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Candidate molecular markers for predicting sorafenib efficacy in treating advanced

hepatocellular carcinoma

Zhao Peng', Chen Dong’, Chen Wei’, Yin Xiaoyu’, Liang Lijian® ('Department of Hepatobiliary Surgery, First Affiliated
Hospital , Zunyi Medical College, Zunyi, Guizhou Province, 563003 ; *Department of Hepatobiliary Surgery, First Affiliated Hospital, Sun
Yat-Sen University, Guangzhou, Guangdong Province, 510080, China)

[ Abstract | Objective  To investigate the candidate molecular markers for predicting the efficacy of
sorafenib in treatment of advanced hepatocellular carcinoma (HCC). Methods  Clinical data of 54 patients
with identified advanced HCC and receiving sorafenib treatment who hospitalized in the First Affiliated Hospital
of Sun Yat-Sen University from December 2008 to October 2011 were collected and analyzed in this study. Their
liver tissue sections from the paraffin-embedded liver tumor biopsies before sorafenib treatment were analyzed
with immunohistochemical staining (IHC) for phosphorylated extracellular signal regulated kinase ( pERK),
vascular endothelial growth factor receptor ( VEGFR), p70 S6 kinase ( Ps6k) and phosphatase and tensin
homologue deleted on chromosome ten (PTEN). According to the results of IHC, the patients were divided into
high- and low-expression subgroups, and then analyzed with the time to progression ( TTP) of the cohort in
order to investigate the molecular markers for predicting the efficacy of sorafenib. Results  The TTP was
significantly longer in the patients with higher expression of VEGFR and pERK than those with lower expression
(P <0.05). But there was no difference in the TTP between the patients with high and low expression of Ps6k
(P>0.05). No positive expression of PTEN was seen in the cohort. Conclusion  In the treatment of
advanced HCC, sorafenib will cause longer TTP in the patients with high expression levels of VEGFR and
pERK. VEGFR and pERK maybe the candidates as molecular markers for sorafenib in treating advanced HCC.
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-0 ~200N+3~50 R+ +,6~7T%5 R+ + +,LL MSI - Al
+ICAMRERIR MSL+ +F1+ + 0 E R,
1.5 %itso#

Bt R ] SPSS 13. 0 #4443 BT , S H Sk 2 25 A4y Ja
245 1 D V5 4B 5 5 0 B 6] Ctime to progess, TTP) i il
Kaplan-Meier J7 V5135 AR 4738, 1 45 Bl AR 15 R 22 0 TTP 1) 52 1w
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