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Inhibitory effects of sinomenine on cholangiocarcinoma cells in vitro
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ABSTRACT: AIM To investigate the inhibitory effects of sinomenine on cholangiocarcinoma cells in witro.
METHODS The changes of viability and proliferative rate of cholangiocarcinoma in response to sinomenine treat-
ment were detected using CCK-8 assay and coloy formation assay. The flow cytometry was used to explore the effects
of sinomenine on the cellular apoptosis of cholangiocarcinoma. Transwell assay and wound-healing assay were con-
ducted to measure the cell invasion and migration abilities respectively. Western blot was applied to detecting the
expression of apoptosis-related protein cleaved caspase-3 and cleaved caspase-9, as well as the invasion-related pro-
teins E-cadherin and vimentin. RESULTS  The viability and proliferative rate of cholangiocarcinoma cells were
significantly inhibited by sinomenine in a time-dependent and dose-dependent manner ( P<0.05, P<0.01), and
the number of cell colony formation decreased gradually ( P<0.05, P<0.01). In a dose-dependent manner, sino-
menine increased cellular apoptosis (P<0.01) , inhibited the cellular invasion and migration of cholangiocarcinoma
(P<0.01), up-regulated the expressions of cleaved caspase-3, cleaved caspase-9 and E-cadherin, and down-reg-
ulated the expressions of vimentin (P<0.05, P<0.01). CONCLUSION Sinomenine can effectively inhibit the
cellular proliferation, migration and invasion of human cholangiocarcinoma most likely via up-regulation of the pro-

tein levels of cleaved caspase-3, cleaved caspase-9 and E-cadherin, and down-regulation of the protein level
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Fig. 1 Effects of different concentrations of sinomenine on celluar viability of cholangiocarcinoma
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Fig. 2 Effects of different concentrations of sinomenine on long-term cellular proliferation of cholangiocarcinoma
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Fig. 3 Effects of different concentrations of sinomenine on apoptosis of HuCCT-1 cells
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Fig. 4 Effects of different concentrations of sinomenine on apoptosis of TFK-1 cells
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Fig. 5 Effects of sinomenine at different concentrations on the expressions of cleaved caspase-3 and cleaved caspase-9 pro-
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Fig. 6 Effects of sinomenine at different concentrations on the expressions of cleaved caspase-3 and cleaved caspase-9

proteins in TFK-1 cells
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Fig. 7 Effects of different concentrations of sinomenine on invasion ability of cholangiocarcinoma
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Fig. 8 Effects of sinomenine on invasion of cholanglocarcmoma
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Fig. 10 Effects of sinomenine at different concentrations on the expressions of Vim-

entin and E-Cadherin proteins in TFK-1 cells
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Effects of schisandrin B on sodium channel currents of rats’ ventricular myocar-
dial cells

ZOU Li' WANG Xiu-xiu',  QIAN Wei',  YANG Yun-zhi', GE Yan', XU Zheng-xin'****
(1. College of Medicine, Yangzhou University, Yangzhou, 225000, China; 2. Jiangsu Key Laboratory for Prevention and Control of Animal Infectious
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Diseases and Zoonosis, Yangzhou 225001, China; 3. Jiangsu Provincial Key Laboratory of Integrative Medicine for Prevention and Treatment of Diseases in
Elderly, Yangzhou 225001, China; 4. Jiangsu Key Laboratory of Basic Medical Sciences and Clinical Transformation for Non-coding RNAs, Yangzhou
225009, China)

ABSTRACT: AIM To observe the effects of schisandrin B (Sch B) on sodium current (1I,) in rats ventricular
myocytes. METHODS  Single rats ventricular myocytes were obtained by reverse perfusion of Langendorff aorta
and single enzymatic hydrolysis. Whole cell patch clamp technique was used to record the effect of different concen-
trations of Sch B on I, of rats ventricular myocytes. RESULTS Sch B significantly inhibited I, in a concentra-

tion-dependent manner. Sch B at concentrations of 10 wmol/L and 30 pwmol/L raised the IV curve of the sodium
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