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[ Abstract |

ma-media thickness(IMT)and atherothrombosis cerebral infarction risk. Methods

Objective To explore the relationship between genetic polymorphisms of ADIPOR2 with serum APN level, inti-
The case control study was adopted, 300 patients
with atherothrombosis cerebral infarction in our hospital from September 2009 to September 2014 were selected as the observation
group, meanwhile contemporaneous 300 individuals undergoing the physical examination were selected as the control group. The
clinical data in all the subjects were collected and performed the carotid arterial examination,the serum APN level was detected. the
rs12342 polymorphism of ADIPOR2 gene was detected. The genetic polymorphisms of ADIPOR2 were compared between the two
groups and its relationship with serum APN and IMT was analyzed. Results The probability for suffering from atherothrombosis
cerebral infarction in the AA genotype was increased compared with the GG genotype, the difference was statistically significant
(OR=1.903,95%CI:1.092—2.703,P=0.011). Compared with the control group,the IMT values in various subgenotype groups
of the observation group were elevated, while the APN levels were decreased. the differences were statistically significant ( P <
0.01). Compared with the genotype GG, the IMT values in the genotype AA and AG were increased and APN levels were de-
creased, the differences were statistically significant(P<Z0. 01). Conclusion Genetic polymorphisms of ADIPOR2 maybe a genetic
locus for the pathogenesis of Chinese Han people of atherothrombosis cerebral infarction.
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