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Effect of sporamin on expression of Notch4 protein in human pancreatic cancer
cells and proliferation, migration, invasion of the tumor cells

CHEN Yiyi*, ZENG Juping', CHEN Xiaoying", LIU Fugiang’, YAO Jun®, QIAN Cuijuan’( a. Department of Medical
Laboratory, b. Department of Clinical Medicine, Medical School of Taizhou College, Taizhou 318000, Zhejiang,China )

[ Abstract ]

pancreatic cancer ( PC ) cells and proliferation, migration, invasion of the tumor cells. Methods: Effect of the sporamin

Objective: To investigate effect of trypsin inhibitor, sporamin, on expression of Notch4 protein in human

on proliferation of the PANC-1 and MiaPaCa-2 PC line cells was detected by MTT assay; proliferation and invasion abili-
ties in vitro of the pancreatic cancer cells detected by Transwell assay and effects of various concentrations of the sporamin
(0,25,50,75 and 100 pg/ml ) on expression level of the Notch4 protein in the human pancreatic cancer cells detected by
Western blotting assay. Results: Sporamin significantly inhibited prolilferation, migration and invasion abilities of the
PANC-land MiaPaCa-2 PC line cells, as a patern of concentration-dependence ( P <0.05 ), but not a patern of time-de-
pendence ( P >0.05 ). With increase of the sporamin concentration, expression level of the Notch4 protein also decreased
gradually. Conclusion: Trypsin inhibitor sporamin could inhibit proliferation, migration and invasion abilities of the PC
cells with a concentration-dependence, and simualtaneously inhibit expression of the Notch4 protein in the PC cells.
[ Key words ] trypsin inhibitor; sporamin; panreatic cancer
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Fig.1 Proliferation inhibition of the pancreatic
cancer cells after treatments of sporamin in
various concentrations for various times
" P<0.01 vs 0 wg/ml group;
4P <0.05, * P<0.01 vs 25 pg/ml group;
4 P<0.05, 4% P<0.01 vs 50 wg/ml group;
#P<0.05 vs 75 pg/ml group
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Fig.2 Effect of sporamin in various concentrations on abilities of migration and invasion in vifro of the panreatic cancer cells

A: Migration in vitro of the pancreatic cancer cells detected by Transwell assay;

B: Invasion in vitro of the pancreatic cancer cells detected by Transwell ( matrigel ) assay
*'P<0.05, ** P<0.01 vs 0 pg/ml group; * P <0.05, * P <0.01 vs 25 pg/ml group;
4 P<0.05, 4% P<0.01 vs 50 wg/ml group; * P <0.05, ** P< 0.01 vs 75 pg/ml group
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Fig. 3 Expressions of Notch4 protein after treatment with various concentrations of sporamin detected by Western blotting
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