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Abstract: Pituitary adenoma is considered to derive from monoclonal and cause by gene mutation.
Invasive pituitary adenoma(IPA) possesses aggressive characteristics with reccur-prone and difficult-
to-cure. The research of proto-oncogene associated with IPA is helpful to reveal the significance of
aggressiveness in IPA by which the molecular biology mechanism of IPA could be clarified on the
basis of gene regulation,and novel methods be provided. In this article,we summarized the research

progress in proto-oncogene related IPA.
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