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Association of S18Y polymorphism of ubiquitin carboxy-terminal hydrolase-L.1 gene with cerebral amyloid angiopathy
Chen jing sWu qin.Yin yijun
(Department o f Clinical Laboratory Medicine , Huangshi Central Hospital , Hubei 435000, China)

Abstract: Objective To explore the relationship between the S18Y polymorphism of ubiquitin carboxy-terminal hydrolase-1.1
(UCH-L1)gene and cerebral amyloid angiopathy (CAA). Methods The PCR-RFLP (Restriction fragment length polymorphism)
method was used to determine S18Y polymorphism in UCH-L1 gene in the case group(n=40)and healthy control group(n=40).
Results The YY carriers genotyping frequency of S18Y polymorphism in the case group was 22. 5% ,and that in healthy control
group was 12. 5% ,there was not significant difference between two groups(y* =1.385,P=0. 205) sthe SY carriers genotyping fre-
quency in the case group was 47.5% ,and that in healthy control group was 25. 0% , there was significant difference between two
groups(y* =4.381,P=0.033);Y allele carriers genotyping in the case group was 46. 2% ,and that in healthy control group was
25.0% ,there was not significant difference between two groups(y®=7.876,P=0.005). The SY and Y allele carriers genotyping
frequencies of S18Y polymorphism are the significant association between UCH-L1 gene and sporadic CAA(OR=1. 900,95%CI:

1.036—4.595;0R=1.850,95%CI:1.143—2. 140). Conclusion

The results indicate that the polymorphism of S18Y in UCH-L1

gene maybe the predisposing gene of CAA in Chinese Han population.
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