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[ Abstract]

From Jan. 2008, to Aug. 2009, 37 patients with hepatocellular carcinoma were treated with sorafenib ; their clinical data were retrospec-

Objective To evaluate the efficacy and safety of sorafenib in treatment of hepatocellular carcinoma. Methods

tivel y analyzed. Three patients died within 6 weeks after sorafenib treatment and were excluded from this study. Results Twenty-eight
patients received more than once of tumor assessment with RECIST criteria after six weeks ;24 patients had stable condition and 4 pa-
tients had progressive tumors. Eight patients had improved ECOG performance status. The adverse reaction usually occured at about 1-
2 weeks after drug administration. Among all the patients in this study, 10 patients had severe adverse reaction ( grade 3-4), 7 out of 10
patients reduced their dose of sorafenib duing to adverse reaction and 3 out of 10 patients withdrawed the drug. Most of the adverse re-
action of sorafenib could be relieved after reducing the dose of sorafenib and symptom-targeted treatment. Conclusion Sorafenib can
prolong the non-progressive survival of hepatocellular carcinoma patients and is well tolerated ; it might be a new choice for treatment of
hepatocellular carcinoma.
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