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Expression of CTSB in Intrahepatic Cholangiocarcinoma and
Its Effect on Proliferation of Cancer Cells and NF-kB Signal-

ing Pathway
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Abstract : [ Objective ] To investigate the expression of CTSB in intrahepatic cholangiocarcinoma
and its effect on the proliferation of cancer cells and the NF-kB signaling pathway.[ Methods ] The
expression of CTSB protein in intrahepatic bile duct cancer cells was detected by Western blot.
After silencing CTSB with siRNA cell proliferation was detected by Edu assay and corresponding
protein expression in NF-kB signaling pathway was detected.[ Results ] Compared with normal liv-
er cell lines,the expression level of CTSB protein in intrahepatic bile duct cancer cells(RBE,HC-
CC9810 and HUCCT1) was significantly increased(1=7.724,8.839 and 7.983, P=0.002,0.001 and
0.002, respectively).Compared with the control group,the expression of CTSB protein in the
CTSB-siRNA group decreased significantly (t=6.131,P=0.004). Compared with the Control group,
cell proliferation in the CTSB-siRNA group was significantly decreased (t=5.271,P=0.006). Com-
pared with the control group,the expression levels of IKKB,IKKa, p-IKBa and p-NF-Kb proteins
in the CTSB-siRNA group decreased significantly(t=6.069,5.433,6.365 and 5.717, P=0.004,
0.006,0.003 and 0.005, respectively).[ Conclusion ] The expression level of CTSB protein in intra-
hepatic cholangiocarcinoma is significantly up-regulated ,and CTSB can promote the proliferation
of tumor cells by activating NF-kB signaling pathway.

Subject words:cathepsin Bj;intrahepatic cholangiocarcinoma;nuclear factor kB signaling path-
way ; cell proliferation
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Compared with control group, *P<0.05

Figure 1 CTSB expression in intrahepatic cholangiocarcinoma cells
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Figure 3 Effects of CTSB expression on proliferation of HCCC9810 cells
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