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Genomic instability and mismatch repair mechanism
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{ China Institute for Radiation Protection , Taiyuan 030006, Ching )
Abstract; lhadiation can induce genomic instability and praduce a series of delayed mutations.  As a free-error Tepair
mechanism of post-duplication, mismatch repair plays an essential role in the maintenance of genomic stability. Mismatch
is proposed a kind of conservative repair mechanism. Not only can it be involved in the repair process directly by heter-
dimers, but it can affect the cell-cyele by ede2 phophatized path to supervise the cell-cycle indirectly, Therefore, dis-

cussing the relation of genomic instability and mismaleh repair may represent one of aspects of radiational damage and

repair mechanisms.
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