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Abstract : Aldehyde dehydrogenase 2 (ALDH2) is a mitochondrial enzyme ,which catalyzes the oxi-
dation of acetaldehyde to acetic acid for subsequent energy metabolism and biosynthesis. In hu-
man, there is a high frequency mutation in the ALDH2 active site,which confers a subpopulation
intolerant to alcohol and susceptible to alcohol-related diseases,such as acute alcoholism. Emerg-
ing studies suggest that the genetic polymorphism of ALDH2 also plays an important role in tu-
morigenesis , tumor growth ,metastasis,and drug resistance. In this review,the recent advances in
cancer research of ALDH2 and acetaldehyde as well as the activity of regulatory drugs and its
mechanisms are summerized. It is expected that ALDH2 may be used as a biomarker for cancer
prognosis and a new target for cancer therapy.
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il 3%, Pk DSF & 75k ALDH2 & #5 i 2 41 il 78
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