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ABSTRACT Objective: CX3CLI played an important role in atherosclerosis recently. We investigated the association between the
chemokine CX3CL1 with coronary artery disease in type 2 diabetes mellitus. Methods: CX3CL1 expression in carotid artery specimens
was analysed by immunohistochemistry. The study was conducted in 400 coronary artery disease in type 2 diabetes mellitus and 400
control subjects in a case-control study.CX3CL1 gene rs170364 variant was detected by the directing sequencing technology. Results:
CX3CL1 expressions were increased markedly in carotid artery plaque than in normal carotid artery. CX3CL1 gene 15170364 genotype
(GG, GT and TT) frequency in coronary artery disease in type 2 diabetes mellitus is 42.7%, 40.0% and 17.2%, and 50.2%, 39.6% and
10.2% in the control group. CX3CL1 gene rs170364 variant is a genetic risk factor for coronary artery disease in type 2 diabetes mellitus
(P <0.05). Logistic regression analysis with adjustments for other risk factors showed that the CX3CL1 gene rs170364 T allele
significantly increases the risk of coronary artery disease in type 2 diabetes mellitus compared with the control subjects (P <<0.05).
Conclusion: Our study shows that the CX3CL1 expression increased in the carotid plaques and serum of the coronary artery disease in
type 2 diabetes mellitus. CX3CL1 gene rs170364 variant may be considered a genetic risk factor for coronary artery disease in type 2
diabetes mellitus.
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Table 1 Clinical characteristics between the coronary artery disease in type 2 diabetes mellitus and control groups

Control group (n=400) CAD in type2 Diabetes Mellitus (n=400) P
Age (year) 58.7+ 8.4 59.6% 9.2 match
Gender(male/female) 275/125 275/125 match
BMI (kg/m?) 24.6% 5.2 25.8+ 54 >0.05
Hypertension(%) 155(38.7) 254 (63.5) <<0.05
Smoking (%) 107 (26.8) 182 (45.6) <0.05
TG (mmol/L) 1.93% 1.46 2.28+ 1.62 <0.05
TC (mmol/L) 447+ 1.21 4.89+ 1.31 <0.05
LDL-C (mmol/L) 2.38+ 0.62 2.51% 0.82 <0.05
HDL-C(mmol/L) 1.40% 0.58 1.38+ 0.54 >0.05

S BINZE 5 ,CX3CLL % [H 15170364 LR £ G SFhikk (P<0.05),

DAY S 6 0 9 5 2 TR DR K 9 119 — 4> 37 g 6 Y 3R

% 2 CX3CL1 £[EH 15170364 Bz HBESHERBSEMERMN S AR
Table 2 Genotypic and allelic frequencies of CX3CL1 rs170364 polymorphism

Control group (n=400) CAD in Type 2 Diabetes Mellitus group(n=400) P OR(95% CI)
CX3CL1
rs170364
G/G, no. (%) 201 (50.2) 171(42.7) 0.006
G/T, no. (%) 159 (39.6) 160 (40.0)
T/T, no. (%) 40 (10.2) 69 (17.2)
G allele 561 (70.1) 502 (62.7) 0.001 0.71(0.58-0.88)
T allele 239 (29.9) 298(37.2)

2.3 CX3CL1 M#7kF5 CX3CLl HEH rs170364 B ERBE S
XS

FESECI A I 2 UBE PR £ AL A B b 2 S B LA
& CX3CL1 A 15170364 GG U il 3¢ 4 30 4] , GT % ifi 3¢ 4%
20 fil, SR AT 2 BUOBERRR AR AL TT B 10 Bl s&000%
A 3F 2 BB 5 B 2H 1 Y CX3CL1 /KB B i T B 4H
(2185.56 + 501.02 vs.1917.68+ 422.48 ng/mL ), 225 HA 453t
2L (P<0.001), TR A I 2 BUBRPRI B3 LRSI
TT FFI TG it 3% CX3CL1 K175 T GG # (2250.89 +
578.56 vs. 2120.23 £ 423.48 1 2001.13 £ 423.54 vs.1834.23
£ 421.41 ng/mL), 22 7 BA G125 L (P<0.001),

2.4 CX3CL1 TEROFEE I 2 BINER 7 B Hah AR HEREX
KA AR P HRIATH

G AL o S O 5 T 2 BURE PR R B Ikt
FERRALBEH (O HE I 4120 i CX3CLI KE#Eia (B 1), e RE
HLf JE# X 48, CX3CL1 ik Rim,

3 it
S 97 2 A A S B A L L, S TR

40 % DA B AR EERSET RN . I ARRESE s il e R
ZEFFMBIKCT- BT T O 133 2 BUBE R F o (AR 30

% 3 CX3CL1 15170364 G/T EER 5Mm# CXCICLL FiXkZ HEIERK R
Table 3 Plasma CX3CL1 levels in subgroup subjects according to CX3CL1 rs170364 G/T genotypes

Plasma CX3CL1 level (ng/mL)

Groups

GG genotype

GT+TT genotype

Control group(n=70)

CAD in type 2 diabetes mellitus (n=70)

1834.23 £ 421.41

212023 £ 423.48°

2001.13 + 423.54

2250.89 £ 578.56* %

Note: % vs control; *: vs CAD in Type 2 Diabetes Mellitus group.
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B 1 B XEN B SIEKRIBRARFHBIRAL h CX3CL1 BIKiE
Fig.1 CX3CL1 expression in carotid artery plaque by immunohistochemistry
iE:AB ATINRKFIBR AR FHIBIRAL,

Note: AB the external carotid artery plaque tissue.
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