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[ABSTRACT] Ain
strong natural selection in different hum an populations and reveal its wles n pathogenesis and smulianeously provide a
M ethods

Europe Caucasion

Cardiovascular D iseasg  Fst
To mvestigate whether the myocyte enhancer factor 2 (MEF2) gene fam ily was subjected to

new vision and a novel entry point for research on the pathogenesis m echanisn of cardiovascu lar diseases
A measure of population differentiation ( Fst) was calculated beween the Han Chinese ( CHB),
(CEU), YorubaN igerian (YRI) and Japanese ( JPT) through using the SNP frequency data published by the Hum an
H apM ap projects and phylogenetic analysis was perfom ed Results M any SNPs n MEF2A gene region were ob-
served w ith a high Fst (Fst> Q 3) betwween YRl and CHB, YRI and CEU, and YRI and JPT. However no SNPswith a
high Fstwere observed bewween CHB and CEU, CHB and JPT, and CEU and JPT. In MEF2B, MEF2C and M EF2D
gene regions all SNPs except that nMEF2D showed a low Fst beween any wo populations of CHB, CEU, YRI and JPT.

These results suggested thatM EF2A gene was subjected strong natural selection during that hum an m igrated worldw ide
fran A frica and itmust have played key roles in the process that human adapted to new environment Conclusion
MEF2A gene must has been sub jected to dversifying selection during the divergence of hum an populations and the diverst
ty n SNP frequency betw een different hum an populationsm icht have been cumulated n the course of adaptation to environ-
ment
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