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[Abstract] Objective To explore the distribution on K469E single nucleotide polymorphism
of ICAM-1 gene among people with Uygur ethnicity, in Xinjiang and to analyze the correlation
between ICAM-1 gene polymorphism and coronary heart disecase. Methods 245 patients with
coronary heart disease patients and 377 healthy controls in Xinjiang Uygur population were studied.
ICAM-1 gene K469E genotype located in exon 6 were detected by polymerase chain
reaction-restricted fragments length polymorphism. Results Distribution of genotypes in the two
groups appeared to be in Hardy-Weinberg equilibrium (P>>0.05). The distribution of genotypes
showed significant difference between the two groups (P=0.039) and the distributions of K and E
allele also presented statistically significant difference (P=0.031). Significant difference was also
observed in males (P=0.029 for genotype, P=0.025 for allele) but not in females. After adjusted for
confounding factors, results from logistic regression analysis indicated that KK genotype was a risk
factor for CHD in Uygur male population (OR=2.389, 95% CI. 1.458-3.915, P=0.001).
Conclusion Genetic polymorphism of ICAM-1 K469E might increase the risk for coronary artery
disease in males of Uygur patients in Xinjiang.
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Experimental Control Odds Ratio Odds Ratio
SR Events Total Events Total Weight M-H, Random,95%CI #EfE M-H, Random,95%CI
[8] 48 122 29 97  83% 1.52[0.86, 2.68] 2005 i
[9] 84 145 59 144 99% 1.98 [ 1.24, 3.17] 2005 -
[10] 117 211 92 206 11.5% 1.54 [1.05, 2.27] 2006 [
(1) 124 225 101 230 11.8% 1.57[1.08, 2271 2006 [
[12] 61 160 40 164 98% 191 [1.18, 3.08] 2006 -
[13] 111 173 69 141 10.2% 1.87[1.19, 2941 2006 -
f15] 38 103 102 197  9.6% 0.54 [0.33, 0.89] 2008 -
[14] 28 71 44 164  8.0% 1.78 [0.99, 3.20] 2008 [
[16] 47 93 52 101 84% 0.96 [0.55, 1.69] 2010 1
AR 110 245 131 377 12.6% 1.53[1.10, 2.13] 2013 bl
Total (95%CI) 1548 1821 100.0% 145 [ 1.15, 1.82] ¢
Total events 768 719 ) ) , ,
. 21— . 2 — = . P= t y T T
Heterogeneity: Tau’=0.08; Chi*=22.52, df=9 (P=0.07); ’=60% 002 04 I 10 50

Test for overall effect: Z=3.19(P=0.001)

Favours CHD  Favours control

B3 ICAM-1ZE[H K469E fi /5 KK #FH % 5 KE+EE £ K & Meta 5347
F®2 MHABRRERERREMER A
At B g
WoB o BB 4 B 4 o 1834
i o i Sl R St S
HEE KK 131(0.347)  110(0.449) 51(0.323)  87(0.463) 80(0.365)  23(0.404)
KE 186(0.493)  101(0.412) 81(0.513)  75(0.399) 105(0.479)  26(0.456)
EE 60(0.159) 34(0.139)  0.039° 26(0.165)  26(0.150)  0.029° 34(0.155)  8(0.140)  0.863
BHHER KK 131(0.347)  110(0.449) 51(0.323)  87(0.463) 80(0.365)  23(0.404)
KE+EE 246(0.653)  135(0.551)  0.011°  107(0.677) 101(0.537) 0.008°  139(0.635)  34(0.596)  0.595
R EE 60(0.159) 34(0.139) 26(0.165)  26(0.138) 34(0.155)  8(0.152)
KE+KK 317(0.841)  211(0.861)  0.488  132(0.835) 162(0.862) 0.496  185(0.845)  49(0.848)  0.780
THINER KE 186(0.493) 101(0.412) 81(0.513)  75(0.399) 105(0.479)  26(0.456)
KK-+EE 191(0.507)  144(0.588)  0.047° 77(0.487)  113(0.601)  0.034°  114(0.521) 31(0.544)  0.754
EMEA K 448(0.594)  321(0.655) 183(0.579)  249(0.662) 265(0.605)  72(0.632)
E 306(0.406)  169(0.382)  0.031°  133(0.421) 127(0.338)  0.025°  173(0.395)  42(0.389)  0.604
. FE]
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GREE A1t Bk Tt
ORE 95%CI P ORH 95%CI PE OR{H 95%CI PE
KK ZH R 1.588 1.123 ~2.246 0.009 2.389 1.458~3915  0.001 1.138  0.600~2.157  0.693
R 1303 0.870~1.952 0.199 2,014 1216 ~3336  0.007 2.09E+09 - 1.000
el 2.384 1.483~3.831  <0.001 1.635  0979~2.728  0.060 8.57E+09 - 0.999
& RS 1254  0.865~1.819 0.232 2.495 1.475~4.221  0.001 2.791 1.469~5302  0.002
BMI 1.042 0997 ~1.088 0.067 1.019  0959~1.084  0.056 0982  0910~1.059  0.634
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