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Abstract : [ Purpose ] To explore inhibition and apoptosis of norcantharidin on human gastric can-
cer SGC-7901 cell.[ Methods | Gastric cancer SGC-7901 cells were treated with different concen-
trations (5,10,20,40png/ml) of norcantharidin(NCTD) for 24,48 ,72h in vitro, morphological char-
acteristics of apoptosis were observed with elelectron microscope ,the cell growth cycle and apopto-
sis rate were determined by flow cytometry. Bel-2,Mcl-1 and Bax expression were detected with
Western blot. [Results] Under the electron microscope ,SGC-7901 cells appeared morphological
changes of apoptosis. After SGC-7901 treated with norcantharidin,Gy/M cells in the experimental
group were significantly higher than that in control group (P<0.05). The 10pg/ml and 20pwg/ml nor-
cantharidin induced apoptosis of gastric cancer SGC-7901 cells(P<0.05), in a concentration and time-
dependeit manner. The expression of Bcl-2 and Mcl-1 protein expression was decreased,the Bax
protein expression increased in a dose-dependent manner. [ Conclusion] Norcantharidin has an in-
hibitory effect on human gastric cancer SGC-7901 cells,which is related to cell cycle arrest and
apoptosis.
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a.control group;b-d.the cells treated with 10wg/ml NCTD after 24h,48h,72h;e-g.the cells treated with 20pwg/ml NCTD after 24h,48h,72h

Figure 1 Effect of norcantharidin on apoptosis of human gastric cancer SGC-7901 cells
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Table 1 NCTD on cell cycles of SGC-7901 cells
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Figure 2 Apoptosis of gastric cancer SGC-7901 cells induced by NCTD

Table 2 NCTD on SGC-7901 cell apoptosis rate
in different time(xs)

Group Gy/G; S G,/M

Group 24h 48h 72h

Control 67.39+1.46  24.47+1.35 7.64+1.63
NCTD 10pg/ml  58.31£1.49  22.34+0.98 18.36+1.03"
NCTD 20pg/ml ~ 43.82+1.06  20.27+1.05 34.85+1.27"*

Control 0.62+0.03 1.13+0.02  1.84+0.15
NCTD 10pg/ml 15.62+1.09  49.85+0.96 76.91+0.93"
NCTD 20pg/ml  29.82+1.16  65.37+0.92 90.35+1.07"

Note: ¢ Compared with control group, P<0.05;
% Comparison between the two treatment groups, P<0.05.
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Note : * : Compared with control group, P<0.05;
*# Compared with control group,P<0.01.
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Figure 3 Effect of NCTD on the expression of Bax,
Bcl-2 and Mcl-1
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