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Preliminary study of expressions of TGF—f, and CTGF in fibrosis pituitary adenomas and their meanings
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[Abstract] Objective To explore the expressions of transforming growth factor—B, (TGF-B,) and connective tissue growth factor
(CTGF) in the pituitary adenomas, and their role of in the pathogenesis of pituitary adenomas fibrosis. Methods The mRNA expression
levels of TGF—B, and CTGF were determined respectively by reverse transcription— polymerase chain reaction in 19 samples of fibrosis
pituitary adenomas and 39 samples of non—fibrosis pituitary adenomas. Results The levels of TGF-B; mRNA expression in the fibrosis
pituitary adenomas and non—fibrosis pituitary adenomas were 0.720+0.102 and 0.519+0.093 respectively. The levels of CTGF mRNA
expression in the fibrosis adenomas and the non—fibrosis pituitary adenomas were 0.487+0.110 and 0.312+0.123 respectively. There
were significantly differences in the levels of TGF-B, and CTGF mRNA expressions between both the groups (P<0.05). Conclusion That
the levels of TGF-B, and CTGF mRNA expressions in the fibrosis pituitary adenomas is significantly higher than those in the
non—fibrosis pituitary adenomas suggests that TGF—3; and CTGF may take part in the pathogenesis of the pituitary adenomas fibrosis.
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