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ABSTRACT Objective: To investigate relationship between serum CXC subfamily chemokine receptor 3 (CXCR3),C-X-C
chemokine ligand (CXCL) 5, CXCL12 levels and the severity of coronary artery disease and prognosis in patients with coronary heart
disease (CHD). Methods: A total of 189 patients with CHD (CHD group) who were admitted to the department of cardiology of our hos-
pital from February 2018 to February 2020 were selected. According to Gensini integral, the patients were divided into mild lesion group
(< 20 scores, 62 cases), moderate lesion group (21~40 scores, 84 cases) and severe lesion group (> 40 scores, 43 cases). According to
the occurrence of major adverse cardiovascular events (MACE) during the follow-up period, the patients were divided into MACE group
(45 cases) and non MACE group (144 cases), another 102 volunteers who underwent physical examination in our hospital at the same
time were selected as the control group. Serum CXCR3, CXCLS, CXCL12 levels were detected, and the relationship between they and
the occurrence of MACE in patients with CHD during follow-up. Results: The serum CXCR3, CXCL5 and CXCL12 levels in CHD
group were higher than those in control group (P<0.05), and the serum CXCR3, CXCL5 and CXCL12 levels in severe lesion group were
higher than those in moderate lesion group and mild lesion group (£<0.05). The serum CXCR3, CXCLS and CXCL12 levels in moderate
lesion group were higher than those in mild lesion group (P<0.05). The results of single factor analysis showed that left ventricular ejec-
tion fraction(LVEF), hypertension, diabetes, hyperlipemia, blood sugar, number of coronary artery lesions, length of coronary artery
lesions, Gensini integral, serum C-reactive protein (CRP), tumor necrosis factor-o (TNF-ar), CXCR3, CXCLS5, CXCL12 levels were cor-
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related with the occurrence of MACE in patients with CHD during follow-up (P<0.05). Multivariate Logistic regression analysis showed

that the number of coronary artery lesions, hypertension, CXCR3, CXCLS and CXCLI12 were the influential factors for the occurrence of
MACE in patients with CHD during follow-up (P<0.05). Conclusion: The serum CXCR3, CXCLS and CXCLI12 levels in patients with

CHD are increased, and they are related to the exacerbation of coronary artery disease and the occurrence of MACE. The detection of
serum CXCR3, CXCLS5 and CXCL12 is helpful to evaluate the condition and prognosis of CHD patients.
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Table 1 Difference of serum CXCR3, CXCLS and CXCL12 levels between CHD group and control group(xt s, ng/mL)

Groups n CXCR3 CXCLS5 CXCL12
CHD group 189 8.35+ 2.01 69.05+ 13.47 16.42+ 3.95
Control group 162 3.26% 0.77 48.65+ 9.11 7.05+ 2.09
t 30.373 16.336 27.111
P 0.000 0.000 0.000

22 AEBRIKFET BHFHIMF CXCR3,CXCL5,CXCL12
K EL 3
PS4 I i CXCR3 . CXCL5 ,CXCLI2 7K 5 F e

AR ZH MR FE G AR 2H (P<<0.05) , R EER AR 4 1fL 7 CXCR3 . CX-
CL5 CXCLI12 /KW= FREWRASH (P<0.05), L3k 2,

%2 FNEERFAFEEEMF CXCR3,CXCL5,CXCLI2 KFER(xt 5,ng/mL)
Table 2 Differences of serum CXCR3, CXCL5 and CXCL12 levels in patients with different coronary artery diseases(xt s, ng/mL)

Groups n CXCR3 CXCLs CXCLI12
Mild lesion group 62 6.89+ 0.21 60.65+ 3.22 13.95+ 0.71
Moderate lesion group 84 8.41% 1.63° 70.24% 8.76° 16.68+ 3.04°
Severe lesion group 43 10.34+ 0.03°° 78.84% 3.11°° 19.47+ 0.85°°
F 23.067 31.541 24.057
P 0.000 0.000 0.000

Note: compared with the mild lesion group ®° P<<0.05, and the moderate lesion group ° P<<0.05.
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Table 3 Single factor analysis of influencing factors of MACE in patients with CHD

Factors MACE group(n=45) Non MACE group(n=144) t/x? P
Age(years old) 63.71+ 5.06 64.49+ 5.71 0.821 0.413
Male[n(%)] 29(64.44) 72(50.00) 2.875 0.090
Hypertension[n(%)] 39(86.67) 90(62.50) 9.241 0.002
Diabetes[n(%)] 33(73.33) 73(50.69) 8.450 0.004
Hyperlipemia[n(%)] 29(64.44) 73(50.69) 4.021 0.045
Smoking history[n(%)] 26(57.78) 71(49.31) 0.985 0.321
Drinking history [n(%)] 20(44.44) 68(47.22) 0.106 0.744
CHD family history [n(%)] 19(42.22) 41(28.47) 2.992 0.084
CHD types [n(%)]
Acute coronary syndrome 25(55.56) 76(52.78) 0.164 0.686
Chronic myocardial
ischemia syndrome 20(4444) 68(4722)
Number of coronary artery
Jesions(n) 2.86+ 0.31 1.71% 0.24 26.081 0.000
Lengﬂlle(s)ifo(:sr(oniar:; artery 15.02+ 3.26 13.76x 3.06 2.374 0.019
Gensini integral( scores ) 52.04+ 10.06 40.42+ 6.34 9.212 0.000
LVESD (cm) 3.97+ 0.31 3.88+ 0.32 1.659 0.098
LVEDD (cm) 5.69% 1.42 543+ 1.43 1.066 0.288
LVEF(%) 46.48+ 6.10 53.29+ 8.02 5.239 0.000
WBC(x 10°L) 9.32% 2.65 9.02+ 2.43 0.707 0.480
PLT(x 10°/L) 211.35+ 31.78 213.26% 32.16 0.349 0.728
TG(mmol/L) 1.74+ 0.35 1.78+ 0.36 0.655 0.513
TC(mmol/L) 4.87+ 1.99 4.62+ 1.04 1.104 0.271
Blood sugar(mmol/L) 9.12+ 2.64 8.19+ 2.03 2.488 0.014
CRP(mg/L) 14.05+ 3.26 12.19+ 3.78 2.972 0.003
TNF-a(ng/L) 69.45+ 13.71 62.35+ 12.05 3.336 0.001
CK(U/L) 265.35+ 31.92 263.05% 30.71 0.434 0.665
CK-MB(U/L) 43.53+ 13.26 40.16+ 13.09 1.503 0.135
LDH(U/L) 406.35% 92.35 402.17+ 91.47 0.267 0.790
CXCR3(ng/mL) 9.75+ 1.21 791+ 1.35 8.172 0.000
CXCL5(ng/mL) 76.15+ 5.77 66.83+ 9.41 6.279 0.000
CXCLI12(ng/mL) 18.42+ 1.62 15.80+ 2.26 7.213 0.000

CXCR3CCX6" ,CXCR3CCR6" i yfufii Bh v T 4 w0 7y LL3gg
i, #7% CXCR3 FEAIE HE 4 RF B2 AN 2l ke s Ak 1 e v LA
—EAE P AT 25 9 & I CHD 41 5 3% 1 3% CXCR3 /K-
BT XRAL, H CXCR3 7K V- Bl 2 e ks 28 7 B2 9 I 2 i 444
1 ,CXCR3 j& CHD BE W M E #E 22—, FHIME CX-
CR3 /KTt 5 CHD i fijows 28 A2 B LA S B 177 1 3] MACE &
HA 43T CXCR3 25 CHD [WHLHI 7T gk : CHD B3 4 5
JERETE BN, TFN-y B Th sk 40 L, 75 S CX-

CR3 J HPECORFIRTFE LR T Itk U400 22 1M 5 BE R R A6
FFRCT LS Thi b C AR AR SN , 32k AT 75 5 A0 2 sl ik ok e
PEBEHIE P, 5341, CXCL10/CXCR3 4l m] i i 40 oM 5
PV 1/2/cAMP SN TS 6 8 E S B A e i A1 1
JULEAR AT , S A R A N Sl AR RE AL

CXCLS Jg T C-X-C Fafb i 7IF 505 , 75 B W4l rE R i
RLANAE 1] B A0 AR LT 2 A v 33k, E 5 5 L2 A s 5%
2 T/B KL A FIRERR MR , a2 5K R R e A,
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Table 4 Multivariate Logistic regression analysis of influencing factors of MACE in patients with CHD

Variable B SE Wald x* OR(95%CI) P
Diabetes 0.062 0.055 1.271 1.064(0.955~1.185) 0.531
Hyperlipemia 0.265 0.595 1.053 1.255(1.102~1.458) 0.612
Blood sugar 0.029 0.015 3.738 1.029(1.000~1.060) 0.096
Length of coronary
artery lesions 0.232 0.196 1.401 1.261(0.859~1.852) 0.326
Gensini integral 0.302 0.284 1.131 1.353(0.775~2.360) 0.741
LVEF 0.269 0.243 1.225 1.309(0.813~2.107) 0.563
CRP 0.137 0.124 1.221 1.147(0.899~1.462) 0.587
TNF-« 0.154 0.141 1.193 1.166(0.885~1.538) 0.632
Number of coronary
artery lesions 0.459 0.124 13.701 1.582(1.241~2.018) 0.000
Hypertension 0.392 0.159 6.078 1.480(1.084~2.021) 0.012
CXCR3 0.405 0.124 10.668 1.499(1.176~1.912) 0.000
CXCLs 0.332 0.107 9.627 1.394(1.130~1.719) 0.005
CXCLI12 0.395 0.116 11.595 1.484(1.183~1.863) 0.000

IF-RE VP e I AE A Ui 5 L R I e A, ke fol i 200 M %

B, 5B AE R A E AN R DIRG9, CXCLS 5 CHD iy
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FEJE LI K MACE A ¢, CXCLI12 ] e i i 75 5 AN SR 3l

kKR b2 5 CHD S Fgt et fe . A il s CX-

CL12 7] 5 CXCR4 HH 455 W0 B R AW 1505 i mG 38, i
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JOEL T P DA I I A W 1% o gl f sk R R AL AR Y. e CX-

CL12 3K R] REa i 410 i) =5 Sl DK -0 LZAR M0 4 S e (i

[ R AL , B S BK SRR T A i JE
i b ,CHD H## IfLi% CXCR3 CXCLS5 ,CXCL12 /K443

&, 7K CXCR3 CXCLS ,CXCL12 AJfin & ik 2l ko 22 72

JiZ , 480 MACE f#) % 2 XU . CXCR3 ,.CXCL5 .CXCLI2 [k
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