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[ Abstract )

and the relationships of the HMGA?2 expressions with the invasiveness of pituitary adenomas was analyzed

Objective To study the relationship of the expressions of HMGA 2 in pituitary adenomas

respectively. Methods The expressions of HMGA2 was determined by immunohistochemical technique and
RT-PCR in 55 samples of pituitary adenomas . Results HMGA2 expressed in functional pituitary adenomas

but not expressed in non-functional pituitary adenomas , expression in the invasive group was significantly

higher than that of non -invasive group. Conclusions The high expression of HMGA?2 plays an important role

in the occurrence of functional pituitary adenomas and invasive in pituitary adenomas .
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