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Association Between Angiotension — converting Enzyme and Stroke. Li Feng, Dou Huidong, Xiao Zhansen, Zhao Runtian, Chen Kuo,
Tao Xiaoming, Sun Yujing, Hou Shuqin, Qiv Changchun. Key National Laboratory of Medical Molecular Biology, Institute of Basic Medi-
cal Sciences, Chinese Academy of Medical Sciences/Peking Union Medical College, Beijing 100005, China

Abstract Objective To investigate the correlation between ACE gene polymorphisms and stroke of Han nationality people in Fang-
shan district of Beijing. Methods The Insertion/Deletion (1D ) polymorphisms of ACE gene were detected in 63 patients with cerebral
hemorrhage, and 713 patients with cerebral infarction and 235 health control by polymerase chain reaction( PCR). We observed the fre-
quencies of genotype of deletion homozygote(DD) , insertion homozygote (II) and insertion/deletion heterozygote (ID) and the alleles of D
and I. Also we analyzed the association among I/D polymorphisms of ACE gene with serum glucose( GLU) , triglyceride (TG ) , cholesterol
(TC) levels. Results There was no significant difference in the frequencies of both genotypes of DD, ID,II and alleles of D and I in
three groups. The serum GLU levels in patients carrying ID, Il genotype were higher than those in healthy control( P <0.01) , so were the
cerebral infarction patients with DD genotype (P <0.01). As compared to healthy control, the TG levels of cerebral infarction patients
with DD genotype and the TC levels of cerebral hemorrhage patients with ID genotype were both higher( P <0.01,P <0. 05 ,respectively) .
Conclusion ACE gene polymorphisms (I/D) is not an independent risk factor for stroke of Han nationality in Fangshan. But it might
have association with the serum glucose, triglyceride and cholesterol levels.

Key words Cerebral hemorrhage; Cerebral infarction; ACE; Gene; Polymorphism
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