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The Action of Regulation on O Methylguanine DNA
Methyltransferase Expression in Tumor- geneses and Tumor Therapy
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CHEN WerYing , SHEN Zhong Ying

{ Medical College, Shantou University, Shantouw 515031, China)

Abstract 0% methylguanine DNA methyltransferase (MGMT) is a specific DNA repair protein that exist in
cells and tissues from bacteria to mammalias. The function of the repair protein is to catalyzing and transfering
the alkyl group from the 0° position of guanine of DNA to an internal cysteine residue of MGMT protein which
repairs the lesion by reversion the guanine of DNA. Therefore the proper expression of MGMT is useful to repair
0% methylguanine DNA adducts formed by the induction of alkyl agents. The amount and activity of MGMT are
not only regulated by various factors at genetic level, but also associated with the directly effects of some drugs.
[t has important significance to regulate the activity of MGMT in the cells during the prevention of tumor-

geneses and overcoming the drug resistance or marrow toxicity.

Key words MGMT, regulation, tumor, drug resistance, marrow toxicity
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