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[ABSTRACT]

L ipoprotein-A ssociated Phospholipase A2

Gene Polymormphisn;  Coronary H eart D iseasg ~ Cor

Aim To mvestigate the association beween lipoprotein-associated phospholipase A2 ( Lp-PLA2)

R92H single nucleotide polymorphisns (SNP) and susceptibility to coronary heart disease (CHD) and the degree of coro-

nary arlery stenosis M ethods
probe technique
tients than nomal controls (P < Q 05 and P < Q 01).
with RH genotypeswas 1 77 (P < Q 01).
lele (P < Q 01).
for CHD.

261 CHD patients and 263 nomal contols were genotyped by using single-labeled
Results The frequencies of the RH genotypes and H allele were significantly higher m CHD pa-
Canpared w ith RR genotype the relative risk for CHD i people
The relative risk for CHD in peoplew ithH allelewas 1. 619 higher than R ak
Binany logistic regression analysis showed that polymorphisn of R92H was an ndependent risk factor
Therewas a significant increase of total cholesterol (TC) and low density lipoprotein cholesterol (LDLC) m the

RH + HH genotype of CHD patients while high density lipoprotein cholesterol (HDLC) was lower (allP < Q 05). The
ratio of multiple vessel diseases was significantly increased in the RH + HH genotype of CHD patients (P < Q 05).

Conclusions

The polymorphism of R92H of Lp-PLA2 gene could be associated w ith risk of CHD i Han Chinese per

sons w ith RH orHH genotypes take higher risk of suffering fran CHD.
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