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Abstract

Murine double minute-2 (mdm?2), one of
downstream genes of P53, forms a negative
feedback loop with P53 to maintain P53 at a low
level under normal circumstances. On one hand,
P53 activates transcription of mdm2. On the other
hand, MDM2 suppresses activity of P53. The
negative feedback, which plays an important
role in tumor development, is regulated by a
variety of factors. At present, Helicobacter pylori
(H pylori) is considered as a key gastrointestinal
disease pathogenic factor. Its pathogenic or
carcinogenic mechanism has become a hot
research issue in recent years, and there have
been substantial research on the role of p53 gene
networks in H pylori pathogenic process. And
the P53-MDM2 negative feedback may play an
important role in this process.
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