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The development course of hepatitis B virus serological marker detection

technology

ZHANG Xuedong', LU Jianhua®, WANG Menghan', DAI Erhei **

(1. Autobio Diagnostics Co., Ltd, Zhengzhou, Henan, China,450016; 2. The Fifth Hospital of Shijiazhuang ,
Shijiazhuang , Hebei, China, 050000)

[ABSTRACT] The detection of hepatitis B virus serological markers plays an important role in the inves-
tigation of hepatitis B epidemiology, disease diagnosis and prognosis, antiviral efficacy monitoring and predic-
tion, and the evaluation of the effect of hepatitis B vaccination. The continuous improvement of detection tech-
nology is necessary to guarantee the accuracy of results. This article systematically summarizes the principles
and characteristics of counter immunoelectrophoresis, erythrocyte agglutination test, radioimmunoassay test, en-
zyme-linked immunosorbent assay, solid-phase membrane immunoassay technology, chemiluminescence im-
munoassay technology and their serologic al markers in hepatitis B and the current status of the application. The
focus is on the analysis and prospect of the application of chemiluminescent immunoassay system in the quantita-
tive detection of hepatitis B serum markers.

[KEY WORDS] Hepatitis B virus; Serum; Markers; Detecting technique
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Analysis of laboratory detection markers and immunological characteristics of

patients with Coronavirus disease 2019

DONG Yanying, LI Miaoxian, ZHU Jianhong, MENG Hao, LIU Hailong, ZHANG Hua, GAO Ning,
ZHANG Lei, DANG Shuangsuo, GENG Yan*

(Clinical Laboratory, The Second Affiliated Hospital of Xi’an Jiaotong University, Xi’an, Shanxi, China,
710004 )

[ABSTRACT] Objective To analyze the changes of laboratory detection markers and immunological
function markers for patients with Coronavirus disease 2019 (COVID - 19) , and to explore its clinical
application value. Methods Routine and immune laboratorial data in six confirmed cases from in-patients with
COVID-19 between January, 2020 and March, 2020 in our hospital were retrospective studied. The changes of
common and immune function indexes including T lymphocyte subsets and various cytokines were detected and
analyzed. Results (D Blood routine examination showed that the lymphocyte counts of the COVID-19 patients
were significantly lower than those of the normal control (P<0.05). @ ESR, FIB, D-D, ALT, AST, CysC,
LDH, HBDH and CRP increased significantly than those of the normal control (P<0.05). COVID-19 patients
exhibited a remarkable decline of lymphocytes counts including CD3*,CD4" and CD8" T cells, and significant
up-regulation of cytokines including IL-2R .IL-6 . IL-8 ,IL-10 and TNF-a (P<0.05). Conclusion The decrease
of T lymphocytes and the appearance of cytokine storm are important immunological characteristics of COVID-

19 patients. Dynamic observation of various laboratory and immune function indicators of COVID-19 patients
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can be used to evaluate the immune status. Early identification of cytokine storm induced by COVID-19 and

monitoring the efficacy is of great significance.

[KEY WORDS] Coronavirus disease 2019; Severe acute respiratory syndrome coronavirus 2; Immune

dysfunction; Clinical warning indexes
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Figure 1 The change of T lymphocyte subtypes in COVID-19 patients

1500

A
~ 3 ns =
=
E o 2 1000
2 ’ =)
Q 4 -4
i E 500
2, o
0 0
Control group COVID-19 cases
1500 sk 15
D E
1000 _
3 =
-
E 500 g0
) 2
T, g
@ 7 =
= 3 °
25 =
0 0

Control group

COVID-19 cases

I :"P<0.05;7P<0.01; "P<0.001; ""P<0.0001,
B2 HEBRFEMAEESHAEBEFHENL
Figure 2 The change of various cytokines in COVID-19 patients
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Correlation between ALK, ROSI and BRAF-V600E gene mutations and clinical

features in patients with non-small cell lung carcinoma

LI Huafang*
(Department of Pathology, The second people hospital of Dezhou, Dezhou, Shangdong, China, 253000)

[ABSTRACT] Objective To investigate the mutation status of ALK, ROSI and BRAF-V600E genes
in NSCLC patients, and to analyze the relationship between the mutation status and the clinicopathological
characteristics of NSCLC patients. Methods PCR was used to detect ALK, ROSI in 1042 NSCLC patients
and BRAF-V600E gene mutation in 114 NSCLC patients, and to analyze the relationship between the gene
mutation and the clinicopathological characteristics of the patients. Results Among 1,042 NSCLC patients,
the ALK and ROSI gene fusion mutation positive rates were 3.84% and 1.54% , of which female patients were
3.86% and 0.61% , and males were 3.82% and 2.36%. 3.04% and 0.71% of patients were =60 years old, and
4.77% and 2.49% of patients <60 years old. The positive rates of smokers were 4.10% and 1.28% |,
respectively, and non-smokers were 3.68% and 1.69%. In 114 lung adenocarcinoma patients, the mutation rate
of BRAF-V600E gene was 5.26% , male 5.97% , female 4.26%. Age =60 years old 4.44% , age <60 years old
5.80%. The positive rates of smoking and no smoking history were 3.92% and 6.35% respectively. There was
significant difference in ALK and ROSI gene mutation rates among NSCLC patients of different age.
Conclusion Age is a significant related factor for ALK and ROSI gene fusion mutations, and ROSI gene
mutations are more common in male patients. It is recommended to carry out multi- gene joint detection in
NSCLC patients to provide a basis for guiding clinical targeted therapy.

[KEY WORDS] Non-small cell lung carcinoma; ALK; ROSI; BRAF-V600E ; Mutation
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Detecting national reference material for thalassemia by liquichip technology
ZHANG Wenxin', LIN Weiping’, SUN Nan', GAO Fei', SUN Jing', HUANG Jie'*, QU Shoufang'*

(1. National Institutes for Food and Drug Control, Beijing, China, 100050; 2. Daan Gene Co., Ltd. Of Sun
Yat-Sen University , Guangzhou, Guangdong, China, 510665 )

[ABSTRACT] Objective To evaluate the quality of the kit, the national reference material for
thalassemiade tected by the thalassemia (a/ B type) gene detecting kit based on liquichip technology.
Methods PCR amplification was performed on 32 cases of thalassemia national nucleic acid reference
materials, after hybridization of PCR products, the mutation of thalassemia genes was detected using the
Luminex Magpix platform.The accuracy of this method was evaluated by whether the test relusts were
consistent with the national reference materials. Results The results of 32 samples were all consistent with
the original types. The results of the national positive reference within the detection range of the kit were the
corresponding genotype. The results of the national negative reference and the national positive reference
beyond the detection range of the kit were wild - type. The limit of detection was not higher than 25ng.
Conclusion  Theliquichip technology could further improve the gene detection method of thalassemia disease
and meet the requirements of national reference material for thalassemia.

[KEY WORDS] Liquichip Technology ; Thalassemia; National Reference Material ; Mutation
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2.1 BPA AU SUE S5 (A DL e NMUE 43 A i 0 (IR
BRI )

B A= RO A5 A5 5 (B LA B N/M (B0 A i O (IR
BRGRD)  DLFR 1. IrA R AR B SR I 25 A
ERS % a8 —8,

2.2 PHPELT ASA5 5B LA K N/M (B 50 A7 15 150 CIE Bk
PH)

BH A (37 1545 518 LA K2 NAML {23 A 185 1 (A B
KR EEIR R 2, &7 5524 G A a5 LL(EL7E 0.76~
1.77 2 [a] , 44 BT 5 AR 0.06~0.07 2Z [8] 5 4%
A7 15 N/MECAE 22 95 76 R B 19 2% & sl 2l X [R]
LG0T, A A SRS R 5 EH RS % 0
R
2.3 HRAMFSH AN

B R RIREAAT S H A0 A 16 00 W3R 3. BT A ik
RAEAS G I 25 S 44 5 [ R 5 2%t Rl — 3
2.4 A[FEFIGIFEARSTERNE SE R AL )

PLIVS-T1-654 7 i A3, AN [R) 24 ) 46 0 245
LK 3,

Hihsh 52 5 P RERAREE T IVS-11-654 i/ £ B
A B RET (N R4 ) , g R 62 5 1 S BR A 16 1
IVS-T1-654 13/ 5 5 A8 BUHRE (M ARET ) o X T IVS-II
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R BARFERMAGNER (FFHREE)

Table 1 Results of wild type loci in samples ( non-deletion genetype )

Ay
BEHE N M N/M H R n g
[i5ga ek P ali &7 N {55 N/M {&

CD26 =905 =886 =201 0.6~2.01 <0.6 31 =2420 =358
-28 =1003.5 =959 =29] 0.62~2.91 <0.62 31 =4712 =31
IVS-II-654 =334.5 =722 =1.97 0.46~1.97 <0.46 29 =2823 =3.58
IVS-I-1 =1599 =1528.7 =2.03 0.72~2.03 <(0.72 31 =4086 =492
CD71/72 =1094 =886 =1.94 0.53~1.94 <0.53 31 =3649 =3.78
IVS-1I-5 =1783 =2322 =210 0.69~2.10 <0.69 31 =3614 =3.05
CD17 =812 =1806 =1.94 0.53~1.94 <0.53 31 =4516 =5.84
QS =417 =605 =1.96 0.65~1.96 <(0.65 29 =3472 =3.62
CAP =1391 =2218 =191 0.54~1.91 <(0.54 31 =3712 =955
CDh43 =712 =793 =201 0.64~2.01 <0.64 30 =1986 =8.01
Int =1589 =1428 =207 0.75~2.07 <0.75 31 =2205 =541
CD41-42 =491.5 =721 =1.92 0.59~1.92 <(0.59 30 =4406 =78
CD27-28 =1000 =1824 =191 0.45~1.91 <0.45 31 =2675 =472
CS =797 =1082 =1.93 0.61~1.93 <0.61 29 =3712 =523
WS =622.5 =651.25 =2.07 0.59~2.07 <0.59 29 =1369 =315
-29 =1397 =1707 =21 0.68~2.10 <(0.68 31 =1358 =261
CD14-15 =403 =428 =1.52 0.52~1.52 <(0.52 30 =4406 =23
-32 =818.5 =1248 =1.98 0.51~1.98 <(0.51 32 =2212 =346
-30 =1853 =1537.5 =2.05 0.64~2.05 <0.64 32 =1843 =303
CD31 =380.5 =829.5 =1.98 0.49~1.98 <0.49 32 =2977 =225

R2 PR SGNLER (FFEGREE)

Table 2 Results of mutant type loci in samples (non-deletion genetype )

K N/M SRllER

s i FLndis N MBS o5 ﬁzﬂa/aﬂ;u NGB %{% NV
3 Codons26(G>A) 4= & CD26 =905 =886 0.6~2.01 <06 2745 2805 0.98
4 28(A>G) 4 28 =1003.5 =959  0.62~291 <0.62 3877 3022 1.28
5 IVS-11-654(C>T) 22 & IVS-I-654 =334.5 =722  046~1.97 <046 2153 2066 1.04
9 IVS-I-1(G>T) 244 IVS-I-1 =1599 =1528.7 0.72~2.03 <0.72 4095 3939 1.04
11 Codons 71/72(+A) & CD71/72 =1094 =886  0.53~1.94 <053 3211 1816 1.77
12 Codon 17(A>ST) 244 CD17 =812 =1806 0.53~1.94 <053 4167 2356 1.77
13 QS125(T>C)Z+4 Qs =417 =605  0.65~1.96 <0.65 3515 3407 1.03
14 5'UTR +43 to +40(-AAAC) Z44& CAP =1391 =2218 0.54~1.91 <0.54 3735 2647 1.41
15 Codon 43(G>T) 244 CD43 =712 =793 0.64~2.01 <0.64 2340 3060 0.76

16 Initiation codon (ATG>AGG) 24+ & Int =1589 =1428  0.75~2.07 <0.75 2206 2288 0.96
18 Codons 41/42(-TTCT) %45 CD41-42 =491.5 =721 0.59~1.92  <0.59 3811 2890 1.32

20 Codons 27/28(+C) 244 CD27-28 =1000 =1824  045~191 <045 3230 2203 1.47
21 CS142(T>C) & CS =797 =1082 0.61~1.93 <0.61 3078 2475 1.24
22 WS122(C>G) 2+ & WS =622.5 =651.25 0.59~2.07 <0.59 1550 1736 0.89
24 29(A>G)AE -29 =1397 =1707  0.68~2.10 <0.68 2091 2030 1.03
26 Codons 41/42(-TTCT) 44 CD41-42 =4915 =721  0.59~1.92 <0.59 190 2941 0.06
27 Codons 14/15(+G ) 244 CD14-15 =403 =428  0.52~1.52 <052 3620 4574 0.79
29 IVS-11-654(C>T) 4 & IVS-II-654 =334.5 =722  046~1.97 <046 2301 2717 0.85
30 IVS-11-654(C>T) 4l & IVS-II-654 =334.5 =722  0.46~197 <046 215 2941 0.07
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x3 HERKNLER(GRKE)
Table 3 Results of samples (deletion genetype )

. v e U A A [ {E A T Al G A (e LRI EEES
- o BRIREE a2 REF BURIREN o2 REE BURIRE o2 IREF BURIREN o2 K%
) aa/--* SEA =852.7 =1293 =852.7 =1293 =852.7 <1293 2731 4883
6 aa/-- SEA <852.7 =1293 =852.7 =1293 =852.7 <1293 1738 2714
3 aa/-o* 3.7 <612.5 =1293 =612.5 =1293 =612.5 <1293 1743 2057
19 aa/-a*? 4.2 <834.5 =1293 =834.5 =1293 =834.5 <1293 940 1363
29 -at-at? 4.2 <852.7 =1293 =852.7 =1293 =852.7 <1293 1862 325
30 aa/--* SEA <852.7 =1293 =852.7 =1293 =852.7 <1293 4369 6105
. _ 3.7 <6125  =1293  =612.5 =1293 =6125 <1293 1133 395
“ SEA <852.7 =1293 =852.7 =1293 =852.7 <1293 1524 395
3000 3000 3000
2500 2500 2500
o = o e 3 itig
42 1000 = 1000 Lq000
500 500 500 S y
0 Hb w2 2 LR S
e ww e ww PO o
FEA 5 28 TVS-I1-654(C>T) FEA i 5 20 IVS-T1-654(C>T) FEA G5 ?l(\;IVS—11705r1(C‘>T) E/‘J © Tﬂj ﬁ J: é/‘J ﬁ 483% E/‘J }\ D j:% W Ek % E i It %
[ L] i

B3 IVS-I-654 {i s Y46l 45 5 (FE GRS EY)
Figure 3 The results of IVS-1I-654.(non-deletion genetype )

654 I 5 B AR RUREAS | 52 Sk 77 AR 15 S R
T 62 Sk ; X T IVS-11-654 {37 55 Z2 & BIREAS | 52
SMEREEESES 02 S HERE S HEF A K,
X IVS-11-654 13 5 2l 5 TR AR 52 Sk = A= {5
SN T 62 SRR

3000 2000 2000
2500 1500 1500
o 2000
> 1500
£ 1000
500
0 0 0

57 5 fikk 72 5 Ik 5T 5k 72 Sk 57 5 Ik 72 5 Mk

4.2 e § a2 P 4.2 Bt a2 f 5 1.2 F a2 Pt
ARG T 2 R B/

B4 425RKMENER (BRER)
Figure 4 The results of 4.2 deletion (deletion genetype )
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[EREA

500 500

FEAR ST 19 4.2 kK A4 5 7L FEAR S5 20 4.2 kS 4l A Y

2.5 N[ERUBIFEA L ER(E S R (B i)

DL 4.2 S A 5 AR AN () 2R 30 G 0 445 S
K4,

WS R 57 5 BRI T 4.2 ek R R g
(A2 4R%D) , gt Ry 72 5 B TR (M I 1 B2 By A 7Y
PREF (a2 BREE) o X B BF A BUREAS , 72 55 K
PR S AEIE KT 57 S0k X T 4.2 S A8 A
RIFEA, 57T Sk A5 505 72 SHokE 5 E
2R X T 4.2 Bk 4l & RIUKEA , 57 Sk
HAF ST KT 72 S 3ER

PR, 0 ] & 9 R = 1 V8 AR TR v i Y
I 5L PR 3 A 36 12.22%~23.02% . B BiiZ 06 14 76
ARRYT 7, L A% 3 0 7 A2 W DL e
IR E w7 FE R KRB 43 A A R B IR 1 5
1 B A, s A A R LR A HE e
HENARFEAEEZ L™,

S DRI ARG 76 b w8 3% i %) 00T v e T A
FEENER . B RGP I F B = 22 )
SRS KT 2 5 PCR #: (Gap-PCR) %5, [
Ti1] 351, 4% 28 5 T FH IS S A SR AR v 24N 98 A8 64 7 0
BRRIEE T2WROR . (HEURREZER, 5
AL 2 55 PCR %, EEHT o MIFA YRS, H
BRBA e KBS Wi 2k KR Bl 2k TR AN fig
W AR, B35 e AR B 25

ARG I F IR S A 0 AR B 20 4S5
SRS AT A5 T A RO A LA R 28 78 AR 43 ) (S BB
2 40 4~ ELAG FRIE G A I 3Rk b 5 K 4 BB B G SR BT
(3.7,4.2,SEA, o2) {15 2] 4 Fh HAT H¢ 5K 4 11 1) 4
BRI 15 — AR T s . 7R 45 Rl
BRI Ze s iR R v, B S F B R  1E0 R
WERIIES — — I8 IR E S &idia
PGS T AR H Y

R A X e, v YA B I A% PR K [ K S 75 b 32
BIREASEAT RN , 45 SR R W 6 T AR Bk A, AN [\
RIS SR NM A B2 25 5. DL CDA1-42 fi 1
S, LRI E) 30 5132 67 A5 B A B A RE AR (1 45
A S A TIREAR 1 BZA S Al A RIREAR . Horp
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30 ) B A= FUBRAS (1) N/ME R T e 55 F 7.8, 1 6
ZRE TR N/M ARG Jy 1.32, 1 6 205 BIREA HE A
H0.06, ZEHFMW, FIHBAHS R G, 0L R
X 43 = A A0 AR AR, I HLAFH N/M{E 3R A 352
Jr 3, T DL B I PR AR I 1A AR AR U
WEhEFHNE RGES AERRE S TS ST g
Y o W R R S 0 B S5 N NE /18 = B G i
A I o2 TREHE A NS, o2 5 HA = FaRE
FHEALSS , AT X A3 A Bk 2l Gk O Bk
PR e R By A A

ARG XcF b v I B I AZ R A I [ R 25 i
32 BIREARDEATAIN , B 2 2% 5 B 46 7 o
- b PR B R S AR A D K 18 B B- b iR AR
M FE R AR AR X 32 Bl E RS %, 3 6
PEA TN Ry B A AR, 6 1R A 8 60 Ry i) A DU S
FELAMOT A5 BHE 23 481) Sy 3 790 8 A 0 A R P 37 1 B
Mo @A, X H &SR A EE S %M
HZ5 AL, a7 e I 3 R PN 1 B R PR S 5
Shy A i R 78 531 37 e A W i R PN [ 2R 9 4
S 3 R W A R MER R GR 100% . £ 5T 6 i3t
T G I T R A2 A5 FEPE B L R S 2% i, AR
T I A T 3 A7 A5 %) FH R A, T ARG I 4
i 0y, X I v TR A S AR P I AN AT )
ALK ) 6 A D S T PN o7, ARG D 25 SR 8
REPER A5G RS U 45

ARG Sy B 7E T J0 1A I — 2 2% L b 3% K
A BEB S, o ZE E 8 (--THAD) , " [ 8 (Gy +
(Ay3B)0) , A W% (SEA-HPFH) , L K — BB 28 i,
Bl L 5 e, Gl Codon37 (TGG>TAG) , -90 (C>T)
Bt B RS WA K R BEB gk, SR Yy R N
Gap-PCR 7, BAE S8, HIRAE G5 g, dt—
AT e B TR S R s a0 7 2 AR A 37
A6 I HE 0 b o U B I RO A 13 B

BT IR B AR 5 0 3t P I 2T I (/B )
e DRAG I G50 &, A 0 T A2 TR 1 b o I B UM R
il [ % 2 2% S 2K, ARG i,y Hrh
VR 47 1 3o PRUAS I B3t T — ] o ARG I v

S 0k
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W EEICPE s 1 i CRP.D-D 5 TGS
RO & P il e i 1L

JLF* FAR wEH NXE

(# Z] B8 R e M 45 53 NS i) C- I & 1 (CRP) . D- R (D-D) H
TMXRSH BN BUG AL, Fik  VEEUAS B v 55 T 50 i i 154 43 76 122 BiVE o % 42, B4 i
BUKSR AT , BT 28 d, AR S 15 043 M UGS R A (77 61D BSR4 (45 61]) o X Ee gl
A 5 % 5 W CRP . D-D | Hs J3 AH ¢ 2% [ i 5 ¥ H /) (CSFP) | i A He (ICP) , Pearson AH ¢4 2 £ 43 #r
i ¥ CRP .D-D 5 CSFP . ICP JCHk 1, 52 I # TAEFRIE (ROC) 1 £ 43 07 i 5 ¥ B 30000 i J %)
i, R W5 REHARS1.3dNKNE W CRP.D-D /KF CSFP ICPIE THG A R4, ZR AL ¥5E
X (P<0.05) ; R J5 1.3 d % CRP.D-D 5 CSFP.ICP 2 iF A ¢, 2 F A G it % L (P<0.05) ; RJ5 3 d
Jiki 45 ¥ CRP . D-D /K B A I T 19 AUC 1M 0.864.(95%CI H 0.790~0.919) , U Sl 80.00% , 45 5+
4 81.82% ; RJ5 3 d i W CRP \D-D /& £ A& A AF RN TARR IR H , 22 7 A G123 L (P<0.05) .
gEig P I T O P 45 45 2R B W CRP . D-D /K V-5 CSFP ICP 3¢ 2 25 41], 64 46 I 7T Sy 14 7
Je AL AP DLAR A AR A

[EIR] MU ; AT C-IN AR (15 D-Z A iR 5 B 4

Relationship between CRP, D - D and pressure - related parameters and

prognostic value in patients with moderate to severe open head injury

KONG Yu, LUO Yonggang, CHANG Tianying, LIU Wenhui

(Comprehensive ICU, The first affiliated hospital of zhengzhou university, Zhengzhou, Henan, China,
450052)

[ABSTRACT] Objective To explore the parameters of cerebrospinal fluid C - reactive protein
(CRP), D-dimer (D-D) and pressure in patients with moderate to severe open head injury and their value in
predicting prognosis. Methods A total of 122 patients with moderate to severe open head injury in our
hospital were selected as research subjects, and all patients were treated with shunt hydrocephalus, followed
up for 28 days. According to the prognosis, they were divided into good prognosis group (77 cases) and poor
prognosis group (45 cases). Cerebrospinal fluid, CRP, D-D, and pressure-related parameters [ cerebrospinal
fluid pressure (CSFP) , intracranial pressure (ICP) ] were measured and compared between the two groups
before and after surgery. The Pearson correlation coefficient was used to analyze the correlation between CRP
and D-D with CSFP and ICP, and the receiver operating characteristic (ROC) curve was used to analyze the
value of cerebrospinal fluid factors in predicting prognosis. Results The levels of CRP, D-D and CSFP or
ICP in cerebrospinal fluid at 1 and 3 days after surgery were lower in the group with good prognosis than those
in the group with poor prognosis, The difference is statistically significant (P<0.05). CRP and D-D were
positively correlated with CSFP and ICP at 1 and 3 days after surgery, The difference is statistically significant

A48 BEEF A AH A4 (81802781)
VEH B FM K F 5 — WG ERLEAICU, 7 &, %6 M 450052
*BAEAEE 3LH, E-mail : rulin6566@163.com
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(P<0.05). The combined CRP and D-D levels of cerebrospinal fluid at 3 days postoperatively predicted the
prognosis AUC value of 0.864 (95% CI 0.790~0.919) , with a sensitivity of 80.00% and a specificity of

81.82%. The survival rate of those with high expression of CRP and D-D in cerebrospinal fluid was lower than

that of those with low expression at 3 days after operation (P<0.05). Conclusion CRP and D-D levels of

cerebrospinal fluid in patients with moderate to severe open head injury are closely related to CSFP and ICP,

combined detection can provide an objective basis for evaluating prognosis and survival.

[KEY WORDS] Craniocerebral injury; Cerebrospinal fluid; C-reactive protein; D-dimer; Intracranial

pressure ; Cerebrospinal fluid pressure

i ki 3 0 2 b 22 AR 2 R A s s, Lk
A A7 28T R S RO & SR, LR A R
TR AR NG B R IE R
1o, G 32 i R 1 VA P A2 B L R M e A A 15
KMARIK , AR B T il 25 R G0 ok I 5 s 380 Y
J& (Intracranial pressure , ICP) 5 & Ft /& , 4k & Hisi 2H
UG FE AR il FRK A3 A I PRYG 7 P A
P HFA, Bag R B i =B A (H B35 il
Jase R R AL . WA G T S ERARAE , LA
T T SRR T 1 e I A OGRS I
W & /1 (Cerebrospinal fluid pressure , CSFP) \ICP i
DAY At PRVEARY P 3 450 175 722 A Atk a4 2 e 5
B 5 K (DB R et B W, & 245 &
WRANIE R, HIE ot & kAR . CA R
SR AR A7 i A0 i e G C- B R A (C-
reactive protein, CRP) \D- & (D-dimer, D-D) 7K
X T, ELTR R R EE A 4 R R G
ZEYIT s HFC TN CRP.D-D 5 CSFP,
ICP X RMRMAER D . AW ARG, BER
Il PRI 1 B 5 P P55

1 AHSHE

1.1 —Bgek

PEBUA BE 2016 4F 6 H 2 2019 4 10 H 75 ing 44
15 B8 122 BRI 58 XF 4, I ALK 4 i R IR
57, BT 28d , ARS8 1E Ol 4 b PSR AR (77
B TG AS A (45 6 o g8 A bR ifE - O BB
ik 451495 52 5 @3k fii CT 2 Wi 12 5 @347 ik BLK
O3 TR A 5 @43 i W R PSR N 5 ) 5 i 1) BE 22
Yo HEBRbRME : OFF ™ E RGN & @& I
O JHF B Ml 25 0 2% D) RE B O™ 2 & 4
BEGHE . WAL PER R 48 50 22 05 R
L3P & TR B R — g B ORL 3 A AT L (P>
0.05), W1,

F1 WA-BEABER (n(%), (x£s5)]
Table 1 Comparison of general information between the 2

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

s R4 BUE A R

A (i=77)  (nmas) OATH P
(L) 47.01£6.45 46.83£6.29 0.150 0.881
P51 0.013 0.910

A 47(61.39)  27(60.00)

1 30(38.96) 18(40.00)
AR B (kg/m®)  20.89£1.01  21.03£0.98 0.747 0.457
Z A A 0.251 0.882

2Z 38 13 43(55.94)  27(60.00)

T 20(25.97) 10(22.22)

HAth 14(18.18)  8(17.78)

ZHEFAMNME(h) 645£1.75  6.80£1.38 1.149 0.253

1.2 ik

O A B Je A7 HE A3 5] i R +CSFP  ICP Wi,
FHAT I 5 - s T UK A3 A, B Rt 5 | 9 A 228 B
MiFL51 A (LR A 2%, #5  FR4) , I M
L A [0 B S A 2 ), 5 | 0 38 A St =38 45 4331
SE1MAS#E 5, — kM J1 )& SZ %58 Ul CSFP;
SR BUICP Wi A3 (it i R B I7 g kA PR A
NIP-310 % ) Wi CSFP . ICP, Wa #4345 3k & A it
Ab AETF ARG K BRI AT, TF ARk
AR, K PRL T 2.5 cm, 25T FORL I AT 2.5 cm
P13 RLAs Ko 8, DIIF Sk B, B L, ok o, 45k
PR B, AR AN RE A, L,
WA, M ICP, QA CRP ,D-D A6l - B
& 5 mL R A L itk il CRP . D-D 7K 5]
& LI PSR A R A R F AL
1.3 MEIRbR

OxF Fe TS R HSE A RAARF ARG 1d.
3 d KA CRP .D-D /KF- .CSFP . ICP., @4 #TlikiH
W CRP.D-D 7K V- 5 CSFP.ICP X% ., QM #Hrhiits
7 CRP .D-D Sl K B TN S M . @2 Hr
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AR CRP \D-D 7K & AR O o
1.4 Bt ibs

K H SPSS 21.0 et Hr 44, 45 & IE & 53 A
P BRI DL (2 £5) 7R, PRALIRT LR o K 56
TR DL (%) o, PR I) Fh 3R L 2 A 0 o
Pearson A 5 2R B0 BT A S 5 32 150 TAERRE
(ROC) fh£& M i (. P<0.05 22 554 41t

2 #R

2.1 P4 i CRP.D-D,CSFP ICP /K- [ 4%

Wis R4 AR)G 1.d.3 d iiiB ) CRP . D-D 7K
V- \CSFP ICP X FHiG AR, ZRARIFE
M (P<0.05), WLF& 2,

*2 FARBIFKERCRP.D-D.CSFPICPKFLLE [n, (x+s)]
Table 2 Comparison of CRP, D-D, CSFP and ICP levels in cerebrospinal fluid before and after operation [n,(x+s)]

iy i) 2H 5] n CRP(mg/L) D-D(pg/L) CSFP(mmHg) ICP(mmHg)
/Nl T R4l 77 0.740.20 422.71+80.31 12.31+2.10 14.17+3.28
I EE N 45 0.76+0.22 420.29+76.24 12.27+2.02 14.23+3.19
HE 0.514 0.164 0.103 0.099
PE 0.609 0.870 0.918 0.922
ARIE1d )5 R4 77 2.69+0.61 725.10+122.10 15.17+2.38 17.06+3.72
WG ARE 45 3.17+0.72 863.47+139.28 17.21+2.57 21.18+4.05
HE 3.921 5.731 4.435 5.712
P{E <0.001 <0.001 <0.001 <0.001
NEEX! 5 R e 77 1.72+0.43 610.15+108.54 14.29+2.11 15.74+3.22
IEENEES 45 3.08+0.68 907.44+187.76 16.45%2.30 21.55+4.39
il 13.537 11.096 5.277 8.386
P{H <0.001 <0.001 <0.001 <0.001

2.2 [ CRP.D-D 5 CSFP.ICP % %
Pearson fHCPE 0T, RJ 1.3 d Jili ¥ CRP .,
D-D 5 CSFP . ICP £ [E 56 (P<0.05) , 2 7 A G it

%3 [& T CRP.D-D 5 CSFP.ICP %X &
Table 3 Correlation between CRP and D-D of cerebrospinal
fluid and CSFP and ICP
CSFP ICP

r{E PAE r i P{H
CRP 0.517 0.003 0.635 0.009

P[] I gE|

2.3 Jii A W CRP . D-D ¥l Az B¢ & i 1 )5
IR

2 ARG 1.3 d H i CRP . D-D Ll J
B4 B ROC 2k, 753 AUC 12 910 RS 3 d ik
¥ CRP .D-D /K F-H >R 5 3 d il 57 D-D>AR
J& 1 d i W D-D>ARJ5 3 d Al CRP>ARJ5 1.d
i CRP, WL 4 & 1,
2.4 HA7HT

45 B UG A R T, T 13 41 IRPEAR S 3
d i # W CRP.D-D ¥ 55 hy i Rk ARFR B #H .

AELd Db 0460 0005 0598 0011 KM 4k 27, RJ5 3 d it 5 CRP.D-D = &5 4
R34 CRP 0705 0002 0804 0002 A RAR TR R B #H (=6.473.5.314, P=0.011,
D-D 0567 0014 0659 0018 0.021). W& 2.
R4 ROCHITHER
Table 4 Results of ROC analysis
EiEta AUC 95%CI BB MHURE (%) FERE(%) P{H

ARJF 1 dJIK#E K CRP 0.696  0.607~0.776 >3.31 mg/L 42.22 89.61 <0.001

ARJF 1 dJiiH D-D 0.797  0.714~0.864  >862.16 pg/L 53.33 89.61 <0.001

A5 3 d li#H i CRP 0.764  0.678~0.836 >2.20 mg/L 80.00 63.64 <0.001

ARJ5 3 d E# D-D 0.812  0.731~0.877  >798.09 pg/L 63.89 79.22 <0.001

ARJ5 3 dliH# D-D .CRP ik & 0.864  0.790~0.919 / 80.00% 81.82% <0.001
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L7 Tenascin C fz CADILLAC &S Ey 520221k
JOMILREE BEAHSEPEF ST

MR EE* 2k RHE KM BB FAF

(8 ZE] B® HiTIiE B S H C(Tenascin C) F 15K F K CADILLAC & Er 5 224
PEOWUBZER SEPERESE . 3% PE$E 2018 4F 1 A & 2019 4F 3 H A B0 INRHIIA B9 i ENAT 208 48 Btk
BBk AT 9 2k O WU PE 83 151 BIVE AR 5 o I3 35 1R 01 4F e 6 e 1R 30 Jik o 572 HE B3k e L
G2 W ) R 31 I SR X IR o BB R A Bt B 22 il IR K A, 0 & IfiL ¥ Tenascin C J NT-proBNP, H.
YT A B 432 e R sh ik v 5 T 3R RA YT . MRS CADILLAC 15 6 37 43 7 {E 4 ePCI-AMI £ 3% 73 1%,
= 4 ) 5 16 2H (CADILLAC =6) . H /& 2H (3<CADILLAC<5) & it f&: 41 (CADILLAC<2) , [ifi{Jj 1 4F F %
AN RO M55 R 1 AR S AR O TR MR ZE T O U SE R AR i A . R ePCI-AMI R I
& Tenascin C 7K B i /5 T X B4 (P=0.035) . 5 fG 2H 1L 7 Tenascin C 7K F- 2 CADILLAC f& [ 9147 i
Fr T a2 5 ST EE L(P<0.05) , PG AL Tenascin C 7K ¥ J2 CADILLAC f& [ 143
W TG, 25 B 24 & L (P<0.05) . Tenascin C /K- 5 CADILLAC & [ 743 5 i 25 1F A ¢
(r=0.679, P<0.05) , Ju H &7 = fa 20 5 A 30 8 19 10 A 56 (R=0.793 , P<0.05) , 1 4F (I PRI 17 B 7 - = fe 21
ZiF MACE 2 ARfEA &, 22 57 BoA G 28 5 X (P<0.05) 558 &0 B8 0 & A A B0 o
MACE B T & O KD IEYESET: . 2518 Tenascin C 7K F M CADILLAC f& [ #4375 ePCI-AMI
HE IR i B T IR R X, BEAS 3R ePCI-AMI (16 K6 7 B , 4 AN [7) 16 6 2 1 £ ePCI-AMI
R I PR T H LA A

[382iE] Atk NURESE ; fBEE 1 C; CADILLAC fEliEsy; W WU EAS

Serum Tenascin C and CADILLAC Risk Score and Emergency Acute

Myocardial Infarction Correlation Study
TU Sheng, WANG Ying*, LIU Fei, ZHANG Hui, LIU Juan, HAN Yanru, BU Lingtong
(Department of Cardiology , Bozhou People’s Hospital, Anhui Province, Bozhou, Anhui, China, 236800 )

[ABSTRACT] Objective To investigate the serum level of Tenascin-C (TN-C) and CADILLAC risk
score in patients with emergency acute myocardial infarction for early diagnosis and late prognostic. Methods
151 patients with acute myocardial infarction who underwent emergency percutaneous coronary intervention in
the Department of Cardiology, Bozhou People’s Hospital of Anhui Province were selected as the research
subjects from January 2018 to March 2019. 31 patients who were excluded coronary heart disease by coronary
angiography were selected as the control group during the same time. Serum tenascin C and BNP were measured
from venous blood after admission. Enrolled patients were followed up during 1-year. EPCI-AMI patients were
divided into three groups according to CADILLAC risk score, and the incidence of major adverse
cardiovascular events, including cardiac death, myocardial infarction and target lesions revascularization were
followed up for 1 year. Results The serum TN-C level of ePCI- AMI patients was significantly higher than
that of the control group (P=0.035). The serum TN-C level and CADILLAC risk score in the high-risk group
were significantly higher than those of the low/middle risk groups (P<0.05), TN-C level and CADILLAC risk

AEARE BRAARHF(81670332) ; %4 €M T £ EAER B (bzzc2019018)
Ve S fn . B TN TARER S AA, 240, 2 M 236800
Yi@AEAEE %, E-mail: tusheng77@163.com
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score showed a significant positive correlation (7=0.679) , especially in the high-risk group with a higher

positive correlation (R=0.793). Compared with the middle/low-risk groups, 1-year clinical follow-up showed

that the cumulative MACE in the high-risk group (P<0.05) , the difference was statistically significant. The

incidence of new -onset heart failure is numerically higher, and MACE mainly comes from new -onset heart

failure and cardiogenic death. Conclusion The TN-C level and CADILLAC risk score have important clinical

significance in the early diagnosis of ePCI-AMI patients, which can indicate the risk degree of ePCI-AMI and

provide an evaluation basis for the clinical prognosis of ePCI-AMI patients with different risk levels.
[KEY WORDS] Acute myocardial infarction; Tenascin C; CADILLAC risk score; Early diagnosis;

Prognostic assessment
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WL,

K1 FHEBELKFRE [n(%), (x+s) ]

Table 1 Baseline characteristics of Control of 2 groups
[n(%),(x£5)]

X fR A e el

R (n=31) (n=151) P
R () 63.35+10.54  62.51%11.32 0.583
P () 16/15 98/53 0.091
[N 3(9.7) 82(54.6)  0.019
WE PRI 3(9.7) 33(21.9)  0.088

W i 8(25.8) 51(33.8)  0.110

A1 5 B kg 1(3.0) 5(3.3) 0.765
HBAlc 4.7+1.69 6.7£2.21  0.042

MALEF (wmol/L)  70.81+24.26  86.62+22.91  0.059
Killip 43 4% (=2) 21(100.0) 33(21.9)  0.000

LVEF(%) 60.36+5.32  49.63+8.97  0.029
NT-proBNP(pg/mL) 356.6+116.8 3939.8+2461.6 0.002
TN-C(ng/mL) 25224578  56.41x19.75 0.035

1 HBATc=A b I 217 14 ; eGFR="Ff /INBR JE 33 3R s LVEF=/c & i
L5345 ; NT-proBNP=2 £ A oty B U] 44 U iy 1% o
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Table 2 Baseline characteristics of subgroups in ePCI-AMI [n( %), (x+s) ]

AR i LG4 (n=35) HEA (n=56) = e (n=60) P1H

() 63.31%8.89 61.34+11.66 63.13+12.29 0.103

<65 14.(40.0) 26(46.4) 26(43.3) 0.178

=65 21(60.0) 30(53.6) 34(56.7) 0.178
P #

HE 27(77.1) 35(62.5) 36(60.0) 0.430

pegis 8(22.9) 21(37.5) 24.(40.0) 0.430

R 1ML 19(54.3) 30(54.6) 33(55.0) 0.515

W4 HE (mmHg ) 132.1+15.9 135.6+19.5 139.6+19.5 0.748

#F5K & (mmHg) 73.2+13.3 75.611.4 76.2+11.4 0.459

HE R # 8(22.9) 11(19.6) 14(23.3) 0.202

TC(mmol/L) 3.92+1.19 4.06+1.26 4.34+1.31 0.100

LDL-C (mmol/L) 2.42+1.28 2.66+1.63 2.56+1.46 0.075

W2 S 13(37.1) 15(26.8) 23(38.3) 0.468

(i) 16(45.6) 28(50.0) 34(56.7) 0.746

A1 B kg 1(2.9) 2(3.6) 2(3.3) 0.691

HBAlc 6.42+2.15 6.61+2.03 6.92+1.96 0.219

1 L (pmol/L) 84.81+24.26 86.62+22.91 88.15+26.93 0.470

eGFR (mL/min) 89.63+12.21 86.84+14.29 83.89+12.28 0.143

Killip 5324 (=2) 4(11.4) 12(21.4)° 17(28.3)° 0.041

LVEF(%) 60.42+9.89 53.69+10.16 50.62+7.89 0.231

<40% 3(8.6) 10(17.9)* 17(28.3) * 0.039

NT-proBNP( pg/mL) 656.6+116.8 2056.6+616.5° 5616.5+1269.8* 0.019

TN-C(ng/mL) 40.27+8.59 56.21+16.10* 65.99+21.44 0.041

CADILLAC 1143 1.60£0.60 4.16+0.78" 11.87+3.64 ® 0.038

ARG S P 4 8l a4 H 8 2P<0.05, WG4 5 i fE 4 HL 8K °P<0.05, TC= i 0 [F i ; LDL-C=1I %5 )3 Jig 25 11 I [% 22 ; HB Al c=H 1k 1. 41
M ;eGFR=" /NERJE T 2K LVEF=/E 2 5 1l 341 ; NT-proBNP=24 JL A vty B #8414
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Genotype and hematological characteristics of 307 cases of non - deletion « -

thalassaemia
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[ABSTRACT] Objective To analyze the incidence, mutation type, composition ratio and clinical
characteristics of non - deletion alpha - thalassaemia in thalassaemia screening population in Guangzhou.
Methods A retrospective analysis of 307 patients diagnosed with non-deletion «-thalassaemia in our hospital
from July 2014 to June 2019 were performed. The thalassemia gene, blood routine and hemoglobin
electrophoresis etected in all patients. Results Among the 307 non - deletion alpha - thalassaemias, the
genotype of aa™*/aa is the most common. The MCV and MCH values of non-deletion alpha - thalassaemia
patients were lower than those of normal individuals. Patients carrying the aa® allele presented the heaviest
clinical manifestations in hematology. aa® is lighter than aa® and aa™ performs the lightest. In patients with
non-deletive HbH disease, both --SEA/aa® and --SEA/aa® showed hemoglobin H and Bart’s bands, but--SEA/
aa™® was not found. Conclusion In non-deletion alpha- thalassaemia screening, laboratory technician should
pay attention to the MCV and MCH values of the subjects and the results of hemoglobin electrophoresis. Once a
suspected carrier is found, further genetic testing is required.
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1 M&REFE

1.1 RS
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B fe BEZE 1 A
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121 {X7%
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IKIEHE o
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413 A 2 DNA 42 B0 57 & (QIAGEN, 1
), Hl B 35 PR ARG 0 376 6 0 0 BE A P R (TR
IINARRA w258 IR e i
1.3 ik
1.3.1 I 4iiusrbr

SR FH 1L 240 53 A7 A4S A i 240 53 A, 35 A
ARTE 4 h NSERAGIN . =B AR bR ) HGB £1 41
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Mini Kit) $2 B3 (K 41 DNA. % FH 35 b i 24 05
PCR (gap polymerase chain reaction, Gap-PCR ) %
ARG 3 A fife 2 Y - by 2% e R GE AR A (-4 -
Fl-a*?) , % FH PCR 454 J2 1] 2252 (PCR-reverse dot
blot, PCR-RDB) S ARG A i Y -3 5% FEIA 3 Fif
B LR ARFRA (o™, aa® Fl aa® ), A7 #7273
WA &0 T REAE B (I A RA A,
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1.3.5 HEit20br

fifi 1 SPSS 22.0 4K 4 % 48 #6475 48 1+ 43 #r
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TE 27 502 52 K & P, K 307 4 3 ik g
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Table 1 Distribution of non-deletion a-Thalassemia

genotype in 307 cases [n(%) ]

FEA Y n e
ao/oo™ 307 137(44.63)
aa/oa® 307 79(25.73)
aa/oa® 307 43(14.00)
-SEA oo™ 307 20(6.51)
SEA ™ 307 7(2.28)
S ® 307 2(0.65)
-0 o™ 307 8(2.61)
- o™ 307 3(0.98)
- 307 5(1.63)
oo 307 2(0.65)
-0 oa® 307 1(0.33)
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Figure 1 Results of 3 non - deletion a-Thalassemia detected
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Figure 4 Hemoglobin electrophoresis of 3 kinds of--***/aa”
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DNA 56 1~ . Rab5 FE AT 155 I S e S
Hhy R e H & S

Hih ! BRSO KER FEXRT

(8 ZE] BRI 55 DNA Z5A I K F 2(ID2) \Rabs 3 K 78 F 5 PY I A7 6E (EMS) % T Y
FEFHZE L, Ak LL20174F 6 A 2 2019 45 8 A ABE 138 4] EMS & MWFFEAL, 53 120 il 475 9P 4
AT FARBEVERN IR, KI5 AL S Rab5 mRNA \1ID2 mRNA %k, R 204 TAE
FEAE (ROC) fZR 23 AT W 25 Bl S A B2 Wi L. T 9% 2034 B8 v-AFS 20 1K1 4, EL AN TR 15 2 301 A
# Rab5 mRNA . ID2 mRNA | Il P48 % [ I35 558 BT IR 125 (CAL25) . F 5 PSR (EmAb) JKF, 40 Bt
Rab5 mRNA . ID2 mRNA 595 1% 43 1] | 113 CA125 EmAb R CME ., SR WF5E4l 75 N 4
Rab5 mRNA . ID2 mRNA 1555 T-XF 20 (P<0.05) ; Rub5 mRNA 5 ID2 mRNA B4 12 K EMS (1) AUC
K, 0.802, A2 WU O 78.99% |, R R N 69.17% s EMS H 4 1% 43 11 55 Rab5 mRNA [ ID2
mRNA ik J [liL# CA125 . EmAb /K V- A£7E 1EAH X OC R (P<0.05) ; EMS # # Rab5 mRNA . ID2 mRNA 3£
35 5% CA125 . EmAb K FAETE IEAH )G 2R (P<0.05) , 4518  EMS 3 Rab5 mRNA . ID2 mRNA 323k
SEHCAEL 5961 00 KT CA125 . EmAb /K- 2 31, nl B R EMS 2 W .

[XEiR] FE NS ; DNA Z5A 0 H] B F 25 Rabs 3&H i@ IRHTR 125 F 5 P HLIK ;

Expression and Significance of DNA Binding Inhibitory Factor 2 and Rab$

Genes in Patients with Endometriosis

CHEN Yuzhong', LAI Wei', ZHANG Guoan', LI Zhengying**

(1. Department of Obstetrics and Gynecology, 951 Hospital of the Chinese peopleundefineds Liberation Ar-
my, Korla, Xinjiang, China, 841000; 2. The Xinjiang Uygur Autonomous Region people’s Hospital, Xinji-
ang, China, 830001)

[ABSTRACT] Objective To explore the expression and significance of DNA binding inhibitor 2
(ID2) and Rab5 genes in patients with endometriosis (EMS ). Methods 138 patients with EMS in our hospi-
tal from June 2017 to August 2019 were selected as the study group, another 120 patients who underwent tubal
sterilization were selected as the control group during the same period. The expression levels of Rab5 mRNA
and ID2 mRNA in the endometrial tissues of the two groups were detected. The receiver operating characteris-
tic (ROC) curve was used to analyze the diagnostic value of the two separately and jointly. The research group
was divided according to the r-AFS stage.The levels of Rab5 mRNA, ID2 mRNA, and clinical indicators [ se-
rum carcinoembryonic antigen 125 (CA125) , endometrial antibody (EmAb) in patients with different disease
stages were measured and compared. The correlation between Rab5, ID2 mRNA and disease stage, serum
CA125, EmADb was analyzed. Results The expression levels of Rab5 mRNA and ID2 mRNA in endometrial

AeMA HEEERABE AT AETH AR A A (SYTG-201706)

B 15 1P BA R E B E 5 951 ERR4a LA, 4752, & /R #) 7 841000
2. Wi EE R ABRARERIE SR PO, 452 830001
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tissue in the study group were higher than those in the control group (P<0.05). Rab5 mRNA and ID2 mRNA
combined diagnosis of EMS has the largest AUC of 0.802, the best diagnostic sensitivity is 78.99% , and the

specificity is 69.17% There is a positive correlation between the disease stage of EMS patients and the expres-
sion of Rab5 mRNA, ID2 mRNA and serum CA125 and EmAb levels (P<0.05). The expression of Rab5
mRNA and ID2 mRNA in EMS patients was positively correlated with serum CA125 and Emab levels (P<

0.05). Conclusion The increased Rab5 mRNA and ID2 mRNA expressions in EMS patients are closely relat-

ed to the disease stage and the serum levels of CA125 and EmAb which can assist clinical EMS diagnosis.
[KEY WORDS] Endometriosis; DNA binding inhibitor 2; Rab5; Carcinoembryonic antigen 125; En-

dometrial antibody ; Diagnosis

T5r N i A AE (Endometriosis , EMS ) S 2 1%
W Lo PR WP , T EMS (1 PR 25 IR I 5 9%
AR EEARANA AT, 4 Il R i2 W IR IT A ki £ IR
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EMS HA JALUTE g (3851 (298 Mo Ab e 5 55
AW EAT N A EMS R3S P A 20 ] BE AT
£ Rab5.1D2 ()25 4k . FEF b, AHF 58 240X 25 & 4
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1 ARSI
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Fanlus:t| 66(47.83) 52(43.33) ’
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[ ZE] B# %760 RNA-499 (miR-499) 73/ RNA-16(miR-16) L (H (MYO) 55 # #
O JULER A b 75 0 1 56 2R B A 2tk O LR BE (AMID B2 Wi b i (B . 3% $2EEL2017 4F 2 H £ 2019
AF 12 A AR BEIR I 134 41 AMI B (AMI 2H) B AR o 134 (i filt e HE (0 BRZH ) o ERER P 4 00
WL A% #2540 [ LES 25 1 T(cTl) LR #4 [R] T./8§ (CK-MB) ] 3235 . miR-499 mRNA . miR-169 mRNA ,
MYO ik , 5% ] Pearson 43 HT miR-499  miR-16 . MYO 5 ¢Tnl . CK-MB H 31 , SR FH 22 i 3 /R 4 1F
(ROC) i £ K ROC T AL (AUC) /3 M 4 5457 AMI LIS W b (. &R &0 2 h I, AMI 4
CK-MB 4 5 F cTnl 4, 2 F LG 25 L (P>0.05) ; &9 6,12 h, AMI 20 cTnl,CK-MB ¥J = F X} IR 21
(P<0.05) ; &% 2.6.12 h it , AMI £ miR-499 mRNA . miR-16 mRNA . MYO & T %t I8 244 ( P<0.05) ;
miR-499 mRNA 5 miR-16 mRNA . MYO £ IF 4 5 ; miR-16 mRNA 5 MYO £ 1IF # 5 (P<0.05) ; ¢Tnl 5
miR-499 .miR-16 . MYO & IE A 5 (P<0.05) ; CK-MB 5 miR-499 .miR-16 \MYO % IE A ¢ (P<0.05) ; 12 Wi F
1B AMI 1 AUC : miR-499 4 0.751 , # W7 {&>1.37, miR-16 [ AUC =} 0.800, # W7 {5 >1.87, MYO 1) AUC H
0.731, B >60.14 wg/L(P<0.05). £5if miR-499 . miR-16 MYO 7& AMI & s L3 B 7 , 4545 45 )
BIEMC, IF 5 cTnl \CK-MB £ IEAHIC, 7T 1E ]y AMI R 12 W bR 59

[X$#iA] miR-499;miR-16; WL ; I HREY ; SECIEESE; B0

Application of miR - 499, miR - 16, myoglobin and conventional markers of

myocardial injury in the early diagnosis of acute myocardial infarction
LI Gang*, ZHU Chunkai, ZHENG Peiming
(Department of clinical laboratory, henan provincial people’s hospital, Zhengzhou, Henan, China, 450003 )

[ABSTRACT] Objective To explore the relationship between microRNA-499 (miR-499), microR-
NA-16 (miR-16), myoglobin (MYO) and conventional myocardial injury markers, and to evaluate the value
in the early diagnosis of acute myocardial infarction (AMI). Methods A total of 134 AMI patients (the AMI
group) and 134 healthy people (the control group) in the medical examination center from February 2017 to
December 2019 were enrolled. The levels of conventional cardiac injury markers [troponin I (c¢Tnl), creatine
kinase isoenzyme (CK-MB) ], miR-499 mRNA, miR-169 mRNA, and MYO were measured and compared
between the two groups. Pearson was used to analyze the correlation between miR-499, miR-16, MYO and cT-
nl, CK-MB, and the receiver operating characteristic (ROC) curve and area under ROC (AUC) were used to
analyze the value of each index in the early diagnosis of AMI. Results At 2 h after the onset, there was no
significant difference in ¢Tnl and CK-MB between the AMI group and the control group (P>0.05). At 6 and
12 h after onset, c¢Tnl and CK-MB in the AMI group were higher than those in the control group (P<0.05). At
2 h, 6 hours, and 12 hs after onset, miR-499 mRNA, miR-16 mRNA, and MYO in the AMI group were

KA AR B T H A AHOT £ .57 B (281803692)
Ve 45 7Ty B AR E RARTRA, #T &, #5H 450003
*iBAZAE A : B R, E-mail : Ligang65587359@163.com
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higher than those in the control group (P<0.05). miR-499 mRNA was positively correlated with miR - 16
mRNA and MYO. miR-16 mRNA was positively correlated with MYO (P<0.05). ¢Tnl was positively correlat-
ed with miR-499, miR-16, and MYO (P<0.05). CK-MB was positively correlated with miR-499, miR-16,
and MYO (P<0.05). AUC for early diagnosis of AMI: miR-499 was 0.751, cut-off value was >1.37, miR-16
had AUC of 0.800, cut-off value >1.87, MYO’s AUC was 0.731, cut-off value was > 60.14 pg/L (P<0.05).
Conclusions miR-499, miR-16, and MYO increased early in the onset of AMI, and were positively corre-

lated with each index and c¢Tnl and CK-MB. Therefore, those indicators could be used as a marker for early di-

agnosis of AML

[KEY WORDS] miR-499; miR-16; Myoglobin; Markers of myocardial injury; Acute myocardial in-

farction; Early stage

2 P 0 L #E SE (acute myocardial infarction,
AMI) &9 SR, J— ™ o W A A B i) 0 I
B, B M2 B E R kR S R AE R
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miR-499 . miR-16 . MYO 5 % L0 LI A5 bk 5 4 11
K F T AE AMI 2 BB M, R an T

1 FABIFGE

11—k

PEHR 2017 4F 2 A % 2019 4F 12 H A B A 1
134 1] AMI 835 (AMI 41) B MK vty 134 451 e
N BRAD) o o AMI 4142 65 1], 3 69 %
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BHEABRARD ;51 A & (AL R ; FEld gt
PG YRS PCR N R A i (b 038 7 Jr s B
FA PR F]) 5 S E i PCR Y (36 [# Biosystems
N, ABI7300)
1.3.2 Ifil ¢Tnl.CK-MB.miR-499 mRNA . miR-16
mRNA £l

KA AMI 4 LG 2.6.12 h 6 IEAL A B Je
UK H ¥ fR 3 TR A IOk L , R TR B 6 8 W o3k A
W13 ¢Tnl .CK-MB 7K, 5% H SR 92 2E it PCR
VARG 1. miR-499 mRNA .miR-16 mRNA ik,
1.3 LS bR

@ B A W 21 B0 LR 193 R 5 4 < ¢ Tnl L CK-
MB ik, @ % 20 miR-499 mRNA . miR-169
mRNA MYO ) 3£ik, @4 Hr miR-499 . miR-16.
MYO Z [H] i #H 56 . @43 miR-499 . miR-16,
MYO 5 ¢Tnl,CK-MB A %: . &43 4 miR-499 |
miR-16 . MYO 75 AMI - 132 Wb (- 0 (8
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1.4 Giiteorik

K1 SPSS 22.0 B AF AT Ak PRI , 8 BB
Ph(xxs)3RoN , Z2 4100 b DUEL R 28 07 22 40 1,
P B LA LSD- 4655, AHECFE R n (%) 3RoR , R
K5, SR Pearson 437 45 48 A [ A &%, R FH 2%
Wi & $2 VE H# 1iE (Receiver Operating Characteristic ,
ROC) [t £k &% ROC T 1 2 (Area under the curve,
AUC) 5 HT A8 bR e AML R IZ Wi i B . P<
0.05 A 2ZE A Gt X

2 FR

2.1 PLE O LR b B B 3R GA

K 2 h i, AMI 4H cTnl,CK-MB 5 %} B8 2H #H
I, 255 5552 L (P>0.05) ; K7 6.12 h,
AMI 4 cTnl,CK-MB ¥J & F Xt #8 41 (P<0.05)
W1,

®1 WABTHOCNBGIREYHRIELE (vxs)
Table 1 Comparison of expression of conventional

myocardial injury markers between the 2 groups (x+s)

Bl n cTnl(pg/) CK-MB(U/L)
AMI 4 134
2h 0.25+0.05 18.1124.68
6h 9.12+2.23 24.59+6.13
12 h 20.42+5.65 73.58+14.25
bopiGE 134 0.23+0.04 17.84+3.79
F1H 1331.381 1398.770
P{H <0.001 <0.001

2.2 M40 miR-499 mRNA . miR-16 mRNA . MYO
OSSO

K 2.6.12 hiih, AMI 241 miR-499 mRNA ,miR-
16 mRNA MYO /& FXFHRZH (P<0.05) . TL# 2,

%2 AMIZ miR-499 mRNA .miR-16 mRNA MYO KJ
RIALLE (x+5)
Table 2 Comparison of miR-499 mRNA, miR-16 mRNA,
and MYO expression in the AMI group (x+s)

15 miR-499 miR-16 MYO
mRNA mRNA (pg/l)
AMI 4] 134
2h 1.48+0.50  2.09+0.77  68.98x19.12
6h 2.69+0.72  2.78+0.85 132.38+28.44
12h 2.7520.68  2.25+0.69 342.08+33.27
XHE 134 1.09+0.39  1.18+0.46  53.02+12.44
F1§ 276.104 118.531 3899.732
PH <0.001 <0.001 <0.001

2.3 31 miR-499 .miR-16 .MYO 2 [i] f{)#H X

miR-499 mRNA 5 miR-16 mRNA (r=0.642) %
IEAHE, 5 MYO(r=0.473) & IEAH 5 ; miR-16 mRNA
5 MYO (r=0473) 2 IEM G, ZRA LI FE X
(P<0.05), WLIE 1,

B 0 C #0

400
350

MYO (pgll)
MYO (pglL

300

miR-16 mRNA  T>
- oW e oo

250 250

0 200 200
0 1 2 3 4 5 0 1 2 3 45 0 1 2 34 5

miR-499 mRNA miR-499 mRNA miR-499 mRNA
7 : A 4 miR-499 mRNA 5 miR-16 mRNA #15¢ 1 ; B 4 miR-499
mRNA 5 MYO #1561 ; C 9 miR-16 mRNA 5 MYO 5% :,

B 1 miR-499 . miR-16.MYO  [& #4854
Figure 1 Correlation between miR-499, miR-16, and MYO

2.4 /3H1 miR-499 . miR-16 MYO 5 ¢Tnl .CK-MB
FHOCE

¢Tnl,CK-MB 5 miR-499(r,=0.496, r,=0.519) .
miR - 16 (,=0.496, r,=0.557) . MYO (r,=0.501, r.=
0.547) 2 IEAHOC, 25 A 41t 5 5 X (P<0.05) .
DL 2,

As B: cw
< 4 P 400
Z z 3 ..
E 3 %3 % 350
g, g, S 300
T 2 T2
2 % .
E E 250
0 0 200
o 10 20 30 40 o 10 20 30 40 0 10 20 30 40
<Tal(pg/L) CTnl(pg/L) Tal(pg/l)
Ds E>s F 450
P <1 100
Z zZ 2 ..
% 3 Z 3 % 350
; 9 2, S 300
% g R
o E 250

g

50 100 150 50 100 150 0 50 100 150
CK-MB(UL) CK-MB(UL) CK-MB(U/L)

11 : A}y ¢Tnl 5§ miR-499 #H5CH: 5 B 4 ¢Tnl 5 miR-16 #H X1 ;
C 4 ¢Tnl 5 MYO M ; D 2 CK-MB 5 miR-499 #HC1; E
CK-MB 5 miR-16 #H3¢1E ; F 2 CK-MB 5 MYO H1G1E
2 miR-499 . miR-16 . MYO 5 ¢Tnl,CK-MB #8 % 14
Figure 2 Correlation between miR-499, miR-16, MYO and
c¢Tnl, CK-MB

2.5 /3HT miR-499 miR-16 MYO 7& AMI . 1112
W b B AN

ROC 73 #7 7% , miR-16 12 1 -1 AMI (1) AUC
K, HUOR miR-499 MYO, H#8 2 AT G0
SL(P<0.05), W33 /83,

3 it

FURT AMI (932 W7 3= ZER1 IR PRATAR L0 R A
O WUB AR S W 892240, 5 BLAT DL E s BRARRAIE 722
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&3 ROCHMER
Table 3 ROC analysis results

Fekr AUC 95%CI 75t P

M E HWHEBURE (%) BT (%)

miR-499 0.751 0.695~0.802  8.500 <0.01
miR-16 0.800 0.747~0.846  10.920  <0.01

>1.37 64.18 75.37
>1.87 60.45 89.55
>60.14 pg/L 70.15 66.42

MYO 0.731 0.674~0.783  7.570 <0.01
100
80
3 00
£
E)
miR-16 mRN
20 miR-499 mRN
MYO
0
0 20 40 60 80 100

100-F7 5715 (% )
B3 miR-499.miR-16.MYO Sl £ #§ AMI ) ROC B £
Figure 3 ROC curves of miR-499, miR-16, and MYO in
the diagnosis of early AMI

b S AMIT, I A a2 Wi 25 5, (R K DI
PR TAE R, HL i = AMI BLIRREIR (4 55 25 06 A
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24 h K F)Ep g CK-MB 1E.O Ui )5 L 3~8 h &
46 T+, v 454k 3~5 d, #£ 78 CK-MB ., ¢Tnl 7
AMI R — @ R R, Rt e
F 5T HA A R D AR S

miR-499 , miR-16 ¥ & fll /s RNA i WL 5t o
ZOR W' % A IF AMI 3 FPH 1l miR-499 mRNA
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HBV #H32 ACLF (A P )t S IL-10 FITL-32 5 Hil
Ja R AHSE M

EVH A Fes RITE*

(# ZE] BM® HIT ORI R (HBV) A I Stk JF 5205 (ACLF) [ 35 S B BR A 11 T ik L
A1 K I3 FI AR A 2210 (TL-10) FL A 1A 3R -32 (IL-32) AKFAR L S HUR FOAHDEE . ik . H 2017
451 H 2 2019 4F 4 A WA BB IAYT Y HBV #H ¢ ACLF .3 60 14 (HBV-ACLE 41) Fil 60 14 & J 18 2,
RUNF 4 H 5 (CHB 41, il il S RE 8K 26 1 (1gG IgA (IgM) | T Ik EL 41 I #F (CD3+ . CD4+ ,CD8+) | IL-10
FNIL-32 NE R AL G (ALT) (KT T4 E MR AL AT (AST) MLEIRL Z (TBil) , WAL TS , A1 4s
R, £R HBV-ACLF 4 [l ALT . AST 1 TBil /K ¥ I & % F CHB 41, 1gG . IgA 7K~F 1 & = T CHB 4,
CD3+ ,CD4+7K -8 B AIK T CHB 41, IfiL375 TL-10 F1 IL-32 7K F-B & T CHB 41, [b i = A Bt 3 X
(P<0.05) ,1gM ,CD8+ ,CD4+/CD8+ W 41 Lh. 35 2% 53 Jo 4t i1 2% 3 L (P>0.05) ; HBV-ACLF 41 28 il i1 & 5 15
Ui | 32 LAY, , AL A 5 0756 4 B 3 1gG  IgA IgM 7K F- . CD8+ . CDA+/CD8+WM 2 [h 45 25 B oG 2 7
X (P>0.05) , EALL CD3+ CD4+/K T W AR TA4f 4% 20 , i IL-10 A1 IL-32 WK B A2 i T o554, L
A G E L (P<0.05) . 4518 HBV AHE ACLF #7870 S fE BRAE 11 M2 T ik U0 40 i e 3 25 LA
0, [A] S IL7F IL-10 0 IL-32 WY ke, T 9bk U A 0 2580 22 il i IL-10 | IL-32 5 B 3F BUE X R &Y, /T T
UG e VA R TG

[REiF] M RPEE; BN atE Il RREskE A TWELAIME; AAnfin#-10; A4
%-32

The immune function of HBV - related ACLF patients and the correlation

between IL.-10, I1.-32 and prognosis
WANG Shaoyuan, REN Xu, LI Shihong, WEI Jiangxia*
(General surgery department of Guangyuan first people’s Hospital, Guangyuan, Sichuan, China, 628017)

[ABSTRACT] Objective To explore the relationship between immunoglobulin, T lymphocytes,
serum interleukin-10 (IL-10) , interleukin-32 (IL-32) and prognosis of patients with hepatitis b virus (HBV ) -
related acute-on-chronic liver failure (HBV-ACLF). Methods 60 cases of HBV-ACLF patients (HBV-ACLF
group)and 60 cases of severe chronic hepatitis B(CHB group) from January 2017 to April 2019 were recruited
for the study. Serum immunoglobulins (IgG, IgA, IgM), T-lymphocyte subgroups (CD3+, CD4+, CD8+),
IL-10 and IL-32, aspartate aminotransferase (AST) , alanine aminotransferase (ALT) and total bilirubin
(TBil) were detected. The results were analyzed and compared. Results Levels of ALT, AST and TBil in the
HBV-ACLF group were higher than those in the CHB group (P<0.05). Levels of IgG and IgA of the HBV -
ACLF group were higher than those of the CHB group ( P<0.05) , while levels of CD3+ and CD4+

EARA W) E 7 AT LR RTRE (20180526812S)
VEH S fs. T — AR ER-EINE, w5 T 628017
*BAEEH TR, E-mail : 243814487@qq.com
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T-lymphocytes in the HBV - ACLF group were lower than those in the CHB group (P<0.05). There was no
significant difference in IgM and CD8+, and CD4+/CD8+ between the two groups (P>0.05). Levels of IL-10
and IL-32 in the HBV-ACLF group were higher than those in the CHB group (P<0.05). Twenty eight cases
got better and 32 cases got worse in the HBV-ACLF group. There was no significant difference in IgA, IgG,
and IgM between the two groups (P>0.05). The levels of CD3+ and CD4+ in the deteriorated group were
significantly lower than those in the improved group, and the levels of serum IL-10 and IL-32 in the
deteriorated group were higher than those in the improved group, and the difference was statistically significant
(P<0.05). Conclusion In patients with HBV-ACLF, immunoglobulin and T lymphocyte immune disorders

occurr and serum II-10 and I1-32 were significantly increased. T lymphocyte disorder and serum IL-10 and

IL-32 are related to the patient’s prognosis and can be used to predict the prognosis.

[KEY WORDS] Hepatitis b virus; acute-on-chronic liver failure ; Immunoglobulin; T lymphocytes ;

IL-10; IL-32

12 i & P BT % 35 (acute - on-chronic liver fail-
ure , ACLF ) 245 75 18 14 975 9 S Atk 1 7 J eF 1] A
KA AR B 2 1Y 2D AE e AR, m il B
K IR S I T RE B A T o A 2 B 4 Iifs IR
ZEAE % T X, B = R S B A BB TT
TB, BN E R o TE IR EE M AU RN
7% (Hepatitis b virus , HBV ) iYL K5 & , HBV JB YL
FE5 [ ACLF () EZR . G IRIFIE B 7
JF 368 b 1) A R R v R AL 2 AT 28 52 o i i 4 |
I ke AP 5 S N BE R IAE 1Y = S AT, A
e DI . AL F7E ACLF Hh i 3
wEAER, GRS, A 5 1 1 &
i 52 o BN B 5 I 2 TG, ELBE W 52 5] ACLF
(TG . ABFGEXT HBV AH2E ACLF (34 Gy BR &
1T bk B2 240 A S I3 1 208 B A 22 -10 (IL-10) FiT
240 LA 2R -32 (IL-32) K P28 46 5 T A AH DG 1 it
1T T HF5E, 4 HBV A 5¢ ACLF f i R V8 IT X TG
TEAL A SR AL B0 S 2 0K AH OC F 9% 45 R i 5
wnr.

1 ARSI

1.1 IR BR

PEHL 2017 41 H 2 2019 4F 4 H AEARBEAEBEIA
J7 i) HBV A ¢ ACLF £ % 60 1] (HBV-ACLF 41 )
1 60 151 51 B 1% 1 < B 4R B8 35 (CHB 41) A oY
XF 4, HBV-ACLF 4 "1 55 42 5] . 2z 18 {4 , 4F %
(43.28+6.90) % ,CHB 41 "1 55 38 i . %z 22 7], - %
(42.95+7.85) % ,

PARRE : 2 Wi 530045 & OF 81297 48 /e
(2012 4F-Jit ) ) H HBV #H & ACLF 12 Wi b5 o 1 (12

Pk T4 B 1A 45 7 (2015 4F i) ) o CHB A2 Wt
FRE! . QAR 18 ~ 65 % Z 8], PEGIARFR . HERR
P QAR A v iF s . @2tk
PE BREE L H B et AR AR AP e AR H A )R
B, @6 I B, R
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2 HR

2.1 Wit ALT .AST #1 TBil 7K [t 4

HBV-ACLF 4 Ifi. ALT . AST #1 TBil 7K &
=T CHB 41, 2 %A1 it % & X (P<0.05), il
#*1,

®1 WA ALT.AST # TBil K FLEE (x+s)
Table 1 ALT, AST and TBil levels were compared between
the 2 groups (x#s)

...  HBV-ACLF4l  CHB4l
b (n=60) (noo) TP

ALT(U/L) 978.70£567.35 713.65+463.77 2.802 0.005
AST(U/L) 942.65+514.79 650.09+426.34 3.390 0.000
TBil(pmol/L) 345.01£135.77 117.89«113.56 9.939 0.000

22 PHALRBERRE A LT 40 WA I
IL-10 F1 IL-32 7K He %

HBV-ACLF 4 IgG .IgA ,CD3+ ,CD4+ 7K - B
W T CHB 4, 22 5% A 4815 2 X (P<0.05) ,
IgM .CD8+ .CD4+/CD8+ 4 2H [ 4% 2% 5 Jo i i 2%
B X (P>0.05), ML IL-10 F1 IL-32 /K F-H] & T
CHB 4, 22 5 A g1t 2# 5 L (P<0.05), L3 2,

*2 WHRENKREA.THEHMEIAE. MFIL-10 71
IL-32 K FLL B (v £5)
Table 2 Immunoglobulin, t-lymphocyte subsets, and serum
IL-10 and IL-32 levels were compared between the 2 groups

(x#s)

HBV-ACLF 4 CHB 41

" (n=60) (n=e0) TP
IeG(g/L) 19.95+8.46 15.73+5.77  3.192 0.008
IgA(g/L) 3.20+1.28 2.34+1.02  4.070 0.000
IgM(g/L) 1.58+0.83 1.42+0.65  1.176 0.371

CD3+(/pL) 823.84+368.99 982.10£342.78 2.434 0.031
CD4+(4/pL) 423.70+282.35 530.812211.75 2.351 0.032
CD8+(A4~/pL) 336.87+212.81 390.29+208.67 1.388 0.395
CDA+/CD8+  1.44+0.97 1.48+0.93 0231 0.112
IL-10(pg/mL)  4.52+1.04 511£1.16  2.933 0.005
IL-32(pg/mL) 422.662140.34 546.32+167.52 4.383 0.000

2.3 HBV-ACLF 4 £ & fil 5 J AN 6] i e 3 e
PEBREE T bk B2 40 B P B | L3 TL-10 AT IL-32 7K
i

WAL 54 4 R 1gG L TgA IgM K-
ZERLG I L (P>0.05) , %Ak 4l CD3+ . CD4+

A AR T U4, th 22 R A G X (P<
0.05) ,CD8+ .CD4+/CD8+ i 41 L #5227 T 45 i 2
2 X (P>0.05) , IfiL7 IL-10 F1 IL-32 7K F- %Ak 2H 1
W AR A, 25 A5 E L (P<0.05),
%3,

&3 HBV-ACLFAARREBEEEREIKERD.THEH
B 8% | I 5% 1L-10 0 IL-32 K FELER (x+5)

Table 3 Immunoglobulin, t-lymphocyte subsets, and serum

IL-10 and IL-32 levels were compared between of the patients

with different prognosis in HBV-ACLF group (x+s)

bR WAL (n=32) U564 (n=28) tfH P1H

IeG(g/L) 20124820  19.46+831 0.309 0.673
IgA(g/L) 3.34+1.31 3.10£1.31  0.708 0.826
IgM(g/L) 1.530.56 1.6420.85  0.599 0.775
CD3+(4~/uL) 678.81£370.45 865.35£323.57 2.063 0.043
CD4+(A4M/uL) 328.56£231.80 465.22+230.45 2.284 0.041
CD8+(~/pL) 310.88+200.67 375.55+215.54 1.203 0.368
CD4+/CD8+  1.42+0.96 1.47+0.68  0.230 0.112
IL-10(pg/mL)  3.16+0.95 4.88+1.12  6.437 0.000
IL-32(pg/mL) 284.71290.65 513.92+156.78 7.039 0.000

3 Wit

7 3% [E HBV B 4 & 5 8O 52 0 1) 32 2R
PRI 2 B | e ) i 2 0 2 B )y ACLF, 71690
6 165 IRYTMERE R R R R IR RS
R {E HBV A1 ACLF 1Y & A= WL fp s 25
LI S AE N 2 ¥ i A5 EEE LA, AE HBV YL 5 AL
A T Ao B 38 IO 25 A R HBY 0K R 1738 %, 3071
9o 2 52 T SO JFF 2 B R B 4, (LR A B g2 oy 225 1)
HROGT 240 A, PT RE TP B B P 4 L AR s
T£ HBV #H5¢ ACLF S35 R N 7T th 3l f 58 Z5 6L, 53
M A, AT B AE KA HBV e it B bl Hy 3 T
Ik EL 20 R ) T B T HBV 9 8 0 I R
BRAGIEHLT B bk CU A0t B TT kR S RE Bk A 11
KL BN TIE IS 52 305 e 2 ml S 8ULF
B K AR AT 45 A — PR SE T HBV A
X ACLF & e 3l #F HBV #H ¢ ACLF
RAR BT b 3o B 118 R AE S e T SO 41 i 6 47
I JER 22— TL-10 38 3 NF-kB {5518 % X5 48 4F A
T AT O, TL-10 B T =g, D] s B s
SAE TN RN A B 3k, S BOM AR 2 4 K+ 1
43U, #E ACLF g il F42 5 7 i 2Rk i,
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N T AR S IL-10 B sh TH i , 6 — e R
AT RN R ) e E AR . IL-32 AR iR A A
JfLPE T, #E HBV 8% G i ] A1 off B A2 200 i 1) 5 0k 4
M4k, DUIaE ST HBV B35 BRVE AT, 764 010 1 )
B R IL-32 B 5 VR FH 2 0 sl 55 , Sk
JRLFR) PRl AR 18 Mk . AR AT 45 L 5 I PR A
FELE SRS #E7% HBV A5G ACLF 1 H 3% &
RN 3 B A R B S o B A I v & e ad A rp
EEI A EEAER

JHF 302 08 78 35 0 R G A 2, R A0 SR A, R
Xt FBCE R PR A R HEAT B ) PR T S RS TR YT
B8R IE IR IR b 207 ik 78 LAAE B AH G A
g8 o BN RE 08 R 3 I D) BE R £F i fLRR B
A AF $5 bR 38 0T F R CE R S 1T
il o AHIFIE 25 R R e BR AR UK v RE XS
T WO I JC A A, T T Ik B 20 2K 3T A
TG PEAG B — o B S (R A IR RS R T
I 2 40 K - 5 98 O TG B S AR DG R e A
WF T 45 5 i i Ja Witk — 2B 5T, AW a2 2 B AE A
e . AWFFE 4 Rt R UL E A8 FR X T HBV M
& ACLF 83 W5 A — & Wi (e, LA 38 brdn
FRBETEABE I KA R, 7T BE R TS B 25,
TUAT B8 LA 1 20 R A KOk B SR TR T RE R
T RAE RN LR INEE T A i it — A,
WS EE 2,

2% I BTk , HBV #H 5& ACLF % 77 16 S e Bk
B BT I 40 i e 25 LA O TRD B I TL-10
FIL-32 B 2 Fh &7, T bk 40 Afg 3560 &2 i3 1L-10
IL-32 5B FH W5 CREY, ol 1T 85 I
FIHT
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A R I B G £ 1. S 1l T IR 1R YT ACT AT 3 e
HAF LT TLR4/NF-«B 15 S lii& A Ea i H

Hasr! xEE? Eoakg

[ E] BHH SO g s A i 288 5 5T 0E 7 200 I AT 2E (ACT) BB 35 97 80 % 0 il v
Toll F£AZ & 4 (TLRA) /% A -k B (NF-k B) {5 "5l B A MOE T o Faik 0o i I M Bl AT 6T BRI 55 7 vk
HEHL 2015 4F 6 H 5 2019 4F 12 H AR ACLHE 117 61, DL HLAE BLATBEHLEL 7 20K 5 o A 4
KRG AL KRB 4L, 4% 39 o HRLIAY Y SE AL L, X IR A 4145 T M T BEIEAE, X BE B 4 45 7 i ZE 3 v A
W, IR AL 25 T I P AR IEC A I 258 T 1L TR YT 14 do HRER 3 LT RS IR YT T IRYT 14 d R IR
TR AR AR (A MAS DI BEEE 4 0 s D) R LK B0 AP 43R 1R ) \TLR4/NF-B {5 5B FE KT, &R
A ZHYAYT 14 d 5 SRR TR IR A 21 0 B8 B 41, 25 A Se it 75 X (P<0.05) ;3 41AY7 14 d J5 4
WA IR BE A = D BE 3% 3 B (27 4 26 15 TS TLR4 \NF-«B P65 8 /K5G8 7 AT R e, H
A AT XM A 20 I B 41, 22 A et 2478 L (P<0.05) . Z538 I M Wl IELRR 6 4 i 38 308 v
WIATT ACT ] s IV A8 A A9 00, 0 TLR4/NF-« B {5 %38 %, Jr a8 2 o

[E8E] M AN 1M €30 1 SV 2Pk M € ; TLRA/NF-kB {5538 [ 5 1l i) i A8 2%

Efficacy of Citicoline Combined with Xuesaitong Injection in Patients with
Acute Cerebral Infarction and Effect on the level of Serum TLR4/NF - kB

Signaling Pathway

XIAO Shuhong', LIU Jianhao®, WANG Bohai **

(Department of Internal Medicine , Sanya Hospital, Sanya, Hainan, China, 572000 ; Department of Acupunc-
ture and moxibustion, Sanya, Hainan, China, 572000; Department of Neurology, Second People’s Hospital ,
Shaoyang, Hunan, China, 422001 )

[ABSTRACT] Objective To investigate the efficacy of citicoline and Xuesaitong injection in the
treatment of patients with acute cerebral infarction (ACI) and effect on the level of serum Toll-like receptor 4
(TLR4)/nuclear factor- kB (NF-«kB) signaling pathway. Methods A prospective randomized controlled
study was used to select 117 patients with ACI in our hospital from June 2015 to December 2019. The patients
were divided into a combined group, a control group A and a control group B by a computer-generated random
number table, 39 cases each. On the basis of routine treatment, control group A was given citicoline, control
group B was given Xuesaitong injection, and combination group was given citicoline combined with Xue-
saitong injection, and all were treated for 14 days. The curative effect, the blood rheology indexes (whole
blood low shear viscosity , whole blood high shear viscosity, plasma viscosity, fibrinogen) and TLR4/NF-kB
signaling pathway levels before and after 14 days of treatment of the three groups was compared. Results ~ Af-

AEMA ik E A AREE(817399)
feH it ER AR TR ERAA, Bd, =T 572000

2.5 @A Z B P E A EA, Hdr, = I 572000

3. E AR T AR ERAY 2 AA, #2458 422001
*BAFHE : k%, E-mail : 58977952.@qq.com
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ter 14 days of treatment, the total effective rate of the combination group was higher than that of control group

A and control group B, the difference was statistically significant (P<0.05) ; after 14 days of treatment, the

levels of whole blood low shear viscosity, whole blood high shear viscosity, plasma viscosity, fibrinogen, se-

rum TLR4 and NF-kB P65 protein in the three groups decreased compared with before treatment, and the com-

bination group was lower than the control group A and control group B, the difference was statistically signifi-

cant (P<0.05). Conclusion The application of citicoline combined with Xuesaitong injection in the treatment

of ACI can improve the hemorheology and inhibit the TLR4 / NF-«B signaling pathway, and has a significant

effect.

[KEY WORDS] Citicoline ; Xuesaitong injection; Acute cerebral infarction; TLR4/NF-kB signal path-

way ; Hemorheology

U1 Ik 45 2E (Acute cerebral infarction, ACI) i
ek PR DL KL , o7 i IS5 e 1Y) 75% , HAT =
RIRH R B S M BORERE N, H AR
AR o R A, RS0 e A e i DX 3
FEIRIT ACL Y SRR 7E , b AR IR Y77 A8
A A A B ] g BRI, 75 76 &0 6 h P 32
BT, SR B RIRI TR . i R I
ik AR ), T A A A Qs B ik 1 3
TGS REMRE ™ o I8 SR 2 I, T
M I A T A IR O AR A YR A I, B
3z T I LA s R A I AT B S 4R
th, Toll HE5Z 44 4(TLR4) %A F-«B(NF-kB)Z 5 T
MRS AE S 0 S A T it A, TR 28 AR ik

Tk EEAER . AR ST S AT IR ARG A i
FEIE T SRR TT X ACTYT 35 M £ 34 1l 35 TLR4/NF-
kB {5 B B ACE I, S anF .
1 BRRFE
1.1 — sk

7 FE T P it L XS B T 52 7 9 1R B 2015 4F 6
H % 2019 4 12 H A&BE ACI 3 117 4], LATHE AL
A B BEALEC 7205 AT o S 4 T IR A 4
TR B 41, 4% 39 . 3 40—k AR A AT
PRSI & 98 2 A Bt of () | i 5 ZE A7 45 ) #4465 T e
Z RG22 L (P>0.05) , HAWFIE 2 B B
P oAt W 1.

Rl 3H-MABEE (n(%), (x+s5)]
Table 1 Comparison of general data of 3 groups [n(%), (x+s) ]

R} A (n=39) X}HR A 21 (n=39) XTHE B 41(n=39) Fly* & P4
PR (L) 58.72+7.19 58.06+8.27 59.15+7.63 0.198 0.821
5 e (kg) 61.38+6.60 62.24+5.75 61.83+6.27 0.187 0.830
M5 (i) 21/18 23/16 24/15 0.492 0.782
KIREABERSTE] (h) 14.27+2.18 14.09+2.32 13.86+2.48 0.303 0.739
i A ZE A
T 26(66.67) 28(71.79) 25(64.10)
Jiki nir 6(15.38) 5(12.82) 7(17.95) L9261 0974
7N 4(10.26) 3(7.69) 5(12.82)
Jii 1+ 3(7.69) 3(7.69) 2(5.13)

G ABRAE < (S et P i A T2 IR R
2014) T ACIAH G2 Wibn ™, 283k il MRI ., CT 5
A2 TR E 2 5 15 U, K06 B N BE I [
6~47 h; HIEABIFY , BT AN R A5, WA 78 I
AT o HEBRBRE IR R B Ol B s S T
JH i B SRR A A B AR 5 A I I R S K
RGP 5 B IT 45 45 AL 2V A B 3 P

A M A YL A T AR TE g B i s
AT HA T FH SR g2 4 R0 L S A R 25 09659 -
1.2 Ik
1.21 JRIT TR

3 ZH PR MUBE K R i He. 48 il IR 55 i % A
ERE AN IRANTE 5 N W N &= W £S5 SR i
B W AT o ML IERE B, %R A 425 T —
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ol NEAA, (M5 R 2 52 0 25 BR 23 B, FO09004b2,
400 mg/37 ) : 750 mg g B AR AR 9 B +100 mL A=
PRERIK , F L 1 UR/d 5 X IR B AL 45T 1M 2E 3 VR
(MR 50 25 A BR A\, F909004b2 , 400 mg/
7)1 400 mg Ifil ZE 38 73 B +250 mL A= FRER K, B
W, TR/ R A 4 7 i i R 6 5 1, 2 3 7
SV, B W RERRG T s H R)  [R) 6T A
4, i ZE 3 E SR AT 7 ik 5 N F R [ X B
H. 3HBIARIT 14 d,
1.2.2 kel oy ik

FHURE W R I H K A 6 mL, B3 mL 2
LAEFE (%38 3 000 r/min, 5.0 A ] 10 min) , B
I, 0 A A Bl AR b s A AR A AR A PR A
A, TLBY-N6) ki 4= A U1 26 B 4 il = VI3 B
M FGE L YEE K5 536 3 mL IfiAE LB O
HLES L3R (538 3 000 r/min, 250 0] 10 min) , 43
BB 7 , T EDC B 922 W2 BfF 2% 0 5 1fn 3% TLR4 . NF-«B
P65 1Ko R G A 1 B A R
A B T HR S UL 1 A TR
1.3 JrROTAL bR E

1697 14 d J5 SRy RO EAL , 35 B [ Sz DA i

FEBEAE i R (NIHSS ) ZME BB YT i PR <18% 5%
HEIN A TCRL s NTHSS S0 B 3836 7 7l A% 18%~45%
A 8K NIHSS SMERER T T FEAIK 46%~90% |, I 5%
FERE 1~3 90K .30 ; NIHSS 4318 #6348 97 B B Ak =
91% , Ji R FEIE 0 PO FAE M, B WOR=A 5+
AL FEAYE T ) /39%100%
1.4 WEAEPR

O3 HI7Ta8 . @3 ALIAYTHT JARYT 14 d 5 MR
VAR 2 A8 AR (A AR I B 4 i v VD28 B il 2%
R AR AN KT, @3 4RI RYT 14d
Ji5 il 3§ TLRA/NF-kB {5 538 f7KF-
1.5 Gl #abH

Wi FH SPSS 22.0 e it 3 b, tH R H (x £5)
FooR AL R ¢ K00 Z 4] LR D F RS, 3T
BOGERH n (%) 2o, 4B B 2 K 56 5 P<0.05 4
EREGHEE X

2 R

2.1 JrRk
BEAHIGIT 14 da BAERCRS TR A4 .
YR B4, ZFASITFE X (P<0.05), g2,

R2 3ETFTITEE [n(%)]

Table 2 Comparison of curative effect of 3 groups [n(%) ]

2H 51 Gk Tea HRL AL FEATE BAE
BA 39 2(5.13) 11(28.21) 14(35.90) 12(30.77) 37(94.87)
X R A 2 39 11(28.21) 13(33.33) 10(25.64) 5(12.82) 28(71.79)
XHHE B H 39 10(25.64) 12(30.77) 11(28.21) 6(15.38) 29(74.36)
P} 7.901
PiH 0.019
Vi a ey o N0
2.2 M AE A T8 bR K F 3 it

3 HIRYT T A AR YD &R BE L4l v D26 R Ll
KEE FREEARNZES LRI E X (P>
0.05) . 3413RY7 14 d J5 4 AR Y 6 R | 4 1 5 1)
FHRE (MRS BE 2T 4R A R OKCFE BRI T T R
HBEAAMTXE AL SFBBA, ZRALI#
=X (P<0.05), W#E3,

2.3 [fiL{# TLR4/NF-kB {5 53 f& 7K

3 20 A7 B IfL 3% TLR4 . NF-kB P65 & 4 /K 3
] 22 3G 24 X (P>0.05) . 3413AI7 14d )5
L% TLR4 NE-kB P65 7 4 /K FH48 Y7 R FEAR , B
AR T X IR A X B Y, ZRARI¥E
X (P<0.05), WF4.

ACT i e A M L6 , A 800 i ke . X 4k
Il % 9 U , 12 2E 22 T BE K & O iR T ACT Y
Ao MLl ML FE 4R T R A — e R Mt R
JE, BHL b e i i S A e SR B R I, R
RAE SN, AT 8P I BEL T 5 2 I A
A, 1 v M e L DI AL 7 R A A R A ek 4k
SR [ RE TR T I 40 i R D) BE , AR A A AR
Wy AR, T b 2 0 J5 A R, Al R I T A AR
PRE R IIRE, BGE UG o (HIR RS ER
B, BN W AR BONS R 0 ACT | 516 7 &K
HRRAES
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R3 3AEMBRE

FEFRIKERTLE (vs)

Table 3 Comparison of hemorheology indexes in 3 groups (x+s)

fist ] 20 5] n EMARYIFEE (mPs-s) 2@ YIAE (mPs-s)  M3KEE (mPs-s) 4R AR (g/L)

IRIT T BAH 39 13.57+2.74 6.06+1.19 1.74+0.27 7.64+1.49
XTHAZL 39 14.26+2.58 6.42+1.50 1.83+0.24 7.89+1.60
XEEB4 39 13.93+2.46 6.29+1.37 1.79+0.35 7.76+1.35

F14 0.639 0.702 0.940 0.277

P 0.504 0.498 0.394 0.759
WY 14dis O BRAYH 39 9.64+1.37° 4.53+0.68" 1.26+0.14° 3.47+0.83°
XTHEAZL 39 11.90+1.86° 5.61£0.94 1.64+0.21° 4.85+1.29°
XTHB4l 39 10.75+1.63" 5.25+0.82° 1.52+0.17" 4.03+1.16°

F1{4 18.692 17.529 47.676 15.239

P1H <0.001 <0.001 <0.001 <0.001

H SARAIBITHTA ., P<0.05,

F4 3LAME TLRYNF-«B ESEBAKFIFLL (v+s)
Table 4 Comparison of TLR4/NF-«kB signal pathway levels

in 3 groups (v +s)

N TLR4 NE-«B P65
ol L) " (agmL) (ng/mL)

VITHT O BEAH 39 4.37x1.25  167.97+36.08
SR AZ 39 4.58+1.37  171.02+41.73
XIEB4l 39  4.49+1.18  169.43+38.92

F1E 0.269 0.060

P1E 0.765 0.942
WIT14d)E BEAY4 39 2.37x046°  119.42+14.37°
I AZ4L 39  3.12+0.69° 134.86+20.64"
XIEBZ 39 2844057 127.54+17.85°

F1H 16.596 7.338

P <0.001 0.001

T SRR, *P<0.05,

rhEEES Y, ACT AT IH T i XYW, 2
P 1 2 AR BT R 55, N2 57 48 N1 R IR K i
B H RS A B AN A, BUIEMTBA BE 2SI 8 3k
DA IR BE . B ARRES | K R AR A% ORI
J98 I BHL 465, A ECIE AR o AR SR KA iR
HILRY FH A s RE A BB 75 1, 2 38 14 iR 97, A
ZRIR YT RBCE LR AR 2R R O T A R R
Tt o a3 HH R R Ay i 2 38 1 S R — A I Ak g
B2, R R = LR = LR
AT, TR B i AR 5 MR 2 8K, A ACT
JRHL,AEZGHAAT o BRAC 25 B4 5T R Il 2E 30 v
SRV RE A A5 A it /N R R R T 4T 40 i AR O e
WA RSTES s o S oS AN (7% ) | R R
A U B, HLAT AR i A gk, 45 T A o
UL FE A A I YRR A, el A o o e B AU i £

TSN S AT A g ST, T A S, S R
AR 5 R, AT BH LR A 28 A2 W G B, RAARR Il Y PN
AR O o, DR R 04 P e DR A, el A 3 ok ok
FERE AL T 3500 S0 SN 5 WL A, 3 Re 410 il 45 2 -
2, U B R, R I ORI VR R AR
PR D) Re B 5 WS R L o M R ARG | i €
3 VR SR A AT ER A ()3 12 I ] Dl A L AR 6
N7, BRIV AT AR 2, B A I 9 e, ol e A
PRI DI REMK AT, e A3 TR

WAL, J5E R AE ACT K A4 E e rp BAT 5
YERT, T ) F A 2E 995 15 ', TLR4/NF-kB A #lL
AN E S ARE AR Tl I, T S AT AR R PR A
- FE B PR AR G, IR SRE S AR RS
R, BEA 4R YT 14 d J5 1L TLR4 \NF-«B P65
BEHACEILT X IR A4 KRB 2. B0 Al
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[1]  WangS, MaT,Wang L, et al. Effect of acupuncture on cere-
brovascular reserve in patients with acute cerebral infarction :
protocol for a randomized controlled pilot study [J]. Trials,
2017,18(1):292.

(2] #E, W, £ . i1 CXCL16 PLGF /K22 4k 5 i 1
FC i TOAST 73 B il B A DG 1 [T ] Bl R 2 A0
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HBP . ADA . CHE % 5l 2 PR 40 G P ol 98 95 B A A fr
{8 He S P v ek

wEH LRkE BHEH

(5 E] BB TS mmRes 4% 10 (HBP) g1 i 2 A (ADA) | JIE B8 55 B (CHE ) % 1) 2 1
TR P A T8 05 SRR A0 (B S SR I SRR . iR BRI 2017 4F 4 H £ 2019 4F 12 H AR BEYRIAR
135 191 2P 2 T e A 8 8 5, AR 05 D A 2 10 4 Dy 3 22 BRPR TR 20 (n=064) R BIPE A (n=71) o LK
T 21 B AN )35 175 A 3 £ 35 i i HBP L ADA \CHE 335 , 5K 1] Spearman 4347 4% 35 b 5 5 175 2 & 119 4 O€
P, R H 32 TAEFRAE (ROC) 12 & ROC I FL(AUC) 43 #1456 b B — B2 306 %6 s JAL v 1 11 {1
ZEE WAV 40 HBP . ADA 5 T 8 22 BH P 4 (P<0.05) s HBP %8 51 2 44 41 T 20 ks I 98 306 DL 1 110
AUC H7 0.776,, ADA % 51 2k 41 B 1 o 55 8 95 JE 71 A AUC 47 0.709 , HBP+ADA % 1) 2 200 B 2 M e ¢
975 JFL I A9 AUC A 0.883 (P<0.05) ; HBP \ADA ,CHE & ik 5 & > H1 i >52 i (P<0.05) ; HBP \ADA .CHE ¥ 5
9 TR R BE 52 TE A OC (P<0.05) ; HBP 5 ADA £ IEAH G, 5 CHE 2 1EAH G (P<0.05) ; ADA 5 CHE £ IEAHC
(P<0.05), L5 Z2VE40 5 kR 26 B 35 5 i HBP \ ADA 7 9 22 Bk T Ak e B 3% v 325 5 T 22 [
PETE , ELAG % s 190 T S S, HBP L ADA . CHE TJ AH 552000 , 4 5 95 175 P 2 52 TEAH G

[REIA] WiEW; IFREAGEN BT DIZRS ; WOk ; S0Pk 40 s P kR ¢ 5 5

The value of HBP, ADA, CHE to identify the pathogenic bacteria of acute

bacterial meningitis and its correlation with the disease
XU Xueqin*, MA Yonglei, YANG Xiyong
(Department of Laboratory Medicine, Zhumadian Central Hospital, Zhumadian, Henan, China, 463000)

[ABSTRACT] Objective To investigate the value of cerebrospinal fluid heparin - binding protein
(HBP) , adenosine deaminase (ADA ), and cholinesterase (CHE) to identify the pathogenic bacteria of acute
bacterial meningococcal genus and its correlation with the disease. Methods A total of 135 patients with
acute bacterial meningitis treated in our hospital from April 2017 to December 2019 were selected and divided
into Gram-positive bacteria group (n=64) and Gram-negative bacteria group (n=71) according to the types of
pathogens. The expression of HBP, ADA, CHE in the cerebrospinal fluid of the two groups and patients with
different levels of disease were compared, and Spearman was used to analyze the correlation between each in-
dex and the level of disease, the receiver operating characteristic (ROC) curve and the area under the ROC
(AUC) were used to analyze the value of single and joint identification of pathogens. Results HBP and
ADA were higher in the Gram-negative bacteria group than those in the Gram- positive bacteria group (P<
0.05). The AUC of HBP to identify the pathogenic bacteria of acute bacterial meningococcus was 0.776, the
AUC for ADA to identify the pathogenic bacteria of acute bacterial meningococcus was 0.709, the AUC both
HBP and ADA was 0.883 (P<0.05). The expression of HBP, ADA, CHE was severe > moderate > mild (P<
0.05). HBP, ADA, CHE were positively correlated with the disease severity (P<0.05); HBP was positively

AR B 2018 50 & 4 B F AR L R (A3 B ) (2018020607)
VeH#ln . Ml B RDE T P ERAERA, T, 3D JE 463000
BAEAEE RT Y, E-mail i xuxueql1971@126.com
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correlated with ADA and CHE (P<0.05) ; ADA was positively correlated with CHE (P<0.05). Conclusion

The expression of HBP and ADA in cerebrospinal fluid of patients with acute bacterial meningitis in Gram-neg-

ative bacteria is higher than that in Gram - positive bacteria. It has a high value of pathogen identification,

HBP, ADA, CHE can affect each other, and are positively correlated with the degree of the disease.

[KEY WORDS] Cerebrospinal fluid; Heparin-binding protein; Adenosine deaminase ; Cholinesterase ;

Acute bacterial meningitis ; Pathogenic bacteria

S0 A TR A R 8 R DL ) R e 28 R Uk
Jeyh , FORE 2, IR TR A . I,
B2 W, IF 25 T 51 X6 IR 7 02 el B Tl
Jo B SRS T YR AN A R e e A R i
RAZWIH G hn i, (035 5 B () B4 5 20 o o =~ TR L
0 B PR 4 00 B0 TR, (5 5 32 i W 4 T VR B
(Y5, DR I A 5 A A RUCHE A 12 W L 015 it
PRI PP R RIS B X E R, FRSSEN
(Heparin-binding protein, HBP ) 7£ }f¢ ¢ M AE 17 4
i ity 7 Rk g R T v U A, A B TR 2 R i
I2 W, (L FE 2 A0 BT 1 i S 2R A [ o i 7T rh 3R
KM RIS i I 2 (adenosine deami-
nase, ADA) 5 HILAA 21 M G 28 05 1 25 VD AH G, XF 45
H2% P g 5 48 EL AT 658 v v S A (B o I T
(cholinesterase , CHE ) j& —F A= ¥ il 2245 T A= 4y
iy, R T A B8 | 1 O 25 Al B2 W, i S
LRGPIA KT AP TR HBP L ADA |
CHE % 51| A [] 995 J52 B A A {8 8% 55 995 17 %) S R A2k
RIG R GRS RS I .

1 R

11—k

PR 2017 4F 4 H % 2019 4 12 H A B lis 1y
135 f51) b 40 T A i 2% 0 A, AR R s D R 2R AL Ay
2L BHME TR AL (n=64) 25 PR AL (n=71) ,
AR UE - OFF G 20 40 T P B B 28 2 Wi bm o 5
QE WKL ; O ANLLHTTCAH KIRYT 5 s @TCHEE )
REBERS . HEBRARE : O SRR L QB T4
IE#S Dy fe ™5 50 QB B ME #  FFE
GBI BR A OB I T L R
W O A RIE RGN .
1.3 ik
1.3.1  FEEHF A

HBP fiig 7L e 3 Lo it 30750 8 (e N o gy e 28
WA R A BRS F , 20162400051 ) 3 ADA 33 48 1k
Wy 0 G (A R 2 A A e iy A BR A 7DD 5

CHE T Bt A JIE 0 42 12 12500 & (] DL e 22
IR R G A B H] L 20162400051 ) 5 42 H 3)
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1.3.2  bpARE SR
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HBP ADA .CHE %k . @7 ## 48 b5 o — S 1k
A S 0 TR T Y T (B BURE R R, @I
BEAS [) 9 1 2 B2 A8 % i 6 W HBP , ADA . CHE %
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20 [8) PR AR 32 5 26 0B 5 P LU 35 L LSD-t
K565 THECE AR H n (%) R | K5 5 >k Spear-
man 53 B 25 8 b5 5 955 17 T2 B A AH G 5 R H Pear-
son 73 M7 &6 bR Z [R] 0 A DGk 5 SR ] 32808 TAEFE
fiF: i1 28 (Receiver operating characteristic, ROC)
% & ROC T 1 ( Area under the curve , AUC) 73 ¥t
AR — N IR B S SR R AN (B, P<0.05 4
ZRAGIHFE X

2 &R

2.1 W — TR
PEALIE AR ) AR & 2 A BERS A A



NTEWi ST 20204E6 A %5124 561 T Mol Diagn Ther, June 2020, Vol. 12 No. 6 - 743 -

B iR B e RIE IR R E R IR
SRR AL, 2 R LG F i L (P>0.05) , 1 H
A, W1,

F1 WMARKEBLE (n(%), (xxs5)]
Table 1 Comparison of clinical data between the 2 groups

(n(%), (x=s) ]

M EPIE

TRk 4l N tyfd PIE
(n=64) (n=71)
(D) 45.29+19.21 46.35£18.87 0.323 0.747

KR EABERTE (h)  6.2842.05  6.34£1.96  0.174 0.862
TS (kg/m®)  23.08+2.03 22.89+1.94 0.556 0.579

B (cm) 165.49+8.11 164.84%7.23 0.492 0.623
P (B ) 30/34 32/39 0.044 0.834
I AR
MR- 32(50.00) 29(40.85) 1.139 0.286
ROH PR 4(6.25) 5(7.04)  0.026 0.872
R 52(81.25) 56(78.87) 0.119 0.730
EitiEE] 6(9.38) 4(5.63) 0250 0.617
N 3(4.69) 5(7.04)  0.046 0.831
IGBERIBAEFHYE  10(15.63)  7(9.86)  1.017 0.313
i Hh P S 8(12.50) 6(8.45)  0.594 0.441
Lzl s 16(25.00)  24(33.80)
i 32(50.00)  29(40.85) 1.506 0.471
GigEs 16(25.00)  18(25.35)
G I
e LA 7(10.94)  3(4.23)  1.341 0.247
Wh PRI 6(9.38)  9(12.68)  0.671 0.413
IR 2(3.13) 4(5.63)  0.083 0.773

2.2 WHH AR EIL LI
22 B H 4 HBP . ADA .CHE /K F- i T %
FHPERE 4, 22 558 G2 L (P<0.05) . WLE& 2,

®2 MARERRELR (xs)
Table 2 Comparing the expression of each index in the

2 groups (x+s)

EER n HBP(ng/mL) ADA(U/L) CHE(U/L)

ML BHPE R 4] 64 195.66+60.28  1.83+0.64  146.98+38.56
SRV 71 289.78+91.53  2.94+1.22  150.15+41.29
HH 6.974 6.514 0.460
P14 <0.001 <0.001 0.647

2.3  HPabR A — A S I i B A

HBP % 1) 2P 20 17 P i B 4R 9% ) 7 19 AUC
}0.776 , ADA % 5] 2 20 T I i S R g T 1)
AUC 4 0.709, HBP+ADA % 51| 22 200 1 M i 5 ¢
96 L ) AUC i 0.883(P<0.05) ., WIF 1.5 3,

A ROC [liZk B 14 ROC ik
1.0 1.0
0.8 0.8
1 0.6 1 0.6
4 i)
& 04 # 04
HES ST
0.2 HBP 0.2
ADA
0.0 0.0
0.0 02 04 06 08 1.0 00 02 04 06 08 1.0
145k -4 ek

1:: A2 HBP \ADA Hi— %5155 J5 B 1) ROC 14k, B 2y HBP+ADA
S99 SR A ) ROC 12k -

E 1 HBP.ADA %35 [REH ROC #i &k

Figure 1 ROC curve of HBP and ADA identification

= (IDAS 3(4.69) 1(1.41)  0.377 0.539 bacteria
£3 ROCHIMER
Table 3 Results of ROC analysis
YetR AUC 95%Cl Z 553 P{H cut-off HURE (%) FEREE (%)
ADA 0.709 0.624~0.783 4.604 <0.001 >2.35 U/L 69.01 70.31
HBP 0.776 0.697~0.844 6.915 <0.001 >249.95 63.38 87.50
ADA+HBP 0.883 0.816~0.932 13.506 <0.001 78.87 84.37

2.4 HKIRhRZAIAH OGP

HBP 5 ADA (r=0.525, P<0.05) S IEAH %, 5
CHE (r=0.390, P<0.05) £ IEAH ¢ ; ADA 5 CHE (1=
0.349 P<0.05, ) R 1EAHC, WLIE 2,
2.5 AN[ELEIE R R E AR AR A A

¥ H Pearson 4341, HBP ,ADA .CHE A H J#>

SRR 2 S A 51 L (P<0.05) . L3R4,
2.6 SRR SR IE TR AR DG

& H] Spearman 43 #1 & ¥ , HBP (r=0.417, P<
0.05) . ADA (r=0.529, P<0.05) . CHE (r=0.508, P<
0.05) 5 IEBRESHRIEMR, ZR A% E X
(P<0.05) .
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Figure 2 Correlation among indicators
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Table 4 Comparison of each index expression in patients

with different disease levels (x+s)

%] n  HBP(ng/mL) ADA(U/L) CHE(U/L)

A 40 205.38+63.92°  1.15+£0.58"  130.78+36.37
R 61 240.92+75.35° 2.35+0.72*  150.33%+45.19

HE 34  299.57+82.26 4.00£1.14  166.66+51.25
F1H 15.061 113.406 8.471
P1H <0.001 <0.001 <0.001

T 5 EEM L, P<0.05; 5 EAM L, "P<0.05

3 it
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(¥ ZE] BH HXaE MRS E F A A T 5 R ER (STRAIL) B85 E R (PCT) . HE M
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104 {51 (XF FRAL) o A5 7 4R [R) 36 97 45 J=) 8 35 1L sTRAIL \PCT \ALB 7K K AF D fig 6 45 [ AR &
(TBIiL) . K[ 4 % MR 2 5L B g (AST) TN 2 MR 2 JE 54 #5 WF (ALT) |, 43 #7 I35 sTRAIL \PCT . ALB 5 Jif
DIREMI R I = EXHRIP L R BN, &R WAL sTRAIL \PCT /K- 1= T X #841 , ALB
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FRYTHE 7.14 d 3 sTRAIL \PCT . ALB /K P86 57 A 8 35 FAIL, H IR T WG T7 IR0 (P<0.05) 5
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Expression and clinical significance of serum sTRAIL, PCT, ALB in patients

with severe liver disease and infection

XU Ping', WU Tingping**, XIA Hong', SHI Zhipeng', YANG Qiang', LIU Helei'

(1. Department of infection, Dazu District People’s Hospital, Chongqing, China, 402360 ; 2. Chongqing
Dazu District People’s Hospital, Chongqing, China, 402360 )

[ABSTRACT] Objective To investigate the expression and clinical significance of serum soluble tu-
mor necrosis factor-related apoptosis-inducing ligand (STRAIL) , procalcitonin (PCT), and albumin (ALB)
in patients with severe liver disease and infection. Methods A total of 159 patients with severe liver disease
admitted to our hospital from May 2017 to August 2019 were selected and divided into 55 patients with co-in-
fection (observation group) and 104 patients without co-infection (control group) according to whether they
were co-infected.The serum sTRAIL, PCT, ALB levels and liver function indexes [ total bilirubin (TBiL), as-
partate aminotransferase (AST) , alanine aminotransferase (ALT) ] were detected in two groups of patients
with different treatment outcomes, and the relationship between serum sTRAIL, PCT, ALB and liver function
was analyzed, and the predictive value of the three on the treatment outcome was evaluated. Results The se-
rum levels of sSTRAIL and PCT in the observation group were higher than those in the control group, and the
levels of ALB were lower than those in the control group (P<0.05) ; serum TBiL, AST and ALT levels in the
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observation group were higher than those in the control group (P<0.05). Pearson correlation analysis showed
that serum sTRAIL and PCT were positively correlated with TBiL., AST and ALT, and ALB was negatively
correlated with TBiL, AST and ALT (P<0.05) ; the level of serum sTRAIL, PCT and ALB on the 7th and 14th

day of treatment of those who were effective were significantly lower than those before treatment, and were low-

er than those who were ineffective during the same period (P<0.05); ROC curve analysis showed that the com-
bined AUC predicted by serum TBiL, AST, and ALT on the 14th days of treatment was 0.881, which was
greater than the individually predicted value on the 7th and 14th days of the three. Conclusion The abnormal

expression of sSTRAIL, PCT, and ALB in patients with severe liver disease and infection is closely related to the

liver function, and combined detection can help predict the outcome of treatment.
[KEY WORDS] Severe liver disease; Infection; STRAIL; PCT; ALB; Correlation
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Table 4 Changes of serum levels of STRAIL, PCT and ALB in patients with different treatment outcomes before and
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The predictive value of AAG, CD64 index, and IL -10 in the postoperative

infection of lung cancer and its correlation with outcome

JIANG Huai '*, LIU Jinshan', ZHANG Daozhong', LI Yangliang®

(1. Department of cardiothoracic surgery, xinhua hospital, xinhua medical group, Anhui, Huainan, China,
232052; 2. Laboratory department of xinhua hospital, Huainan, Anhui, China, 232052)

[ABSTRACT] Objective To explore the predictive value of serum al-acid glycoprotein (AAG) ,
CD64 index, and interleukin-10 (IL-10) in the postoperative complications of lung cancer and its correlation
with outcome. Methods From October 2014 to December 2019, 120 patients with the postoperative lung
cancer infection in our hospital were selected as the infection group, and 120 patients without infection during
the same period were selected as the uninfected group. The serum AAG, CD64 index, and IL-10 levels of pa-
tients with different outcomes (survival, death) in the two groups and the infection group before, 3 days and 7
days after surgery were measured and compared. The receiver operating characteristic (ROC) curve was drawn
to analyze the predictive value of single and combined detection of serum indicators for the postoperative infec-
tions of lung cancer, and general statistics of patients with different outcomes in the infection group were col-

lected, Logistic regression analysis was used to explore the influencing factors of death in patients with lung
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cancer complicated by infection. Results The levels of serum AAG, CD64 index, and IL-10 were higher in
the infected group than in the uninfected group at 3 and 7 days after surgery (P<0.05) ; the levels of serum
AAG, CD64 index, and IL-10 in patients in the infection group reached their peaks at 3 days after surgery,
the area under the curve (AUC) of serum AAG, CD64 index, and IL-10 combined to predict the postopera-
tive infection of lung cancer at 3 days after surgery was 0.862, which was greater than the AUC predicted by
each indicator, the best prediction sensitivity of the combined prediction was 70.00% and the specificity was
87.50% ; serum AAG, CD64 index, and IL-10 levels were higher in dead patients in the infection group than
in surviving patients at 3 and 7 days after surgery (P<0.05) ; the difference in serum AAG, CD64 index, and
IL-10 levels between the death and survival patients in the infection group at 7 days after operation was the
greatest, 3 days and 7 days after operation were risk factors for death of patients with lung cancer complicated
with infection (P<0.05). Conclusion The serum AAG, CD64 index and IL-10 levels of patients with lung
cancer infection were abnormally high, and reached the peak on the 3rd postoperative day. They have high ap-
plication value in predicting the occurrence of infection and are closely related to the poor prognosis of patients.
Changes can provide a reference for clinical treatment planning.

[KEY WORDS] Lung cancer; Postoperative infection; al-acid glycoprotein; CD64 index; Interleukin-10;

Disease outcome
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AAG) . 40 i1 /> % -10 (Interleukin-10, IL-10) #] K I 30(32.50)  40(33.33)
I PR DR AR e A8 b, IR R A KB R AR pymkm () 0152  0.697

Bl AN, CD64 AE R 3T AF f JBE U 14 BT 2 bR Ji5t A 65(54.17)  68(56.67)
Y, R E R R IR T, B 55(45.83)  52(43.33)

AT 22 iR IR 9T 1 75 AAG .CD64 75 %% L IL-10 %}

i 8 AR5 i TR 1 T A0 (R B 5 % 155 B 1R %
BeVE, B7E NI IRIGIT ARt S % . M4
wmr,

1 BEREFHE

1.1 —seR

PEHL 2014 4F 10 1 & 2019 4F 12 H 28048 e
TR B2 97 45 A BT A8 = e il i R 5 9 K Ik g f 3
120 1 R SR 21, AR5 ¥ 2000 R 2412 Wi 12 01 I8k
Peo IR G AR & A B B3 120 B hy oA Bk e
o PRI RIS AR BRI e A 2 —
PRI s AT L, 22 R IE ST B X (P>0.05) o
W#E1,

1.2 Y2 IR SR Y 4 1R 151 A

AR UE : OIFLA 5 55 B2 Wi 12 0 9 5
QI 1~ QFWITF ARG OLF
AR KEE R BB 32 TR ; @ TC i F A 5 5
@ 14 H W IC B E BN L ; O B3 b At
5, & ENER.

HEBRARIE : A HHADEM: IR A ; @i &
AN RS s G ML A S B & 5
DI RGP B O H O B YIfe A 24
1.3 ik

KA TN R ARG 3.7 d 2 @RIk
1M 3 mL, SR A B B DAL (K U B D LA A
FRA F A7 A4S . TDZ4-WS) , P 3 000 r/min %%
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.8 cm B0 AR B DAL B 10 min, B E PR AS
SR FH i E6G 4 5 W B 38 46 00 1l 7 AAG L IL-10 7K
-, RS 4 B AAG R R & (L AR R A
A BRA AL 45 £ 20151003, LA R: 70 mL/a2) |
45 TL-10 3050 & (i s A R A BRA A
H5 2 20141215, FIAK - 48T/98T) . K FH it =X 41 i
IR A (BN A RS 7 A 77, %5 - Novo-
Cyte D2060R | }z CD64 i 5 & ( ¥ 4 i A= 4
B FRA AL IS 20141026, MK : 20 A3/ &)
SN 135 45 FOK -
1.4 WEFE bR

OPAART AT 3.7 d 117 AAG.CD64 $5% .
IL-10 K-, QRFTIMIE AAG.CD64 F54% . IL-10 5
— A T AR I R B AN E . B
ARJIGHETT 1A A SRR 0, AR A R o7
B, BT 23 B, @IRGAURRFL T BB E AR
Wi ARJG 3.7 d 1L AAG .CD64 4551 . IL-10 /K F-,
1.5 G5k

K H1 SPSS 22.0 B4 i 47 £ #l ik, 1 e BF
B (% +5) Fom R K050 THECRRHA n(% ) 36
7~ R KR, SE TR T Ridie K58, R 220K
# T AE % 1iF (Receiver operating characteristic,
ROC) 1 & 43 B Tl 4448, #h 26 F 17 #X (Area under
the curve, AUC) , P<0.05 N 2% S A it X,

2 #R

2.1 PIARRT ARG 3.7 d MLIE A FEFrAKCF F s

WA ARJE 3.7 d IfiLif AAG . CD64 #5%% . IL-10
IKPEEAR R &, UG 3 d e, FUERYL 41 &
B ) 2 TR e d] , 2 R A G 2R 8 L (P<
0.05), W32,
2.2 LG A5 FE Am L — TR A R R S I &R
ROC [k

K ROC 2673 Hr , B YL 20 2 1L AAG .
CD64 F55U IL-10 7K F- 2 ARG 3 d BRIEME, ARG
3 d LT 25 F5 BR AT TR0 s A J5 1 2 i8R | 1fys 45
FEFR T ph 28 T 17 FH (Area under the curve, AUC) )
B, UM AAG e, A 0.792 (95% CI Ky
0.735~0.842) , 24 IfiL 1§ AAG>105.43 mg/dL B, H i
DIEBURRE R 63.33% , F¢ 5 83.33%. WL 1,
2.3 L5 A5 5 AR B A 000 it 988 AR J5 I A SR L 1)
ROC £k

2R IS 3 d IV AAG .CD64 48 %1 . IL-10 ¢

x2 WARWARE3.7dMFEEERAKFILE
[n=120, (x+s) ]
Table 2 Comparison of serum indexes between 2 groups
before operation, 3 days and 7 days after operation
[n=120, (xzs) ]

N AAG CD64 IL-10
v 4]
NI L] (mg/dL) L (pg/mL)

ARBT Y 84594736 1.57+0.34 17.86+2.31
KRG 85.37+#8.14  1.62+0.39 18.24+2.15

t1H 0.779 1.059 1.319

Pia 0.437 0.291 0.188

ARIEG3d B4 121.31+19.68° 5.49+1.38' 35.49+7.34°
KRIBILL 94.25212.73°  1.91+0.57 26.05+3.29°

tE 12.647 26.266 12.856

P{H <0.001 <0.001 <0.001

AJG7d BERH  106.95£17.46° 3.02+1.14° 26.17+3.65°
KREEYLLH 88.07+9.29°  1.78+0.45 19.08+2.92°

R 10.457 11.083 16.616

PiH <0.001 <0.001 <0.001

L SAH AR A, *P<0.05,
100

30

= 60
B 40
. AAG
20 CD64 5%
IL-10

0
0 20 40 60 80 100
100435k

B IMmiEXERE—FAGEAR R &S ROC # 2
Figure 1 ROC curve of postoperative infection of lung

cancer predicted by single serum index

A T i A AR I I R R I ROC i 2R, kK BLEC &
T 4 AUC 5 0.862, 95%CI 2K 0.812~0.903 , % 1E
TN AU FE A 70.00% 55 FE R 87.50% ., WLIE 2,

Sy
100

80

# 60
=
&40

20

0
0 20 40 60 80 100
100-F 5

2 IFERIEFRECS TR AR G & Bk ROC # 2
Figure 2 Serum indicators combined to predict the ROC

curve of lung cancer postoperative infection
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2.4 JRYLLURIE G A 0 R — TR LR

TR 2 AN ) 3 05 1 00 R0 8 AR e L ) L AR R
OB R BRI R T H, 22
TG it2#7E L (P>0.05), W3,

R3 BPEAFREFEAEREE —MTHLR
[n(%),x+s]
Table 3  Comparison of general data of patients with

different outcome in the infection group [n(%) ,x +s]

FEToREE R

AAG & —Fh 20 A B vy 8 L, 32 2 T
YA 0, AR RE A i, 2 — R R i
M S ERAE RN . IV RS AR
6 D UL T AAG 7K AU TG ) R B —
WA (E, X F ML 0 B 453 107 35 s o A A
RO R DN 38 o ASBIF 9 & B, il oea A8 3 R I
5 AAG /K R I e T s e et s, x 5F

ki (n=23)  (neo7) M P SRm e g s A G, ELIE AR 9T R
AR (%) 53.72+4.94 5296x4.26  0.746 0457 P R)E 3.7 d ILTE AAG K- 2 5 TR Ik g
M5 (A i) 15/8 60/37 0.090 0.764 B AR LS AAG I T 25 15 T R AR MR
HFEE (kg)  60.8526.62 61.34+7.05 0303  0.762 o " .
;ﬁﬁé}/ﬁ)ﬂ 0.569 0.285 %_Eo ?*j@kﬁz%Iﬁﬁ/ﬂ*%ﬁu}i@ﬁ@m&kﬁ%*%
11§34 6(26.09)  23(23.71) FCTL-1, TL-1 BE J) 30 Wk 200 it K 1 B il I 2 SR M
1 b 11(47.83)  41(42.27) PRS2 S 20 AL | 1 20 RS O R AAG, DT 330
s WO ey IR AAG KB TR RS 3 d JE AT LI
) ¥ 0. 0.8( s et v S . A b B [ T S
H%)’;.i; 13(5652) 52(5361) m@i}i‘m#ﬁ{ﬁﬁ%,x‘}f AAGIII }Jjéﬁﬁ/unl‘z{i{fﬁ
k35 10(4348)  45(46.39) 55, MR AAG B B Wi AKX F I & ek
JE YT 0208  0.901 YL, R AR AE SN P, AAG A U £, Bl
Al 10(43.48)  42(43.30) JRYL R 175 AAG K- B8
fii 8(34.78)  30(30.93) e s R e T e
o 5(21.74)  25(25.77) BEAN , A 58 38 A B0 AT 962 R S5 R L BB 2E LY

2.5 JBRYLLH AN [F) VI 100 B A A5 B ) AL T 5 T
PR A

T EFERFE ARG 3 .7 dIMLTE AAG.CD64
TR IL-10 A BT+, HAET 35 45 B[]
MR TAERRE , ZERARITEE XL (P<
0.05), W3k 4,

CD64 T8 50 i = T AR IR YL B, Sk de a5
Xif SO 1 v A IR IR G £ BRI ST G R
tl, For#HH CD64 2 5L & . CD64 &1
REBRER SR I T2 B 5L, 7 P PR 40 L SR 4
IO T T 5 i e M 3 G A ek, IE R
B Py H R R KPR TR, (2SR & A Bl
SiE I JEL TR AR 28 I, b A 40 kS, 0 fel HL e i

R4 BPARRFKAFREE SR ELMESERKFLE (vxs)

Table 4 Comparison of serum index levels at different time points in patients with different outcomes in infection group (x +s)

i [A] 2050 n AAG (mg/dL) CD64 5%k IL-10(pg/mL)
R VA e 23 85.47+6.45 1.61+0.39 18.06+2.57
AI
R 97 84.38+8.19 1.5620.30 17.81+2.14
t1H 0.595 0.676 0.484
PiE 0.553 0.500 0.629
. - 23 142.47+23.14 6.64+1.57 45.07+10.32
AJG3d
R 97 116.29+18.27 5.15£1.26 33.22+6.15
8 5.858 4.855 7.181
P& <0.001 <0.001 <0.001
. VAN 23 131.68+19.06 3.92+1.30 34.68+4.27
AFF7d )
EfER 97 101.09+16.83 2.75+1.02 24.15+2.39
HH 7.639 4.681 16.006
PH <0.001 <0.001 <0.001
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CD64 F ik W i T i o il dia AR 5 O & R e i 3
FEAEFARAN S o Ji T 1R 2855, CD64 R ik
K E . Ah, CD6d F ik S S k4t Kk
J& | ELAA (e E g 1 a0k JR A R o i 5 J%
PR o

IL-10 &2 —Fh Z AR 2 REM A H 7, o]
A K 5 0k, S5 R RN
IOE, TN Ry 2 i T ) S 5 R U0 ) 240 i PR
Z 1 R AR S R I A A EL 4 A b
T, A 4306 TL-10 AR RS 58, HOAR S P59 gl
POALR BEIOLAS W3 M , JLAS 193 g v i aod 0% 2R
B A Fll CREB-1/ATF-1 5] IL-10 K& 4§45 3,
ER] I i s 8 2 R S ML IL-10 KB T, &)
JERYL FB MLV TL-10 KV B i, HL i PR nl e AE 1)k
Y n] it — A IR AZ I T YR R AR £ 40 3 A 1
58 o TL-10 K8 7K - 38 i 46 7 LA G 32 300 il 76
B, HUARHCHT SO B8 =22 M DI REES , AT A i
i B R e 1) e A R R

BRI K B, il AR 5 31 & B BB IV
AAG .CD64 8% IL-10 /K FIEAR 5 3 d 3 ik 14
{8, ROC h & 43 Hr A BLAR J5 3 d 175 AAG.
CDO64 48 £ . IL-10 7£ i fiti 9 A Ji5 JF A S 4 5 11
PIHA B AN, H A T8 bR ik & 100 il 6 AR J5 I
KU AUC ik 0.862 , K T4 46 b B — 15000 1)
AUC, F Bl I IR PF-Al il 28 AR5 B & A= KL
B , P FE NG PRI R E X 3697 I T U it , AR
B B e R TS -

&% 3k
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1L i MMP-9 Fll LCN-2 /K FAEZLIR & S G vh 0k 3
SO Pr

REE*

(¥ ZE] HE B0 AL 48 & (-9 (MMP-9) F 41 2 11 (LCN-2) /K P78 FUIR I B
P IGR R LA E N, ik EBUARBE 2018 4F 3 1 2 2019 4F 12 A WA (1 FL IR 82 80 1l (FLAR
R WO IO ) FLAR R AR AR 43 0] (FLAR MR AR 4L, Seit iR AF % s B4 . TNM 4341
OIACTREE (ZHZL2E 2R RS54 H% (ER 55 PR SRIBFRAE , J) WOAR 5 55 35 SRS 40 161 (X BRZH ) | 474600 il v
MMP-9 Fll LCN-2 7K , Spearman AT MMP-9 Fl1 LCN-2 S|l 2 IR O UEE ARG HE, 28R 3
Bide 2E 1135 MMP-9 \LCN-2 35K VB b = T 2L R M AR 4 A Fe X IR 4, 2 5 A G h 3 3 L (P<
0.05) o FLAF KRR AL 7 MMP-9 \ LCN-2 FEik 7K -1 = T e X B4, 22 5 S L (P>0.05) .
FLARIEE IR AR <2 om TNM 1 ~ [T bk B2 2577% % (ER PH (PR BHM: 5 1L MMP-9 \LCN-2 ik 5 i
FAE=2 cm  TNM I~V TGtk L2555 8% (ER B PR BIPE 5 LR, 2R A ST FE L (P>0.05) . &
Spearman AH T AT , FLARAER B34 105 MMP-9 63k 5 ER (PR ¥ 52 1EAHC (7=0.622, r=0.597, P<0.05) , 7.
Jide HR 5 I LCN-2 36355 ER (PR 4 5 1FAH 56 (r=0.483, r=0.491, P<0.05) . FLI% 5 3 1.3 MMP-9 5
LCN-2 JRE IEAHIE (r=0.508, P<0.05) . £5if  FLIRE B IM3E MMP-9 \LCN-2 4 52 53858, 8L ik ses 4h
J0IR e AL XU 5 I56AG I 7 MMIP-9 \LCN-2 357K, A Bh F IR ZLRGE 2 & FeR 00,

(LA FUE; RSB ENRE-9; I8FsE H-2; fHARE ; Aoe:

Significance and correlation analysis of serum MMP-9 and LCN-2 levels in

breast cancer patients
ZHAO Lingyun*
(Department of Oncology and Geriatrics , Fengshi People’s Hospital , Kaifeng, Henan, China, 475000)

[ABSTRACT] Objective To analyze the expression significance and correlation of serum MMP-9 and
LCN-2 levels in breast cancer patients. Methods 80 breast cancer patients (breast cancer group) admitted in
our hospital from March 2018 to December 2019 were collected, and 43 patients with benign breast lesions
(breast benign lesion group) admitted during the same period were collected. The age and tumor diameter of the
patients were collected. TNM stage, degree of differentiation, histological type, lymph node metastasis, ER
and PR expression characteristics, another 40 medical volunteers (healthy control group) were collected, and
serum MMP -9 and LCN-2 levels were detected. Spearman correlation analysis was performed. Correlation
between 2 and MMP-9 and clinicopathological characteristics of breast cancer patients. Results The levels of
serum LCN-2 and MMP-9 in breast cancer group were significantly higher than those in benign breast lesion
group and healthy control group, the difference was statistically significant (P<0.05). The serum LCN-2 and
MMP-9 expression levels in the benign breast lesion group were slightly higher than those in the healthy control
group, but the difference was not statistically significant (P>0.05). Breast cancer tumor diameter <2 cm, TNM

stage I ~ Il , lymph node metastasis, ER positive, PR positive patients serum LCN-2, MMP-9 expression and

A& B T ARE (1903068 )
Ve e H T AR ERMN G L 54, 7, 7F3 475000
*EAEEF A%, E-mail : 124213629@qq.com
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tumor diameter =2 cm, TNM stage I ~ IV, no lymph node metastasis, ER negative, Compared with PR
negative patients, the difference was statistically significant (P>0.05). Spearman correlation analysis showed
that serum LCN-2 expression was positively correlated with ER and PR in breast cancer patients (r=0.483, r=
0.491, P<0.05) , and serum MMP-9 expression was positively correlated with ER and PR in breast cancer
patients (r=0.622, r=0.597, P<0.05). There was also a positive correlation between serum MMP-9 and LCN-2
in breast cancer patients (r=0.508, P<0.05). Conclusion The serum levels of LCN-2 and MMP-9 in breast
cancer patients are highly expressed, which increases the risk of breast cancer cell infiltration and metastasis.

The combined detection of serum LCN-2 and MMP-9 expression levels can help predict and evaluate breast

cancer recurrence and metastasis.

[KEY WORDS] Breast cancer; Matrix metalloproteinase - 9; Lipocalin - 2; Pathological features;

Correlation

LR ) PN 2o DL LR R B S e R
g, DAL MR8 26 W 2 R PR 5 i, JHL 8 200 L 7T 28 100
TEI AR 5k AR S B B PR RS, T 75 i 4
J i e A % B e v, S EUR E LT R
B ARG RE X LR A2 IR B KR, 3
i R 5 AR A AE AT LU (AR IHA 25%~37%
) R FLIR R B A R B el A s
PR K BRI R s N . TRA A
ST LR E R S A R R Y 5 A A
A KA MR AME BT A G BRI B 4
J& & 1§ 9 (Matrix metalloproteinase-9, MMP-9) iJ
56 17 240 L 5 P B, 12 6 240 0l 7 A RN, T3 D
Y28 RS DR . HE 5 AE Y ds L IR s
4 4% 11-2 (Lipocalin-2, LCN-2) 5% 22 % M fifofs %
A VHE R BT OCHE . X BEAS B SRE , AT IE
MMP-9 I LCN-2 157K -7 LR B o S
Sl PR BRAFAE (R AH G o

1 M&E5F*®

1.1 RS

WA BE 2018 4F 3 H & 2019 4F 12 A WGA Y
FLAR g 28 3 80 ], i A FUMR 4L, AR 36~71 %7,
RIS (53.7629.74) % o 29 il I F A2 <2 cm,
51 19 B Jed B A2 =2 em, 48 Bl FE A IR 45585 . 9k
PHI2 W45 A v I PR MR 2 25 (CSCO) (3L AR 98
BIre ) bR o TR R AR A
iR S B 2 38t A5 2 ) A 412 A bR o T WA [
WA P LM R A8 B 43 ), 1 R FLIR R
AR . JIURAE R S AR R A 40 B R R . 4%
AR L TE g it = L (P>0.05) o

A bR - QLS 20908 B2 W5 Qs IR ¥k
Fr 4 5 R I H A T R AR A YT B R T @ %0

TR E, R E ISR RS TheHatE. HE
B A i - O A A5 0% & ; @B DI g A
& QO HIRGH s @B IO M B
12 Hik

B 45 4 A0 R F ki (25 B8 L /R 16] ) 3 mL, 2540
10 min (3 000 t/min) , 53 B MLF o K HIBLAIE L
Tt B G 2 W 62 A 1AL 7 LCN-2 (RD 2w A= 774k
&) MMP-9 (i 354 AR N G AE =R &) 3=
IR A% AR R G B E PR MR T, AR A oA
£33 LCN-2 . MMP-9 & i,
1.3 Gk

K HI SPSS 20.0 34 #4740 Fr , 3 i BEORLR
FH (x+s) Fe7R 41 I0) LA SR ) ¢ 46 36 58 22 0 T
THECTE R n (%) 7R LSRR 36, AH G 1
43 # 2% FHl Spearman ¥ , P<0.05 75 22 5% 48 it

2 #R

2.1 I MMP-9 \LCN-2 )55 & L

ML MMP-9 \LCN-2 £ A K- LA G R < 3,
iR > FLRRE BRI AR 4> X R4, 2 % st
L (P>0.05),% 1,

®1 ®AMFEMMP-I.LCN-2 HEELE (xs)
Table 1 Comparison of serum MMP-9 and LCN-2 levels in

each group (x+s)

215 n  MMP-9(ng/mL) LCN-2(ng/mL)
FLR A 80  96.02+23.25" 95.27+27.68"
FLIR BB 43 27.26x14.47 54.39+21.23
X HE 26 40 23.22+11.85 48.57+19.09
FA8 286.44 66.99
PH <0.001 <0.001

SRR RHERAR A R P<0.05, 54X IRA] 4L P<0.05,
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2.2 [fl% MMP-9  LCN-2 &3k 5 FL R 98 16 R 5
FRAE 1 56 5

LR B3 17 MMP-9 | LCN-2 kK 5
JiJRE B (TNM 43 B bk EL 25 5% %% (ER (PR B i}

I, ZRAS5 %5 L (P<0.05) , 54E# 1k
TREE BRI R, 2R TG 22 B L (P>
0.05), W2,

%2 IMiEMMP-9.LCN-2 RiZ 5 IREIGEKFIBIFMEN LR (vxs)

Table 2 Relationship between serum MMP-9,LCN-2 expression and clinicopathological characteristics of breast cancer (x+s)

WiH n MMP-9(ng/mL ) /F {8 P{H LCN-2(ng/mL) /FAE P{H

FHY (%) 0.822 0.414 0.833 0.408
<50 27 91.05+28.54 89.67+31.02
=50 53 97.33+34.07 95.33+27.54

Jif9gs B A% (em) 6.631 <0.001 6.131 <0.001
<2 29 80.25+21.04 67.29+24.36
=2 51 127.85+35.19 113.07+35.72

TNM 451 6.753  <0.001 6.352 <0.001
[~1 49 87.25+20.22 71.08+19.33
m~1v 31 133.76+41.08 107.36+31.82

NS 7443  <0.001 4.871 <0.001
i 48 119.25+30.86 99.35+30.85
7 32 73.06+20.41 68.92+21.03

ER 5301  <0.001 2.459 0.016
+ 58 124.73+30.58 93.17+18.25
- 22 85.62+24.07 79.36+31.05

PR 4565  <0.001 3.459 0.001
+ 50 108.69+33.16 99.28+27.63
- 30 76.89+23.58 76.15+31.07

bR 0.38 0.687 0.41 0.665
&t 13 92.66224.29 101.22+39.56
Hhark 52 86.24+29.33 91.69+35.52
=ik 15 83.67+28.26 96.25+31.13

EIE e Y] 1.129 0.262 0.418 0.677
IR 14 00.28+31.46 91.68+30.74
E[R37 Al 66 08.77+24.21 05.14+27.61

2.4 IfilH MMP-9 LCN-2 #f K143 #r

2% Spearman #f J¢ 4 73 M, FLR I BCE LG
MMP-9 ,LCN-2 % ik 5 ER PR #J & 1F 4 3% (P<
0.05) , FLIR g 5 5 13 MMP-9 5 LCN-2 7R 5 1E A
X% (P<0.05), WL 3,

3 IMFMMP-9.LCN-2 #X M5 #7
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ER PR LCN-2
r8 P & PMEH rE  PE
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miR-NC 41 . si-cireNT5E+anti-miR-506-3p 2 . S22 8 PCR (RT-qPCR) £ cireNTSE 1 miR-506-3p
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AR G 0 200 A 9 T 5 B 5 B3 (Wesstern blot) 25 A% I 3% 57 4 J 25 (H il 2 (MMP-2) 3 i 4 )8 B [ i 9
(MMP-9) B £ Jf ik (V988 / 141 195 -2 (Bel-2) \Bel-2 #H 56 X & 1 (Bax)ﬁ 3R IA 5 R G 2R B 55 g 30 Uk
cireNT5E fl miR-506-3p ML M S R . R S 2U L, 45418 cireNTSE Rk K7 8 7t
151, miR-506-3p FR ik K-t FERFAK (P<0.05) o YLBR cireNT5E %j%%L miR-506-3p, i F% =72 20 H 450
EREAL, A0 T % B FEE , MMP-2 . MMP-9 , Bel-2 33k K - i B WAL, Bax 2235 7K F B 3% FF i (P<
0.05) . circNT5E # 5] # 4% miR-506-3p, 11l ] miR-506-3p 3 1K 386 %5 T UL 2K cireNTSE 55 3k % 45 i 8
HCTI116 AEER REEMBET-HER . &8 UUEK cireNTSE %34 7] il i L miR-506-3p A k4
Hl 25 B g HCT116 AN F2 (1278, 12 #QEHH@{FJEO

[%X8i@] cireNT5E; miR-506-3p; &5 ; 8% 1228 T

Effect of circNTSE on the migration, invasion and apoptosis of colon cancer

cells by regulating the expression of miR-506-3p

MENG Fandi*, XU Qinhong, YANG Ganghua, WAN Yong, ZHANG Lei

(Department of geriatric surgery, the first affiliated hospital of xi’an jiaotong university, Xi’an, Shanxi,
China, 710061 )

[ABSTRACT] Objective To investigate the effect and molecular mechanism of circNT5E on colon
cancer cell migration, invasion and apoptosis. Methods 40 cases of colon cancer patients tissues and their
corresponding adjacent tissues from January 2017 to May 2019 from our hospital were selected. The colon
cancer cells (HCT116) were divided into si-NC group, si-circNT5E group, pcDNA group, pcDNA -
circNT5E group, miR-NC group, miR-506-3p group, si-circNT5E+anti-miR-NC group, si-circNTSE+anti-
miR-506-3p group. Real-time fluorescence quantitative PCR (RT-qPCR ) was used to detect the expressions
of cireNT5E and miR - 506 -3p. Color in situ hybridization (CISH) was used to detect the expression of
circNT5E in cancer tissues. Transwell was used to detect cell migration and invasion Flow cytometry was
used to detect apoptosis. Western blot was used to detect matrix metalloproteinase 2 (MMP-2) , matrix
metalloproteinase 9 (MMP-9) , B-cell lymphoma/leukemia-2 (Bcl-2) , Bcl-2 related X protein (Bax)

expression. Dual luciferase report assay was used to target the relationship between circtNT5E and miR-506-

A AR B B E A ECE R B (2019SF-157 . 2018SF-055)
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3p. Results Compared with adjacent cancer tissues, the expression of circNTSE in colon cancer tissues

was significantly increased, and the expression of miR-506-3p was significantly decreased (P<0.05). Silence

of circNT5E or overexpression of miR-506-3p, the number of migrating and invading cells was significantly

reduced, the apoptosis rate was significantly increased, the expressions of MMP-2, MMP-9 and Bcl-2 were

significantly reduced, and Bax expression was significantly increased (P<0.05). circNT5E targets regulation

of miR-506-3p, and inhibits the miR-506-3p expression reversed the effects of silent circNTSE expression on

the migration, invasion and apoptosis of HCT116 cells. Conclusions Silencing circNT5E expression

inhibits the migration and invasion of HCT116 cells and promotes apoptosis by up-regulating the expression of

miR-506-3p.

[KEY WORDS] CircNT5E; MiR-506-3p; Colon cancer; Migration; Invasion; Apoptosis
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Figure 1 CISH detection of circNTSE expression in colon
cancer (HE, x200)

1 circNTSE # miR-506-3p FELS B AR HHIRIE (v +s)
Table 1 Expressions of circNT5E and miR-506-3p in colon

cancer tissues (x+s)

Saiil n cireNT5E miR-506-3p
I8 557 20 41 40 1.00+0.08 1.00+0.05
4 a4l 4L 40 3.37+0.31 0.48+0.04
t1H 46.818 51.362
P1E 0.000 0.000

2.2 YLER cireNTSE #ik X445 798 HCT116 4l i iE
B RZEFPET-HIR

5 si-NC #4H #H [t , si- cireNTSE 20 45 1 9
HCT116 Zi Jifd f cireNT5E 2 35 7K F 5 2 F& A%, i
% A2 7% 20 MO 2 AR, A0 R T R
MMP-2 MMP-9  Bcl-2 # 357K B E AL, Bax %
KK TR (P<0.05) . W32,
2.3  miR-506-3p i # ik X 4% i s HCT116 #i i iF
B AR T 15

5 miR-NC 4 # kb , miR-506-3p 2 miR-506-3p
FR KT T RS (R 2B A0 I A
M T B E T, MMP-2 MMP-9  Bcl-2 # ik
K- B AR, Bax 635 7K F 8 3 T+ (P<0.05) o
W3,
2.4 cireNTSE #U ] /4% miR-506-3p [ ik

StarBase 7F £k # 1 #i Il i /R cireNTSE Y 7
HI o5 A 5 miR-506-3p B Ab 1) 4% 1 B8R 3 51 WL &
2, W5 R Wl 4 L 59 45 R B s, 5 miR-NC
2 A EE , miR-506-3p 41 % Y WT-cireNT5E 25 14
() 20 Jif ¢ 't R T G P B 3 BEAIR (P<0.05) , #5 Y
MUT-cireNT5E #k {4 1 40 i 2% ot K i 16 1 C &
EFHMAER I FE XL (P>0.05), K4,
5 pcDNA ZH #H It , pcDNA-circNT5E £ miR-506-
3p ik K I 3 R AR (P<0.05) 5 5 si-NC 41 #f
kb, si-cireNT5E 2H miR-506-3p £ 15 7K °F & & F
w1 (P<0.05), WL 5,
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K2 Tk cirtcNTSE RIBXT 45879 HCT116 ARTER B EZFMABATHENM (x+s)

Table 2  Effect of silenced circNT5E expression on migration, invasion and apoptosis of colon ca cellsncer HCT116 (x +s)

ERAIIE AR

TR MMP-2  MMP-9 Bcl-2

Zes cireNTSE =7 1) ) (%) E1 oy mp  DEN
si-NC 21, 1.00+0.06 98.32+9.54 79.63+£7.25 6.25+0.52 0.71+£0.07 0.63+0.06 0.58+0.05 0.33+0.03
si-cireNT5E 2 0.53+0.05 43.25+4.87 34.11+3.69 23.14+2.33  0.31+0.03 0.26x0.02 0.20+0.02 0.78+0.07
t{H 18.053 15.424 16.787 21.225 15.757 17.551 21.169 17.726
P TE 0.000 0.000 0.000 0.000 0.000 0.000 0.000 0.000

%3 miR-506-3p 3T FRiA X} 4 fF%E HCT116 AT B EFUEATHHIE (xs)

Table 3  Effects of miR-506-3p overexpression on migration, invasion and apoptosis of colon cancer HCT116 cells (x +s)

el miR-506-3p (A )

SR R= 421} 2k Qe 21 Uk 4

TR MMP-2  MMP-9 Bcl-2 Bax
(%) HH HH HH HH

miR-NC 4 1.00+0.08 94.36£9.44  76.32+7.61
miR-506-3p 40 2.84+0.27 55.21+5.52  40.25+4.58

HiE 19.602 10.740 12.183
PH 0.000 0.000 0.000

7.36+0.78  0.70+£0.07  0.65+£0.06  0.56x0.05 0.32+0.03
18.63+1.25  0.36+0.03  0.29+0.03  0.25+0.02 0.74+0.07

22.947 13.393 16.100 17.270 16.545
0.000 0.000 0.000 0.000 0.000

B2 cireNTSE BIF 5 &HE 5 miR-506-3p E M
ZHEBRRF S
Figure 2 The sequence of circNTSE contains a nucleotide

sequence complementary to miR-506-3p

R4 WHARBRMELE (x=s5)

Table 4 Double luciferase report experiments (x +s)

Vaiil WT-circNT5E MUT-circNT5E
miR-NC 4 1.03+0.06 1.05+0.09
miR-506-3p £ 0.61+0.06 1.01+0.08
t1H 14.849 0.997
P{E 0.000 0.334

%5 cireNTSE i8#2 miR-506-3p BIRIE (x+s)
Table 5 circNT5E regulates miR-506-3p expression (x +s)

il miR-506-3p
pcDNA 41 1.000.08
pcDNA-circNT5E 41 0.57+0.05"
si-NC 4 1.01+0.06
si-circNT5E 41 2.63+0.25
FAH 396.140
P 0.000

1 55 pcDNA 41 [L 457, *P<0.05; 55 si-NC 41 [ #¢ , *P<0.05,

2.5 il miR-506-3p Feikibif% T ULER cireNTSE %
KX S5 A dE HCT116 4IRS (222 FE T IM/E

5 i - circeNTSE + anti - miR - NC #H £ [t , si-
circNT5E+anti-miR-506-3p £ miR-506-3p # ik 7K -
HE G, RS R B TS i TR
B A, MMP-2 . MMP-9 , Bcl-2 ik 7K F- i 3 7
a1, Bax FRIAZKF- B E FEL(P<0.05) . WLk 6,

3 it

circRNA HA3 & M e M RSPy
N TEZ ORI B R R R AR A
J A 432 W L TR0 b 98 1) A 0 R BORS HE TR
7 BYHE A BFSE AR circCCDC66 A A(E 1 45
T AR KRR Y circPIPSK1A 1] 410 45 17 98
YRS ) M iR 2% . UL circRNA £ 5 45
Wl i kA R R . ARSCIG A R Bon | 45 R
fBHH 2 cireNTSE 3R 35K F 3 T, B W]
cireNTSE 5 25 9 A5 & o HUTER cireNTSE J5 |, if
B A2 22 A0 M 2 RIS, AR TR B T
MMP-2 . MMP-9 ,Bcl-2 57K - i & FE AL, Bax %
RACE T o BB TCER cireNTSE AT #0761 45 %
AT RS R 28, fE R AR T

W57 2 B 53 263K 10 miRNA 12 545 1798 1Y
R, 5 HMUS ARG, AT A B R AR &
miR-506-3p 7E-H AR A 2RI A0 323k T, ol
LR B R AN M 35 R RS R 2R, AR
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Fo ME miR-500-3p FiXFEFE T TEK cireNTSE FRIAX 450778 HCT116 HTER EEMBATHIER (x+s5)
Table 6 Inhibition of miR-506-3p expression reverses the effects of silenced circNTSE expression on colon cancer HCT116 cell

migration, invasion and apoptosis (x +s)

o R506.3 TR RZEaEsr FTR MMP-2  MMP-9 Bcl-2 Bax
- 250=p ") ") (%) HE E E HE
si-NC 1.00+0.05 97.25+9.36 77.63+7.58 7.03+0.71 0.72+0.07  0.66+0.06 0.57+0.05 0.31+0.03

si-circNT5E 2.69£0.26°  45.28+4.29*  38.33+3.68" 22.36+2.24* 0.32+0.03" 0.28+0.03* 0.23x£0.02* 0.77+0.07*
si-circNT5E+
anti-miR-NC
si-circNT5E+
anti-miR-506-3p
FiH 158.217 128.736 112.801 190.797 151.340 187.253 228.429 152.609
PfE 0.000 0.000 0.000 0.000 0.000 0.000 0.000 0.000

2.71x0.27 44.65+4.33 36.94+£3.57  24.69+2.41 0.30+0.03 0.26x0.03 0.21+0.02 0.79+0.08

1.55+0.15"  81.21+8.36"  60.36+6.07° 12.65+1.27° 0.60+0.06" 0.57+0.05" 0.46+0.04" 0.4320.04"

5 si-NC 41 L # ,* P<0.05; 55 si-cireNT5E+anti-miR-NC 41 164 , 'P<0.05,
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EOS-CRSWNP 5 Neu-CRSwWNP ELEEIEZH 4 1L-13 . 1.
18 tIgE AN EO % MG AR VE A Le i B AHSEPERT S

Lim ' RATAES RTE ORCDED 24T X mi

(# ZE] BH BB M P - 5 55 R A5 B R (EOS-CRSwWNP ) 55 W A 24 ffd 14 1
P - 5555 46 Neu-CRSwWNP F 4 41270 1 41 i A 22 -13 (IL-13) L35 tIgE A& i EO% Al FRIT 43 1 25 5%, 5F:
P4 IL-13 5 HABIEARAAE et . Ak PEE 2017 4F 1 A 2 2018 4F 10 A ABEWIA 19 90 1] CRSWNP M
H AR 2R 25 5 43S EOS-CRSwWNP ZH 49 f4i] | i 41 it o4 - B 5% 5 1 5 B (Neu-CRSwWNP &)
KB A1) T S MR P (A A R BRGS0 194 St R 5 KGN 3 20 SRl 4 20 TL-13 L i 37 e R AR 1
E(tIgE)  #1J& 1MW B MR 4n i i 43 Lt (EO% ) K-, H-43- 41 IL-13 5 tIgE \EO% J P4 K Lund-Mackay #-43 |
B N %55 Lund-Kennedy 373 0 2 % . &R EOS-CRSwWNP 4 IL-13 5 tIgE . EO% ¥ I 45 % ¥4 = T
Neu-CRSwNP 2 X B4, Neu-CRSwNP 4 & X JR 41, 22 5 B Gi il 243 L (P<0.05) ; EOS-CRSWNP 4]
X K Lund-Mackay 3143 . £ PN 5% Lund-Kennedy 74344 5 T Neu-CRSwNP £ Fil % 84l , Neu-CRSwNP 41 /5
FXFRE4, 22 5 BA i3 L (P<0.05) ; EOS-CRSWNP 41 H 3 BURb 2 41 Fh IL-13 5355 tIgE .EO% K]
4558 & Lund-Mackay 43 . 5 4 5% Lund-Kennedy 774345 52t il 2 19 IEAH DG OC & (P<0.05) ; Neu-CRSwNP 4 i
KR LD IL-13 338 5 dgE A IEAHCC R, 2R A G L (P<0.05) . #i1® EOS-CRSwNP (7%
BRI ZH 2P TL-13 557K F 55 T Neu-CRSwNP f5:3 , HL 5 tIgE .EO% M i & R AR PR A X

[X88iF] AN F-13; BRIt BrEe-B%k; SER

Comparison and correlation between EOS-CRSwWNP and Neu-CRSwNP nasal

mucosa tissue IL-13, serum tIgE, peripheral blood EO% and clinical score

MA Yanli', CHEN Fuhua’, MA Ning*, XIONG Xiaoxing®, BIAN Jin’, LIU Yafeng'*

(1. Department of Otolaryngology, West China Hospital, Sichuan University, Chengdu, Sichuan, China,
610000 ; 2. Department of Otolaryngology , Panzhihua Central Hospital, Panzhihua Sichuan, China, 617066 )

[ABSTRACT] Objective To Compare the differences of tissue IL-13, serum tIgE, peripheral blood
EO% and clinical score between patients with EOS-CRSwNP and Neu-CRSwNP, and evaluate the correlation
between IL-13 and other indicators. Methods 90 patients with CRSWNP admitted to our hospital from Janu-
ary 2017 to October 2018 were selected and divided into 49 patients with EOS-CRSwNP group based on patho-
logical results, neutrophilic rhinosinusitis with nasal polyps (Neu-CRSwNP Group) 41 patients, 50 healthy
subjects without nasopharyngeal diseases as a control group. Three groups of nasal mucosa tissue IL-13, serum
total immunoglobulin E (tIgE) , peripheral blood eosinophils (EO% ) Level were measured and compared. The
relationship between IL-13 and tIgE, EO% , modified Lund-Mackay score, and endoscopic Lund-Kennedy
score was analyzed. Results The levels of IL-13 and tIgE and EO% in the EOS-CRSwWNP group were higher
than those in the Neu-CRSwNP group and the control group, the Neu-CRSwNP group was higher than the con-
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trol group (P<0.05). The modified Lund-Mackay score and endoscopic endoscope Lund-Kennedy score of the

EOS-CRSwNP group were higher than those of the Neu-CRSwNP group and the control group, and the Neu-

CRSwNP group was higher than the control group, the difference was statistically significant (P<0.05). There

was a significant positive correlation between the expression of IL-13 in the nasal mucosa tissue of the EOS-

CRSwWNP group and the tIgE, EO% detection results, Lund-Mackay score, and endoscopic Lund-Kennedy

score (P<0.05). The expression of IL-13 in the nasal mucosa of patients in the Neu-CRSwNP group was posi-

tively correlated with serum tIgE (P<0.05). Conclusion The level of IL-13 in nasal mucosa tissue of patients
with EOS-CRSwNP was higher than that of patients with Neu-CRSwNP, and related to tIgE, EO% and the de-

gree of symptoms of patients.

[KEY WORDS] Interleukin-13; Eosinophils; Chronic rhinosinusitis ; Nasal polyps

18 P B - B8 46 £ & B A (Chronic rhinosinus-
itis with nasal polyps, CRSWNP ) 2 IIfi JK % I3 , H.
RIRNEG TG 2 R G 928 s B 22 4 0B
CRSwNP 53 h W8 1% b7 41 Jf 14 12 14 5. - 1 5% 4% (Bo-
sinophilicCRSWNP, EOS-CRSwNP ) Fl H k7 41 fifd
£ & B P (Neutrophilic CRSWNP, Neu CRSWNP) 2
Ffi®', EOS-CRSwNP 1] LUl i F AR | 25 ¥ #1713k
T HEBEV R IGEIRE 5 5 R RS . EOS-
CRSWNP 5 Neu-CRSwNP /& £ i [K Z A HAE FH 1Y
SRR SEREPERAE ", H AR AL 1 AN 58 20
AWK O I kR LS R R
G300 2 TR R R 2 B S R B R S
RIE SN S5EA Ko FH LA EK 13 (Interleukin 13,
IL-13) /& Th2 BACER A+, 76 3l e i 1S AT 5% I8
ANERBIERERAL, TIHFFEARE, 5T
FEAKEAY, Bare AR Bs B
Bk 5 H E (Total immunoglobulin, tIgE ) | F& i F7 41
Jfi (Eosinophilic, EOS) 5 & B IR Y & A AAAE— 8 %
B, AF5E B7E 4 EOS-CRSWNP £j Neu-CRSwNP
BFHLUIL-13 | LT tIgE AN I EO% Filf PR IE43
(225, FFPTAR TL-13 5 HABFE AR I AH I

1 BEREFHE

1.1 I RBR

YEHL 2017 4F 1 H % 2018 4F 10 H A B2l ia 1y
90 5] CRSWNP (£ 35 , #i 4i5 o5 2 2% 25 4 3 oy
EOS-CRSWNP 4 49 f5i] , (Neu-CRSwNP 41 )41 ] |
TG 2 TR 58 95 9 1A A ft B Xk 42 50 191 4 hy Xof B4
EOS-CRSwWNP 21 4 % 23~72 % | - (46.8+13.6)
&5 527 ) A 22 5, Ho BLA R s 3 ] AR
7 P B 4R 9 s 26 3, W AR 27 7] . Neu-CRSwNP
41 AR 25~70 % 1 (45.4+12.4) % 3 55 25 0] A
16 91, Horp ELA W w5 451 | A8 1 P B 58 i 23

B, W MR 22 i, KRR AL, AF Y 22~67 %,
(43.6£10.0) %/ ; 5 29 f5il . 21 il . EOS-CRSwNP
2H 5 Neu-CRSwNP 4 I iR B2 Bk} L4, 22 5% 6
Gt L (P>0.05)

PR UE : OFF A 18 B - B R N2 iR
HEP Q2B NE B CT KAWL ; ORI AA
BURASR IR T 5 Z I s AR 45 6 (T R 2
R FERE T PR E R EE . OFTA
BERFIRHCEZANNEFE . HEBRARE
O LM . QEFMESER SR | L
F ) AL RAE . QBT s 5 @R M0 5
G K M ST iz S DI RE R  RETELT 4R 1L
1.2 Fik
1.2 bRk gy ik

KRERBBRHAL  HEHEHER HHERMMHE
B Z B = YUK A B AR K E Uk 2~3 W, B IR 5~
10 min, WWAEHALUE T 5 A 1 mg/mL I )i 28 B
AR, bl 7R AC K Pl . K
HIimA 10% fit 4 135 2 1B 38 Ak, RS A0 3
UM, I ORAF o K AR A 100 mm £5 SR 1L,
JinA BEGM K5 323, LA 37C 5% 15 3240 th 15 5% .
BRI, S 2 ARG I8 70%~80% I, {5] 45
JI - 8% SR, AR T 2 A 43 1k 85 5% W (DMEM/
F12:BEGM } 1:1, 100 IU/mL % %5 % . 100 wg/mL
FERE R ) o TR IR /ANE FL M N A IL-13 (10 ng/
mL),37C.5% CO. 55 F&: 48 Hh i ML B: 3%, 7 2~3 K
P 1R, BRI EHT A 10 ng/mL IL-13 , %
HRATINA 0.5 mL Br 3t A m 3R 2 0,
714 dWCRAIM . B 250K 1 i Hi B ELISA i
F £ UL B B PR AE AT IL-13 AR . i ] SY'S-
MEX XE-2100D 4 [ 2l i3 73 B A W it o EOS
[ 43 L, B Allery Screen i SRS &R 455, 14
AN E I3 A TgE
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1.2.2  Worbei

HRPE £ 58 CT >k H] Lund-Mackay | Lund-Kenne-
dy VP43 0 R S TR K FELEA T PR o
1.3 Zitobr

K SPSS 21.0 F AT 8 o0 A, T Kt
K (3 £5)%m , PR A] FEBCR AT ¢ K 50 5 118008
B n (%) 8 AT 2 K5 5 A A 73 B R ] Pear-
son 28 1 AH SC 43 BT 1 5 P<0.05 R 22 54 it 2

2 FR

2.1 34H1L-13 5 tIgE \EO% KM 45 5 Ly 45

3P IL-13 5 tIgE . EO% #6: i 45 S b 45
EOS-CRSwWNP £ >Neu-CRSwNP 20> %] M4 , 2% 5
HAG 2 X (P<0.05), W1,

£1 3HIL-13 5 UE.EO% ML RELE (vs)
Table 1 Comparison of IL-13, tIgE, and EO% test results

between the 3 groups (x +s)

IL-13 tIgE
4! " (pgmL)  EO% (IU/gmL)
EOS-CRSWNP 2 49 149.5+32.7° 4.38+0.95" 233.9+67.4®
Neu-CRSWNP 4 41 73.0£17.5° 2.41+0.74* 164.2+44.0°
bopicE 50  40.0+8.9 1.64+0.60 127.0+22.1
F1i 42.031 31.664 35.728
P1E 0.000 0.000 0.000

T 50 IR He AL *P<0.05, 5 Neu-CRSWNP 20 [ 8¢ *P<0.05

2.2 3 #1k K Lund-Mackay ¥4 | & N 5% Lund-
Kennedy 7177 Hu 35

3 41 2 K Lund-Mackay P43 | & N 5% Lund-
Kennedy 1143 e 3 45 8 & . EOS-CRSWNP 2 >Neu-
CRSWNP 20> 4, 22 5% A AT Ge it 2% & L (P<
0.05), W2,

R 2 34HM R Lund-Mackay ¥4y . £} $2 Lund-Kennedy
TR
Table 2 Comparison of modified Lund-Mackay score and
nasal endoscopic Lund-Kennedy score between the

3 groups(x+s)

f K Lund-Mackay Lund-Kennedy

.
45l R Oy P4 (40
EOS-CRSWNP 4 49 20.95+5.41 15.07+3.02
Neu-CRSwNP 4] 41 17.17+4.40 11.66+2.43
X HEZH 50 8.36+2.40 5.42+1.98
F1{i 3.589 5.822
P{H 0.001 0.000

2.3 BRI 4 IL-13 35 5 tIgE . EO% 6
2t R I Lund-Mackay 747 | & P 5% Lund-Kennedy
TR AR DG

2% Pearson Z& 14 #H 7% 73 M1 , EOS-CRSWNP 2
A BRI 21 TL-13 3k 5 (IgE (EO% K I 45
K Lund-Mackay PF43 . & N %% Lund-Kennedy #F
Sr R BENIEMCKER, ZRAGira L (p<
0.05) . Neu-CRSwNP 4 {8 35 Bl 20 21 IL-13
KL UE A FEMXXR, ZF AR E XL (P<
0.05) ;IL-13 ik 5 EO% K 25 - & Lund-Mackay
PE4Y B N 4% Lund-Kennedy PE4r L, 22 R LG0T
RN (P>0.05), W#K3,

x3 2HEBEBHBALARIL-13 RIES IgE.EO%
#£ R F Lund-Mackay ¥4 . 2 A $% Lund-Kennedy
WX
Table 3 Correlation analysis results Results of IL-13
expression and tIgE \EO% in nasal mucosa of 2 group and

correlation analysis of Lund-Mackay score

1L-13
rff  P{A
EOS-CRSWNP 4 #f B Lund-Mackay ¥£4>  0.664  0.000
Lund-Kennedy 343 0.702  0.000
EO% 0.586 0.000
tIgE 0.552  0.000
Neu-CRSwWNP 4 f K Lund-Mackay ¥¥4; 0.227 0.053
Lund-Kennedy 743 0.098 0.316
EO% 0.116 0.163
tIgE 0.254 0.048
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3 iTig

BB RMNRERKZ GRS A S
W PR PR A A 5 B I R B 2 B R BT 1
TR AN JR i PR 52 8% ME — 251 52 CRSWNP 5 g
i T T 20 s T A AR SR AR O o TR i R A
SN T8 B MR A0 B A A 5% o /A Y Th2
R F 22— TL-13 75 B R AR L P B 4R 45748
PRI & R AE A, A AE CRSWNP
i Jt H EOS-CRSwWNP H1 119 3% 38 1% 0 i A BH A .
AN FE 22 B TL-13 1T A2 3 W8 R 14 k7 4 M 3 £k L 175
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High - risk factors of spontaneous preterm delivery and the predictive value of

levels of serum inflammatory factors TLR2, MCP-1 and TNF-«
YU Zhe*, ZHANG Luoying, PAN Dahuan, WANG Jing
(Department of Obstetrics and Gynecology, Zhengzhou Yihe Hospital, Zhengzhou, Henan, China, 450046)

[ABSTRACT] Objective To explore the high - risk factors of spontaneous preterm delivery, and
analyze the predicted value of levels of serum inflammatory factors Toll -like receptor 2 (TLR2) , monocyte
chemotactic protein 1 (MCP-1) and tumor necrosis factor-a (TNF-a) on preterm delivery. Methods A total
of 138 women who had prenatal examination and delivered in our hospital from November 2017 to November
2018 were selected. The women were followed up to the gestational week of pregnancy, and those who
delivered prematurely at 28~36 +6 weeks were included in the study group (n=42) , and those who delivered at
full-term 37 weeks were included in the control group (n=96). The general clinical data and levels of serum
inflammatory factors TLR2, MCP-1 and TNF-a were compared between the study group and control group. The
multiple factors affecting the occurrence of preterm delivery were analyzed. The receiver operating characteristic
curve (ROC) was plotted to analyze the predictive value of serum inflammatory factors TLR2, MCP-1 and
TNF-a on preterm delivery. Results There were statistically significant differences in the premature delivery

history, reproductive system infection, gestational hypertension, TLR2, MCP-1 and TNF-a between the two

KRB T s BB SKXA B (2018020924)
Ve A5 . 50N B A E [ da 2 A AT, #1M 450046
*BAEAEH T, E-mail : pesjvuh@163.com



- 770 - NTEWEIRITAGE 20204E6 H 45124 45619 T Mol Diagn Ther, June 2020, Vol. 12 No. 6

groups (P<0.05), and there were no significant differences in the age, body mass index, gravidity, parity and
gestational diabetes mellitus (P>0.05). Multivariate logistic regression analysis showed that the reproductive
system infection, gestational hypertension, TLR2, MCP-1 and TNF-a were independent risk factors affecting
the occurrence of preterm delivery (P<0.05). ROC curve analysis results show that the best cutoff value,
Youden index, sensitivity, specificity and AUC of TLR2 in predicting the occurrence of preterm delivery, and
the best cutoff value, Youden index, sensitivity, specificity and AUC of MCP-1 in predicting the occurrence of
preterm delivery, and the best cutoff value, Youden index, sensitivity, specificity and AUC of TNF-« in
predicting the occurrence of preterm delivery, and the sensitivity, specificity and AUC of TLR2 + MCP-1
diagnosis, and the sensitivity, specificity and AUC of TLR2 + TNF-a diagnosis, and the sensitivity, specificity
and AUC of MCP-1 + TNF-a diagnosis were 76.20% , 77.10% and 0.808 (95%CI : 0.733—-0.882) , and the
sensitivity, specificity and AUC of TLR2 + MCP-1 + TNF-a combined diagnosis, and the specificity and AUC
of the combined diagnosis were better than those of TLR2, MCP-1 or TNF-a. Conclusion The occurrence of
spontaneous preterm delivery is related to many factors. The levels of serum inflammatory factors TLR2, MCP-
1 and TNF-a can be used to predict the occurrence of preterm delivery and provide guidance for timely proactive
prevention measures.

[KEY WORDS] Toll-like receptor 2; Monocyte chemotactic protein 1; Tumor necrosis factor - a;

Spontaneous preterm delivery; High-risk factors; Predictive value
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Correlation between serum uric acid and NLRP3 level and coronary SYNTAX

score, plaque stability in patients with acute coronary syndrome

ZHENG Naixin'*, TANG Guodong ', TIAN Zhengfeng®

(1. Depar tment of cardiology, Bei jing Hospital, National Center of Gerontology ; Institute of Geriatric Medi-
cine, Chinese Academy of Medical Sciences, P. R, Beijing, China, 100073; 2. Donghua community service

station, Dongcheng community service center, Beijing, China, 100073 )

[ABSTRACT] Objective To analyze the correlation between serum uric acid (UA) level, Nod-like
receptor protein-3 (NLRP3), coronary SYNTAX score and plaque stability in patients with acute coronary syn-
drome (ACS). Methods A retrospective analysis of 176 patients with ACS who were treated in our hospital
from August 2017 to October 2018, and 50 normal medical examiners from the same period were selected as
the control group to detect the serum UA and NLRP3 levels of the two groups. Coronary angiography was per-
formed on the 2nd day after admission for ACS patients. The coronary SYNTAX scores and number of coro-
nary lesions were evaluated. The correlations between UA and NLRP3 levels in patients with ACS and coro-
nary SYNTAX score and plaque stability were analyzed. Results Serum UA and NLRP3 levels in ACS pa-
tients were significantly higher than those in the control group (P<0.05). Serum UA and NLRP3 levels in ACS
patients were positively correlated with SYNTAX score (P<0.05). Serum UA and NLRP3 levels in patients
with stable plaque group were significantly lower than those in unstable plaque group (P<0.05). The areas un-

der the ROC curve when serum UA and NLRP3 predicted plaque stability in ACS patients were 0.803 and
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0.814., which were both lower than the combined detection of 0.897 (P<0.05). Conclusion The levels of

UA and NLRP3 in patients with ACS are significantly higher than those in the normal population, and their

levels are closely related to the SYNTAX score and plaque stability. Clinical detection of UA and NLRP3 lev-

els has predictive significance for the degree of ACS disease.

[KEY WORDS] Acute coronary syndrome; Serum uric acid; Nod-like receptor protein-3; Coronary

SYNTAX score; Plaque stability
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R4 SYNTAX 1F-53F (8 3 43 WA G4 (1~22 43 ) |
Tl (23~32 53) K fadl (>32 43 ) o
1.2.3  BEHAR e A

FT R ETEABLG S 2 d 17 64 JZ2 1€ CT (P4 1]
T\ SR S KSR R I . R VST 64 JZ R
Ji€ CT HEAT 4, 35 10 T J5h i ok Ah 2 569 v B2 oy
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300 mg/mL (13 5 BT IR v (G H A2 A R
25 ) ) 100 mL, A 0 s 42 ) A8 0 ZRFE 70 T /min
PIF . MPA2E T rEIE 1T 5 R, AR 6 B
RS H A SR 3 ik ok RERE AL BE R B CT (L, e 43
M ERBEHL (CT <60 HU) IR & 1E BE B (CT i 15
60~129 HU Z [i] ) i L BELL (CT (=130 HU) , H
R BEBR R e e BRI, BROBE B SR A T By
AR EBEH
1.3 Gtk

K SPSS 20.0 A4 43 Bt Ab BRECHE |, 1 BE R
PL(x +5) FR B e AT IEZSPERGEE | 40 SR 4% 40 2 36
FEIEZSME H AR 5 2555, R e K 3o A T 4L 0] L
B THECRR n(%) 37 4T 2 K05, >R Pear-
son 3£ WEAT A7 &M 20 BT, Logistic [\ U543 7 B 22 1fiL
UA KRS fER N . DL P<0.05 AR B Gt

2 #ZR

2.1 PIZHEH UA NLRP3 /K- LLEL
WLEE 4L B UA  NLRP3 7K F W & & T 4 1R
H, =T A G E L(P<0.05), WAk 1.
1 WHEEE UANLRP3KFLLR
Table 1 Comparison of UA and NLRP3 levels between
2 groups of patients

2H 531 n UA (pmol/L ) NLRP3 (ng/L)
bopiiEil 50 258.54+16.84 55.49+6.72
PR ZSE] 176 290.79+18.36 134.88+12.28

A 11.156 43.84

P{H 0.000 0.000

2.2 N[A SYNTAX #4341 f % UA \NLRP3 /K1
LA

= B IME UA  NLRP3 /K LR 45 5 %
fedl<hfEdl<miad, Z 5 A 5t 8 X (P<
0.05), W2,
2.3 ACS H# UA NLRP3 /K 5 SYNTAX 43
WEESEin

HH S 45 3 40 B 78 ACS B % UA  NLRP3
K ¥ 5 5 ik SYNTAX i 40 3 2 1F M 26 (r=
0.526.0.487, P #]<0.05) .
2.4 AN [m ek ko A8 SCBUR # UA (NLRP3 /K &
SYNTAX P-4 Heds

£ 7S 4 5 UA \NLRP3 /K -2 i & T
PASTIRAR A, 22 F A Gt L(P<0.05) , W3R 3.

R2 AESYNTAX 5 HERE UANLRP3 KF LB
Table 2 Comparison of UA and NLRP3 levels of patients in
different SYNTAX score groups

EE | n UA (umol/L) NLRP3(ng/L)
R f 2 99 267.26+12.33 93.56%8.56
sl 45 309.36+15.94° 165.23+12.37*
g 32 337.50+18.69° 220.03+16.94°

Fi4 328.468 1678.067

P{H 0.000 0.000

H SIRGH L, P<0.05; 5 G HE#E , PP<0.05,

3 ARABERFEZEHEE UANLRP3 KFEER
SYNTAX 43 Lb 87
Table 3 Comparison of UA, NLRP3 levels and SYNTAX

scores of patients with different coronary artery disease counts

24331 n UA(pumol/L) NLRP3(ng/L)
FeE Bl 48 271.36+21.81  112.36+18.32
ARERIAH 128 298.08+20.23  143.32+20.31
tHH 7.638 0.242
P{H 0.000 0.000

2.5 ACS H# UA NLRP3 J% 1§ 3 B4 4G I it B
BB T i T A

K F ROC Hf 2k 53 #1745 2R i 7R UA 1) ROC
28 F AL (AUC) A 0.803 , W {E A 289.08 wmol/L ;
NLRP3 1) AUC & 0.814, # W {E & 125.18 ng/L.
P IS 2 W AUC S 0.897, B Wit 25 T 9 2 2 g
KB i AUC(P<0.05), WLIEI 1.3 4.

ROC £k

0.8

i 0.6

= 0.4

NLRP3
UA
M

=z Z

0.2

0.0
0.0 02 04 0.6 0.8 1.0

R
BEl1 ROC #iZ 447 UA NLRP3 R F & B & M A BEER
AR MR T M E
Figure 1 ROC curve analysis of the predictive value of UA,
NLRP3 and their combined detection on plaque stability

UA J& N PR RN AL & PR I 4 W), 1E
TGO T UA B SHRIEAL T 3h 25 F Rk , H
J2 24 UA PRl 22 a8 UA R 80/ if 25 5 Bl i
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&4 ACS B#E UANLRP3 RAEBK AN BIRIEE
R T MME
Table 4 The predictive value of UA, NLRP3 and the
combined detection of ACS patients on plaque stability

e AUC  Fpifiik PMH 95%CI
UA 0.803" 0.041  <0.05 0.723~0.884
NLRP3 0.814" 0.039  <0.05 0.737~0.891
[y 0.897 0.029  <0.05 0.839~0.954

TE - SR LEL, P<0.05.

W UA B2 B B3, 5 5600 1) 2 A I R R )
FHIG  (HIE X T UA ZKF- 5 56000 ™ R B 1 G R
M ICGE— L™ . NLRP3 4 AE/MA S —Flii iR
WIS B UE 52 7] 55 S caspase-1 i A& [ 55 ) &
PEIE 3, 3G AL ) caspase-1 7] £ #F R AE K F B9 B
T, 5 R LAA 98 B 10, A 3 0l 45 B 98 E S 1 3
L iEMZ5 ACS W kA K it . Pavillard 55
A 5E 45 3 W, A AR TR IR WA A R
UA .NLRP3 357K F- B i 7+ /& , #& 7R UA .NLRP3
FIRKF-5 ACS I EHE R REVIM G, SYNTAX
TE3 2 — T 35 50 Jik o 52 235 SR 0k e ok i 28 et i
1708 43 AT 0 T H SO 5 et ks 78 A% B TE A
KN, UA EEER R B SRR AL A W]
Al AR R S B A 3, LR Y I UA 7K Tt
Fen s, TR LA v LA e A RS, SR A
P R DRE S, I A5 67 5K PR -/, n I A e A
AR o AR R JAE/MA , NLRP3 1] S8 i R 4 K
T IR, K HRAR R AR, S 1 00 ) ot - o L2
YL ) B4 R e TR i, S e ki AR 1 2 A

Il RAF 5 7 , ACS 1) & A= J % e 55 5 IR 5
ok 1) e 7 g T G, 5 bR B ik ok R R Ak BRE B i)
ot W E G, BEFEIFITIESE , 76 ACS &,
75%~85% BER IR AT E M . FEARFR A
FasE BEHe 5 Heoh 72.73% , 5 _EIRBFIE AR — 3, i
B R R MR 5 ACS B 2E M R JEIY T2 5
Kz —, 5 ACS W5 ™ E AR A UM G, A0F
Y 7R, ACS B3 UA NLRP3 2 ik /K - 5 Bk
EMEHVIM G, NLRP3 i 5 RAE Y RAE I 2
FEBESAR DI 7 1 D3k, 385 9 5 1935 3, 12 32 B ik
BRIRE BB A0 B 5, I Xt AT fE & NLRP3 5 7K
e BEYCRGE VE2E 1Y R BRLABCE S Ak BT R
UA .NLRP3 335 7K P % HEEHeAs e PR35 HA B ar
4TI AL, LI A5 K6 000 f T30 40 0 s, i — 25
JESE UA (NLRP3 Kk KV 5 B AR e 25 UIAH G

2k | PRIk, ACS ## UA NLRP3 /K -4 1FE %
NI ST, HHOKSF 59 bk SYNTAX 1145 5
Yefse MAE G IR AT 38 3 4 I UA  NLRP3 i ]
ACS B EFEHRFER . Hl TARMRFEARR D,
B ST T BB AR AE — 8 MW 22, 10 I 229 K
ARt — ARt
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IFN-y.IL-6.sIL-2R TERNIG TRl &5 4% 88 i i v 28
(A=9"&)I%

HAzah 't XA RIES

(# ZE] BH® TR E YRGB 2542 8 3 s T y(IFN-y) . T4 A -6 (IL-6) |
AAEPE A -2 Z R (SIL-2R) K- K o ik BEH2017 4 2 A 2 2018 4 10 A fEARBLIRTT A1IR
T 42 H o 142 ) LEE ) , [) iof 26 Bt B s B 28 120 B Ry X IR 4, W12 4H R JHl 2HREZ/10HR J7 %834
I7 KA YT BT M2 1697 WS H S L7 TEN-y  IL-6 . sIL-2R /K-, WLEEHE AL 16 Y7 B 1L IEN-y . IL-6 . sIL-2R
IOFAE AR JE T 5% BB B0, R4 1 ROC i £E , P74 TFN-y \TL-6 . sTL-2R X5 B 5 B g T A0 (. 458
ML ZH 1L 37 sTL-2R TL-6 . TFN-y /K- B & 3 T3 R4, 25 558 Git24 5 L (P<0.05) s 3697 1 H 5 gt
S8 IFN-y \IL-6 . sIL-2R /K V- S HIBSFRIFEAR , 22 57 A et 2 L (P<0.05) o R B 5% B3 1L sIL-2R
IL-6 IFN-y KPR TR AR 1, 22 R A 4027 2 L (P<0.05) o IFN-y.IL-6 . sIL-2R Fl A 565 A il
T 1 %% B A AUC {E %3 51 0.845.,0.791,0.745 ,0.918, £518 13 Ui 25 4% 835 1L 3 TFN-y | IL-6
SIL-2R 7K VB T 5 , 5 85 A% 3 8 56, PR B 4% 91 )5 TFN-y \IL-6 . sIL-2R 7K F-BH 5 [ , 9% B PH 1 il 45
1 BB B B A K TFN-y \IL-6 . sTL-2R /K SE-A5 Bl 1 X698 B 75 B 1 10 30045 A

[REI] Mighe; TRy AGRNER-0; iEEANR-2 %k

Study on the significance of serum levels of IFN-y,.IL-6 and sIL-2R in patients

with primary pulmonary tuberculosis

ZHANG Xinge'*, LIU Xin* , ZHAO Danhui’

(1. Nanyang tuberculosis control center, Nanyang, Henan, China, 473000; 2. Department of tuberculosis,
Henan Chest Hospital, Zhengzhou, Henan, China, 450000; 3. Department of Pathology, Xi’an Xijing Hospi-
tal, Xi’an, Shanxi, China, 710000)

[ABSTRACT] Objective To investigate the serum levels of interferon-y(IFN-v) , interleukin-6 (IL-6)
and soluble interleukin-2 receptor (sIL-2R) in primary pulmonary tuberculosis patients with positive sputum
bacteria. Methods 142 patients (observation group) were selected for the initial treatment of pulmonary tu-
berculosis in our hospital from February 2017 to October 2018, and 120 healthy volunteers were selected as
the control group. The observation group was treated with 2HREZ / 10HR scheme. The levels of serum IFN-
v, IL-6 and sIL-2R in treatment before and 2 months after treatment were measured to observe the changes of
serum IFN-vy, IL-6, sIL-2R and the sputum bacteria turning negative before and after intensive treatment The
ROC curve was drawn to evaluate the predictive value of IFN-y, IL-6 and sIL-2R for the sputum bacteria turn-
ing negative. Result The serum levels of sIL 2R, IL-6 and IFN-v in the observation group were significantly
higher than those in the control group, and the differences had statistical significance (P<0.05). The levels of

IFN-v, IL-6 and SIL-2R after two months of treatment in the observation group were significantly lower than

Ve A5 1. AT SR e T4 m R, 7, da 473000
2. 7T B A B R4 AL, W d, 50 450000
3. &G R B yR B AL, B9, 8% 710000
*BAZHE A SRAE 45, E-mail : zhansyuty@163.com
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those in treatment before (P<0.05). The serum levels of sIL 2R, IL-6 and IFN-v in patients with the negative

turning of sputum bacteria were lower than those in patients with no negative turning of sputum bacteria, and
the differences had statistical significance (P<0.05). The AUC values of IFN-vy, IL-6 and SIL-2R with alone
and combined detection to predictg the negative turning of sputum bacteria were 0.845.0.791.,0.745 and 0.918

respectively. Conclusion Serum levels of IFN-y, IL-6 and sIL-2R in the serum of the patients with primary

pulmonary tuberculosis were significantly increased, which was related to the activity of tuberculosis. The lev-

els of IFN-y, IL-6 and sIL-2R were significantly decreased after the sputum bacteria turned negative. The com-

bined detection of IFN-y, IL-6 and SIL-2R in the patients with sputum bacteria positive pulmonary tuberculosis

was helpful to evaluate the sputum bacteria turned negative.

[KEY WORDS] Pulmonary tuberculosis; Interferon-y; Interleukin-6; Soluble interleukin-2 receptor

SERZHG e — RS AL Qe , 32 th 45
TN VRS VMDY IERY 73 SN e i S ]
ik PR RZ R | T A A AR R G IR ) IR
NI TR IR T B A s R M 5 A R B A AR
SRR Z — o JRATSE" IES A% B0 K AR R e S 1L
R RE VAL, THE v(Interferon-y,
IFN-vy) | [ 40 ff /> & -6 (Interleukin-6, IL-6 ) 1 7] 3%
P H 4 % -2 3% & (soluble interleukin-2 receptor,
SIL-2R ) /& 3 ol 0k 240 i A 5C 4 1 DR, 4 4% PRy
G HRAE SN I, 33 = PR AR A N Y K TR
S RFE LI s iR E i E
R o ASBFFOREHR DT LT TEN-y \IL-6 . SIL-2R
TE R 45 8% 8 38 LT HH /KPR A B X % T B
WA, B

1 BEREFHE

1.1 — R

PEHL 2017 4F 2 A & 2018 4F 10 H fE A B it
() 5% TR BH I B 400 3 7R il 25 A% AR 3 142 9] (I 5%
4 ), [ B 3 it B 7 A 120 811 A X BEZH 9 A
Pl : O 2 W S a3 TUAT 6 A8 B 2 2 i 1 Kt 25
A2 Wi M 746 88 ) TP AR I ELB VR B 4y SCFF iR
0 BH 1 s Q4RI > 18 % BB H K K& H i TR
o HEBRARUE : DG I Wtk b | 45 45 21 2L
i HUIR IR D R | Se R I DI REAN 4
BE DR G  5 IM0L 5 JE il PR s @ I 45 4 41 21
I DRI AR GRS 1A T P A A R
QOWEAE R IZ Wi il 25 4% s IR P 45 i 25 . W4
FUX R — M 98B} e 22 B G123 (P>
0.05), WK1,
1.2 JRIT L

W2 4 B85 A\ 4 5 >k F 2HREZ/10HR 1bJ7 77
25, MR R Tk e (B0 B A 24k A BR 5 4F 24 |, 4t

®1 WA-BABLILE (vxs)
Table 1 comparison of general information between the two

groups (x+s)

21 n Wi R ()
WL 142 82/60 54.46+9.61
popicE 120 70/50 55.20+10.15

1y 1H 0.009 0.605

P 0.924 0.546

5:160801,05 g/ )1 g, Ok, B H 1R, Sl
(7 FH 208 1 25 47 FR 24 W], 45 £ 1602051, 0.1 g/
F)0.3g, FUIR, B H 1R Fl4E - (P BH 2T i 2
AR E LS 1604071 ,0.15 g/ki) 0.45 g, R,
H 1. ST I U RAE 250 A FRA F L it
5:160402,0.25 ¢/F) 0.75 g, DR, B H 1K, 5
TIGI7 2 A S, 7 5T 10 4 H R BUAR YT, S0
03 g, ik, B H 1R, AT 045 g, O IR, B H 1
W FRAE IR YT 1) 25 A D00 aft 5 R B T RE A%
1.3 kil ik

BERIT R SARTT WA A S 53 0 R 4 25 18
Jik I 5 mL E& TR A R A A A L B0 4 B ML
TH o SR BT AR I o0 FF IR G 92 IR B T2 A 00 1 ¥ v
A it 4T TL-6 . IFN-vy . sIL-2R A8 235 7K -, #2 IR
) B B R W A TR AR AR S0
AR R RIS Ry 2 A B AR A (PEER G AR
/3], RS Multiskan GO) . 38)7 I FIIAYY I H
S 53 R DN — U, AR A 43 Sl T = B 3
(B AR ARAS I 152 2%
1.4 Gile#ab s

K FH SPSS 19.0 # A4 i#E 47 54 43 b , 11 Bk
K (% £5) FoR , 4] LR AH A0 ST AR A ¢ K
THECTR AT 2 K50, 22l ROC 14k, 43
IFN-y . IL-6  sIL-2R X% [ % B A Tl (6 . 4
IKE 0=0.05,
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2 HR

2.1 W43 sIL-2R \IL-6 . IFN-y /K b 45
WLELAH I sIL-2R \IL-6 . IFN-y 7K -0 & i F
XTHRA , 22 A Gt L (P<0.05) , W3R 2,
F2 WHAME sIL-2R JL-6, IFN-y K ELLE (3 +5)
Table 2 Comparison of serum sIL-2R il-6 IFN-level

between the two groups (x+s)

@l n o sIL-2R(pmol/L) IL-6(ng/L) IFN-y(ng/L)
WELL] 142 181.12+42.23  55.13+21.03 41.12+12.11
YFHRZ] 120 72.26+20.03  26.41+8.46  13.32+4.03
tH 25.880 14.028 24.041
P1H 0.000 0.000 0.000

2.4 WEYIARIT TG ML sIL-2R . IL-6 . IFN-y /K
P
WL 38 AR T P H S I sIL-2R \IL-6 |

IFN-y 85697 BT W] 2 FEAR, 22 A7 L2 8 L (P<
0.05), W& 3.

*®3 WEHERITRIEME sIL-2R IL-6,IFN-y 7k F L5

(xxs)
Table 3 Comparison of serum sIL-2R il-6 IFN- before and

after treatment in the observation group (x+s)

- sIL-2R IL-6 IFN-y
/ (pmol/L) (ng/L) (ng/L)

ITHET 142 181.12+42.23 55.13+21.03 41.12+12.11

RIF A HJE 142 96.08+29.64  24.22+19.65 16.64+13.03
1l 14.098 15.345 19.030
P{a 0.000 0.000 0.000

2.3 SRALIAYT 5 P TR B A8 RN R R L PR iR
F M3 SIL-2R \IL-6 . IEN-y 7K 4%

SRALVAYT A H S 142 46 5 b 116 115
FEBR BRI IR T IS 98 TR R BH M B 3 I3 STL-2R
IL-6 . IFN-y 7K-F- B I 5 TR WG B 3, 2 R A 50
P L (P<0.05), WK 4.

F4 BRUAT RREMEEMREE Y EE M IL-2R,
IL-6.IFN-y 7K FLb 3 (x+s)
Table 4 Comparison of serum sIL-2R il-6 IFN- levels in
patients with positive and negative sputum after treatment

(x+s)

W n sIL-2R(pmol/L) IL-6(ng/L) IFN-y(ng/L)
EHHME 26 157.42+36.10  46.87+16.50 27.32+13.41
RG] 116 82.36£31.48  19.06+17.80  14.20+10.60

A 5.256 4.665 5.849

P{E 0.000 0.000 0.000

2.5 IFN-y.IL-6.sIL-2R %35 B % B 0 3500 4 1
ROC & o, i ALIBI T M-~ H )5 | i IL-6
o % TR A B %) R B A i, sIL-2R (IL-6 , IFN-y
YA G 000 T 00 8 B B AUC B L 29 85548 4 48
SERmE. WE1. %5,
3 iTig
SERIA A2 R 5 S BT R 5 | R R S M g
PRSI , IEE R TR E 7 o AL Y MBI
PRAEDR AR 5T I 0t R e g 124 5 e i R e
SR BERAT TR HLAAR 458 35 AN 590 I T 0% )

&5 ROC Lo
Table 5 ROC curve analysis

FehR Il S YIBAEEL HURE (%) FrE (%) AUC 95%CI
IFN-y(ng/L) 19.155 0.536 0.769 0.767 0.845 0.751~0.939
IL-6(ng/L) 33.425 0.463 0.885 0.578 0.791 0.707~0.875
SIL-2R (pmol/L) 95.810 0.381 0.769 0.612 0.745 0.652~0.838
15 Az i) - 0.610 0.731 0.879 0.918 0.866~0.970

AT, 305 BB G D RER IR TY B SEAE AT K
AT R, 45 A% H 10T B TRN-y 7K
2 e T BN, T EL S T B 2SR )
FHR 2R , T L TEN-y S22 122 0 87 1 P S R0 £ 24 i
o B7=4ET Thl 400, AT RIS R P4
JHEL DA T A 255410 o D o o BIL A 4 SR ik ] LA
T F Wk 24 X D T )9 KA P DAL TRN-y A
il 45 4% 0 e A R A rp B SR B IR AR

AR YT 285 2 Sk 75 il 45 4% 93 B8 35 1003 H TEN-y K
S v TR RS B A 1R R TFN-y KPR R,
I 158 B TEN-y 7K 1 i3 {1 RE A6 1A B 45 2% 1) 7™ B
REEEANAI YRR . S E I3 TEN-y 7K
PRI IL-6 2 S Y SRS BT, th Z2 Rl
AR A BT RUREE R N B S e AR (i T
AR B 4R ) B A AN AL, PRI ST S P A
L EEMIER™ ., SIL-2R J&—Fh 22 Ik 5T, A4 A
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AU AR [T]. IR 24, 2017, 57(25) :578-579.
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1-fes IL-2 SIL-2R /K P W52 (1), I R LRk, 2001, 19(4) ;
B 1 IFN-y.IL-6,sIL-2R B K Bk & 46 i X 88 11 4% BA 73l 1112-1114.
M ERI ROC B2 (5] AP aE N0y o sz Wi Ra T fem (1],
Figure 1 ROC curve of IFN-vy, IL-6 and SIL-2R with alone LEEEAINT 28R, 2001, 24(2) :70-74.
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sputum bacteria I A S R A R R R B T B A (7], T
KA, 2016, 37(2) :456-458.
A LA TL-2R ) o RS I Tt 7 PR PR PO S RPIERRGR M A AT
e 2 A 7 1 2 950 9 , % 2 S LSRG PRI RS 200, 0
PRI A MABARIR o TL-2 2R EBAOAMEN  (g) g emhe 5 AT 4 7 T R 5 %
T, Z 5N Z R e i, it B 41 NK 40 £ 311 32 BB BE O AR SEHEBRZE (], MG RIS %, 2016, 27
LR A3 Ak 38 5 1T sIL-2R i a1 5 mIL-2R 32 Fr 45 & (9):234-236.
IL-2, JEE IL-2 @{*ﬁ 6] %ﬁ@ﬁé{fiﬁz . LA %,IMMS [9]  Martinez-Morales MC, Deswarte C, Castafieda-Casimiro J,
ST ot B " ) N et al. Disseminated infection by M. tuberculosis complex in
Ij:‘l sIL-2R 7J/(:Iz‘i§[mﬁd“, lﬁ%mﬁiﬁ?’fﬂﬂiﬂﬁﬁéﬁﬂi’%k patient with IFN -+ receptor 1 complete deficiency [J]. Rev
FEVER AR HLAR S s RBE S o AR ISR 45 Alerg Mex, 2017, 64(4) ; 499-504,
SR I 7R A5 A% 9 JEOE IS P sTL-2R \TL-6 7K F-HH i [10] Chung YT, Pasquinelli V, Jurado JO, et al. Elevated cyclic
I_%J_ ?@%%%% , MAEIRIT 5 B I35 #Y sIL-2R | AMP Inhibits Mycobacterium tuberculosis - stimulated T cell
IL-6 7K TR, 158 sIL-2R 1 1L-6 7K - 1284k a] L, IFN-v Secretion through type I Protein Kinase A[J]. J Infect
R Wt s A AT Dis, 2018,8(7):234-235.
N 3 2 N . [11] skt skewdil , 2207 X0, 55 . B2 83 v R T s T 40
M 2 P W RSB A S AR DA L REASE I Gk W 5 SR B (B (14T 3 (sTim-3) A1 IL-4 2k F-FF 7 i1
e , i P8 1T BH P 2 S8 T B B 1 B Ty O TEN -y AP FE A (1], 4000 540 T4 8 % 7 5 L 2016, 32
Bz —, X F 98 B BHAE ) s R L P 2 (7):968-971.
CERATF I E R 2 — . TEXTAS ORI 40T B [12] R, S GU . 18 B I 0 2 A T 001 45 D 4
ST T B I 5 R S PN 1 4 R T B 5 1) A AN I o IL-6 . TNF-o F1 IEN-ry 7K 254k e il TR 2
N o . § ST EFRIEN 2, 2017, 37(16) :1211.
%Lﬁ\ﬁﬁﬁ AREH, JIIlY% IEN-y, L. SHT_2R X (18] &k, MRS . RIRIZ5 SRS SR IL-6 5 TL-35 Fl IL-37
PRTATE 1) BAT — S 1) U A (6L, S B ) TL-6 . TNF-a AT B 50 255 P9 3. o 4 B B e o
B R B, BAMROASE I TRN-y 9 2 8 48 500 T . 2017,7(22):26-29.
IL-6.sIL-2R, 1 = F BEA K0 U0 2 B A6 B A (14 M2ess. s BIvERSS B R0 3 v (1 404 3 -6 11 40 M
AUC i BR800 5 53 0 B0, A A T £ IR0 AN K 23 B PURT93 575 Bk
7 PR T PRV 10 36 TR0 il S A% | 7R 94T 1 AR T BOCLT). P EEG 51T 2k, 2016, 16(3) :987-989.
o ) A g L15) IR VR T ORI A I L2 S
IFN-y . IL-6 . sIL-2R 7K P-4 7 W I, A3 Bl F X B 45 2R IL-13 J% PDGF il 5 9 3% S [J]. FCS S8 2 A i
FEIRTT WORICAR S8 B e DS D B2 7 P4 2000, 22(5) : 453-455.
25 bR, 5 A% B 7 sIL-2R IL-6 JEN-y  [16] BE/528, A . ATkt I-2R Kol Hose M7 48 1% 10
KT T, B8 12 ST 9 S 0 B 9 1 IR IR XY I, 1096,6(1):185-187
[17] Tang SJ, Cui HY, Lan Y, et al. Increased Cytokines Re-

A, %t SIL-2R \IL-6 . IFN-~y 7K 34746 0 A B 7%
8 T BH A %) i 235 4% 90 1 B0 97 RO R VR4 I
AE NS AT R TIN5 TR 7 BRI 10

sponse in Patients with Tuberculosis Complicated with Chron-
ic Obstructive Pulmonary Disease [J]. PLoS One, 2013, 8
(4) :e62385.



NTEWi ST 20204E6 A %5124 561 T Mol Diagn Ther, June 2020, Vol. 12 No. 6

+ 781 -

Fibroscan SV S NF - A br S AL b
1495 £ B 1 i il g4 55 B

KA R RARER HAEMES

[ ZE] B8 5% Fibroscan HMHE (FS) 5 HTLF4iAb bR s By e T RE AL H v 1) 56 28 K U o ¢y
B, Ak BEHUKEE 2016 4F 8 A % 2019 4F 7 F FIEfL B34 128 BI7EMEFSE 4 ARV IF DI RE /3904 h
A G B Y C Y, 5 e BURIMa B A AS: & 120 BIFE AN BELL . HbAs 4 40 FS LR ZE Ak br iy [ s 7 W s R
(HA) MR JE (PCT) LIV BB (CIV ) IKSF-, 437 R 48 bR 5 AL -9 5C & , IE40 FS 5 1M HA \PC
. CIVAHIGYE, Fifivs 3 A~ ARIEAEAPIROL S WA Ar 8 FET-3 , LLBCWI 4 FS s HA (PCTL.CIV , 2347 I
G HR X AR R AT B TR 8 , 3F-2% FH Kaplan-Meier f1Z8 #1747 40 0T, 458 C4¢FS. M4 HA .
PCII .CIV>B Z>A > {d FEXT HE41 (P<0.05) s FS UL HA (PCII \CIV 5 A4k 43 0] HA 8 3 A &k (P<
0.05) ;FS 51fiL7% HA .PCIIl .CIV £ TEAHS4 (P<0.05) s FS 5 1liL7% HA PC I . CIV 14 F0 0 H-Aifi Ak 535 AE T 110
AUC {Hi>HA>FS>CIV>PCIN , B A 46 ik AUC {84 0.881 ; Kaplan-Meier [li 84347, FS | 1fiL ¥ HA \PCII .CIV
FfEE AR TIRNGEH (P<0.05), 4518 FS.MIELF4iibin 9 (HA (PCIl .CIV) ST & R
FEUIAHIC TGRSR v it s TS SN AL, Aot Wl I PO Ak 4 AR

[X4#i7] Fibroscan SUPE(E ; HEF4ifl ; HaEfL ; B ERR ; I AR E; IV AR5

Relationship between Fibroscan elasticity value and liver fibrosis markers in

patients with liver cirrhosis and prognostic value
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[ABSTRACT] Objective To explore the relationship between Fibroscan elasticity value (FS) and
liver fibrosis markers in patients with liver cirrhosis and the prognostic value. Methods 128 patients with
liver cirrhosis from August 2016 to July 2019 in our hospital were selected as the research objects, according
to the liver function reserve (CTP) score, they were divided into grade A, grade B, grade C, and another 120
healthy people were selected as the control group during the same period. Comparing the levels of FS and liver
fibrosis markers [ serum hyaluronic acid (HA) , typelll collagen (PCII ), type IV collagen (CIV) ] in four
groups, and analyzing the relationship between the above indicators and the stage of liver cirrhosis, and
assessing the correlation between FS and serum HA, PCII , CIV. Followed up for 3 months, and divided
them into survivors and deceased according to their survival status, and compared the FS, serum HA, PCII ,

CIV of the two. The predictive value of the above indicators for death of patients with liver cirrhosis was
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analyzed, and Kaplan-Meier curve was used for survival analysis. Results FS, serum HA, PCIIl, CIV of
Grade C>Grade B>Grade A>healthy control group (P<0.05); FS, serum HA, PCII, CIV had a significant
correlation with the stage of liver cirrhosis (P<0.05) ; FS was positively correlated with serum HA, PCII, CIV
(P<0.05) ; FS combined with serum HA, PCIl , CIV predict the AUC value of death in patients with liver
cirrhosis> HA>FS>CIV>PC [ll. AUC value was 0.881 when combined detection; Kaplan-Meier curve analysis
showed that the survival rate of FS, serum HA, PCIIl, CIV high-risk patients was lower than that of low-risk
patients (P<0.05). Conclusion FS and serum liver fibrosis markers (HA, PCIIl, CIV) are closely related to

the occurrence and development of liver cirrhosis. Joint detection can improve the prognostic value and provide

a basis for disease monitoring and efficacy evaluation.

[KEY WORDS] Fibroscan elasticity value; Liver fibrosis; Liver cirrhosis; Hyaluronic acid; Type IlI

collagen; Type IV collagen
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Table 1 Comparison of four groups of FS and liver fibrosis marker levels (x+s)

45 n FS(kPa) HA (ng/mL) PCII (pg/L) CIV(pg/L)
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F{H 264.443 834.359 401.151 157.400
P <0.001 <0.001 <0.001 <0.001
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Table 2 Relationship between FS, liver fibrosis markers and stage of liver cirrhosis

A B1E S.E 14 Wald/y* (& OR i 95%CI PiE
FS 1.712 0.603 8.059 5.539 3.781~8.114 <0.001
HA 1.935 0.549 12.418 6.922 3.903~12.275 <0.001
PCIlI 1.546 0.456 11.498 4.694 2.430~9.067 <0.001
clv 1.244. 0.417 8.897 3.469 1.926~6.248 <0.001
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Figure 1 Correlation between FS and liver fibrosis markers
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Table 3 Comparison of FS and liver fibrosis markers between survivors and dead (x+s)

FH ST # . FET 3 FS. ME HA .PCII .CIV &

21 5] n FS(kPa) HA (ng/mL) PCII (pg/L) CIV (pg/L)
JETTH 16 34.17+8.26 429.16291.17 352.08+80.04 35.04+10.16
A 112 24.83+6.52 307.93+75.31 233.50+66.49 21.39+6.23

1y 5.177 5.863 6.501 7.491

Pii <0.001 <0.001 <0.001 <0.001
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Figure 2 The predictive value of FS and serum liver fibrosis

markers in the death of patients with liver cirrhosis
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Table 4 Predictive value of FS and serum liver fibrosis markers in death of patients with liver cirrhosis
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Figure 3  Survival curve
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Predictive value of MRI in percutaneous puncture radiofrequency ablation of

liver cancer with liver cirrhosis and its recurrence

MENG Zhaowei, WANG Hongtao, GUAN Weiwei
(Department of radiology , xin-li cheng’an iron and steel general hospital, Anyang, Henan, China, 455004 )

[ABSTRACT] Objective To investigate the predictive value of magnetic resonance technique (MRI)
in the percutaneous puncture radiofrequency ablation of liver cancer with cirrhosis and its recurrence. Meth-
ods A total of 162 patients with liver cirrhosis and liver cirrhosis who underwent percutaneous radiofrequen-
cy ablation in our hospital from September 2017 to October 2019 were selected and divided into the effective
group (n=127) and the ineffective group (n=35) according to different effects. By comparing the MRI parame-
ters [ apparent diffusion coefficient (ADC), true diffusion coefficient (D) value, perfusion fraction (f), kur-
tosis, entropy value, unevenness ] of the two groups and the relapsed and the non-relapsed patients , the receiv-
er operating characteristic (ROC) curve and the area under the ROC (AUC) were used to analyze the MRI pa-
rameters to predict the efficacy and recurrence value. Results The ADC and D values of the effective group
were higher than those of the invalid group, and the entropy value was lower than the invalid group (P<0.05) ;
the AUC of ADC+D value+entropy value to predict the therapeutic effect was 0.895 higher than 0.789 of
ADC, 0.816 of D value, and 0.803 of entropy value (P<0.05) ; the ADC and D values of relapsed patients
were lower than those of non-relapsed patients, and the entropy values were higher than those of non-relapsed
patients (P<0.05) ; the predicted AUC of ADC+D value+entropy value was 0.842, which was higher than
0.765 of ADC, 0.795 of D value, and 0.705 of entropy value (P<0.05). Conclusion The ADC and D values

K AR B T H A AHEOT £ .47 B (201704025X)
Ve 45 3 ARG B B R AR, 7T, % 1R 455004
*BAEVEE  FIkAR, E-mail : mzw3959@163.com



NTEWi ST 20204E6 A %5124 561 T Mol Diagn Ther, June 2020, Vol. 12 No. 6 - 787 -

are higher in patients with hepatocellular carcinoma complicated with liver cirrhosis and percutaneous radiofre-
quency ablation and those who have not relapsed after surgery are higher, and the entropy values are lower,
the use of MRI to detect ADC, D value, and entropy value can predict the curative effect and postoperative re-

currence and provide important reference information for the clinic.

[KEY WORDS] MRI; Liver cancer; Liver cirrhosis ; Percutaneous radiofrequency ablation; Apparent

diffusion coefficient; Recurrence; ROC
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Value of IMF combined with serum Lp-PLA2 in diagnosis of atherosclerotic

cerebral infarction and prediction of plaque stability

HE Danging'*, QIU Wengian', NIU Juhui®

(Department of ultrasound, the first affiliated hospital of anhui medical university, Hefei, Anhui, China,
230000; Department of anesthesiology, the first people’s hospital of wuhu city, Wuhu, Anhui, China,
241000)

[ABSTRACT] Objective To explore the value of carotid intima-media thickness (IMT) combined
with serum lipoprotein - associated phospholipase A2 (Lp-PLA2) in the diagnosis of atherosclerotic cerebral
infarction and the prediction of plaque stability. Methods A total of 117 patients with atherosclerotic cerebral
infarction from January 2017 to October 2019 in our hospital were selected as the research group, and 112
healthy patients during the same period were selected as the control group. Carotid artery ultrasound examination
and serum Lp-PLA2 detection were performed to compare the carotid intima-media thickness (IMT) and serum
Lp-PLA2 levels of the two groups. The receiver operating characteristic (ROC) curve was used to explore the
value of IMT and serum Lp-PLA2 in the diagnosis of atherosclerotic cerebral infarction, the levels of IMT and

serum Lp-PLAZ2 in patients with different stable plaques were compared, and the relationship between them and
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their correlation with plaque stability were explored. Results The IMT and serum Lp-PLA2 in the research
group were higher than those in the control group, the difference was statistically significant (P<0.05). The area
under the curve (AUC) of the combined diagnosis of IMT and serum Lp - PLA2 for the diagnosis of
atherosclerotic cerebral infarction was 0.889, which was larger than the two diagnosed alone, the optimal
sensitivity of the combined diagnosis was 76.07% , and the specificity was 90.18% ; IMT and serum Lp-PLA2
levels in patients with unstable plaque > patients with stable plaque > patients without plaque, the difference was
statistically significant (P<0.05). The plaque stability of patients with atherosclerotic cerebral infarction was
significantly correlated with IMT and serum Lp-PLA2 levels(P<0.05). Conclusion IMT and serum Lp-PLA2
expression are helpful for the diagnosis of atherosclerotic cerebral infarction, and are predictive factors for the

occurrence of unstable carotid atherosclerotic plaques, which can provide an important reference for the clinical

diagnosis of patients with atherosclerotic cerebral infarction and the development of treatment plans.

[KEY WORDS] Atherosclerotic cerebral infarction; Carotid ultrasound; Carotid intima - media

thickness; Lipoprotein-associated phospholipase A2; Diagnosis; Plaque stability
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(x +5) 3, AR A ¢ K55, Z 41 18] He R H A
2 M, il i Logistic 43 1 IMT ., Ifil. ¥ Lp-
PLA2 5 BEHRRE R C &R, R 3208 TAE (Re-
ceiver operating characteristic , ROC) [lf| & 43 #7112 Wt
WA, P<0.05 W2 F A G FE .

2 #R

2.1 PHYLIMT . i Lp-PLA2 4%
W55 41 IMT | I 7 Lp-PLA2 7K - 34 4 %t #E 41
w5, 2R A G L (P<0.05), L3R 2,
Fz2 WHIMT. M Lp-PLA2 L& (x+s)
Table 2 Comparison of IMT and serum Lp-PLA2 between

the two groups (x+s)

20 n IMT (mm ) Lp-PLA2(ug/L)
Wt 117 1.17+0.24 56.71+6.13
bopiEl 112 0.64+0.15 40.02+5.28

il 19.938 22.033

P{H <0.001 <0.001

2.2 IMT. I Lp-PLA2 s Wi

2zl IMT | L3 Lp-PLA2 F 02 B 2y Jlk 585 1
Tl Akl A AL 1 ROC 4k, & Bl Lp-PLA2 i2 K
M i 26T T 2 ( Area under the curve , AUC) K 0.792
(95%CI N 0.733~0.842) , K F IMT i AUC 0.752
(95% CI 4 0.691~0.806) , 4 Il 7 Lp-PLA2>49.98
pe/L B, Foi2 W R R 56.41% , KR 5 R
86.61% ; IMT . Ifil 7 Lp-PLA2 B¢ & 12 Wi i) AUC Ny
0.889(95%CI H 0.841~0.927) , =2 A G124 5 L
(P<0.001) , SAFIZ Wi UR Bl 76.07% , F¢ 5 B H
90.18%, W& 1,
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Figure 1 ROC curve of single and combined diagnosis of
IMT and serum Lp-PLA2
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B
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Table 3 Comparison of IMT and serum Lp-PLA2 levels in

patients with different stable plaques (x +s)

25 n  IMT(mm) Lp-PLA2(pg/L)
TBREHR 15 0.83%0.14 44.39+4.15
FOEB RS 40 1.02+0.18 51.17+6.69
ARERHREE 62 1.35x0.34 63.26+8.11
F1{8 30.809 58.574
Pia <0.001 <0.001

2.4 IMT. [fli% Lp-PLA2 5 REEfa @ ) 56 &

2t Logistic [71 9 43 # , IMT | IfiL 7% Lp-PLA2 7K
- 5 RS E R B E A OC, 22 R AR R L (P<
0.05), W4,

F£4 IMT.Ii% Lp-PLA2 SBIRFEE MR X &
Table 4 Relationship between IMT, serum Lp-PLA2 and
plaque stability

. Wald/
R BIH S.EfH x”a{ﬁ

IMT  1.714 0412 17.305 5.550 2.786~11.058 <0.001
Lp-PLA2 1.665 0.509 10.705 5.288 3.015~9.274 <0.001
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Changes of serum MMP -9, AQP4 and PC levels in children with central

nervous system infection and their diagnostic value for ICNS

ZHAO Fangli, YANG Yuanjie, CHEN Xianghong, GUO Ying, QIAO Lina*

(Key Laboratory of Ministry of Education, Department of Pediatric Intensive Medicine, Birth Defects and Relat-
ed Maternal and Child Diseases, West China Second Hospital of Sichuan University, Chengdu, Sichuan, Chi-
na, 610041)

[ABSTRACT] Objective To analyze the serum matrix metalloproteinase-9 (MMP-9) , aquaporin 4
(AQP4), protein C (PC) levels in children with central nervous system infection (ICNS) and their diagnostic
value for ICNS. Methods 114 patients with ICNS from September 2017 to September 2019 in our hospital
were selected as the observation group, and 114 children with healthy physical examination during the same pe-
riod were selected as the control group. Serum levels of MMP-9, AQP4, and PC in two groups and children
with different infection types were compared, and the differential diagnosis value of the above indicators for
disease occurrence and infection type was evaluated. According to the Glasgow prognostic score (GOS), chil-
dren with good prognosis and poor prognosis were compared, serum levels of children with different prognosis
were compared, and the relationship between the above indexes and prognosis was analyzed. Results Serum
MMP-9 and AQP4 levels in the observation group were higher than those in the control group, and PC levels
were lower than those in the control group, The difference is statistically significant (P<0.05). Serum MMP-9

and AQP4 levels in children with bacterial infections were higher than those in viral infections, and PC levels
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were lower than those in viral infections, The difference is statistically significant (P<0.05). Serum MMP-9,
AQP4, PC combined diagnosis area under the ICNS curve (AUC) is MMP-9>AQP4>PC. Serum MMP-9,
AQP4, PC combined differential diagnosis of bacterial infection and viral infection AUC is MMP-9>AQP4>
PC. Children with poor prognosis had higher serum MMP-9 and AQP4 levels than those with good prognosis,

and PC levels were lower than those with good prognosis. The difference was statistically significant (P<0.05).

Serum MMP-9, AQP4, PC were significantly correlated with prognosis, the difference was statistically signifi-

cant (P<0.05). Conclusion Abnormal expression of serum MMP-9, AQP4, and PC is an independent risk

factor for poor prognosis in children with ICNS, and it has certain value for the differentiation and diagnosis of

ICNS and its infection type.

[KEY WORDS] Infections of central nervous system; Matrix metalloproteinase-9; Aquaporin 4 ; Pro-

tein C
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Table 1 Comparison of general data between two groups

(xxs)
o 5] S (N
2H 51| n

(Bri) (%) (kg)
WL 114 49/65 6.86+2.03  28.79+6.33
XHHRZ 114 52/62 7.02+1.97  29.35+6.58

) 0.160 1.062 1.081

P1H 0.689 0.750 0.681
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AR EIL 21 6, W5 RaF8IL 93 4, thiR
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1.4 GEitsork

K1 SPSS 22.0 At M Ab BRA S, T R
K (xxs) R, A E R K256, THECER T n
(%) 27, 18] FAECR T ¢ K5, >R FH Logistic i
11 Z2 R WA 23 B, R 323 AR AR AE il 46
(receiver operating characteristic , ROC) 43 #7112 Wi
{i, P<0.05 FR 25 A G5 Lo

2 HR

2.1 P4 I7E MMP-9 , AQP4 . PC /K- HL #%

WLZE2H 1L 7 MMP-9 . AQP4 7K - 12 T- X fR 4
PC /KA T XA, 22 5 A Geit24 & L (P<0.05),
W2,

&2 WAME MMP-9,AQP4.PCKFLLE (x+s)
Table 2 Comparison of serum MMP-9, AQP4 and PC levels

between the two groups (x+s)

A n MMP-9(pg/L) AQP4(pg/L) PC(mg/L)
MELLH 114 465.76£150.29  32.64+7.36  3.73+0.91

XFPEZH 114 132.26+41.98 8.01+2.62 4.81+1.06
t{H 22.819 33.661 8.254
P <0.001 <0.001 <0.001

2.2 4 YL 5 e B B e L I Y MMP-9,
AQP4 .PC /K- L #5¢

0 B H LM T MMP-9 | AQP4 /K- 5 Tk
BB L, PCAK PR TR R B B L, 25
it X (P<0.05), L 3,

®3 AEBREESHFE[BFEBILMFMMP-9,AQP4.PC
KFLLE (x+5)
Table 3 Comparison of serum MMP-9, AQP4 and PC levels
in children with bacterial infection and viral infection

(x%s)

215 n MMP-9(pg/L) AQP4(pg/L) PC(mg/L)
R )L 42 626.31+204.55 52.17+16.48 3.05+0.64
SRTEIRYL AL 72 372.10£113.29 21.25+7.03  4.12+0.73

tH 8.519 13.927 7.891

PiE <0.001 <0.001 <0.001
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{E ROC i1 £k , MMP-9 12k T i X (areaundercurve ,
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0.857, 4 EL W E>18.94 pg/L I}, BUEE K 66.67% |
¥ 5 N 86.84% ; PC AUC N 0.763, 95% CI J
0.702~0.816 , >4 7 Wr {f <4.03 mg/L B}, R Ky
64.04% 45 550 R 78.07% ; 1L MMP-9 . AQP4 . PC
B4 AUC 4 0.869, 95%CI M 0.818~0.910, g%
4 78.95% MR 84.21%, ULE 1,
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nEE
Figure 1 The value of serum MMP-9, AQP4, PC for single
and combined diagnosis of ICNS
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AQP4 AUC 4 0.780, 95%CI 1 0.693~0.853 , >4 #k it
{H >42.52 pg/L B, USRS 56.20% | Ff 5 Pk 0
93.06% ; PC AUC 4 0.749, 95% CI JJ 0.659~0.825,
MR BT{E<3.50 mg/L i}, FUEE R 66.67% 4 S+
H 76.39% ., IfiL i MMP-9 , AQP4 . PC B4 AUC Ny
0.831, 95%CI 1 0.750~0.895 , LB Ny 59.52% 5
SR 98.61% ., W2,
2.5 A[E S A LI MMP-9 . AQP4  PC
K8

G A B 8L MMP-9 . AQP4 /K - Tl
& RAFEJL, PCAR AL F G REFE L, Z5A
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Figure 2 Single and combined diagnostic value of serum
MMP-9, AQP4 and PC for ICNS infection

x4 AEFEEEBILLE MMP-9,AQP4,PC 7K F Eb i
(x#s)
Table 3 Comparison of serum MMP-9, AQP4 and PC levels

in children with different prognosis (x+s)

MMP-9 AQP4 PC
(pg/L) (pg/l) (mg/L)
UG AREIL 21 581.49+187.55 49.73x15.11 3.11x0.69
5 RIF#E L 93 439.63+123.46 28.78+9.34 3.87+0.72
t1H 4.282 8.178 4.401
P <0.001 <0.001 <0.001

451 n

5 IMi&FMMP-9,AQP4.PC 5FIERIX F
Table 5 Relationship between serum MMP-9, AQP4,
PC and prognosis

Wald/
el
MMP-9 1.671 0.614 7407 5.318 2.789~10.140<0.001
AQP4  1.872  0.505 13.743 6.502 3.512~12.038 <0.001

PC -0432 0.138 9.806 0.649 0.457~0.922 <0.001
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Correlation analysis of serum 25 - hydroxyvitamin D level and distribution of
inflammatory factors, autoimmune antibodies and T lymphocyte subsets in

pregnant women with recurrent miscarriage

HAO Yuelan'*, LIU Hui*, LV Mingyun', TENG Huaixiang'

(1. Department of Reproductive Medicine, Rizhao City Maternal and Child Health Hospital Rizhao, Shan-
dong, China, 276826; 2. Department of Reproductive Medicine, Rizhao People’s Hospital, Rizhao, Shan-
dong, China, 276826)

[ABSTRACT] Objective To explore the correlation analysis of serum 25-hydroxyvitamin D [25
(OH) D] levels in pregnant women with recurrent miscarriage (RSA) and the distribution of inflammatory
factors, autoimmune antibodies and T lymphocyte subsets. Methods From January 2018 to December
2019, 40 pregnant women with recurrent miscarriages in our hospital were recruited as the recurrent abortion
group, and 40 healthy women who underwent artificial abortion in our hospital during the same period were
used as the control group. The difference of serum inflammatory factor interleukin-6 (IL-6) level, peripheral
blood autoimmune antibody [ anticardiolipin antibody (ACA) , anti-endometrial antibody (AEMAb) , anti
HCG antibody (AHCGAb) , antinuclear antibody (ANA) , thyroid peroxidase antibody (TPOADb) ] positive
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expression and distribution of T lymphocyte subsets [CD3 +, CD3 + CD4 +, CD3 + CD8 + T lymphocytes ]

were analyzed and compared. Results Serum level of 25 (OH) D in the RSA group was lower than that in

the control group (P<0.05). Serum levels of IL-6 of the low 25 (OH) D group were lower than those of the
high 25 (OH) D group. Positive rate of ACA, AEMAb, AHCGAb, ANA, TPOAb and distribution ratio of
CD3".CD3'CD4" T lymphocytes in peripheral blood in the low 25 (OH) D group were higher than those in the
high 25 (OH) D group (P<0.05) , and there were no significant difference in distribution ratio of CD3*CD8'T
lymphocytes between two groups (P>0.05). Correlation analysis showed that serum 25 (OH) D level in RSA

women was correlated with the distribution of inflammatory cytokines, autoimmunity antibodies and T lympho-

cyte subpopulations. Conclusion  The reduction of 25(OH)D level plays an important role in the occurrence

of RSA, which may be related to the mechanism that affects the body’s immune and inflammatory response.

[KEY WORDS] Recurrent spontaneous abortion; 25-hydroxyvitamin D; Inflammatory cytokines; Au-

toimmune antibody ; T lymphocyte subsets
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Table 1 Comparison of inflammatory cytokines and T lymphocyte subsets between RSA patients with different 25 (OH) d
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Table 3 Correlation between 25 (OH) D and inflammation
cytokine, autoimmune antibodies and T lymphocyte subsets

distribution in RSA pregnant women
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KFo FE BRI 20154 10 J 22 2019 4F 10 HABE 116 fi)'E S0 B FAF AT, Bl o5 ] R4 75
WL s AR R IR 2, He s G 4H ZH 21 B-catenin , Wnt1 26 3K 15 100 Ko IR 28 AN ) Il AR BRUARAE AR 77 3%
ZH 21 B-catenin . Wntl FEiR A0 , I 4087 He 51l AR FRARIE SAGH S BLIT )P oe R . &R st
B-catenin \Wntl A E T XML, 22 54 Gi il 248 L (P<0.05) ;s HFFS 4L W) b A% G B S5 3% 3 4l
34k (FIGO 43 Wi B35 B-catenin . Wntl ik Fhi, 22 5 A4 G112 5 X (P<0.05) ; i 5% 241 24 21 B-catenin
Watl 355 Mo B O RS FIGO 73 1 5 1E ARG, 5 A 21U L 2 5 OC (P<0.05) s b7 IR BIFFE 20
CR i # B-catenin . Wntl Ak T PR . SD.PD i # (P<0.05) ; Logistic 234 .75 , B-catenin , Wnt1 5 i 4fi
BIARIT I 30CE e (P<0.05) . 518 B 808 R B ZH 4N B-catenin . Witl 2 55 383k , HIZE k1% 0 5 11 R 9 BRLER
TIE B 4 BRI 77 R VIR 56, 78 R T 50 R 3 S 2 B A48 T IR IRIAR YT o
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Expressions of 3 - catenin and Wntl in cervical cancer patients and their

relationship with the efficacy of neoadjuvant chemotherapy
TAN Jianyuan*, YANG Li, LUO Anli
(Department of Gynecology, the first people’s Hospital of Yibin, Yinbin, Sichuan, China, 644000)

[ABSTRACT] Objective To explore the expression of B-catenin and Wntl in patients with cervical
cancer and their relationship with the efficacy of neoadjuvant chemotherapy. Methods From October 2015 to
October 2019, 116 patients with cervical cancer in our hospital were selected as the study group, and 95
patients with benign uterine fibroids were selected as the control group. The expressions of (3-catenin and Wntl
in the two groups were compared with the clinical and pathological characteristics of the study group and the
expression of f3 - catenin and Wntl in the chemotherapy efficacy group, and their relationship with the
clinicopathological characteristics and the efficacy of neoadjuvant chemotherapy were analyzed. Results The
expressions of 3 -catenin and Wntl in the study group were higher than those in the control group, the
difference was statistically significant (P<0.05). The expressions of { - catenin and Wntl in patients with
different tumor diameters, lymph node metastasis, tissue differentiation, FIGO staging, and parauterine
infiltration were compared in the study group, and the differences were statistically significant (P<0.05). The
expressions of $-catenin and Wntl in the study group were positively correlated with tumor diameter, lymph
node metastasis, FIGO stage, and parauterine infiltration, and negatively correlated with tissue differentiation
(P<0.05). The expressions of B-catenin and Wntl in CR patients in the study group after chemotherapy were
lower than those in PR, SD, and PD patients (P<0.05). Logistic analysis showed that [ -catenin and Wntl
were related to the efficacy of neoadjuvant chemotherapy (P<0.05). Conclusion {-catenin and Wntl are
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VEH s . ) B RETH—AREREA, @, 7% 644000
*BAEAEE R E R, E-mail :657653813@qq.com



-+ 804 - TSR ARE 20204F6 A

%124 o] J Mol Diagn Ther, June 2020, Vol. 12 No. 6

highly expressed in patients with cervical cancer, the expression of (3-catenin and Wntl is closely related to the

clinicopathological characteristics and the efficacy of neoadjuvant chemotherapy, which is beneficial to the

early differential diagnosis of cervical cancer and to guide clinical treatment.

[KEY WORDS] Cervical cancer; B-catenin; Wntl ; Neoadjuvant chemotherapy ; Paclitaxel ; Cisplatin
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R3 MRAFENGKFIEBYSFAE B-catenin, Wntl TIEKFLEE (v+s)

Table 3 Comparison of expression levels of B - catenin and wntl in different clinicopathological features of the study groups (x+s)

I A 5 B A n Wntl(274¢) F/t{H P{E B-catenin (27°%) F/i{H PiE
R (%)
=46 62 16.41+4.33 34.30+9.99
0.150 0.881 0.064 0.949
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Table 5 Comparison of expression levels of B-catenin and wntl in different chemotherapy effect tissues of study group (x+s)

— . _ Wntl (2479) LB—catenin( 240)
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CR 10 15.53+4.60 12.44+3.73 33.39+11.85 22.78+6.84
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SD 30 16.89+3.97 18.56%5.57 34.89+10.29 35.57+10.67
PD 20 17.11+3.56 21.67+4.26 34.73+10.42 40.33+12.10
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Table 6 Relationship between [3-catenin, wntl and neoadjuvant chemotherapy
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Effects of miR -26a targeting ADAM10 on the proliferation and migration of

rheumatoid arthritis synovial fibroblasts
YU Shoujie, ZHANG Zhenchun, LI Yanshan, ZHANG Lili
(Department of rtheumatology, linyi people’s hospital, Linyi, Shangdong, China, 276000)

[ABSTRACT] Objective To investigate the effect and mechanism of miR-26a on the proliferation
and migration of rheumatoid arthritis synovial fibroblasts. Methods Experimental settings: control (Con)
group, lipopolysaccharide (LPS) group, LPS+miR-NC group, LPS+miR-26a group, LPS+pcDNA3.1 group,
LPS+pcDNA3.1-ADAMI0 group, LPS+miR-26a+ pcDNA3.1 group, LPS+miR-26a+pcDNA3.1-ADAMI10
group. Real-time fluorescent quantitative PCR (RT-qPCR) was used to detect miR-26a expression. Cell Count-
ing Kit 8 (CCK-8) was used to detect cell viability ; clone formation test was used to detect the number of cell
clone formation. Western blot was used to detect the expression of a disintegrin and metalloproteinase 10 (AD-
AMI10) , cell proliferation nuclear antigen Ki67 (Ki-67) , neurocadherin (N-cadherin) , and epithelial cad-
herin (E-cadherin) protein expression. Transwell was used to detect cell migration; dual luciferase reporting
experiment was used to verify the targeting relationship between miR-26a and ADAM10. Results Compared
with the control group, the expression of miR-26a in the LPS group was significantly reduced, the cell activi-
ty, the number of colony formation, the number of migrating cells, the expressions of Ki67 and N-cadherin

were significantly increased, and the expression of E-cadherin was significantly decreased (P<0.05). Overex-
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pression of miR-26a can inhibit the proliferation and migration of rheumatoid arthritis synovial fibroblasts. miR-
26a targets ADAM10, overexpression of ADAMIO0 can reverse the inhibitory effect of miR-26a on the prolifer-
ation and migration of rheumatoid arthritis synovial fibroblasts. Conclusions Overexpression of miR - 26a

may inhibit the proliferation and migration of rheumatoid arthritis synovial fibroblasts by targeting down-regula-

tion of ADAMI0.

[KEY WORDS] miR-26a; ADAMI0; rheumatoid arthritis ; fibroblast-like synoviocyte ; proliferation ;

migration

2 XU 5675 %8 (rheumatoid arthritis, RA) & —
Fofr DA DG 7 e B3 0 1 A O R R TR AR
N B EUE e E B R AT
YA i 20 Y (fibroblast-like synoviocyte , FLS ) 7
RA Hl FZAE ], FLS 1555 MG 0H 3 i i s A
AL oG T, T I EE RA, G 3 B Bk
e PRl A FLS () 578 39 58 38 M
T PG AR R G G R R AR . WHIR R
miRNA 7] i i3 2 58 4% FLS A4 3T B 510 RA
HERES ) RHE B A I RA HE ST IR
JE I miR-26a S5 = R, H S T S AR R &
FRAEFRRE B YIMIIE , miR-26a (1535 ik ] e 5978
T IRZH 2 i i 2 ML Y 43 W06 5C o {H miR-26a 5211
RA I EARPLHI AN . 6 R SR E AR 10
(a disintegrin and metalloproteinase 10, ADAMI10) J&
T ADAM ZZ ik , J& — s I 26 1, AF 50 4l TR
ADAMI0 A fie £ 28 XU 5 35 48 1 I AL £T 44 240 i
T2, I VR A 430 . ] ADAMIO A 1]
28 AU G 749 AR v i 2T 48 R T 440 i Y 3 B AR
2. P AT 5 AEESE miR-26a X RA-FLS 1
GH JERSHFZ M S AL 55 ADAMI0 4K,

1 #REFE

1.1

JE AT ST 4 ST 2 e BRI i 2R MHTA T
H 2 [E ATCC; i 2F 1l1.3% . DMEM 15 77 301 17 201
i o A YR PR Bs 2 0 (LPS) W B i)
BB R A 2O w iR &l A L ifE
LA YR AT IR B 4l i 8077 £ 8 (CCK-8)
W B UM AT T 2 DR A FR S 7] 5 RIPA 45 1 24 i
W . 3 1] TR (bicinchoninic acid, BCA )R] & 114
A iR AR YR A BR S 7] ADAMIO (Ki-67
N-cadherin , E-cadherin . GAPDH i 4 K 111 2 it fie
IgG-HRP W [ | 146 28 £ Py R A PR 7] 5 Tran-
swell /NI LA AR R A BR S ] 5 et

BB AS PRSI & [ A RS E A ]
1.2 4iffusb 5534

MH7A 40 g F & 10% Jifi 2F 1L 7 B9 DMEM 1%
FREETE 3TCIH I FR A R 7, O ERAE 1< 191 200 i
FH 1 pg/mL 4 LPS 4B MH7A 300 LPS 40 , iF 8 5%
FE ) AR AE R %) BE (Con ) 4H 5 miR-NC . miR-26a
pcDNA3.1.pcDNA3.1-ADAM10 435l %% Yt 2 MH7A
A 1 we/mL 4 LPS ZbBE i 24 LPS+miR-NC
21 \LPS+miR-26a 41 .LPS+pcDNA3.1 41 .LPS+pcD-
NA3.1- ADAMI10 41 . ¥4 miR - 26a 43 5| 5 pcD-
NA3.1.pcDNA3.1-ADAM10 t:5E 5L 55 MH7A , F
H 1 pg/mL /) LPS Zb# , i 24 LPS+miR-26a+pcD-
NA3.1 £ .LPS+miR-26a+pcDNA3.1-ADAM10 £ .
1.3 CCK-8 il 4 3 8 1%

WA LA 1X10 LR T 96 FLAR , 5557 24 h
WAL A 10 pL CCK-8 ), 5 & 2 h, BEFR{Y
R0 490 nm P AAR IS RE(E (OD) o 41 I3 7R
£ (% )=52502H OD {H/75 X HE4L OD fHx100% .
1.4 FERETE B S SAG I 41 i 5 BT 1l 5k

R 20 M R B N 1x10°>/mL, L& AL 100 4>
BT oS fLARR AA 3 AR AL, R 2 JE B
PRI AT DL s BB IF 2% 0 E 35 3%, PBS i Uk 2 3, FHY P[]
SE 15 min, 77 BFEE YL (5 30 min, 7ERAE G B G
TIE>50 A AN TR
1.5  Transwell ¥ 4 itd iF 75

W 600 WL 55 35 W A1 100 WL 40 28 A
Transwell /NZE 1 N E M EE, AR 7256
K 9% 24 h, 4% 2 5 W[5 72 30 min, PBS ¥ mhk
29K, W FIMA 0.1%%5 48 Y 6 30 min, 1k 2
W, TR AR BR e 2 b= R mAn i, e T
BEALALEE 5 N PLET TS 4R A 50 H .

1.6 XLt 3 i e 2 55 5 5 iE miR-26a 1 AD-
AMI0 HYHE ] 6 2R

FEE T miR-26a 2551 411 ADAMI0 B AR R

RAFIENRD R R B K3 315 miR-NC
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miR-26a 55 YL Z 40 il MH7A B, 42 48 h )i , 1R
I RUE e 22 T 15 25 DR ARG 03 5] 6t A ARG 0 20 5l
RS
1.7 G5

K I SPSS 20.0 A4 47 504 2 B, i i Bk
F (x+s) 3, AL LT ¢ K0 50, Z2 4[] LR
BRI R 5 2500, 4L 18] P LR F LSD-1 K 56 o
Ph P<0.05 A ZERA SR L,

2 #R

2.1 miR-26a %J 2 XU 57 R 1 AR Rl 21 2 240 it 434
VoA
5%k BB AL FE , LPS 41 miR-26a 7234 7K - i 3

F1 miR-26a 3 EXEX TR B

RAARR , 200 JRL O 1 3 T v, e B TR U 3 T e
Ki67 Fik /K- . 2 T (P<0.05) ; 5 LPS+miR-NC
ZHAH Y, LPS+miR-26a ZH miR-26a %35 7K 3F i 2 T+
e, 200 B P RIS R R LR R AR,
Ki67 F kKT AR 1, £ 1),

Ki67 395 kDa

GAPDH 37 kDa

7 :1. Con; 2. LPS; 3. LPS+miR-NC; 4. LPS+miR-26a.
E1 K67 ZEEAHFRIE

Figure 1 Ki67 protein expression

R B £F 4 4R RS TE A S0 (ws)

Table 1  Effects of miR-26a on the proliferation of rheumatoid arthritis synovial fibroblasts (x+s)

e n miR-26a oD {§ TR AL Ki67
Con £ 9 0.95+0.05 0.43+0.03 50.04%5.54 0.20+0.02
LPS 41 9 0.25+0.02° 1.21+0.08 122.58+9.73" 0.76+0.05"
LPS+miR-NC 4 9 0.26+0.02 1.20+0.08 123.07+8.07 0.76+0.04
LPS+miR-26a 2H 9 0.82+0.04% 0.61+0.04% 66.60+6.21" 0.34+0.03"
F1i 992.816 380.765 225.177 555.333
P{E 0.000 0.000 0.000 0.000

7. 5 Con M 1, *P<0.05; 55 LPS #H I, "P<0.05; 55 LPS+miR-NC #H H , P<0.05,

2.2 miR-26a % 8 XU DG T 48 i 51 2F 4 240 M 3 F
A

5%t B AL AH LE, LPS 20 35 5% 40 M 50 i 2 T i
N-cadherin 2 1A 7K F i 3 7+ 5 , E-cadherin £ & 7K
- 2 B AR (P<0.05) ; 5 LPS+miR-NC 414 It
LPS+miR-26a 41 % 21 Jifl 5 1 3 % ik , N-cadherin
kK i A, E-cadherin £2 3K /K- i Z BRI
(Kl2,%2).

1 2 3 4
N-cadherin 130 kDa
E-cadherin 97 kba
GAPDH 37 kDa

7 :1. Con; 2. LPS; 3. LPS+miR-NC; 4. LPS+miR-26a.
B 2 N-cadherin.E-cadherin & B B &R1E

Figure 2  N-cadherin and E-cadherin protein expression

2.3 miR-26a fL[i] ADAMI0
TargetScan % ¥% /4 71 & 7 miR-26a 5 AD-

F2 miR-26a XFERUR X5 KB IR LT
M (x+s)
Table 2  Effect of miR-26a on the migration of rheumatoid

arthritis synovial fibroblasts (x +s)

il n ITFYNEL  N-cadherin  E-cadherin
Con 2H 9 51.64+4.86 0.29+0.03 0.71x0.04
LPS 4H 9 129.27+6.73" 0.84+0.06" 0.17+0.01"
LPS+miR-NC 41 9 129.03+6.77 0.85+0.06 0.18+0.01
LPS+miR-26a 2] 9 68.22+5.50" 0.37+0.03™ 0.54+0.03"
FA{H 407.921 357.967 964.444
Pl 0.000 0.000 0.000

1 : 5 Con Mkt ,*P<0.05; 5 LPS Lt , °P<0.05 ; 55 LPS+miR-NC #f
., P<0.05,

AMI0 fEAE 45 A A (B 3) o 2% 0 2l i 5 5
K W8, 5 miR-NC 40 M kb , miR-26a 21 1 5% 4
ADAMI0 B A 13 58 20 A 1) 40 B ¢ 't 3R 6T 2k I
AR (P<0.05) 5 M %% Y ADAMIO 58 45 7 3 1k 4%
PRI 20 B 2 ' TG 1k L g, 22 5 B TR X
(P>0.05) (% 3), 5 miR-NC 2H 4 It , miR-26a 4
ADAMI0 Rk K- FEAR (P<0.05) (£ 4) .
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2.4 ADAMIO X 28 XU 55 48 T J5E R 21 4 41
HOFE TR 52 R
5 LPS+pcDNA3.1 41 # . , LPS+pcDNA3.1 -

! 2 ADAMI0 2 ADAMI0 kK- 2. 25 T i , 40 %
ADAMI10 84 kDa ‘@ﬁ%ﬂ‘%,ﬁﬁéﬁﬁﬁiﬁ&iF*Z?ﬁﬂ@ﬁﬁ%ﬂ
&, Ki67 . N-cadherin 3% ik 7K F i 2 7+ & , E-cad-
GAPDH T herin 2 15 7K - 1 325 FEAIK (P<0.05) (K1 4,3 5).
7 :1. miR-NC; 2. miR-26a. 1 2
3 miR-26a i[5 ADAMI10(A) B ADAMI10 E 5 (B) ADAMIO 1 kDa
FRik
. . Ki67 395 kDa
Figure 3 miR-26a targets ADAMI0 (A) and ADAM10
protein (B) expression N-cadherin 130 kDa
i% 3 XX%%%%;E@ (;cis) E-cadherin 97 kDa
Table 3 Double luciferase experiments (x +s) GAPDH 37 kDa
i n__ WT-ADAMIO  MUT-ADAMI0 7 : 1. LPS+pcDNA3.1; 2. LPS+pecDNA3.1-ADAMI0,
miR-NC4L 9 1.000.06 0.99+0.05 B4 ADAMI0.Ki67,N-cadherinE-cadherin % H HI R i%
iR- 4
miR-26a %] K 0.1620.01 0.96=0.06 Figure 4 Expression of ADAMI0, Ki67, N-cadherin, and
t{H 41.429 1.152

Pt 0.000 0.266 E-cadherin proteins

2.5 ADAMIO B3 % miR-26a % 2 KB 5615 R 15

%4 miR-26a 3 ADAMI0 BIFRIE (x+s) - ‘ N . .
iR = GRS R A O AL

Table 4 miR-26a regulates ADAM10 expression (x+s)

5 LPS+miR-26a+pcDNA3.1 44 4kt , LPS+miR

il n ADAMI10
_ _ T T
miR-NC 9 0.58+0.03 26a+13C]?1\\,IA3"1 ADAMl‘(,) A ’E i ﬁ PE %5 T &
miR-26a 9 0.21£0.01 BT T R S T B 4 i kR T, Ki67 . N-cad-
i 35.101 herin ik 7K 2 2 715 , E-cadherin 2615 7K B 3
P 0.000 BAIE(P<0.05). W36 185,

R[5 ADAMIO X RUE X 75 KB IR A 4T 4E 4 BT T BRI R0 (xxs)
Table 5 Effects of ADAMIO on the proliferation and migration of rheumatoid arthritis synovial fibroblasts (x+s)

axel n ODfH  FREEMEL TR 4MEEL Ki67 N cadherin  E cadherin
LPS+miR 26a +pcDNA3.1 9 0.61£0.04  66.58+5.79 68.23£5.55  0.33+£0.03  0.37£0.04  0.54+0.03
LPS+miR 26a +pcDNA3.1 ADAMI0 9 1.05£0.11 108.24+7.35 114.15£7.32 0.57+0.04 0.68+£0.05  0.27+0.02
t{H 11.278 13.357 14.997 14.400 14.524 22.465
P 0.000 0.000 0.000 0.000 0.000 0.000

F£ 6 ADAMIO BE4E miR-26a XTI RUE K 15 R B IR AL T 4 4 BRI TE TR RISME (v +s)

Table 6 ADAMIO can reverse the effect of miR-26a on the proliferation and migration of rheumatoid arthritis synovial fibroblasts

(x+s)
30 n  ADAMIO  ODfH  seREPnisk iER84iffi%t  Ki67  N-cadherin E-cadherin
LPS+pcDNA3.1 21 9 0.54+0.04 1.22+0.07 122.60£9.71 129.28+6.81 0.76+0.05 0.83x0.06 0.18+0.01
LPS+pcDNA3.1-ADAMIOZH 9 1.18+0.12° 1.55x0.13" 161.7310.04* 172.72+7.03" 1.1520.11° 1.2420.12" 0.06+0.01°
t{H 15.179 6.705 8.405 13.315 9.633 9.168 25.456
P 0.000 0.000 0.000 0.000 0.000 0.000 0.000
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1 2
Ki67 395 kDa
N-cadherin 130 kDa
E-cadherin 97 kDa
GAPDH 37 kDa

¥ : 1. LPS+miR-miR-26a+pcDNA3.1; 2. LP+miR-26a+pcDNA3.1-
ADAMI10,
5 Ki67.N-cadherin . E-cadherin & B &R i%E

Figure 5 Ki67,N-cadherin, E-cadherin protein expression

3 it

RA & A S e PR , L 2 SRR s 2
T B A AR e ST B RN O, e R B T i
INHFIE s FLS 78 RA ) kA KR REZ/EH, T8
5 FLS AHOCHY RA AT HI A, 38 4 B 7 ¥ 5 A
B T A3 1k ok BH BT B AE 22 RA () E B XA YT RA B
AEZEHHEIE S E X, H miR-26a 0] #35
KEA TR . HIF5 miR-26a /& 75 5% M FLS
HETT S0 RA , A 5256 FH LPS AL FE MH7A 20 #5411
RA A N BREE | 45 . 7% LPS Al %5 FLS H4 58 Fl 1T
B8, 3¢ B 28 XU G 9% M 5l T 4 44 A 75 4 <7
AL HAR 520625 I 7R miR-26a 2 1A 7K - i
BEAK, S50 AR 45 AR o A LI 25 R LR
miR-26a 1] A& /&5 FLS A5G RA #IL4 ,

A W52 B RA L ' ADAMIO (5 3R 55,
ADAMI0 7] 415 28 XU 5 5 4R %) A% 41 B i E 78
FUREEN . ADAMIO0 ZFEERFRPTIAYT RA J7 AL Fil
MHEHE . FH] ADAMIO AMUEN RA KA KR,
W ATVE H A FE bR . A SZ R EE R BoR | i 3Rk
ADAMI0 A& 7E 28 R 5 5 T 5 1l 21 24 441 i 444
FH iEFE . FHH ADAMIO 1] 2 51H# RA-FLS 1934
B GERS . AL, A RS HGE miR-152 AT 38 i 4
1] ADAMI0 1] RA-FLS #4855 HiF S 1"
¢ miR-26a F 0 RA-FLS #4584 3T 8% B9 WL 2 75
5 ADAMI0 £ 5, AR 525038 i TargetScan F(38 14 #i
I miR-26a 1] fE A#E mRNA , 25 5 75 miR-26a 5
ADAMIO fY 3" UTR fEFE 25 A0 4, , WUt E 4
5 5250 3R B miR-26a 1 ] 1 4% ADAMI10 ik,
A 5256 [ B 3F 6 35 ADAMI0 Fl miR-26a Ji , 45 5
1L I8 ADAMIO %% T miR-26a X RA-FLS 1

b GER I HIVER . #2758 , miR-26a 7] AEIE i JH
ADAMI0 40l RA-FLS 3451 1% .

28 [ ik, i 3k miR-26a 1] GE i o 40 5] T
ADAMI0 1] 288 KU 717 98 T T st 2T 24 200 1 1) 3
B ERE o ik S ] 40 FLS 09 5 B 5 T
T 1 ot 408 A4 2 b 28 28 KU 56 7y e B 1L 1
A S RS

S % 3k
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miRNA-193b . Lp-PLA2 . miR-146a 5P /R 3518k 9 ™
ARG & B B 7 38y

B BEE S

[# ZE] HH #%i' miRNA-193b.Lp-PLA2 .miR-146a 5 B /K % 15 R0 (AD ) ™ #5551 56 2 M
TSN Ak HEHL 2016 4F 1 H 2 2019 4F 6 H ARBEWIG AT 114 61 AD (&, ARG 2 iz
FEAH (n=35) P2 (n=49) T (n=30) , L #4% 2H miRNA-193b mRNA ,Lp-PLA2 .miR-146a mRNA 7K
- ] 20 K R AR A 2 fE 3R (MMISE ) #2806 # 7] 45 (NPL) 143, R I Spearman 43 BT 45 46 b 5 9 175 43 2%
Y AH Pk, SR FH Pearson 4341 4% 45 4% 5 MMSE \NPL 43 (1040 DGk , 5% 4 00 5 484 4 4F (ROC) 1th 8 &
ROC T ifi R (AUC) 73 #7245 Fa br O T7 0 A (6 . 45 R miRNA-193b mRNA 59618 7 R 2 A G, 5
MMSE 43 2 1IEAH 5 ; 5 NPLIEAM 2 780 56 ; Lp-PLA2 \miR-146a mRNA 59515 4> 2% 2 1E A1 56, 5 MMSE
VEAr A SC, 5 NPLITAr 2 IEA G, 2 A 41T # 3 L (P<0.05) ; miRNA-193b mRNA 5 Lp-PLA2 .miR
-146a mRNA £ i3 , Lp-PLA2 5 miR-146a mRNA 5 [F #H 3¢ (P<0.05) ; miR-146a mRNA Tl illl 7 %5 4
AUC 2} 0.796, =T miRNA-193b mRNA TllY 7 % AUC 11 0.766 & Lp-PLA2 TillY7 4 AUC 119 0.741 , {BAIE
T38RI AUC(P<0.05), %1 miRNA-193b.Lp-PLA2 .miR-146a 5 AD f™ & #LF i B4 56,3 3%
AIARE 2, 3 A 25 AD B IERE Rl 3 3 2Rk SRR TUNF s B BT AL T &R o

[£483] miRNA-193b; Lp-PLA2; miR-146a; /K %2R0 ; ROC

The relationship between miRNA-193b, Lp-PLA2, miR-146a and the severity

of Alzheimer’s disease and the value of predicting efficacy
SHANG Xiaofeng*, RAN Xiurong, LI Hong
(Department of general medicine, shangqiu first people’s hospital, Shangqiu, Henan, China, 476000)

[ABSTRACT] Objective To investigate the relationship between miRNA-193b, Lp-PLA2, miR-
146a and the severity of Alzheimer’s disease (AD) and the value of predicting efficacy. Methods ~From Janu-
ary 2016 to June 2019, 114 patients with AD who were treated in our hospital were selected, and divided into
mild group (n=35) , moderate group (n=49) and severe group (n=30) according to the condition, the levels
of miRNA-193b mRNA, Lp-PLA2, miR-146a mRNA, Mini Mental State Examination Scale (MMSE), and
Neuropsychiatric Questionnaire (NPI) scores in each group were compared, Spearman was used to analyze the
correlation between each index and disease grade, and Pearson was used to analyze the correlation between
each index and MMSE and NPI scores, the receiver operating characteristic (ROC) curve and the area under
the ROC (AUC) were used to analyze the predictive value of each index. Results miRNA-193b was nega-
tively correlated with disease grade, positively correlated with MMSE score, and negatively correlated with
NPI score. Lp-PLA2, miR-146a was positively correlated with the disease grade, negatively correlated with
the MMSE score, and positively correlated with the NPI score (P<0.05). miRNA-193b was negatively corre-
lated with Lp-PLA2 and miR-146a, Lp-PLA2 was positively correlated with miR-146a(P<0.05). The AUC of
miR-146a predictive effect was 0.796, which was higher than that of miRNA-193b predictive effect AUC of
0.766 and Lp-PLA2 predictive effect AUC of 0.741, but lower than the combined AUC of the three indicators
(P<0.05). Conclusion miRNA-193b, Lp-PLA2, and miR-146a are significantly related to the severity of

A2 B . Td A E A AR B (2011030040 )
VeH#n AT H—ARERAAESH, T, 7L 476000
*BAEAES BB, F-mail : Shangxf1984@163.com
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AD. The three can interact with each other and participate in the progression of AD. The detection of the ex-

pression of the three is expected to become a new method for predicting the efficacy.
[KEY WORDS] miRNA-193b; Lp-PLA2; miR-146a; Alzheimer’s disease ; ROC

g 25 11 A ¢ W% 5 i A2 (lipoprotein - associated
phospholipase A2, Lp-PLA2) #5555 (Alzheimer’s
disease, AD ) £ XU 18 i 5%, I 7E AD & iR
IR R REAR o T IMERE R R -146a (microRNA-
146a, miR-146a) 7 AD 24 (13 5 rh 3k b 2 4
Jn, SeHE I T R 5 AD A3 OGP /I R B R -
193b (microRNA-193b, miR-193b) & AD H 3% Fl 1
wONBE SN E A Sk 25 R A N Z —, 5 AD
BIRA R, HESMEXHE " B /R, miR-146a 5
Z /N RNA 5 AD S5 D HID) 68 FNR il iz o7 A8
A7 3¢ A VR HITI R AR b 3R 7 A5CHR T A ik
VIR B, L S RS R I, O LR AL R
/N RNA 3k 5 Lp-PLA2 5 1EAH ¢, W] 945 Lp-
PLA2 7K, [t #E ) miRNA-193b, Lp-PLA2
miR-146a A GELL AD MIEA , B FMOCR L FH
257 AD W AHIMH BT = H Z M KR K
HLAE AD o5 FRAE T 408 0 6 UL o 3T AR B 50K
#1F miRNA-193b . Lp-PLA2 .miR-146a 5 AD j“ &
TR 1 OC 2R B 7 8 i L, e an i o

1 AR

1.1 — sk

PEHL 2016 4E 1 H 2 2019 4F 6 A A B A 1Y
114 5] AD f835 , R4 15 53 R 8 B 40 (n=35) .
4 (n=49) \EEH (n=30), ANdEBEEEE WP
NI ABE NG , B IR B G R A . AL
2L R B e PR DL Ak .

AR UE . DFF & AD 2 WibRifE " s @Il R i
S B 2 (Clinical Dementia Scale , CDR )=0.5 43 ; 3
Hachineski @ Ifil 5 £ <4 73 ; @ 4E 8 =05 % ; © T2
P M B B o HEBR AR M - OB 0 1 T 3L
() 2% SN R DI RERR R s @ B IR B %4 ;OfF
255 FH s 3 5 (O DL ™ 5 A 0 M 4 40
OF WHRAE G #i o3 ZL5E & s © BI04 R H -
1.2 ik
1.2.1 il E AR PG

% CDR & £ PEAS L i Sy i MRS K A i 3R
(Mini-mental State Examination , MMSE ) | #l 25 #1
[7] % (Neuropsychiatric Inventory , NPI) P4l

1.2.2  ARACREE S

TEE ARG IRIT D, RS @ ##IK I 5 mL,
3 000 r/min 0> 15 min, >R 1/ 5t S AW HEARH
FRL /2 ) A 93 348 5 & VA K D i 2% Lp-PLA2 /K- 5
& 2 Ot 7€ & PCR & £ W 1Ml 7§ miRNA - 193b
mRNA .miR-146a mRNA ik,
1.2.3 RITHIE

ERIR 2 28R 55 F (FE DA R 25V A FRA A, [ 24
YEF H20010723) 5 mg/U, 1 ¥k/d, i B Hif AR 5 2295
e 45 B A A R AR B h 2 & 48— AT B s e
250 mL/4%, 15 ml/Ak, 2 k/d, ik, a7 2 H .
1.2.4 J7RCAIT

R A5 1 PR Y7 850 6 3T 5t 3% (Clinical Global Im-
pression , CGI) --¥7 %% #& %X ( Efficacy index , EI) "3
7R, 43 R WA B R A AL e AL,
TR AR A RO SR
1.3 Gtk

K SPSS22.0 B AF kAT A FREL R , 77 5 1B
YA BT ORI (R £ 5) Fom , 240 18] b 5 LA B A
KT E00HT, Wi FL 8 L LSD-1 K6 56, 385098 R H
n(% )3~ . ¢ K5, >k H Spearman 43 #T miRNA -
193b mRNA ,Lp-PLA2 . miR-146a mRNA 55 1% 73
P AH e, R H Pearson 43 #7145 45 #1 5 MMSE .
NPI P43 A GV | SR WS 8 A R AIE (Receiv-
er operating characteristic, ROC) ffj £ &2 ROC F Tfii
FH(Area under the curve, AUC) #4538 i T 7
BN E . P<0.05 N2ZESAH ST FE X .

2 R

21 34—k

3AENE AR IR R A RS 2 BE
JEIR BTN R LR, ZR TSI E X
(P>0.05), WF1,
2.2 [L# 4% #H miRNA-193b mRNA ., Lp-PLA2,
miR-146a mRNA 7K°F- &2 MMSE NPI 343

BRREA R | o R 4 B A T N E , miR-
NA-193b mRNA . MMSE P34 Uk F A% , Lp-PLA2 |
miR-146a mRNA \NPI 5K K Tt 55 (P<0.05) o AL
#z2 K1,
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F1 BABKFBIEE (2(%), (x25) ]
Table 1  Comparison of clinical data of 3 groups [n(%), (x+s) ]

g REEH (n=35) HEEZ (n=49) A (n=30) Fly P{H

AEI (%) 72.49+7.38 72.69+8.57 69.06+8.03 0.105 0.917
JFE(H) 28.97+9.11 29.26+8.75 27.46+9.03 0.401 0.671
A i 4 2 (kg/m®) 22.26+2.01 22.07+1.89 22.51+1.72 0.508 0.603
P (B4 16/19 20/29 12/18 0.275 0.872
TZHHFIRR

INE VLR 5(14.29) 4(8.16) 3(10.00)

f}jqﬂ 16(45.71) 24(48.98) 15(50.00) 5023 0.918

= 10(28.57) 18(36.73) 10(33.33)

KL K&V T 4(11.43) 3(6.12) 2(6.67)
G IR

e g g 5(14.29) 7(14.29) 4(13.33) 0.017 0.992

IR AR 7(20.00) 11(22.45) 5(16.67) 0.387 0.824

IR 1(2.86) 2(4.08) 2(6.67) 0.578 0.749

1= I 2(5.71) 4(8.16) 3(10.00) 0.417 0.812

#2 EE KA miRNA-193b mRNA,Lp-PLA2 . miR-146a mRNA & MMSE NPIiE4y (x+s)
Table 2 Comparison of miRNA-193b mRNA, Lp-PLA2, miR-146a mRNA, MMSE, and NPI scores in each group (x+s)

% %  miRNA-193b mRNA  Lp-PLA2(ng/mL)

miR-146a mRNA ~ MMSE -4 (43)  NPLIFS (43)

FRRE 35 0.96+0.23" 185.64+47.93" 1.86+0.54" 23.84+3.49" 41.22+8.59®
2 49 0.87+0.19° 223.51+£50.29" 3.05+1.01° 15.15+3.02° 71.18+£10.35*
HEH 30 0.66x0.15 259.14+55.83 5.36x1.17 6.45x1.27 96.54+12.48
F1{H 20.156 16.790 114.257 302.453 227.992
P <0.001 <0.001 <0.001 <0.001 <0.001
W S E LM, P<0.05; 5H LML, *P<0.05,
% 1.5 A S 400 B - 8 C - 40 D - 150 E
E 10 550 % ° < % R 100
) = 200 g4 & 20 &
<405 5 = 2 = 5
z & 100 < 2 Z T z
g & E = “
. 0
O g pmm mmm CmmAm dmm @R | REa bma R s s WS REM RS TER

{1 : A 4 miRNA-193b mRNA 7KF-; B &7 Lp-PLA2 7KF-; C °4 miR-146a mRNA 7KF-; D 24 MMSE 43 ; E A NPL #¥-43,
B1 miRNA-193b mRNA.Lp-PLA2.miR-146a mRNA 7Kk 3£ % MMSE ,NPI {43
Figure 1 miRNA-193b mRNA, Lp-PLA2, miR-146a mRNA levels and MMSE, NPI scores

2.3 AT AR bR S /9% (MMSE (NPI #5311
FHIGME

miRNA-193b mRNA (=—0.358) 5% 154> 9% 5
kA & (LBl 2A) , Lp-PLA2 (=0.377) . miR-146a
mRNA (r=0.749) (VL& 2B . C) 5 ¥ 15 43 4% 52 1E AH
X% (P #<0.05) ; miRNA-193b mRNA (r=0.413) 5
MMSE ¥ 43 2 1E A ¢ (UL [ 2D) , Lp-PLA2 (r=—
0.339) .miR-146a mRNA (r=—0.707) 5 MMSE -4}
A5 (P 37<0.05) (ULIE 2E . F) ; miRNA-193b
mRNA (r=-0.348) 5 NPI ¥4 5 A5 (WL 2G) ,
Lp—PLA2(r=0.390) . miR—146a mRNA (r=0.609) 5

NPI PE43 5 1E A 56 (P #4<0.05) (WL 2H . 1) . G 1
YRR =52 2="P EE  3=HE i) .
2.4 miRNA -193b mRNA ., Lp-PLA2 . miR - 146a
mRNA Z [H] ¥ AH G

miRNA-193b mRNA 5 Lp-PLA2(r=—0.235, P=
0.012) .miR-146a mRNA (=—0.337, P<0.001 ) 5 ffi
A%, Lp-PLA2 5 miR-146a mRNA & 1F 1 5¢ (r=
0.287,P=0.002) ,
2.5 HHEAFIT 2 #H miRNA-193b mRNA ., Lp-
PLA2 .miR-146a mRNA 7K -

S AU miRNA-193b mRNA 5 T oAk sk
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Figure 2 Correlation between each index and disease grade, MMSE, NPI score

WAk Lp-PLA2 .miR-146a mRNA Ik T o4k
WAL (P1<0.05), W3,

£33 WWEAREFFE miRNA-193b mRNA,Lp-PLA2,
miR-146a mRNA 7K F (x +s)

Table 3 Comparison of miRNA-193b mRNA, Lp-PLA2,

miR-146a mRNA levels in patients with different curative

effects (x+s)

miRNA-193b Lp-PLA2 miR-146a
mRNA (ng/mL) mRNA

BAZ 83  0.88+0.22 213.36+57.44 3.06+0.85
TR EE L 31 0.73x0.11  242.41+68.99 3.91+1.07
A 3.624 2.272 4.418
P1E <0.001 0.025 <0.001

215

2.6 SrHTATE bR UMY A A

miR - 146a mRNA i Jlll 7 &4 ) AUC 4 0.796
(95%CT:0.710 ~ 0.866) , kW {EL ~>3.73 , HURE Ky
64.52% , ¥ 5 ¥ M 81.93% (P<0.05) ; miRNA-193b
mRNA il ] 57 % 1) AUC A 0.766 (95%CI : 0.678~
0.840) , % W7 (6 4 <0.87, HUK E Jy 93.55% , 5 5+
J& 4 51.81% ( P<0.05) ; Lp-PLA2 il 37 % i) AUC
4 0.741 (95%CI : 0.651~0.819 ) , # W (&~ >245.95
ng/mL, B N 45.16% , ¥ 5 N 97.59% (P<
0.05) ; #5156 Fn BK A K5 I 79 AUC K 0.870 (95%Cl :
0.794~0.926) , HURE Jy 77.42% , ¥ 5 FE M 89.16%
(P<0.05), WK 3,

A
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Figure 3 ROC curve
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18 %P, miR-146a it 5 004 R0k L AD S8 M 22 R 40
AF PR AT O R I A B 58 & B miR - 146a
mRNA £ 5 AD J 1% if & 5\ D ag it & | 2R
SR FAAH 259 3 AR A1) miR-146a mRNA ik 7]
e R Bl AD 1 E 4R AL T — BT % . Xue L
GRIE WoR 50 RO A L, AD B Y i
miR-146a 7KV W 0 5, A BF 98 W00 5 Z AR,
miR-146a [ 1k Z Z K F-«B [HH#, 24 miR-146a
ISR, AT S M PN T -k B (553 RO , i
N F-kB {5 538 I A 306 CBUE S 5 AD #h2iB 17
75 B B OE , i miR-146a A BEJEBE R % H T-kB
5510  AD 2R IR AT 28 AT B 2 — , AT 52 )
AD BEEIE" . A B A B 5T & B, miR - 146a
mRNA Fi U7 R0CAT Ay i PR 36 MR 3 1 F0 000 7 254
gt S,

ARG 45 SRR L] Lp-PLA2, Ik Lp-PLA2
P35, ATREA B T AD 1 1 B0GE | BE Bt AD 24
YWE & 82 % . Lp-PLA2 /E A —F {2 R4
BT, ARG AR 22 e T, HOR BB S A S
JOE, 5 X o 28 T B LA 0 A , 3 i i H R 3
4 I A 8 405 , TR 4675 b 2 o e it IR AE , AT 2
5 AD RGO . [R) I Lp-PLA2 Ty 7 8% fig >
ek PR T 000 7 265 B A1 T AR AR o

AR 3 S8R AT A S, LW 2 5 AD
I 1 O 2E R el I S O A BT R N B
1 3 AT bR AH F R AT BL A AR S 22—
ARV, A ROC 73 #7 Wik 75, miRNA-193b, Lp-
PLA2 miR-146a A HINYT R AUC & T —HR
—FE bR, AR 3 SRR AR Al PR A AL T T 5 Y
BEAGFR . RFFRARZATE T, KB AR
il 2% _F 8 miRNA-193b, Lp-PLA2  miR-146a 3 ik
XTI 155 B 52 M), SR ) 25 48 AR e R ELIE R X A
BT 1 AD 1 #F R ATY 75 5 S itk — 2D R

ZE L i , miRNA-193b, Lp-PLA2 . miR-146a
55 AD " PR A G, 3 3 v AH B R ), L[]
25 AD W R R 3 5 kA Ak T Y
BT T 26
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B2-MG . Hcy . Cys-C £ MlITE 2 B4k s L B 5505 48 12
Wrrb i

MR BT MALE WAL ®EE

[ ZE] B HiTs g2 MekE A (B2-MG) | [R R B & R (Hey) IR C(Cys-C) A Ha:
Xt 2 U BRI 8 I B 25 (DR) I IZ il . ik ICEEARBE 2018 4F 1 A % 2020 4 2 H IR 19 2 1
BRI (T2DM) 5835 173 151, AR 30 B JEE 55 728 2341 , NDR 26 ([ Bt iifs 43 2% 135)) T2DM JEHE R 55 48 2 61
5], NPDR 2 ([ Bl R 539 2~4 399 ) A 38 5 S0 b s 10 I FE3s 2% 5 53 f31] , PRD 201 (11 Bl PR 434 5 199) 4
B SBE PR O I B 28 2 59 1] . HL A4S 4H I 7E B2-MG \Hcy . Cys-C 7K -, Pearson 7243 4T DR 5 IfiL1E B
2-MG .Hcy .Cys-C #H X1 , Logistic 257G A1) 3207 DR fa 6 [ 2%, 2 ROC ik . %% 4541 T2DM i
& .SBP .HbA1C.B2-MG .Hcy . Cys-C %45 ¥7 L%, PRD 24 >NPDR #H>NDR 41, 2% 34 4t it 24 75 L (P<
0.05). IfL# B2-MG .Hcy .Cys-C 5 DR H# T2DM Ji5 £ . SBP . HbA1C 4 5 IE A (P<0.05), H. DR %
IME B2-MG . Hey . Cys-C & b5 A1 M43 #1784 522 1E A 56 (P<0.05) o Logistic Z It101 134347, T2DM JiFit |
SBP .HbAIC.B2-MG .Hcy.Cys-C 4 T2DM £ # I & DR B 57 fE 8 [H 3 (P<0.05) . DR 3 B2-MG.
Hey .Cys-C M =g bRk A2 Wit 4 T AR ( AUC) 3908 0.762,0.735,0.887,0.935 5 3 WHE AR I A 12 KAk
AEWA t = T UL B2-MG \Hey \Cys-C BRI , 22 45 48124 8 L (P<0.05) . £51® 1L B2-MG Hey .
Cys-C 25 DR f& [ H 2, JARFR/K T2 7] ) DR B F R , B =I5 FRICK X DR 12 i (i K 47

(SRR BRI AE ; B2 IR s MIEFMEIMNER C; R 2R ; AOCHE

32-MG .Hcy.Cys-C detection in the diagnosis of type 2 diabetic retinopathy
CHEN Bin, QI Xiaoling*, XU Liwu, HU Wenwen, HUANG Peipei
(Department of Endocrinology , Huainan First People’s Hospital, Huainan, Anhui, China, 232007)

[ABSTRACT] Objective To investigate the diagnostic value of combined detection of serum (2
microglobulin (B2-MG) , homocysteine (Hcy) , cystatin C (Cys-C) for type 2 diabetic retinopathy (DR).
Methods 173 patients with type 2 diabetes mellitus (T2DM ) admitted in our hospital from January 2018 to
February 2020 were grouped according to the condition of fundus lesions in T2DM patients. NDR group
(international clinical grade 1) T2DM 61 patients without retinopathy , 53 patients (international clinical grade
2~4) with non-proliferative diabetic retinopathy , and 59 patients with proliferative diabetic retinopathy in PRD
group (international clinical grade 5). The serum B2-MG . Hcy .Cys-C levels of each group were compared,
the correlation DR serum B2-MG. Hcy. Cys-C was analyzed by Pearson method, the risk factors were
analyzed by multiple regression method, and the ROC curve was drawn. Results The T2DM disease course,
SBP, HbA1C, B2-MG, Hcy, Cys-C and other indexes of each group were compared. The difference was
statistically significant between PRD group> NPDR group> NDR group (P<0.05). Serum 32-MG, Hcy, Cys-C
were positively correlated with DR patients ‘T2DM course, SBP, HbA1C (P<0.05), and DR patients’ serum
B2-MG, Hcy, Cys-C index correlation analysis were also positively correlated (P<0.05). Logistic multiple

AR A 2R EH TR AFHE TR B (2018B54)
Y Bds TR — AR ER A, 8, i d 232007
*BASAE A F0e >, E-mail : weizhoulsk49709@163.com
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regression analysis showed that the course of T2DM, SBP, HbAIC, B2-MG, Hcy, and Cys-C were
independent risk factors for DR in patients with T2DM (P<0.05). After ROC curve analysis, the area under
the diagnostic curve (AUC) of B2-MG, Hcy, Cys-C and three indicators of DR patients was 0.762, 0.735,
0.887 and 0.935 respectively. The diagnostic efficacy of the three indicators was significantly higher than that

of serum B2- MG, Hcy, Cys-C single test, the difference was statistically significant (P<0.05). Conclusion

Serum B2-MG, Hcy, Cys-C are DR risk factors, and their index levels can reflect the disease status of DR

patients, and the joint detection of three indicators is of good value in the diagnosis of DR.

[KEY WORDS] Diabetic retinopathy; B2 microglobulin; Serum cystatin C; Homocysteine;

Correlation

B PR 9 A ] 5205 A2 (Diabetic retinopathy , DR)
& 2 A R ((Type 2 Diabetes Mellitus, T2DM ) £
HH UL I A& E B, DR &3 % 30~70 2 ABESE
(A — T R o TR IR R BRI G216 1l A 3 5%
FTF-B #1112 DR B4 6 = R | B A= fb e br
SRAR AL W SR A2 1A SR B o PRI, -4 S50 R
I R A5 AR A T 6 L, BE R I AR I2 18T DR $ it
7%, BRI NE B2 Bk 1 (B2-micro-
globulin, B2-MG) . [F] i > it & 2 (Homocysteine,
Hcy) Bt #1 2 C(Cystatin C, Cys-C) 5 T2DM ' 5
R A K I i e 4 A % D) OCHK o Migdalis 55
5%, W PRYE B 55 DR S8 J@ M PRI PR I 4 O A
PR IT ARER IBLRIAHIE . ARPFSE AT B2-MG
Hey .Cys-C 5 DR & IAH G, S Bl i T2DM i
I RS AR PR AL T 2 AT RE R AR M2 ie Wide A o

1 FRFAE

1.1 — gk

W AE AR BE 2018 4F 1 J] 2 2020 4F 2 H WA 1Y
T2DM &% 173 ], 155 “WHO Hl JR 5 12 Wi br 1fE”
il % T2DM A5, 55 % 106 1], %t 67 1], 4E 3%
35~73 % AR IS (53.88+5.41) %, HATHRE IR
AHAS A, ¥ JE DR [E BRI IR 73 2 bn i 341, NDR
24 (1 #1) T2DM JCHE M 555 25 25 61 141, NPDR 44
(2~4 1) JE 4% % 0 PR s A0 I 155 A2 25 53 1]
PRD #H (5 1] ) 3 5 1 b PR 9 L I B2 42 25 59
B, ABEIE 20 s B e 2E PRS2 B ST e b

Y ABRAE : OFF A 2 UM PRI A I 50 728 1)
Wit ; QB B IR R R IEA Y, IEE B g
W HEERAR e OF e RN, 80A RS
P, SGHEAT I IR TR ; QWK 25 Wi s W IR
o BAE iR Hh 75 5 'R /N ER € 23 % /N 65 mL/ (min -
1.73 m) ; G0 I 1M A5 B 7 5 @ H AR PR D) BE T #E 5k
R s DR Id %,

1.2 2WibrifE

DR [E B it R 53 932 Wibm - A7 S i i HR JiE 4
Fr ol IR JER D ErE A, 130 . T2DM B35 IR IE AR L
S 52 1 MR ECTB KR 2 BE T g 3 1 - sl
Ik a8 i H. , A7 AE S T 85 B NPDR 9 P B2 R B 5 4
1 K WL PRD {RAIE , {H A A AE— DU 52 FR>20 40 11 1)
JEEPA HR I, 2 S G BRAEAE Kk R R S i, B
) S PN B4 0L 5+ B (Intraretinal microvascular abnor-
mality, IRMA) ; 5 8] : 37 2E 1l 5572 RN (B0 3 35 44
E0 A SRR R B i 2R AR o 2~40 A R S B A PR
PRI BB AE | 5 WA 35 AR DR o 1L D) B 2%
1.3 Tk

IE KA 41 T2DM BB AR IS PR e AR I 4
J% (Systolicbloodpressure, SBP) | & 5k H (Dia-
stolicbloodpressure , DBP) &5 3L 2k W8 B} , 28 fr 6 h, T
T R ICE K I Smi, 9 °R A 4 | 3l A 4k 4 A A
(H 377600 ) A6 W0, 5 255 5 40Tk T 12 4G 0 24 2 It
(Fasting plasma glucose , FPG ) 7K, fifg i 46 0 125 2%
& Jig £5 1 A9 [# B (High density liptein cholesterol ,
HDL-C) %5 & A 5 11 iH [ [ (Low density lipo-
protein cholesterol, LDL-C) . i H [ [ ( Total cho-
lesterol, TC) . H ¥ =i (Triglyceride, TG ) , Ifi. JLEF
(Serum creatinine, SCr) . Ji8 % % (Blood urea nitro-
gen, BUN) , 155 H JCRH 72500 52 WAk 1L 41 26 1 (glyco-
sylated hemoglobin, HbAlc) , #2345 Lt b 6 ) o
B2-MG .Cys-C, J ¥ % Hey .
1.5 Gtk

K SPSS 20.0 A 4T 73 #r , IE AT K
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5, & Jl Fisher i V) LK 56 , #H 5GP 20 H >R H
Pearson %, 73 BT 40 0 RS0 A8 & A= R A 1 PR 2 B, SR
H Logistic [71 15 43 #77% , Graphpad %X 1 il /£ ROC
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£k, P<0.05 hZEFA G TR X,
2 #HR

2.1 KA IKRTOR L
£ HAE W VER] . DBP.FPG .HDL-C .LDL-C .
TC.TG.SCr .BUN %545 F5 b4, 2 57 L4 it 24 &

X (P>0.05) , PRD #H T2DM %% & #H & K F NPDR
205 NDR 4, SBP . HbA1C .B2-MG .Hcy . Cys-C 7K
SEHA =5 T NPDR 41 5 NDR 4, 2 A St =
X (P<0.05) ; NPDR 4] T2DM ¥4 £ . SBP .HbAIC .
B2-MG .Hcy .Cys-C 5 NDR #4 I 45, 22 3 H 483
B (P<0.05), WFE1,

R BARKEHLLE (vxs)

Table 1 Comparison of clinical data of each group (x+s)

B2 NDR 4 (n=61)  NPDR i (n=53) PRD 4 (n=59) FAE/¢H P
(%) 53.67+5.29 54.18+5.37 53.82+5.51 0.13 0.876
R« 38/23 32/21 36/23 0.046 0.977
T2DM Y 2 (4F) 5.16+1.73 7.22+1.85" 8.34+1.94"" 46.11 <0.01
SBP(mmHg) 119.64+10.61 130.27+14.73" 139.64+13.24"" 36.23 <0.01
DBP(mmHg) 75.36+11.73 78.61+12.35 80.14+12.64 2.39 0.095
HbALC (%) 8.16+0.95 8.93+1.16° 9.75+1.24*° 30.22 <0.01
FPG (mmol/L) 8.58+1.05 8.91+1.22 9.12+1.36 3.02 0.052
HDL-C (mmol/L) 1.08+0.11 1.10+0.09 1.12+0.13 1.92 0.150
LDL-C (mmol/L) 2.59+0.41 2.61+0.45 2.72+0.47 1.47 0.233
TC(mmol/L) 4.56+0.58 4.46+0.71 4.37+0.68 1.26 0.287
TG (mmol/L) 1.72+0.33 1.78+0.41 1.86+0.35 2.24 0.109
SCr(wmol/L) 68.68+11.54 70.38+12.52 72.36+13.84 1.27 0.284
BUN(mmol/L) 6.18+0.56 6.22+0.61 6.35+0.79 1.07 0.345
B2-MG(mg/L) 2.28+0.61 2.74+0.53 3.38£0.73"" 45.77 <0.01
Hey (mol/L) 11.67+2.41 14.21+2.52¢ 18.59+2.81*" 109.44 <0.01
Cys-C(mg/L) 0.84+0.12 0.97+0.15° 1.27+0.19*" 119.21 <0.01

7 : 5 NDR 40 [t 45 *P<0.05, 5 NPDR 4 "P<0.05,

2.2 [ B2-MG Hcy . Cys-C #H M504

7% B2-MG 5 T2DM %% £ . SBP. HbAIC,
Hcy \Cys-C 2 1E A5 (P<0.05) ; iL¥E Hey 5 T2DM
%5 T2 . SBP . HbAIC . B2-MG . Cys-C & iF A % (P<
0.05) ; Ifil & Cys-C 5 T2DM Ji% £ . SBP . HbAIC .
B2-MG Hey #IEAHXK (P<0.05),% 2,

F2 Mm% B2-MG.Hcy.Cys-C XM
Table 2 Correlation analysis of serum 32-MG, Hcy, Cys-C

sokr B2-MG Hcy Cys-C
T P P rE PIE

T2DM JE#2E  0.458 <0.01 0.385 0.011 0.368 0.017
SBP 0.225 0.043 0.276 0.041 0.288 0.039
HbA1C 0.334 0.026 0.318 0.031 0.357 0.022
B2-MG - - 0.576 <0.01 0.624 <0.01
Hcy 0.576 <0.01 - - 0.635 <0.01
Cys-C 0.624 <0.01 0.635 <0.01 - -

2.3 DR AXKH Z Logistic Z It 17537
DL DR {E R R4, $43 1 F T2DM Ji#2 . SBP.,
HbA1C.B2-MG . Hcy . Cys-C 2§ P<0.05 $§F51E J H

A5t 17 Logistic Z TG B 434 , 45 R UESE , T2DM i
# .SBP . HbA1C .B2-MG .Hcy ., Cys-C ]2 T2DM
H 1% DR ST AR R 2R (P<0.05) 3R 3,

%3 DRIEXEZE Logistic % LB 547
Table 3 Logistic multiple regression analysis of DR-related

factors

ARt B SE{i P{i OR{H 95%CI
T2DM FE 0515 0.217 0.039 1.583  1.028~2.516
SBP 0.047 0.013 0.031 1251 1.073~1.448
HbAIC  0.931 0416 0.045 1.543 1.274~1.959
B2-MG  0.876 0.257 0.024 1.294 1.123~1.578
Hey 0.517 0.086 0.037 1.718 1.425~2.073
Cys-C 0.168 0.064 0.013 1.187 1.039~1.328

2.4 [fiL¥ B2-MG .Hcy . Cys-C £ Hi DR A ROC i
Lot

2% ROC il €& 43 M7 T A1, = T00 38 A 16 K6 12 BT
AUC 4 0.935, DR 2 Wi i 3 = T 1L % B2-MG.
Hcy .Cys-C FAIE bR AT 25 5 (P<0.05) , % 4 K 1,
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£ 4 I B2-MG.Hey. Cys-C 2 #7 DR B ROC B2k 547
Table 4 ROC curve analysis of serum 32-MG, Hcy, Cys-C diagnosis of DR

FebR AUC SE i P1E OOP S U 2B AR
B2-MG 0.762 0.032 <0.01 >2.71 82.16 66.87 0.592
Hey 0.735 0.029 <0.01 >16.34 77.35 47.26 0.485
Cys-C 0.887 0.021 <0.01 >1.05 65.18 84.36 0.667
B2-MG+Hcy+Cys-C 0.935"" 0.018 <0.01 - 81.53 93.18 -

5 B2-MG H#8 *P<0.05, 55 Hey H#8 "P<0.05, 5 Cys-C H4% <P<0.05.

L0
B2-MG+Hcy+Cys-c
0.8 Cys-c
B2-MG
i 0.6 Hey
E g4
0.2
0
02 04 06 08 10
1-F7 5
E1 IniF p2-MG.Hey.Cys-C & ZIBA#12 BT DR £
ROC M £ 53 47

Figure 1 ROC curve analysis of serum 32-MG, Hcy,
Cys-C and three joint tests for diagnosis of DR

3 itip

W PRI I 2 B 5 8 40 L D) AR 7 7 £
A5, I HOR AR A AR ARG, M H— R A
DLt R A2 I 45 7 A AR R YT R
B 1k 3% 09 5 T BE . B2-MG B 8k N2
W PR I & B 1 L AR B 6 B B0k A
WERG™ o AHCHFIE R A, B2-MG 7K - 75 15 ik S
PR g A R A TP 4 R . 94, B2-MG BE G
HbA1C W] 7F — 2 & B 1 101 D00 PR s 2 3 I & ik
L5595 A8 4 AT BE M, X 02 16 B SR R | T By A
KIFRIEARKAEM . AR 450 oK, DR K
o " AR R, HLRCE B2-MG IR T, HL IV
B2-MG Xf T2DM Jf- & DR 12 Wi &k R & it , ol A5
RTAL DR B35 B o 1% 45 J 50 T 45 O B 5 AR
o HEZN B2-MG /KPS ALY I AR £, 40 1 I
W LT BEARHE S5 2] S 2T B2-MG ThE . X
I H 2 D) B2-MG 1 2 DR 458 45 VP AG A5 o 18 A7 A
A LA A PRI A s

WFFEIN A, Hey T = & il IR B L 3l ik ok
FERELL B8 PR th 2 AR Il ST fa B R 2 . B
SERIE, U R AR I S AR B AH D A i
T Ak 459 5 v () R0~ e IR IMLE AF O o AR AR 5T AH &

PEAY T 45 SR 1L Hey 7E T2DM % 3 & DR
YA 25, AR Hey t/2 DR R 12 WiigUsds
Fro BrbBrsede i, Cys-C 5 B4R s BEAE 1 |
SEE LI A P IS At A7 AR AR KA S, I B AR
FEENHME- . shFEIESL "™, Cys-C [ &Y
I BE 20 i AL o B 9, (W] B Cys-C nl 5 48 14
. ABFFTUESE, iLE Cys-C Al HUl $F-44 T2DM
Jf% DR 57,4 ]+ DR #1297

B A X DR g BLAL 1 W 5 TR, e BB IR s
B I & DR SR i 2GR AT MR AR LA RE
B A AR BT B ATLAAR S A I 8 S 3 A Pk
15 B2-MG . Hey . Cys-C A &, A 50K L
5 B2-MG . Hcey . Cys-C fF 7 DR B £ 45 b , B i
= T B2-MG . Hcy . Cys-C FLIUZ Wi 34 RE , #2718 [A)
iif B2-MG . Hey . Cys-C = Wi Bk 4 ¥ 25 A #) T DR
Joa I P BE PFA , o4 DR PG A2 Wik i . HL s
B2-MG .Hcy .Cys-C A= {8 br U4 K A Jr =04
FE, E W E T2DM 8% B2-MG Hey . Cys-C /K-,
XS WEl DR %A= K B B EEANMA

Z bRk, IfL 3 B2-MG | Hcey . Cys-C ¥ DR
fa b R 2, HARAR K -] [ DR & 15 72
H = I8 AR X DR 2 Wi B R4

5%
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P U miR-9 % LPS i T AR LoD MLANAR 59 P 157
WARR SRR

A RGN K=

[ E] HH W5 miR-9 7EMEEAE K FUO NIALZ P B 3 1k K H T LPS 5 519 K Rle LA il &
SE BT s FPLE . i R ERE K R, qRT-PCR A5 I K BRC ILZH 21 b miR-9 k748
ko 7E B LA A % ¢ miR-9 inhibitor, 45 7 LPS 203, gRT-PCR ;| miR-9 &1k , CCK-8 6 l 4t il
76 J1, ELISA 746 I 20 i 85 37 L7 *F TNF-o JIL-6 . IL-1B 7KF-, Western blot #: I 41 s H p65 . p-p65 & H
FEKF, NE-kB 15 53800 7 4k 38 %% 4% miR-9 inhibitor LI 89 B WLAH MY , 255 LPS #5450 20 it
5 TG TR i T TNF-o IL-6 IL-1B /KF. &R MeAE R FLC I L miR-9 RB/KFTHE
LPS 231 LS 1Y K B LR A miR-9 SRR ZKF-Fhyar , A i3S 0 T [, 40 A 53 WA Y TNF-o IL-6  IL-1B 1
% I p-p65 8 13k F-THES o H5 44 miR-9 inhibitor J5 [ LPS 41 F O UL o miR-9 635 7K - 14
8, AN TG 0 T, A 43 06 B TNF-o \IL-6 IL-18 3820, 41 p-p65 2 11 £k K F 2> . NF-«B {5
530 R0 T LAY 5 miR-9 inhibitor X LPS %4~ K BRC LA I 356 ) 143 36 TNF-o  IL-6  IL-1B 51 .
i miR-9 7EMRERAE K BUO WAL S & 263k, F IR L2 25 mT LAl LPS 75 51 K BloC WILAH I 2 5 Y1
Gy A FHMLE] 5 NF-kB 15538506 A 5% .

[RER] MEIE; miR-9; &IE; NF-kB 55

The effect and mechanism of down - regulation of miR -9 on LPS - induced

inflammatory factor secretion in rat cardiomyocytes

LI Yuanli '*, ZHAO Jibo’, ZHANG Sanming’

(1. ICU, the first affiliated hospital of hebei north university, Zhangjiakou, Hebei, China, 075000 ;
2. Department of anesthesiology, the first affiliated hospital of hebei north university, Zhangjiakou, Hebei,
China, 075000; 3. Department of cardiovascular medicine, the first affiliated hospital of hebei north university,
Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To study the expression and mechanism of miR-9 in myocardial tissue of
sepsis rats and its effect on the secretion of inflammatory factors induced by LPS in rat myocarditis. Methods
A rat model of sepsis was constructed, and the expression of miR-9 in rat myocardium was detected by qRT-
PCR. MiR -9 inhibitor was transfected into rat cardiomyocytes, treated with LPS, miR -9 expression was
detected by qRT-PCR, cell viability was detected by CCK-8, and TNF-a, IL-6, IL-1f3 level were detected by
ELISA, the p65, p-p65 protein expression levels in cells were detected by western blot. Rat cardiomyocytes
transfected with miR-9 inhibitor were treated with NF-«B signal activator and stimulated with LPS to detect
cell viability and TNF-«, IL-6 and IL-1 levels in the cell culture supernatant. Results The level of miR-9

in myocardial tissue of sepsis rats increased. After LPS treatment, the expression level of miR -9 in rat

Y Bfi ] A FRMEFH —ERICU, 7Tk, 5K % 2 075000

2. A F IR MG F — B R AREFE, 7T, TR R 2 075000

3. F FEWE S — ERS hd A, A, K E 2 075000
*BAEMEH  FHE AT, E-mail : 30994470@qq.com
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cardiomyocytes increased, the cell viability decreased, the TNF-a, IL-6, IL-13 secreted by the cells

increased, and the p-p65 protein expression level in the cells increased. After transfection with miR-9 inhibitor

and sitimulated by LPS, the expression level of miR-9 in cardiomyocytes decreased, cell viability increased,

TNF-a, IL-6, IL-1 secreted by cells decreased, and p-p65 protein expression level in cells cut back. NF-«kB

signal activator can reverse the effect of miR-9 inhibitor on the viability and secretion of TNF-a, IL-6 and IL-1(3

in rat cardiomyocytes under LPS conditions. Conclusion miR-9 was highly expressed in myocardial tissues

of septic rats. Down-regulating miR-9 expression can inhibit LPS-induced inflammatory factor secretion in rat

myocardial cells. The mechanism of action is related to the inhibition of NF-«B signal activation.
[KEY WORDS] Sepsis; miR-9; Inflammation; NF-«B signaling

JHR i RE S — P T g I B R e
GEAE P43 1R DG B , IR T 5 | R 1) o LA 47 2
I PR % W 3F & E . g 22 B (lipopolysaccha-
rides , LPS) J& & ULAY 2 MR #5905 R, LAl 244
AL BRI O LA M 453405 19375 5 . miRNA
JETEAE AR N I AFE AR SRS RNA, K/ NN
20 nt, JPHN & EERSE, A ZREYEER . S5 A
FEPR IR . BRI WoR, BREEE M R AR
miRNA [ 55 #1574 &, miRNA 55 £k 5 M
iU LA A S E PR T4 I 3 A7 6 . miR-9 16 A Ak
W ZA 2R 33k, HoA R A i A
HARIEFEYIR . AR RV, miR-9 7EKEEAE
FeIk IR, ABR miR-O AT LAVS/ D i AE /D BRI 3
FAE KO I /N B AR AF B R, miR-9 7
O WL RIE T ISR A B B AR S 0 L
R . NF-xB 5 Sl 1225 NN RAE
SN ARG 5 A e A A R EE P B O R
PE LR KT T AR IR B RE O U7 . AR S50
F5T miR-9 7E BRFFAE K B LA 2 i kA8 4k
PRVT 18 miR-9 %} LPS 755 19 K Bl U LA S SE 45
P s FNAILAR , A ) 35 PRI F B EE I BLC AL
P 58 e B2 E 43 & AE WL $R S

1 #RERE

1.1 MK

SPF 4 B AF R BRI 11 4 38 ) A2 5255 3l g vh
O KT 200~220 g0 KRG LA HOC2 11 H R
e 3 A A AL A FR 23 7 5 inhibitor control ,miR-9
inhibitor 14 [ 175 B Hl 5 E AR A BRA w5 51 B
AT A TR (i) IR A BR S F 5 1 ; TNF-a £
D50 25 A i B 7 AR RO BR A A p6s
p-p65 PLIRNE F 3¢ [ Abcam ; IL-6 A2 57] &5 4 H
W EFERMT A PR A s LPS 4 1 38 [F Sigma; IL-18
Ao R0 & A TR IR AE MR A IR F]

1.2 MeEpiEpi Al by gt

KA 2 21, 40 9 H, 4 Model Fil Normal 2,
1.3 qRT-PCR H il i #3500 L ZH 21 miR-9 Rk

H Trizol $2& B0 LA 2L b 1Y 5 RNA, [ F% 5
A cDNA, L) cDNA WA 1T qRT-PCR JZ b ,
miR-9 Ll U6 fE N2, R 244 23158 miR-9 Al
POESSE g
1.4 U LA 2 G A gy 2H b 2

A& A 10 wg/mL 1 LPS 20 i 1% 3% W 55 57 20
fitl (LPS 21 ) ; LPS+Anti-NC , LPS+Anti-miR-9 ZH .(»
WLZH M A S 56 TF 66 17 12 h 49 51 %% 4% inhibitor con-
trol . miR-9 inhibitor ; Control 20 40 Y 1F % 5555 . 7
K5 Anti-NC | Anti-miR-9 5% e 2.0 JJLA0 I,
A& A 10 we/mL (4 LPS 40 ] 1% 5% i 55 57 40 i
77 e AE LPS+Anti-NC 41 , LPS+Anti-miR-9 4 ,
1.5 CCK-8 Fa il 4H % 11

WU WILAH P e HE“0.47 4321 5 4R 21 96 FLAR
P (2x10° AL ) , BEFLESIN 10 WL ) CCK-8 %, 4k
LR 37CIFE 2 h, AR E 450 nm ) OD {HL.
1.6 ELISA % & IV 2 o 3% 5% W 3% o TNF-a .
IL-6 . IL-1B 7K

Control \LPS .LPS+Anti-NC .LPS+Anti-miR-9
ZHAM MRS IR 24 h DS AR BE IR 13, 43
TNF-o K638 77 & L IL-6 #6032 57) & TL-18 A6 )
A& TNF-o  IL-6 IL-18 7K, 2 BR 58 4%
MR SR B A T
1.7 Western blot Kzl p65 .p-p65 EFIFEHAKF-

Control . LPS , LPS+Anti-NC , LPS+Anti-miR-9
A0 RS 7 24 h, WCAE AN IE , £ B4 i B R
BCA A& ¢ & , Il A Loading Buffer &4 , ¥ 7K
& 5 min, SDS-PAGE ¥ LK , 75 I, 2= R A 2
h, BN —PURs B S —PURs B, T in ECL .
@, v Tmage J 4347 8 4541 1K JEAE, LA B-actin
YERZ R ST R AR R IR . p65 . p-p65 —Hit
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A3rHILA1:1 000 F11:800 FikE, —HTLh 1:2 000 ks
1.8 NF-«B {55 #0618 miR-9 5200 L4
i 530 SR A TR - A R ARG

O JUL 20 B 5% % miR-9 inhibitor LLJ5 , & A
10 wg/mL 4 LPS fl 1 wmol/L #J NF-«B {5 5 4
1% 7 PMA 4 Jd 3% 5% W 3% 7% , ik & LPS+Anti-miR-
9+PMA 4 , ) LPS+Anti-miR-9 ZH { }y %} #8 , CCK-8
R0 41 B 5 77, BLISA A6 I 41 B 1% 97 W13
TNF-«  IL-6 . IL-1B 7K ¥, Western blot & il 2 ity
11 p65 . p-p65 & 1R KK, LB [F L
1.9 Gl

JH SPSS 21.0 F A ATBAE 3 e o3 b, i H i Bt
F (x+s) 7R, LA T FEAS (K50, 241 22 5
FER AR 2 )7 2%, P<0.05 HE S B G5 X,

2 FR

2.1 miR-9 TEMRFESE R BLO WLZH 2 rp s ik
e RERE A B ILZH 2L P miR-9 2Tk /K- I 5
TIEH KR, ZF A5 E X (P<0.05), WK1,
1 KRESEXRONHELF miR-9 FRIEKTE (x+s5)

Table 1 Expression level of Mir-9 in myocardium of septic

rats (x +s)
21 5 miR-9 7K
Normal 1.00+0.08
Model 2.15+0.16
HH 18.18
P <0.001
2.2 miR-9 inhibitor ¥ LPS &4 .0 L2 it

miR-9 F ik K-

LPS Ab 2 L5 90 WLAH () miR-9 ik 7K
SE-F4 5 5 %% Y miR-9 inhibitor 5 B4 0 JIL4H A 28 3
LPS b BELLJ , 20 i ) miR-9 ik KF TR, 22
SAGIFE X (P<0.05), WFE2,

% 2 miR-9 inhibitor ¥ /I LPS £ 14 T /0 ALZH i Fp
miR-9 RiLKF (x+s)

Table 2 Expression levels of Mir-9 in myocardial cells

before and after transfection with Mir-9 inhibitor (x +s)

2H 5 miR-9 /K-
Control 1.00+0.10
LPS 1.96+0.13"
LPS+Anti-NC 1.99+0.15
LPS+Anti-miR-9 0.98+0.12"
FiH 160.30
P1E <0.001

7 55 Control F# ,*P<0.05; 5 LPS+Anti-NC 1458 ,°P<0.05,

2.3 T miR-9 Jil /> LPS 55 1.0 L4 4325 48
ik KT

LPS b LS5 90 LA M 77 REAL , 240 3
) TNF-a \ IL-6  IL-1B 34 £ ; % Y% miR-9 inhibitor
J& B0 JUL A M 28 5k LPS A0 BE LLJS , 48 i 4 6 A
TNF-a IL-6. IL-18 ¥ 2>, 22 5# A G it % 2 X (P<
0.05). L33,
2.4 FiHmiR-9 1 LPS i3 H0.0IL40 I H NF-xB
ERERlili 80

LPS &b B LS5 40 LA B p-p65 25 H £
Ik 7K -1 %2 5 5 0t miR-9 inhibitor J5 (4.0 JIL 48
20k LPS 2L HE DL /S, 40 il b p-p65 4 11 3K ik K
T, 2R G E L (P<0.05) . WK,
* 4,
2.5 NF-xB 55 806 533 7% T 3 miR-9 # ] LPS
R O LA L 530 58 i PR -1

NF-kB 5 5 ¥ % 771 PMA 403 T 34 miR-9 %)
L LA, 22 LPS 5 S LUG , 4 1) p-p65 5 H
FIRIKETH T A 53 W B9 TNF-a \ IL-6 \IL-18 7K
FIb i, EZRA S E X (P<0.05) . WLE 2.
%5,

&3 miR-9 inhibitor ¥ AT LPS 544 T AL AR 53 i B9 TNF- IL-6.IL-18 K FFILRAF S (v +s)
Table 3 Levels of TNF-, IL-6, IL-1 secreted by cardiomyocytes and cell activity before and after transfection with Mir-9

inhibitor (x+s)

2 531 TNF-a(pg/mL) IL-6(pg/mL) IL-18 (pg/mL) OD {H (43 1)
Control 223.54+12.05 165.24+13.28 104.41+10.22 0.450.04
LPS 1456.27+125.26° 1205.10+110.36° 054.28+72.30° 0.32+0.03"
LPS+Anti-NC 1420.31+104.42 1156.72+103.32 968.51+63.25 0.31x0.04
LPS+Anti-miR-9 869.97+65.14° 647.98+43.75° 559.76+60.43" 0.42+0.05
F1H 403.40 349.10 462.61 106.69
P1{H <0.001 <0.001 <0.001 <0.001

1 55 Control L, *P<0.05; 5 LPS+Anti-NC [#, °P<0.05.
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Control  LPS LPS+Anti-NC LPS+Anti-miR-0 T IIREN)/ NV RNA, miRNA HAA ZFIRE, 7E45Fh
p-p65 RAE A AR AR S R AR . SR HGE
s SR, ZRBG I KL S miRNA #GRA X, miRNA
A RERSIRIT A2 FARic™ . MEEEAE Y A
B-actin

1 Western blot #ill miR-9 inhibitor Xf LPS £ T AL
ZH B FR p-p65.p65 T B RIEFMA
Figure 1 The effect of Mir-9 inhibitor on the expression of
P-P65 and P65 protein in myocardial cells under LPS

condition was detected by Western blot

&4 miR-9 inhibitor ¥ LT /F LPS S TO AL H
P-p65.p65 FIEKFE (x+s)
Table 4 Expression levels of P-P65 and P65 in myocardial

cells before and after transfection with Mir-9 inhibitor (x+s)

R p65 p-p65
Control 0.89+0.09 0.23+0.03
LPS 0.87+0.07 0.76+0.07°
LPS+Anti-NC 0.88+0.10 0.7420.05
LPS+Anti-miR-9 0.860.11 0.31+0.04°

F1§ 0.15 233.39

P1E 0.96 <0.001

1 : 5 Control %8, °P<0.05; 5 LPS+Anti-NC 1%, °P<0.05,
LPS+Anti-miR-9 LPS+Anti-miR-9+PMA
p-po5
po5
B-actin

B2 Western blot #ill NF-«kB {5 S5 #i& 34 T i miR-9
00 LPS & T 0 AL R p-pos ERFRIAIER
Figure 2 Western blot analysis of the effect of NF- B signal
activator on the expression of P-P65 protein in myocardial

cells under the condition of down-regulating Mir-9 and LPS

3 itip

miRNA ¢ H SR B 32 7, ) — 2R A %

A A2Z 3] miRNA PEFEVE R, HERA AR 5 eagie
PO . miR-9 42 H TR B AP 3i 23k 1Y
PE1 DR FE e A 2R Th R FEVE R BRaile i
R, miR-9 S RRAEA ¢, HAEMGEAE h 3Rk b
A, E R miR -9 B MR FEEAE /N AR AE , T I miR-9 16
AT LI E AN AR AE 753 . miR-9 & —Ffuls
LB i PR, AR 4R sl it LA B3 405 h &
FEARHEVE" . AR SE50 2 W], miR-9 7ERHEEE K
SO LAk B, 1B miR-9 W] BB SR ERAE K
SO G, 13X 5 _ IR RIE LS AT & o

A i 4 B 1 S E SN, BRI O A
P DL e B E St FE o WP S, R BEAE &
AR, O LA R Rt 1) 9 R 7, 12 1E 4R i 451
1. LPS SEMEEAE MIESER 7, o] ARG M S0
WU R 07 , S O LA MR AE R, TNF-ac,
IL-6.IL-1B &% WL BERE 480 K, AT DA i 48
fERA SO . AR B SEEREE SRR,
LPS Zb 3 LA B R BRoC LA L 334 ) TNF-o JIL-6
IL-1B #4240 ARG 1 T R, 1 T I miR-9 ] DL
LPS %f K KL L4 TNF-oc IL-6 IL-1B 43 WA R4 ity
5 FHEE X Ui R miR-9 EAHIH LPS 551y
AN AE T3 I TE A

AR S5 A 6 BT, LPS Ab R LS 80 UL A A p
p-p65 85 K- TH 5, po5 & F F A BA 21k, i T
& miR-9 1] DL FEAKO LA B p-p65 B FH £ ik K
7, miR-9 1E HIHLHI AT 6 5 p-p65 £ Ko p-p65 &
p65 IR ILTE 2, p65 J2&: NF-kB {5 544 Sl i Y 5%
HEWBA . NF-kB E— 2 U RE AT 7, Hi
605 T LA S URRE AR WFFE s o, e
BESE Y NF-kB 2o BEHOE | M| NF-«B {5 % 7 LA

&5 NF-«kB {5 S#i&# 4 miR-9 inhibitor ¥4 f5 LPS &4 T O AR H p-p65.p65 FRiE K F HREE 51505 ik Y
TNF-a IL-6,IL-1B 7K (x +5)
Table 5 Expression levels of P-P65 and P65, cell activity, and secretion of TNF-, IL-6 and IL-1 in myocardial cells treated

with NF- B signal activator after Mir-9 inhibitor transfection (x+s)

£ ) po5 p-p65

TNF-a(pg/mL)  IL-6(pg/mL) IL-1B8(pg/mL) OD {E (i3 1)

LPS+Anti-miR-9 0.87+0.12  0.34+0.05 875.36+52.17

684.20+55.32  570.86+43.31 0.44+0.06

LPS+Anti-miR-9+PMA  0.85£0.10 0.79+0.09"° 1395.47+109.94" 1105.58+92.36" 1034.01+85.52* 0.36=0.02"

tHH 0.36 12.36 12.09
P1H 0.72 <0.001 <0.001

11.07 13.67 3.58
<0.001 <0.001 0.003

1 : 5 LPS+Anti-miR-9 [#% ,°P<0.05.
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SLE Fe LN B LI Clq HY#ER K - K 2 5

KA X7

[(# Z] BH i RSEVELHERAE (SLE) s A LG 1 Clq W B, 4387 H 5 95903 16 30 5 1 AH ¢
P BRI ARG B R (LN) BRI W P A X, ik B 160 6 SLE B IR ARIE B R (LN ) 2 Wibr e
4328 LN 2 F1TG LN 21, 3356 0 50 461 5] 1 28 KU 15 98 (RA ) BBE AR s % HRA, 50 g R R4S 5 VR R
fatRREXT HE AL 5 A #MAS 1q(Clq) JHMA 3(C3) HMA 4(C4) FLk/IMETLIR (AnuA) HXUE DNA (ds-DNA)
PUAREIH | 7301 Lo a5 4 2 18] Clq 9k B2, JFK Clq 5 2RI IR | 52 56 5 48 A5 A0 OGPk 4347 5 43 A
Clq .9 ds-DNA Hi{k  AnuA =F A K IAE LN P2 Wi (E. 43R SLE 41 Clq W IK T %0 %t IR
R B2, 22 A G822 35 X (P<0.05) ; 76 SLE 417, LN (3% 55 LN S5 50175 Clq K F 1
iﬁc 2 RH G X (P<0.05) 5 SLE 1 3 15 Clq /KPR TFRELL, SLE B34 L7 Clq /KF-5 1L
T A IgM ¥R E 5L IEAH 541 (P<0.05) , 5 C3 . SLEDAIL F43 | ML T 42 G40 S 1 (P<0.05) , S54RI 151
C4.C-J W £ 1 (CRP) JULRF DL B PR AETOMH G . B6A LY Clq . Bt ds-DNA $144 2 AnuA 127 LN (1)
WERE | R A R S R B (P<0.05) o 538 1T Clq 5 SLE i 16 sh AH 5 , I 52 SLE i 4 I 7
Clq ¥e i, % LN i B2 W B + 0 EE S5 ME il 504 K0 i Clq .9t ds-DNA Hi /4  AnuA
A RIS W ALRE -
[XEIR] REMELABRIE; RIBHER; Clg

Changes of serum complement Clq level in patients with systemic lupus

erythematosus and lupus nephritis and its significance

ZHANG Mingjiao', WU Yong**

(1. Department ofRheumatology and Immunology , The Third Affiliated Hospital of Southern Medical, Univer-
sity, Guangzhou, Guangdong, China, 510630; 2. Clinical Medical Laboratory Center, The First Affiliated
Hospital of Jinan University , Guangzhou, Guangdong, China, 510630)

[ABSTRACT] Objective To detect serum complement 1q level in patients with systemic lupus ery-
thematosus (SLE) and to analyze its correlation with disease activity , and finally to discuss its significance in
the diagnosis of lupus nephritis (LN ). Methods 160 cases of SLE patients were collected and divided into
two groups on the basis of LN criterion; 50 patients with rheumatoid arthritis (RA) in other rheumatic disease
group and 50 cases in normal control group were collected. C1q, complement3 (C3), complement4(C4), anti
-nucleosome antibody (AnuA ), antibody to double-stranded DNA (ds-DNA ) and other items were detected,
the differences among the groups were analyzed. Results The Clq level of SLE patients was, which was
lower than disease control group and healthy control, and the discrepancies between two sets were statistically
different (P<0.05) ; When it comes to SLE group, the levels of serum Clq in LN patients and non LN patients
were and respectively, and the difference was statistically significant ( P<0.05) ; There was positive correla-
tion between C1q and serum immunoglobulin M (IgM) in SLE patients ( P<0.05) , negative correlation with

C3, SLEDAI score, blood sedimentation (P<0.05) and there was no correlation between Clq and age, gen-
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der, C4, CRP, urea and creatinine. Compared with the diagnostic accuracy , sensitivity and specificity of a sin-

¢gle index, those three indexes were higher, and the difference was statistically significant ( P<0.05). Con-

clusion Serum Clq was associated with SLE disease activity, C1q levels can be used as reference for the di-
agnosis of LN, the combined detection of serum Clq, antibody to double-stranded DNA (ds-DNA) and

AnuA can improve the diagnostic accuracy, sensitivity and specificity.

[KEY WORDS] Systemic lupus Erythematosus ; Lupus Nephritis ; Complement Clq

Z G 21 B R HE (systemic lupus erythemato-
sus, SLE) & —Fh LA T kL A1 I D BB 52 % . B Ik EL 4
M BETE AR A R R AR B BB B PR R 2
RN B B e, R 5 e R &
MR BRI SRR A X" RIEHE R
(Lupus nephritis, LN ) 42 SLE 3™ 8 H 5 ULAY
JUE 450, LT U A2 R B X T 4R =5 SLE
(ST R M BB A A B i oy 0, BT IR
- HTT LN 433 R 5 05 07 32 AR B T A, i
VE A B A DL RS & O e 22, BRI, 54K
AE TE B S e L0 B 40 0 W 1 L FE IR T S
J A W A IR 2 b R R D Y

#MA 1q(complement 1q, C1q) 1 A #MA L ML 15
T2k O 1R B — A AR 5 | 2 o 2 [ A e g% N
B30 M S N B Al , 25 SLE S 2 A
SRR LA RS RN rh A%
R Hi 4K (Antinucleosome antibody , AnuA ) g % 4 B
12 Wi LN, $1 X 5% DNA (double stranded-DNA , ds-
DNA) HTL iR 2 H i 52 5 %= fie i FH 19 SLE 12 W7 X%
5 FI W F B PR b, L RE S S SR AE DG
P54 LN (92 Wi bk 78 ) 78 U8k sl ke = 0 |
IR GEAEMESE R IIYE Clq 5 SLE 1% &
A Rtk R B S UI G &R, A SO R 15T SLE
HMLTE Clq k7K F S HAE LN i2 W7 L S SLE Ji%
18 16 2 P AR R, Dy Clq 7 SLE & 9 AL (9 5
58 LN B SC i = 2 Wi it =%

1 #MRERE

1.1 — bk

W gk 2017 4 1 A Z 2019 4F 6 A B 5 BERLR 2
o =B = e S B T KA — B R B 2 T
12 K AEBE SLE 8 160 1], 455 1997 4F 3 [{ X
M 2E B TTIY SLE 73 2bnifE ™, IRl i 4 IR R ge ik
21 BEAR I P20 1 59145 £ (systemic lupus erythemato-
sus disease activity index , SLEDAI) ¥F-43* 43 A i 1
15 s 41 25 Bl (SLEDAI=5 41 ) , 9 1 A2 i 41 135 Hil
(SLEDAI<5 7). LN FIWrbRif N B IS K12 42k
PR AR, REHE7=0.5 g/24 h B RRaH T )
REFE AR 52 o MHR L ARIE S S LN 41 53 9], JC LN
H 10711, 53 HMISCEE A KGR IE 50 B4 A9 555 Xof
REAH, b 5 & 4 T 4 25 & AiE (primary sjogren’ s
syndrome, pSS) 15 4] 2 XU 1 ¢ 715 %€ (rheumatoid
arthritis, RA) 20 1 \ Bz L& /22 L % (dermatomyosi-
tis and polymyositis, DM/PM) 15 |47 & KB 12
W s o o AU ] — I S0 DA B A4 4G 25 50 51 4 Sk fdt B
X R, AR (42.32212.25) %, BRI Z L
R 129, 5EE A AR YRR EC AT , A5 R A
KPR 22 RIS B S, AR 1,
1.2 5G]

Clq R H g3 57 bk A il 30500 &5l vt
At A= AR A BR A wl PR AL i S BR AR T M
(immunoglobulin M, IgM) % Bk H G (immu-

F1 ZHRERKERHLER (v£s)
Table 1 Clinical data of subjects (x+s)

21151 n L & Paich P S /FAH PAE

SLE 41 160 14 136 35.89+16.44

g %ot e 2R 50 7 43 0.887 0.642 40.06215.82 1.531 0.2182
R AR 2 50 5 45 42.32+12.25
SRR 25 2 23 34.43+16.08

it “ijf 0.063 0.802 0.4542 0.6503
S TE AR e 4l 135 12 113 36.07+16.67
LN 41 53 4 49 35.81+17.18

0.312 0.577 0.4770 0.6340
T LN 41 107 11 96 37.18+17.06
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noglobulin G, IgG) . %K% 1 A (immunoglobu-
lin A, IgA) . #M £ 3 (complement3, C3) | #h {4 3
(complement4, C4) 5% I 4 2 L o vk I s, 32X 70) I
H % A2 W il (i) A R R AR Bk %
G C501 4 H A A I (B IG, i F) &, Bt
ds-DNA $L & | AnuA SR F 94 KR f0RE Ak 2 &
25, R0 H 2 B AE A PR w] B 5 LI
PRER ¥R FH i 2% 5 C- I 4K 1 (C-reactive protein,
CRP) 2K FH % 6 e 5 )2 3k 5 1 DR B AR UL R
5 B 250 AR % IRAR MR E AR R T 745
1.3 Gtk

)3 Jl Graph Pad Prism5 #F #4784l ab 21, 31
BOGORLR I R ge , 1 TR R H ¢ A e
T5 25 i AT Z A R E LA . I Clg &b
TRV 5 41l IR 48 b 1) ¢ & 3% H] Pearson il Spear-
man AH &5 BT o MR LT Clq 223k /K4 57 Lo-
gistic [F]HAEAY | 22 ] ROC PEAS IML1E Clq X LN f)
LWIRLAE P<0.05 255 A7 geit# 8 X

2 R

2.1 IfiLi Clq 76 SLE 41 LN 41 . JC LN 41 %% Xf
EZH X REAT 1) F ik 7K

I35 Clq 7F 3 4455 Hudst : SLE Al <X 4l
<fEFEXT AL, 22 54 it 23 X (P<0.05) ;LN 4]
IML3E Clq /K- 5 KT 6 LN 41 B X B D) K
R AL, 22 R A Gt L (P<0.05) . WK 2,

F2 ClqEARANEZFMERREKE (x£5)

Table 2 Clq expression level in serum of patients in

£3 miFClq/KELSSLE EEGFKIEIRAX R
Table 3 The connection between serum Clq level and SLE

patients’clinical indicators

e " Clq

IR S5 i P

AR -0.193 0.257

53] -0.598 0.231
C3(g/L) -0.615 <0.001
C4(g/L) -0.051 0.763
CRP(mg/L) 0.114 0.513

1t T (mm/h) -0.302 0.027
IgM(g/L) 0.643 <0.001
IgG(g/L) 0.102 0.547
IgA(g/L) -0.061 0.717
SLE-DAI f343 -0.410 0.012

Pt ds-DNA L& (TU/mL) 0.543 0.508
oAz /MEBLIR (RU/ML) 0.254 0.446
WL (mol/L) 0.135 0.185

JR % (mmol/L) -0.119 0.460

2.3 Clq7EARIEIE S SLE B b 38 JRIT Rl
J& X He A

SLE £ 4 9 IF 36 sh 4L 1L 75 T Clq 7K B B AR
TR A (P<0.05), 2R AT L, Lk
4o AWFFEHE 25 B35 2h A 8 E HEATRE DT , 48 = A~
R W BIETT, A BE R I Y W 0 A X L
IRITRT,IGYT G SLE B S Clq K018 T i,
SLEDAI #¥-53 W] I FEAIG , 535 1) P<0.05, L3k 4.,

Fz 4 EBVEISLE BEBITRIFME Clq 7K F & SLEDAI
WS (xxs)
Table 4 The comparison of serum Clq and SLEDAI score

of SLE patients before and after treatment (x+s)

different groups (x+s) il e (mg/L) SLEDAI -4
215 n W (mg/L)  FiAfi  PME TRIT AT 158.42+44.23 15.50+1.98

SLE 4 160 164.79+58.20 WHIT I 183.30+39.42 9.10+1.3
P X BR 4] 50 193.69+81.10  7.727 0.0006 HH 2.113 13.51
fa R X iR 2 50 197.69+50.10 P 0.0406 <0.0001

LN 41 53 150.23+48.20 1079 0.0195

JTCLN 4 107 173.68+79.22 ’ ’ N o i

WiEESAE 25 158.42+44.23 2.4 Clq. AnuA 3 ds-DNA HT I I R R

2.295 0.0231

JthkasEd 135 178.39+39.16

2.2 g Clq/KF5 SLE B Ik KISR0 C R

AT # B SLE 5 1Y Clq 5 1T 1gM ¥R JE 2
1E A0 % (P<0.05) , 55 C3 . SLEDAI FR 43 | IfiL 17T 5
B AH OGP (P<0.05) , S54RI 51 L C4 BT ds-
DNA $i1& . AnuA ,CRP LT . JR 28 55 T AH R 1 .
WL 3,

KR Sk

58 bR Wit REIEA T X LL , 3 s 45 bn
A2 W LN A9 E 6 2k U R Rt R
AUC 4 0.906 9(P<0.001) , W3 5,

3 it

SLE & MR () ZEe i A S ze Mg, D=4
ZRERT B BRI R HE G E A MPUR, B A
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%5 Clq.AnuA.#T ds-DNA FTIREX S # B E# 1  BRUE R SR

Table 5 The diagnostic accuracy, sensitivity and specificity of combined detection of serum Clq, anti-ds-DNA antibody

and AnuA
Wil AUC TR (%) U (%) FeSE(%) Asymptotic sig.
Clq 0.7644 78.75 73.58 81.31 0.045
AnuA 0.7457 75.63 75.47 75.70 0.023
i ds-DNA Hi ik 0.8182 79.38 83.01 77.57 0.002
AnuA+#i ds-DNA $ii4& 0.8676 84.38 81.13 85.98 <0.001
Clg+AnuA+#T ds-DNA Hiff 0.9069 91.25 92.45 90.65 <0.001

BHR-PURREEE Y NFIE . SLE B .
WIEE A, RN ERZRE LR2%. LA
a3 SLE J# B2 9F & th e & & WA = 09 B ik
P, RIS W TS SRR AT AT T
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U, S MR, 4 240 it 35 i S R R e v AR
fitf I 4 B R RS A 2 S — kS
TR , Clq I R IR S SO B FEAIR
I, Clg KRR AT BES 5 T LN &K

ARHIEFE AT G A I 7B FL 0, SLE FR 3 1A
7= A K TgM oA S5 A B SR 28 5 T Il e % 2
EWIE#MA Clq. [AEF, Clq /K5 C3 . SLEDAI
R LTS B A O, $R ILTE Clq K FRTfE
k1 SLE i Bl PFAk 48 b , Bl 2 9505 12 Ji JLOKOSF-A1%
B A T R o PR sl S W i T C1q R
REAG RSN SLE il o ASWFIE I8 38 B 25 F] A B i
AbFIE shI Y SLE 35, 408 = AN H A7, 4T L
AJA I Clq K& B, IA97 )5 B Clq /KFH i
B, TR B s R T S0m MBI Y i
B, FER R AW S D, Clq 1 FE /DT 5 5L
HOKE T . BAT, IR M B8 b S Y Reifhi2
LN, &0 5% H0ls SLE e 4tk 5 Clq 1A i2 Wi
LN, 55 3R 3 FhdE HRIBE A A 114 5 SR Rk 5
BEHI K AnuA T ds-DNA HUARBA R 5 5 .

ZE Lk M8 Clq KA — 2 B L

AR I S I Sh P L Clq WEEREAIR, Ania
7 IR T i, AR 76 YT T5 A AT IR
b, ZhA HEIIL TS Clq /K-FH928 4k, A1 SLE i
1 1 B ST ROTAS 89— BRI SRR AR . ORI
7 it — 0 B W] Clq 7E SLE & iy VE I BIL I
I HL7 28 22 A= AR A5 0B A AR A rp s
Kt 1 BEA A2 e S F5UR BT AR 4
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B YR ICVD B i 28 2 . L{E chemerin
HHey 7K F-f 35

ERTEEY S S

(# ZE] BH USRI 7 X Bl 7 i i 45 52 ( ICVD) f 35 I3 A8 2% | I 75 84 1k %
(chemerin ) &% [A] B ik 2R (Hey ) K BORE M . ik BEBUARBEIA 19 72 4 ICVD [, I Se7 ik
BEALS M 2 41, 45 36 191, 6 BRZH 4232 % BIAYT , SC0 2 T HIEmE Lo i s, i 2 403477 R L i
g [ LT MR AR HR B LR 42511 R (FBG) (MR 2R (PV) ARYI A MR B (nbl) 5 55 D4 10K B (nbh) ]
M3 chemerin 5 Hey /K- & [E [ 7. TLA: BF 58 e 45 4 3% (NIHSS ) 943« H 5 A= 1 e 7 (Barthel ) 2816 &
ANRRBRAER, &R LIWAAIT G LA U3 . FBG PV .nbl .nbh W] & ik T XT # 20 (P<0.05) ; 52
¥ 41 R YT J5 I chemerin 55 Hey 7KF & 25 (% T X I 20 (P<0.05) 5 SEB6G 240 A T 5 NIHSS P4 i 5 1K T4
18 20 (P<0.05) , Barthel ¥ 73 b 3 55 T4 B2 (P<0.05) ;2 ZH A B R W MR E R L L L& 2 5 (P>
0.05), 5t BT R ICVD B R 452  chemerin 5 Hey 21500, 780 %, H HA K
A,

[SEs@iA ] B Bl e m s ; MRmARS; B ; MR

Effects of Butylphthalide on hemorheology, levels of serum chemerin and Hcy

in ICVD patients
WANG Lixuan*, HONG Zhen, ZHANG Leguo, JIA Jianpu, ZHANG Junling
(Department of neurology, cangzhou central hospital, Cangzhou, Hebei, China, 061001)

[ABSTRACT] Objective To observe effects of Butylphthalide on hemorheology, levels of serum
cheminin and homocysteine (Hcy) in patients with ischemic ceebral vascular disease (ICVD). Methods
Seventy-two ICVD patients who were admitted to the hospital were divided into two groups by random number
table method, 36 cases in each group. The control group was given routine treatment, while experimental group
was given Butylphthalide on basis of control group. The hemorheology [erythrocyte aggregation index,
fibrinogen (FBG), plasma viscosity (PV), low cut whole blood viscosity (nbl), high cut whole blood viscosity
(nbh) ], levesl of serum chemerin and Hcy, changes in scores of National Institute of Health stroke scale
(NIHSS) and Activities of Daily Living (Barthel), and incidence of adverse reactions before and after treatment
were compared between the two groups. Results  After treatment, erythrocyte sedimentation rate, FBG, PV,
nbl and nbh in both groups were significantly decreased And the above indexes in experimental group were
significantly lower than those in control group (P<0.05). After treatment, levels of serum chemerin and Hey in
both groups were significantly decreased. And the above indexes in experimental group were significantly lower
than those in control group (P<0.05). After treatment, NIHSS scores in both groups were significantly
decreased, while Barthel scores were significantly increased (P<0.05). NIHSS score of experimental group was

significantly lower than that of control group, while Barthel score was significantly higher than that of control

A B N B AECG R R B 4E4 P (131302052)
VEH 4 oM T P B RAY 2 = A FT Ak, i 061001
*BAEAEE W AR, E-mail : 122696109@qq.com



-+ 832 - TSR ARE 20204F6 A

%124 o] J Mol Diagn Ther, June 2020, Vol. 12 No. 6

group (P<0.05). There was no significant difference in overall incidence of adverse reactions between the two

groups (P>0.05). Conclusion Butylphthalide can effectively improve hemorrheology, expression of chemerin

and Hey in ICVD patients, with significant curative effect and high safety.
[KEY WORDS] Butylphthalide ; ICVD; Hemorheology ; Chemokine ; Hcy

SR i 4 Hiki 1 %8 92 5 (ischemic ceebral vascular
disease , ICVD) 3= 5 B IL Al o0 3l ik ks REAE AL, Il
PROTREBTEEZS Y 15k M58 259 U5 18 25 St
/N 245 A5 R A TR YT, AEAEAE I i XU, He
P 148 24 1y R = A K i, S A T e
R b BT BB i R YR T 25, Be Al A
BOHFR B ISR SRR X ICVD i B Kk B = A=
THAER . DAEHRGEFR, BLoh% 5 0% e 1F fin 45 2€
BN T A 3 A e S 0L DX 38 PR L 9 L AN A
AT DL ARG A, IR A 2 T AR 4 /) [R] ) 3 B
52 JRa 0 M ke 0 75 | RS P M A e AR SR TR
1697 X ICVD A W AR 2E L T B R
(chemerin ) J% [7] 71 2 it 24 2 (Homocystine , Hey ) 7K

RIS, LU R ICVD IRYT 5 R P it —
Wt . BUCARIT .

1 AHSHE

1.1 —BgeR

FEEL 2018 4F 2 1 & 2019 4F 3 H ABEsiany 72
BIICVD B . FI B FRIEHEL 8 2 4, 45 36
B, SZIAHAES 52~74 %, FIAERS (58.7448.65) ,
1A 5 B 48 0 (BMI) 2l (23.04+2.48) 3 Xf IR 2H 4E 4%
50~73 %, V- (57.23+8.57) , 1R T 35 5L
(BMI) H(23.12+2.51), 2 20150 ARME AR 45
B (BMI) Jz 5 28 AU S5 L 28 Wbt LU 0 T0 i 3 22 57
(P>0.05), WLFE1,

K1 2HBEZLZEAREER(1=36) [n(%), (xxs) ]

Table 1 Comparison of baseline data between 2 groups [n( %), (x+s) ]

P9 (n=36)

PR (n=36)

e 7 « () BMI(kg/m?) Py TIA
LI 21(58.33) 15(41.67) 58.74+8.65 23.04+2.48 20(55.56) 16(44.44)
X AL 23(63.89) 13(36.11) 57.23+8.57 23.12+2.51 19(52.78) 17(47.22)
it 0.234 0.744 0.136 0.056

P 0.629 0.459 0.892 0.813

A FRUE - O (o i il A B iR e R )
ICVD A A2 Wrbn MEAHAT , I 28 3 fii vl Fili W7 J2 41 4
(Computed Tomography , CT ) m¥ % 3: 4% 5 15 (Mag-
netic Resonance Imaging , MRI) ilF 5 ; @) & i i} [A] <
3 d, 4 I TOAST 73 BAVL 73y G Ve IR 28 5 o 7 I
Bt 1. % /B (Transient ischemic attack , TIA) ; @) XT #ff
FHEIFFES S HEBRbRE O R PR
o o8 XU T P 1k 0 5 @4 I 7™ AR (Eean
OB AE) D REB 195 5 B4 I i &0 5 ik 14 1t
@A g /B D 34 H N2z BBt 25 ia
I7 s ©XT 5 T 25 i
1.2 Hi:

1.21 R¥rik

Xt BB 2 4% 37 5 FIGRTT - 20 mL 7 1ML 7° (1 25 i
T 1213020795, A 7T 5K AR 2N M 4R A BR 2
H ) A 250 mL i A BE W (E 25 EE S

20023196 A7 52  H BT 25\ Iy A R 7))
DA bk 78 7 2RAh 24, 1 IR0d s 45 59 1 SR BUHR B
WA (B3 e OB S RRE SRR YT R . SEE A T
R | TR A ([ 25 175 : H20050299,
TR A PR 2500 A BR A F] ) 200
mg,3 K/, 2HBELSIGIT 2 M 17, Jk
Iri.
1.2.2 K75k

SRR R SR LIRS R R
25 W6 ## Wk afi 5 mL, {8 F 3 000 r/min 3 2R B0 10
min, 73 & L35 J5 A —80 CIR R it 725 H L 18 i
4 [ S LR L 73 BT A (B4 5 : MVIS-2035) HEAT 4L
Y1 L T R 2% | £ 4E 25 1 5L (Fibrinogen, FBG) | IfiL 2%
Zh ¥ (plasma viscosity , PV) K Y 4 Ifil 4% B (Low
cut whole blood viscosity, nbl) 5 & ¥ 4= Ifil A% F&
(High cut whole blood viscosity ,nbh) . >RHt 4 H 3l
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HAB A BT AL (F5 . H 377080 ) 5 4 S i £ I 2% 4
F, VAAE PR Bl 24T 035 Hey R, DA 5692 12
BRHEFEAT L7 chemerin A5
1.3 WEZHEIR

WL 2 2367 1 e IV 9 72 27 (21 40 M T
X _FBG.PV .nbl . nbh) | [fil § chemerin 5 Hcy /K
- G [ 7 T AR A 9T e 4% b i 3R (National Insti-
tute of Health stroke scale , NIHSS ) #¥-43 . H & 4 1%
fiE 71 (Barthel ) 224k Je AN B RN &A% GO VB
FRANEE 45 ) o NIHSS ¥ 43 8 i , Tils (835 1 22 1)
AE BRI OBk ™ 85 . Barthel P45 ME A R
4 2 >60 43 5 # 43 BE A% < 20~60 4 5 ™ 32 F) : <20
2

1.4 Gl #abs

i FH SPSS 19.0 # f4bh BREHE , 11 ECF R LA n
(%)= RHRTT o K5 TF R DL (R 2s) %
N, N R . P<0.05 H2ZE S A G s L.

2 R
2.1 2 4RYYHT A ML AS 2% | LS chemerin 5
Hcy /K H

TRIT R, 2 4 VR AR 2# F8 B | LT chemerin
5 Hey K88, 22 5 41248 L (P>0.05) 5 5
B 20 IR97 IS L0 40 ML TR%E 28 . FBG PV . nbl \nbh ., Ifi
7 chemerin 5 Hey 7K B WA T X%F FE24H (P<0.05) ,
k2,

®2 2HBFFAIREMRRES M chemerin 5 Hey 7K F L8

Table 2 Comparison of blood rheology, serum chemerin and Hcy levels between 2 groups before and after treatment

SLEEH (n=36) Xt EZH (n=36)

mH A P{E tH PiE
BT BT A IBITHT RIT IR

FBG(g/L) 4.67+£0.82 2.53+0.42 0.733 0.466 4.81+0.80 3.57+0.64 8.151 <0.001
PV(mPa-s) 3.20+0.58 1.54+0.29 0.369 0.713 3.15+£0.57 2.08+0.36 7.009 <0.001
nbl(mPa-s) 12.96+2.38 8.84+1.53 0.215 0.831 12.84+2.36  10.05+1.94 2.938 0.005
nbh(mPa-s) 7.02+1.35 5.13+1.01 0.187 0.852 7.08x1.37 6.07x1.15 3.685 <0.001
TN ZR (mm/h)  37.65+6.12 28.03+4.25 0.562 0.576 36.84+6.10  32.17+6.02 3.371 0.001
chemerin(ng/L) 32.04+5.73 21.18+4.05 0.141 0.888 31.85£5.70  26.34+4.28 5.254 <0.001
Hcy (pmol/L) 21.48+4.02 10.28+1.84 0.968 0.337 20.57£3.96  15.62+2.97 9.171 <0.001

2.2 2 4HAYTHIJG NIHSS £/ . Barthel PF43 L4

IRYTHI, 2 241 NIHSS #¥43 Barthel 3143 lL 8T
3% 2 5% (P>0.05) ; S8 413397 J5 NIHSS ¥4 i
AR T 6 B 4H (P<0.05) , Barthel ¥F43 5 3 75 T %t
HEZH (P<0.05), W3 3,

x3 24EITHIG NIHSS 4 . Barthel #E43 L 42
(n=36)
Table 3 Comparison of NIHSS score and Barthel score

before and after treatment in 2 groups (n=36)

NIHSS P53 Barthel -4y
YT T wITE AT R BT R
SCEGAH 14.3622.37 7.05+1.32 42.78+7.63 64.58+10.35

4151

YR 15.01£2.40 8.56x1.45 43.12+7.84  54.76£9.43
tHE 1.156 4.620 0.186 4.208
P{H 0.252 <0.001 0.853 <0.001

2.3 2HANRE N KA R LE
2QHMNE R, MR R EE
F(P>0.05), IL# 4,

T4 2BFRREMEERLE (n=36,n(%) ]

Table 4 Comparison of the incidence of adverse reactions in
2 groups [n=36,n(%) ]

2053 n Ay WA kR
SCEGEH 36 1(278)  1(2.78)  2(5.56)
XJ IR 36 1(2.78)  0(0.00) 1(2.78)
18 0.000
P{H 1.000
3 iTig

IMERFRR R, K4 ICVD Ji5 , I 728 2 5
W QLR RN ) & T3 B 28 et 475 5 252 i
W, X IR E S FFEATAE T S B ],
7 Ff DA S UG A3 LV A = L T 75 ML A L D el
S A 25 T B E RO MG BR Th R A E
B Bl 4 T AR BRI, S AR
] DA AIT A A 3 A BT 20, TR 8 B I gt o, X
Sl PN O PR T bR o A, R i e o DX 1,
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. ASHIE S A R 5 A i 4 A O AR UL A AR A
v B B e 3 5 ICVD A8 35 I VI 28 24 8 b el
AR, HALHI AT REZ A T ORI ] 1 A g -
iy M A S 4L 1 (xanthine oxidase , XOD) 2 W £ 4t
TR AR S R R A AR e AR
U R N A SR AR LA ML AE P B2 TR, 3 Jey 38 i
Uit o AHOCHGEFR BRI R F AR AL 3 i 55
O3 WA LA Ko W43 i 5 RS o B iR T RE L O H S
5 kR GG B DKook AR A AL B 5 2R A
AREZEDY M Chemerin J& T IR0 N 7, H R
G % M 1 Bk 5Z 1K (G Protein - Coupled Receptors ,
GPCRs) #44bFE K T 32 4K 1 (Chemokine receptor 1,
CMKLR1) HJRIRFCA , KA T AR R PR
o AEFFEHE L, 28 4121 L 1 Chemerin 1775 55
KBS, LGB W40 i DL J 6 1k CMKLR1 B9 A
Polis 2 40 B AT a1k g 71, %S Chemerin $T &
FEPEZ B, Chemerin AT B2 FE Ak ok ¢ i 1k 92
s 5 A I R A AR . IRA BEsE R
H, Chemerin 7] REAE N —Fh 2V A 1, 72 AR
VAT & Gl =S VA b =T e R e B R
S MKk FERE AL R 77 AR G, T2 5 1CVD &
A=021 1CvD BB, f# A7 Chemerin 14 AH W 10/
M 3% A, IF HL Sk i 453 45 5 35 2 Tl 22 2 R i 25 15 LA
PEPE , $E TR A SN Chemerin KF-, A G
fRAEFK, I3 Hey 2 3535 0 Sk il it M figg A< v 32 22
fER R R, IRA WG HE I Hey 325 7KF
T Al LAGE oE AR PN R fR A B, 3 R P Rz 4
L T R BN K A IR g S A AR A
IF HI D P e 4 3 5, 45 = 2 1k R - W K-
PR RN, e it B ks A AL ABiE
FEAE AL R 3 AT Rl ICVD % chemer-
in 55 Hey 3Rk , & 2 WE ol ok B A8 40 5 HLKR &
SEVE . DIAEHGEFRR, T AR BRAKR 28 H T 1 4 Pk
PHRARIT , P R ki 0t R B DA R0 2 e
P BRI DI REAE T . ARWFFT S SRR AE
HRLATT AR fRs A R #E ICVD B
MEYife 5 AR IR I PR B0 )
AN R EAN RN, B B 2 Ak

ZE b AR BRI SRR T B iR Y
ICVD, fig W1 A R0 ot 3 28 2 I I A8 27 8 b, 40
il 1L 7% chemerin 5 Hey %3 , Y 4% 2l ik ok #6 4 1k
Ph B # 9 I B, A 2F pf g Dy e ik &2, H B H
e o

2% 3Lk
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Jfl TLR3 \IRF-3 , IFN-ymRNA ¢35 & IIfi R X [T]. 4» T2
Wi 53697 2%, 2020,12(02) :207-211.

[2]  Algahtani F, Aljohani S, Tarabishy A, et al. Incidence and
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VAR A BT LIRSS 15 R e
FRORFH RAN EH A

[# T KRR R (RA)ZF LAY [ B B h o, T HS 5 AR A2 Sl &2
7%, ATSRBLEIAR B . FANRAT SR B B A R Al BT 5 S R it 52 B PR Rt 98 e 3% % 8] i
BT T-Be, T REMARAS L e % XA A WL 9 7038 S A B AR o Y200 M e S 2 P (sc RNA-
seq) 1] ASiFR R 380 2 i 20 HOR S BRI 2 40 e 21 50 1 Tl 230, ok 28 40 %) A 0 A 1 0k 57 20 A , i 4L D O £ 1)
S, AR AR S E SR 2 mRNA R R o IXIHOARAE RA ()12 W O R 7% T M40 ML ) e Jie 2, 2
SE EG A0 LA LA SR 7o A 2B e AL A 1T Ty TR . ASSORE 3225158 H AT sc RNA-seq 7 RA
HEIBIF S E R IEAT M)A sc RNA-seq B9 J5TER AN HIFGIN 1 65 LATE RA RIS b BT HRS A 0R

[R5 ] AL ST 5 SRS 45 AR 7E 5 AR S i 1

Research progress of single cell RNA sequencing technology in rheumatoid

arthritis

LI Qiong', CHEN Yuting', JIE Ligang’, WU Jing®, DU Hongyan*

(1. First College of Clinical Medicine, Southern Medical University, Guangzhou, Guangdong, China,
510515; 2. School of Laboratory Medicine and Biotechnology, Southern Medical University, Guangzhou,
Guangdong, China, 510515; 3. Department of Rheumatology and Clinical Immunology, Zhujiang Hospital,
Southern Medical University, Guangzhou, Guangdong, China, 510282)

[ABSTRACT] The pathogenesis of rheumatoid arthritis (RA), one of the most prevalent autoimmune
diseases, is still unknown due to its complex disease-associated cell composition and function. Technological
advances are enabling the analysis of single cell data, which could provide researchers with opportunities to
study the breakdown of immune tolerance and dysregulated pro-inflammatory pathways on a cell-by-cell basis,
and fundamentally change our understanding of the molecular pathways that underpin the pathogenesis of
rheumatic diseases. Single cell RNA-sequencing (sc RNA-seq) can reduce the bias that bulk RNA-seq cannot be
accurate to cell type by performing independent sequencing of every cell within a tissue, and provide more
transcriptome information for cell clustering. The wide application of this technology in RA also provides a
powerful tool for identifying synovial cell heterogeneity and pathogenic cell groups, and revealing the
mechanism of disease. This article focuses on the current research progress of sc RNA-seq in RA , including the
basic principle, common platforms, and achievements in RA.

[KEY WORDS] Single cell RNA-sequencing; Rheumatoid arthritis ; identification of cell subsets; Cell

heterogeneity

K545 %8 (rheumatoid arthritis, RA)JEH W 3, tHFEHEIN RA KR4 N 0.5%~1.0% , £
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TEA T 0 G028 SV 2 R P REAE RA A bL ] ke B
AR

PR A 5 SR 41 Y (single cell RNA sequence,
sc RNA-seq) BERZ I\ ELA 214 BE R T 0 AT TR
Y RAEAS TR EREE T BRS LA TIRE , T8k LAA:FI
A BR Y 40 8 A5 30 0 % 40 B S v T 5 ARG R BR
P, FETF sc RNA-seq 19 A\ R4 % 5 H 1Y
TF I R IR A AR 2 21w b T AN [R] 40k ko
RSN BERRE . I ARAE RA IR %
S ZH 2R i Vi M G 5 A IV AR R SO PR 5T R At
TEHE, AR R pL SR A ) TR, A SCRE X
sc RNA-seq FE AR H B9 77 F 5 DA FE RA
TR A TERIR

1 ERaEERAENF (sc RNA-seq) FEAR

sc RNA-seq [ — B 3t 756 475 SR 41 B 2 i 7 ol
2 AL AR S B 33 58 B cDNA 3738 SO
3 K A4, b OGRS A0 TR A0 B AR S
T, AR AR R T Y e A L ot
B 0RO T i A R T 2 K I
VAN 7 i 8 AR IR B SR AN 7 5 B — B HL oy
A R B Ja 8 M2 o PR 28T, il 48 RNA 1Y
55 37 v P AN T P BT

2009 417 & T AT BA B YR8 T sc RNA-seq ™,
Ja X BRAUN Smart-seq2 .MARS-seq . CEL-seq . Drop
-seq.inDrop F1 10X Chromium %K . H:H Smart-
seq2 M 1534 K f) mRNA J¥51) , i MARS-seq .CEL
-seq.Drop-seq .inDrop 1 10X Chromium &4 #7525
53 cDNA H™ AN[R] B 5 A IR B DL S R
A BT 2R OB RS G AR A P ) R e
WEEWAES . I Smart-seq2 B FELHIET AT LIS
# mRNA &K AFE ",

sc RNA-seq 40 75 4t fJ2 18 /9 73 B 3= 246
21 2R 2 T 4 R A 3 A 0, T e R A TG R
RIS Y TR PR TR AR L ) A R T oA s TS
V)2 P e /ISR R ) SR, o 2 B AT HE T
(R R DN ol BT N €28 S P T s T e
FLFE I3 AT 25 S BRI G S A bR IC (255 i [
B o BE R AR BRI O L DL o B B R
IRBEHR AR 2 AE M BeAh I B A T L2
B AR A AL G 6 B Y AT Sk LS SR TR 1 A
Bln L[R50 Hr , A AL AT S At 4 T Y 3R
S

2 BRNFTA

H A B 58 5 1 891 5 42 45 3 T 5400 19 in-
Drop'™*' . Drop-seq''"' . 10x Genomics'"”'  J& T FL I
BD Rhapsody" " 45 il 75 , DL RS TRUa 9 C1
system (Fluidigm) """~ 5 %%, InDrop . Drop-seq I
10x Genomics Y144 2 itd 5 sk 5 B AE OB L
TR L ARE ST X A 2, X ST 5 Y 2
25 FAE T ARIEAS R A P AR RGOk (0 P 3R 1 L
Drop-seq k. inDrop [ 25 IE RS HE %, 1] DUIAL PR B 22 (1)
20 0, {EL ke A A0 AT AR SR AR (29 1% ) o T in-
Drop 1 10x Genomics V-5 B4R B 7K EEC A B , i
BRBCRI 3 (BTH 2 10%; J5 5 29 50%) ", 10x Ge-
nomics i A 7] Ay S 2R B 41 i 5% 1T AR 1 R
TCR/BCR il . BD Rhapsody - £ 7£ f# L H ik
AR, 20 LV A S5 RS mRNA 5 48 il bR ic 45
%, [l R G4 il UMI P31 4R1c mRNA, DLy />
P4 g 22 5 7T LS A [ 00, ARG S 4 J A 5 T
PL&5 4 BD AbSeq assays [7] B 23 A7 &% 5 41 1 8 H
JBT, S 4 A 53 B B L T AT RE A AR . C system
(Fluidigm ) W) 2K B 40 i 7 RC 2145 F SV 28,
Il SRR DX A A RS TR AR AN e A B
SRIG XM T 240 RNA W6 S AN fiy 34 DL s
S 75T, HARSAE T 0] LIAS 2] 4K mRNA 1915
B A R D> A s BRI

3 sc RNA-seq ZEERUEXTI KA R PRI A

3.1 il AL 2 A e ]

13 1 sc RNA-seq 21 M &3 i EE 57 B85 T
HORFERN, & &R MK A /N B AT 25 FhZH 2
(1) 24 1T 3 A, Ay s — 20 Bt 5 s B 2 4 1) A4 M 2
HE T G5 40 bR 10 4 AR I D R AE N B BRI K
P52, % sc RNA-seq 75 RA W32 i T, X6
15 B4R ) aE SRS R PRAF L IR A . 2018 4F,
Stephenson %5 JF & T — AR A BRI FA
XF RA BE BT 1 B 20 By 4 M4 T T Drop-
Seq, FIHTC W RIS RL , 255 A M4 MR id
Y, %% 20387 S AHMUZH 53 1 T ALHG 3 T LR AR A
3 T 4 NK 20 5578 Y 13 AR RE , B IR
B A T RS2 2R AN RT3 . Zhang 25
FIFH R 73 e B ARKS CDA'T 4 i (B i  5A%
I L R ST 2 40 i HH R 43 Sl iEA T CEL-Seq2 , JF:
# 4 RNA-seq 19 2N W EHE , i IF MR T 4 Fh i 2F
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A 20 R RE A o PR 40 I R L3 PP CDAYT 41 Jifd
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