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Sinomenine Inhibits Proliferation and Induces Apoptosis of Pancreatic Cancer Capan-1 Cells by
Regulating NF-kB Signaling Pathway

CHEN Weiyi!, QIN Chunhong?, TANG Feng', CHEN Yan'(1.Changde Vocational Technical College, Changde 415000,
China; 2.Second Affiliated Hospital of University of South China, Hengyang 421000, China)

ABSTRACT: OBJECTIVE To investigate the effect and mechanism of sinomenine on apoptosis of pancreatic cancer Capan-1
cells. METHODS CCKS assay was used to detect cell viability. DAPI/TUNEL staining was used to detect cell apoptosis. Flow
cytometry Annexin V-FITC/PI was used to detect cell apoptotic rate. Western blotting was used to detect the expression of
cleaved caspase-3 and nuclear NF-xkB protein. RESULTS Result of CCKS8 assay showed that sinomenine can inhibit the
proliferation of Capan-1 cells effectively in a dose and time dependent manner. Result of DAPI/TUNEL staining showed that the
apoptosis of Capan-1 cells increased by treated with sinomenine. Flow cytometric analysis staining with Annexin V-FITC/PI
showed that the apoptosis rates of Capan-1 cells increased by treated with sinomenine. Result of Western blotting analysis showed
that the expression of cleaved caspase-3 increaed and the expression of nuclear NF-xkB decreased in Capan-1 cells by treated with
sinomenine. TNF-o could reversed the effect of sinomenine on the proliferation and apoptosis of Capan-1 cell. TNF-o could
reversed the up-regulated effect of sinomenine on the expression of cleaved caspase-3 in Capan-1 cells. CONCLUSION
Sinomenine inhibits proliferation and induces apoptosis of pancreatic cancer Capan-1 cells by regulating the NF-kB signaling
pathway.

KEYWORDS: sinomenine; pancreatic cancer cells; cell proliferation; cell apoptosis; NF-KB
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Fig. 1 Effect of sinomenine on the survival rate of pancreatic
cancer Capan-1 cells(x £ 5, n=5)

Compared with control group(0 mg-L~' sinomenine), VP<0.05, 2P<0.01;
compared with sinomenine 400 mg-L~! group, »¥P<0.01; compared with
sinomenine 800 mg-L~! group, ¥P<0.01.
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Fig. 2 Effect of sinomenine on the apoptosis of pancreatic
cancer Capan-1 cells
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Fig.3 Effect of sinomenine on the apoptotic rate of
pancreatic cancer Capan-1 cells(x + 5, n=5)

Compared with control group(0 mg-L~! sinomenine), VP<0.01, ?P<0.001.
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Fig. 4 Effect of sinomenine on the expression of cleaved
caspase-3 and nuclear NF-kB protein in pancreatic cancer
Capan-1 cells(x x5, n=5)

Compared with control group(0 mg-L~! sinomenine), 'P<0.05, 2P<0.01.
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Fig. 5 TNF-a reduces the inhibitory effect of sinomenine
on proliferation of pancreatic cancer Capan-1 cells(x + s, n=5)

Compared with control group(0 mg-L~' sinomenine), VP<0.05, 2P<0.01;
compared with sinomenine 1 600 mg-L~" group, ¥P<0.01.
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Fig. 6 TNF-a reduces the induction of sinomenine on the
apoptosis of pancreatic cancer Capan-1 cells(x £ s, n=5)

Compared with control group(0 mg-L~! sinomenine), "P<0.05, ¥P<0.01;
compared with sinomenine 1 600 mg-L~! group, P<0.01.
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Fig.7  TNF-o reduces the up-regulation of cleaved
caspase-3 protein of pancreatic cancer Capan-1 cells by
sinomenine( X s, n=5)

Compared with control group(0 mg-L~' sinomenine), VP<0.05, 2P<0.01;
compared with 1 600 mg-L~! sinomenine group, ¥P<0.01.
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