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2. 5+ FhRic :GWAS M— KRS M E R B R ER B F %
EH S R X I, T R4 AT 2 ZE N R BT B SNP 1T 4
o EALERMR T GWAS KB ABE T ALERN
20 PRl 4 T 28 A PR B R (HapMap ) W B . B 6l . B Hr
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4% 43 #7 (principal component analysis, PCA )\ 7 # I B B &
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4. BHE R Ak PIEICH:HIM SNP SHER 2
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T ATRAE,
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BRIt BTG, TR ER KHEAR T AR LT
EHRIE, T H GWAS FrfiE i 528 7 1 BUA BUR LKt
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/A~ SNP {if £ rs380309(P=0.0043) , H E B G TR h A A
MEHEFFERCFH SRR FEEFEHATE, o
CFHER#HTERFEEHABFIRIASHEREH X
B 1R, SR MBI NG R GWAS R ELR T8
B,

2009 4F, Le Clerc %""'Fl| FI#5 B %F H 4 #r i, Xt 85 &9
12049 & %t BBEFTHESE , E AT HIV B AT 207, K3

HALE FRERFE AIDSH A EREEMIEA, Rauch ZH
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