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Abstract : Invasive pituitary adenomas are special pituitary adenomas and can create greater damage,
but their pathogenesis is still unknown. It has been certified that pituitary adenomas are derived from
monoclonal and are caused by gene mutation. Therefore ,the research of invasive pituitary adenomas
related tumor suppressor gene is of great significance. It could provide a new evidence to explore the
molecular mechanism of invasive pituitary adenoma in the field of molecular biology.
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