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Abstract Objective: To investigate the expression of transforming growth factor 8 receptor I (TGF-BR1I)
and Smad4 in specimens of renal clear cell carcinoma (RCCC) and peritumoral tissues and to study their clinical
significance. Method: Immunohistochemistry was used to investigate the protein expression of TGF-8R I and
Smad4 in 58 cases of RCCC and 36 cases of peritumoral tissues and their relationship with the clinical pathologic
characteristics of RCCC was analyzed. Result; (D The positive expression rates of TGF-BRI in RCCC and peritu-
moral tissues were 51. 7%, 80. 6% respectively, which showed a statistical difference (P<C0. 05). The positive
expression rates of Smad4 in RCCC and peritumoral tissues were 56. 9%, 86. 1% respectively, which was a statis-
tical difference (P<C0. 05). @The expressions of TGF-BRI and Smad4 protein were correlated with neither gen-
der nor age (P>>0.05), whereas they were closely associated with clinical stages and pathologic grades ( P<C
0.05). @ There existed a positive correlation between the expression of TGF-8R I and Smad4. Conclusion: D
Lower expression levels of TGF-8R I and Smad4 may be contributed to formation and progression of RCCC. @
TGF-BR I positively correlates with Smad4. Moreover, their interaction may contribute to formation, invasion and
metastasis of RCCC,
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