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Clinical Observation of Sorafenib Combined with Adriamycin Transcatheter Arterial Chemoemboliza-
tion to Treat Advanced Hepatocellular Carcinoma LIU Yao,YAN Xiao-hong ,GENG Yi,ZHOU Hai-ping,
YANG Zhe ,WU De-dong. ( Central Hospital of Baoji,Baoji 721008 , China)

Abstract: Objective To investigate the therapeutic effect and adverse reaction of sorafenib combined with
adriamycin transcatheter arterial chemoembolization( TACE ) to treat advanced gepatocellular carcinoma( HCC).
Methods According to the test criteria, 18 patients with advanced HCC who was pathologically confirmed or
clinically diagnosed were visited. The therapeutic effect and adverse reaction were evaluated every 4-6 weeks,
and the median time to progression and the median overall survival time were followed up in the same time.
Results In the follow-up period, the median time to progression was 6. 1 months,and the median overall sur-
vival time was 13.2 months. The most common adverse events were hand foot skin reaction , diarrhea, hyperten-
sion and feeble , most of them were released after treatment. Conclusions 1t is safe and effective to administer
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sorafenib combined TACE with ADM in advanced HCC.
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