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Effect of Bear Bile Powder on STAT3 Pathway in Hepatocellular Carcinoma Xenograft ZHAO Jin-
yan, LIU Li-ya, SHEN A-ling, LIN Wei, CAO Zhi-yun, ZHUANG Qun-chuan, and HONG Zhen-feng
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China

ABSTRACT Objective To observe the effect of bear bile powder (BBP) on the STAT3 pathway
and its downstream target genes of nude mice hepatocellular carcinoma (HCC) xenograft, and to ex-
plore its mechanism for treating HCC. Methods The subcutaneous xenograft model was established u-
sing HepG, cells. When the subcutaneous transplanted tumor was formed, naked mice were randomly di-
vided into two groups, the BBP group and the control group. Mice in the BBP group were administered
with BBP by gastrogavage, once daily for 3 consecutive weeks, while mice in the control group were ad-
ministered with normal saline by gastrogavage, once daily for 3 consecutive weeks. The body weight and
the tumor volume were measured once per week. By the end of medication, the tumor weight was
weighed and the tumor inhibition ratio calculated. The apoptosis of the tumor tissue was detected by TdT-
mediated dUTP nick end labeling (TUNEL ). The expression of Bcl2-associated X protein (Bax), B cell
lymphoma/leukemina-2 (Bcl-2), cyclin-dependent protein kinase (CDK4 ), cyclinD1 were detected by re-
verse transcription-polymerase chain reaction (RT-PCR). The protein expression levels of signal trans-
ducers and transcription activators 3 (p-STAT3), proliferating cell nuclear antigen (PCNA ), Bax, Bcl-2,
CDK4, and cyclinD1 were determined by immunohistochemistry. Results BBP could inhibit the tumor
volume and tumor weight, showing statistical difference when compared with the control group
(P <0.01). Results of TUNEL showed that BBP could significantly induce the apoptosis of hepatoma car-
cinoma cells. Results of RT-PCR showed that BBP could up-regulate the expression of Bax and down-reg-
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ulate mRNA expression of Bcl-2, CDK4, and cyclinD1. Imnmunohistochemical results showed that BBP
could up-regulate the expression of Bax and inhibit the protein expression of p-STAT3, PCNA, Bcl-2,

CDK4, and cyclinD1. Conclusion

BBP could induce the apoptosis of hepatoma carcinoma cells and in-
hibit their proliferation by regulating STAT3 pathway.
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