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Consideration on blood transfusion safety in Guangdong, Hong Kong, Macao and
Guangxi In the prevention and control of emerging infectious diseases

ZENG Jinfeng, ZHAO Yu, WANG Lilin*

(Shenzhen blood center, Shenzhen, Guangdong, China, 518035)

[ABSTRACT] At present, the emerging infectious diseases pandemic is frequenting globally , and re-
mains a huge threat to human life and health, and has a great impact on global politics, economy and social de-
velopment. Blood transfusion is an important means of clinical treatment and rescue of patients. This paper dis-
cusses the protection of blood transfusion safety in the prevention and control of emerging infectious diseases,
such as professional personnel reserve, promotion and implementation of policies and regulations, construc-
tion of technology platform, information resource sharing and so on,

[KEY WORDS] Emerging infectious diseases ; Blood transfusion safety ; The Belt and Road Initiative
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Consistency Evaluation of Two Kinds of Clinical Examination Methods for Glycated He-
moglobin

ZHANG Xiaojing*, PAN Xiaofang, XING Lisen, ZHANG Runfeng, LI Yangling, WU Jingbiao

(Division IV of General Laboratory , Guangdong Medical Devices Quality Surveillance and Test Institude,
Guangzhou, Guangdong, China, 510663 )

[ABSTRACT] Objective Consistency evaluation of two kinds of clinical examination for Glycated
Hemoglobin (HbAlc ) with linear correlation and Bland-Altman analysis. Methods Control system and assess-
ment system were used to test the HbAlc of venous blood samples from 99 cases of patients, the results are an-
alysed with correlation and Bland - Altman analysis. Results The determination coefficient R* is 0.977 9,
which shows that there is a good relationgship between control system and assessment system; Bland - Altman
consistency analysis shows that the maximum points out (ratio) is 4.04%. Conclusion There is a good con-
sistency for HbAlc between control system and assessment system.

[KEY WORDS] Glycated Hemoglobin; HbAlc; Bland-Altman
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Genetic analysis of drug resistance of influenza A (H3N2) virus in Jilin province from
2018 to 2020

LI Jing, LIU Hongmin, HOU Chengcheng, WU Donglin, YANG Xianda*

[ Jilin Provincial Center for Disease Control and Prevention (Public Health Research Institute) , Changchun,
Jilin, China, 130062 ]

[ABSTRACT] Objective To master Amantadine drugs and Neuraminidase inhibitors resistant
situation of A (H3N2) epidemic strains from 2018 to 2020, provides some basis for the clinical treatment, and
prevention and control. Methods 34 strains of influenza A (H3N2) were selected. M2 and NA genes were
amplified by PCR, and the drug resistance sites were analyzed after sequencing. Results From 2018 to 2020,
981 influenza strains were isolated in Jilin Province, including 934 influenza A strains and 47 influenza B
strains. Among the isolated influenza A virus strains, 57.49% were HIN1pdm subtype strains, and 39.61%
were H3N2 subtype strains. Sequencing of 34 strains of H3N2 subtype influenza virus showed a mutation at the
S31N resistance site of the M2 gene. There were no mutations in E119V, Q136K, DI51A, 1222V, H274Y,
R292K, and N294S related to NA drug resistance. Conclusion The prevalence of influenza A in Jilin
Province from 2018 to 2020 is dominant. 34 strains of influenza A H3N2 subtype viruses are resistant to
amantadine drugs, but are still sensitive to neuraminidase inhibitors.

[KEY WORDS] Influenza A (H3N2) virus; Genetic analysis of drug resistance; Amantadine drugs;

Neuraminidase inhibitors
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K1 FHE 20182020 ERBFSHERER (n(%) |

Table 1 Results of influenza virus strains in 2018-2020 in Jilin Province [n(%) ]

s ] FRA%L T TR

A T R bR B T i g bk

A(HIN1) A(H3N2) HIN1pdm Victoria F Yamaga H

2018.4-2019.3 9036 561 (6.21) 0 12 (2.14) 505 (90.02) 3(0.53) 41 (7.31)
2019.4-2020.3 8894 420 (4.72) 0 358 (85.24) 59 (14.05) 3 (0.71) 0 (0.00)
Hit 17 930 981 (5.47) 0 370 (37.72) 564 (57.49) 6 (0.61) 41 (4.18)

1. AKansas/14/2017_MP_(2019-2020) MSLLTEVETPIRNEWGCRCNDSSDPLIVAANI |G|
2. AiSingapore/INFIMH-16-0019/2016_MP_(2018-2019) MSLLTEVETP IRNEWGCRCNDSSDPLAVAANI I G
13. Ailinhunjiang/17/2018H3 MSLLTEVETPIRNEWGCRCNDSSDPLVVAANI IG
4. Alilinnanguan/125/2018H3 MSLLTEVETPIRNEWGCRCNDSSDPLVVAANIIG
5. Allilinningjiang/158/2018H3 MSLLTEVETPIRNEWGCRCNDSSNPLVIAANIIG
6. Ailinchaoyang/11417/2018H3 MSLLTEVETPIRNEWGCRCNDSSDPLVVAANIIG
7. Aldilinzhenlai/164/2018H3 MSLLTEVETPIRNGWGCRCNDSSDPLVVAANIIG
8. Auilinningjiang/1132/2018H3 MSLLTEVETPIRNEWGCRCNDSSNPLVVAANI IG
19. Allilinlongshan/1148/2018H3 MSLLTEVETPIRNEWGCRCNDSSNPLVVAANIIG
10. Alilinningjiang/1258/2019(H3) MSLLTEVETPIRNEWGCRCNDSSDLLVVAANIIG
[11. Ailintiexi/1266/2019(H3) MSLLTEVETPIRNEWGCRCNDSSDLLVVAANIIG
12. Alilinchuanying/1358/2019(H3) MSLLTEVETPIRNEWGCRCNDSSDPLVVAANIIG
13. Alilinzhenlai/1178/2019(H3) MSLLTEVETPIRNEWGCRCNDSNDPLVVAANI IG
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127. Allilinzhentail1632/20 19(H3)

[28. Alilintaobei13412020(H3)
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30. Auilindongchang/13/2020(H3)
31. AUilinningjiang/1671/2019(H3)
32. AUilinhunjiang/1639/2019(H3)
3. Auilinhunjiang/15/2020(H3)

34. AUilinyanji720/2019(H3)

35. Aldilinyanji11212020(H3)

36. Alilinyanji11412020(H3)
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Application of NaalOp, TSGF and RUNx2 in the oral mucosal precancerous lesions and
oral squamous cell carcinoma

LIU Chunli *, WANG Guojie >, ZHENG Chaohui ', CAO Rui'

(1. Department of Stomatology, Second Affiliated Hospital of Xingtai Medical College, Xingtai, Hebei,
China, 054000; 2. Department of Radiology, Xingtai Third Hospital, Xingtai, Hebei, China, 054000)

[ABSTRACT] Objective To analyze the application value of combined detection of N - « -
acetyltransferase 10 protein (NaalOp) , Tumor Supplied Group of Factors (TSGF) , and Runt - related
Transcription Factor 2 (RUNx2) in the diagnosis and differential diagnosis of oral mucosal precancerous lesions
and oral squamous cell carcinoma (OSCC). Method 65 OSCC patients who were admitted to the Department
of Stomatology in our hospital from April 2018 to April 2020 were selected. 62 patients met the inclusion criteria
and were recruited as the OSCC group. 50 patients with precancerous lesions (lichen planus, leukoplakia,
erythema, chronic ulcers that do not heal for a long time) were selected as the precancerous lesion group, and
40 normal subjects who received physical examination during the same period were selected as the health

control group. The clinical data of all subjects were collected, and the differences in the expression levels of
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NaalOp, TSGF and RUNx2 in the OSCC group, precancerous lesion group and thecontrol group were measured
and compared. The clinical diagnostic performance (sensitivity, specificity, and accuracy) of NaalOp, TSGF,
RUNx2 alone and their combination to diagnose OSCC were compared, respectively. The expressions of
NaalOp, TSGF and RUNx2 in OSCC patients at different clinical stages were compared, and the ROC curve
was used to analyze the predictive value of NaalOp, TSGF, RUNx2 and the combined detection for OSCC.
Results The levels of NaalOp, TSGF and RUNx2 positive rates in the three groups were compared: OSCC
group>precancerous lesion group>normal control group, the difference was statistically significant (P<0.05).
The sensitivity and accuracy of the combined detection of NaalOp, TSGF and RUNXx2 were higher than those of
any single serum detection, and the difference was statistically significant (P<0.05). The level of NaalOp,
TSGF and the positive rate of RUNX2 in patients at the stage Ill and IV were higher than those in patients at the
stage 1 and Il , and the difference was statistically significant (P<0.05). The areas under the NaalOp, TSGF,
RUNXx2 and combined detection curves were 0.694, 0.677, 0.830, and 0.883, respectively. The area under the
curve of combined detection was the largest. Conclusion The combined detection of NaalOp, TSGF and

RUNX2 can be used as an effective means to predict the occurrence of OSCC. Clinically, the detection of the

three levels should be emphasized to improve the prognosis of patients.
[KEY WORDS] NaalOp; TSGF; RUNx2; Precancerous lesions of oral mucosa; Oral squamous cell

carcinoma
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Figure 1 Runx2 negative and positive expression

immunohistostaining image of OSCC patients (SP, x400)

2.2 NaalOp.TSGF K RUNx2 Bl K It 25 k6 i i2
Wr OSCC HiZ Wi

NaalOp . TSGF % RUNx2 -4 46 I i) sk
YA 2 AT ) o — i W AR, 25 S B St
SR L(P<0.05). W2,
2.3 A[Alf R 43 OSCC # %% NaalOp . TSGE M
RUNx2 #ik A

II . V3% Naal0Op . TSGF 7K - & RUNx2 B %

%2 NaalOp,TSGF.RUNx2 B ¥ % Bt & #ii2 #F OSCC
KIS BT IME [n(%) ]
Table 2 Diagnostic value of NaalOp, TSGF and RUNx2
alone and combined in the diagnosis of OSCC [n(%) ]
S5 FLIZ K
KA 7 vk Sy g
(n=50) (n=62)
NaalOp 36(72.00) 43(69.35) 69.35°  72.00 70.54"

HUSE ek ERE
(%) (%) (%)

TSGF 39(78.00) 42(67.74) 67.74° 78.00 72.32
RUNx2 35(70.00) 45(72.58) 7258  70.00 71.43"
NaalOp+TSGF
+RUNx2" 40(80.00) 57(91.94) 9194  80.00 86.61
V! - 12588 1.813 10.245
PiE - 0.006  0.612 0.017

5O, P<0.05,

Ve L D, 25 WEAS R E X (P<
0.05). W3,
2.4 ROC HZ5Hr

NaalOp . TSGF , RUNx2 #15i K H 4 46 ) il £&
A5 A 0.694,0.677 .0.830,0.883 , 4545 H
AN A LIRS I Rk, Wk 4 # 2,



BB ST 4G 2021461 0 %5134 #5141 J Mol Diagn Ther, January 2021, Vol. 13 No. 1 - 15 -

#x3 AEIEKS # OSCC & NaalOp . TSGF R iX Lb
(xxs)
Table 3 Comparison of NaalOp and TSGF expressions in
OSCC patients with different clinical stages (x+s)
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Figure 2 ROC curve analysis for NaalOp, TSGF, RUNx2
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Study on the correlation between endometrial thickness and serum AMH, glucose and
lipid metabolism with polycystic ovarian syndrome

ZHANG Jing', LIU Wentao'*, LIAN Yuxing®

[ (1. The Sixth People’ s Hospital of Anyang city (Stomatological Hospital) , Department of Laboratory
Medicine, Anyang, Henan, China, 455000; 2. The Sixth People’ s Hospital of Anyang (Stomatological
Hospital ) , Department of Obstetrics and Gynecology, Anyang, Henan, China, 455000) ]

[ABSTRACT] Objective To explore the correlation between endometrial thickness in women with
polycystic ovarian syndrome (PCOS) and serum anti - Miillerian hormone (AMH) and glucose and lipid
metabolism. Method For retrospective analyses, we selected 132 female patients with PCOS who were
examined in the laboratory of our hospital from March 2018 to August 2020, and 47 women who came to our
hospital > s physical examination clinic for health examination were selected during the same period. The
endometrium of the two groups were compared. Thickness, serum AMH, glucose and lipid metabolism index
[ fasting plasma glucose (FPG) , fasting insulin (FINS) , insulin resistance index (Home ostasis model
assessment insulin resista nce index, HOMA-IR) and islet B cells Function (Homeostasis model assessment-f3,
HOMA-B) ; total cholesterol (TCHO) , triglyceride (TG) , high density lipoprotein cholesterol (High density
liptein cholesterol, HDL-C), low density fat The changes in low-Density Lipoprotein Cholesterol (LDL-C) ]

levels were examined to analyze the relationship between the endometrial thickness of PCOS patients and serum
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AMH and glucose and lipid metabolism indicators. Results

The thickness of the endometrium in the

observation group increased significantly (P<0.05), and the serum AMH, FPG, FINS, HOMA-IR, HOMA -
B, TCHO, TG, and LDL-C levels also increased significantly (P<0.05) , and the level of HDL - C was
significantly reduced (P<0.05), compared to the control group. Pearson correlation analysis showed that the
endometrial thickness of PCOS women was positively correlated with serum AMH, FINS, TCHO, TG, and
LDL-C levels, and negatively correlated with HDL-C (P<0.05). There was no correlation with FPG, HOMA -
IR, and HOMA-B levels (P>0.05). Conclusion The endometrium in women with PCOS is thickened, and its
thickness is closely related to the serum AMH, FINS, TCHO, TG, and LDL-C levels, providing objective data

for clinical treatment.

[KEY WORDS] Polycystic ovarian syndrome ; Endometrial thickness; Serum anti-Mullerian hormone ;

Glucose and lipid metabolism index
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AMH 7K - LU e e 2o M v 2~3 A5, FLA: 5 T e B i
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PCOS [ # 1Y g5 RARPL MG 55 AEE N )
RE BB 142 B S8 RE & A AR AR L 1T PCOS S8 35 1 i
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WERR ARG PR Z [ B JE 2R, R IKIR YT PCOS £ 41
FN) S 50 2 U, PR 2 SR RAE AN

1 ARSI

1.1 — Bk

PEE 2018 4F 3 H % 2020 4F 8 A T AP 46
A1 PCOS Zr i 132 5], BE 4% [ R AR Be A4k 112
AT fE ARG 2o Pk 47 1], o, X B R 3 ek
R A1 % /INME RS 23 25 B R B R T R4S A
(Body Mass Index, BMI) & 26.8 kg/m*, iz /)» BMI
 18.5 kg/m®; i KM B Lt (Waist - to- Hip Ratio,
WHR) 4 0.78, fit/)s WHR 7 0.69; WA 2H 4 e K
AR 41 % B/ NEIRE 24 % 50Kk BMI R 27.3 kg/m?,
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WHR & 0.70 ; FZH F 5 1 — 7Rt Hu g, 22 5% 640
TR L (P>0.05), BA A e, Wk 1,

Rl FMHABEN—RIABLERRER xs)
Table 1 ~Comparison of general information of 2 groups of
patients (x+s)

2H 5 n (%) BMI(kg/m?) WHR
X R 47 34.73+2.58 24.92+1.04 0.72+0.18
WL 132 35.01x1.98 24.76x1.17  0.73+0.24
A 0.676 0.828 0.298
P18 0.501 0.409 0.766

BRI ML OFF & AR B 2 2 1177 R
oo WA e e dR R R AR A e
PN ELR AR E2Y T e ) X T PCOS 112
Wrbm o ; QI WK B2 2 R TR T 5 DI PR 51 ¢
B IS A e i, WHIRL . DA &AW R,
WEAE TG AR s 3 5 Il PRI 1) 0% ) B2 4l By A A
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HeBrAn it : OFIF MK R 8W  H B et
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1.2.1  XFHRZH A PCOS 2H 18 PN R R R 1l 72

P EE T A AR VRO VO NN
FATPAARE A 5 2.0 em Ak e iR T H S RE
PN ) - L2 A Ak 5 Il e 2 ) () R, BRI
TE N
1.2.2 X HRZL A PCOS 41 1fiL 75 AMH #6301

T2k # H & WS 3~5 d 1 =25 I 3 B 20
HEE K I 3~5 mL, 1 000~2 000 %% /min, 0> 15
min, SR AR — 25 e 0 7 Tl B 4 5 W fff 3 3
(ELISA) K Ifil 75 AMH , HL AR FR A A5 B8 7= 4% Fie 1
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LT PT 2 78 T 2 D 157 & (ELISA 7 ) {15
BB T (B IESER AR A BR A DD .
1.3 MEIEIR

I 25 {8 il g (FPG) | i JH [ 2 (TCHO ) .
H o =15 (TG) | = % B A 25 1 IR [ i (HDL-C) |
i % B R 2 11 0 [# B2 (LDL-C) ; 25 i i 5 &
(FINS) , Jf- 1153 1 5 R #hidE £ (HOMA-IR ) J¢ B
2B 40 iE ) it (HOMA-B) . H:f , HOMA-IR=
FPGXFINS/22.5, IE % { & 1; HOMA-B=20xFINS/
(FPG-3.5) , IE# {54 100%
1.4 GEil2#irik

K HI SPSS 20.0 i 17 581t 7 b i 5%
BHERH R IE SR, MR (2 £5) F7R , AL Z[H] 1)
22 52 R FHWIAIST. ¢ K30, 45 6 b 22 1] 119 AH SR
Pearson A JCPEA M o T8 B AN 2 IE S 4010,
DR FH A S ORI 437 (R BE R, W24 =2 8] 1Y) 22 57
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2 R

2.1 PRALEE TS IIEIREE R ig AMH 7KL

5 %F HE 4 A LB, WS 4L S TR N R
B RN, B AMH /K- &2 B T
w2 R HA G F R L (P<0.05), W2,

*2 MABENTFENREEERIE AMHKFLLE (v+s)
Table 2 Comparison of endometrial thickness and serum

AMH levels between 2 groups (x+s)

205 n FE PR (mm) 1% AMH(ng/mL)

X} R 47 5.44+1.15 4.31+1.28
WM 132 8.56+1.98 7.20+1.63
X 12.973 11.343
PAH 0.000 0.000

x3 MABFHMABERLEE (r+s)
Table 3 Comparison of blood glucose indicators between

2 groups (x+s)

o FPG FINS HOMA-B
B molL)  (pmoyr) HOMAIR 750

NHRZH 47 4.87+0.86 63.85+£5.72 1.27+0.22  46.08%5.52
WELLH 132 5.52+0.63  75.68+7.38  1.53+0.18  55.79+8.04
HE 4.748 11.235 8.006 9.102
P 0.000 0.000 0.000 0.000

x4 MABEWMASFEIRILE (x+5)
Table 4 Comparison of blood lipid indexes between 2

groups (x+s)

Fa b7 n TCHO TG HDL-C LDL-C
A (mmol/L) (mmol/L)  (mg/dl) (mg/dl)

YHRZH 47 4.31£1.02 1.62+0.37 54.58+11.77 122.56x12.15
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1 6.971 2.300 2.798 5.817
PiE 0.000 0.023 0.007 0.000
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IR \HOMA-B /KFJo K, 257 LG8 (P>
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&5 PCOS ZiEFEMIREEFME AMH . #EAS 5]
BxXiE
Table 5 Correlation between endometrial thickness and

serum AMH, glucose and lipid metabolism in women with

PCOS
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LDL-C 0.304 0.000
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hs-CRP.WBC Jz PCT £1MiZ Wi ) L o PPk 1 ik 4y
WA BEE

[ ZE] H# HHBEC R EA (hs-CRP) AN (WBC) K 45 2 J5 (PCT ) K I %if JL 2 IF i
TERL SN, A YEE 2015 4F 1 1 2 2019 4F 1 A Ak JLRHICA o 0% T8 e 21 102 ], KR AT
WS R, 3 S IR 2H (n=24) G FEIERR L (n=30) AR UL 2H (n=48) . 5 3 [F) 0 A i B A
K fdt e LA MR XT IR (n=45) o HLEASLLIFIEAT 214 hs-CRP \WBC .PCT /K-, B 145 K A2 Wi Rl 3
BRYLER T, 58 32HH )L hs-CRP.WBC PCT /K V-1 il 25 185 TR ) A 4H 5 hs-CRP /K- 41 i Bk YL 2H >
AR 2] > EE IR e 4] s WBC \PCT 7K V- 21 TR IR Y 20 > B R 21 > 57 IR e d s 2 R A G X
(P<0.05)., SRITHTELES,1BI7)E 3 4L L hs-CRP \WBC .PCT /K -1 .35 R, HAKE B IEH KT, £ 57
A G #7 L(P<0.05) . 3414 )L hs-CRP FHM: R AL, 22 R G478 L (P>0.05) o 4il 41 8L
WBC \PCT FH M3t 3 5 T 32 AR e 4] g e Jk e, 25 57 A G it 2 25 8 L (P<0.05) » hs-CRP . WBC,
PCT BRGNS i ) L2 P I 3 SR 45 571 (96.87% ) A% (98.91% ) L AUC (0.955) ¥4 it 2 1o TP —
TRER PP S H8AR , 2258 B8 L (P<0.05) . 2518 hs-CRP . WBC ,PCT #6 X JLHE -l 3 ik e 1y
A —EMIZWHNE , (H 3 FBCAHR AR IIS Wi T 5, mT S BB I I A A {8 1
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The levels of serum hs-CRP, PCT and WBC count in the diagnosis of respiratory tract
infection in children

XIE Yongxiang'*, XU Jiajia', YANG Xu®

(1. Chuzhou City Vocational College, Anhui Province ; 2. Department of Pediatrics , Chuzhou First People’s
Hospital , Chuzhou, Anhui, China, 239000 ; 3. Department of Clinical Laboratory, Chuzhou First People’s
Hospital, Chuzhou, Anhui, China, 239000)

[ABSTRACT] Objective To investigate the diagnostic value of hypersensitive C-reactive protein (hs-
CRP), white blood cell (WBC) and procalcitonin (PCT) in children with respiratory tract infection. Methods
A total of 102 children with respiratory tract infection admitted to the pediatric department of this hospital from
January 2015 to January 2019 were selected. According to the types of respiratory tract infection, they were
divided into the mycoplasma infection group (n=24) , viral infection group (n=30) , and bacterial infection
group (n=48). Another 45 healthy children who underwent physical examination in our hospital during the same
period were selected as the healthy control group (n=45). The hs-CRP, WBC, PCT level, positive rate, and
the diagnostic accuracy of respiratory tract infection in each group were compared. Results The levels of hs-
CRP, PCT and WBC count in the three groups was significantly higher than those in the healthy control group.
The levels of hs-CRP, PCT and WBC count in the bacterial infection group was significantly higher than those
in the mycoplasma infection group and the virus infection group (P<0.05). Compared with before treatment, the
hs-CRP ,WBC .PCT levels of the three groups decreased significantly and returned to normal level, differences

were statistically significant (P<0.05). There was no significant difference in the positive rate of hs-crp among
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the three groups (P>0.05). The positive rates of WBC and PCT in the bacterial infection group were

significantly higher than those in the mycoplasma infection group and the virus infection group (P<0.05). The
specificity (96.87% ) , sensitivity (98.91% ) , and AUC (0.955) of the combined detection of hs-CRP, WBC

and PCT in the diagnosis of respiratory infections in children were significantly higher than the single and the

pairwise combined indicators, and the difference was statistically significant (P<0.05). Conclusion The hs-

CRP, WBC and PCT tests have certain diagnostic value for children s respiratory tract infection, but the

combined indicatorof the three has higher diagnostic accuracy, can distinguish the type of disease, and has

higher clinical application value.

[KEY WORDS] Hypersensitive C-reactive protein; White blood cell; Procalcitonin
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ng/mL. B EFE(EEEIRI A FHPELS
1.3 LS R

D4 H W58 %F % hs-CRP, WBC . PCT /K 3 [t
5 ;@3 41 # JLIRYT HT S hs-CRP ,WBC . PCT /K-
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Rl AHEBEFE-MABLR [(n(%), (x£s) ]

Table 1 Comparison of general data of 4 groups of patients [n(%), (x+s) ]

P51

25 7 % PR () R (4F) BMI (kg/m®)

SRR 24 13(54.17) 11(45.83) 3.41%0.61 3.43+0.35 22.84+2.36

R IR 30 16(53.33) 14.(46.67) 3.42+0.63 3.44+0.32 22.34+2.64

Y g Al 48 25(52.08) 23(47.92) 3.40+0.62 3.42+0.30 22.56+2.41

fe R e 4l 45 24(53.33) 21(46.67) 3.41+0.63 3.2240.51 22.65+2.52
Fly 1.205 1.142 1.252 1.024
P4 0.741 0.789 0.712 0.825

®2 4AMRITE hs-CRP.WBC.PCT KFLLE (vxs)
Table 2 Comparison of hs-CRP ,WBC ,PCT Levels among
4 Groups (x+s)

4031 ; hs-CRP WBC PCT
(mg/L) (x10°/L) (ng/mL)
TR 24 4.61+2.32 9.52+3.26 1.41+0.11
JRERRYLH 30 4.59+2.33 9.54+3.25 1.42+0.12

A 48 32.35+14.64°  18.83x7.38"  3.15+0.87%

fEFEXTIRZE 45 3.24+1.95™  7.51£3.12"  0.30+0.12™
F{& 11.142 14.252 15.024
P1H 0.000 0.000 0.000
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3 i

W8 3 J g 2 I IR 22 1 L B B 1) Sk e
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Wi G PRAF 5T 22 BH , 40 R IR e 1) & £ 5 hs-CRP,
PCT %R PEN T . hs-CRP f TS 1, 75 5
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55 5 ORBE B sl IO IR A . PCT 2 HLATE

£3 34HBJLIBITHIETTE hs-CRP.WBC.PCT K FLLEE (x+s)
Table 3 Comparison of hs-CRP ,WBC ,PCT levels before and after treatment of 3 groups (x+s)

15 ; hs-CRP(mg/L) WBC(X10’/L) PCT (ng/mL)
B TRYTHT BT A JRYT I BIT A TRIT T RIT A
I 24 4.61+2.32 3.1620.64¢ 0.52+3.26 8.51+2.36¢ 1.41£0.11 0.3420.14¢
R ER IR 30 4.59+2.33 3.170.64¢ 9.54+3.25 8.49+2.37¢ 1.42+0.12 0.3320.12¢
A R A 48 32.35+14.64° 3.1520.65¢ 18.83+7.38" 8.53+2.38° 3.1520.87% 0.350.13¢
F{H 11.142 0.892 14.252 0.741 15.024 0.712
P 0.000 0.412 0.000 0.453 0.000 0.476

TE 5 SR AR A LA, *P<0.05 5 5 B IR Y LLAR LU A, PP<0.05 3 S5 IRYT T LL 4K, *P<0.05.
&4 343 JLhs-CRP.WBC.PCT FRMZRLLE [n(%) ]
Table 4 Comparison of hs-CRP ,WBC ,PCT Positive Rates in 3 Groups [n(% ) ]

205 hs-CRP WBC PCT hs-CRP B4 WBC  hs-CRP X4 PCT WBCH(A PCT  =IiHEA
YRR 24 22(91.67) 6(25.00) 5(20.83) 12(50.00) 11(45.83) 15(62.50) 20(83.33)
Jra IR ] 30 27(90.00)  7(23.33) 8(26.67) 16(53.33) 15(50.00) 18(60.00) 25(83.33)
YT R e 4 48 45(93.75)  34(70.83)" 40(83.33)® 46(95.83)® 45(93.75)® 43(89.58)"  48(100.00)®
PR 2.254 17.328 18.241 19.671 22.301 7.613 2.084
P 0.145 0.000 18.241 0.000 0.000 0.022 0.352

U+ 5 SRR 20 LU 3R, *P<0.05 5 S TR IR YL 4 AR LL 3L, "P<0.05,
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&5 hs-CRPWBC.PCT #&illi5 7 JL 25 WP Ui 2% e ) 4 7l 1 3l
Table 5 hs-CRP ,WBC .PCT Assessment of the Accuracy of Detection and Diagnosis of Respiratory Infection in Children

215 T ERE 1 S E (%) RABE (%) AUC 95%CI PAE
hs-CRP 6.75 86.24° 98.32 0.873 0.745~0.957* 0.015
WBC 14.54 7357 72.82° 0.719 0.674~0.812* 0.016

PCT 1.99 95.24 90.75* 0.893 0.854~0.949* 0.014
hs-CRP 5 WBC 6.92 88.35" 97.36 0.926 0.907~0.943" 0.010
hs-CRP B:4 PCT 7.24 05.28 98.20 0.905 0.863~0.945" 0.013
WBC 4 PCT 6.67 94.32 95.36* 0.943 0.921~0.961 0.012
—HWA 6.32 96.87 98.91 0.955 0.885~0.986 0.011

I s = FH WA 48hR 248 hs-CRP \WBC .PCT Bt 4 ; GI6A 1547 LL AL, P<0.05,
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R R R AR IR y- TR &
Wr PCT (14
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JETF TCGA Bt e 4y Mt PEKFB4 AL 4N ndile
=Sy TR

B MRAT MERE RHF OBRL DEH REE AET

(8 =] Br Wi o- BB R M -2- it/ F b -2, 6- — B RR I 4 ( PEKFB4) 76 AT 40 i i (LIHC ) th
FIR TP RAL SHUS U E R, S0 PFKFB4AE LIHC SRR h i FIMLE . 3% M TCGA ¥l 1 T
X LIHC ¥ RNA-seq £ FlfG RAR 2., 4001 Ho 48 PEKFB4E LIHC BEASFIIE # BEAR i) ik 22 5 R R
05 K5 5 53 At PEFKFB4 5 (835 I R AR iF (1) ¢ & o i 13 Kaplan-Meier 7 Fl1 Cox XU [81 15 43 #7 PFKFB4 1E
LIHC "1 () TG {8 . FILF 3% K & 4 50 M7 (GSEA) #8 K PFKFB4 % 5 14y T 18 % , 3F il 13 MethSurv 1
TCGA Wanderer %5 75 28 804l 40 B PEKFB4 5 LIHC & AT X W 34k 7 5 . 858 PFKFB41E LIHC
FEA HF Y IO 35 B, 22 8 Go iR 2 L (P<0.05) , Hi 61k 15 5 1Y Stage 70 9] 5 W 3% (1 M ¢
(P<0.05) , PEKFB4 ¥ ik 40 1 i SR A7 3R (0S) ARk 4 58 2 (P<0.05) , il 1 g LIHC A4 7t 57 75
J& ¥ (HR=1.908,95% CI : 1.332~2.733 , P<0.05) . GSEA 7145 275 , PFKFB4 7] fit 2 5 W A% . 210 0
A A P53 A5 {5 5 3d i, T8 i PFKFB4 B2 W AL TS PFKFB4 B3R IR MG . 4538 PFKFB4R)
G H 4k /K PAd PFKFB4 £¢ LIHC Hf i 2 13, W]l i 2 4% 4 38 i R 95 LIHC (19 & A2 & &, J& LIHC 1)
WSz S RF .

[X$i7] JF4nifedss; PFKFB4; TCGA; GSEA; HLfk

Analysis of the clinical significance and molecular mechanism of PFKFB4 in hepatocellu-
lar carcinoma based on the TCGA database

DUAN Yiping', CHEN Liangyue', LIU Jiacui', HUANG Ben', CHENG Qingyuan', MA Tiantian', ZHU
Cuiwen', QIN Fei**

(1. Dept. of Radiology, Zhongnan Hospital of Wuhan University, Wuhan, Hubei, China, 430071 ;2. Gene
Diagnosis Center, Zhongnan Hospital of Wuhan University, Wuhan, Hubei, China, 430071 )

[ABSTRACT] Objective To study the relationship between the expression and methylation of fruc-
tose-6-phosphate-2-kinase / fructose-2-diphosphatase 4 (PFKFB4) in liver hepatocellular carcinoma (LIHC)
and prognosis, and analyze the mechanism of PFKFB4 in the malignant progression of LIHC. Methods
Download RNA-seq data and the clinical information of LIHC from the TCGA database, and the expression
levels of PFKFB4 in LIHC tissue and normal tissue were analyzed and compared. Chi-square test was used to
analyze the relationship between PFKFB4 and the clinical characteristics of patients. The Kaplan-Meier method
and Cox risk regression was used to analyze the prognostic value of PFKFB4 in LIHC. Gene enrichment analy-

sis (GSEA) was used to explore the molecular pathways that PFKFB4 involved, and then online analysis of
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MNAEFTERASFEATAB (WI20150021) , K XK 5 F dg E A A 4735 F & 2 (expy2018031 |
expy20160054 ) , K, K 5 K 52 A 4] %7 B (MS2017045.,52018301747)

A5 1 RK S P d ER LA, 314k, KX 430071
2. KX K% ¥ g ERRAe 364, 314k, KX 430071

*BAEE# A 3E, E-mail : dewrosy520@163.com
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MethSurv and TCGA Wanderer database was used to find the methylation sites related to the development of
LIHC. Results The expression of PFKFB4 in LIHC samples was significantly up-regulated (P<0.05) , and
its expression was significantly negative correlated with stage of patients (P<0.05). The overall survival rate
(OS) of patients in the high expression group of PFKFB4 was worse than that in the low expression group (P<
0.05), which can be used as an independent prognostic factor of LIHC (HR=1.908, 95%CI: 1.332~2.733, P<
0.05). GSEA analysis results suggest that PFKFB4 may be involved in glycolysis, autophagy and P53 signal-
ing pathways, and regulate the expression of PFKFB4 through the demethylation of PFKFB4, and affect the
prognosis. Conclusion The hypomethylation level of PFKFB4 significantly upregulates PFKFB4 in LIHC,

which can regulate the occurrence and development of LIHC through multiple molecular pathways, andis an in-

dependent prognostic factor of LIHC.

[KEY WORDS] LIHC; PFKFB4; TCGA; GSEA ; Methylation
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Figure 1  Differential expression of PFKFB4 in LIHC
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Table 2 Univariate and multivariate cox regression analysis
of PFKFB4 in LIHC

% PATRI K cox [MA4MHT Z K2 cox [MH4MT
T HRH  95%CI P HR{H 95%CI P1H

AEHY 1.005 0.987~1.023 0.591 1.009 0.989~1.029 0.374
PER] 0.780 0.487~1.249 0.301 1.002 0.594~1.692 0.993
Stage 7M1 1.865 1.456~2.388 <0.001* 0.921 0.346~2.451 0.870
T4 1.804 1.434~2.270 <0.001° 1.808 0.756~4.322 0.183
M4 3.850 1.207~12.281 0.023* 1.453 0.385~5.486 0.581
N/ 2.022 0.494~8276 0.328 1.576 0.215~11.551 0.654
PFKFB4 2.166 1.557~3.013 <0.001° 1.908 1.332~2.733 <0.001"
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Figure 3 Prognostic analysis of PFKFB4 expression in LIHC
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The diagnosis and treatment value of RSUG via ureteral catheter in percutaneous
nephroscope treatment of complex Kidney stones

DIAO Changhui, WANG Lei, QIU Xiaodong, LI Jianhua*

(Department of Urology, The First People’s Hospital of Shanggiu, Shangqiu, Henan, China, 476100)

[ABSTRACT] Objective To explore the application value of retrograde contrast-enhanced ultrasound
via ureteral catheter in the percutaneous nephrolithiasis treatment of patients with complex renal stones.
Methods A total of 106 patients with complex renal stones treated in our hospital from January 2017 to March
2019 were selected as the research objects and grouped according to random number table method, 53 cases
each. Both groups were treated with percutaneous nephroscope, the control group was given traditional
ultrasound positioning guidance alone, and the observation group was given retrograde contrast - enhanced
ultrasound guidance via ureteral catheter. The operation status, hospitalization time, puncture status, stone
removal status, renal function indexes, levels of inflammatory factors before and after 1, 3 days after the
operation and the incidence of complications were compared between the two groups. Followed up for 6
months, and the recurrence rates of stones in the two groups were statistically compared. Results The
intraoperative blood loss of the observation group was less than that of the control group, and the operation time
and hospital stay were shorter than those of the control group. The success rate of one-time puncture and the
removal rate of stage | stones were higher than those of the control group (P<0.05). Serum neutrophil gelatinase-
associated lipocalin (NGAL) , cystatin C (Cys-C) , blood uric acid (BUA) , angiotensin II (Ang 1 ),

interferon-y (IFN-y), C-reactive protein (CRP) levels in the two groups were higher than before treatment on
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the 1st and 3rd day after operation, while the observation group was lower than the control group (P<0.05). The

complication rate of the observation group was 5.66% lower than that of the control group 20.75% (P<0.05).

After 6 months of follow-up, there was no significant difference in the recurrence rate of stones between the two

groups (P>0.05). Conclusion Retrograde contrast - enhanced ultrasound via ureteral catheter is used in the

percutaneous nephrolithiasis treatment of patients with complex kidney stones, with significant effects, high

safety, and low recurrence rate.

[KEY WORDS] Retrograde contrast-enhanced ultrasound via ureteral catheter; Complex renal stones;

Percutaneous nephroscope; Renal function; Inflammatory factors
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0.05), KDIGO 1- 2 #J/ TNF-a }2 IL-1B /K -5 non-AKI BHY H#, 22 3 J040H 2% 5 X (P>0.05), TNF-a 5
IL-1B Tl KDIGO 3 H1&AE A AUC 4352 0.897.0.909, onAT 25 B AFHITIME, TNF-o #iilll KDIGO 3 FI2;
WHE N 416.77 pg/mL, FAUEE N 86.7% 45 SN 73.4% 5 TL-1B MIFRBIE N 1 766.43 pg/mL, T (1) U
4 87.8% , F5 5 PEN 76.7% . £ non-AKI K SI-AKI R [RI Y] IL-10 /K- Hu i, 28 S G243 L (P>
0.05), NGAL 5 TNF-a } IL-1B 4 12 # IE A5 (TNF-a r=0.949,IL-1B r=0.931, P<0.05) , ffi 5 IL-10 JCAH
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The value of TNF-« and IL-1f in septic acute kidney injury and their relationship with
NGAL

HAN Mei '*, GAO Mengying ', GUO Peng *, ZHANG Junli ', WANG Fan ', LIANG Dan '

(1. Emergency Department, The Second Hospital of Hebei Medical University, Xinhua, Hebei, China,
050000; 2. Department of Plastic Surgery, The Fourth Hospital of Hebei Medical University, Xinhua, Hebei,
China, 050000)

[ABSTRACT] Objective Explore their roles in the development of sepsis - induced acute kidney
injury (SI- AKI) and analyze their correlations with plasma NGAL to monitor systemic inflammatory
responses. Methods A total of 48 patients with sepsis were enrolled. Urine volume and blood creatinine
levels were monitored at 0, 12, 24, 48, and 72 hours after admission. SI- AKI diagnosis and staging were
performed according to KDIGO standards, and they were divided into: KDIGO 1, KDIGO 2, KDIGO 3 and
four periods of non-AKI. Collect various clinical parameters after admission, and calculate APACHE II and
SOFA scores. According to the preset 5 time points, blood samples were collected, and ELISA was used to

detect NGAL, TNF-a, IL-1f and IL-10 in plasma. Use AUC to evaluate the predictive value and analyze the
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correlation between NGAL and inflammatory factors. Results With the occurrence of SI-AKI, the levels of
TNF-a and IL-1f were significantly increased at KDIGO 3, compared with non-AKI, KDIGO 1 and KDIGO 2
(P<0.05). However, no significant difference in TNF-« and IL-1 levels in KDIGO 1 and KDIGO 2 was
detected, compared with those in non-AKI (P>0.05). The area under the curve (AUC) of TNF-« and IL-1B
were 0.897 and 0.909, respectively. The cut-off value of KDIGO 3 predicted by TNF-a was 416.77 pg/mL,
with a sensitivity of 86.7% and specificity of 73.4%. The cut-off value of IL-1 was 1 766.43 pg/mL, and the
sensitivity of prediction was 87.8% , and the specificity was 76.7%. There was no significant difference in the
level of IL-10 between the non-AKI and SI-AKI group (P>0.05). NGAL was positively correlated with TNF-«
and TIL-1B (TNF-a r=0.949; IL-18 r=0.931, P<0.05), but not correlated with IL-10 (r=0.245, P>0.05).
Conclusion Pro-inflammatory cytokines TNF-« and IL-13 have good predictive values for severe stage of SI-

AKI. Plasma NGAL has a positive correlation with TNF-a and IL-13, which may be useful to monitor systemic

inflammatory responses.

[KEY WORDS] Sepsis; Acute kidney injury; Neutrophil gelatinase-associated with lipocalin; Tumor

necrosis factor a; Interleukin-13
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Table 1  General information of patients [1(% ) ]

D HArt P! Pia
AR =65 18(56.25)  5.894  0.432
<65 14(43.75)

51 5 21(65.62)  4.755  0.058
© 11(34.38)

BMI <18.5 4(12.50) 8.040  0.036
18.5~24.9 14.(43.75)
25~29.9 12(37.50)
30~34.9 2(6.25)

B IFE Bl R 12(37.50) 2464  0.028
e I 11(34.37)

i 065 5 95 4(12.50)
INIIKERESTS 16(50.00)
g 4(12.50)

AT AL 1(3.13)
JiE R F A 7(21.88)
JHe HEE A A fili & 10(31.25)  7.636  0.000
WG 11(34.37)
W PR R IR 3(9.38)

TR PR 3(9.38)
A R 5(15.62)
B B35 11 non-AKI 48(30.00)  3.892  0.525
KDIGO 1 29(18.12)
KDIGO 2 33(20.63)
KDIGO 3 50(31.25)

74 : BMI IR E H5 40, AKT h 20HE B 361405, KDIGO Sl st 4Bk
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Table 2 Comparison of clinical parameters of patients with sepsis in different periods [1n(%), (x£s) ]

28 non-AKI KDIGO1 KDIGO2 KDIGO3 F1H P

¥4 3 ik (mmHg) 76.31£12.25 80.02+9.73 86.50+8.43 82.35+12.32 0.862 0.612
L2 (bpm) 112.33+30.25 118.46+25.87 125.00+32.65 130.42+26.76 2.648 0.243
.1 (mmol/l) 2.20+1.03 3.46+1.08 3.51+1.69 3.41+1.07 2.763 0.092
I L2 B I 1l 21(43.75) 13(56.52) 16(59.26) 23(54.76) - 0.844
W 2£ K (20mg/ 1K) 7(9.72) 6(13.33) 10(18.86) 50(71.42) - 0.026
LI (umol/1) 44.84%26.37 96.56+22.27 148.53+48.24 315.46+40.38 02.443 0.000
SR H (ml/h) 71.82+18.46 56.77+15.32 52.76+13.35 10.31+8.16 40.712 0.000
CRP(mg/L) 128.77+54.28 176.25+20.08 187.26+39.81 165.27+34.55 2.648 0.069
APACHEI 17.21+3.98 17.46+2.89 17.88+3.08 24.51%6.92 4.553 0.014
SOFA 7.669+2.16 13.69+1.88 14.4624.21 14.51+3.87 8.463 0.001

2.2 il TNFeu JL-1B8 7K SI-AKI A i
PR SI-AKT ) H PR, TNF-o0 S IL-1B K242 90
T AR E R A G L (P<0.05) 5 IL-18 7K
T R RS 5 T TNF-a, 25 S8 Sei 225 X (P<
0.05), KDIGO 3 ¥f#) TNF-a % TL-18 7K¥ 5 KDI-
GO 1-2 AH L AL, 22 55 A Gi 127 22 L (P<0.05) o
KDIGO 1-2 1 TNF-a & IL-1B 7KF5j non-AKI ]
FHEES, 2R IG R X (P>0.05), W3R 3,
2L i 78 TNFa Hiil] KDIGO 3 ¥ % 4 i) AUC

£ 0.897, IfiL ¥ TNF-a>416.77 pg/mL T i) 5 e
K 86.7% , F# F 1N 73.4% . IL-1p Tl KDIGO 3
W] % A1) AUC 4 0.909, 1% TL-18 > 1766.43 pg/
mL T ) SURE S 87.8% , R SMEN 76.7% . 1%
 SCr By AUC /& 0.826, SCr > 316.26 pmol/L T il
KDIGO 3 1 i S0 N 74.4% , 95 %N 81.0%
EABEE I 72 h N IL-10 B9 7K TG i & 25 4k, SI-
AKI 45 B (KDIGO 1-3) (19 IL-10 7K -5 non-AKI
WA 22 S5 eG4 8 L (P<0.05) . VLE1 K 2,

&3 SI-AKI A EREIRE B F R NGAL K FHI BB (x+s)
Table 3 Comparison of inflammatory factors and NGAL levels in different periods of SI-AKI (x+s)

Z:$ (pg/mL) non-AKI KDIGO 1 KDIGO 2 KDIGO 3 F1H P cam)
TNF-a 303.57£108.52 415.31+97.45 406.76+109.57 567.88+126.50 7.099 0.001
IL-18 1044.18+521.46 1482.61+489.84 1468.32+506.41 22.02.55+578.73 7.688 0.001
IL-10 49.97+29.38 52.74+25.98 57.39+17.95 47.11£30.24 0.705 0.554
NGAL 212.03+62.42 248.52+56.96 278.24+68.82 423.55+71.63 15.614 0.000
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Figure 1 Comparison of TNF-a, IL-1{3 and IL-10 levels in
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Expression of TGF - 31, Smad -7 and VEGF in glioma and their relationship with
pathological characteristics and prognosis

XIE Yunpeng', LIU Xin®, LIU Bing', YU Miao', HU Tiemin'*

(1. Department of Neurosurgery, Affiliated Hospital of Chengde Medical College, Chengde, Hebei, China,
067000; 2. Department of Oncology, Affiliated Hospital of Chengde Medical College, Chengde, Hebei,
China, 067000)

[ABSTRACT] Objective To analyze the expression of transforming growth factor-B1 (TGF-1),
Smad -7 and vascular endothelial growth factor (VEGF) in glioma and their relationship with pathological
characteristics and prognosis. Methods The tumor tissues of 60 patients with glioma who underwent tumor
resection in the Department of Neurosurgery of the Affiliated Hospital of Chengde Medical College from May
2017 to November 2019 were collected. In the end, 57 patients meeting the inclusion and exclusion criteria of
this study were regarded as the experimental group. According to the prognosis during the follow-up period,
they were divided into survival group (n=41) and death group (n=16). At the same time, 50 fresh brain
tissues of brain trauma patients without any tumor diseases were selected as the control group. The expressions of
TGF-B1, Smad7 and VEGF in the experimental group and the control group were compared. The correlation

between TGF-B1, Smad7 and VEGF and the pathological parameters of patients with glioma was analyzed,
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and the survival and death of all patients with glioma during the follow-up period were recorded. Multivariate
Logistic regression was used to analyze the risk factors that affect the prognosis of patients with glioma, and the
Kaplan-Meier survival curve was drawn to study the effects of TGF-f1, Smad7 and VEGF on the prognosis of
patients. Results  The high expression rate of TGF-1, Smad7 and VEGF in the experimental group was
higher than that in the control group (P<0.05). The expression of TGF - 1, Smad7 and VEGF was
significantly correlated with the degree of tissue differentiation and WHO classification in patients with glioma
(P>0.05). The high expression rate of TGF-B1, VEGF and Smad7 in the death group were higher than those
in the survival group (P<0.05). Poorly differentiated tissue, TNM staging: Il +IV , high expression of
TGF-B1, VEGF, and Smad7 were independent risk factors affecting the prognosis survival of patients with
glioma (P<0.05). The average survival time of TGF-B1 low expression group, Smad7 low expression group
and VEGF low expression group was longer than that of low expression group (P<0.05). Conclusion TGF-81,
Smad7 and VEGF are highly expressed in patients with glioma. The high expression of TGF-B1, Smad7 and

VEGF protein are involved in the clinical biological progress of glioma, and are closely related to the

prognosis and survival of patients.

[KEY WORDS] TGF-B1; Smad7; VEGF; Glioma
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Figure 1 Immunohistochemical study of TGF-B1, Smad7 and VEGF in gliomas (SP, x400)
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Table 3 Comparison of TGF - § 1, Smad7 and VEGF expression between survival group and death group [n(%) ]
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Table 4  Univariate and multivariate analysis of prognosis and survival in patients with glioma
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Expression of D-D, FIB and PAI-1 in traumatic spinal fractures and its predictive value

for postoperative venous thrombosis
CHEN Changli, YIN Bao, XU Dexing, CHEN Shuo*
(Department of Orthopedics, Dujiangyan People’s Hospital , Dujiangyan, Sichuan, China, 611830)

[ABSTRACT] Objective To explore the expression of D-dimer (D-D) , fibrinogen (FIB) and
plasmin activator inhibitor (PAI-1) in traumatic spinal fractures and their predictive value for postoperative
venous thrombosis. Methods The 100 patients with traumatic spine fractures treated in our hospital from
March 2017 to March 2020 were selected as the study group. 78 healthy people examined during the same
period were set as the control group. According to whether a venous thrombosis event occurred, patients with
venous thrombosis were set as group A (n=56) , and patients without venous thrombosis were set as group B
(n=44). The general data of all patients were collected, and the differences between the two groups in D-D,
FIB and PAI-1 were compared. The occurrence of venous thrombosis after traumatic spine fracture was
counted. The ROC curve was used to analyze the predictive value of D-D, FIB and PAI-1 and the combination
of them for venous thrombotic events after traumatic spine fractures, and Logistic regression was used to
analyze the risk factors of venous thrombosis after traumatic spinal fracture. Results The levels of D-D, FIB

and PAI-1 in the study group were significantly higher than those in the control group, and the difference was
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statistically significant (P<0.05). In the 100 patients, 56 had postoperative venous thrombosis events. The

incidence was 56.00%. The levels of D-D, FIB, and PAI-1 in group A were significantly higher than those in

group B, and the difference was statistically significant (P<0.05). Hypertension, underlying diseases,

operation time, D-D, FIB, and PAI-1 are single factors that affect the occurrence of venous thrombosis after

traumatic spinal fracture surgery (P<0.05). The history of hypertension, underlying diseases =2 types,

abnormal increasing of D-D, FIB and PAI-1 were independent risk factors affecting the occurrence of venous

thrombosis after traumatic spinal fracture (P<0.05). The area under the D-D curve was 0.693, the area under the

FIB curve was 0.828, the area under the PAI-I curve was 0.901, and the area under the combined curve was

0.947. Among the D-D, FIB, and PAI-1 indicators, the area under the combined curve was the largest.

Conclusion D-D, FIB and PAI-1 levels are of great value in detecting venous thrombosis in patients with

traumatic spine fractures, and clinical monitoring can be carried out based on their indicators.
[KEY WORDS] D-dimer; FIB; PAI-1; Traumatic spinal fracture
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2.1 W4 D-D.FIB }% PAI-1 [1#%
oT 4 # AR5 D-D FIB & PAI-1 /K F-H & &
TXRA, 2R A SR X (P<0.05), W#E1,
*®1 FZED-D.FIB K PAL-1 b8 (x+s)

Table 1 Comparison of D-D, FIB and PAI-1 between
2 groups (x+s)

4151 n D-D(mg/L) FIB(g/L)  PAI-1(ng/L)
XHHRLH 78 0.25+0.10 2.83+1.07 23.04+4.02
W4 100 0.39+0.12 5.21%1.15 81.52+17.82

A - 8.297 14.121 28.408

P1a - <0.001 <0.001 <0.001

2.2 3 A .B W4 D-D . FIB M PAI-1 /K¢
A 41 H% D-D . FIB )2 PAI-1 K EH B & F B
H, EZRAHIT2FE L (P<0.05), WLE2,
%2 ABZD-D.FIBJ PAI-1 bR (x+s)

Table 2 Comparison of D-D, FIB and PAI-1 in groups
Aand B (x=s)

215 n D-D(mg/L.)  FIB(g/L)  PAI-1(ng/L)
A4l 56 0.43+0.15 6.07x1.21 96.01x21.04
B4 a4 0.30+0.10 3.14+1.15 53.469.16
tHE - 4.947 12.283 12.505
PiE - <0.001 <0.001 <0.001

2.3 WGBTS Bk A R &R
1) fe B R 38 43 Mt

i 3 Logistic [ RS S0 45 - A 15 IR
o LRI =2 i \D-D . FIB & PAI-1 3% T+ M
S5 M 00 49 2 A B T A e O T A A S A 1
SLIER &R (P<0.05) . W 3,
2.4 D-D.FIB.PAI-1 ¢ = F B4 K ) 056 4
BTG R R 2 W (E

MR8 ROC Mi£ei5 i, = F WA M2 F mf
0.947 7 D-D .FIB .PAI-1 #5450, LLBES 600 R 1
BUEmR K, WE4 E 1,

%&4 D-D.FIB.PAI-l R=FBKERMUEHEEEBMA
JEER Ik M2 E RIS BTN E
Table 4 Diagnostic value of d-D, FIB, PAI-1 and the three
combined to detect venous thrombosis

events after traumatic spine fracture

Cut- HHURIE $h57 0 2%

BOERS o (%) (@) emg AUC 99%CI

D-D(mg/L) 2510 61.94 6281 024 0.693 0.537~0.849
FIB(g/L) 2641 7202 73.57 045 0.828 0.703~0.952
PAI-1(ng/L) 2542 7581 7146 047 0.901 0.811~0.992
SFBAK/IM - 8954 8993 0.79 0.947 0.889~1.000

ROC [k

1.0
0.8

i 0.6 F
=

0.4 F

0.2

0 02 04 06 08 10
1554

B 1 D-D.FIB.PAI-l R=FHB&KRNAIGIEEH
B ARG M EHRIZENE
Figure 1 Diagnostic value of d-D, FIB, PAI-1 and the three
combined to detect venous thrombosis events after traumatic

spine fracture

3 itig

B A2 TR P & e A E i & 4
R EWGNT MW R, O E BT R
BT AR e ot 3h AT A R AT R, TR A0 R
(18 A2 IO 38R 1 AT 5 | RS R 5 [ % 21 2 A A
— Z BN, 5 0 K A A A I VR Ak T v
R, Shank %5 WF 5T & B, 40 B H IR
Je FBAE T ENARR SR, ISR T B bR L 38 (R o

D-D R LF 4R AR LIS AL 7 XTI 28BS
CAT USRI = A 1 — PR S R R =
U 2T 1 b it 1) S B B P o e, 2 H AT IR

®3 ZMLGHEEEBRAGHREKNIEEHRENRBRERSN

Table 3  Analysis of risk factors influencing the occurrence of venous thrombosis after traumatic spinal fracture

- P bt E4-Ein

i OR 95%CI PIE OR{H 95%CI PIH

A% (<60 & vs Z60 %) 1.139 0.713~1.513 0.569 - - -

ABEZEFARIFE (<6 h vs =6 h) 1.065 1.341~1.912 0.727 - - -
o I 5 (A vs TG 1.791 1.325~1.616 0.019 1.857 1.257~1.754 0.041
LRI (<2 i vs =2 Ff) 1.716 1.236~1.497 0.010 1.598 1.364~1.885 0.023
FARMEFE] (120 min vs =120 min) 1.765 1.212~1.535 0.015 1.685 1.268~1.779 0.538
D-D(RH T vs IEH) 1.831 1.644~1.972 0.016 1.6369 1.365~1.784 0.035
FIB (5% T vs IEH) 1.586 1.357~1.867 0.022 1.754 1.452~1.885 0.008
PAI-T (5% T vs 1IEH) 1.658 1.575~1.587 0.004 1.658 1.369~1.789 0.017
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i CD68.PD-1.1L-10 S5k T HCV BHLSC & B
BRZES 155 n)

H4H

o

iz

E2

B

(¥ E] BM HI5HE CD68 R T 2 K-1(PD-1) . A4 2 10(IL-10) 5 4R §RFF 4 A
JHF 497 85 (HCV ) JB Y 5C 2 JOHRESAEE SR R sg i . ik BEHUABE 2016 4 10 H % 2019 47 10 A # Ik IF
HCV J& e 35 116 BIVE SR AL, [ R HOV B AT IR 22 10 58 BilVE 3t FRAH .t 4L AS[R] HCV J
B35 5 B E 16 4% CD68  PD-1 FHE AN B % TIL-10 K-, 43 Mr =34 5 HCV fi 8 3B G & 5 AT e P4
[B] LA IR £ AN ] CD68 \PD-1IL-10 ik B H R R, &R WA A1)IG & CD68 . PD-1 FH 14 41 g %k
fRTFXF HRL , TL-10 @ T3 B4, 22 A BT 248 X (U=7.258 .6.346 . 15.669, P<0.05) ; i #% CD68 \PD-1
PR G PRI AR LR RS e & A R TR R R U IL-10 W B8 SR P2 e e LR R4 ey K A R
TARFIR Y B RA G5 L (4=7.107.9.175.7.306, P<0.05) ; i 4% CD68 . PD-1 [l =41 it % 5 HCV
G 1 3 I 2 UM 56, TL-10 7K AF 5 HOV 9 5 48 08 5 IE A 26 (r=—0.741 ,-0.644.,0.561, P<0.05) . it i
CD68 .PD-1 35 F [ IL-10 Rk T il i8S 5 MG BP0 55 G , DI X BE B2 Jay = AR A RS2

[ ] CD68; FEFMEILTZAR-1; FAMMIA 105 PIRIT 28 M5 T e

The relationship between placental CD68, PD-1, IL.-10 and pregnancy complicated by
HCYV infection and the influence on maternal and infant outcomes

LILi*, ZHOU Yadan, GAO Liwei

(Zhengzhou Central Hospital Affiliated to Zhengzhou University , Zhengzhou, Henan, China, 450007 )

[ABSTRACT] Objective To explore the relationship between placental CD68, programmed death re-
ceptor-1 (PD-1), interleukin 10 (IL-10) and pregnancy complicated by hepatitis C virus (HCV) infection and
their influence on maternal and infant outcomes. Methods 116 pregnant women with HCV infection in our
hospital were taken as the observation group, and 58 pregnant women without HCV infection during the same
period were taken as the control group. The number of placental CD68 and PD-1 positive cells and IL-10 levels
of the two groups and patients with different HCV viral load were compared, and the relationship between the
three and the HCV viral load was analyzed. The maternal and infant outcomes of patients with different placen-
tal CD68, PD-1 and IL-10 expression between the two groups were compared. Results The number of placen-
tal CD68 and PD-1 positive cells in the observation group was lower than those in the control group, and IL-10
was higher than that of the control group, the difference was statistically significant (P<0.05). The incidence of
adverse maternal and neonatal outcomes in patients with high placental CD68 and PD-1 expression was lower
than that in patients with low expression. The incidence of adverse maternal and neonatal outcomes in patients
with high IL-10 expression was higher than that in patients with low expression, and the difference was statisti-
cally significant (P<0.05). The number of placental CD68 and PD-1 positive cells was negatively correlated
with HCV viral load, and IL-10 level was positively correlated with HCV viral load (P<0.05). Conclusion

The decreased expression of CD68 and PD-1 in the placenta and the increased expression of IL-10 may partici-

AER B A d A EFAE KR A (201820775)
Ve Fds A K F B AR N s BB E—F, 7T, 7N 450007
*ABAZAEH B HE ) E-mail : z2sy1ili@126.com
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pate in the placental antiviral immunity, which will adversely affect the maternal and infant outcome.
[KEY WORDS] CD68; Programmed death receptor-1; Interleukin 10; Hepatitis C virus infection

AHSCHIF 5T 7, B B 2 AR K 2 12 1 T AT
R 9% 7% (Hepatitis C virus, HCV ) B4 B LAY & 2 AL
Hismz " kAR AT IR 10% ', Z 8 i 5
W EIE YL . HOV RREMERR L3 & 2%, 5T
CLIE SEHLAR A s 3R AR ey 3R 2 5 Hev
JEYL TR ST R 540 20 b S e L A G R O
HCV J&Ye i (i /E FH i A 58 4 Wi, AT 27 6
Hr 6 £ CD68 . PD-1 . IL-10 5 & I 3 HCV J&k e %
F ORI SR A R ), RGBT

1 FRFAE

11—k

PEHUA BE 2016 4 10 H 2 2019 4F 10 J] i 4RI
HCV B4 835 116 0I4E W40 | 5 3% B[R] 49 1
WA IR AU 58 WIAE A XF BB . 4N AR . DML
2 7 i 40 28 Bt K A W B 36 (ELISA) ¥ L9
H PCR LA 7R HCV 5 B ; @ %} B4R 7= Fif 44

221975 2% ELISA ¥ . 9% 28 it PCR 2 55 4 I &l /R
HCV 2 B ; @M 34 0y SR T Uik s D E MK
Pz B AE RS . HEbRAR i : O A4 HCV AH
KARITH 5 O K M I B B Q25 PR 5
ol O 9 7 L RY T AR 0 1 S5 LAt s 7 PR T
RH o WA FEAR TR ] 1 (P>0.05) , L3 1,
AT 22 ot R 24 A B B 2 AL ) 2
1.2 Jiik
1.2 R4 IL-10 K 7 i

Ji 2500 5 L 5 min PN A 8 R G B 4R AR
RAE T om® BRI B AR R AG 2 41 240 . A= B ER /K e
Ve 2~3 W, - RKF-FRE , I A A B ER 7K 50 mg/
mL, ORI T Fah s fr A A B3 KIR G,
5 A 2.5 mL EP 45 4, 3 000 r/min, 4 CfIL i
B0 20 min, W LIEW, -T0CHRAARERE . SR
ELISA 746 it £ 41 21 20 2% v IL-10 ZKF, 3850 &
W IR YR A BR A A

F1 WA-MABLE (vxs)

Table 1 Comparison of general data between two groups (x +s)

215 n () i i (kg) )8 () ZEW (R B LR T (kg)
PR 24| 116 30.19+1.50 62.89+4.02 39.15+0.40 1.48+0.13 3.20+0.35
X B2 58 29.86+1.35 63.11+4.24 39.21+0.46 1.51+0.17 3.15+0.29

1 1.413 0.334 0.887 1.291 0.938

P 0.159 0.739 0.377 0.198 0.349

1.2.2 Jii#% CD68 . PD-1 il 7742

K4 A s A (L (5 : MY -AU60)
DI 2 2L b 2A G (ki 4% CD68 . PD-1 FHA: 4
OB, A B aaiR) G B i B 7 b B 2
A A U, RS R RS BRI
T RIE R, i FIAUEEK (HOs, 3% ) W R NI
ALY, FMPTAR, ta TDREEE EEK , RS
B, i o FIEARIE ™ e AR N iRAY)
Jr YL, 20 A R 2N A A o R A A P
P, IR IS G AR B T . 0 4, Oy e (e Gy
R, S RO, BSR4y A
IR A A% N AT DL/ R (8 R, IR A
52 41, A IR S A A% PR AT DA 22 TR A 6 SR 5
347, AR B AR N AT DL TR kL, FH
YA E 43R TEPHAE AN R 0 43 5 B 41 i 5%
<25.0%H4 153 525.0%<PHMH A E 73 5<50.0% 4 2
A3 s PRI ET 3 %>50.0% 0 3 530 YOt i /a5

PEPELRM 0 FAHTRF =2 7 R PR FGA
1.2.3 HCV Kl Jr vk

¥ 4> B 3 PCR Al A (#15 : SLAN®-48P)
LI RT-PCR 7461 HCV 284 , {3 #% K50 6 34 )
B i A BT R A BR A A A e RS
G AT o
1.3 WEFE bR

DA R CD68 PD-1 FHFELHAEAT K IL-10
Ko @WLER AN [ 9 5 28 i R 5 IR 4% CD68
PD-1 BH: 40 B 50 % TL-10 7K o B F 48t W 2H £ 22
Zh . @MERA AN AR £ CD68 \IL-10 . PD-1 & ik
BHE RS . &4 & CD68 . IL-10 .PD-1 5
HCV 5 8 2k it AH G
1.4 GiteFik

K HI SPSS 22.0 Ge it 2@ A A BB 5 775 1
B EERLL(+s) F, I LR 4
B, 250 A B LA M (P25-P75) 6758, 4H 1] L #8¢



BB ST 4G 2021461 0 %5134 #5141 J Mol Diagn Ther, January 2021, Vol. 13 No. 1 - 49 -

H Mann-Whitney U Kot s RO R n (%) %,
1T 2 K5 5 5K FH Pearson HEAT 2% A0 43 BT, P<
0.05 F 2 F AL L

2 #R

21 4G CD6S . PD-1 FH: 40 ffa % & TL-10 7K
S

WLLLLH BE £ CD6S . PD-1 [H M 41 g 50415 T %t R
H,IL-10 & TX IR, 2 R A G i %5 L (P<

0.05), 32 K1,
2.2 AU HCV Hi 2k & 5 i 2 CD68 |
IL-10.PD-1 /K L%

W ZE 4 116 ) 4 ik IF HCV B YL 34 F 1
HCV %5 5 385 4 (5.18+0.75)1 glU/mL ., 4 .7k
o Ry e TR R R SRR F R R . RN
TR E A AL CD68 . PD-1 1 21 i 55 1% T 05
RFHEAE IL-10& TRASRERE  EZ5H
Giiter i L (P<0.05), W3 3,

*2 FiARRE CD68.PD-1 PAELMMEI R IL-10 7k F b
Table 2 Comparison of placenta CD68, PD-1 positive cells and IL-10 levels in placenta between the two groups

2153 n CD68(4~) PD-1(4) IL-10(ng/L)
LA 116 0.35(0.26~0.46) 1.21(0.83~1.51) 354.79(254.86~446.52)
X R 2R 58 2.04(1.58~2.46) 3.50(3.00~4.06) 111.63(78.22~150.32)

UfH 7.258 6.346 15.669

PlE <0.001 <0.001 <0.001

Figure 1 immunohistochemical staining of placenta CD68
and PD-1 in placenta (SP, x 200)

2.3 M4IREL R
WLEELH 74 B AR LA B2 JR) R 2R s T X
M4, 2 A R L (P0.05), WK 4.

2.4 WELH AR CD68 . IL-10 . PD-1 ik %
RERLZE IR H R

M3 4l WL 22 40 iR 4% CD68 \ IL-10 . PD-1 35 ¥ %k
KB RS RERIA B E . AL CD68 \PD-1
AR R A O A LA R 45 R R SRR TIR R
KR IL-10 S RA B E = A LR R4S )R &
ARG TMRREBE . ZEFARITFEEX(P<
0.05), W5 5.
2.5 Ji5#% CD68.IL-10.PD-1 5 HCV 5 2% 4% & 4
Kot

i 5 CD68 . PD-1 BH 4 i 40 5 HCV 9k 75 3%

12 58 7 K (n=—-0.741, P<0.001; rn=—0.644, P<
0.001) ,IL-10 /K F 5 HCV J5 8 2% i 52 E A ¢ (=
0.561, P,<0.001) , WK 2,

%3 WIHMRE CD68.PD-1 PAMELHA S K IL-10 7K F Lb 58
Table 3 Comparison of placenta CD68, PD-1 positive cells and IL-10 levels in placenta of two groups

415 n CD63 (1) PD-1(4>) IL-10(ng/L)
T B R R 46 0.25(0.18~0.32) 1.01(0.78~1.27) 406.41(302.66~510.16)
AR R 2 L R A 70 0.43(0.31~0.55) 1.28(0.95~1.61) 314.07(227.87~400.27)
UfH 5.867 4.339 9.205
P <0.001 0.012 <0.001

x4 MAFALERLE (2(%) ]

Table 4 Comparison of maternal and neonatal outcomes between 2 groups [1n(%) ]

ULURIAT UER I

A TR b RS AT i

] FPERRER N B L LR
gt R i g OREIL R

4 Jo et

WEL 116 9(7.76) 6(5.17) 9(7.76) 14(12.07)
YHEZH 58 3(5.17) 1(1.72) 2(3.45) 1(1.72)
P!
PfE

38(32.76)  6(5.17) 13(11.21) 15(12.93) 6(5.17) 40(34.48)
7(12.07) 1(1.72)  4(690)  1(1.72) 2(3.45) 8(13.79)
8.633 8.286
0.003 0.004
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®5 URARFEE CD6S.IL-10.PD-1 RIZBE=EHR
HEILERLE (n(%) ]
Table 5 Comparison of maternal and neonatal outcomes of
patients with different placental CD68, IL-10 and PD-1

expression in observation group [1(%) ]

B EAR LB

A s bk KRR
CD68  fRFIKHEH 50 24(48.00) 25(50.00)
HFRIKEE 60 16(24.24) 13(19.70)
P! 7.107 11.860
P1H 0.008 0.001
PD-1 fRFRIKEH 53 26(49.06) 23(43.40)
mERBBRE 63 14(2222) 15(23.81)
PR 9.175 5.013
P1H 0.003 0.025
IL-10  fRELEE 69 17(24.64) 16(23.19)
EFRIBBE 47 23(48.94) 22(46.81)
V! 7.306 7.081
P1E 0.007 0.008
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HCV #8201 HCV i # 4 it HCV i 8 2 1t

B2 BR# CD68.IL-10.PD-1 5 HCV B HHEMEX K
Figure 2 Correlation between placenta CD68, IL-10, PD-1

IL-10

and HCYV viral load in placenta
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PA-a02.PaCO2 fll Lac /K *F- 5 &Pk i wikivh i l 4
() P A AH S

e (I 7 U

[ E]1 B FFOH-sh K E K2 (PA-a02) Bk il — & AL RR 2 H (PaCO2) Fl I FLAR (Lac)
K5 2 A A BE (APP) SR B TS IAHOCHE . ik 2£ L 2018 4 8 H & 2020 4 8 A B2 TABLM)
126 1] APP #5325 AR 3 /4 H BETTTS 0 , 23 WAETR 40 57 I FIFET-2H 69 1], 55 Se B w151 T 7 [ AT e B AR A%
4 BE AT 45 I/ S % BRZH , #6901 3 2H PA-aO2 . PaCO2 #l Lac /K V-, 458 5% M4 4, APP 3%
PA-a02 Fll Lac /K- 2. % T+ , PaCO2 /K- B 5 F#AI% , FLAET- 41 AR fRiR B 38 K ARG 4, 2 R A g
S(P<0.05) ;PA-a02 Fl Lac 5FTG A 2 AL, SFET- 4L R IEAHSE , PaCO2 SFIG 41 L IEAR S, SA0T- 412
FAH2E (P<0.05) ; PA-a02 PaCO2 Fll Lac B &A% APP 58 2 Hi5 i B A (8 i 25 0 T3 — 3848, 25 A
GiilEE L (P<0.05), £ PA-a02 .PaCO2 Hl Lac /K- 5 APP M3 W5 S UIAH G (HAR IR IR S %,

[Eg2iE]  Mliv-shIkSE o 2 5 shlikam — SRk o 5 LR ; 2k o i

Correlation of PA -a02, PaCO2 and Lac levels with prognosis of patients with acute
paraquat poisoning

KANG Ying'*, LIU Yuhuan', WANG Huali*

(1. Emergency Department, Central Hospital of Zhumadian, Zhumadian, Henan, China, 463000 ;

2. Radiotherapy Department, Central Hospital of Zhumadian, Zhumadian, Henan, China, 463000)

[ABSTRACT] Objective To explore the correlation between the difference of Alveolar arterial oxygen
partial pressure (PA-a02), arterial carbon dioxide tension (PaCO2) and blood lactic acid (Lac) levels and the
prognosis of patients with acute paraquat poisoning (APP). Methods 126 cases of APP patients in our hospital
from August 2018 to August 2020 were selected and divided into survival group (57 cases) and death group (69
cases) according to the 3-month follow -up. Another 45 healthy people who had physical examination in our
hospital during the same period were selected as the control group. The levels of PA-a0O2, PaCO2 and Lac in the
three groups were detected. Results Compared with the control group, the levels of PA-aO2 and Lac in app
patients were significantly higher than those in the survival group, and the changes of PaCO2 in the death group
were significantly greater than those in the survival group, and the difference was statistically significant (P<
0.05) ; PA-a02 and Lac were negatively correlated with the survival group, and positively correlated with the
death group; PaCO2 was positively correlated with the survival group, and negatively correlated with the death
group; the combined detection of pa-ao2, PaCO2 and Lac could predict the prognosis of APP patients. The
predictive value of the latter was significantly higher than that of single index, and the difference was
statistically significant (P<0.05). Conclusion PA-a02, PaCO2 and Lac levels are closely related to the prognosis
of APP patients and are worthy of clinical reference.

[KEY WORDS] Difference of alveolar arterial oxygen partial pressure ; Arterial carbon dioxide tension;

Lactic acid; Acute paraquat poisoning; prognosis
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T A AR — R 5T i AR PR 2R A LR B
)RR MEVE PR R , T 220 A PG | R TR
W5 |k 2 H 5 G TP 3 (acute paraquat poision-
ing, APP) . APPJRFEJE eI, AT 28 K0 ili T
B A AR D RE R AR A0 0, ™
TGRS B M e 4, BT APP IIAYT
I Il R 18 TC R80T 1, 22 R BT A | i i
) 59 | IR A X R AR YT BB T —E
Y BAK, (E R TS OF AN ERAR , [R] E 3R 7 08 v]
RE 23 3 ek BE BT (B A0S R o BT S
S MHIOCHIESE B, DAl B T8 AT Al PR TR SR
RIT IR S A LML MR KA APP ),
LT Ty RE ] A2 40 T M- 3 K AU R 2% (dif -
ference of alveolar arterial oxygen partial pressure,
PA-a02) . gl Jik Ifil — % {53 i (arterial carbon di-
oxide tension, PaCO2) . Ifi. #LF& (1actic acid, Lac ) 7K F
RES A U WSR2 e hRE . B H IR IR £ 3¢
TET APP B A B B3R 7 X Ho iU 48 58 i oF
FEAHR R (HARRAN T . R, AP e F 22
5% PA-a02 .PaCO2 Fl Lac /K V-5 APP 3 il J5
HIAHSCHE , B AR 0 IR RIG YT APP $2 22

1 ARSI

1.1 R

TPEHL 2018 4F 8 H % 2020 4F 8 A 5ti2 TABEHY
126 5] APP & VE Mg AL, Horpr ) 55 56 141, %2 70
B 5 S 44 1 (41.75+6.96) % 5 o 33 7 B 20~260
mL, V14 (53.14+4.20 ) mL ; Fp & Z L2 I} ] 4~21 h,
1 (11.67+2.44) h; #3408 3 4> H A RE D51 B, 5 &
HOTNAFIE AL 57 BIRIAE T4 69 ], 55 e B w191 T
AR Bt E AT R 5 A 19 fEE 5 AT 45 3 4 S X AL
Horpr, 55 1901, 2 26 1] ;P34 1% (42.1326.81) %

NAFRE - O PRI E RO 500 52 306 2 A P
;@ iR BRI 3 s OIG IR FORN S 321K
H s @I RIS =5 10 3280 s OB KR %

ITRIE R A . HEBRbRUE : OREA AR B DI RE
WA ITFIEREE I SZ R @6 I RGP |
YL E 2R O/ I H A2y Wy b 2
DU IRESEFL AL ; bR ST 320
1.2 sk

TESZ IR WO AT ST 5 5 2 R R U
23 W B KL 3 mL, 2R FH LA A3 A4S (At ) 3 3
S PR F), GEM Premier 3500) % filifd 4843 1% . 5
Jik %8, 43 i . PaCO2 Fil Lac 7K - 30F 47 K 0 , 53154
PA-aO2=/lti i %873 - 3 Ik 48000 s o
1.3 MEFE R

D H#5 3 4 PA-a02 ,PaCO2 Fil Lac 7K ; Q%
Pearson FH5¢ 2509 HT PA-a02 . PaCO2 #l Lac /K F 5
APP (8 F T 5 1A DG 5 B2k 3210 E TAER-IE
(receiver operator characteristic, ROC) i £k ¥ #}
PA-a02 ,PaCO2 Fil Lac X APP 4 1 (O U 4 {8
1.4 G205k

K F SPSS 18.0 #E47 G it 43 #r , 11 i ¥ B
(x £5) PEAT IR R e EATRE 56 5 TH AR n
(%) 3R KR it ir R Z 4 m Bk H FE
4T K6 5 5 Pearson #H 5¢ 22 £ 73 BT PA-a02 . PaCO2
il Lac 7K ¥ 5 APP i3 5 #YAH G ; ROC T £k
TEH PA-a02 . PaCO2 Fll Lac Xf APP 3 )5 1) il
MIRLRE s P<0.05 KR 22 55 A Geit 225 XL,

2 #R

21 34—k

3 AR A IS DA A LR SE T 4L 7R B
e i B2 et A teie b, 2 R RS
X(P>0.05), HA M, W&,
2.2 3% PA-a02 PaCO2 Fil Lac /KAy H 45

3 2l 8] PA-a02 Fil Lac 7K He e 45 2 . e T4 >
FEIE > %0 2 22 5 BT 4e it 22 5 L (P<0.05) 5
PaCO, LL 25 5L X IR fR s Al >se 141, A 4
PR L (P<0.05), W2,

Rl 3HEMEBLE (n(%), (x£s5)]

Table 1 Comparison of 3 groups of general information [n(%), (x+s) ]

P =]
ek . o A - FEEB(S)  TERERR (L) TR (h)
X e 2 45 19(42.22)  26(57.78) 42.13+6.81 - -
peani| 57 25(43.86)  32(56.14) 42.06:6.83 52.67+4.16 11.72+2.46
T 69 31(44.93)  38(55.07) 41.54+7.11 53.44+4.25 11.59+2.47
Fit{H 0.023 0.459 0.452
P14 0.887 0.639 0.503
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%2 3%4APA-a02,PaCO2 Ml Lac 7K FHILLEL (w+s)
Table 2 Comparison of PA-a02, PaCO2 and Lac levels

among 3 groups (x+s)

f8Fr  n PA-a02(mmHg) PaCO2(mmHg) Lac(mmol/L)

XTHRLH 45 11.23+2.07 35.55+4.22 2.03+0.57

FIGd 57 31.57+2.62 30.01+6.01 4.49+1.18

ST 69 35.48+2.67 27.16%6.85 5.75+1.32
FAi 7.527 6.524 5.473
P 0.002 0.017 0.032

2.3 PA-a02.PaCO2 fil Lac /K- 5 APP & % i)
AH S8 43 B

PA-a02 fil Lac SFEIE LR ARG, SAET- 412
IEA G, PaCO2 571G 41 S IEAH G, SAET- 4 2 1A
PG, ZR B EA G FE L (P<0.05) . W33,
£ 3 PA-a02.PaCO2 Fl Lac /KT 5 APP BEFUFH X1

H43 H

Table 3 Correlation between PA-a02, PaCO2 and

Lac levels and prognosis of APP patients

J547 PA-a02 PaCO2 Lac
AVECM T P o P o P

G4l 57 —0229 0.021 0322 0.001 —0.599 0.003
JETS4 69 0.261  0.002 —0.369 0.031 0.512  0.023

2.4 PA-a02.PaCO2 . Lac M H:IEE K% APP
WU B BN ALBE AT

PA-a02 ,PaCO2 Fil Lac ¥J 7] A & #iill APP f
BT , AR 0 R AR R TR,
BEATRE | BAPETRE \ROC #hZk T 18 FH (area un-
der curve, AUC) ¥4 {38 55 T B —F5 bk U (R 18, 22
A G R L (P<0.05), WK1 . #4.

1.0

0.8

=N

PA-a02
PaCO2

~ Lac

Scnsitivity

'S

02 AR
- BHLL
0 0.2 0.4 0.6 0.8 1.0
B 1 PA-a02.PaCO2.Lac R EBE &KW APP EET/E

B ROC B2k
Figure 1 ROC curve of PA-aO2, PaCO2, Lac and their

combined detection on prognosis of APP patients

APP J2 i B HEAR 5 R i — PR ke,
VTl , 7 L — R B 2 R I 30 45 A E
ol SR L B I I &R, B B A ) Jo AN
ili 76 P9 £F 4E AL, J2 S 2 APP R F SE T 0 T B R
Sl AR R, PR KL A APP 5, H PA-a02
PaCO2 l Lac /K% 4 T W & PE A8 4L ik
WS APP 1 & A R R L K TG A7 A 35 % 1)
0N (EN SR INES B O Rl S Ol 5] BER N Y 1 P L et )
WFoE AR Z . I, AF5E 2R APP 3 PA
-a02 ,PaCO2 fll Lac /K, MEH 5 LR, B
FEUE APP SEE A A

RARAE R KB, L3697, APP 3 Lac 7K
FE S TR, PaO2 B TR, HIRY T RICR T
MR R . ARWER S E R oY A5 RS A
o FURTEAENLR P I BN 18, Tz )q
FEEB TRl 20, A8 Frp A il o e 4
T, GFALIE Y R H 3k, LR, S %
TR AN, 51 A i 40 A A A ik DL
IR, 5% il 960 4 1T AR T 1 5 A T AR
S BT BGE W B I L, B 5] & A
SFUMAE" . PaCO2 T8 &Py B it — S Akhe™ AL 11 7k
1, e Ay 2 AL AR i 96 178 38 A 400, 28 T 2 I g
PR 2 5% T Bl Y- A6 T 7= A s ), LT S (i
A 35~45 mmHg , — FLH B AT, D036 BHATLAA (1) 455
itie BB s Lac 3222 I ALK N IR AR &
ARZS, Y B T Bl SR S A T 2> S 80000 A I i
(36 Z2 | SE AL K A B Lac, 51 Lac 7K1y
T, Hik, HUA K 4= APP )5, H: PA-a02 Lac 7K
SER I LT, PaCO2 B FAAIK

WFFE 45 5 % M, PA-a02  Lac /K ¥ 5 APP H 3%
FET- R IEAHDC, PaCO2 5 A LT R AAHG, 5Bk
HEAF T LS R IR — 5" KB, APP B4 T i
7%, PA-a02 . PaCO2 Fll Lac 7K V75 fb il i 2%, HLIA
P I ) BE B 22, 45 7 76 I R IR 7 H L Al O el
PA-a02 ,PaCO2 Fll Lac /K-, $& 5 APP &35 [ I

R4 PA-a02.PaCO2.Lac K EBE&#N¥T APP 2B T f5 B0 T il =5 B B9 10

Table 4 Evaluation of predictive efficacy of pa-ao2, PaCO2, lac and their combined detection on prognosis of APP patients

b I A SRR RPE (%) FrEtE(%) WERRE (%) PHEFNE (%) BHEBIHE(%) AUC 95%CI
PA-a02 31.61 (mmHg) 89.32 46.92 71.52 74.74 0.686  0.553~0.800
PaCO2 28.51 (mmHg) 85.73 84.39 68.12 85.65 0.677  0.512~0.838

Lac 2.30(mmol/L ) 71.42 81.17 74.96 71.67" 0.843  0.773~0.875
A R - 97.15 91.39 86.56 90.43 0.949  0.837~0.984
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YKL-40.TSH.ES . VEGF 5 HUIR [l &5 k52 K 1)
FHSEE

AT AR SRRt

[(# ZE] HM 9% YKL-40 . TSH.ES.VEGF 5 FUR IR 4 Mt R WA DG SE . ik 1t
B 2018 4 2 H & 2020 4 2 A AR IS 19 112 B 70 (e B HUR Bt J %, RAEZ5 WM 5 & 22 ), R KRB 2
FPES % 90 1], 1SR AS BE 50 il R A Sl %t R o WS SR A B2 ), 40 BT YKIL-40 5 3 Fh 780 H AR B g 285
VRS LM, R B A4l YKL-40 . TSH,VEGF \ES & # i TR & K X R4, 22 5 4i it
H(P<0.05) o AFHE R RN SR RS T TNM 4311 R AR LGRS gkt R 5% BhiA Y7 . YKL-40 .
TSH ., VEGF ES 1 3 i J& 52 i 43 £k 8 IR R f8 35 10 45 /M 52 I A S A 16 B 36 (P<0.05) o 4F-ii%=60
% =2 cm [ TNM 20 1 R TR L% 8 R R EAT 5 BhiG Y7 . YKL-40 & TSH, VEGF, ES T # ik 2
52 B ST G e P 2 (P<0.05) . YKL-40 . VEGF . ES 1 B 335 5 400 B BUR B 25 10 58 % 5 IE A oG
P (r=0.546 , 0.695 | 0.478, P<0.05) . YKL-40,TSH.ES, VEGF Bt & 12 Wi 7 1k 7 H IR B 98 109 4 55 1
(92.13% ) Fl R (95.46% ) . 5 5 T oA — 18 FR i W, 2 54 St 2F 3 X (P<0.05) . i  YKL-40,
TSH .ES . VEGF 543 {L 5 R B9 45 48 1 02 A 3 VI AH G

[EEiA] A EAIFRIR; JUT FEG-3 FEER A 1; 45 EE &

The correlation between YKL-40, TSH, ES, VEGF and structural recurrence of thyroid
cancer

LIN Qianhuang, XU Xiaohong, GUO Runsheng*

(General Surgery Department, Jiading District Central Hospital Affiliated Shang hai University of Medicine &
Health Sciences, Shanghai, China, 201800 )

[ABSTRACT] Objective To explore the correlation between YKL - 40, TSH, ES, VEGF and
structural recurrence of thyroid cancer. Methods A total of 112 patients with differentiated thyroid cancer
admitted to this hospital from February 2018 to February 2020 were selected. 22 cases had structural recurrence
and 90 cases had no structural recurrence. During the same period, 50 healthy people came to this hospital
selected as the control group. Collect patient data and analyze the correlation between YKL-40 and structural
recurrence of differentiated thyroid cancer. Results The YKL-40, TSH, VEGF, ES of the relapsed group
were significantly higher than those of the non-relapsed group and the control group, and the difference was
statistically significant (P<0.05). Age, tumor size, pathological type, TNM stage, preoperative lymphatic
metastasis, lesion type, postoperative adjuvant therapy, YKL-40, TSH, VEGF, ES overexpression are related
risk factors that affect the structural recurrence of differentiated thyroid cancer patients (P<0.05). Age=60
years, tumor= 2 cm, TNM staging, preoperative lymphatic metastasis, no adjuvant therapy after surgery,
YKL-40 and TSH, VEGF, ES overexpression are independent risk factors for recurrence (P<0.05). YKL-40 is
significantly positively correlated with structural recurrence of differentiated thyroid cancer (r=0.546, 0.695,
0.478, P<0.05). The specificity (92.13% ) and sensitivity (95.46%) of YKL-40, TSH, ES and VEGF conbined

AER A Lk THFHRAET AR R B (15411970500)
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diagnosis of differentiated thyroid cancer were significantly higher than those of single indicator, and the

difference was statistically significant (P<0.05). Conclusion YKL-40, TSH, ES, VEGF are closely related

to the structural recurrence of differentiated thyroid cancer.

[KEY WORDS] Differentiated thyroid; Chitinase-3 like protein 1; Structural relapse
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B A R g e b A Rk B S B AR
fERFE A G . HETA X YKL-40 5 AR J5E &%
RIWFTE o HUR AR ER AR KT 2 A Ak 72
HUIR IR 2 A ) B8 br , H R 80% fdy 5 0
w5 ABFFE4MHT T YKL-40 . TSH ., ES . VEGF 5 H
PRARERER FKF B AH G |

1 ARSI

1.1 — ek

PEHL 2018 4F 2 A & 2020 4F 2 A AR B2 1Y
112 51 53 f T80 BRI R £ 1 R WS A, DA [ ok
AR BE A Y 50 il fa R R i R4 . RER 4L v &
SERPESR R A 22 B2 R, R R RS R
KA 00 B AR U, 34— Mg R 8 fiig ]
b, 2R LG22 E L (P>0.05), LR 1, 99 A b
e - O FLAG 2 A o (L AL HFUIR BRI 27T s Q4R il
=18 %, HAF <76 % ; QIR B K7 % ; DI IR
TeRL SR o HEBRARME O™ AR R Q.
RI7 iR TT S s QAT 12 JE N2 R I WRTT
@A IFHAM ™ EHRH . HRAFGERIEZ R 2R
BLRE XA R A B E MR E.
1.2 i

W AR BB TORE, AL s S e R AR AR

®1 3E-MABEE (2(%), (x£5)]
Table 1 Comparison of general clinical data between the

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

e ks BMI PERI (1))
RGORE (%) (kg/m*) Lz i@

XIWEZH 50  57.96+£9.13  22.13+1.08 29(58.00) 21(42.00)
BRH 22 58.74+10.11 22.09+1.02 13(59.09) 9(40.91)
KIERM 90 5849+10.02 22.15+1.11 54(60.00) 36(40.00)
FAE 0.594 0.234 0.301
P1H 0.137 0.428 0.692

W% R B R o RO S B IR YT O
SR ORTT RS 5

TR A I, G K I 5 mL, LA 2500 r/min %%
L AT 15 min B0, BT W, CE AR IR VKAE
JITAT 45 1) 7 A e B0 G U B B AT 8 .
1 B 9% W% BF 0 52 ¥ (Enzyme-Linked Immuno Sor-
bent Assay, ELISA ) #;ill YKL-40 . VEGF . ES, i 7
B E VLI ], HIAG 48t ; SUHT AR J& 0 v 46 ) 42
R B 9% 22 (Thyroid Stimulating Hormone , TSH) ,
A& {2 F L A 96t 1k A
B P38 5 e A I FOIR IR BR B 1, 357 &0 DL 5g
SNE] A < 2x50 /A
1.3 WMEIEbR

Lt 4% 3 41 1M i YKL-40 . TSH, VEGF . ES % ik
IR 43 BT B2 Ak 78RR IR R R I S R e
K WIFH AL R & 5 208 YKL-40 \ TSH , VEGF ,ES
553 AR IR B8 £ 8 0 R AR O 1k
1.4 Gite#rik

K1 SPSS 23.0 BAF AT 8 431 5 1 B2 KL
RN UL (R +s) Fms, BHLHE] FLAE DL ¢ K0 56, Z2 44 1]
AT T 5007 s TR n(% ) 2R AT 1 K5 5
AR R N Z [N &K Logistic 43 M52 1 [K % ; Pearson 43
Bt . P<0.05 FRZEFAGI2HE L,

2 #R
2.1 3 iM% YKL-40. TSH . VEGF ES 57K - s
SXMA, EEHERE KA YKL-40,

TSH.VEGF .ES /K85, 2R A gt it L (P<
0.05); 5RE KA, BELHRET G, ZERASR
e Y (P<0.05), W2,
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*2 34HME YKL-40.TSH.VEGF.ES RiZEKFLLE (v+5)
Table 2 Comparison of the expression levels of serum YKL-40, TSH, VEGF and ES in 3 groups (x+s)

2 n YKL-40(pg/L) TSH(pIU/mL) VEGF (ng/L) ES(pg/L)
XT R4 50 96.35+30.49 1.56+1.03 120.51+35.19 19.54+5.38
RN 22 170.25+60.47* 4.51+0.89 652.73+150.48 40.63+9.06
RE R 90 145.68+37.12 3.73+0.91 276.45+80.23 27.46%7.25
F1{H 20.964 8.514 16.493 15.892
P1H 0.001 0.023 0.007 0.005
2.2 FCNR ALY R R ges BB ah A e B I B A x4 BRMENEE LKL EE Logistic 347

EXei

AR bR RN G ERSE A TNM 4338 R Rk
LR e k280 R S5 3l B 97 LA S YKL-40 .
TSH . VEGF . ES #:f 3% 15 J& 5% Wi 25 14 1 52 % i AH O
fER R, ZF A G FE X (P<0.05) . W3,

R3 HMEREELMBERSN (2(%) ]

Table 3 Single factor analysis of structural recurrence (n(%) ]

g2kl KREERA
i

oA (i=22)  (noop) ATH PMH

P L: 13(59.09) 54(60.00)
E’g 9(40.91) 36(40.00) 0369 0.796

A <60%  3(13.64) 51(56.67)
=60% 19(86.36) 39(43.33) 63210024

Jildgd /N =2cm  17(77.27) 50(55.56)
<2cem  5(22.73)  40(44.44) .79 0.018

FARIHX 24 10(45.45) 38(42.22)
WAY 12(54.55) 52(57.78) 0473 0.264

JEHIZEE  FLIORIE 14(63.64) 37(41.11)
TEWDIRIE  8(36.36)  53(58.89) 6.816 - 0.020

TNM 8 T~ 9(40.91) 57(63.33)
M-IV 13(59.09) 33(36.67) 8:5410.005

P NIRRT A 18(81.82) 75(83.33)
& 4(18.18) 15(16.67) 10.2060.003

g k2 A Mk 12(54.55)  63(70.00)
£Z%  10(45.45) 27(30.00) 6.631 0007

RIGHGT 2 8(36.36) 64(71.11)
& 14(63.64) 26(28.89) 11362 0.001
YKL-40 i 335 16(72.73) 20(22.22) 10.591 0.002
TSH i &3k 17(77.27) 18(20.00) 12.530 <0.001
VEGF i %1k 14(63.64) 22(24.44) 11.025 0.003
ES i ik 15(68.18) 24(26.67) 8.659 0.004

2.3 oL R e R e R R 2 T
% Logistic 7 #T

AEIY=60 % MR B A2=2 cm \ TNM M8 AR Hij
W R JE R B G YT LA YKL-40 ., TSH.,
VEGF .ES 1 %35 R 45 12 & i s ek R &
ZRAGIHEE L (P<0.05), L& 4,
2.4 YKL-40.TSH.VEGF .ES 5 HUR IR R 1 8y
HHINE BT

YKL-40 . VEGF .ES 3 & 35 5 HUIR 3k 8
JK 5 TF A K 1 (1=0.546, 1:=0.695, r=0.478 , P,=
0.002, P,=0.001, P:=0.04) . TSH 5 S i% &
X (r=0.034, P=0.563) .

Table 4 Multi-factor Logistic analysis of the structural

recurrence

i H B{ SE{fi Wald{t P{i ORMH  95%CI

F=60% 0364 2.634 3.962 0.036 5.321 2.157~8.432
M E4=2 cm 0.592 0.132  6.047 0.025 3.596 2.034~5.117
I B AR 0.713 0217 8.523 0.003 4.512 1.685~9.352
TNM M 0.651 0345  7.621 0.018 3.467 1.593~7.421
AR EFE 0846 0.273 5492 0.024 5216 2.947~8.203
EZY R AN 0.121 0.059 1.053 0.327 0.628 0.348~2.039
RJGRFINAIY 0.624 0434 8201 0.004 2.824 1.021~5.114
YKL-40 1123k 0496 0.175 10.016 0.001 4.651 1.237~8.593
TSHiF#iE 0362 0231 9.584 0.002 3.624 1.359~7.596
VEGF i1k 0299 0.389  6.593 0.009 3.296 1.593~6.847
ESit#ik 0354 0274 7432 0.005 2.968 1.027~5.634

2.5 YKL-40.TSH .ES.VEGF 743 fk % BRI g7
2 Wb B R E 53 B

YKL-40 . TSH . ES . VEGF Bt &2 Wi i1 4% 5 1k
R AR W 2 TR —FE AR 2 BT 0 R e M R R A
E L, EZRAHGIFE L (P<0.05), WLES,

3 it

3 A TR HELR AR 1 2 1 R B A, (R R 3 iR
HAPIEARIT EA 2 &M g, YKL-40 &
o KA AR SN O A g | i AN R
I, 25 RAE Y . BEFEMF9E 21, YKL-40
S TR MR L S DR 10 375 2 A il . K
AT 400 B BB 3 YKIL-40 /K28 4k, RS TS
AR YKL-40 3% 5 THUE RF4H. YKL-40
VIS AN S 1 IR A AN A B S =
B M0 . YKL-40 REM% 52 i 20 23 9 2T 4k 20
JL 53 Ak K g A AN 2 5 MR IR 5 RS
IR SIS R | i £ I Y YKL-40
SaEEESTIEWA AR EHRERT A
R, AW, 2 K4 YKL-40 K- B EH T
AL I RN FRZH , YKL-40 33 26 3K 2 5 i B IR A
i R ST fE R R 2, LS R IR Bk (K F
SEIEAHICNE . UL R FR R R R LS
YKL-40 7KF-F 5, Hoad 3635 5 R IR 2 & % VI
Ko ARWITREERS UL LHIRMHAFG -
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&5 YKL-40.TSH.ES.VEGF £ {£ B4 B K BR R 12 B o Y s PR (1B
Table 5 Clinical value of YKL-40, TSH, ES and VEGEF in the diagnosis of differentiated thyroid carcinoma

R RN RRME(%)  ABUE(%)  AUC 95%CI WL (%) BRI (%) P
YKL-40 160.35(pg/L) 81.42 83.05 0.541 0.256~0.832 79.56 77.41 0.002
TSH 4.12(pIU/mL) 82.06 85.74 0.328 0.168~0.417 80.34 78.12 0.004
VEGF 451.78(ng/L) 80.59 81.18 0.175 0.113~0.431 77.20 75.49 0.008
ES 35.69(pg/L) 83.47 84.52 0.201 0.162~0.385 76.41 75.83 0.007
jiF Sy - 92.13 95.46 0.638 0.362~0.954 91.23 90.57 0.001

ABFFER AR MR TNM A ARG (3] ZeMUn, WIR0%, dehobe . 40 L R A e 4 % ikt

VR ARG RAT BRI T RS A 2 . ARl
R, A IR, LA FARBIM , AT i
FEHURGREDIREANT o AJ5E TR S, 5% Tk
I, PRI AR 8 AU i o S IR AR 2 P 3
() SRR, ELARBA VRVE  R  3n TFEAR HE
S RBUIBRAIIE, AR GE KR & 2K
St KORTTC R AW LS R 1 8 35, IRg o 4l 4U=
RER, R FARMELL L W FR . BRI 480 5%
7N, R i MR LR K 2 i kAR R M 43 Ak TR
PRI B R S fa i R . ARIESY 5 BRE A5 1Y
W45 A — 3, A WFIT 3R, 9 21 A SRR 5y
MRS AR5 L B AR A .

TSH &2 FUR IR & U i 2 7, H
LB BUR B 0 & A R R VARG . BRIEA SR
SR, FUR I B TSHOK - B8 T RAkgsSy, ot
17 TSHAPHRAYT , ATRE R & %", VEGF.ES7E%

T TP R m R IIRE . VEGF 28I 4E

AR EER -, GBI AN 5E , (2 B AA0AR
7% R, RABOFEHIR R, VEGF il H T4
B AR G52 % o ES S Igg 4™ A5 10 2 1 it i
HAR, A S0 A A Ve . ABFgE T, ] kAl
TSH.VEGF.ES 7K~- &8 2 15 T A 52 Jc 4 RIwT HRAT
TSH.VEGF .ES it} 3Rk J& 52 ) HUR s 52 & ) G
N2, H5HAR RS K2 DIF G

Z& | friR , YKL-40 .\ TSH .ES . VEGF 5 73k !
FHCAR s £ S A PR S R B UIAE O o BEXT DL S
xR 25 i DR e RO R IS it , Tl B &2 & e 4%, D
7t =10 e A il g i

5%
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BB I PR BRIk ADA L CEA X R PRl fR g
iZWi A

MR BRRAT O TER E2EK OHFE

(# ZE] B8 5503 N FRR AT BB (ADA) AP (CEA ) T RE M I i B 1Y
Wi e, FiE 2017 4F 1 H 2 2020 45 8 A ARBEIA B 106 61135 H % M Jrs BRI 8 5 8 5 50k
M (n=36) A PR (n=70) . Xt P41 5235 B /K ADA Jij7K CEA | IfiL %5 CEA /K F-3E 47 b, R H B
P # £ M & Logistic 754> #7 il /K ADA | CEA FlIfiL & CEA 5 R 3% i Jis BUW 00 A G o 38 &2k
FH TAERHE (ROC) M1 4R F L (AUC) WA & M M s B ADA L CEA X R i s FEORE 11912 WG o
B, &R B4R E K ADA K BT B, 254 50248 L (P<0.05) , B PE4] B ik
CEA I 7% CEA K- i = T RAEA, 22 7B G5 L (P<0.05) . FFEFE M ZH # Logistic [543
M, 4550 2R, M7k ADA 7K CEA L% CEA 7K CEA/IALTE CEA>1 2k 52 Wi £ 3 & A Pk i s B 1
A7 FERE R (P<0.05) , HECAFEHR 2 WS H 2 M s T I 0 M s AU A0 e 5 1 (86.87% )\ A
(89.91%) . AUC(0.895) ¥ W B = T PA—35 45 (P<0.05) . £51% 1B H PRI LB ADA LCEA 2 Wi B R
AR R I B A AR TR AR 0 R AR R MRS W

[SEIA] BB PR BT AR ; EIPUR ;RO M s AR

Diagnostic Value of Exudative Pleural Effusion ADA and CEA in Benign and Malignant
Pleural Effusion

SI Mingyuan', XU Dalin'*, JIANG Haibing', JIANG Haibo', XIAO Jie®

(1. Department of Respiratory and Critical Care Medicine, Lujiang People * s Hospital, Lujiang, Anhui,
China, 231500; 2. Department of Respiration, The Second Affiliated Hospital of Anhui Medical University,
Hefei, Anhui, China, 230000)

[ABSTRACT] Objective To explore the diagnostic value of adenosine deaminase (ADA) and
carcinoembryonic antigen (CEA) for benign and malignant pleural effusions in exudative pleural effusion.
Methods The 106 patients with exudative pleural effusion admitted to our hospital from January 2017 to
August 2020 were selected, and the patients were divided into malignant group (n=36) and benign group (n=
70). The levels of pleural fluid ADA, pleural fluid CEA, and serum CEA were compared between the two
groups of patients. Single-factor and multivariate Logistic regression was used to analyze the correlation between
pleural fluid ADA, CEA, serum CEA and benign and malignant pleural effusion. The receiver operating
characteristic (ROC) area under the curve (AUC) was used to evaluate the diagnostic value of exudative pleural
effusion ADA and CEA for benign and malignant pleural effusion. Results The ADA level of pleural fluid in
the malignant group was significantly lower than that in the benign group, and the difference was statistically
significant (P<0.05). The levels of pleural fluid CEA and serum CEA in the malignant group were significantly
higher than those in the benign group, and the difference was statistically significant (P<0.05). Univariate and

multivariate Logistic regression analysis showed that pleural fluid ADA, pleural fluid CEA, serum CEA,

AAR A ZHCE A AH S A2 A (2008085QH356)

Wk fln 1. P EARERTRS EEESH, ZH, 5T 231500
2. BHLEA K FH W E R RA, © K, A2 230000

*BAEVEE AR K AR, E-mail : Xudl401@sina.com
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pleural fluid CEA/serum CEA>1 were independent risk factors affecting patients with malignant pleural effusion
(P<0.05). And the specificity (86.87% ), sensitivity (89.91% ) and AUC (0.895) of the combined indicators in

diagnosing benign and malignant pleural effusion with exudative pleural effusion were significantly higher than

the single indicator (P<0.05). Conclusion Exudative pleural effusion ADA and CEA have higher accuracy in

diagnosing benign and malignant effusion, but the sensitivity, accuracy and diagnostic value of the combined

indicators are much higher.

[KEY WORDS] Exudative pleural effusion; Adenosine deaminase; Carcinoembryonic antigen;

Benign and malignant pleural effusion

B P e s REORE A i F T LA A A G
BN  53 T A 3 A T 3 ) A AR R 28 e
5 R AR EPE B, R B R EE R R
HEE A I I IR P e, A A A A% L XIS
PE RPN LA s 46 YR BB iR . Bk
Jib i RRCRE R R R S AR 2 B TR R 24
BT AU B R R AW RER,
PRI, %92 o e o s B P B0 TR 28 RO 42 I it
AT BRI, DI HEA T XERE VR T, X st i I R
SE RN TS e A B A LM E . HRTIR IR K2R
FHZE e 28 T K \DNA E 5t 534 55 5 =X (H 28 7%
Ko R A A A, 6 R 2 il B — e L0, AR T
JRRE RS, 38 R 2 R R I DNA 4 A
(1) 95 AR VR SR B iy, 17 KT I 3 R I 7K ) ik g
P s W) AT S0 0 A R A, LS MR B0 o R AR
VELAE X a7 B, R T 5 2 Bt (adenosine deaminase ,
ADA ) 19 IR i ( carcinoembryonic antigen , CEA )
18 55 e s BROBORE O B PR AR aC o ORI
ADA CEA X BUR M BT (2 Wi (8, X 82 i i IR 12
W A EL A A S SR E A ] P AP i
FOR ARG, R 2513 Hhy 7 Or s (TS PRAL 55 07
[T A S R T B 7K o= A 2 1 R 12
AW TR T ADA (CEA X R g i R A 12
WL, A I PRIE BRI B IR YT 7 58, s - A I
PRAEIR B AR . BB T .

1 ARSI

1.1 — ok

PEHL 2017 4E 1 H & 2020 4E 8 J A< B 14 1Y
106 75 Hi 4 i s B AR B I G IR Bkt P
56 19, 4 50 i . P-4 RS (57.3429.16) % o HR 4
FEE M RS2 S R R A AR R A a2 W T
BITEE R WG B E B (n=36) A K 141
(n=70) . H:rh 36 110 1 iy s BB A8 3 45 20 1]
i B8 , O M8 i e 9, 7 490 /)N A A o

gy bR OFF A B N R 2 W br
W QG IR TR T s QIR T 18 | % ; @&
Bt E CT UESEA i DL A B s B . T A iR
HRFEEAERZE . R OBA O
i i 5 7™ FE B s QR A R B AR AR E Iy ok
ol AR 5 (B) S B % A A BT BN SR s (DA BE AT
WA A OGTRYT S o AR S0 E 1 PR e e B A
1.2 Jij7Kk ADA .CEA AL CEA A /7%

RGBT TE A e 24 AT 20 M 5 fs 25 0 e B fs
RO B8 5 25 i s P 25 9, B 5 miL i 7K 277 g
IKHE A AR A . B U /K 2855 2 (T 95 K TR
B 25 B F [ 25 S H20163060) $TLEES , K
HE TR0, 85T 2 000 r/min (3 2.0 10
min J5 L2 E W AT (et b g
KR A FR 2 7, M401542 95 ) il 72 g 7k ADA
KOV, R A2 BOGA (R T 22 T B i 7
T ARA PR F L, LK5100 595 ) & CEA /K-, iR
R & | L EmeA: Rk oG . BETEARL
M H RS IR AE 2 Z T KL, T RO
ML, 38 3 3 000 r/min {43 & B0 15 min J5 T HL
R, R A AR R G AURIN LI CEA ZKF- o
1.3 BHM: S b o

Fie B ) & bR VE 19 ADA L CEA IIfi %444 : ADA
i SH{EL A 40 U/L, BHE AR T 11 FUE ; CEA I SHE
b 10 ng/L, B A Il S 1A
1.4 WEFE R

O He A 0 4 P01 1 4 58 il K ADA L CEA
FUMLYE CEA KIS . QAL H — BRI
T kA R R E . L H K Logis-
tic [A1F 4347 ADA (CEA 5515 Hi 1 i Jas B8 A AR
PR A M . @35 H 1R 1 B ADA (CEA X}
R i s B2 4
1.5 GiileFabs

K H SPSS 22.0 e it ik 1530 . 155
TEZS0 A R ORI L (R 2s) 26, 2R L8R



BB ST 4G 2021461 0 %5134 #5141 J Mol Diagn Ther, January 2021, Vol. 13 No. 1 - 61 -

t RS THECROR H n (%) Sk R, H P ke, AR
R MZ KK Logistic [7119 7347 i 7k ADA , CEA
FIILYE CEA 5 R M s BRI A AR DG 33 152
i #& T AERRE (Receiver Operating Characteristics ,
ROC) 1 2k T 1 2 ( Area under curve, AUC) P48
i s R ADA | CEA X R 4 it i RO 1 12
W fE . 4 P<0.05 K225 A et .

2 #R

2.1 W41 ADA CEA /K P LE#
ENEAL 7K ADA JK P B E KT AR,
S HA SR L (P<0.05) , % 4 8B B K
CEA HlIfiL# CEA /K 038w T AR, 2257 B A
Giih2 L (P<0.05), WFE 1,
*1 WAEEKIK ADACEA FLE CEA KELLE (x+5)
Table 1 Comparison of thoracic ADA, CEA and SERUM
CEA levels between 2 groups (x+s)

. T [P

b (n=36) (n=70) Hfft P

g7k ADA(U/L) 1325 +8.31 41.62+22.35 15.113 0.000
7k CEA(ng /mL) 476.71 £ 221.35 2.14+1.63  20.368 0.000
3% CEA(ng/mL) 42322356 221 +1.31  17.824 0.000

2.2 RPN HT AL EE B AR RN R AR

X 2 £ MR ) AR RS LA T A 4 21 (Body
Mass Index, BMI) W Ifil 8 S5 647 He A%, 22 %0
Giit=:E L (P>0.05) ., Pidl & /K ADA | g7k
CEA . [l.i% CEA . Jfj7K CEA/IfL 3% CEA 4%, 2253 H
HEit2E7 L (P<0.05), WL 2,

K2 MHEBE-MABLEE (%) ]

Table2 Comparison of general data between 2 groups [1(%) ]

e S e om
o ‘EFFTE 3251%5%) ?Z;E???Z; 2031 0152
i ﬂﬁﬁ 3i§2i§2;) 62853) 2152 0241
WE e RO s o
1M CEA FIPE  3(8.33)  67(95.71)

FAEE 33(91.67)  3(4.29) 18.036 0.000

Mg7k CEA/IMIE CEA  >1  34(94.44) 4(5.71)

17.325 0.00
<1 2(5.56) 66(94.29) 7325 0.000

2.3 ADA CEA ‘5% Vi I AR 0 RO ME S A
KAk ) Z2 R 2 Logistic =15 5047
Logistic [l 9734 45 2R W7, g 7K ADA i 7K
CEA. IfiLi% CEA Ji7K CEA/ILIE CEA>1 JZ 52 1 3%
KA BRI GBI ER (P<0.05) . L3R 3,
%3 Logistic BIIAo 3R
Table 3 Logistic regression analysis Table

W g

K ADA 1.662 0.318 24.532 1.356 0.658~2.763 0.000
7K CEA 1411 0276 21.854 1.962 1.254~3.631 0.000
1L CEA 1.059 0.205 18.369 1.102 0.405~1.814 0.000
Jig 7k CEA/
1fil 7% CEA>1
2.4 B PEHIFE R ADA CEA X BL WM il fias 1
NGO SIEAIED
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AUC(0.895) W] i i T — 4845, 2 R B A ST
2 X (P<0.05), W4,
x4 BHMEMERK ADACEA 3 R B4 K B2 R
LT ME AUC EbER
Table 4 AUC comparison of the diagnostic value of ADA

FrifEi% Wald  OR 95%CI P14

0952  0.361 15245 1.241 0.517~2.059 0.000

and CEA for effusion pleural effusion in benign and

malignant pleural effusion

Jebi TR Rt R

ES (%) (%) AUC 95%CI P

ik ADA 1821 79.24° 87.32" 0.873 0.745~0.857" 0.015
gk CEA 215 78.57° 83.82° 0.864 0.774~0.912° 0.016
Mi% CEA 224 74.69* 80.46° 0.808 0.724~0.873" 0.013
g7k CEA/
13 CEA>1

BA 1051 8687 89.91 0.895 0.812~0.936 0.011

113 76.35* 82.37° 0.831 0.741~0.892* 0.017

W A E AR 245 K ADA i 7K CEA | IliLi% CEA . i 7K CEA/IIL.
i CEA BX G HSECA TR bR FL A, P<0.05,

3 it

FIAT IR ARI2 BT RS i J B Y 4
Y 2 b HRUN Jrs RGBT 0 A FE R A AR L AR IR T
AL P oo A 25, {0 — B R B 2 1 b el A = 4
R A 2 WU 22 , ELAE B Al
I, SR ST A i 20032 W 7 16 X T s RO ) R
A EA H IR RN

ADA J2 5 [ i G 75 1oy 25 ok = A P Ak
L% 290 i 35 e EL AT B O BB A — 2R A R A3
B, b K ADA I M AT T A A 2 M
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HIF-1a.G6PD Bz PDCD5 1Y #¢ik Je 5 8.5 W A R AIE
A AR B

FE I LR LRSS

(# ZE] B#M HrE &R (CCRCC) A A T - 1o (HIF- o) | 6-1 1 4 25 15 150 20
(G6PD) Kt #J5 M A MaAE T A F 5(PDCD5) (9 3R3A5 I 5 B E I IREFIE R ARDCE . ik 9IA20174F2 A 5
2018 4% 2 H TG Z 2R 19 61 15 CCRCC B34 , MR WUF A=A 16 043 h AL A7 4L 4449, 56141 17 il
SO R ZEL 280 R J g 55 1E B IR A 21, 43 04 S CCRCC 4l (n=61) Fl¥E 35 I H 44 (n=61) . Lt
HIF-1a.G6PD J PDCD5 7£ CCRCC 4141 K3 55 4 2L 238 1 L 5 43 BT HIF-1a0 .G6PD J2 PDCD5 (835 %5 IIfi
PREFHE AR S, I3 F 22 9T Logistic [BJ4/3Hr 840 CCRCC 3% Fil 5 A AT N & . 28R CCRCC A
ZH HIF-1o .GOPD BHVE 1A RS T 55 1E % 4 2R 40, PDCD5 PP 3 A RIE T 57 IE HRH , 2 R A 41T
228 L (P<0.05) , HIF-1a,G6PD J2 PDCD5 A1 5 5 CCRCC 35 M 15472 s #4391 . TNM 431 S
WHO/ISUP 43¢ 52 b % AH M (P<0.05) . AET-41 pT1-2 1. T ~ T #3 . WHO/ISUP 4324 1~2 2% . HIF-1a [f]
% .G6PD [11: J2 PDCD5 FH M # 5AE AR 2l /b, 22 A it L (P<0.05) . TNM 4 T~V 1] . HIF-1o fH
1 . G6PD A1k K PDCD5 B 1 2 5% I CCRCC 844 T A5 A7 A A7 FE B IR 22 (P<0.05) . 4518 HIF-1a,
G6PD ,PDCD5 7£ CCRCC £ rh S5 23k , ] VE N Tl CCRCC f & T (WP 76 70 TAn s ARy 7 o

[k@iR] FBEWMIEE,; 4EERHET-1a; G6PD; PDCD5

The expression of HIF-1a, G6PD and PDCDS and its correlation with clinical features of
patients

DONG Youxi', WANG Wenbo', SHI Jian®, SHI Zhenwei**
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Cardiology and Vascular Surgery, the First Central Hospital of Baoding, Baoding, Hebei, China, 071000;
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Beijing, China, 100028 |

[ABSTRACT] Objective To analyze the expression of Hypoxia inducible factor 1-alpha (HIF-1a),
glucose - 6 - phosphate dehydrogenase (G6PD) and the programmed cell death 5 (PDCD5) of clear cell renal
carcinoma (CCRCC) and its correlation with clinical features of patients. Methods 61 patients with CCRCC
who were diagnosed and treated in our hospital from February 2017 to February 2018 were included. According
to the prognosis, they were divided into: 44 cases in the survival group and 17 cases in the death group. The
tumor tissue and the normal renal mucosa tissue adjacent to the tumor were collected as the CCRCC group (n=
61) and the adjacent normal tissue group (n=61). The expressions of HIF-1a, G6PD and PDCD5 in CCRCC
tissues and adjacent tissues were measured and compared. The correlation between the clinical characteristics of
HIF-1a, G6PD and PDCD5 patients was analyzed, and multiple logistic regression was used to analyze the risk
factors that affect the prognostic survival of CCRCC patients. Results The positive expression rate of HIF-
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la and G6PD in CCRCC tissue was higher than those of normal tissues adjacent to cancer, and the positive

expression rate of PDCD5 was lower than that of normal tissues adjacent to cancer (P<0.05). The expression
of HIF-1a., G6PD and PDCDS5 is related to tumor diameter, pathological stage, TNM stage and WHO/ISUP
classification (P<0.05). The death group had fewer patients with pT1-2, 1 ~1I , WHO/ISUP grade 1-2, HIF-1a
negative, G6PD negative, and PDCD5 positive than the survival group, and the difference was statistically
significant (P<0.05). NM stages Il ~ IV , HIF - la positive, G6PD positive and PDCD5 negative were
independent risk factors affecting the prognosis of CCRCC patients (P<0.05). Conclusion  The abnormal

expression of HIF-1a, G6PD, and PDCD5 in CCRCC tissues can be used as potential molecular markers and

therapeutic targets for predicting the prognosis of CCRCC patients.

[KEY WORDS] Renal clear cell carcinoma; Hypoxia-inducible factor-1a; G6PD; PDCD5

"B 3% B 40 M2 ¥ (clear cell renal carcinoma,
CCRCC) J2& — i JL Y (1) ' B Jox i, ol PR A 8 2
KER B ICT R, TR AR AR T L
# CCRCC (B & WUn A HEME . fEH RN
W5 K BB 45 5 I F--1 o (Hypoxia inducible fac-
tor 1-alpha, HIF-1a) 7E K 22 %5 ' 3% W 41 i 9 2H 218
Hh R, 6- B IR 7 % A 1IN U (glucose-6-phosphate
dehydrogenase , GoPD)/F iy i PR i A2 A i i 42
1) B 3 il , 2 4 B B T - 5 (programmed cell
death 5, PDCD5) = y—Ff gl SE N, = 7Ed
Jifese A R AN (B TR RS > ARt
HIF-1a.G6PD J2 PDCD5 7E CCRCC Hr )3k K 51
JE WA 7534 , LU R T PR B i

1 AREEE

1.1 —ReeRt

I 2017 4E 2 F & 2018 4F 2 H TABRIIA R
61 fl CCRCC & , W AbRiE: O B4 Bk
JRERE IS WK s @ AR AR L Z ALY s HEBR AR
e : DG I MR 5 Q™ FAE A L8 B R 55
T LA AR s DFFFERR CCRCC LASMH A 5
T R 2 s @A I KB S i R 45 4 4 4L 718
o WIS EAAE L7 R HE A4 44 1), FET 20 17
] o WS o Jed 2H 4 S s 55 (1E 2 CCRCC 441 3
cm L) B IE & B RS LR 20, /E i CCRCC 4 (n=
61) FlE 25 1E % 44U (n=61) . AWFFTLE RIS
Z Gttt IrE IFoE s S s BB H e .

FHIRH) : —PUILFEHT GOPD £ sa A (T AR
e 1:200) M) H 5[5 santa cruz 23w, Jabi A PDCD5
Z R (T AR 1:150) BT S ALY lEbRIC
FIEYT 1eG — ity A b st R R A Y H AR A R
N W4 R BTN HIF-1o S0 sa PR (TR R BE
12000 HAL P2 e A BOR A F . B PRk

G pE i Ak SP IR & A ALt P S A HE AR A
;3 LAPEAZ Dako 28 I HRAL A BEPED] F-VE R BEPEST R
12 FHik
1.2 Faill P g

4 TS ) A SR BUREEE 4 pm D) 1, 55
B D PR RIS i T . MUE AR Y) IR
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PR 3 U (5 U ] B 3 min) 5 A KA R 4 5% vh ik
(pH 6.0) A R 5% B Z HUE s InA—PT TR,
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810 min, ARG YL, FEBUK G HHR I E R
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PR Ok, BB A T ANMIAZ . LARE 40 At Py
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053 IRAFEE AR 14 AR 2 4 AR 6 0h 3
GF o PAFNTT 3 B SR B R B8 A0 A 4385, A 734K
R0 S B AR A R
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K HI SPSS 18.0 AT AT GE o3 Hr , 1+ B R
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%1 HIF-1a.G6PD & PDCD5 #£ CCRCC AL RBEARMRIELLE [n(%) ]
Table 1 Comparison of HIF-1, G6PD and PDCD5 expression in CCRCC tissues and adjacent tissues [n(%) ]

HIF-1a G6PD PDCD5
50 (n) - y y - = y
Bk APk [{Ek<S Bk FH 4 [S5kES
CCRCC 4 (61) 49(70.33) 12(19.67) 48(78.69) 13(21.31) 11(18.03) 50(81.97)
Jse IE w4144 (61) 8(13.11) 53(86.89) 3(4.92) 58(95.08) 54(88.52) 7(11.48)
P! 55.353 68.227 60.885
P{H <0.001 <0.001 <0.001

o e B

g

L iy ) Y 2R
Trpcar KRR 5 N S
Sl B NN A DA I

- - o x » : e A 25
oA ol e T TR T WE BT 7
(57 a0 PAMREENE S ol GPAE Ca i

AN

g2

TE: Ay HIF-1a BPEZRIR ; B O HIF-1a [ATERR; C o GOPD FITERIK; D GoPD [k E 2 PDCDS FIfk&ik; F o PDCDS FTE#R L.
B 1 HIF-1a.G6PD #1 PDCD5 7 RRCRR AR 1 %2 7% L BRI BEIE R IZER (SP, % 400)
Figure 1 Immunohistochemical negative and positive expression of HIF-1, G6PD and PDCD5 in RRCRR tissues (SP,x 400)

2.2 HIF-1la.G6PD /2 PDCD5 5 CCRCC f## 4%
o5 LS B0 A

HIF - la. G6PD K PDCD5 % ik 1% W 5
CCRCC B #H A E M 5]  F AR 0= 5 T IR e
DU FERFIEFE B LU, 2 S RG22 L (P>

0.05) , 5 iR BLAR s B 3 L TNM J3 48 Bt 7t
A U BR W R A FE B A7 25 (World
Health Organization/National Nosocomial Infections
Surveillance , WHO/ISUP) 43 2% L 4% , 25 5% 4 Gt it
R (P<0.05), W2,

%2 HIF-1a.G6PD & PDCD5 5 CCRCC & & RESHHMEM [n(%) ]
Table 2 Correlation of HIF-1, G6PD and PDCD5 with pathological parameters of CCRCC patients [1n(%) |

HIF-1a (n=61) G6PD (n=61) PDCD5 (n=61)
TREIZHL no PR pite O P pk i A PIE i AfE P
(n=49)  (n=12) (n=48)  (n=13) (n=11)  (n=50)
AL () >60 35 29(59.18) 6(50.00) 0332 0564 29(60.42) 6(46.15) 0851 0.356 6(54.55) 29(58.0) 0,004 0.834
<60 26 20(40.82) 6(50.00) 19(39.58) 7(53.85) 5(45.45) 21(42.00)
ezl 5 32 25(51.02) 7(58.33) 25(52.08) 7(53.85) 5(45.45) 27(54.00)

0.207 0.649
B’y 29 24(48.98) 5(41.67)

FARI K {REBE AL 39 31(63.27) 8(66.67)
HyAAR 22 18(36.73) 4(33.33) 0048 0626

JiE 5 K A% (em) <4 30 20(40.82) 10(83.33)

6.972 0.008
>4 31 29(59.18) 2(16.67)
LG T1~2 29 19(38.78) 10(83.33
el P (38.78) 10(83.33) ;0 0 606
pT3~4 32 30(61.22) 2(16.67)
TNM 43+ [~ 34 23(46.94) 11(91.67)

7.817 0.005
M~IVH# 27 26(53.06) 1(8.33)

WHO/ISUP 434 1~2% 33 22(44.90) 11(91.67
2 & ( ) 11 ) 8.491 0.004
3~44% 28 27(55.10) 1(8.33)

B FIR = 23 16(32.65) 7(58.33
T ARAE s (32.65) 7(58.33) , 0\ 0100
e 38 33(67.35) 5(41.67)
Py = =vin =]
PRI FERRE S 26 21(42.86) 5(41.67) 0,006 0.940
w5 35 28(57.14) 7(58.33)

23(47.92) 6(46.15)
31(64.58) 8(61.54)
17(35.42) 5(38.46)
19(39.58) 11(84.62)
29(60.42) 2(15.38)
17(35.42) 12(92.31)
31(64.58) 1(7.69)
23(47.92) 11(84.62)
25(52.08) 2(15.38)
21(43.75) 12(92.31)
27(56.25) 1(7.69)
16(33.33) 7(53.85)
32(66.67) 6(45.15)
20(41.67) 6(46.15)
28(58.33) 7(53.85)

0.013 0.910 0.264 0.607
6(54.55) 23(46.00)

7(63.64) 32(64.0)
0.041 0.839 0.399 0.528
4(36.36) 18(36.00)

1(9.09) 29(58.00)
8.300 0.004 8.630 0.03
10(90.91) 21(42.00)

2(18.18) 27(54.00)
13.276 <0.001 4.638 0.031
9(81.82) 23(46.00)

1(9.09) 33(66.00)
5.584 0.018 11.836 0.001
10(90.91) 17(34.00)

1(9.09) 32(64.00)
9.713  0.002 10.947 0.001
10(90.91) 18(36.00)

5(45.45) 18(36.00)
1.833 0.176 0.005 0.941
6(54.55) 32(64.00)

4(36.36) 22(44.00)
0.084 0.772 0.215 0.643
7(63.61) 28(56.00)

2.3 M CCRCC & WUm L A7 9 PR R A
FEAFAL S AET AR RS VRS | AR RERRAE | R
KBRS TG4 5 L (P>0.05) , T4
pT1-28], I ~ 1 ] \WHO/ISUP 434k 1~2 2% . HIF-1«
B .GOPD [k & PDCD5 BH 1% 45 A= 474 /0, 2%

A G X (P<0.05), W3,

2.4 0 CCRCC B MG B Z N ZE i
TNM 7 M~V 3] . HIF-1« BHYE: . G6PD BH 14

K PDCDS5 (A K50 CCRCC H & i A A7 (1

SELIERE & (P<0.05)., W4,
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R®3 ®MCCRCC BEMBEFHBEEESM (n(%)]
Table 3  Single factor analysis of influence of shadow on

prognosis and survival of CCRCC patients [n(%) ]

AP BETE

3 itig

TAFSK CCRCC At B Y A 3 12 B 4 i Y
I TEIN LT 1) A A e JR S B 2 22 Aol

W= (n=39) (n=22) xii P | N . JT | N

(D) SR A 6 ) 3k 2 s 2 W RE 0 ) PR K 3
>60 35 23(58.97) 12(54.55) 0113 0.737 R
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P AR I G A 2 P SEAR MR Y AEAE AR A
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[~ 34 30(76.92) 4(18.18) 19.673 <0.001 _ e 4 = 3 [10]

-1V 34 27 9(23.08) 18(81.82) 07 = 7~ HIF-1o 5 I8 012 28 Y f R A7 o6, A

WHO/ISUP 434 gkl ey AT 0 1K ;
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HIF-1a A JprgE H Y7 4 R A s s
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it 13126077 1455 D frh R BRI BFIE R, 1E % 41 GoPD
BH M 11 10(25.64) 1(4.55) 4935 0.040 ?%5755@‘fﬁ&%&ﬁﬂﬁﬁﬁ%ﬁﬁi"@]}“ﬁﬁﬁ%“ﬂ o %Q
Pt 50 29(7436) 21(9545) 7 1M, GOPD ZE e FUIRE S s LU L

F4 BN CCRCC BEFBEEFHNSREELH
Table 4 Analysis of multiple factors affecting the survival of CCRCC patients
1SS BIEES Frifiis Wald/y* i PH OR{H 95%CI
S5 B3 0] (pT1~2vspT3~4 ) 0.974 0.875 4.792 0.131 2.649 0.477~14.717
TNM 4 C T ~ T3 vs I~V 37) 0.985 0.131 4.291 0.006 2.678 2.071~3.462
WHO/ISUP 43 4% (1~2 2% vs3~4 2% ) 1.060 0.943 4.897 0.095 2.886 0.455~18.325
HIF-1To (B vs A 0.948 0.152 4.187 <0.001 2.581 1.916~3.476
G6PD (FH M vs [144£) 1.312 0.134 4.567 <0.001 3.714 2.856~4.829
PDCD5 ( fHYE vs BAME) 0.935 0.228 4.835 <0.001 2.547 1.629~3.982

AR ANE TG YE  IF 5 R R R R E ARG, X
ARG 45 AR, 3 457 Beb 3 41 i 1 GoPD S+
PO T RE AN A EE G AR ) B o SRS
AR BN ,G6PD M2 CCRCC 4 il J5 A A7 1Y
faR &, 275 G6PD 2 5 iz i 55655
PDCD5 J& —1™ = BE AR SF IR, 78 50 F A2
Az FReak P AE ARG VEIE SR AL R
B BRI ARSI R e e 4l 2k
277 % PDCDS5 1 CCRCC 2H 21 K 95 55 1F #4141
TR HEAT TR, IR TS CCRCC 84
i i E 2, % I PDCD5 1 A i eg ) ) T 42 ik 3k

PR AE I DR L 5L AT W A 9 i R A M, B A B 5 A
Wi A , PDCDS5 A7 A & Ak — Ff 8T (4 Mg 43 F b
TCY R PRIGTT 8 8 A, A v g iy B 012
W RGBT Y S

Z% I ,HIF-1a . G6PD . PDCD5 7£ CCRCC £ %1
Hh R eIk, VR A TN CCRCC #3110 P 7
TR BRI TS

5% ik

(1] plimavg, P, 22009 . 5 I8 I B TA AR JA T B e R
JRHAR TR R TR, KB, B- N ME R 52 [T ], fi
AEBE 2SR, 2017, 29(2) : 78-81. (FTHE 71 R)
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B b S R IR )Y A e i By AR B8 1SO, . POCD
55 W]

g4 EA' M ARE FFET LR AR

(¥ E] H® B HRS MR 57 X 585 B4 T A 25 2 0 000 1 BE (rS0.) I 1 2 E s
% (POCD) [ . Fik  EHUABE 122 §il17 4 B BRI KA i 3, SR B H FR -5 D AAR TR Y7 11 80 4]
SEEAE BT, R BUR BB IG YT 1 A2 9 S8 AR 0 B . B 20 R BT 30 min (To) RIS )5
15 min(T,) AR 1 h(T.) .2 h(Ts) .3 h(T,) AEE(T) B} rSO, A O bR I 04 A EE (Sev0,) & e fa fr 48
bRl il & (CO) VR =8 5 B2 (SVV) 1L il 2 1 27 [P 3430 iR (MAP) 0 (HR) GO IR £ (CD) |
TR I E (CVP) 1L I FLER (Lac) /K V- ARG POCD k4%, B8R WIS T, ~ T i CO.1S0, . ScvO,
CL/K i T X fE2H, SVV IR T XTI AL, 22 7 A 48 it 2% = L (P<0.05). WF 58 4 R 5 POCD & 4 #
(31.25% )& T X IR (54.76% ) , Z R A G 27 X (P<0.05) . & KGN TR BE AT REE iR
FHREARIARYT Rk — 20 3 rSO. . SevO, Ft IE 75 5t 17 A , A5 BE AR ML 3 ) ) 2%, R B e AT 0 4]
IfiL Lac 7K, B POCD &A%,

[E@iA] BIEHFAR; BV IREYT; INHTIRER AT ; mimzh )i+

The effect of goal - oriented fluid therapy on rSO2 and POCD in patients undergoing
coronary artery bypass surgery

GAO Weiwei', WANG Li', GUO Qiongmei', ZHOU Changhao', LU Xuezi’, WANG Yuanyuan’, DU Liang'*
(1. Department of Anesthesiology, The First Hospital of Hebei Medical University, Shijiazhuang, Hebei,
China, 050000 ; 2. Department of Anesthesiology , Tianjin Stomatology Hospital , Tianjin , China, 300041 ;
3. Department of Anesthesiology , Hospital of Rongcheng County, Baoding, Hebei, China, 071700)

[ABSTRACT] Objective To explore the effects of goal - oriented fluid therapy on regional cerebral
oxygen saturation (rSO.) and postoperative cognitive dysfunction (POCD) in patients undergoing coronary
artery bypass graft surgery, and to analyze its related mechanisms. Methods A total of 122 patients with
coronary artery bypass graft under general anesthesia were selected in our hospital, 80 patients with goal-oriented
fluid therapy were used as the study group, and 42 patients with conventional fluid therapy were used as the
control group. The rSO,, central venous oxygen saturation (ScvO,), volume load index [cardiac output (CO),
stroke volume variability (SVV) ], hemodynamics [ mean arterial pressure (MAP), heart rate (HR) , cardiac
index (CI), central venous pressure (CVP) ], blood lactic acid (Lac) levels at 30 min before operation (T,), 15
min after induction of anesthesia (T,), 1 h (T.), 2 h (T,), 3 h (T,) during the operation, and after operation
(Ts), and the incidence of postoperative POCD were compared between the two groups. Results The CO .rSO. .
ScvO,.CI The CI of the study group was higher than that of the control group at T~ T;, and the SVV was lower
than that of the control group, the difference was statistically significant (P<0.05). The CI of the study group was

AT A TR B A el e R AFATA AR A (20190418)
YA 1 TR EAKRFEE — ER REA, T, & % & 050000
2. R v g B REEA, K E 300041
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higher than the control group at T»~T;, and the CVP was lower than the control group, the difference was

statistically significant (P<0.05). The blood Lac of the study group at T.~T; was lower than that of the control

group, the difference was statistically significant (P<0.05). The incidence of postoperative POCD in the study

group (31.25%) was lower than that in the control group (54.76% ), and the difference was statistically significant

(P<0.05). Conclusion The use of goal - oriented fluid therapy in patients undergoing coronary artery bypass

surgery can further improve rSO., ScvO. and cardiac volume load, obtain more stable hemodynamics, and

effectively down-regulate blood Lac and serum inflammatory factor levels, and reduce the incidence of POCD.

[KEY WORDS] Coronary artery bypass graft surgery; Goal - oriented fluid therapy; Postoperative

cognitive dysfunction; Hemodynamics

SEE WK AT T A2 B G 7 w0 e A SR
ST TR 22— WA O R s 3 O B ey, e
R E T EATIER ARG H 254 o ik
&M AR O B] gk G 2 X R GO AT R B
e [ 8] 08 A B R, 0 2Z B 2 AR O IS AR S
AR DIREZ B, HORHTBR 6 25 2 8% A &) S HOR h
R, D6 2 JUE N B 5T RE Y I R 5L
ML 3 ) 27 e, 1 EAE O ILEE N I 2 4%
HALMEE WD, AL KA, TS BOR 5 IA
1 I) BE % it (Postoperative cognitive dysfunction,
POCD ) &8 3 & FESE TN, 18 K A J5 W 4 = 05 B8 M AE
BE s [] = PRl A il 9 B 7 VAR PR R AR
HAABREEM RO Sy EZ, B S0
TRIR YT S22 3 BB AR 1 AR OR300 7
SRR DAl | (IR WA R=2E =R i R Al [ L S R N N P R N
ST 7 %8, AL de KRR BE MG O B o i 4ERE A A0

PEARET: , DMRIE A 28 B B A B9 4y
B B A5 T 1 VR AR 7 6T 68 Dk 4 1 T AR B8 3 i A i
#1 £ (Regional cerebral oxygen saturation, rSO,) .
POCD W52 10 , 5 16 R Ik IR $e I 8 dl = 7% . e
mr.

1 ARSI

1.1 —wek

PEHL 2017 4F 5 A 2 2020 4F 5 H 7 Bt 122 4576
Tk 35 By BB R A BE IR AT 4, SR ICE 5 5 ) AR R
714 80 Il SR VE M WF IR 4, SR BUH RV AR IR T 1Y
42 | FBEVE X REZ . X FE AL PR AR Ao
540 (Body mass index , BMI) . F- /R i [i] |, 56 [E] Jfk
Fi Ui #p 25 (American Society of Anesthesiologists,
ASA) G180 ORAT OB S, 22 R T GE T X
(P>0.05), W1,

Tl WHE—MREABLER (n(%), (x+s5)]

Table 1 Comparison of 2 groups of general information [n(% ), (x+s) ]

i o ) - . AR S ASA 732
203 n PESI(HB /) 4R (%) BMI(kg/m®)  FARM [ (min) 1) 1% T
s 80 34/46 65.28+4.85 25.31+1.14 162.58+28.61 39/41 32(40.00) 19(45.24)
Xif iR 4 80 18/24 64.37+4.68 25.60+1.08 159.83+27.45 18/24 48(60.00) 23(54.76)
' 0.001 0.997 1.359 0.511 0.384 0.311
P1E 0.970 0.321 0.177 0.610 0.535 0.577

AR UE : OFFF A e Bk A8 7 F RIGAE
QWY 55~75 % ; DASA 439 K T w% I 2% ; DA Ty
TCAE A s NI RE AR K 2 L DR
HRFBARAMGE, CEFRZR . HEEKR
W - (D 22 2 51 143 % <20% 5 @0 M 11 >0.75%
o O HAE M B bk = B @A D il B
G ENFERRALE; ON R REEREH;

AL B @ EACHE RO B O &I
TR PR B | BT A T R A A 9T 48 b G
o AL et B2 B AL

1.2 Jiik

TR [F]— 4 B AR BRI AT, B R
AR ARIR, 3 A TR 5 5 75 A b Rk
T AR R KT 7 R85 0 K K, A eSO HLEK 7 XoF
PRI T S8 A AR v e WA, 0 FH i 21 A 2H 2
A SETCH A () 17 95 0 2 B2 AR ) i - R 7
AR ] FRE Wi 18O, T A7 200 N ik Al A2 kg
3l Ik 28 ) E 48 W I b 7 K e (Central venous
pressure, CVP) 1~ 1 3y Jjk Ji: (Mean arterial pres-
sure, MAP) , [m] B 457 252 Wa . i i 3 (Cardiac out-
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pu,CO) .03 (Heart rate, HR) . /0>l 35 % ( Cardiac
index , CI) . &} #7747 & J&F (Stroke volume variation ,
SVV), 5 i [a]— 41 pR e s A= 5 FUAT RIS 5, IR
2591 5 5E 5 2 min JE AT S RAY , SE UG FTAL
BGE o B LRI E A5 5 MR AR IR YT, X IR
SRR RLATBST , AR v I TR SR AR 3 SR (T8 P
BHE I 254 FRA A, B 25 M H20173311) 5 R 8
JE ik (AR e A= ) i 25 BR S w6 24 1
H42020001) () H & : WF 58 4 4E 45 SVV R 13% (JR
H#>1 mL/(kg - h) | Il £1 & 1 >80 g/L.CVP 5~12
cmH,O ; X FEZH 4EHF IS A 1L & 90~100/60~70 mmHg
BFH AR T EEARE Y 30% .CVP 5~12 cmH,0 | JR
>1 mL/(kg-h) MLZLER >80 /L. iR M ARAS [G
TSRS TR IR LB e R 7 201
1.3 WEHER

O Wi 20 AR F 30 min (T,) \WREEE S )5 15 min
(T) ARH1h(T,) .2 h(T,) .3 h(T,) AREE(T;) B 25
NS RR , 35 CO.SVV., @M To~T: i rSO, .
ScvO.. @)W 4 To~Ts B Il 3t 2h 71 24 48 b, 4 4
MAP HR .CI.CVP, @4 To~T; i} 1fiL FL AR ( Lac-
tate , Lac ) 7K -, SR FH PR o A< 43 Bt 430 165 D0 4% B
B8] 55 ZE A% Bl ik Lac KV OARJF3dN, it M
44 POCD % 4 % ,POCD 5 M8 [& P A 45 /g 1k
Tz W,
1.5 Gtk

B4R 4b B SR FH SPSS 22.0 B4, HHBUE B n

(%), K o K, AR BORLL (v +5) Fos, PIALTH]
FEBCR A ST FEAS ¢ K55, P<0.05 o8 22 S AT BE it

2 #R

21 FEEfmigtn

To~Ts BFAIF 53 20 CO %5 %) B 4H v, SVV 3 % 1
AL, ZRAGITFE X (P<0.05), W2,
2.2 [EIWHE] 5 rSO, . ScvO, 2R Ak A

To~T; 5% 2H rSO, . SevO, B 4 R 4H 77 , 2 7
HE 245 L (P<0.05), WLF3,
2.3 Mifish )12

To~Ts A GT 4 CT AT REZH 7, CVP % B 41
%, ZRAG I E L (P<0.05), W4,
2.4 il Lac

To~T; Bl 98 40 1l Lac 3% BRZHAK , 2R A5
P X (P<0.05), W5,
2.5 POCD %4 %

WA AR JG POCD £ H K 31.25% (25/80 ) (% T
YRR 54.76% (23/42) (3°=6.380, P=0.012) .

3 itig
A ST R R AR IR T 45 i 2 80k T A1 i
JE R LT A B CVP, A R Z A, R

whJCO I AN R BOR SR POCD & R N
54.76% , B — i VERE RS, (HASF) T B8 R BE

®2 MARERMERTEHEERETLER (x=5)
Table 2 Changes of Capacity Load Index at Different Time Points in Two Groups (x +s)

Sz 2H %) n T, T, T, T, T, T,

CO(min/L) o4l 80 5.84+1.02 5.52+1.15 4.31+0.72 4.44+0.87 4.36+0.81 5.39+1.23
X MR 20 42 6.03+1.13 5.80+1.23 3.78+0.65 3.46+0.73 3.07+0.69 3.85+1.05

tHH 0.942 1.247 3.991 6.235 8.779 6.898

PH 0.348 0.215 <0.001 <0.001 <0.001 <0.001
SVV(%) W5 80 12.61x1.21 12.23+1.25 11.31+1.34 10.37+1.30 11.12+1.28 7.11%+1.06
Xof R 20 42 12.58+1.17 12.40«x1.14 14.18+2.02 15.20+2.01 13.56x1.67 9.03+1.14

t{H 0.132 0.735 9.384 16.054 8.984 9.261

PH 0.896 0.464 <0.001 <0.001 <0.001 <0.001

£3 TWARERE R S0, ScvO. BWIER (vxs)
Table 3 Changes of rSO, and ScvO, in the two groups at different time points (x =s)

LD 205 1% T, T, T, T, T Ts
SO, o 4 80 69.63+5.21 84.36+7.04 83.72+6.67 83.19+6.52 82.06+8.13 81.37+7.06
X HEZH 42 70.18+4.85 82.71+6.39 76.03+6.12 74.54+6.20 71.09+7.34 72.81+6.93
tE 0.567 1.269 6.221 7.079 7.136 6.403
P 0.572 0.207 <0.001 <0.001 <0.001 <0.001
Scev0, ifFsE 80 56.57+4.39 60.13+6.24 66.79+7.06 72.49+7.59 76.67+8.02 78.43+8.27
X HEH 42 56.14+5.02 58.74+5.81 59.13+5.92 60.21+6.35 61.05+6.88 64.48+7.11
tE 0.489 1.197 6.007 8.963 10.716 9.275
P{E 0.626 0.234 <0.001 <0.001 <0.001 <0.001
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*F4 WAHARRMESEMFENDFERTUER (x+5)
Table 4 Changes of hemodynamic indexes in two groups at different time points (x#s)
?Hb T/I\ gﬁ %IJ n T< 0 T| Tz T:s T1 Ts
MAP (mmHg) 0lEne! 80 75.12+4.76 78.69+6.02 80.93+6.38 82.06+6.74 80.47+6.20 80.03+5.81
X R 2 42 75.46%5.12 79.10+5.84 82.65+7.10 83.12+7.25 81.06+6.57 80.54+6.13
tHH 0.365 0.361 1.289 0.804 0.489 0.452
P{H 0.716 0.719 0.200 0.423 0.626 0.652
HR (X /min) o 80 83.24+8.41 76.59+9.15 73.72+8.93 73.60+7.62 72.12+6.86 78.13+7.34
Xt B 2 42 85.02+9.26 78.20+8.87 75.10%9.02 74.16%8.15 72.23+7.04 76.79+6.67
tHE 0.964 0.933 0.808 0.377 0.083 0.988
P{H 0.337 0.353 0.421 0.707 0.934 0.325
CI[L/(min-m*)]  fF5¢4H 80 3.01+0.34 3.15+0.42 3.46+0.45 3.53+0.37 3.44+0.35 3.61+0.41
Xt 2L 42 2.96+0.31 3.08+0.36 3.02+0.39 3.10+0.40 3.03+0.38 2.85+0.32
i 0.795 0.917 5.365 5.930 5.968 10.451
P1H 0.428 0.361 <0.001 <0.001 <0.001 <0.001
CVP(cmH,0) FoT 20 80 6.56+1.14 7.06+1.20 7.22+1.01 0.13+1.25 9.78+1.30 8.69+1.08
Xt 2L 42 6.61+1.08 7.13+1.15 7.95+1.16 12.20+1.46 13.31+1.71 13.02+2.03
il 0.234 0.311 3.602 12.155 12.748 15.405
P{H 0.815 0.757 <0.001 <0.001 <0.001 <0.001
R5 FERERE A Lac b3 (x+s)
Table 5 Comparison of blood Lac between two groups at different time points (x+s)
209 n T, T, T, T, T, T;
ol 80 2.06+0.30 3.78+0.41 4.31+0.72 4.48+0.85 3.65+0.79 2.49+0.31
Xt 41 42 2.02+0.27 3.82+0.53 5.43+0.86 6.52+1.03 6.13+0.94 5.51£0.62
il 0.724 0.462 7.627 11.694 15.416 35.927
P{H 0.471 0.645 <0.001 <0.001 <0.001 <0.001

5o BEsSm ARG YT BA MR A R
(AR B, L FH SR A5 30 I RSk A mT ™ 40
H AR MR ARG YT UMELLPE H , SME i vz i 2 LA
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TR AS A I RV, A B T ek R TS T .
ABF5EH B AR T M ARG YT LA SVV 13% R f2>1
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Aekr B, 450 L0, B AR MAP HR 5% #L
WAARIGYT & oW 22 5%, {H CI.CVP J2 CO.SVV
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IRIT LA SVV Oy F IS, ek — D el i 1l
ARSLOMERS o B A, NI ARAS SRR I B0 15

ABEFE RS, H AR 1) PR AR VA YT AT
(B TR e e N RN = AW 2 B
L AR T RGNS 0 & . RIS A
B, H AR 1 AR IE Y B8 B 2 R LR
1S0. . ScvO,, RJ&F POCD % H: % 31.25% , B fAIK
T AR IRYT , $E o B AR 5 R AR IR Y7 BB A 4K
U A AR AR, X 5 R O IR e L L B )
A B T — 25 23 2 YDA G, DT A8 3008 4% e 1,
AR X i 2 2 R 4 FRAIR POCD & 4 K
UEAR ARG K B, B AR T 10 R AR A T e AR
AR 3h ik it H Lac 75 507 T HAA B A9, 32
N HRE A R ZUE T, T UL H bR S R ARR
S7 A B T ORI N B D RE , 4R I 3 36 ) 2 AR
&, /b POCD & 4=

ZE LT R, B bR S 10 AR YT AR D 2 S o
WKFERF T AR B E B AR O T, i — 2T
18 30 Bk i, Lac 7K -, 345 50 A2 2 i o 1%, 2
fig $& = rSO.. ScvO., Bt 35 fii 21 21 A L, B A%
POCD % H: %,

S 3k
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Relationship between the expression of miR-141 and clinicopathological features, Keapl /

Nrf2 pathway and prognosis in breast cancer
SHAO Kun, ZHU Fangheng*
(Department of Pathology, Xinxiang Central Hospital, Henan Province, Xinxiang, Henan, China, 453000)

[ABSTRACT] Objective To study the relationship between miR-141 expression and clinicopathologi-
cal features, kelch like ECH associated protein 1 (Keapl) / nuclear factor E2 related factor 2 (Nrf2) pathway
and prognosis in breast cancer. Methods From March 2014 to March 2015, breast cancer patients who re-
ceived surgical treatment in our hospital were selected as the research objects. The expression levels of miR -
141, Keapl and Nrf2 in breast cancer tissues and adjacent tissues were detected. The overall survival and disease
-free survival of breast cancer patients were followed up. Result The expression level of miR-141 in breast can-
cer tissues was lower than that in adjacent tissues (P<0.05). The expression levels of miR-141 in breast cancer
tissues with different tumor diameters and TNM stages were significantly different (P<0.05). Compared with
the breast cancer tissues with miR-141 expression level<median, the expression level of Keapl significantly de-
creased, the expression level of Nrf2 significantly increased in breast cancer tissues with miR-141 expression
level = median. Compared with breast cancer patients with miR-141 expression level<median, the overall sur-
vival and disease-free survival of patients with miR-141 expression level = median significantly prolonged (P<
0.05). Conclusion The decreased expression of miR-141 in breast cancer is related to the deterioration of path-
ological features, the changes of Keapl/Nrf2 pathway, and the worsening of prognosis.

[KEY WORDS] Breast cancer; miR-141; Keapl; Nrf2; Prognosis
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Identification of a novel mutation of HBA2 gene in a family and its family genetic analysis
LIANG Weida*, ZENG Jingwei, XUE Jiaquan, LIN Yue, CHEN Xiaolong
(Clinical laboratory of Foshan ChanchengHospital, Foshan, Guangdong, China, 528000)

[ABSTRACT] Objective To identify a novel mutation of thalassemia gene in a family and analyze
its heredity. Methods Phenotype of the family members was analyzed by Hemoglobin electrophoresis, PCR-
reverse dot blot was used to detect the genotype of thalassemia and Sanger sequencing was used to identify the
novel mutations. Results The father of the family carries alpha-SEA genotype, the mother carries the rare
thalassemia genotype of IVS-1I-55 (T->G) and IVS-1I-119 (-G, +CTCGCCC), and the son inherits alpha-
SEA and the rare thalassemia genotype. Conclusion A new type of HBA2 gene mutation was found in

Guangdong. When the genotype was found to be inconsistent with the hematological phenotype, sequencing

should be carried out to avoid misdiagnosis.

[KEY WORDS] Fhalassemia; Alpha-Thalassemia; Geneticanalysis
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Figure 1 Genotyping results of thalassemia in family
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TLRs {5538 i, I RT3 (AR
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Changes of lung function and immunocytokine levels in children with asthma before and
after treatment with Pulmicort-Respules combined with montelukast

YU Zhonghong™, XIE Shenghui, LIU Zhurong

Department of Pediatrics, Deyang People’s Hospital, Deyang, Sichuan, China 618000

[ABSTRACT] Objective To analyze the changes of lung function and cytokine levels in children
with asthma before and after treatment with Pulmicort-Respules combined with montelukast. Methods 86
children with asthma treated in our pediatric department from March 2018 to March 2019 were selected, 4
patients withdrew midway and 82 patients were finally included. According to the treatment method, they were
divided into a combination group and a single group, with 41 cases in each group. The single group were
supplemented with montelukast sodium chewable tablets based on conventional treatment, and the combination
group were supplemented with Pulmicort-Respules based on treatment of single group. Pulmonary function was
compared between the two groups before and after treatment, including forced vital capacity (FVC) , forced
expiratory volume in the first second (FEV1) , forced expiratory volume in the first second/forced vital
capacity (FEV1/FVC). Clinical efficacy, duration and times of asthma attacks before and after treatment were
compared. IgE, TSLP levels and TLRs expression in peripheral blood were analyzed. Results After
treatment, the levels of FVC, FEV1, FEVI/FVC in the combination group were higher than those in the

single group. The decreasing of IgE and TSLP levels was more significant than that of the single group, and
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the difference was statistically significant (P<0.05). The changes of TLR2 and TLR4 expression in the

combination group were more significant than those in the single group, and the difference was statistically

significant (P<0.05). There was no statistically significant difference in the times of asthma attacks and duration

between the two groups before treatment (P>0.05) , while the times of asthma attacks and duration of attacks in

the combination group were lower than those in the single group after treatment (P<0.05), and the total clinical

effective rate of the combination group was higher than that of the single group (P<0.05). Conclusion

Pulmicort-Respules combined with montelukast can improve the lung function and immune function of children

with asthma and participate in the regulation of TLRs signaling pathway. The clinical effect is significant and it

is worthy of promotion.

[KEY WORDS] Bronchial asthma; Inflammatory response; TLRs signaling pathway ; Immune function
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PR\ Ki-67 PR 5 LA B i B A6y 77 00 i i B R L ER 5 2 UG,
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Correlation of ER, PR, and Ki-67 status with the efficacy of neoadjuvant chemotherapy
for breast cancer

DENG Dingmei*, YE Xian, WEN Runyao, ZHANG Yujuan, YE Jiansen

(Department of Mammary Gland, Dongguan People’s Hospital , Dongguan, Guangdong, China, 523000 )

[ABSTRACT] Objective To explore the correlation between estrogen receptor (ER) , progesterone
receptor (PR) and Ki67 antigen (Ki67 antigen, Ki67) status and the efficacy of neoadjuvant chemotherapy for
breast cancer (BC). Methods From December 2015 to May 2020 in our hospital, 216 breast cancer patients
received neoadjuvant chemotherapy before surgery. Immunohistochemical staining was used to detect ER, PR,
Ki-67; evaluate the efficacy; analyze the relationship between ER, PR, Ki-67 and the efficacy. Results The
total effective rate was 87.04% (188/216) , and the pathologic complete response (pCR) was 15.74% (34/
216). The positive rate of ER and negative rate of PR increased after chemotherapy, and the difference was
not statistically significant compared with before chemotherapy (P>0.05). The Ki-67 negative rate after chemo-
therapy was significantly higher than before chemotherapy, and the difference was statistically significant (P<
0.05). There was no significant correlation between ER, PR, Ki-67 status and the efficacy of neoadjuvant che-
motherapy (all P>0.05, r=0.632). The negative expression of ER was an independent factor predicting the
pCR of neoadjuvant chemotherapy, and the difference was statistically significant (P<0.05). Conclusion
There is no obvious relationship between PR and Ki-67 status and the efficacy of neoadjuvant chemotherapy
for breast cancer. ER was negatively correlated with the efficacy of neoadjuvant chemotherapy.

[KEY WORDS] Neoadjuvant chemotherapy ; Breast cancer; Ki67 antigen; Progesterone receptor; Es-

trogen receptor; Correlation analysis
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b, AR 8 X T U 25 T AL TR YT X4
EITROEAF R BA T EEWNE L MR
(estrogen receptor, ER) 27 Z 521K (progesterone re-
ceptor, PR) ) & Ki67 #7151 (Ki67 antigen, Ki67 ) 211
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1995 72 0TS0 5 12 5 s 305 7 B T 30, 2y
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HRE A BB G R A Ok, B kR ;@Y
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QB PEFLE ; DA HAENEINRE ; ©IF R PRI
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1.2 i
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Aventis Pharma S.A. [E 2§ #E5~ 120000104 , 40 mg:
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H20170037),440 mg; REAGTEHIZ5 A R A F] , FE 250
¥ H10920028 ) ,0.1 g; IFZ 2k 5141 (Roche Diagnos-
tics GmbH, i [ 24 ENHIES $20180029),420 mg.

B B ALY 7 A4 0 B AC-T (MEZE Lk A&/
RFHA BB Y B2V Mh3E) 15 #i) AC-TH
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ZERAPL) , 140 9] TAC fLIT7 (2 PUfhFE k3 L AL/
FEIE FRBEME) , 11 6] TCH(Z U8 40 |
M Z 2R bt ) , 13 191 TCHP {by7 (2 P4 Ab3E 40 il
TR BHURIMAZ IR BT o A0IT 2~6 N7 RE . 134
BI5E R E T % . AT R AT TR . R 2
Il ARG RAS, AT e B F e o, gl gl
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1.3 WMEIEbR

FIERRAET B (x400) T HC10 M8, 1155
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ER . PR %) 2 35 1% 0 W88 40 H e 6o LL 9l i 55 T
10% 4 FH P, 41 B 3% 65 L 9K T 10% 24 B 4 .
Ki-67 HU i 19 23515 00 0 < & T 5% R FH %, Ki-67
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GEHATVE A HE TR A e T8 5

I BRIPA AR IE" 5 I R 56 42 2% f#% (clinical com-
plete response, cCR) : It A H Frdig k58 15 K 5 I
IR B 57 2% fi#t (clinical partial response , cPR) : H b5k
Kb ) AR RIS T 55 4 =30% 5 95 955 £ 5 (stable
disease,, SD) : ELA& 4 /MK T 30% 384 1AL T 20% ;
¥ it J& (progressive disease, PD) : A # ik kb, B
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ZE 34T, 4 18] R BE 35 oR FH LSD-t 4 56 5 Pearson
Z K05 B ER (PR Ki-67 5 3 i B AL J7 7 %09 A
Ko s SR L & £ [ K 40 1 ER (PR (Ki-67 il
WAL TTI7 00 I R (B . P<0.05 KR 22 5% A 4t

=S
2 &R

2.1 ER.PR I ki-67 ik
ER PR Fll ki-67 7£ 41 % &3k , 4 fokitR , 8%

(0, B8 €0 ER Fl ki-67 23K 1% %% PR B 14

A ER Y35 KN (4.09£1.05) ; PR YL (035 %L

H(3.17£0.92) ;ki-67 JL A F5 50 (4.371.21) ; IR AH

b2 S A 5t )o

¥ TETETE

BEl1 ER.PR#ki-67FEFHME (SP,x400)
Figure 1 ER, pr and ki-67 protein expression (SP,x400)

2.2 FLAYE B B Bk T Ak
1EIT )5, cCR B E 4 83 141](38.43% ) ; cPR Hi ¥

H 105 ] (55.85% ) ; SD & H 20 1(9.26% ) ; PD
BEA 81 (3.70% ) 5 A1 %% 188 14 (87.04% ) pCR
BEA 3461, 5 15.74%
2.3 {LJFHT.J5 ER PR DL K Ki-67 35 LR

fBJ7 5 ER FHPEZR PR BAM: 8 TARIP R, 22
SHG A E X (P>0.05) . S5I7RT L, b)T )5
Ki-67 BRI 1, 22 R A g1t 22 3 X (P<
0.05), W31,
2.4 ER.PR DI Ki-67 R 5778k B AH KM

ER PR . Ki-67 BRZS 51l R 7 R0 T i 34
Kt (P>0.05,r=0.632) ; 15 ER BH 14 LE , ER BT
2 pCR ¥ 7, 2 A G414 & L (P<0.05) ; 5 PR
FHPEZH EE , PR B 4H pCR B &, 2 R A S it 24 &
X (P<0.05) ., Ki-67 FHPELLS5BAMEZ pCR e, 2257
TG #m L(P>0.05), LF2,
2.5 ER.PR.Ki-67 Flil#H B ALy 7 sony s 8 2
g3

ER PR Tl pCR f1¥ P PE 2 155K 5 3 i 1 FH Ak
Rk, ZFAGIH2#E L (P<0.05) ,ER PR il
cCR I ER B R R E & THMRILAR, 2RA
GiiteF L (P<0.05) . Ki-67 kAN HE ] T 1
pCR.cCR, R T4t L (P>0.05), WK 3,

R 1 WITETJE ER.PR AR Ki-67 RiALEE [n(%) ]
Table 1 Comparison of ER, PR and Ki-67 expression before and after chemotherapy [n(%) ]

15 ER PR Ki-67
- FH-P: [iRES FHE [iRES FHAE B
AL R 140(64.81) 76(35.19) 138(63.89) 78(36.11) 134.(62.04) 82(37.96)
175 168(77.78) 48(22.22) 120(55.56) 96(44.44.) 98(45.37) 118(54.63)
71H 1.675 0.532 7.649
P{H 0.098 0.167 0.024
%2 ER.PRUEKi-67TRESFTHBIERYE [(n(%)]
Table 2 Correlation between ER, PR and Ki-67 status and efficacy [n(%) ]
i ER PR Ki-67
- FEE (n=140) Bt (n=76) A (n=138) Bt (n=78) FAME (n=134) B (n=82)
c¢CR 42(50.60) 41(49.40) 38(45.78) 45(54.22) 46(55.42) 37(44.58)
cPR 78(74.29) 27(25.71) 77(73.33) 28(26.67) 70(66.67) 35(33.33)
SD 16(80.00) 4(20.00) 18(90.00) 2(10.00) 13(65.00) 7(35.00)
PD 4(50.00) 4(50.00) 5(62.50) 3(37.50) 5(62.50) 3(37.50)
pCR 16(47.06) 18(52.94)" 13(38.24) 21(61.76)* 27(79.41) 7(20.59)
718 2.965 1.746 3.521
PAE 0.321 0.543 0.695

TE S5 HMEH L, P<0.05

2.6 ER.PR Ki-67 BllHHHEI P 2R 54T

ER [AE 521l pCR <7 N R, 2 764
423t 2F s X (P<0.05) ., PR.Ki-67 A&7l pCR .
cCR AL &K (P>0.05) . W 4,

3 Wig
B B ALY 0 A R R A AR AT 24 B
5, PEAL B BT RCR , O TR R 2 A AT A B



- 86 - SFEWSIRITAGE 2021451 %135 %51 J Mol Diagn Ther, January 2021, Vol. 13 No. 1

&3 ER.PR.Ki-67 LT T R R E R 47
Table 3 Single factor analysis of ER, PR, Ki-67 in

predicting the efficacy of neoadjuvant chemotherapy

EWKNE n pCR  yfH Pfi  cCR 71H PH

ER PHYE 140 18(12.86)
BItE 76 16(21.05)
PR BHPE 138 13(9.42)
BATE 78 21(26.72)
Ki-67 FHYE 134 27(20.15)
BTE 82  7(8.54)

42(30.00)
41(53.95)
38(27.54)
45(57.69)
46(34.33)
37(45.12)

8.420 0.003 7.492 0.004

4.967 0.005 5.413 0.008

0.157 0.349 0.209 0.241

697 BARIT T E e R AR S B X AR
L ARIT IR T B A AR 87.04% , Horp pCR
15.74% . AW 45 R 5k R B A .
WF T e B 40 BB BT 4 Bl AR 7 IR N SRk, e 2k
B AT ARTT BN BB B ST AL, AT RE s TR
AN RN o A TR 365 9 TN D] B i 3 e A
KU ARy 7 =X

ER PR 2 —FPil 15 & 1, 2 MM E 2K, fig

&4  ER.PR.Ki-67 Bl HH#BIL T I 0 & B R o 4
Table 4 Multivariate analysis of ER, PR, Ki-67 predicting the efficacy of neoadjuvant chemotherapy

e peR cCR
- B BAE Wald/* i  OR{H 95%CI P BAE Wald/y*{i  OR1{H 95%CI P1H
ER -1.654 11.123 0201  0.074~0.358  0.074 -0.903 3.562 0.359  0.103~1.132  0.002
PR 0.305 0.087 1132 0.311~4.516  0.695 0.175 0.091 1.086  0.415~2.679  0.583
Ki-67 0.192 0.093 1.187  0.403~4.328  0.412 0.614 0.834 1.578  0.562~3.483  0.675
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g R 2 R GE 45 RAFAE i e o IRBL TR 3 KpE
AT 2 PO

Zi ik, PR Ki-67 IR 5 ZLIRIE B 40 Bl 1L
SPIT A TC B B3 &, ER 5 3L 0l Bh Ak T o7
AR AKX,

Sk
[1] Ramteke P, Seenu V, Prashad R, et al. Alteration in steroid
hormone and Her - 2 /neu receptor status follow ing neoadju-

vant chemotherapy in locally advanced breast cancer: Experi-

ence at a tertiary care centre in India [J]. Indian J Cancer,

2016, 53 (3):366-371.

(2] pef, 7%, W5, 45 i Z IR B G 2882 B E i
A6 I7 A HER-2 FH 5L MR 5 K 1A 400 i 494 30 452 2% A 2 Wi
[J]. MRg BR2F B 24, 2017, 23(20) : 2818-2821.

[3] LiH, Yao L, Jin P, et al. MRI and PET/CT for evaluation
of the pathological response to neoadjuvant chemotherapy in
breast cancer: A systematic review and meta - analysis [J ].
Breast, 2018, 40(50) : 106-115.

(4] INDH WA, 254 . FLIRE T IncRNA ITGA9-AS1 &3k
50 IR AR BOR R DAL T AL R R [T ). A T SR
JT A, 2020,12(09) : 1264-1267.

[5] Johnston S, Puhalla S, Wheatley D, et al. Randomized
Phase II Study Evaluating Palbociclib in Addition to Letro-
zole as Neoadjuvant Therapy in Estrogen Receptor - Positive
Early Breast Cancer: PALLET Trial[J]. J Clin Oncol, 2019,
37(3):178-189.

[6]  HREHL, 222 . 2015 R YU Ur 2 FLARIE 2 TR 98 1
SRAED  AMRHR R (1], AR FLRE A4 A (R T AR
2016, 10(1): 1-5.

(7] ZEoR%EEEHIY Bl B Ak yT X5 7L M T AR B % ER (PR
HER-2 J¢ Ki67 B2 0 [T]. R a4l e, 2020, 35(17)
3186-3189.

(8] #5355, Thy A L ANIR) [ 2 Bof I % 2L i i e 9
JEFFIR I 21 ER (PR SR AL YL CL i 5w [T ], 1 PR 2 2
o550k, 2020,5(21):27-29.

(9] Eisenhauer EA, Therasse P, Bogaerts J, et al. New response
evaluation criteria in solid tumours : revised RECIST guideline
(version 1.1)[J]. Eur J Cancer, 2009, 45(2) :228-247.

(10]  EJCHE, FEA, BRfm, 5. 80l oAby o 3L 8
ER PR .HER-2 % Ki67 #3515 M [ 1], V4 42 38 58 K 22
i B2, 2018,39(4) £ 542-545.

(11] sk3, B, a2 FLRE B ALy W 2L ER |
PR \HER-2 } Ki67 7K~ (506 [ ]. I R AN S g B2 2 A
2019, 18(8) :839-842. (TF4:% 90 )



TR SIRIT ARG 20214E1H %5134 %811 T Mol Diagn Ther, January 2021, Vol. 13 No. 1

A I miR-21-5p #R X 2 IR L A AEA LA
N TEERs4s R o (e

Rm* FA=E EAME FREH RKREH

[ E] B BN miR-21-5p k0 S A S HLL 4 O (PCOS) A% 4 A TR (1UD)
LERBTNME . FriE HEPR 2017 4F 1 H E 2019 4F 12 A W8] 7E A Bi 1232 TUL 1Y 178 5] PCOS A28 f8 4
Yk PCOS 41, [l A Y 102 ) A 288 1 1E % HLE IS © 8 LobE A 0 B, R #ME 1 miR-21-5p A9 2%
IBIKF H KT PCOS 4R35 TUT 45 J5) I 70 DA e R A 9 AN AR e R 4T 0k , 5 T ROC il £ 231 miR-21-5p X TUT
25 R ) NN B R logistic [FTUA 2347 TUT 25 ) Y52 IR N 3 . 255 PCOS 41414 IfiL miR-21-5p #3k
IKPARTF R IR, 22 545 Go i T2 2 X (P<0.05) H. PCOS 21 A I PR 40 0% 28 3% 149 8] 1fiL miR-21-5p 2% 357K
AR T PR AT R 5B 2, 22 A i35 1% L (P<0.05) ; 2 ROC #1Z8 43 H7 , miR-21-5p Xt PCOS 41 £ % TUI 4%
Jey ELAT O A 5 28 logistic [71 5 43 , miR-21-5p Ht 17 # FC A R L #5801t 4% H 2 PCOS 4138 4 UL IR
R R R, Zi PCOS AN H M I miR-21-5p 25k /> H 6 TUT 45 J5 BA wANH .

[X821A] ZWIPHELESIE; A% miR-21-5p; A TH2H

Predictive value of miR - 21 - 5p expression in peripheral blood on the outcome of
intrauterine insemination in infertile women with polycystic ovary syndrome

ZHANG Li*, LI Youyun, WANG Yongchao, XING Sujuan, ZHAO Huiling

(Department of Reproductive Medicine , Xinxiang Central Hospital, Xinxiang, Henan, China, 453000 )

[ABSTRACT] Objective To study the predictive value of miR-21-5p expression in peripheral blood
on the outcome of intrauterine insemination (IUI) in infertile women with polycystic ovary syndrome (PCOS).
Method 178 PCOS infertile patients who received IUI in our hospital from January 2017 to December 2019
were selected as the PCOS group, and 102 married and fertile women with normal menstrual cycle in the same
period were selected as the control group. The expression level of miR-21-5p in peripheral blood was detected.
The IUI outcome of PCOS group was judged and divided into clinical pregnancy patients and non - clinical
pregnancy patients. ROC curve was used to analyze the predictive value of miR-21-5p on IUI outcome, logistic
regression was used to analyze the influencing factors of IUI outcome. Result The expression level of miR-21-
5p in the PCOS group was lower than that in the control group, the difference was statistically significant (P<
0.05), and the expression level of miR-21-5p in non-clinical pregnancy patients in the PCOS group was lower
than that of clinical pregnancy patients, the difference was statistically significant (P<0.05) ; by ROC curve
analysis, miR-21-5p had predictive value on IUI outcome in the PCOS group; by logistic regression analysis,
miR-21-5p, anti AMH and the number of dominant follicles were influencing factors for pregnancy outcome of
the PCOS group. Conclusion the expression of miR-21-5p in peripheral blood of infertile patients with PCOS
decreases and has predictive value on outcome of IUI.

[KEY WORDS] Polycystic ovary syndrome; Infertility; miR-21-5p; Intrauterine insemination
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PR TCHEO M AR 22 i) EE RN, N T #2K (intra-
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20 NGB B 1 R 3 (hCG) 250 pg, 24~36 h )&
AT TUL, TUL J5 i AT 80 3, 20 7 B 1R T g 2
100 mg AR 2 %/ H &SR 14 d.
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5 PCOS 4 I R PR 4 (0.41£0.13) LR,
e PR A 1% #  (0.63+0.17) 48 & 1l miR-21-5p )
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FIE KO- AR, 22 R A ST E X (1=6.497,
P<0.05)
2.3 miR-21-5p Hil il PCOS 41 £ & IIfe IR 4F: Uk /Y
ROC Rk 5 #r

224 miR-21-5p Tl PCOS 4H i % U1 J5 it
4 PR i ROC i 2k, th 2 T M ALK 0.852 (95%CI
0.785 4~0.919 1, P<0.001 ) , HR 45 £ 5 5 Bdne K AL
2 S A AR BT (B R 0.522 , 248 W B 7000 11f PR 4 Uik 1)
R 85.71% Fi 7R 76.00% . WK 1,

100
80

60

RIYIE (%)

40

20

8 T T T T 1
0 20 40 60 80 100
A (%)

1 miR-21-5p il PCOS 48 & & G AR ST IR AT ROC Hi 2%
Figure 1 ROC curve of miR-21-5p in predicting clinical
pregnancy in PCOS group

2.4 PCOS 41 Hilfi IR 4 Ui 28 3 55 R R I Uik A 3
Il PRGERH LA

PCOS 4 "1l R 4T 8 S8 3 5 A% I R 4T O A8 5
Fo48, 4R . BMIL.FSH . LH & fHE U0 5 i) 22 %
Giit2p B L (P>0.05) , & HECE M AE . AMH AL 3
U H M2 5 A g8 L(P<0.05) . WLk 1,

&1 PCOS BHIfKREIREE S KA KEIREE K H
BIELE [n( %), (xxs) ]
Table 1 Comparison of clinical data between patients with
clinical pregnancy and patients without clinical pregnancy in
PCOS group [1n(%), (x+s) ]

Gier MOREEIREH RIGREREA | oo

(n=28) (n=150)
(%) 32.04+7.56 32.98+7.92 0.580 0.562
BMI (kg/m?) 23.94+5.67 24.55£7.93  0.389 0.698
FSH(U/L) 6.51+1.24 6.84+1.05 1.482 0.140
LH(U/L) 8.74x1.21 8.48+1.46 0.886 0.377
AMH (ng/mL) 10.92+2.81 8.37+2.14 5.492  0.000
EEMEIAE  2(7.14%) 38(25.33%)  4.481 0.034
P o E=2 1 22 74 8.119 0.004

2.5 PCOS 4 ¥ 4L UR %, 5 5 i K 2 11 logistic [7]
534

LA PCOS 21 [ # GE iR 25 ARy A8 5, LURE iR
BEHREREREE BN ZE ST A%
T2 R RN A AR &, #6177 logistic 11443
Hr Al Al : miR-21-5p , AMH {5 # 5y £k H J& PCOS
HEBF IR R H R, Wk 2,

R 2 PCOSABFETIRE [ E R logistic |13 547
Table 2 Logistic regression analysis of influencing factors of

pregnancy outcome in PCOS group

ISk BIH ORMH  95%CI Waldly* {5 P&
miR-21-5p 0472 1441 1.173~2.485 6.575  0.002
AMH 0.547 1227 1.027~2.916 3.048  0.041

B EIMSE  —0.374 0.839  0.636~1.744 1.171  0.203
LAGIE  0.557 1.328  1.093~2.474 4775 0.032

3 it

TUT 29697 ANZRE & F B9 40 B F B il ok 548
VAR5 ORS W ACE IR SR T B/
RIT I BRIBEIE ARZ AR, o THEEEZ.
PCOS & AN Z2 115 WL R 2 — 6 F R 25 5 4
YR TS A BE 4T UR /Y PCOS (3%, TUL J& — &G 97 7
2%, {H 2 IULJAYT PCOS N2 1) 4T i R, 5%
M) 4 A 245 Jmy 1 R 28+ 93 52 2% , A S 9 0 F- AL
KIEA M,

NS At DR s e 1 ot AE B e, AR
F6 U155 N A7 B B0 3 A B S R O R IR M Y
fE 1. AMH FH 52 0076 & BT 530 , 2 J Bk BT 5 i
FINRERBRABFE B , 7E PCOS % i P v 52 B 1 %
G AMH 43 S s 2 AR E NI
{5 HBFSE , AMH Xf PCOS A28 (3 TULIG YT Y JH
SIIBCN  R2 Jg Yo 5AT TN A {8, 00000 ] 4 BT
) ROC Rl 28 1 ALk 0.731 17 70 4 U 45 )=y Y
ROC £k F mi B 0.585, 4 715 f2 9K O 55 4% 45 T g
PEA R R AMH Xt PCOS ANZ2 i 3 TUL 45 =) B oA 7
AR, (EL T AL BE 455 \ROC HHZE T 1 A4 /N o
R, 75 25 -4k % PCOS N2 (35 TUT 485 Jy HoAG
5 T AR RE 18 A o

TR A 2 OF S A DU BB A I, PCOS &
S Aok R T R 4 i 1 e R O T 2 DR e A
FEUR R 0P 30 By B, 0 T B B 2 A i AR
miRNA S50 20 i 384 5 K 7 7~ T 22 9 i R 4% 43
TR AR B B T R 78 PCOS K BB
Hrf miR-21-5p (YRR Pk /b, i 3K miR-21-5p g
% 40 ) 5P SLBORL AN MU T AR A R R
miR-21-5p Fik i/ 5 PCOS ANZE 1 K& 445 5, Al
REPLRE miR-21-5p IR A HE T OB 4 ML g T
A UROY A= WA IE K e F P

PCOS AN (34 TULIRYT I dE R 45 )= 11 5 i)
K%, BN 2T XI5 3R AMH L #00
WA H N 2 WG 146 55 24 02 PCOS AN 22 /8 35 TUT
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iR R R ARV A AL RTHERR T ]
RES A TUT 25 Jay 19 55 PER F I 2%, % miR-21-5p J&
At I R P28 X6 TUT &5 )R 52 i 247 T logistic 17
P43 H7 , 45 5 7 - miR-21-5p . AMH A5 38 5P 0 %k
HJ& PCOS N B H i IR 25 R s R K . Ho
miR-21-5p 5 PCOS /N2 (8 35 U R 445 Joy #H 56 1) 45 1
55 miR-21-5p 101 J0RE 40 At 08 1= 9 2 9 2F A W)
A, WS AR B4 % B PCOS AN TULIR
7 5 AN R AT IR 34 miR-21-5p Feakigi /b (1 245 - —
H; AMH LR £ H 5 PCOS A4 [ 5 dL iR 2h
JR ARSI 25 S5 [ N O A ST T 25 SR — 2
25 L Frik , PCOS A2 3% A1 & 1l miR-21-5p
FIRW > HXF TUL 25 Jm) BAA BN (E , A K miR-21
-5p A 1] fE )l A AFSE PCOS A28 43T HIL ] B 5

&% 3k
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UA .DD e HCY 7K PR a1 56k ik 22 & 4 45 PCT AR
Je WA 55 )

#wmer RS RETE FAAR

(5 =] B# FiTMmRER (UA) D Bk (DD) K [a] B2 & B2 (HCY ) /K - X 2P i ik 4 4
TE(ACS) B3 28 B s R B kA A (PCD) AR J5 FRHRARAE RS2 . ik 3£ 2016 4F 6 J & 2020 4F 9 A A
B AL BEFRIA YT 1 96 1] ACS [, M4 PCL A J5 45 JC FRK B 28 434 : PCLAR J& PR A= 41 (46 1], Hoh 42
FERRAE 22 9], WP BE RS 140, S BERRAE 10 1)) \PCTA G A FRUBRAS 4L (50 6] , 435905 EE 2 20 RO [ 2
W) ACS i UA DD Jt HCY /Ko 0 A 5% I ACS & PCT AR Ji P I A 2 1 FH 6 A 1 TR 3%
LR PCIAJEFIRA 4 DD \UA HCY /K V-3 18 3 5 T PCIAR 5 R FRR A4, 2R HA S8
M(P<0.05), B ACS 3 DD \UA HCY /K- T BEpe 78 SR BE S ACS (83, 2 BA Giit
2 X (P<0.05), FPREBRAE ACS #i3 DD UA (HCY /K V5 TR A2 1Y ACS H4 (P<0.05) . IR
s OWERR I R IH MO WULEE ST s R PCT s H XU 5 DD 53 T+ L UA 8 T+ CHCY S8 THE R
SR ACS i PCL AR5 BB 28 W Ik ST fG 6 IR 2 (P<0.05) . DD UA HCY K = F B &K RCC il £k
AT :0.883.,0.677.0.768 .0.943 , FAE AR F I AL AR K. 458 DD.UA HCY —
FHIA KX ACS B3 PCLA 5 5 WK P B 28 & A 0 To0I AN (58 85, e PR ASE R A B o

[(483] UA; DD; HCY; Sk IKZR A 1E; PCIAR

Effects of UA, DD and HCY levels on re - stenosis in patients with acute coronary
syndrome after PCI

YANG Xu*, JIA Yadan, ZHANG Yunfei, GUO Shuling

(Department of Cardiology , Xuchang Central Hospital, Xuchang, Henan, China, 461000 )

[ABSTRACT] Objective To explore the effect of urico acid (UA), D-dimer (DD) and homocysteine
(HCY) levels on the re-stenosis after percutaneous coronary intervention (PCI) in patients with acute coronary
syndrome (ACS). Methods 96 ACS patients treated in this inpatient department from June 2016 to September
2020 were seleted. According to whether there was re-stenosis or not after PCI, they were divided into: re-
stenosis group after PCI(46 cases, including 22 cases with mild stenosis, 14 cases with moderate stenosis, and
10 cases with severe stenosis) , and non-re-stenosis group (50 cases) after PCL The levels of UA, DD and HCY
in the two groups and in ACS patients with different degrees of stenosis were compared. The related risk factors
that affect ACS patients with re-stenosis after PCI were analyzed. Results The levels of DD, UA and HCY in
the re-stenosis group after PCI were significantly higher than those in the non-re-stenosis group after PCI, the
difference was statistically significant (P<0.05). The levels of DD, UA, and HCY in patients with severe
stenosis were higher than those with moderate stenosis and those with mild stenosis. The difference was
statistically significant (P<0.05). The levels of DD, UA and HCY in ACS patients with moderate stenosis were
higher than those in ACS patients with mild stenosis (P<0.05). History of hypertension, diabetes, history of

AR B A B FAHEOOT R (A3 ) A (LHGJ20191117)
A 43 G W P E RS BAE, T, % 8 461000
*BAZAEF e, E-mail : wang73584chen541@163.com
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old myocardial infarction, history of previous PCI, history of stroke, abnormal increase in DD, abnormal

increase in UA, and abnormal increase in HCY were independent risk factors for re-stenosis in ACS patients
after PCI (P<0.05). @The area under the RCC curve of DD, UA, HCY and the three joint detections were
0.883, 0.677, 0.768, 0.943, and the area under the curve of joint detection was the largest. Conclusion The

combined detection of DD, UA, and HCY has a higher predictive value for the recurrence of coronary artery

stenosis after PCI in ACS patients, and has great clinical value.

[KEY WORDS] UA; DD; HCY; Acute Coronary Syndrome; PCI

2 M et R 3l Ik £5 & 1iE (Acute coronary syn-
drome, ACS ) J&— A 2tk Co LR Il 5 | 2 A , DA
Jegde | AR A R R B 2o 2 e TE IS
& REIEZED . KEHERURNGE ACS BE TR
K, FRTIG R 3200 1 28 K R B kA A (Percuta-
neous coronary intervention, PCD) ARJGYT , LU
TEFESNNK , FEIRIET %, s S 5 ™ ARG
I, — S AR AR AE S O O R T R AR AR
(1271 E=g av S A R E R/ N K= E L IR SR E 2
SEFARAEY . MRIR (Urico acid, UA)EN &/ ACS
GRS 3R, HX ACS S5 PCLAR J5 FRKBEZE 152
e J5 T AR & w20, BEAE 2 i, D — R 1A (D-Di-
mer, DD) 7E H M ACS J 3 T 1 R B0RE Rl 5 B
B JTAEK, DD K JR) R B 2R (Homocyste-
ine, HCY) 5 ACS &A= AH S — B2 Im IRIFFE 1)
PR AR SE R, 3 T RE N ACS i3 PCIR
Je R A ZE B 0 S w0 R Z T A SR R A
ACS B IL7E UA DD } HCY 7K-F-Xt PCI AR J5 Fi
UOHZAE I SE M IR A5 A0 T o

1 ARSI

1.1 — Bk

Xt 2016 4F 6 H 2 2020 49 H AR BEE B IATT
[ 96 5] ACS F# B I R P RHIEA T ICAE BE P, AR
i PCL A J5 A JC P IR B % 43 0 - PCLAR J5 Pk Bk
7820 (46 1], Horb e BB 2 22 ), v BE B 14.491]
B 10 4) (PCI AR J5 A FRR B A= 41 (50 i) .

AN HE : OIFF G A B2 2 2500 18 e 7
Gy 2l W2 W ACS BYAH SC 2 WibrifE™  @4F il
1E80 % LIT s @FITEABE A 1 8 M 37t PCT AR .
HeBR bR : DG I MK RGeS g |
JUE T DIRe AN 2 QFEA R R, B A ST
34~ H W R A 520 UA .DD K HCY 7K -1 254
H QM E RSP (=75% ) F . 2 4B E R
LR EZE R TG E L (P>0.05), W&,

®1 2HBEELFERLE (2(%), (x25)]
Table 1 Comparison of baseline data between 2 groups
[n(%),(x£s5)]

, el PR Pk
amo o 7 (%) (kg)
PC%;%E@JT& 46 26(56.52) 20(43.48) 55.41%£3.31 63.54+1.23
PCl ;’;gjgjﬁﬁﬁ 50 28(56.00) 22(44.00) 55.48+3.39 63.62+1.31
1y H - 0.003 0.102 0.308
P{H - 0.959 0.919 0.759
1.2 ¥k

1.2.1 DD . UA /K546

PCI A5 1 h WA Bk rh & BRI , & T &R
PR e AR TR 2O LH B0 (3 000 t/min, 15
min) . H 400 wL Il 3 3% K, >k H 4 SYSMEX
CA7000 4= [ 3/ IfiL 5 53471 {3 i 3857 £ k2 DD
K o I DD IE# % {H : 20~400 pg/L™, RH]
TIN5 25 6] A2 77 19 BS-400 B4 [ 8l 2E AL 43 B AY
R UA AR A A R 7™ At e HR 0 B A 7o I
5 UA IE% 5 %11 : 90~420 wmol/L"’,
1.2.2 HCY /KA

FIr AT B TR A 56 R0 R R B ik I
K JFAE B B2 I 52 1035 Hey /KF . 13§ Hey 1E 3
SH Al :5~15 pmol/L,
1.2.3 stk s

SR Aar 22 TRORI S 2y A i AL (S
FD20) , 2K 5 1 JTudkins ¥ 55 FF A H #1731 81
SRS o 15 45 240 P RLRI 4T 22
K S A3 BT vkl [ 438 R O 5 2
WK 2 A SR B Bk i 5% B AR N R AR =50% 4 A
SR PCLA G FRRBeAE ™ I 55 B0 Ik ks A s 1
R <39% N JE KA, 40% ~T5% Sy E Bk
A >T5% N ERRAE
1.3 WELFE R

WA FRE i ) k), AL el R s IR
9 SR TH O ILBE BB s B A PCT s | v XU 58
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o SEXTH PCTR J5 PR IR B 75 2 ) PCL R J5 R F:
WM 4H DD \UA \HCY /K,
1.4 G5k

K SPSS 22.0 #AF AT S 150 B, TR KL
(%), R ks TR ORER H (e £5) 4
W AL AT ¢ K 58 s Z 4R LU ERAT F RSG5 52
PCI AR J& BB % (1) 40 G P & R H Logistic 710543
Br; 2 ROC £k, LL43 4 DD \UA \HCY K& =3
A R I X PCT AR & R0 B 7 g S0 AN {8 5 LA P<
0.05 K2R BA G753 L,

2.2 ANEBAFEE R ACS % DD UA HCY /K
Lo

& E A ACS ¥ DD UA HCY K ¥ i& T
B AR R FE B2 ACS R, B R A BT
M (P<0.05) . "1 EEBEAE ACS ¥ DD, UA HCY
KT TR A 19 ACS 1%, 22 RA G4 %
M (P<0.05), WL#3,
#x3 REHREREERACS 2E DD.UAHCY KFELLE (x+s)

Table 3 Comparison of DD, UA and Hcy levels in ACS

patients with the same degree of stenosis (¥ +s)

205 n  DD(pg/L) UA(pmol/L) HCY (wmol/L)

2 &R REEMAE 22 422.11x19.08  453.36+20.72 25.88+7.30
EEAE 14 4459122217 485.18+23.60  32.69+10.55
2.1 2% DD .UA .HCY 7K b4 WA 10 469.03+27.25 500.35+26.68  30.88+12.95
PCI A J5 B Ik 8275 241 DD . UA . HCY /K- 5 FiE - 17.110 22.340 7.410
ERERUS SEE > > / 2 Py - <0.001 <0.001 0.002
Hi T PCIARJE R FUORAL, 25 ARG R ) ] o
Y (P<0.05). WF2. 2.3 I ACS M PCIA G A ) M X
EX i

x2 24 DD.UAHCY KFLLE (7+s) B S OB B R H MO UL B s
Table 2 Comparison of DD, UA and Hcy levels in 2 groups #EPCI o h XU 5 DD 5% FF e UA B Fh s
o) HCY 53 T WAL ACS 1% PCLAJS R B
DD UA HCY .
4151 nuel) (umolL) (umorn)  WASIAEREHE (P<0.05), W4,
PCI7k *}:Eﬂeﬁ%kﬁféﬂéﬂ 46 454.32+26.37 478.35+22.77 29.65+8.72 2.4 DD .UA HCY F = F B4 K% i ACS
PCI ARG KRR 50 359.08+19.20 305.15+15.65 13.65+5.54 . . — .
tH - 20.344 43.727 10.819 1%\%‘ PCI ﬁﬁﬁ:ﬁ\ﬁ%@ E‘ﬁﬁ(ﬂﬂ ’ﬁl\ﬁ
DD \UA HCY J = #H K5 Kl RCC £ T

P - <0.001 <0.001 <0.001
T4 EWMACS BEEPCIRAEHEAMENHEXEZSH

Table 4 Analysis of related factors influencing restenosis in ACS patients after PCI

skt ESE il ZHE BT

' OR{H 95%CI PiE OR A 95%CI PiE

AR (%) (265 vs <65) 1.139 0.713~1.513 0.569 - - -

PR (F vs L) 1.658 0.892~3.081 0.644 - - -

SR (5 vs AR 1.791 0.325~1.616 0.119 - - -
(R IR S (A7 vs TE) 1.716 1.236~1.497 0.010 1.598 1.364~1.885 0.023
BRI A vs T6) 1.568 1.354~1.685 0.034 1.458 1.234~1.785 0.041
BRIEPEC WU SE (£ vs TC) 1.765 1.212~1.535 0.015 1.685 1.368~1.779 0.038
Wi PCL A (B vs TC) 1.831 1.644~1.972 0.016 1.6369 1.365~1.784 0.035
oAU S CFF vs 6 1.586 1.357~1.867 0.022 1.754 1.452~1.885 0.008
DD (5 TF vs IEH) 1.658 1.587~1.975 0.004 1.658 1.369~1.789 0.017
UA(RETFE vs IEH) 1.654 1.352~1.884 0.011 1.623 1.265~1.596 0.026
HCY (5% TF i vs 1IR3 1.254 1.234~1.579 0.024 1.547 1.325~1.587 0.031

T A3 0] 0 - 0.885,0.758 ,0.825 . 0.951, #&5 fit br EHZRBLI e IRIR , )™ B H W25 & Ak oL

26 F I BA B AR R . I 5 B 1. REEE, SEERAE. MRS BEAL I, ACS K
3 itig POIAR BRI 2 ST R AT X .

DD R F 7R 5 38 0L 02242 4 T

ACS BARUATE A RERE A A Al TTREBRARE 9, 1% T iR PEILBR AP L AR . {E ACS % /k

WAL e IR AT S 9 I AP M) ORI e, DD B TR

AL 5416, b A BEAF . ACSAEAREERS e DD 1 20 K8 B 3 FLAT 8 5 40 74
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%5 DD.UAHCY R=FEGHM TN ACS B& PCI
AREBRBEE W BN M E
Table 5 Predictive value of DD, UA, Hcy and their

combination in predicting restenosis after PCI in ACS patients

Itk RWE R

AUC 95%CI

B empm (%) (%)
DD 26.32 0.885 0.914 0.885 0.727~0.978
UA 26.25 0.865 0.921 0.758 0.624~0.854
HCY 26.35 0.859 0.903 0.825 0.635~0.910

SHFBEAERI 2647 0954 0.944  0.951 0.000~1.000
TR RO 1852 0.898 0930  0.886 0.658~0.985

ROC [lli#k

Il £
—DD

— WG

0 02 04 06 0.8 10
145 54

E 1 DD.UA.HCY R=FBEKA®RMXTN ACS £¥E PCI
REBRIRE PN E
Figure 1 The predictive value of DD, UA, Hcy and their

combination in predicting restenosis after PCI in ACS patients

JEM, AR AR EM LI DD FEHIWT ACS A
e FLA e i R AU RS . AR s S
X—FFEEEAL Y Beiranvand 5778 OB S5 R —E.

Hey e P 2 LR 2 e s e A i 0 B 2 =
Yy, CA MW IESE R 5 | & Sl ks A A A iy
RIPE ARG R BARAE SO LRy T 1A i A
W1 AEJ2 504 Hey BIFE LTI AT & B, ACS 3% PCI
ARG HPeAE B9 AHE Hey ZKF-ZEW] 12 & T PCIARJE R
KA BB AE BB Hey J251 & ACS B PCI AR
S e Dk OB 2 B A ST fE R R IR . B R
k1 Hey 9 5 e AT A1 ol 28 28 68 1 1K1~ R PN B 24
J 0 7= A 5 G A O T A T D R 5 1)
prne | T IR S R S =S T m 7 W e NN 1 K= <6
LT, B MOIE RS , 51 & PCUAR S &k
PP

Theocharidou E 251"/ #3238 |, 5 FRER 2= 18
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[ ZE] B8 BT KR i o g A K I (VEGF) /K F- 5 5L U6 IR 9% ' 9% (DN)
BEPREEBIENCR, ik 201742 A £ 2018 4F 1 A ARBEHI2 1Y M4l 2 HUME R % B 80
%1 (T2DM £ ) .24 h JR % & A 3R (UAER ) J Bl 30~300 mg/24 h 1Y) T2DM £ 3% 80 4 (#3324 ) .UAER>
300 mg/24 h # T2DM ¥ 80 1] (K4l 5 %t Eb 3 41 A4 I35 AR 3K L VEGF . 'B 3l ik Uic 2 407 06 F 1L 37 3ok 8
(PSV) &7 5K 3 1. 35 2 & (EDV) (B J7 48 % (R) , >R F a7 FRLZE 1 AH OG22 40 7 B iR 45 5 UAER Y AH ¢
P, BR OREABHF WM FIKE  VEGF /K F 35 & Tt 20 W IR, 22 7 A gt 2 L (p<
0.05) , 8 41 1135 F K 22 . VEGF 7K i 2525 F T2DM 41, 22 58 B i 8 X (P<0.05) ; e 4115 3l ik
PSV .EDV 5 {5 A% Tl & 41 . T2DM 4 (P<0.05) , s 41 ' 3 ik PSV \EDV il 22 fH Ik T T2DM 41 (P<
0.05) 5 Kok 4 U B B S bk R GE (8 75 T 40 . T2DM 41 (P<0.05) , {8 20 R0 5 {8 7 T T2DM 20
(P<0.05) ; DN H.32% 1 1L 35 FI Bk & . VEGF 57K ¥ 5 UAER % ¥l 1F A1 26 5 & (P<0.05) , '& ) )ik PSV .EDV
5 UARE 1135 & (P<0.05) , ¥ 3 Ik RI{E 5 UARE & i IF A 66 R (P<0.05), 451 DN R FIAAE
I35 AR ZE A VEGF /K F- T 5, HonT BB i 5 62 B 145738 5 2 5508 Do B s & 2k Sl e

[EgER] MRS M R g A K 75 BRI B B ahiiks i 24k

Study on the relationship between copeptin and VEGF in the severity of early disease in
patients with diabetic nephropathy

DING Wei'*, FENG Yan®’, WANG Zixuan®

(1. Department of Nephrology, Central Hospital of Chaoyang City in Liaoning, Chaoyang, Liaoning, Chi-
na, 122000 ; 2. Department of Psychology, Liaoning Armed Police Corps Hospital, Shenyang, Liaoning, Chi-
na, 110034; 3. The Second Department of Internal Medicine, Liaoning Armed Police Corps Hospital, Sheng-
yang, Liaoning, China, 110034)

[ABSTRACT] Objective To investigate relationship of copeptin, vascular endothelial growth factor
(VEGF) with degree of early diabetic nephropathy (DN ). Methods 80 patients with Type 2 diabetes mellitus
(T2DM) who had a diagnosis of simple type 2 diabetes were selected into T2DM group, 80 patients with
T2DM who was complicated by 24 hours of urinary albumin excretion rate (UAER) ranging from 30 to 300
mg/24h were selected in micro-group, 80 patients with T2DM who was complicated by UAER>300 mg/24h
were selected into large group in our hospital from Feb 2017 to Jan 2018, level of copeptin and VEGF in se-
rum, renal artery systolic peak blood flow velocity (PSV) and diastolic blood flow velocity (EDV) , resis-
tance index (RI) were contrasted among three groups. The relationship of copeptin, VEGF, PSV, EDV and

RI were analyzed with simple linear correlation analysis in early DN. Results The levels of copeptin and
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VEGEF in serum were significantly higher in the large group than in the micro-group and the T2DM group (P<

0.05). The levels of copeptin and VEGF in serum were significantly higher in the micro-group than the T2DM

group (P<0.05) ; PSV and EDV of renal artery were lower in the large group than in the micro-group and the

T2DM group (P<0.05). PSV and EDV of renal artery were lower in the micro-group than in the T2DM group
(P<0.05) ; RI was higher in the large group than that in the micro-group and the T2DM group (P<0.05). RI

was in the micro-group higher than in the T2DM group (P<0.05). The levels of copeptin and VEGF in serum
were positively correlated with UAER (P<0.05) , PSV and EDV were negatively correlated with UAER (P<
0.05). RI was positively correlated with UAER (P<0.05). Conclusions DN patients have elevated serum lev-

els of copeptin and VEGF, which may be involved in the occurrence and progression of diabetic nephropathy

by causing renal vascular damage.

[KEY WORDS] Copeptin; Vascular endothelial growth factor; Diabetic nephropathy; Renal artery;

Blood flow parameters

2 PRI (Type 2 diabetes mellitus , T2DM ) f¥)
RIR AN, S H AT A 28 A8 A T T 1Y
FEEMRZ — ., T2DM AU A A B KL, 1
HZHuA A g BRI A B AR L, AR 5 i
TR A A AR W ANER B A T2 I E A S
FUWEPRIA B 94 (diabetic nephropathy ,DN) ) & 4%,
FECRE AN B AR TR, TERE RN R
s A DN kAR FE M ERZ —
W PRI | AR 400 3 ST SRS I A 2 i
PR I 238 5 8 A OC , 148 N B2 A= 4 X7 (vascular
endothelial growth factor, VEGF) J2& & 7 ML 5 18 i85 1
I, 2 5 N R A AL A S G AN 4354, AT LASE fin
MA@ YE 7] D2 5B /N g i R A 1
PRIIIATTENRE , BAAIET 5T DN I RAE K 2 A AL
Tl AR R B B ki 3 BH 77 48 %% (Renal artery
resistance index , RD) & PEA 5 1 178 9 BH 7 IR 2 A9
HEFRPR, 2 S DN B U ROm SR A8 1 —14~
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I35 FAKER A8 AR R B B il i 24005 R0
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(22.8+2.6) kg/m’, & FFH « LG5 22 Bl ek Lo
3515 W AR 27 5] R 20 161, e KB PRI Bl TR R
FPRUE™, 24 h PRI H A HEE S (UAER) i [ 30 ~
300 mg MR R , UAER >300 mg H KEE M
JR ,1%$% UAER 30~300 mg/24 h 1Y) T2DM #E % 80 {4

(T, AR (64.249.4) %, 5 42 1] 2z 38
B, BMIE 1 (23.022.5 )kg/m?, & IFH0% « IG5
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K FH R EBE 28 W B (ELIS A ) Il 5€ 1fiL 3 T VEGE #I
ML MK K, Rz i{S#% 4 Multiskan Sky BfhnR{X
(FEBR IR AR A 450 nm, 055 &
& [H R&D FEAML, K6 ) 3k i 746 i BRG] B A 2
FHULE 517
1.2.2  B3ilkinmSEoa

JiTf BB a2 A A, R 26 [
Philips TU22 % (8, 22 3% i1 5 2 W {0, 58 M0 %2y
3~5Hz, FERGAET, M EM , 38k T Ml
HREE 8 Z A5 11 Al fa], R4 5 b R T RS DB T A A



BB ST 4G 2021461 0 %5134 #5141 J Mol Diagn Ther, January 2021, Vol. 13 No. 1 - 97 -

WL LA TR, 2548, PRSIl s R ] Ry 1 4
[ 2R ARG I B R R /N BB BRI
N2 05 4 09 0 (R 3 (PSV) |, & 5 A 30 1 97 3ok 38
(EDV), 14480 J1E (RI) , M 3 YR BCEH4(E
1.3 Giil#orr

K H SPSS 21.0 fRA AT £ds 43, i i Bkt
K (x+5) Fm%, 4LIA] H AR F PR IR 05 229047,
S 1] 9 5 L 35 1 LSD-t 46 36 5 1808 B n (%)
FIR R 2 I 5 A S 43 B R Pearson £ AH
KTk s P<0.05 HERFA G248 L.

2 HR

2.1 3ABAWINTE ML E . VEGF K Hfg

3 4LIME MK R  VEGF /K FL 4 1 . K4
> H>T2DM 4, b 2 R A Z it B L (P<
0.05), W31,

®1 3ABFHMFBMAEVEGF KFLLE (x+s)
Table 1 Comparison of copeptin and VEGF in serum among

3 groups (x*s)

21 %) n FILZ (pg/mL) VEGF (ng/L)
T2DM 4H 80 89.6+12.0 288.3+84.1
e 4l 80 124.8+22.1° 412.1+150.8
K 80 151.7+29.0° 638.7+177.3"
FAH 33.918 41.764
P1E 0.000 0.000

1 : [7] T2DM 41 b4 *P<0.05 , [R) i 21 Fe 3 *P<0.05.,

2.2 3BAENE kiS5 K

3B E Sk S5 PSV .EDV A4S
R T2DM A > > KA, 2R A G5 X
(P<0.05) , R Fb 5% 45 3 . Kt 4 > il i 41 >T2DM
W, EZRAGIHE L (P<0.05), WLE2,

®2 3HBENEINMLRSHBILER (x+5)
Table 2 Comparison of renal artery blood flow parameters

among 3 groups (x+s)

2H 51 n PSV (cm/s) EDV (cm/s) RI
T2DM 4 80 57.41£6.20 18.66+3.25 0.67+0.04
Wmd 80 49.04+5.33" 14.20+2.67° 0.71+0.06°
KEH 80  40.29+4.81° 9.57+2.55° 0.76+0.06"
F1H 21.063 35.816 17.449
P14 0.000 0.000 0.000

1« [7] T2DM 4H L% *P<0.05 , [m) {20 [ %5 *P<0.05

2.3 I i5 Ik % . VEGF /K ¥ & B i i 2 50 5
UAER [ #H &1:

2R VA e B0 BT, DN B 3 1Y I35 Rl IR £
VEGF 5/KF 5 UAER £ 3 1F A 2% 56 & (11=0.514,
r=0.422, P<0.05) , ¥ Zli ik PSV .EDV 5 UARE %

A 2 2 (1=0.476, 1=—0.462 , P<0.05) , '& 3 ik
RI{H 5 UARE £ IEA K F (r=0.506, P<0.05) .

3 it
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Study on the immunoregulation of IL-37 on related cytokines in patients with allergic rhi-
nitis

WANG Yaru

(Department of Otorhinolaryngology Head and Neck Surgery, the Second Hospital of Chaoyang City, Liaon-
ing Province, Chaoyang, Liaoning, China, 122000)

[ABSTRACT] Objective To explore the expression level of interleukin 37 (IL-37) in peripheral
blood mononuclear cells (PBMCs) of patients with allergic rhinitis (AR) and analyze the immunoregulation
of related cytokines. Methods 120 patients with AR were selected as the research group, and another 120
healthy volunteers during the same period were selected as the control group. Serum IL-37 protein and mRNA
expression, helper T cell 1 (Thl), Th2, Th17, CD4+CD25+ regulatory T cells (Treg cells) and Foxp3+
CD4+CD25+Treg cell percentages and related cytokine levels were detected in each group. The recombinant
human IL-37 protein (rIL-37) at concentrations of 100 ng/mL and 200 ng/mL was used to intervene to analyze
the changes in related cytokine levels before and after the intervention. Results The serum IL-37 level and
IL-37 mRNA expression in the study group were significantly lower than those in the control group. The per-
centages of Thl cells and Th17 cells and Th1/Th2 ratio were significantly higher than those in the control
group. Th2 cells, CD4+CD25+Treg cells, Foxp3+ The percentage of CD4+CD25+Treg cells was significantly
lower than that of the control group (P<0.05). The levels of IL-1f3, IL-6, and IL-17 in the study group were

KA2RA . AT LA REEHFR B (C2019246)
Ve A AT T G IR T 5 = B 5o Sk S M, 13T, A1 122000
WBAEE S £ 3%, E-mail : m18004219298@163.com
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significantly higher than those in the control group, and the levels of IL-4, IL-10, IL-27, IFN-vy, and TGF-f3
1 were significantly lower than those in the control group (P<0.05). Serum IL-37 is negatively correlated with
IL-1B, IL-6, IL-17, and positively correlated with IL-4, IL-10, IL-27, IFN-vy, and TGF-B1 (P<0.05). After
the intervention of rIL-37, the indicators of IL-13, IL-4, IL-6, IL-10, IL-17, IL-27, IFN-vy, and TGF-1 in

the study group changed more significantly, and the difference was statistically significant (P<0.05). Com-

pared with the 100 ng/mL group, the changes in the levels of cytokines in the intervention PBMCs of the 200

ng/mL group were more significant (P<0.05). Conclusion The expression of IL-37 in patients with allergic

rhinitis is significantly decreased, which affects the balance of Th1/Th2, Th17/Treg cells, resulting in a de-

crease in the level of anti-inflammatory factors and an increase in the level of pro-inflammatory factors, which

play an important role in the pathogenesis of AR.

[KEY WORDS ] Allergic rhinitis ; Interleukin 37; Helper T cells; Regulatory T cells; Cytokines

AR ;M 5 4% (allergic rhinitis, AR ) J& B 4 % fill
1 RS B e BREE A E (immunoglobulin E, IgE)
TR R E A A S N T2
() Rt 4 E 338 JT0 R I ) S el 2 e 2R 2 o7 9%
it BEFEIN A BB T 409 1 (helper T cell 1,
Th1)/Th2 2 il 592 2K 47 L 755 P T 48 B2 (regulatory
T cells ) 7K V-5 55 1 1 B G928 Tief 32 FHATE A8 o 1
N KA T EEAEH . X B AT 430 A K 6 (In-
terleukin 6,1L-6) IL-17 . IFN-y %5 Z2 Fift 61 2 F1 R i
PR R T, A8 o P 11 e A R R e R A EE
YERT . B2, BETAT AR BRI Ssis L i
KA 5 WIHA . TL-37 8T & 30 A 28 A il R, ]
Iz VRN A g B ATk G e v 2, LA fik
AR LT AFGE A RAEH SR A B i 5
IR, AT R TR SR R i e R
HALTE IL-37 AU RREAR, IR 2 5 T 3RS WG
1) o e RAE LR, A X T AR S5 IL-37 & A7 7E
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AR B IL-37 Kk fh O S 240 N IL-37 25 (rIL-
37) X AH S S B AN R - i s E AT T SR, LA
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1 #ERtEFHE
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3.6)% o AANRHE : OARYE B FRERIKAE , 255 5
WL . CT R = 5B SR A 12, 7565 AR 2T
FRifED s @ HIE S 5ARM I 4 B MG R E 1
QI R G R 5E 3, BEAE FL G 50 UM 9T o HEBR bR
WE - DA I 0T I8 AR B0 5 5 @i 42
Jry BB B A B B TR DU NG B R IR T A

@G I T R BE L PR O LA B A
MBI L I g D RE RS o D) e (] g
AR 120 B R X HRAL , SF- 2 4E S (20.243.7) %
AR A A IO D B PR 0 B AP, DI 7 A e R i
AR, T HAPRE L, A B S 5 A48 2 A W)
HA . APRRIG AR A 2 2 .
1.2 Jrik
1.21 bpAcRSE

T AT WFFE X8 G 3 T 1 SR A B 6 mL 25 i i ik
I, FFEPLEE. 2 mL £ 3 000 r/min 250> 15 min 43
B , —20 CARAFRAI , X 2 mL A3l IL-37 mRNA
3K, 535 2 mL AN G e AN 1 3 HE .
1.2.2 S5O E it i 53 3R 5 i i SV (Real -
time fluorescence quantitative reverse transcription
polymerase reaction, RT-PCR)F IL-37 mRNA Fik

M2 mL KL, 42 BSR40 i (Periph-
eral blood mononuclear cells, PBMCs) 1 7 & 1%
I o B MK BB Trizol A3 % 5% a0 & (W4 H Invi-
trogen /A ) ) &2 SYBR Green if 5] & (Il H TAKA-
RA A A ) #l #2 5L RNA, IF B Ing [ % 5% & BY cD-
NA. IL-37 &2 N5 B-actin 514 iy L iF2E TAEY) T
BARAFGR . 51%FH . IL-37: BiF.5 -
TTCTTTGCATTAGCCTCATCCTT-3', T iif:5 -
CGTGCTGATTCCTTTTGGGC-3' ; B-actin: I Jjf :
5 -CACTGTGTTGGCGTACAGGT-3', R iif:5' -
TCATCACCATTGGCAATGAG-3', KR &fF:95C
1 min,95C 155,60C 155,72C 45 5,40 Mg, 95C
155, 60°C 15 s, HHEEHL CTIEH T4eHF50T,
1.2.3 WA YMIAR (Flow Cytometry , FCM ) ¥6:3 #7
AR 3

Th1 4/l .\ Th2 4 . Th17 40 43 FL A I, B
200 wL A JE L, IASE AR AR 1640 40 i 55 57 0 (1
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H 2 [H Gibeol brl A ] ), A 19 pL ¥ EE R 1 pg/
mL [ PMA (8 ) fig , 4 H MultiSciences 22 7)) , 6
RL A 1 peg/mL M SEHERE R TAEW A1 6 wL
W R 0.1 mg/mL 192 18 &2 TAEMR (B A4 3
[ Invitrogen /3 7 ) , 37C 5% CO, K5 A K5 7% 5 ho
4335 A CD4-FITC ,CD8-APC Fl CD3-PE-CY7 £
TEREYLAR (A EE BD A H) , FiREOCHEE
15 min, PBS ¥k, il A 100 wL 8% JE 5, 25 i ke
J60% F 15 min, PBS ¥k 2 ¥k, Sl A IL-4-PE Al
IFN-v-PE-CY5 8.5 i /& (1 [ 35 E BD A Al )
IRA), 2 IR B F 20 min, PBS ¥k % & A4
i, FACSCalibur it =X 4f ffd {¥ ( 2& E BD A #] )
e

CD4+CD25+Treg il Jffl . Foxp3+CD4+CD25+
Treg A0 M0 E 43 FEAG I, B 50 wL ZME 1L, il A CD4-
FITC .CD25-PE (g H 3 [E BD A #)) /i 5], &
Tk 3BE GO 15min, [ % 58 5 % 15 min, PBS M,
1 500 r/min % 0> 15 min BILIE , N A 5 pL
Foxp3-PE-CY5, 15 min, PBS 200 pL # & , FACS-
Calibur Jit 241 i1 { (3 [E BD 24w &l .
1.2.4 K 5 B8 W B 75 (Enzyme-linked immuno-
sorbent assay , ELISA ) ¥ Ifi. 7 +8 41

TS 4 5 Y I3 L >R ELISA 35 A5 IL-
1B .IL-4 IL-6 .IL-10 .IL-17 .IL-27 .IL-37 . T3t &
v (IFN-v) AL A K I B1(TGF-B1) 7K -, i 7
&30 A R EA Y TRABRA A, TR AK
HER ) U B B A T A TR
1.2.5 1IL-37 T

B3 f PBMCs, 43 51 in A ¥ B2 2 100 ng/mL
H1200 ng/mL ) rIL-37 il , ELISA 546 0 75 i
J TR IR AR DG 20 it PR - 7K o
1.3 Gl

K H SPSS 20.0 S8 it2# 3k A4 A7 858 73 B, i
HYERL (R +s) Fom , IR ELRCR H e 56, Z2 4110
PSR ] FAS 36 5 0% TL-37 540 S 40 i PR 7~ A
Fe 43 B 2% H Pearson #5586 . P<0.05 h 25 B
Gt E X,
2 4R
2.1 IL-37 KFH#

WF ST 20 1ML 7 IL-37 & 17K B2 mRNA ik

BEAMT XA, 2556 g1t 24 58 L (P<0.05) o
1,

£1 IL-37 EAK mRNA RIAKFELLE (v+s)
Table 1 Comparison of serum IL-37 levels and IL-37

mRNA expression levels in the two groups (x#s)

2151 n IL-37 (ng/mL) IL-37 mRNA
X 2L 120 55.7+5.2 2.0+0.3
WFIE 4 120 21.6+3.9 0.420.1
tHE 57.469 55.426
PAH 0.000 0.000
2.2 WS SO HE 2 fe 93 A b R RH O 4 it PR K
T L
W75 41 Thl 400 . Th17 40 7 43 b K Th1/Th2
Fb 9] 8 35 2 T % FR4H , Th2 28 ] . CD4+CD25+Treg

2 . Foxp3+CD4+CD25+Treg 4 il 71 43 Lt i 4%
TR, 22 R A Gt L (P<0.05) . BF5T4
IL-18IL-6 . IL-17 /K- 5 35 i 6 HRZ L IL-4 IL-10
IL-27 \IFN-vy . TGF-B1 7KV i Z AL T X HR A, 22 5+
HE 45 L (P<0.05), W2,

x2 MARBHMREBXABMEFKELLE (v£5)
Table 2 Comparison of the levels of immune cells and

related cytokines in 2 groups (x=s)

fitn (n=120)  (n=120)

Th1(%) 7.6%1.4 14.7+2.5  27.144  0.000
Th2(%) 5.1+1.2 2.0£0.7  24.444 0.000
Th1/Th2(%) 4.0+0.5 11.6+1.9  42.375 0.000
Th17(%) 0.9+0.3 4.1+1.1  30.745 0.000
CD4+CD25+Treg(%)  8.2+1.5 2.8+0.5  37.412 0.000
Foxp3+CDA+CD25+ 4., - 26405 32146 0.000
Treg(%)
IL-1B(ng/mL) 192.8+20.6 243.8+20.8 19.084 0.000
IL-4.(ng/mL) 67.2+8.1 12,714  72.629 0.000
IL-6(pg/mL) 155.1+13.2  198.7+16.3 22.771 0.000
IL-10(pg/mL) 221.7+19.8  186.5x19.2 13.981 0.000
IL-17(pg/mL) 584.1#48.1  667.9+63.3 11.547 0.000
IL-27(pg/mL) 526.2450.3 451.8+55.9 10.838 0.000
IFN—y(ng/mL) 64.6+6.9 24.5+2.8  58.991 0.000
TGF-B1(pg/mL) 0.5+0.1 0.3+0.1 15492 0.000

2.3 IMVE IL-37 55 505 AH SC 20 M PR 7K S AH OGP
Vakiin

Pearson FOH AR /s, M35 TL-37 5 1L-18 |
IL-6 IL-17 f# 7 U FH &%, 5 TL-4 | TL-10 | TL-27,
IFN-y . TGF-B1 fA7EIEAH M (P<0.05) . WLE& 3,
2.4 rIL-37 T F0UHT 5 B 5 4 R e ZH AH DG 4 A A
FIKF L

1 WF 5 2H F0 6T R 2H 42 B PBMCs Sk 100 ng/
mL F1 200 ng/mL rIL-37 T J5 , 2 41 PBMCs 4fi il
IL-18 IL-6 IL- 17 43 WA 7K P55 1 T iy WY i RaeAK , i
IL-4 IL-10.IL-27 . IFN-vy.TGF-B1 % 1 fij H 3
W T, 22 7 A Gt 2EE L (P<0.05) . 200 ng/mL
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£33 MFIL-37 5REHEXHMEFKEHEXESHT

Table 3 Correlation analysis between serum IL-37 and

2+ i PBMCs 41 i) 45 210 g A 7 228 Ak K S AR 33 T
100 ng/mL 4 & Fabr B B 3%, ZRA 5T ¥0E

immune-related cytokine levels

X (P<0.05), W4,

b 1L.-37

o i P it 3 it
IL-1p 0357 0.000

ii:é g-igf 8888 AR FE RS 1gE /05, I FH A 2 IR 40 i
IL-10 0.390 0.000 IHR EL 200 TR TR A A 20 i 45 22 i 98 MR A o B
?L“; 8:123 g:ggg LS 5 R SGE RIEBR . AR MU HE
IFN-y 0.374 0.000 Me) 1 AR A AR TR oo, R 2 ] U AR i A

TGE-B1 0.386 0.000

F 4 IL-37 FHBT SR 5T A Xt BB ZH #H S 4 B B F 7k F Eb 3%

Table 4 Comparison of related cytokine levels in the study group and the control group before and after rIL-37 intervention

Tl A, ZWNFFEIESE ™, T k2401 T AR F 52

" — X AR AL Pl P - Wyl FlE P
SR R T i T
100 ng/mL 200 ng/mL 100ng/mL 200ng/mL
IL-1B (ng/mL) 192.8+20.6  166.3£19.1' 154.7+16.6° 15776  0.000 243.8+20.8 212.7+22.6° 185.4+19.2" 22.600 0.000
IL-4(ng/mL) 67.2+8.1 72.7£7.5° 77.9+7.0° 11425 0.000 12.7x1.4 25.4%2.5" 38.7£3.3* 79453  0.000

IL-6(pg/mL) 155.1£13.2  145.6£11.4* 140.1x10.9"  9.599  0.000 198.7+16.3 176.7+20.5° 161.3+x18.4* 16.667  0.000
IL-10(pg/mL) 221.7+19.8  234.6x21.5" 237.9+£25.2° 5.537 0.000 186.5£19.2 209.7+21.5° 227.1%26.0° 13.760  0.000
IL-17(pg/mL) 484.1+48.1  442.9+44.6' 421.0£36.4° 11459 0.000 667.9+63.3 578.8+56.8' 510.2+51.9° 21.104  0.000
IL-27(pg/mL) 526.2+50.3 551.4+51.2" 569.8+52.8°  6.549  0.000 451.8+55.9 473.4+52.1° 498.6£50.3°  6.817  0.000
IFN-vy(ng/mL) 64.6+6.9 70.9+6.2" 74.5+6.2° 11.691 0.000  24.5+2.8 33.2+3.0° 41.7+3.6"  41.313  0.000

TGF-B1(pg/mL) 0.50.1 0.7+0.1* 0.8+0.2* 14.697  0.000 0.320.1 0.50.1° 0.6£0.1* 23.238  0.000

5 PR AL, °P<0.055 5 100 ng/mL HE, "P<0.05.

B GUE SN A5G o Th 20 i AT 38 2k 3 A= 9 B s I
T S HRY 0 B 154 77 A A 92 I N 1 5 A5 10 248
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I GEIE S 78 B Wi 5532 o B0 R AR RS
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PP B T AER LA 1 e RS

IL-37 5 R B IL-1 MG 1 — 61, Hohm
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FERFEA LT 2 &Rk, A IL-37
A3 3 I 240 e A A O % A PR 1 R
TG AR I, 410 AR 2 40 %) 356 14 FN TLR 175 3 19 42
REFREI . HAVFHEN ", IL-37 A0/ 12 i
PRI Th2 20 M AT 0 728 M 2 O, R Ut
IL-37 A RE7EAE D PR s h R 2R . TR

HEE 5T B AR 0, A AR P S AR AR B
HEVEW T IL-37b 3Rk i FREL . A MFR S R
7, Ril-37 T 100 AT R AR AR 28 4 240 it 1A 7K F sk
PURYEMMIA F ik . WFARIESL ™ IL-37 Al 3@ it
T 9% STAT3 {5 5 Fl STAT6 {5 53 J% , {i fii IL-4.
IL-6 .STAT3 . STAT6 B W2 1k /K- F#AIK , K] Th2
FITh17 i35, HADIHE B, DB N PR M
IL-37, 3f F LPS H| 34 ] F 2 IL-18 . IL-6 . IL-17 5§
P2 R AN I T /K SF38 . TL-37 W] Bk £ Fh Ak ) ik
KRG, FIILTE AR &% 1, 52 Th1/Th2 , Th17/
Treg G 92 4 LT 2% 18 JORH O 20 it R 7 57 3R 3k
(52, LR T2 BE AR T2 8 2R R AEY)
JoT, R A 2 R

g5 L PTR AR M S AR R AT IL-37 RIKWI T
[ , BETM 52 0 T Th1/Th2 . Th17/Treg 40 My -4 ,
MR TR BEAR, 42 & 7K F- T & L #E AR
K rh BA B AR
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(1] PNEEDS, A5 A 5 46, 45 BRI IX 493 ) JL 36 48 J
B R R I S5 R Hr (], TS SR b,
2017,9(3):181-185. (F#% 106 M)
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(i ZE] B8 HHREMNE (IBD) B NI ST R0 & ENS L, R G SeRAEVE
BEIZHNAITIRMEY, ik 00T 2016459 A 2 2020 45 9 A ARBEBGA 1Y 210 Hl 5 e e CHorp
Bz LS 9/UC 41138 N, 5a % BJ/CD 41 72 N ) g 8 43 AR 0L , 3T3 41 UC 41 J CD 4 8 BB A G
REFNITIR R AR P Z M FRMZE S, BB UC BREMIRERILLE AR , s R M A4 ih %
hE ., CD BFEBIIGRFI LI 5 R, Kol g % L5 R N E . IBD BEMIMEHET R B LR R
UC:20.3% ,CD:36.1% ; BIZHHIIRL G 2 R 3 3LI% , HAE UC 5 CD B3 Z A 22 55 AME BIETT 4 CD
IR A HI B T UC AL, 2 A G047 L (P=0.013) , AN K 2% o e BUIRAR Y R« 5615 48, WU L 45/
k5 AHFFE Hp, Hr T+ AR RIS R AE UC I CD B I AR Al . 868 SOIEMER R AR STy
e I M RIS W RIS A e 2 A 1 At o 7 B 1o o S E P s W /1 1 R A AR S8 2 e PR e BN
SR LS RN B I TEE AW, A PRI T IR ) A SR R T RCR , Bt R IR

[EIA] RIEMNIG; TatEdin R ; w % Bw; HHCT &

Features of spondyloarthritis in patients with inflammatory bowel disease

WANG Huiling*, ZHAO Jing, LI Gang

(1. Department of Clinical Laboratory, Henan Provincial People’s Hospital , Zhengzhou, Hennan, China,
450000; 2. People’s Hospital of Zhengzhou University, Zhengzhou, Hennan, China, 450000; 3. People’s
Hospital of Henan University, Zhengzhou, Hennan, China, 450000)

[ABSTRACT] Objective To explore the extraintestinal manifestations of patients with inflammatory
bowel disease (IBD)—the occurrence of spondyloarthritis, and to provide reference for the diagnosis and treat-
ment of patients with IBD. Methods Rretrospective analysis of the distribution of intestinal lesions of 210 pa-
tients with IBD (138 cases for ulcerative colitis/UC group and 72 cases for Crohn’s disease/CD group) in
Henan Provincial People’s Hospital from September 2016 to September 2019. The incidence of various types of
spondyloarthritis in patients with UC and CD, as well as the differences between the two groups were ana-
lyzed. Results The main manifestations of patients with UC were proctitis, left semi-colitis and total colitis.
The main manifestations of patients with CD were ileocolitis, terminal ileocolitis and colitis. The total inci-
dence of spondyloarthritis in IBD patients was UC: 20.3% , CD: 36.1%. The incidence of axial spondyloarthri-
tis was low and there was no difference between UC and CD patients.The incidence of peripheral spondyloar-
thritis in patients with CD was higher than that of UC patients, and the difference was statistically significant
(P=0.013). The incidence of arthritis was the highest, followed by tendonitis, and finger/toe inflammation. In
this study, the incidence of patients with both axial spondyloarthritis and peripheral spondyloarthritis was the
same in patients with UC and CD. Conclusion The incidence of spondyloarthritis in patients with IBD was
relatively high. The clinicians should improve their understanding of the spondyloarthritis in the diagnosis and

treatment of IBD. With the purpose of improving the treatment effect and the symptoms of patients, they
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should make a comprehensive diagnosis and give a reasonable treatment according to the clinical manifesta-

tions and the medical tests.

[KEY WORDS] Inflammatory bowel disease; UC; CD; Spondyloarthritis

RAEME 9% (Inflammatory bowel disease, IBD)
S AN A R S e 1 AR , 32
FIFE A B (Crohn’s disease, CD) M iitiz e,
28 (Ulcerative colitis, UC) , 1IZJRIf & T 15~30 % ) H
AR AL i 2 MELITR AL, B T AR AR
TG, IBD A MMAINEEIE R A2 M P
M RECHH W, 7 IBD BE&E PR AR N 2%~
46% " . AL R FEIBD BH A IE U N
Je TAERE ST 32 B, X A RN 2 A4t 25 1 i K 1R
AT AR e B A AR R YT, TS 80 OGN
B EADIE ., Hit, KB ZEIBD BE AL
RIIFRAETT25 5 75 WIRYT Rl A R B 8 K
AT AR ek R ARG i R OCH L Pl
HRR IR IBD 8355 H O R LR AW Tt
i AEARDCHGE H AT . ABFRY £ 25T 2016 4F
9 H 2 2020 4F 9 H in[rg 4 N\ BB Beiif i 210 415
i P o A T R R ARG O, R 5 B R A
PEI A B2 WA T SR S 4 , BRI .

1 M&REFE

1.1 W%

WA BE 223 B 12 W Ry 8 REPE s 210 16117
F(HrUuC4 138 A ,CD 4 72 M) il R%E K, %
F AR B 22 2 TH AN 43 2 HEFERY UC S CD 12
FRUET TR0 2 W . 2 WhRIE  AEHERR A 18 B
PEPIG B H A ARG M P 1 3E th L, AR A B35 I
PRI 245 o B A A R 86 BT 21 2 B A /N
P R A K CT 738 AR BB IR R IZ KT . H
IR BN 209 1 WS 3 A A5 4 IBD i it it
(80) 3 FARBAFRE IS W & . BE N T
IZAA K LR BRI 2128 B B AR 2 8, il 8 oG
TR IS W B BAKEE R METE T IR A I PR R AE A A
RO RIFEARRE 2L, SR RLCTT R A2 2K
5 R RE AR, () B HE B At R e R R G R
AT S5 10 B E B S R B B G R S,
AT EE B BT b1 2t
1.2 Rk

I Ao A e D7 i B 2R 4R L e 5 UC & CD i
FPEN AR IR O R K K A R ST
AR A5 —JBEIE O 5 500 43 Y 7 1 9 728 0 [T

BRI R AR (%), IF 5017 UC Je CD BE B G
RSP KA R (%) T LW 2 =22 (1] e 36
(255
1.3 Geitsortirik

K 1 SPSS 16.0 4t 11 4K 1 3 17 48 1 B4 4k
B, BRI n (%) 2o H 2R TR R
PL(x+s) Fom, B A ¢ K56, 2241 8 = 5 &
55, LA P<0.05 N ZESAH G iHE L

2 HR

2.1 PABHE I — T Ol R

TSN A 210 B RAEVE M JB 2, R
H 5 BMIRAIR g 1 25~50 &, <25 %, =50 & ; B 1
BH LT Rt B E 0 245 RUS R L i
50% ; BB KR LR S EEEIY562.9% B
HIFHADR G ST 5 BFEITE 1~10 45 5 iR 2 5
FIT 4 A 210 19 58 5 P 1 s S8 b L BRAEAE G R
Hb, AR WL ST A I A B S 2
IRE , MR 5 7 28 28 B Je e o L3R 10

F1 RAEMREE —REHELLR
Table 1 Demographic and clinical characteristics of patients
(n=210) with IBD

n(%) iy Py

ARy % <25 56(26.7)
25~50 134(63.8)
=50 20(9.5) 718 0
el 5 114.(54.3)
@ 96(45.7)  3.086  0.079
TSR ES 138(65.7)
CL i 66(31.4)
B 6(2.9) 704 0
o KT e 38(18.1)
K 109(51.9)
o 63(30.0) 709 0
HAh R8I K AE 8 IR 9 11(5.2)
T I 11(5.2)
o I AR 12(5.7)
HoAth 54(25.7)
ZMIELIE  58(27.6)
g 78(37.1) 5040 0
S FE/4F 1~10 133(63.3)
11~20 65(31.0)
=20 12(5.7) 696 0
e A U
Iﬁé;;i?ﬁ BRGSO BE 7(3.3)
HEFS AR 10(4.8)
JHe 1z 9 3(14) 61381 0
B3t/ 210
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2.2 IBD HH MRS IBL N E O AL

UC 35 1Y Il PR 26 90 % B8 2 52 el e B
Wl B, b8 R, 245 n 5 e 5 R
L5 . CD RY B e R 2 B e IR 25 0 2 o vy 2
AR < 125 W 5, A3 11 48, 45 1 4% 302 9 /)
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Table 2 Disease distribution of patients with IBD [1(% ) ]
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Table 3 Manifestation of spondyloarthritis in patients with
IBD [n(%) ]
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AT PR i

A5 B ARAF RAE' HBIm*

(# ZE]1 B8 B8 S KBy BG al s v i s B2 A K 732 4R -1 (sFh-1) iR B AR K
K- (PLCF ) 9 LU ARG I % 4 Wi v e 01 22 10 PO AT T ) BUAR (. A3k W4 2016 4F 2 J 2 2020 4F 2
A AEARBEIRTT I 106 51 v i 1 22 101 17 400 26 3 10 R ket (B 8 i i 30 56 481, 76 182 -1 i 40 50 7))
BN WELA , 1 B J) 30 7 A e 246 1) TE 7 ST R 21301 80 11 ot A ZH . XoF L WS4 o PR 4 R 328 0 19
HHZH | 8 B T 2H 22 1 B T 78 8 (RD A3 3454 (P1) {H )2 sFh-1/PLCF /K-, L) Logistic [A1 A5 /3
MR AE IR T eI 2 0 % A PR R MG RS TR 2R SR ROC 2k 23 A1 PR B4 sFh-1/PLCF A& X 4 4 o
MR 8 &L TR AT A BN, 53R U147 4d R P1.sFh-1/PLCF /K -2 i 3 5 T BB 20, 2%
SHAG R L (P<0.05) . H TR AT 423 R, P, sFh-1/PLCF 7K . 3 /5 T4 5 o mr i 4240 ,
2 BA G L(P<0.05) o W12 iR HEIRHE (P1LRI sFh-1/PLCF 520 W28 00 & A - 1
M7 GRS % (P<0.05) . PILRI,sFh-1/PLCF f& =& Bt & M1 2% F 1 B4 24 0.748 ,0.763 . 0.739,0.919,
AR, &8 2P 221E P1LRL., sFh-1/PLCF /K W] i /5 T 1E 3 (e iR W 22 10, W2 22 10 41 &
1M sFh-1/PLCF /K-, ] 45 5 7 3l ik i 3 BEL 23 5 50 W00 4 27 508 i i S50 00 o ) 441 1o

[%#i7] 7 shkiiiibl /) ; sFh-1/PLCF; R

Predictive value of the impedance of the PI, RI combined with the ratio of sFh-1/PLCF
for preeclampsia of pregnant women in the middle and late pregnancy

ZHOU Jun', TANG Jia', ZHENG Zhaoping', LIN Chunxia', CHEN Yali**

(1. Department of Obstetrics, Longquan hospital, West China Hospital of Sichuan University, Chengdu, Si-
chuan, China, 610100; 2. Department of Obstetrics and Gynecology , West China Second Hospital of Sichuan
University, Chengdu, Sichuan, China, 610100)

[ABSTRACT] Objective To explore the predictive value of the impedance of the uterine artery blood
flow combined with ratio detection of soluble fms-like tyrosine kinase receptor 1 (sFh-1) to placental growth
factor (PLCF) for preeclampsia of pregnant women in the middle and late pregnancy. Methods The clinical
data of 106 pregnant women with preeclampsia (56 cases with mild preeclampsia, 50 cases with severe pre-
eclampsia) in middle and late pregnancy who were treated in our hospital from February 2016 to February
2020 were collected and set as the observation group. 80 pregnant women with normal pregnancy undergoing
pregnant examination in our hospital during the same period were selected as the control group. The resistance
index (RI), pulsation index (PI) values and sFh-1/PLCF levels of pregnant women in the observation group,
the control group, the mild preeclampsia group, and the severe preeclampsia group were compared. Logistic
regression model was used to analyze the risk factors of preeclampsia in pregnant women in the middle and late

pregnancy. The ROC curve was used to analyze the predictive value of PI, RI combined with sFh-1/PLCF de-
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tection for the occurrence of preeclampsia of pregnant women in the middle and late pregnancy. Results The
levels of RI, PI, and sFh-1/PLCF in the observation group were significantly higher than those in the control
group, and the difference was statistically significant (P<0.05). The levels of RI, PI, and sFh-1/PLCF of
pregnant women with severe preeclampsia were significantly higher than those of pregnant women with mild
preeclampsia, and the difference was statistically significant ( P<0.05). The first pregnancy , hypertension, dia-
betes, PI, RI, and sFh-1/PLCF were independent risk factors for preeclampsia in pregnant women in the mid-
dle and late pregnancy (P<0.05). The area under the curve of PI, RI, sFh-1/PLCF and combined curve of the
three indicators were 0.748, 0.763, 0.739, 0.919, respectively, and the area under the combined detection
was the highest. Conclusion The PI, RI, and sFh-1/PLCF levels of pregnant women in the second and third
trimesters are significantly higher than those of normal pregnant women. Measuring the sFh-1/PLCF level in

the peripheral blood of pregnant women can improve the value of uterine artery blood flow resistance index

monitoring in the prediction of preeclampsia during pregnancy.

[KEY WORDS] Impedance of the uterine artery blood flow ; sFh-1/PLCF; Prepreeclampsia

T AR WA RO R — PR R
PRI ST R IE , ¥ I A B A ORI 1 2 1Y
RAERIE 1% /A0, ™ 23 ™ 33 A L™ LA
T, B AR LA AR e TR Y
AL 1 A B, TR X IR AN S, &
TR R A TR B s HiE ke
A RES” A — Rl Z A IR R -, i3 S R i A R4
MR 2317 K& R AT I A o e A 7
% {4-1 (Soluble fms-like tyrosine kinase receptor 1,
sFh-1) & Jii #% = & [ - (PLacental growth factor,
PLCF) 7£ ¥ ‘& Jify 4% 1 8 5 98 vp e #E d AR
2 B — A AR QIO A A, ] e A 2
TE 7B BBk 3 BEL T B8 RN T AR i A% 1t A B IR
A, 82N T AR RS W . A B
JE B ARG T 5 Sk LR L 7 5 5 sFh-1/PLCF 5
DT 4 5 G 30 272 0 P S0 A 1, DA ST 4E 1e
e PR 6T 428 8 399 03— 300 102 W 3, DT el
PR LTUS o RSN o

1 BREFE

11—kt

W BE 2016 4E 2 H & 2020 4 2 A 7TEAR B IATT 1)
Hh B3 2 00 R AR CE 1 106 ], 18R LR A
(B2 B 7 AT 56 4], 353 TR A 50 6i) . P
AEW (2517£1.02) % 2R 1-3 IR, ¥ 22 )8
(28.14+1.10) Jil 35 B[] J 70 A Be 22 46 1) 1 4
W24 80 ), 5 R Xt BRH , SF- 4 4 18 (25.24+1.19)
B RN ~A R 2 JE (28.18+1.12) [ . B4l
T — B PR R 25 3 B GE 12 78 L (P>0.05) o
ABIF 3 I PR B 4G BRZE 01 St 2 il 8

G R A

9y AR e - OIIAFAE LR 5 38 A7 A6 A [ 7
RTINS o R I ) R IDAR 8 N = T A
P& S P Eh A e IR TR AR s @2 1 7= ke %
BLTEEE PER R, Yo e T R T A
QFE A K i JLTE W R W 22 B B A A 1E # (G RR 4%
A MLERE); @Y IR, HERR bR
Oy~ s BEAEG AR E s @& I LR R S
H; @RI M EEEESE T EHERE
1.2 Jiik
1.21  FEDINKZE S 8 A

XTPRZH 2200 T2 e (rp g - 22 20~24 8
W3« 2 30~34 J&) AT PR T8 sl ik 2 35 ke s
KA ({L 2% : GE-730 ., Aloke-5 3% {1, 22 3% i) #R 75
AL, RS £ 3.5~5.0 MHz) . #H45 ki E T2210
2 AT RS B AL, LAREIIR DT X 58 43 B 350 R 43
e OBE AT o 6 XU 75 3 Jik i 3 14 B
8 %4 (Resistance Index, RI) . ## 3l 45 %4 (Pulsatility
index , PI) {H F4 70 5 A 5%, FEHCEEE
1.2.2 sFh-1/PLCF /K A6 J5 s

B2 0 25 R AN A B ik O 5 mL 25 A BT
i [ %5 BUM G 3 000 rpm 4°CE.L> 5 min, WH |
T, BT -22CUKFE IR RN . R 26 E R&D
o8 F)N ATV IS N B2 AR K R F- 32 4R -1 ELISA i
) &, A AT e O 1 il 3K G 98 I A 3 36 0
1sFh-1.PLCF /K°F, i1% sFit-1 /PLCF {8, #1F
R FAR S UL A T
1.3 LS R

XT LR 2H 77 07 sl bk i 3 BH 7 2% (RTLPT)
K sFh-1/PLCF /K3, L Logistic 7] I 54 53 H7 52 i



BB ST 4G 2021461 0 %5134 #5141 J Mol Diagn Ther, January 2021, Vol. 13 No. 1 - 109 -

Zid W20 e A TR I fe I R 2R SR ROC
£ 73BT R, PI ., sFh-1/PLCF K& Kz = 2 16 4546 I %
Zrp WA 2R A K A T R AN
1.4 Giibeorik

K 1 SPSS 22.0 A #E AT HE 1T 43 B, T Bk
K (e +5)fliid A7 e K255 5 227 ROC 2k, If 15
T £ AR, $AE RIL P, sFh-1/PLC K 56246 I %
Z W I 28 00 e AR R T P 5 38 3 Logistic
[l 1 A5 76 3 B 52 W A DG fE B PR R, P<0.05 Ry 25 57
Bt L,

2 R
21 241 Z A1 s bk i v BH 77 45 £ M sFh-1/
PLCF /K~ b #5¢

WL 7419 RT P1.sFh-1/PLCF /K3 B & 5 T
YRR, 2 A G2 L (P<0.05) . W& 1,

F1 24HZHRIPIsFh-1/PLCF K FLLEE (x+s)
Table 1 Comparison of RI, PI, sfh-1/PLCF levels of

pregnant womenbetween 2 groups (x+s)

2151 n RI PI sFh-1/PLCF
X HEZH 80 0.50:£0.04 0.85+0.08 6.95+4.22
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Figure 1 Diagnostic value of combined detection of Pi, Ri,
SFH-1/PLCF and three of them in mid and late pregnant
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L7 miR-135.miR-601.CA72-4 Sz CA19-9 )ik K
L5852 W A P

ik GE BB mHER FE

[(#8 ZE] B HHRIME miR-135 . miR-601 M PLJH 72-4 (CAT2-4) K WES BT 19-9(CA19-9)
BIFRIRAKF S B (G2 BIAI e, Ak BEHL20154F 1 H £ 2020 4 10 H A B 106 1] GC H# 1E
S EE A, A A5 B4 A BEAL A I b A B 4HL 1L %5 miR-135 .miR-601 ,CA72-4 f CA19-9 FKik7K
F-; Pearson FH2C RES T 4 4845 5 GC & A AH M s 3210 TAERHIE (ROC) I ¥ & Fa b5 X GC 12 W
Rbe, SR Sx IR L, WL M miR-135. . miR-601 .CA72-4 & CA19-9 £ik /KT FH 5
P2 3 X (P<0.05) ; IfiL i miR-135 . miR-601,CA72-4 & CA19-9 5 GC ¥ % A= 5 1E A 56 (P<0.05) ; IfL 7
miR-135 . miR-601 ,CA72-4 [ CA19-9 B &2 W GC R Fe M a0 B, PHAE: W0 L BV T4
ROC [k F 1 4 (area under curve, AUC) i 3 5 T B — 55 (P<0.05) . £ Ifl i miR-135.miR-601 .
CA72-4 [ CA19-9 KK 5 GC W kA B 1EMH G

[X#i7] miR-135; miR-601; PEAHLIR 72-4; MEFSHUR 19-9; B

Correlation of serum miR-135, miR-601, CA72-4 and CA19-9 expression levels with diag-
nosis of gastric cancer

DU lJitao, CAO Jian, ZHAO Wen, WAN Xiangbin, LI Zhi*

(Department of General Surgery, Affiliated Cancer Hospital of Zhengzhou University/Henan Cancer Hospital ,
Zhengzhou, Henan, China, 450003)

[ABSTRACT] Objective To explore the correlation between the expression levels of serum miR -
135, miR-601, carbohydrate antigen 72-4 (CA72-4) and carbohydrate antigen 19-9 (CA19-9) and the diagno-
sis of gastric cancer (GC). Methods A total of 106 GC patients who were treated in our hospital from Janu-
ary 2015 to October 2020 were selected as the observation group, and 45 healthy people who underwent a
physical examination in our hospital during the same period were selected as the control group to detect and
compare the serum miR-135, miR-601, CA72-4 and CA19-9 expression levels; receiver operator characteris-
tic (ROC) curve to evaluate the effects of serum miR-135, miR-601, CA72-4 and CA19-9 on GC Diagnostic
power; Pearson correlation coefficient analysis of the correlation between serum miR-135, miR-601, CA72-4
and CA19-9 and the occurrence of GC. Results Compared with the control group, the serum miR-135, miR-
601, CA72-4 and CA19-9 expression levels in the observation group were significantly increased (P<0.05).
Serum miR-135, miR-601, CA72-4 and CA19-9 were positively correlated with the occurrence of GC (P<
0.05). The sensitivity , specificity, accuracy, positive predictive value, negative predictive value, and area un-
der curve (AUC) of serum miR-135, miR-601, CA72-4 and CA19-9 in combined diagnosis of GC were sig-
nificantly higher than single Indicator (P<0.05). Conclusion The expression levels of serum miR-135, miR-
601, CA72-4 and CA19-9 were positively correlated with the occurrence of GC, which has a high reference
value for the clinical diagnosis of GC.

[KEY WORDS] miR-135; miR-601; Carbohydrate antigen 72-4; Carbohydrate antigen 19-9; Gastric
cancer
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Predictive value of 32-MG, UACR and Cys-C on renal damage of patients with senile pri-
mary hypertension

ZHOU Min*, XUE Wencui, MA Weilong, LI Xia, YU Honglei

(Department of Geriatrics, Qinhuangdao Military Hospital, Qinhuangdao, Hebei, China, 066000 )

[ABSTRACT] Objective To analyze the predictive value of B2-MG, UACR and Cys-C on renal
damage of patients with senile primary hypertension. Methods The clinical data of 90 patients with senile pri-
mary hypertension treated in our hospital from January 2017 to January 2020 were selected and were set as the
research group. They were divided into two groups according to whether they had kidney injury or not. Those
with renal injury were set as group A (n=52), and those without renal injury were set as group B (n=38). At
the same time, 64 cases with healthy physical examination during the same period were selected as the control
group. The levels of B2-MG, UACR and Cys-C in different people were compared. Multivariate Logistic re-
gression analysis was used to analyze the independent risk factors affecting senile primary hypertension com-
bined with renal injury. The ROC curve was used to analyze the predictive value of 2-MG, UACR and Cys-C
for senile primary hypertension combined with renal injury. Results The levels of 32-MG, UACR, and Cys-
C in the research group were higher than those in the control group (P<0.05). The levels of 2-MG, UACR
and Cys-C in group A were higher than those in group B, difference was statistically significant (P<0.05). The

logistic regression model is used to analyze the related factors that affect primary elderly hypertension with renal
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injury, and it is concludedthat systolic blood pressure, diastolic blood pressure, 32-MG, UACR, Cys-C, and
dyslipidemia were the single factors that affect senile primary hypertension combined with renal injury (P<
0.05). Further analysis revealed that abnormal diastolic blood pressure , abnormal systolic blood pressure, abnor-
mal increasing of 32-MG, UACR, and Cys-C were independent risk factors affecting senile primary hyperten-
sion combined with renal injury (P<0.05). The Youden Index of f2-MG, UACR, Cys-C and the combination
of them were 0.626, 0.638, 0.624, and 0.788, respectively. The area under the curve of f2-MG, UACR, Cys-C
and the three combined curves were 0.699, 0.821, 0.712, 0.923, respectively, and the area under the combined
curve was the highest. Conclusion Abnormal levels of 32-MG, UACR, and Cys-C are independent risk fac-

tors that affect senile primary hypertension combined with renal injury. The detection of combined indicators is

of great value in evaluating the patient’s condition.

[KEY WORDS] Senile primary hypertension; Renal injury; 2-MG; UACR; Cys-C
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Table 3  Analysis of risk factors of renal injury in elderly patients with essential hypertension
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Expression of plasma BNP, CRP and HbAlc in patients with chronic heart failure combined with diabe-
tes and its correlation with classification of cardiac function

BAI Xinghe'*, DAI Yuchuan', LIU Ping’, WANG Yanling’, WANG Lei*

(1. Department of Cardiology, Affiliated Hospital of Jining Medical College, Jining, Shandong, China,
272029; 2. Department of Medical Imaging, Affiliated Hospital of Jining Medical College, Jining, Shan-
dong, China, 272029; 3. Department of Neurology, Affiliated Hospital of Jining Medical College, Jining,
Shandong, China, 272029)

[ABSTRACT] Objective To analyze the expression of plasma brain natriuretic peptide (BNP), C-re-
active protein (CRP) and HaemoglobinAlc (HbAlc) in patients with chronic heart failure (CHF) combined
with diabetes and its correlation with classification of cardiac function. Methods 144 patients with CHF and
diabetes who were admitted to this hospital from April 2019 to October 2020 and were diagnosed by the clinic
were selected as the research objects and included in the study group. The cardiac function classification is as
follows: 48 cases in grade II , 60 cases in grade Il , 36 cases in grade IV. In the same period, 90 cases with
healthy physical examination in the outpatient department of this hospital were included as the control group.
The levels of BNP, CRP and HbAlc in different groups were compared, and the correlation between the lev-
els of these factors and the cardiac function of patients with CHF and diabetes was analyzed. Results The lev-

els of plasma BNP, CRP, HbAlc and LVEDVI in the study group were significantly higher than those in the
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control group, and the LVEF was significantly lower than that in the control group, and the differences were
statistically significant (P<0.05). The levels of BNP, CRP, HbAlc and LVEDVI in the grade Il , Il and IV
groups were significantly higher than those in the control group, and the LVEF was significantly lower than
that in the control group, and the differences were statistically significant (P<0.05). With the declining of
heart function, plasma BNP, CRP, HbAlc levels and LVEDVI gradually increased, and LVEF gradually de-
creased (P<0.05). BNP, CRP, HbAlc were positively correlated with LVEDVI, negatively correlated with
LVEF, and positively correlated with classification of cardiac function (P<0.05). Conclusion The levels of
plasma BNP, CRP, and HbAlc in patients with CHF and diabetes mellitus have been significantly increased,
and have a certain correlation with with their cardiac function classification. The detection of the levels of the

above factors can effectively assess the cardiac function of patients.

[KEY WORDS] Chronic heart failure with diabetes; Plasma brain natriuretic peptide ; C-reactive pro-

tein; HaemoglobinAlc; Cardiac function
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Table 2 Comparison of BNP, CRP and HbAlc levels, LVEDVI and LVEF between the two groups ( x+s)

21 n BNP(ng/L) CRP(mg/L) HbAlc(%) LVEDVI(mL/m®) LVEF(%)
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Table 3 Comparison of BNP, CRP and HbAlc levels, LVEDVI and LVEF between the control group and patients with different
NYHA cardiac function grades (x+s)

21 n BNP(ng/L) CRP(mg/L) HbAlc(%) LVEDVI(mL/m?*) LVEF(%)
X e 2 90 63.54+25.11 1.74+0.52 6.74+1.81 32.54+11.36 62.18+3.66
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Table 4 Correlation between BNP, CRP and HbAlc levels
and LVEDVI and LVEF

BNP CRP HbAlc
r A PiE r A P{H r A PAE
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Ktk

ZE R 3T 6, BNP .CRP 2 HbAlc /K5
D IR L IEAH I (#=0.814, P=0.002) ,
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Expression and prognostic value of Ki-67, CARLo-5 and Rictor protein in endometrial
carcinoma

YANG Haixia*, LU Yiling, HUANG Jun

(Department of Gynecology, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To analyze the expression of proto - oncogene cell proliferation nuclear -
associated antigen Ki- 67 (Ki-67) , cancer - associated region long noncoding RNAs 5 (CARLo-5) and
rapamycin Insensitive Companion of mTOR (Rictor) in endometrial cancer and its influence on long - term
prognostic survival. Methods The clinical data of 63 patients with endometrial cancer admitted to this hospital
from January 2014 to January 2015 were analyzed, and the endometrial tumor tissue and the normal tissue
adjacent to the tumor (more than 5 cm from the cancer tissue) were collected as the endometrial cancer group
and the adjacent tissue group. The expression of Ki-67, CARLo-5 and Rictor protein in the two groups were
compared. The survival and death of all patients during the follow-up period were recorded, Kaplan-Meier
survival curve was drawn to study the effects of Ki-67, CARLo-5 and Rictor protein on the prognosis of
patients, and multiple logistic regression analysis was used to analyze the risk factors affecting the prognostic
survival of patients with endometrial cancer. Results (1) The positive expression rates of Ki-67, CARLo-5

and Rictor protein in endometrial cancer tissue were higher than those in the adjacent tissue group, and the
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difference was statistically significant (P<0.05). @ After follow - up for 5 years, the survival rate of 63
endometrial patients was 55.56% , and the mortality rate was 44.44% . (3 The Keplan - meier survival curve
showed that the average survival time of the Ki-67 negative group was longer than that of the positive group,
and the difference was statistically significant (P<0.05). The average survival time of CARLo-5 negative group
was longer than that of positive group, and the difference was statistically significant (P<0.05). The average
survival time of the Rictor protein negative group was longer than that of the positive group, and the difference
was statistically significant (P<0.05). @ The 5-year survival rate of patients with clinical stage Il ~IV , poorly
differentiated tissue, prognostic score = 7, vascular tumor thrombus, myometrial invasion = 1/2, and high
expression of Ki-67, CARLo-5 and Rictor protein significantly reduced. Clinical stage, degree of tissue
differentiation, prognostic score, Ki-67, CARLo-5 and Rictor protein expression are the single factors affecting
the prognosis of patients with endometrial cancer (P<0.05). The analysis of unconditional multivariate logistic
regression model shows that poorly differentiated tissue, prognostic score =7, presence of blood vessel
invasion, myometrial infiltration = 1/2, and high expression of Ki-67, CARLo-5 and Rictor protein are
independent risk factors that affect the prognostic death of endometrial cancer patients (P<0.05). Conclusion
Ki-67, CARLo-5 and Rictor proteins can be used as molecular markers for predicting the long-term prognosis of

endometrial cancer patients and potential targets for tumor treatment; effective measures are needed to intervene

clinically for patients with high-risk factors to improve the long-term survival rate.
[KEY WORDS] Ki-67; CARLo-5; Rictor protein; Endometrial cancer
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Table 1 Comparison of the expression of KI-67, CARLo-5 and Rictor proteins in endometrial carcinoma and para-carcinoma
tissues [n(%) ]
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Figure 1 Ki-67, CARLo-5 and Rictor protein expression in endometrial cancer tissues (SP, x400)
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Table 2  Single factor analysis of prognosis of patients with endometrial cancer (n(%)]
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Table 3 Multivariate analysis of prognostic factors in patients with endometrial cancer
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MAHSE 2 11 5(SFRP-5) (938 1k K 5 HBE & 2 H0HT (IR) B9 56 PE . Ak I 20194F 1 A & 10 A stz
TABERY 3 004 {51 4T Wi $91 2 11 (I PRAETT Bk, AR A0 U SO AR JAR 0 12 W s 1 0 BT W B DR i 242 4 279
BVE R I 58 4, 55 16 B 63 51 [) B[] BE 08 A7 7 A 445 S 1E 85 19 22 S0V O o B AL, SO0 258 9 4 2 1 174 .
VEGF ,SFRP-5 J% IR M B H ML, /- BT HAR G . 868  #F95 41 VEGF /K V-2 3 = F X 4, SFRP5 &
1 #11 SFRP5 mRNA 3R ik 7K i AR F XTI A, 22 5 A S i 22 L (P<0.05) ;s BF 5T 41 FPG 25 I i 5 3K
HOMA-IR S8 bR /K -3 k¥ 0 i i X IR AL, 22 5 H G124 7 L (P<0.05) 3 £ Spearman ML 50 HT , 4F
R S PR 27 10 4 1 1) BMI 45 %05 VEGF . SFRP5 [ 335 JC ¢, Tl FPG 25 i ik &5 2% \HOMA-IR 5 VEGF
R IKE LM SE, 5 SFRP5 (R AE FAIIE(P<0.05) . Z5i8 W IRMIFEIR G 2210 VEGF /K-l i, W] £
5|/ SFRP5 7K P REAR , i 5 Z ki .

[XiR] EIRWIBEIRYG ; SFRP-5; VEGF; IR; 221

Correlation between VEGF and SFRP-5 and Insulin Resistance in pregnant women with

gestational diabetes mellitus
YANG Min*, YANG Yan, YE Jia
(Department of Obstetrics, Jiangjin District Maternal and Child Health Hospital , Chongqing, China, 402260)

[ABSTRACT] Objective To analyze the expression of serum vascular endothelial growth factor
(VEGF) and secreted frizzled-related protein 5 (SFRP-5) of pregnant women with gstational diabetes mellitus
(GDM) and the its correlation with insulin resistance (IR). Methods The clinical data of 3004 pregnant women
treated in our hospital from January to October 2019 were selected. According to the diagnostic criteria of gesta-
tional diabetes, 279 pregnant women with gestational diabetes mellitus were selected as the study group, and an-
other 63 pregnant women with normal result of birth examination during the same period were selected as the con-
trol group. The serum VEGF, SFRP-5 levels and IR of pregnant women between the two groups were observed
and their correlations were analyzed. Results The VEGEF level in the study group was significantly higher than
that in the control group, while the protein and mRNA levels of SFRP5 in the study group were significantly low-
er than those in the control group, the difference was statistically significant (P<0.05). The levels of FPG, fast-
ing insulin, and HOMA-IR in the study group were significantly higher than those in the control group, the differ-
ence was statistically significant (P<0.05). According to the Spearman correlation analysis, the BMI index of
pregnant women with gestational diabetes mellitus was not related to the expression of VEGF and SFRP5. FPG,
fasting insulin, and HOMA-IR were positively correlated with VEGF expression and negatively correlated with
SFRP5 expression (P<0.05). Conclusion The higher the level of VEGF in pregnant women with gestational di-
abetes, the lower the level of SFRP5 and the increase in insulin resistance.

[KEY WORDS] Gestational diabetes mellitus; SFRP-5; VEGF; IR ; Pregnancy
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i D\ (AR 0 TR 2 W, bt s 2 4 i % 4 26 W KT
2145 i 2 A ST ] 174 SEE T o AT, S0fof 2 0 s Il
FEARZ910% " o AR R e, 22 R i 853
W B & R R KBS, B2 1A
XoF T K% 2R P BB | DT ol 2 4 JR I 3R A i 7 PR
SR MBS, 51 & 42 10 GDM S0 8 HOi g™ .
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Resistance , IR ) 59005 1Y & A IR R Y, i
AR A KRBT W, 22 R P 58 5 g i A
T F BN T | A AT U SR g 9 7 A, H b 43
4 i A ¢ 8 H 5(Secretory Crimp-Associated Pro-
tein 5, SFRP5) 7E GDM 1 & 5 o £ v B AT 8 2E4F
HY e T T GDM 22 (28 30 1M 3 ML N B2
*$ K 7+ (Vascular Endothelial Growth Factor,
VEGF) /K25 4k B AR el g8 s 0, ASHiF 5 3
G AS BE A 12 %) S A S AR PR 2 10 4 391 1) VEGF
SFRP5 % IR FR3K AT L, H HAHOCE

1 BREFE

1.1 — Bk

PEH 2019 41 H % 10 A FARE L2 19 3 004
) 4T G 0 49 L, 28 11 i W i £ (Oral glucose toler-
ance test, OGTT ) 52 46 1 12 & Uk W PR 96 2% 11 279
), IAE A 5% 2 5 T B e () B b A 7 22 K, 4%
T 25 S BTIE H A 22 IR SRR B A

AR UE : D2 A A A AR R, B
TCHE PRI I 8 5 QAR I b T 20~34 4[] ; B2 Hif
& 45 %7 (Body mass index , BMI) #8 () /N T 24
kg/m’, HEBRFRE : A IF A Fo A P BR 5 5k 5k g
PEEENG B s @2t A S IR OB R L T
SN PR B A A H M R G R s UL IR
[F)A7 2R AR 25 W IR FH XA TT 5 s DI R BRI 52 3%
o X HRFIBIFGE A AT S 2R S L, 25 R gt
238 L (P>0.05) , W55 41 BMI 45 £ BH 8 = % i
H, =R BAGI R L (P<0.05), g1,

®1 MAZA—RBARBERILE (vxs)
Table 1 Comparison of general information between the

2 groups (x+s)

4151 n () ZJ(J5)  BMI(kg/m®)

Xt AL 63 28.48+7.18  26.64+1.57 26.38+1.84
WFoEdd 279 28.03x7.27  2629+1.63  27.05+2.04
M - 0.446 1.550 2.396

P1E - 0.657 0.122 <0.05

1.2 U5

4 H AR Y (25 [ BIO-TEK ) | i B 50 728
B 0] & (R s A= ) TR SE T ) L& F 8
AT CH AL 7170A) 42 B 3 A AL 53 AT 3R
7 (R B BRI R A BRZA 7] )\ Trizol 15
& (LA EYRHATIRAF) .
1.3 Ky ik
1.3.1  BMIfE50K6:

XTECGE B B R HEA TN AR A
X BMI={RE (kg)/[ B & (m) PIHE B H (R E 4
B BMI.,
1.3.2 VEGF ,SFRP5 /K- } SFRP5 mRNA #i il

BT A 2214 5 mL G R =S K i, R Bt
BE, B0 5 BN BT -80 TR AR I vk A AR
R BT I 0 Tl IR B 5 W B0 02 0T 2 4 i AR A 1) 22
113 VEGF  SFRP5 25 [ /K - #E 45460 5 F & 40
U B ) B 7 I R B R BRI A B HUAR D7 4
J, A Trizol i858 & 2 U RNA , RNA V& B2 F H]
A3 MG RE AT I 22 LA S 5 HE L 3k S 36 0 5 5
BV W 58 B R T S-SR AR N, RN
ZE U 10 WL T DL HL YRR I I X SFRPS K2 P &
S IKBEAHIAT M. Hoh SFRP5 mRNA ik
WA 254y« B3 s SO 2 37°C (15 min g [ 5% 5% il
IR TG 5 85 WSS G : —20CIR- A7 . FFLIMLIARE
i LA VE AR , LA -actin A N2 IBY), 7 L) RT-PCR
K, He 375 141 -5’ -CTGGGACAAGAAGAAT
AA-3'; Fif#:5'-AAGAAAGGGTAGTAGGGGA-3' .
-actin_FF5 4551 . 5 -CCCTGAACCCTAAGGC-
CAACCGTGAAAA-3'; N : 5 -TCTCCGGAGTC-
CATCACAATGCCTGTG-3',
1.3.3 i & E HEPT 45 L (Homeostatic Model As-
sessment for Insulin Resistance , HOMA-IR ) & il

K A 27 RGP A i % 28 IR I 20K
PEATIN 2 i FH H 57 7170A A4 [ 3 42 46 2 B X
FER it e AR B A B B AR 7 i)
X #3251 1L B¥ (Fasting plasma glucose , FPG ) it
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Wi H1 SPSS 18.0 34 #4784 73 Hr o 1 9%
BHLL (R +5) Fom, R e K50 s TR n(% )
7N, K K5, iz FH Spearman $E17HI 8T, LA
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Table 2 Comparison of serum VEGF and SFRP5 levels
between the 2 groups (x+s)

5  n  VEGF(ng/L) SFRP5(pg/mL) SFRP5 mRNA

XA 63 45.28+4.61 14.41£1.30 0.250.05
WFFE4H 279 90.54+6.44 10.75+0.52 0.20+0.03
t{E - 52.785 36.066 10.383
P - <0.001 <0.001 <0.001

2.2 Xf P 221010 i ZR AU AR A il

Xf MR 4H FPG | =5 JIE JB & 3 \HOMA-IR 4545 f5
KO- W AR TR, 22 A gt e X
(P<0.05), .3 3,
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Table 3 Comparison of insulin resistance between the
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2 # HOMA-IR

AL n FPG (mmol/L) (mmol/L)
X REZH 63 4.19+0.52 3.73+0.42 0.83+0.19
ot 279 5.800.93 5.67+0.38 1.57+0.23

il 13.270 35.882 23.764

P{H <0.001 <0.001 <0.001
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[R5 5 IR AAR I #

2% Spearman AH A AT, G 0% B PR 22 10 7Y
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552 HOMA-IR 5 VEGF 9335 2 IEAH %, FPG .
75 B8 i 5 2 \HOMA-IR 5 SFRP5 [it) %35 5 7 A 5%
KR, EFAGIEE L (P<0.05), WFk4,

R4 EYREAVER S 232 H % VEGF 1 SFRP-5 H1%k
Z5 IR XSS
Table 4 Correlation between expression of VEGF and SFRP-

5 and IR in pregnant women with gestational diabetes mellitus

VEGF (ng/mL) SFRP5 (ng/L)

=N
i i Pl P
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FPG (mmol/L ) 0.568  0.005  -0.992 <0.001
23 i i % 2% (mmol/L) 0.728  0.003 -0.648  0.004
HOMA-IR 0498  0.012  -0.721  0.003
3 iTig
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PR A i, XA — A BE T R T
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Effect of different doses of somatostatin on the GAS, HGB and GLC in patients with liver

cirrhosis combined with esophageal and gastric varices

YANG Yue'*, LI Baochun', HUO Jianfeng*

(1. Department of Gastroenterology , Qinhuangdao Second Hospital, Qinhuangdao, Hebei, China, 066600;

2. Department of Respiratory Medicine , Qinhuangdao Second Hospital, Qinhuangdao, Hebei, China, 066600 )

[ABSTRACT] Objective To explore the effect of different doses of somatostatin on gastrin (GAS) ,
haemoglobin (HGB) and glucagon (GLC) in patients with liver cirrhosis combined with esophageal and gastric
varices. Methods The clinical data of 106 patients with liver cirrhosis combined with esophageal and gastric
varices who were treated in our hospital from December 2018 to December 2019 were collected. According to
the different dosages of drugs, they were divided into group A (53 cases, standard dose of somatostatin
combined with propranolol) and group B (53 cases, double dose of somatostatin combined with propranolol ).
The clinical efficacy, levels of GAS, HGB, GLC, hospitalization indicators (hospitalization time, bleeding
time, blood transfusion) and hemodynamic indicator levels before and after treatment were compared between
the two groups. The incidence of adverse reactions after treatment was observed between the 2 groups. Results
The total effective rate of group B (90.57% ) was higher than that of group A (71.70% ). The difference between
the two groups was statistically significant (P<0.05). Compared with those before treatment, the levels of GAS

and GLC of patients in the two groups significantly decreased, and the level of HGB significantly increased
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and the difference was statistically significant (P<0.05). After treatment, the levels of GAS and GLC in group
B were significantly lower than those in group A, and the level of HGB was significantly higher than that in
group A, the difference was statistically significant (P<0.05). The hospitalization time and bleeding time in
group A were longer than those in group B, and the blood transfusion volume was higher than that in group B,
the difference was statistically significant (P<0.05). Compared with those before treatment, the CVP and PVP
of the two groups significantly decreased, the difference was statistically significant (P<0.05). After
treatment, the levels of CVP and PVP in group B were significantly lower than those in group A (P<0.05).
The levels of VPV before and after treatment in the two groups were similar, and the difference was not
statistically significant (P>0.05). The total incidence of adverse reactions in group A patients after treatment
was 5.66% , which was significantly lower than 16.98% in group B (P<0.05). Conclusion Doubled-dose
somatostatin combined with propranolol has a good clinical effect, can effectively improve the patients’ GAS,

HGB, GLC levels and hemodynamic indicators, and shorten the patient’s hospital stay, bleeding time. It has

high safety, and great clinical application value.

[KEY WORDS] Somatostatin; Propranolol; GAS; HGB; GLC
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The diagnostic value of umbilical cord blood PCT, TNF-«, IL-6 to intrauterine bacterial
infection in newborns

DONG Jingyu

(Neonatology Department, Tongzhou District, Beijing, China, 101100)

[ABSTRACT] Objective To analyze the diagnostic value of procalcitonin (PCT), tumor necrosis
factor -« (TNF-«) in umbilical cord blood combined with interleukin- 6 (IL-6) detection for neonatal
intrauterine bacterial infection. Methods 98 Newborns with high risk factors of intrauterine bacterial
infections who were admitted in our hospital from January 2017 to Detember 2017 were selected, and they were
divided into two groups according to the outcome of neonatal infections, including 45 cases in the infected
group and 53 cases in the non-infected group. The clinical data of all subjects were collected, and the differences
in the expression levels of PCT, TNF-«, and IL-6 in cord blood between the infected group and the non-
infected group were compared. The clinical diagnostic efficiency (sensitivity, specificity, and accuracy) of
PCT, TNF-«, IL-6 alone and their combination in the diagnosis of intrauterine bacterial infections were
compared, respectively. The ROC curve was used to analyze the predictive value of PCT, TNF-a, IL-6 single
and combined detection for intrauterine bacterial infection. Results The levels of PCT, TNF-a and IL-6 in the
uninfected group were lower than those in the infected group, and the difference was statistically significant (P>
0.05). The positive rates of PCT, TNF-a and IL-6 in the uninfected group were lower than those in the infected
group, and the difference was statistically significant (P>0.05). The ROC curve was used to analyze the

predictive value of single PCT, TNF-a, IL-6 and combined detection levels for intrauterine bacterial infection.
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The area under the curve of single PCT, TNF-«a, IL-6 and the combined test were 0.807, 0.701, 0.817,

0.908, respectively, and the area under the combined curve was the largest. Conclusion The combined

detection of PCT, TNF-a and IL-6 in cord blood can be used as an effective means to predict the occurrence of

intrauterine bacterial infection. Clinically, its level should be detected and timely intervention should be carried

out to improve the diagnosis rate.

[KEY WORDS] Umbilical cord blood; PCT; TNF - «; IL-6; Intrauterine bacterial infection in

neonates
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BHEA RS ml R G I A7/ 0 . AR 48 ELISA
R GV B AP R4 . B A Il PCT=0.5 ng/mL
TR BHESE R TL-6>23 ng/L 3 A BHPESS S, TNF-a>
4.3 ng/mL 1A BHE ; = A48 B5 56 A K 0 4] W BH 4
45 FREIsE L — A B PR 2 SR Ry B
1.5 Gl #rik

K SPSS 22.0 #AFHEATHE 150 H , HECE R
Phn(%) 3=, R 2 R% iR RERH (x£5)
A, 47 e K56 5 SR F ROC i £k 73 #F PCT . TNF-a |
1L-6 ERLIT K7 B 5 6 00 7K S X6 B P 248 T J s ) o)
Wi, LA P<0.05 HZESAGITFE .

2 #ZR

2.1 PR BEH I PCT . TNF-a . IL-6 7K F
JoIR YL 4 PCT . TNF-a . IL-6 /K F- 3415 T ek e
H, EZR AR L (P<0.05), Lk 2,

F2 AR M PCT . TNF-a JL-6 K FELLE (v+s)
Table 2 Comparison of PCT, TNF - a and IL-6 levels in

cord blood between 2 groups (x +s)

205 n  PCT(ng/mL) TNF-a(ng/mL) IL-6(ng/L)

BRYL 45 2.94+1.03 5.97+2.11 32.43+11.51

JoEG 53 0.41x0.15 2.73+1.05 17.41£7.02
2N - 17.679 0.842 7.925
PAH - <0.001 <0.001 <0.001

2.2 PHYLFFHE Il PCT  TNF-au IL-6 PHE
JCIEYL 4 PCT \ TNF-a , IL-6 P R IE T K
Pl EFAGIFEX(P<0.05), W33,
2.3 PCT.TNF-a . IL-6 L350 A 156 A kI 7K 1 X g
DA 011 TR SR G %) T 1
ROC £k 7~ , PCT \ TNE-a , IL-6 BT K I 45
il £ R 1 A AUC 435124 0.807,0.701,0.817
0.908, #5148 hr ik T LI AR e . L4
K1,

%3 FARFHMPCT. TNF-o IL-6 FRMERLE [n(%) ]
Table 3 Comparison of the positive rates of PCT, TNF - « and IL-6 in cord blood between 2 groups [n(%) ]

o PCT(ng/mL) TNF-a(ng/mL) IL-6(ng/L)
't ! [H - Bk FHAE [Yikis FHAE Bk
TG 45 40(88.89) 5(11.11) 31(68.89) 14(31.11) 36(80.00) 9(20.00)
ToREGL 2 53 13(24.53) 40(75.47) 9(16.98) 44(83.02) 16(30.19) 37(69.81)
VAl - 40.594 27.145 24.244
P1a - <0.001 <0.001 <0.001
F4 PCT.TNF-o.IL-6 IR BX &7k T 31 B A H & NITYN
3 itig

BRI T A E
Table 4 Predictive value of PCT, tnf- a, IL-6 single and

combined detection levels on intrauterine bacterial infection

fE BURE R

T A GRE (%) (%) AUC  95%CI
PCT 9.74 0.74 081 0.807 0.717~0.898
TNF-a 9.06 0.81 085 0.701 0.595~0.807
IL-6 1073 079  0.83 0.817 0.728~0.906

PCT+TNF-a+IL-6  11.87 093  0.87 0.908 0.846~0.969
T i oA 78 3.85  0.834 0.743 0.884 0.764~0.674

ROC fffi£k
1.0

BT

— PCT
TNF-a
0.8 IL-6
— PCT+INF-a+IL-6

2 0.6

0 02 04 06 08 10
1R tE

Bl1 BF# M PCT.TNF-o. IL-6 BIUR B &R KEX T
A 4 T R R B T 4 (B ROC il 2 B
Figure 1 ROC curve analysis of the predictive value of
single and combined detection levels of PCT, TNF - « and

IL-6 in cord blood for intrauterine bacterial infection

20 TR IR B A LR N R B ML
BERAR N BB AT, TSR L A i
ML ECE A LR G AR SOILAE A5 o IR 1
MG, P U A R SRS RO A L
Qe AURT LA i PR A 22 B9, 3 BE S i
G L LA , SR DR E IR T S B G . Bl
B BRI L W BOR R R B AR L E WIS 2 W T
B T s, AT S I 20 B 5 97 O AN GE 12
W B bm i o (LR TR AR £ KK R AR I
FR I R S LRI PR M, ELAR 22 A i I 7 S 0 0,
I o R AR P O B2 2% A B A D i PR B9
TR BT RE bR o AT 800 A B P A0 R i fE
PR 3R 838 2B LB i7 1L A 9 E S B A s i A5 A
AR 300 2 B AG JLAE B AR O, Dol A g %
I B A 238, iy AR A o

PCT J&—Fioblf 8 1, 2 28y HUIR IR C 4 i o3
Mo PCT {EIEF HLA N & AR, LA RS,
FEAE TL-6 S54RI T RPN, el B I K
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HCMV &A= ) LAMA A i TNF-o.
Acrp30. MMP-3 7K F- Bellfi AR 53 L

okr AMFE BEF EM

(# ZE] B& BT AE Q% (HCMV) &Y AR L5 08 i i 8 s K58 B -
(TNF-o) JIE 7 4 i #MAAH 5C 25 11 30 (Acrp30) 3 i 43 & 25 -3 (MMP-3) /K F I IR Lo Fik ik
B 2017 4F 10 H 2 2019 4F 10 H iR 19 196 51l HCMV 2435 28 )L O 141 | 6 B[R] 91 80 3] fidt B i A= L
(WFHREH ) o eI 47 A JLAM A IR0 k4 W 9 TNF-o . Acrp30 . MMP-3 7K - LA K i 0 2H 16 97 RiT 5 &

BARACTE RS AL, TPAL 25 FE AR HCMV B i ol 455R M fil4isr Az J LA I F iR i TNF-ou
Acrp30 MMP-3 /K-35 T R4, 252 ¥ HA Goit24 3 L (P<0.05) o AME ML AN B TNF-a , Acrp30
MMP-3 Fitil] HCMV &Y% 1Y R AL 53 500°h 75.51% .88.27% .83.16% . 75.51% .82.14% .64.29% , § 57 53 |
4 81.15% .88.75%.80.00% .70.00% .87.50% . 76.25%. IHJ7 ) , HCMV BB LIS mFIGHE R TNF-a .
Acrp30 . MMP-3 /KL FIRTF T, 22 W BA G142 L (P<0.05) . 518 MM % TNF-a
Acrp30 MMP-3 K1) A5gi 4 JLHCMV B LUK UG TEAG R 657, B — 2 0GR B2 Wi i 8.

[ZERA]  AEHIREE; AT MRIRIEIR F-a; BT HRAMAARDCEE (1 305 FE5T 4 I8 26 (-3

The levels of TNF-«, Acrp30 and MMP-3 in peripheral blood and cerebrospinal fluid of
neonates infected with HCMYV and their clinical significance

HU Bing*, ZHOU Xuping, SHI Yingcai, WANG Xiang

(Department of Pediatrics, Zhumadian Central Hospital, Henan Province, Zhumadian, Henan, China,
463000)

[ABSTRACT] Objective To investigate the levels of tumor necrosis factor-a (TNF-a) , adipocyte
complement-related protein of 30 (Acrp30) and matrix metalloproteinase-3 (MMP-3) in peripheral blood and
cerebrospinal fluid of neonates infected with human cytomegalovirus (HCMV ) and their clinical significance.
Methods Between October 2017 and October 2019, 196 HCMV - infected neonates (case group) and 80
healthy neonates (control group) were enrolled in this study. The levels of TNF-a, Acrp30, and MMP-3 in pe-
ripheral blood and cerebrospinal fluid of the two groups were compared. And the levels of TNF-a, Acrp30,
and MMP-3 of the case group before and after treatment were compared. The predictive value of each indicator
for HCMV infection was evaluated. Results The levels of TNF-a, Acrp30, and MMP-3 in peripheral blood
and cerebrospinal fluid in the case group were higher than those in the control group (P<0.05). The sensitivi-
ties of peripheral blood and cerebrospinal fluid TNF-a, Acrp30, and MMP-3 for predicting HCMV infection
were 75.51% , 88.27% , 83.16% , 75.51% , 82.14% , and 64.29% , while the specificities were 81.15% ,
88.75% , 80.00% , 70.00% , 87.50% , and 76.25%. After treatment, the levels of TNF-a, Acrp30 and MMP-3
in peripheral blood and cerebrospinal fluid in the case group were lower than those before treatment (P< 0.05).

Conclusion The levels of TNF-a, Acrp30 and MMP-3 in peripheral blood and cerebrospinal fluid can pro-

KA B A d BT AECEE TR B (172102310512)
A S n . T B D JE T S B R A LA, 7T, 325 JE 463000
*iBAZ AR 7k, E-mail : mangliu6969817698@163.com
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vide references for neonatal HCMYV infection and prognosis assessment and have certain clinical auxiliary diag-

nostic value.

[KEY WORDS] Human cytomegalovirus; Cerebrospinal fluid; Tumor necrosis factor-a; Adipocyte

complement-related protein of 30; Matrix metalloproteinase-3

N FE 40 }f9 %% # (human cytomegalovirus, HC-
MV ) 287 AE LI 8 DL B , B 29 0.5%~
2.5% , 45K 22500k S K R g i [l 7 W B AR %
FH, HCMV FZRO kw2 4 AL iE i
We RS, i R AR LG FROK B ) P 5 L BOE I
TR i A WP s R A AR R IE R RN
RAEA T8I F7E HCMV JE 3% S 2000 45 ik 2%
A HF o B H AR R R PE I T - o (to-
mor necrosis factor-ac, TNF-o) & i R H UL Y 98 5E A
JoT, H KV B4 S WAL S AE 18 50 5 B 107 240 Ff
& 1 ¢ & H 30 (adipocyte complement related pro-
tein of 30, Acrp30) J2& 5 /7 24 ffL 73 Wb 19 4 S5 1 B 1
BT, BT R B AR s 4 RGBS U AR OG5 3
Jt 45 & £ F i -3 (matrix metallo proteinases-3 , MMP
S3)TEM G TTIR T AL R R OCHEAE 5 RAE S
P AL —E SRHR T, AR B AR LA A I A
% 5 W TNF-a . Acrp30 . MMP-3 7K °F- 5 HCMV
TR B IR B SN, SR i PR A2 iR ST A
RS WIEWT .

1 BREFE

11—k

PEH 2017 4F 10 H & 2019 4 10 A WA #9196
Bl HCMV B4 AE L Gl dl) o 55 102 ], 22 94
1] B i 3372~407 J& , SEXI IR IE (37.45+1.26) J&] 5 H
=L 76 1, e A L 120 6 ; 8612 B e it 19 3 A= L
H#4 3~25 d, V34 H #3(12.55+3.01)d. 24 Absif
(MHCMV -DNA #6 I B 1 , 5% 1fiL % HCMV -1gG 3%
TgM B A BH4: , B A PRI | L I 43 5+ HC-
MV @ L A 28 d . HEBRARE : O#F 4 L
e RNMEBR s @7 A LSl i Sl 2P B | Ak e g
FES 5 Fii A M AL L A T LY 5 s B/ T
R EE 5 IE R T X2 7 A SR L 0
@ODFARBI750 . BEHLE I 80 i) f 5 #7 A JL (4 1R
H), 5 43 B, 2 37 191 ; Ji i 347'~40" JA] , V-2 i i
(37.80+1.33) J& ; 7= JL 25 49, /e A L 55 4. 9 1)
G0 BRALEAE LI IS LBk 22 R ST 2
B (P>0.05) , HA ATk, A 5T i i I B e

P W%, A LA B2 28 s ) =
1.2 ik
1.21 fRACRSE

FIT A B A2 LT H A R H R 4R A1 JE K ML 5
mL, 3 000 rpm 43 &5 10 min, B )2 175 F5 46, [
A A7 A 2 ), SR A BV 5 mL, HLARAE IRk
JLAE T EM 5 75, 8CF BE A o A1) 2 45 PR
IR T, 0 26 8% 05 /K SF- 5 L3 -14 A [a] Bt 14) 22 o
YWY NS AN O i N s S SN /7 B
R PR ST s, SR b S MR I B 5
mL %45,
1.2.2 KRk

H 4 T IER 47 28 W B 512 56 (enzyme linked immu-
nosorbent assay , ELISA ) XL {4 3 .0 32 f16) Jirt BRAG: 1]
A1 JEL LR 2 TNF-a, Acrp30 . MMP-3, iz 5]
& 55 1A B BioTek 23 ) , KA &% by 26 [ A
[ BioTek 800TS £ YJREMFARN o 58 4 Fc 156 I 45 32k
TTHAE
1.3 Gtk

K HI SPSS 22.0 BAFH#AT G5B, i R
Ph(x+s)filiid , R e K050 . 224 ROC i1 £ I e I
o A AR T (B X I ) R AR AR SR L T T AR
AUCH. P P<0.05 KRZ5AHGIT2#E L,

2 #R

2.1 PH4LH A LA I TNF-« | Acrp30 . MMP-3
TP R

95 191 2037 A& JL A1 JE 1. TNF-a, Acrp30 . MMP-3
KOFF TR, 22 5 HA Gt L (P<
0.05), WK1,

F£1 FWAFEILINE M TNF-a Acrp30 . MMP-3 7k F
PEE (v £s)
Table 1 Levels of TNF-a, Acrp30 and MMP-3 in
peripheral blood of 2 groups (x+s)

21531 n  TNF-a(ng/L)  Acrp30(ng/L) MMP-3(ng/L)

B4 196 23.48+5.15 30.53+6.75 1.12+0.28
YRR 80 10.22+2.57 7.89+2.38 0.67+0.15
tHH 21.925 29.240 13.591
P1E <0.001 <0.001 <0.001
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2.2 WidlF A )L B W TNF-a . Acrp30 . MMP-3
KA b

95 191 25 397 £E LK ¥ TNF- , Acrp30 . MMP-3
KEYm TARA, ZRARIFEE L (P<
0.05), k2,

x2 FAHAIFEILIEE K TNF-a,Acrp30.MMP-3 7k F Eb 8
(x+s)
Table 2 Levels of TNF-a, Acrp30 and MMP-3 in

cerebrospinal fluid of 2 groups (x+s)

2 n TNF-a(ng/L)  Acrp30(ng/L) MMP-3(ng/L)

WHI4 196 10.59+3.35 11.06+2.15 0.62+0.18
XHRZH 80 4.86+1.18 3.39+1.07 0.33+0.10
{8 14.912 30.386 8.891
P{H <0.001 <0.001 <0.001

2.3 HIE IR S W TNF-a ., Acrp30 . MMP-3
X HCMV g (14 1500 4 (.

A JE I A0 TR AR HCMV B 912 3L
AE 1 2 FURAR N « Acrp30 . TNF-oo . MMP-3 , % [
(B R FesE, W3 1,

R 3 SMEMFNFKE B TNF-a, Acrp30 . MMP-3 X
HCMV BT &
Table 3 The predictive value of TNF-a, Acrp30 and
MMP-3 in peripheral blood and cerebrospinal
fluid in HCMYV infection

RIGE FRIE A%
(%) (%) $8%

bR AUC  95%CI  #krE

A1 JE i

TNF-a  0.845 0.793~0.807 1550 7551  81.15 0.568
Acrp30 0914 0.877~0.951 18.00 8827  88.75 0.770
MMP-3  0.827 0.777~0.876 0.87 8316  80.00 0.632
TNF-o  0.774 0.712~0.835 7.63 7551  70.00 0.455
Acrp30  0.872 0.824~0.920 720 8214  87.50 0.696
MMP-3  0.756 0.692~0.820 047 6429 7625 0.405

2.4 HCMV YL A JLIR YT Al e 2 & i A fiv 4
% TNF-a . Acrp30 . MMP-3 7K V454,

TBIT G, HCMV IG5 A= LA 1 J i Fi i
& TNF-a . Acrp30 . MMP-3 /K -4 TR I7 /i, 22
S HA G X (P<0.05) , WL 4,

3 it

Az )L HCMV Jg& e SRRy 4 4 386 1A
B K HCMV i B A=A 3 32 40 i AR iR FE 4
HE R AT 0 A% S, 20k e
Dy T WL, 32 B B2 R AOE kg A AR O, A% N L
P BRI A . HOMV B X £ A= 1 & 5 i

 —

A 10 | ’_/4 B 10 ‘rr, thr_
0.8 J_,J‘ 081 | F/If

0.6 =N I
g 067, H 15 0.6
# JJ =

041 i 24 041 2k

—SMJH il TNFoc | — 5 ¥ TNFa
0.2 — 1AL Acrp30 024 — i ¥ i Acrp30
S1JH 1 MMP3 [i%7F # MMP3
—BHR — %%k
0 02 04 06 08 10 0 02 04 06 08 10
1-Fp 54 15

1 AN I TNF-a, Acrp30 MMP-3 il HCMV B4 1 ROC 1% ;
B IR TNF-a, Acrp30 . MMP-3 Tiiill HCMV /&) ROC fHZk .
B 1 4B I F0 A & & B TNF-a, Acrp30,MMP-3 %t
HCMV BRI T3 4 B
Figure 1 The predictive value of TNF-a, Acrp30 and
MMP-3 in peripheral blood and cerebrospinal fluid in HCMV

infection

R4 HCMV BRHE LI FTBIE SME M Fn i 2 ik
TNF-at, Acrp30,MMP-3 7K EZE4Y, (x+5)
Table 4 Changes of TNF-a, Acrp30 and MMP-3 levels in
peripheral blood and cerebrospinal fluid of neonates with

HCMYV infection before and after treatment (x +s)

fE R fYTHT e i P

A1 i

TNF-a  2348+5.15 13.18£3.01 35343  <0.001
Acrp30  30.53x6.75  13.22#3.86 45681  <0.001
MMP-3 1122028 0.75%0.19 22,043  <0.001
I

TNF-a  10.59+3.35  5.63+1.86  26.656  <0.001
Acrp30 11062215 5.02+143  47.240  <0.001
MMP-3 0.62+0.18  0.40£0.12  20.533  <0.001

WK, S RAE BRI 1 IR LR B & A 7 BERG R
FELTEAETG IR L RN ZE T E . B4
YL BT A LS e A il g R il B A LS
i) FEFH Z—", HCMV 2L AH X0 I HL
HlACN A%, HAT ARG EW , A W58 Fom X ]
RE-S5 RAEA T B TR F B S R B
TNF-o /2 5 UL RAE A I, 2 5 PR 40 i
PERANG RN . A3 B 78 R 78 5 4 )L HCMV
JE& G n] Do 3 TNF-o  IFN-vy  TL-10 %5 40 g 5 1
PR BT, AWFIR SRS Wang IR
TEHIFT , 278 HCMV JEGe 5 A= L% 40 & il A ik 5
W TNF-o K- 23 E T, X 3] HCMV Jg g 25l
TR & A RAE SO, 5 1S A& if G T TNF-oc
KT, 2 BLAS B ORI I S0 A i v
W TNF-o K P SUZ T R SR 1697 A 30, IR R
SiE S U855 . TNF-o 5L HCMV 95 25 RO HL ] 74 A T
H AW FT 5 M7 1T BE -S540 1 A RNA & il 2
TR, V9 559 005 75 URL ) S50 A 56 e A R
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Effect of endoscopic variceal ligation combined with drug therapy on the level of hs-CRP
and liver function in patients with liver cirrhosis combined with upper gastrointestinal
hemorrhage

CHEN Xin*, DAI Jun, YU Shan

(Endoscopy Center, Department of Gastroenterology , Panzhihua Central Hospital , Panzhihua, Sichuan,
China, 617000)

[ABSTRACT] Objective To analyze the effect of endoscopic variceal ligation combined with drug
therapy on the level of high sensitivity C-reactive protein (hs-CRP) and liver function in patients with liver cir-
rhosis combined with upper gastrointestinal hemorrhage. Methods 100 patients with liver cirrhosis combined
with upper gastrointestinal hemorrhage who were admitted to our hospital from June 2017 to August 2020 and
were clinically diagnosed were selected as the research objects. According to different treatment methods, they
were divided into a combined group (n=52 cases, endoscopic variceal ligation combined with omeprazole sodi-
um) and a single group (n=48 cases, endoscopic variceal ligation ). The clinical efficacy, perioperative indica-
tors, hs-CRP, cortisol and glucagon levels, and liver function indicators Alanine aminotransferase (ALT), as-
partate amino Aspartate aminotransferase (AST), serum total bilirubin (TBIL), hemodynamic indicators and
adverse reactions were compared between the two groups. Results The blood transfusion volume, hospitaliza-
tion time, bleeding time and the improvement time of symptoms in the combined group were significantly low-

er than those in the single group, and the difference was statistically significant (P<0.05). After treatment,
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the serum factors of patients in the two groups: hs-CRP, cortisol and glucagon levels, liver function indicators :

ALT, AST, TBIL and hemodynamic indicators: blood flow in portal vein , blood flow in splenic vein, inner

diameter in portal vein and splenic vein were significantly lower than those before treatment, and the above indi-

cators of the combined group were significantly lower than those of the single one, and the difference was statis-

tically significant (P<0.05). No serious adverse reactions occurred in both groups. Conclusion Endoscopic

variceal ligation combined with omeprazole sodium has a definite effect in the treatment of patients with liver

cirrhosis combined with upper gastrointestinal hemorrhage, which can effectively improve the liver function

and hemodynamics of varicose veins in patients with significant hemostatic effects and a certain degree of safety.

[KEY WORDS] Endoscopic variceal ligation; Omeprazole sodium; Liver cirrhosis combined with up-

per gastrointestinal hemorrhages ; Liver function
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Table 1 Comparison of general data between the two groups [1n(%), (x+s) ]
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The relationship between T3, T4, early lactate clearance rate, HBP protein and the
severity and prognosis of severe pneumonia

SHI Hongzhe '*, WANG Haixia', QIN Zheng', ZHAO Cuimei ', SUN Shuyan', CHI Weihua®

(1. Department of Critical Care Medicine, Qinhuangdao Workers’ Hospital, Qinhuangdao, Hebei, China,
066200 ; 2. Department of Imaging , Qinhuangdao Workers’ Fospital, Qinhuangdao, Hebei, China, 066200 )

[ABSTRACT] Objective To analyze the value of thyroid hormone, early lactate clearance rate and
heparin - binding protein (HBP) detection for the severity and prognosis of severe pneumonia. Methods 75
patients with severe pneumonia accepted by our hospital from September 2018 to May 2020 were selected.
According to acute physiology and chronic health evaluation II (APACHE II ) scores, all patients were divided
into three groups: group A (21 cases), group B (28 cases), C Group (26 cases). 75 patients were divided into
the survival group (51 cases) and the death group (24 cases) according to the disease outcome within 28 days.
At the same time, 35 cases with normal physical examination results were selected as the control group. Thyroid
hormones [triiodothyronine (T3), thyroxine (T4) ], early lactate clearance rate and HBP levels in the three
groups A, B, C and the control group were measured and compared. The multivariate Logistic regression
analysis was used to analyze the independent risk factors affecting the prognosis of patients with severe
pneumonia. The ROC curve was used to analyze the predictive value of thyroid hormone, early lactate clearance
and HBP level on the prognosis of patients with severe pneumonia. Results T3, T4 and 6h lactic acid

clearance rates among the four groups are as follows: the control group>group A>group B>group C.
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Comparison of HBP level: the control group<A group<B group<C group (P<0.05). Fine grade V or higher,

advanced age, hemoglobin<90 g/L, mechanical ventilation and T3, T4, early lactate clearance and abnormal

HBP level are independent factors that affect the prognostic survival of patients with severe pneumonia ( P<

0.05). The area under the combined curve in area under the curve of T3, T4, early lactate clearance and HBP

curve and the area under the combined curve was the largest. Conclusion T3, T4, early lactate clearance,

and abnormal HBP levels can assess the severity of patients with severe pneumonia, and are independent risk

factors that affect the prognosis of patients with severe pneumonia.

[KEY WORDS] Severe pneumonia; Thyroid hormone ; Early lactate clearance rate ; HBP protein
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Table 1 ~ Comparison of lactate clearance rate and HBP level
at T3, T4 and 6 h in 4 groups (x+s)

6 h 7LFR HBP
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XHBZE 35 1.98+0.56  9.85+1.11 29.37+7.59  9.45+2.33

4% n T3(nmol/L) T4(ug/L)

FAH 49.15 197.90 19.52 306.84
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Table 3 Multivariate analysis of prognosis and survival in patients with severe pneumonia

Al ES EVEERY s 15 Waldly {4 PH OR 8 95%CI

S (=00 % vs <60 %) 0.761 0.135 4.261 <0.001 2.14 1.64~2.79
Fine VLI F (& vs %) 0.694 0.112 4.369 <0.001 2.00 1.61~2.49
FH 410 (=3.0X10°/L vs <3.0x10°/L) 0.845 0.664 4.164 0.073 2.33 0.63~8.55
A IR (R vs 75) 0.925 0.631 4.355 0.065 2.52 0.73~8.69
B (G2 vs 75) 0.764 0.581 4.311 1.025 2.15 0.69~6.70
T3(IEH vs 594 0.815 0.135 4.957 <0.001 2.26 1.73~2.94
TACIEH vs H) 0.764 0.115 4.454 <0.001 2.15 1.71~2.69

6h FLIR T BRR (IEH vs S H) 0.713 0.162 4.429 <0.001 2.04 1.49~2.81
HBP /K- (IEH vs 7% 0.689 0.135 4.421 <0.001 1.99 1.53~2.60
KIIRMNA G2 vs 15) 0.613 0.539 4.524 1.350 1.85 0.64~5.31
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LT R AN AR EE RIS TG (P>0.05) , 5k 45 B TR . PTMN 43014 54 (P<0.05) ;
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Correlation between levels of FGF2, VEGFA and circulating tumor cells in peripheral
blood and lung cancer metastasis

HAN Yuanyuan*, WEI Yulei, ZHANG Chunzhi

(Department of Cardiothoracic Surgery, the First Affiliated Hospital of Hebei North University, Zhangjiakou,
Hebei, China, 075000)

[ABSTRACT] Objective To analyze the correlation between the levels of fibroblast growth factor 2
(FGF2) , vascular endothelial growth factor A (VEGFA) and circulating tumor cells (CTC) in peripheral
blood and lung cancer metastasis. Methods A total of 74 patients with lung cancer who underwent surgical
treatment in the hospital from March 2019 to March 2020 were enrolled as the research objects. All were con-
firmed with primary lung cancer by surgical pathology. The expression levels of FGF2, VEGFA and CTC in
cancer tissues and adjacent tissues were detected. Their relationship with clinical pathology was analyzed. And
their correlation with lymph node metastasis in lung cancer patients was analyzed by receiver operating charac-
teristic curve (ROC curve ). Results The positive expression rates of FGF2, VEGFA and CTC in cancer tis-
sues were higher than those in adjacent tissues (P<0.05). The positive expression of FGF2, VEGFA and CTC
in cancer tissues were not related to histological types, tumor size, differentiation degree or age (P>0.05) ,
while related to lymph node metastasis and PTMN staging (P<0.05). ROC curves showed that AUC of com-
bined detection was 0.889 (0.807~0.971, P<0.000). Its diagnosis index was the greatest (sensitivity: 90.39% ,
specificity : 91.25% , accuracy: 92.44% ). Conclusion FGF2, VEGFA and CTC in peripheral blood are in-
volved in the occurrence and development of lung cancer, which are closely related to lymph node metastasis,
and are of important predictive value for lung cancer metastasis.

[KEY WORDS] Fibroblast growth factor 2; Vascular endothelial growth factor A ; Circulating tumor

cell; Lung cancer metastasis
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(P<0.05). W1,

®1 MEEEEALSEZTHALMNFGF2,VEGFA & CTC K& ER [n(%) ]
Table 1  Expression of FGF2, VEGFA and CTC in cancer tissues and adjacent tissues of patients with lung cancer [n(%) ]

FGF2

VEGFA CTC

YR n

FHPE FH Pk

PR IS FHPE H Pk

i 221 74 54(72.97) 20(27.03)

ekl 74 11(14.86) 63(85.14)
71E 50.723
PAH 0.000

56(75.68) 18(24.32) 51(68.92) 23(31.08)
17(22.97) 57(77.03) 13(17.57) 61(82.43)
41.116 39.753
0.000 0.000

2.3 JE#1%! FGF2 ,VEGFA K CTC #ik 5 fiiifiz
5 Wi R BARFAE 1Y) 6 R
Jii 41 21 FGF2 . VEGFA J¢ CTC FHPER 5 5 4

Gl 28T R R/ e AR E AR R TG OR (P>
0.05) , 5 ik I 452 5 56 & L PTMN 73 147 56 (P<
0.05). WF2.

*2 MBELFGF2.VEGFA & CTC Rix 5tz B & G K

RIBFFIERXER [n(%) ]
Table 2 The relationship between the expression of FGF2,
VEGFA and CTC and clinicopathological characteristics of

lung cancer patients [n(%) ]

g 4/ FGF2 VEGFA CTC
i A n B i

MRLLEE RS

i 49 42(85.71)" 43(87.76)* 40(81.63)"
7o 25 11(44.00) 13(52.00) 11(44.00)
LAY gt 23 17(73.91) 18(78.26) 16(69.57)
e 18 14(77.78) 15(83.33) 13(72.22)

NI 16 13(81.25) 12(75.00) 12(75.00)

HAth 13 10(76.92) 11(84.62) 10(76.92)

Jii SN <5cem 43 33(76.74) 34(79.07) 31(72.09)
=5cm 31 21(67.74) 22(70.97) 20(64.52)

PTMN 4318 I~1T 34 21(61.76) 22(64.71) 19(55.88)
M~VI 40 33(82.50)* 34(85.00)" 32(80.00)"

%534k 15 10(66.67) 11(73.33) 10(66.67)

ok 32 24(75.00) 24(75.00) 22(69.75)

otk 27 20(74.07) 21(77.78) 19(70.37)

A >60 % 38 28(73.68) 29(76.32) 27(71.05)
<60% 36 26(7222) 27(75.00) 24(66.67)

z

1+ P<0.05,

2.4 G4 FGF2 . VEGFA K CTC 23k 7K 7% ik
EL 2555 7S (1) TN A {1

156 A K i) AUC A 0.889 (0.807~0.971, P<
0.000) , 2 W 48 £ e K CHUBAE 90.39% |, FF 55 P
91.25% , HEHHJE 92.44% ), W55 3 FIE 2,

3 it

Jii 987 2 2 TR Tl 88 o 38 R AL T R A e Y

®3 MBHEL FGF2,VEGFA R CTC FRik7k T3¢ ih B 4%
BHwmNMNE
Table 3 The predictive value of FGF2, VEGFA and CTC

expression levels in cancer tissues for lymph node metastasis

REGEE R MERE
(%) (%) (%)
FGF2 0.689 0.555~0.823 71.43 78.25 79.43
VEGFA  0.813 0.707~0.920 82.37 85.38 86.79
CTC 0.863 0.767~0.959 83.52 81.36 82.57
ECARI 0889 0.807~0.971  90.39 9125 9244

mysHbs  AUC 95%CI

1.0 — LR

— VEGFA
0.8 —CTC
B FGF2
Eﬂ 0.6 — s

= et

T T T T
0 02 04 06 08 1.0

HestiE
2 VBB FGF2.VEGFA K CTC ik 7k TiE44 i
EENBLEEZA ROC B

Figure 2 ROC curve of the expression levels of FGF2,
VEGFA and CTC in evaluating lymph node metastasis in

patients with lung cancer

Bl il g8 =2 52 43 A AIE /N 41 i il 98 (Non small cell
lung cancer, NSCLC) FI/]N 4 Jfd fifi % (small cell lung
cancer, SCLC) , Al /IN 4 it fii i 249 o5 i 79 85% 7
38 B 8 LYY 7 o FARIGYT BT T 4 AR
K BE 2 FARR e A SR 1 il R 3 1 5 AR AR AR
IR 0 I () 5% 7% R R H RS B
RBBCT W FZ R il % (s AT i
B K CLERE RS AT RS, b DI B R
BE I, RS R AR R R,
WEFE I W 4% 5 % S s B, o BB e 1 IR T
51E BA EENE.

A BF 5T 45 42 7% FGF2 . VEGFA J2 CTC FH
FEIR B ATAE R it e A AR AR o 43 AT AT R Y A



BB ST 4G 2021461 0 %5134 #5141 J Mol Diagn Ther, January 2021, Vol. 13 No. 1 - 155 -

PSP i e | | R O R A < 2 o (| =
A R AN TT A I 45, VEGFA HA 43 W D RE
XoF ) 5 M ) A LA R A O e T
T Ao I A% G A B 3 B A B LA T e R
Ble G B E T EE RN, FGF2 5
RS A HA T 2 IR A 225 2R A G
P, PR 5 2 R A Y B A G, AR
KLRGET O mAeMME ALK, CTC fEik
AR G2, 7 J5 & ol b 2 3 B, T il 2
K Rk . CTC 2 ke B 1 SRR 40, X
& e £ 3 AT S VAL 2 B R CTC I R I
Iz WS 2 g AR IR YT I S ) CTC 287
FECH AR A BB a0 &6
43R SY N K FGF2 . VEGFA £ 5 % M i 12 2%
LR 1 2, VEGFA ] il 38 if 45 P B2 40 i 1) 38
B, A IR B iR R, FGF2 78 2 B Mo 21
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CTC BEAHKI) AUC 2K 0.889, i2 Wi 8 B K (i
JEYE 90.39% , 5 F 1 91.25% , i BE 92.44% )
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FEAER, TR A0 1 1 0 B AR
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P 18 R 2E Ji | S B SR BRI T e il , B AR A Y
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{14) P e 26 28 b B 3k KO A, 25 o 142
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BT L(P<0.05) ; SR AT L, P4 LIA YT 5 I3 L TgE /KO R, &L TgA 5 #MA C3 /K7
LT AR B2 R A SR L(P<0.05) 3697 IE A 4R LT H 8 TgE /K F B 38 0T AL, B
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1E I3 B IgE TgA M AMA C3 ZALKF 1697 R 8 .
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Effect of Xikening Syrup combined with cetirizine on serum total IgE, IgA and
complement C3 levels in children with allergic cough

WAN Bin'*, HE Miao*, GUO Chunyan®

(1.Department of Pediatrics, Shiyan People’s Hospital Affiliated to Hubei Medical University, Shiyan, Hu-
bei, China, 442000; 2.Department of Pediatrics, Baihe Hospital of Traditional Chinese Medicine, Ankang
City, Shanxi Province, Ankang, Shanxi, China, 725800 )

[ABSTRACT] Objective To explore the curative effect of Xikening Syrup combined with cetirizine
in children with allergic cough. Methods A total of 156 children with allergic cough who were admitted and
treated in the hospital between June 2018 and June 2019 were selected as the research subjects. They were di-
vided into control group (n=78) and combined group (n=78) according to random number table. The control
group was treated with Xikening Syrup, and the combined group was treated with Xikening Syrup combined
with cetirizine. The clinical symptom scores, serum total immunoglobulin (Ig) E, IgA and complement com-
ponent 3 levels, treatment effect, recurrence frequency, cough-related time and safety were compared between
the 2 groups. Results After treatment, daytime and nighttime cough scores and VAS scores of both groups

were improved (P<0.05), and the above-mentioned clinical symptom scores of combined group were higher

A2 A Bl g XA A2 A (2018CFB412)
A A 1L A6 B 2 R R MG R AR E FROUAT, #1313 442000
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than those of the control group (P<0.05). After treatment, serum total IgE levels were decreased, while total

IgA and complement C3 levels were increased in both groups (P<0.05). Besides, serum total IgE levels were

lower in combined group than those in the control group, and total IgA and complement C3 levels were higher

than those in the control group (P<0.05). The improvement time of cough-related symptoms was shorter in the

combined group than the control group (P<0.05). The total response rate of the combined group was higher than

that of the control group (P<0.05), and the recurrence frequency was lower in the combined group than the con-

trol group (P<0.05). There was no statistically significant difference in the incidence of adverse reactions be-

tween the 2 groups (P>0.05). Conclusion The treatment with Xikening Syrup combined with cetirizine for

children with allergic cough can effectively improve the cough-related clinical symptoms, reduce recurrence fre-

quency, and correct serum total IgE, IgA and complement C3 disorders, with significant therapeutic effect.
[KEY WORDS] Xikening Syrup; Cetirizine ; Allergic cough
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1.4 PR ARE

I AHEAR P « F2 0 £ LZIcie R 1 71745
KARGEAEA (visual analogue scale, VAS) ™ NZIFCRE AR
Wore LRI i B LR B AR PRI HE T ITAS

WBIT AR AR YE VAS PE2R 1045 1T LUTEA
VAS R =(I16J7 7l VAS PE43-1897 )5 VAS P
IP)ERITET VAS ¥E73X100% , I6 A L 3% A 3L
S TR VSA 24k 236 [H 43 531 R 95% LA T . 70% ~
94% .30%~69% L)L K 20% LT o SRR R IE A
R WHCRGHRHCRZ N, R KR A EILIATT
SE 3 A H B0 1% 5 4 8
1.5 Gl #irik

W SPSS 18.0 AT LAGrT, S IEA AT e
B Gexs)FoR , 225X LU FH 4656, PRI n(%)
FIR N 2R, DL P<0.05 HESE G X
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2.1 W4LEILIBYTHTG Ik RAEAR P 7 L4

P2 LG Y IS H TE] B Ta] iz W o DA &
VAS W B I7 R G, 25 A Gt X
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A K VAS 353 25 i RAER 23 1 25 e T X B A
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®1 WARBRILBTIERKERITES LR (x£5)
Table 1 Comparison of clinical symptom scores between the

2 groups before and after treatment (% +s)

- \ POBCHi R S 1 N o
b W G7s) (e MH P

] RZMRERPESY 16Y7FRT 2.3220.49  2.24+0.57 0.940 0.349
YEIFIE 1.6420.66° 0.94+0.53* 7.304 <0.001
RIEEMRERPESY W6ITRT 2.0620.68 2.10+0.74 0.352  0.726
VEITIE  1.47+0.51° 0.74+0.28" 11.081 <0.001

VAS P53 VRITHT 7.32+1.35 7.46x1.64 0.582 0.561
VRITIE 3.18+1.27° 1.28+0.59* 11.983 <0.001

- 5IRIFAT L, P<0.05,
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Table 2 Comparison of serum total IgE, IgA and C3 levels

between the 2 groups before and after treatment (x+s)

e N X HE2H Al
b i H] (n=78) (n=78) i PHE

S IgE(TU/mL) VAT HT 128.64+£19.93  130.41+20.33 0.549 0.584
BIT)E 46.72+8.64°  16.51+3.27" 28.881 < 0.001
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Table 3 Comparison of improvement time of cough related

symptoms between the 2 groups (x £s)
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Table 4 Comparison of treatment effect and recurrence frequency between the 2 groups [n(%), (Z+s) ]
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Application of circulating tumor cell detection in gestational choriocarcinoma
(CTC Technical Expert Committee, Chinese Anti-Cancer Association Tumor Marker Committee ; China CTC

Industry Alliance; Precision Medicine and Molecular Diagnostics Branch of Guangdong Medical Association )

[ABSTRACT] Circulating tumor cell (CTC) detection is one of the important cornerstones of liquid
biopsy. It has the advantages of convenience, speed, accuracy, non - invasive, real - time dynamics, and
repeatability. It can provide important clinical value for tumor diagnosis and staging, individualized treatment,
prognostic evaluation, recurrence and metastasis detection, and new drug development. The clinical application
prospects of CTC detection are broad, and more and more research continue to pay attention to its clinical
significance in early screening, prognostic evaluation, and dynamic real - time detection of gestational
choriocarcinoma (GC). However, there are some problems in the clinical application of CTC detection in GC.
Therefore, this consensus is formulated to promote and guide the application of CTC detection in GC, to
provide a convenient, feasible and efficient detection method for its clinical diagnosis and treatment.

[KEY WORDS] CTC; Gestational choriocarcinoma; Expert consensus
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C/EBP [W]Ji 5 1 D HEMF 5k Jg
AR ORRE ARE MR RER

[# =] C/EBP(CCAAT enhancer binding protein ) [l £ [ (CHOP ) 8 i i P £ 98 25 1) 7 =410 4l
5 SR F- C/EBP A & B2 55 R BG 85 1 (LAP) . CHOP J2 PN S5 19X 10 385/ 5 P 400 A o880 1 gk v 22 282 1) v
555 F . AXLER T CHOP & [ B4 T E ; CHOP YEAN I A 7=, W AAET- 2 50015 5@ i &L
PEHEAE s CHOP 7 P4 J5T 9 7 5 | & %) it XL P08 30 0 DG 19 8 I L JHF AR ) e 405 L 4 L F1 4 8% B DR s
iR A9 vh R A Y R AR T, S I PR L 22 R A2 T SR YT SR AL A R R A R
[K$IA] CHOP; NSV AT Ir a2 s Mg

Research Progress of C/EBP-homologous protein

DUAN Zhuo', SU Zhenhong'?, FANG Dawei *, XIE Xiaolin *, XIE Jumin '**

(1. Medical College of Hubei Polytechnic University, Huangshi, Hubei, China, 435003; 2. Hubei Key
Laboratory of renal Disease Occurrence and Intervention, Hubei Polytechnic University, Huangshi, Hubei,
China, 435003; 3. General Surgery Department, Huangshi Second People s Hospital, Huangshi, Hubei,
China, 435000; 4. Medical Department, Huangshi Psychiatric Hospital, Huangshi, Hubei, China, 435003)

[ABSTRACT] C/EBP (CCAAT enhancer binding protein) homologous protein (CHOP) inhibits the
transcription factor C/EBP and liver - enriched transcriptional activator protein (LAP) through a dominant
negative regulation. CHOP is an important intermediate signal molecule in the apoptosis pathway mediated by
endoplasmic reticulum stress. This article reviews the molecular characteristics of CHOP protein, the signal
pathway and regulation of CHOP in apoptosis, autophagy, and pyroptosis. CHOP plays an important regulatory
role in kidney, liver damage, inflammation, parkinsonism, diabetes, tumors, and other diseases related to
ischemia - reperfusion caused by endoplasmic reticulum stress, providing new targets for the diagnosis and
treatment of a variety of clinical diseases.

[KEY WORDS] CHOP; ER stress; Cell apoptosis; Parkinson’s disease; Tumor
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AR 5k CHOP 2 H 19 43 F F#{iF . CHOP 5 41 iy 4
T, AVEFIAET LA K CHOP S5 AH E8VE—253R

1 CHOPZHH

CHOP 2 §ifi ' 5= % 'R #F 48 45 ¥4 (basic leucine
zipper, bZIP) £ FAFE SRINFEE ARG — 5,
J& T CCAAT/AE 45 5 25 1 %% (C/EBPs) ', 1] L)
i 52 bZIP 45 ¥ 5% 5 DNA 45 4 5E i — Bk,
1992 4, Ron %5 ] “P #RiC Y cDNA F1 Ak 254435,
“PIEEPRET” 43 —FP Y C/EBP [, 5 W
GADDI153 & [ [Al M, #OCH H AR YE CHOP/
GADDI53"', CHOP & [/ F 45 & 1, 01
4 29kDa, 1 169 1~ ( N\ ) 8% 168 A4~ (Wi U 314 ) 28 JE R
FRILA K. CHOP 25 [ 19 & 3 vifi (aa: 1-101) %%
SO B, R I (aa: 102-169) A LIJE i — R AIK 5
DNA 2541, CHOP ANFEJE i[RI A — Ak H ] &
TG ARG 5% K7 C/EBP 2815 % 03 FN LAP JE Jifa e 5+
TR RS FE SR 1 B AEAHIR . CHOP
A DAOG BRI BFSEIER , CHOP 5 AP-1
FEEGT, AT LABE AP-1 HEIEH

Human Chop protein

Basic Leucine
Transcription domain region Zipper
NH2 L8 ‘===-COOH
1 I I 1
1 ser’ ser® Gly!®® Pro''2 169

E1 CHOP W& F4&H

2 CHOP 5401

PN T 19 17 35075 A AR MR T 3 ki 4% : CHOP/
GADDI53 il [ | Caspase i % fl JNK i j#% "
CHOP/GADDI153 7 PN Ji [ i 38 T , i i 5% UPR
AL T2 2R UPR 42 5% PKP FE N 5T
I 3% it 38 4% (protein kinase RNA -like ER kinase,
PERK) . Il % f# 1 (inositol - requiring enzyme 1,
IRE1 ) i [ 175 1k 5% 5% [F -7 6 ( Activating Transcrip-
tion Factor6, ATF6) /S ' " IEHIENT,
UPR 13X = 5 i 7 | PERK . IRE1 I ATF6 43
554 %5 B )5 75 85 1 78 (glucose regulate protein 78/
immunoglobulin binding protein , GRP78/BiP ) #{ f.
2ia AR EE W . S ERS I, 4 1
T 25 1 GRP78/BiP 5 = 5 54K 11 M 15, 1hi 5 R
TEEASEBRTSEARERS, A
UPR", i J ERS H}, GRP78 i it 4 F PERK .
IREL Al ATFo, i i 8 1217 = 70 F 4l CHOP

JNK . caspase-12 51 S A0 A T=1
PERK J2& P4 it W) T 754 25 J5 2 1 ity , 5 BiP i 5
J& ,PERK KA — AL A BB Ak, , S i A% IS 3
¥ 2a (eukaryotic translation initiation factor 2a,
elF2a) [ 51 o 222412 & A Fe AL wi ek
i) elF2a 7] DAL T ATF4 mRNA B9 42 . & UA
) ATFA i A 41 it #% 42 i CHOP 2 H () 3k, &
S gE T IRET 2 P 5 X 1 5 2 1 3
fif§ , #4095 A9 IRE1 5 BiP fif & 2 J5 I AR I — 3
A, B RZOBE A% IR 9 VTR O 1, B s 2 PR BT U] X-
& 45 4 % -1 (X-box-binding protein-1, XBP)
mRNA F A, (2 B0 A 1 M 0 e 5% 0 1
XBP-1S (Spliced XBP-1, XBP-1S), Ifif XBP-1S 1]
DL [ CHOP & i8S ST,
ATF6 2 PN JiT 9 11 0 %5 5 48 1 e . & 2E ERS
5 BiP fi# & J5 , ATF6 Ji /b, il P S N 4% 78 28 /5y 7R ik
R Bl 2 FEA 55 1-25 FI i (site-1 protease, S1P) 147
4. 2- 5 F 1 (site- 2 protease, S2P) A Y] #| T /K
fit"™ . 54k ) ATF6 m] LA I % XBP-1mRNA 3
ik, R CHOP N 5T W 3 PEAB R A g Gk
I W] 240 L2 B T N A R 1 A A
FLAEFAEOUT , AW FAARK T H S 241 Ab 1
i eI I BN R AR 0 i R ) S oW 3 e
- ATFA Fl CHOP Hpl s 35 7T LA 5 — R 51 F W5
FEBYZEIA2 . ATFA CHOP ffS 454 [ WAH G
8 s FIREAE e GTGCAACC X B B #5355 A
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(G > o I P T 0 AR ERS A Ry
WF5E CHOP £ fift Ifi P08 2 75 5 1 2oE B Bt s b iy
YEF , 1855 & 43 58 CHOP 3 [R] R 5% 76 Fn 37 A4
JE U B L PR A /D BRI T AT
g 0o i f8 B, 45 R R AR BF A BN R
CHOP FiK T+, 1 CHOP R 59/ BUEFIIE 2 BE#
Pidids . F2 BB FEEE T AT 5 S ERS, 340 CHOP
PG TR 5, 3 S WED RN ZH 2L 4510
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ERS 1.2 5 i i e afin 7 0 v 0440 0o 2 B 5
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TE B 25 W b K AR b9k i L 3l i PERK-elF2a-
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SrH R A 0, BTG Caspase 18 i 0 22 040 i
FET-, BRSE R B, RN a-syn RIS Z A ph 4
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