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Abstract; Objective To study the relationship among the angiotensinogen (AGT) gene T174M,M235T polymorphisma, blood
glucose level and atherosclerotic cerebral infarction. Methods The polymerase chain reaction-restriction fragment length polymor-
phism (PCR-RFLP) method was adopted to detecte the gene polymorphisms of AGT gene 174,235 sites and the fully automatic bi-
ochemical analyzer was used to detect the biochemical indexes of GLU,etc. in 396 patients with atherosclerotic cerebral infarction
and 360 normal controls. Results The GLU level in the patients of the ACI group carrying genotype TT and TM at AGT gene
T174M site was higher than that in the normal control group with statistical differences(P<C0. 05) , the glucose level had no statisti-
cal difference between the different 2 kinds of genotype (P>>0. 05) ; the glucose level in the patients carrying genotypes MM, MT
and TT at M235T site in the ACI group was higher than that in the normal group.and the difference was statistically significant(P
<20.05). The blood glucose level between the two groups carrying 2 different kinds of genotype showed no statistically significant
difference (P=>0. 05). Conclusion No correlation is found among AGT gene T174M, M235T polymorphism, blood glucose level
and atherosclerotic cerebral infarction; hyperglycemia is one of the risk factors of atherosclerotic cerebral infarction occurrence.
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