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ABSTRACT Objective: To investigate the relationship between the polymorphism of ICAM-1 gene K241R and cerebral infarction
in Kazakans of Xinjiang. Methods: RePolymerase chain reaction and restriction fragment length polymorphism (PCR-RFLP) methods
were used to detect the G241R polymorphism of ICAM-1 gene in Kazakans including 100 patients with cerebral infarction and 110
healthy individuals (control group). The frequencies of genotype and allele and the association between the genetic polymorphisms and
cerebral infarction were analyzed. Results: The prevalence rates of genotype and allele frequency of ICAM-1 gene G241R polymorphism
are not significantly different between cerebral infarction and contron group (P>0.05). Conclusion: ICAM-1 gene G241R polymorphism
is not associated with cerebral infarction in Kazakans of Xinjiang.
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Table 1 The case group and control group comparison of general clinical parameters (x + )

Case group (n = 100) Control group (n=110) P
Male/female 56/ 44 57/53 0.5720
Age(years) 61.06 = 9.28 62.11+ 9.72 0.4253
SBP(mmHg) 141.41 £ 17.78 142.19 + 20.23 0.7679
DBP(mmHg) 85.19+ 11.28 86.01 + 12.49 0.6194
BMI (kg/m?) 25.08 + 3.53 24.46 + 2.98 0.1693
TC(mmol/L) 5.12+ 1.09 489+ 1.10 0.1301
TG(mmol/L) 1.64+ 0.87 1.49 % 0.62 0.1490
FBG(mmol/L) 6.16+ 2. 14 5.69+ 1.83 0.0879
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2 ICAM-1 G241R

Fig.2 ICAM-1G241RGenotype electrophoresis results 1 3 4 5 6GGGenotype ; 2 AGGenotype

Genotype frequency allele frequency
group case(n)
AA GG A G
CI group 100 0 0% 10 10% 90 90% 10 0.05) 190(0.95)
Control group 110 0 0% 8 7.27% 102 92.23% 8 3.63% 212(96.36)
x2 0.497 0.475
P 0.481 0.490
N N - G241R
®, ICAM-1 ICAM-1G241R o
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