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[ Abstract ] Objective: To study the expression of TGF-B, and uPA in gastrointestinal stromal tumors
(GISTs) ,
sion of TGF-B, and uPA mRNA and protein were detected with RT-PCR and western-blot in 93 cases of
GISTs. Results; The expression of TGF-B, and uPA mRNA and proteins was high in GISTs. The
changes of TGF-B, and uPA mRNA and proteins levels were closely associated with NIH grades, tumor

and to investigate their roles in genesis and development of GISTs. Methods: The expres-

metastasis, and invasion to mucosa (P <0.05). The TGF-B, level positively correlated with uPA level
(r=0.356, P<0.05). Conclusions: The expression of TGF-B,, uPA mRNA and proteins is high in
GISTs, and TGF-B, level positively correlates with that of uPA. They may play an important role in the
genesis and development of GISTs. The results are contribution to further treatment.
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