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Abdract : In virtue of the ahility of differentiation ,high reproducibility and low gate of differentiation ,embryonic gem cell
tends to differentiate into various kindsof cells tissues and organics. It iswidely accepted by the scientigsthat a sudy on emr
bryonic gem cdl could lve the long- ganding problems such as donator deficiency and immurologic rejection ,acoordingy ,the
amd replacement of unsound tissues and organics in human bodes by artificia cutured ones will be utimately achieved ,
which will lend a promisngfuture to thefield of clinica medicine. The reproduction of embryonic sem cdll in myocardid cel , ,
dandular cel and nerve cdl is gressed in this paper.
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