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The Anti-tumor Effect of Trichosanthin on Gastric Cancer Cell and Its Molecular Mechanism
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Medicine, Yangzhou University, Jiangsu(225000)

ABSTRACT Objective
apoptosis of human gastric cancer cell line SGC7901. Methods

To observe the effect and mechanism of trichosanthin (TCS) on inducing
The effect of 0,7,14,28 umol/L TCS on
SGC7901 cell was detected from the points of view of cell morphology as well as cell counting using fluo-
rescence microscope . In addition, the role of different concentrations of TCS in SGC7901 cell cycle and
apoptosis was determined using flow cytometer. Moreover, changes in expression of Caspase-9,
Caspase-3, PARP, pERK, ERK in SGC7901 were observed using Western Blot. Results Shrinkage and
deformation of SGC7901 cell could be observed after TCS treatment. Proliferation of SGC7901 was re-
markably inhibited by TCS treatment, which was arrested in S phase. TCS treatment could induce apopto-
sis of SGC7901 in a concentration-dependent manner (r =0.901, P <0.05). The protein expression of
Caspase-9, Caspase-3 and PARP were decreased in a dose-dependent manner after TCS treatment(r =
-0.984,r=-0.991,r=-0.951, P <0.05). Expression of ERK was also decreased in a dose-dependent
manner after TCS treatment (r = —0. 957, P <0. 05). Furthermore, TCS (7 and 14 umol/L) could activate
ERK, which had increased the phosphorylated ERK (P <0.05). Conclusions TCS can inhibit the growth
of gastric cancer cell SGC7901 and induce its apoptosis. The mechanism may be related to activating the
ERK signaling pathway.
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