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The variance analysis and multiple linear regression analysis for 16
cardiovascular disease predisposing gene SNPs and plasma lipoproteins in

male Chinese Han’s population
CA I Xiao—zhong,et al
(Department of Clinical Laboratory, Chongging Medical University)
[ Abstract JObjective: To learn the association between 16 SNPs of 12 cardiovascular disease predisposing genes and the levels of blood
TC, TG, LDL and HDL in male Chinese Han’s population. Methods: The 16 SNPs genotypes of 409 Han male whose native places were
almost over the mainland of China were detected. The relationships between the SNPs and blood TC, TG, LDL and HDL were analyzed
with variance analysis and multiple linear regression analysis. Results: Variance analysis and/or multiple linear regression showed that:
ANP*#C, NPRC™C, ApoB#* ! 4, ApoC3*?, ApoE'"*'*E3E4 and Serpina3™*? AG were associated with the elevation of TC; ApoC3*®T
and MTHFR®’C might have related with TG elevation; ANP2 2*C ,ET-2%G and ApoE!">'E3E4 might increase the level of blood LDL.
ET-2% A could increase the value of HDL. Conclusions:In male Chinese Han’s population, ANP? 2 NPRC,ET-2%, ApoB#~ !,
ApoC3*'™, ApoC3*#, ApoE'"21% MTHFR®” and SerpinA3™® could influence the regulation of plasma lipoprotein.
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