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ABSTRACT Objective: To observe the clinical efficacy of sorafenib and sunitinib on the treatment of the advanced hepatocellular
carcinoma, and to discuss the adverse reactions to patients. Methods: A retrospective analysis was performed on the clinical data of 44
patients with hepatocellular carcinoma who were treated in our hospital from January 2004 to October 2010. According to the different
medication modes, the patients were divided into two groups. Then the clinical effects and adverse reactions were observed and
compared between the two groups. Results: In the sorafenib group, the MOS was 6.3 months, the rate of one-year’s survival was 16%,
the MTTP was 3 months and the rate of disease control was 71%; In the sunitinib group, the MOS was 4.7 months, the rate of one-year’s
survival was 8%, the MTTP was 3 months and the rate of disease control was 64%. There was no statistically significant differences
about the clinical efficacy between the two groups (P=0.2415, 0.5706, 0.7132). The incidence of adverse reactions in the sorafenib group
was lower that that of the sunitinib group with statistically significant difference (P<0.05). Conclusions: It is indicated that the sorafenib
should be well promoted and make contribution to the treatment of the advanced hepatocellular carcinoma with the advantage of high
consistency in accuracy and safety.
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Table 1 Comparison of the DCR between the two groups
Case CR PR SD PD CR+PR+SD P
Sorafenib 31 0(0%) 13%) 21(68%) 9(29%) 22(71%) 0.7132
Sunitinib 11 0(0%) 0(0%) 7(64%) 4(36%) 7(64%) 1
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Table 2 The main adverse reactions of two groups

Sorafenib [n(%)]
Adverse reactions

Sunitinib [n(%)]

I+II =+1v I+II =+1v

Neutropenia 3(9.4%) 0(0%) 6(50%) 3(25%)
Hypertension 8(25%) 0(0%) 3(25%) 0(0%)
HFSR 15(46.9%) 4(12.5%) 2(16.7%) 0(0%)
Hemorrhage 0(0%) 0(0%) 0(0%) 1(8.3%)
Hypothyroidism 0(0%) 0(0%) 1(8.3%) 0(0%)
Hypopigmentation 0(0%) 0(0%) 6(50%) 0(0%)
Hypogeusia 0(0%) 0(0%) 2(16.7%) 0(0%)
Hair loss 2(6.3%) 0(0%) 0(0%) 0(0%)
Voice change 1(3.1%) 0(0%) 0(0%) 0(0%)
Fatigue 2(6.3%) 4(12.5%) 4(33.3%) 0(0%)
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