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Initial therapeutic effect of sorafenib for metastatic renal cell carcinoma:report of 6 cases
WANG De-lin ,WU Xiao-hou® ,PU Jun et al.

(Department of Urology ,First Af filiated Hospital ,Chongging Medical University ,Chongging 400016 ,China)
Abstract; Abjective To evaluate the initial therapeutic effect of sorafenib for metastatic renal cell carcinoma. Methods The pa-
tient with metastatic renal cell carcinoma was taken sorafenib,at the dosage of 400 mg,two times per day. Results The metastatic
tumor volume of 4 cases with advanced renal cell carcinoma significantly decreased(PR),and 1 dispeared completely(CR),1 pro-
gressed moderately after 3 months(SD). Conclusion Sorafenib can suppress tumor growth efficiently in metastatic renal cell carci-

noma, postpone its progression,and show the major benefit for these patient’s survival.
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