levels between the two groups (P<0.05). Multivariate Logistic regres-

sion analysis showed that smoking, large area infarction, Cys-C, UA and Hcy levels were independent risk

factors affecting the prognosis of cerebral infarction (P<0.05). Conclusion The abnormally elevated levels

of Cys-C, UA and Hcy in patients with cerebral infarction are closely related to the prognosis, and have cer-

tain reference value for evaluating the prognosis.

[KEY WORDS] Cerebral infarction; Cys-C; UA; Hcy

il A B 2 2 A A 2 UL R I R 90 2 A
78 S8R e S R I 5 R R AL 2R . Bl O
N EE T BEN, B ST R HE K
O HBEIE 2" . BRI R IA S A SE s 15
K& WS 5 M L3 ) 5K R AR K
AENETT A —E BRI [ BY : JjE 2% (Homo-
cysteine, Hey ) J& A4 4 v i) —Fofr 25 B 0 BL 1R, T
T =R LA S e = R AR o A b B A i )
55 H AT E A 7840 W58 IIE 5E Hey 5 7K P &0 148
PRI B T KU A PR 2R, (H R S BE AR . e
% C(Cystatin C, Cys-C) FH AR Fh A 41 1947 4%
20 3 0, 2 B e B /N ek i e ) B8 S 1 i) BRAE 4
b, HOKPAZ 8 H o LR R S5 R R 5], R
SR & . JRER (Uric acid, UA) J& B4 14 i &
U= 4, HOR 2 Wi 5 RS2 400 UR AR b L
JUAEA SCHRR W HAE—E R B ] 2 5 kAL 1
BRAMECNL o X, A SR 43 B I A AL R
Cys-C . UA J Hey /K- 5 U5 AHOCHE:  fRaBE 40T .

1 RS

1.1 — ek

PEHL 2020 4F 1 H & 2022 4F 2 A R HE AR E
B WS TA i E 2B 3 153 1 B ST X 4, Hovp B3 96
B, L 57 B, A I% 42~83 B, S IIAERS (61.85+6.97)
&R EHEE(24.78+3 21 ) kg/m?, FEFEHRAT : Y
B 32 ), FLIE A 52 B, v 47 B, B
22 i o AR [ 37 A WF 5% B 4F v i 2% (National
Institutes of Health Stroke Scale, NTHSS) °! /3 2k %%
JE 54495 41 (NTHSS $E43<3 43 ) 57 9, o B 61 15 2
(NIHSS #F453 3~10 43 ) 61 9] , 5 i 451 45 41 (NIHSS
Wr>1043)35 il . Hrh R 4155 20 ], %4 28
B, B AE 5 (61.43+6.90) %, - Y96 18 (3.43+
0.84) h H 155 40 55 33 Bl , 2 28 1] , - 44 4 i
(62.02+6.99) % , F-HJJ 2 (3.56+0.90 ) h; T J& #5145
H 5 2061, 22 15 B, F B 4FE 1 (61.75£6.94) &, F-
PIRAE (3.7520.99 ) h, =4 — Bk L £ R

GiitE i X (P>0.05) . AW 4B EFEHZ R
St , 2 KB OB E S R 1.

i A5 B8 K8 A A bR U - DFF A 57 DU s 4 () i
I 48995 AR S BB T OC T I 4612 Wi bm v A0 G
PR, B ZRAR AR A 012 ; @A K41 NIHSS 7
a3 e TP AL DI R G} 58 3 s 3 11 N A fiff
G E ) B R O ER 5 HEBR AR M - O%E I )
e RIEDIRE R QA O JF VB ESE T E
P QB I AL RGP -
1.2 7k
1.2.1  Cys-C UA & Hcy il

153 151 i R B £8 35 A B I 1 = 25 IR A SR 4
5 mL f kL, AT ARS8 ST RI6 A, HL R ZI7E 1250
ML 3 500 r/min B0 10 min (B 02429 em) )i,
B VW, RV R UKAR IR R . SR DL 5 &
4 E AL B AUS800 A6 Cys-C (i 1A 5o i
Ll ik | 3R ok B b ot R A & AR A R0 A FR A
A)) VUA (G 8k P A e kX500 Gk A bt Al
i S A AR A BR A |] ) M Hey (I 5B, 12057
&k At IR S AR AR A A BR 2 W] ) K- o
1.2.2  HESETUS VAR

K FHA& S Hn 85 L) 3F 43 1 % (Glasgow prog-
nostic Scale, GOS) * ' PEANIGIT TG Wi I 0L, 40 1~
541, S BOBAIG, U B TS 1 LB I . 1 43 At
T2, 243 A A AF Clna] BB | HR I I 145 ) , 3 40
S EE AR (AL T FRIR O, 15 H F AR T AN RE
), 45 MRy (A ST IEw A0S  HFREE
PR, 55 MWK B (B & ol e H AR T (H
R EEE) o AWFFE T GOS 1~3 430 4 Tl 5 A
R4, GOS 4~5 43 M5 R 44, iz iFil i #23 ih
— 2w Ll R R A R 2 R T 5E AR
1.3 WEHE R

X HEAS [A) # 22 D RE #5145 1Y Cys-C \UA & Hcey
IR 5 X HEA [R) T 1 0 6 2k Bk R R AR AIE , £
FRAFWE PR R T | L R BRI e O
B R o NN TR AV E AN R 211 R N il AN 1
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MR IR R L Y 3K R L Cys-C \UA ) Hey 7K
¥ H 2 7T Logistic [7] 4 43§ 52 i Jil 158 58 151 f5 1
IERATATS
1.4 GEiteEorik

K H SPSS 21.0 Ge it At 7 ge it b, 1
TORFRH (x£s) T, AL LR H 1 K5
THESERNE L n (%) 2R, IRk YR 2 40 1)
K H F K5 5 R F £ 7T Logistic [R5 43 B 52 M i 4
TG B IS fE R . DL P<0.05 22 R HA
GiiterE Lo

2 #ZR

2.1 ARRIMZIRER U Cys-C \UA & Hey K- Eb#g

Cys-C.UA J Hey /K-« 5 8461 405 41 > vh 4
>R EBRGA, 2R B A5 %E L (P<
0.05). W#E1,

FR1 AEHETEER S Cys-C.UA & Hey 7K FLLER
(xxs)
Table 1 Comparison of Cys-C, UA and Hcy levels in

different neurological injuries (x +s)

2H ) n  Cys-C(mg/L)  UA(pumol/L) Hcy(wmol/L)
RER Y 57 1.3820.15 310.72+21.06  21.18+2.86
R BG4 61 1.59£0.21°  338.46+29.08'  32.59+4.49'
WP 35 1.99+0.43%  367.15#43.25"  38.93+5.63"

FAl 59.50 37.99 208.38

P1H <0.001 <0.001 <0.001

®2 AEBEBERELFBRIGRFLES T
[(xxs),n(%)]
Table 2 Analysis of baseline data and clinical features of

different prognosis conditions [ (x+s) ,n(%) ]

TIEwNEY 5 Ty _
I s e e S R
AR (%) 61.28+6.88  62.05£6.93  0.609 0.542
B 27(65.85) 69(61.60) 0231 0.630

p’gis 14(34.15) 43(38.39)
% i1 35(85.36) 51(45.53) 19.343 <0.001
veli] 20(48.78) 50(44.64)  0.207 0.649
i I 22(53.65) 52(46.42)  0.628 0.428
R IR 12(29.26) 31(27.67) 0.037 0.846
SRR ] 7(17.07) 17(15.17)  0.081 0.775
PR AV T B 22(53.65) 28(25.00)  11.204 <0.001
PP (X107L)  9.462+4.11 841+351  1.563 0.120
WRELANN (X10°7L)  1.39+0.25 1.33+0.21  1.485 0.139
i/ (X10°L)  221.18+28.19  214.18+15.14  1.969  0.050
W46 (mmHg)  143.28+20.18  144.28+19.85 0274  0.783
#F5KE(mmHg)  87.15x1527  83.25+14.81 1.430 0.154
Cys-C(mg/L) 1.80+0.21 1.53x0.14  9.157 <0.001
UA (mol/L) 534.67+82.09 261.48+65.08 21.383 <0.001
Hey (wmol/L) 69.69£7.05 15.18+5.14  52.312 <0.001

x3 TEWE

Table 3 Variable Assignment

SN AR It

X, 2 S8 =0, =1

X KL FHIEARFI=5 cm’=0, LR FL<5 cm’=1

X Cys-C <0.98 mg/L=0,=0.98 mg/L=1
X, UA <273.67 pmol/L=0,=273.67 pmol/L=1
Xs Hcy <25.14 pmol/L=0,=25.14 wmol/L=1

TE: SRR UL, 'P<0.05 ;15 T BEB 3 20 LU 4K, PP<0.05

2.2 N[W] TS B SR R R R 43 AT
G A R A1, 5 RAF2H 112 4], P4
AR ) RO | i e B PR | i S R A
LS SN R O Nl OO (104N TN A N i i A
K 22 R TG 2= B L (P>0.05) o W24
JH KT AU A SE | Cys-C . UA & Hey /K H 3 22
SAGIFE X (P<0.05), W2,
2.3 UL 1 2 R o Hr
Z JG Logistic |73 43 Br 45 2 8w, WO L K T
FHABE  Cys-C . UA K Hey 7K F-J2 52 i i 45 48 13
AR A ST BB I 2 (P<0.05) . UL 3 4.

3 it

I Tl PR 2 A7 78 70 UE 3 31k 5 30 K 386 i 1
Fi 5 1L A 95 R A LA MY B 5 R 48 403 2 8 A6
BRI R . Hey J& AN AR A 85 B 2 JE R 1Y — 4
T (I 4 SR B R B R A

R4 HINRRIETE TR £ E X Logistic |13 53
Table 4  Logistic regression analysis of multiple factors

affecting prognosis of cerebral infarction

% §§7ﬁ@§‘muﬁ

OR(95% CIii PiE

AR 0.674 0265 6.147 2.016(1.152~3.487) <0.001
KIRFRFEIE 0.827 0.354  7.135 2.341(1.107~4.911) 0.019
Cys-C  0.743 0287 6.527 2.104(1.169~3.495) 0.021
UA 0.754 0.341 6269 2.134(1.037~4.251) <0.001
Hey 0.582 0276 6.896 1.326(1.107~1.894) 0.044

o EANE L2 E AN Hey J2& 3l fikooks 6 A 1 450
I 5 958 9 B9 B — Al S fa s DR, AR IR SR
R, 41 Hey KV & TR b 4
4, Hrp B4 Hey KV TR BG4 ; Bils
AN R4 Hey K- F 1S 5% 41 5 2 5T Logistic 171
VA5 BT 25 5 715, Hey Shy 5 el Jili A8 28 93 J 1) £ B A
R, HE SRS R — 2 U R 7K F Hey
S gD pe AR MBS A S VIR . IiEsE
Hey 7K B 45 A4 25 D G40 473 7 3 184 o iy 38 1) Ji7
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Research progress of ferroptosis regulation mechanism in the treatment of breast cancer
FANG Yuchen', XU Yisu', XU Xinwen', TANG Jingjing', ZHOU Junzhen', ZHANG Qing', LI Qiang®,
JIANG Jianwei**

(1. Department of Breast Surgery, the First Affiliated Hospital of Jinan University , Guangzhou, Guangdong,
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Guangzhou, Guangdong, China, 510632; 3. Department of Biochemistry, Medical College, Jinan Universi-
ty, Guangzhou, Guangdong, China, 510632)

[ABSTRACT] Breast cancer is the most common cancer worldwide and pose a serious threat to women’s
health. Contemporary breast cancer therapeutics, including surgical treatment, chemotherapy, radiotherapy,
endocrine therapy, targeted therapies and other treatment modalities. Of these, the utilization of ferroptosis is a
promising therapeutic strategy to counteract breast cancer. Ferroptosis is a form of regulated cell death charac-
terized by the iron-dependent accumulation of lipid peroxides. Ferroptosis is strongly linked to the development
of breast cancer. Induction of ferroptosis can suppress proliferation, invasion, and migration of breast cancer
cells, reduce the resistance of tumor cells to cancer chemotherapeutic agents and enhance the sensitivity of
breast cancer to radiotherapy. Therefore, inducing ferroptosis in breast cancer is a treatment strategy with thera-
peutic potential and clinical value.

[KEY WORDS] Breast cancer; Ferroptosis; Regulation; Treatment
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Figure 1 The processes of ferroptosis
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Table 1 Drugs targeting ferroptosis in breast cancer
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