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p53 1is a transcription factor that plays an important role in suppression of
tumorgenesis. Previous reports showed it regulates cell cycle and enhances cell apoptosis
by effecting specific proteins expression. By this way, the problematic tumor cell can be
deleted to protect organism from tumor damage.

According above conclusion, we are interested to know whether p53 plays a role
mvolved the carcinogens-EtBr induced tumorgenesis. We compared the differences of
tumorgenesis between mice express normal (p53+/+) or low (pS3+/-) expression level of
p53 proteins when they are smeared equal amount of EtBr on skin of thigh. In here, our
results show three of fourteen p53+/- mice had pathological changes, containing spleen
enlargement and lymphoma. However, other three comparisons, smear p53+/+ mice with
EtBr (1), without EtBr (2) or p53+/- without EtBr(3), are normal. Therefore, We suggest

that p53+/- mice are easily to obtain tumor than p53+/+ mice after EtBr treatment.
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