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nationality crowd lives in plateau for a long time,

Under the low oxygen environment,

genovariation caused by long — time natural selection. At present,
clear, it is supposed that,
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body will appear a series of pathophysiological changes. Tibetan

it may correlated with

the mechanism of EPAS] in hypoxic adaptation is not very
the hypoxic adaptation of Tibetan nationality crowd is likely to correlated with the roles of EPAST,

inhibit the formation of hypoxia — induced pulmonary
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hypertension and related genovariation. This paper reviewed the progress on relationship between EPASI and hypoxic adaptation.
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R, KEHEFH T (hypoxia inducible factor, HIF) 71K
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N B £ 51 (single nucleotide polymorphisms, SNP)
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FE4- EPAST JEPH | ORI 3 B SNP, ELRI A H R AR
AA LA GA FEH R B A S0y 36 B SR TR AL,
FHIEFIFED g 83065G > A 25 1218 FI/KF A Ko Xu
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