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Anti-tumor Effects of Ampelopsin on Human Gastric Cancer SGC-7901 Implanted in Nude
Mice
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Abstract : Objective
er cell SGC-7901 in nude mice. Methods SGC-7901 cells were inoculated into the nude mice to establish

To investigate the effects of ampelopsin(APS) on the growth of human gastric canc-

gastric cancer model. Then the BALB/C nude mice with xenograft tumor were randomized into 5 groups.
The ampelopsin was administered at 3 dosages by irrigate the stomach daily for 10 d. The anti-tumor
effects of ampelopsin was evaluated based on the tumor volume, relative tumor volume (RTV), tumor
weight, relative tumor proliferative rate (T/C)and tumor inhibition rate(IR). Results At the 600 mg/kg,
300 mg/kg, 150 mg/kg dose of APS, the relative tumor proliferation rate was 52.84%,71.12% and
62. 14% , respectively, and the growth inhibition of the transplanted tumor was 38.8%, 27.5% and
27.3% ,respectively. Conclusion APS in appears to be a potent anti-tumor agent that was firstly discov-
ered in the transplanted human gastric cancer cell SGC-7901 in nude mice in vivo.
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Table 1 Change in nude body weight(z * 5)

Weight before Weight after Weight

Gi < . ;
roups " experiment(g) experiment(g) change(g)
Control 8 20.84£1.93 19.20£2.02 1.64+1.52
(Saline)
5-Fu 8 19.94+£2,32 14,71+1.27 5.15£1.2"
600 mgekg ™! - .
.98 £ 1. .03 £0. 0.95 %2, 20
of APS 8 19.98%£1.82 19.03 73 95+2.2
300 mgekg ™
0. 70 £ 1. 90 .54 %2, L24+£2,
of APS 8 20.70%£1.90 18.54%£2.28 2.24+2. 26
150 mgekg™! ] . .
+ + 2,23£1.6
of APS 8 19.48+%1.13 17.15%£1.77 23+£1.95

Note: Compared with the control group(saline),* P<C
0. 01
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Table 2 Changes in the volume of tumor in nude mice(x % s)

Volumene before Volumene after

/C
Groups n  experiment experiment RTV Tﬂ/ ¢
5 5 %
(mm”) (mm’)
Control
. 8 561.4%£187.2 2912.9£480.15.2£2. 1
(Saline)
5-Fu 8 523, 1+244.2 1313.5+249.8 2.5x1.7* 48.39
600 mgekg ™! + _
48. 7 £ 200. 04.61610.8 2, 71,5 52, 84
of APS 8 548.7 7 1504.6£610.8 2.7+1.5 52. 84
300 mgekg ™! _
52.1%213.4 2037.4+564,7 3.7%1. 9 12
of APS 8 552,1+213.4 7.41564,73.7£1.9 711
150 mgkg ' ,
24,0£280.2 1689.8+491,53.2£1.5* 62,14
of APS 8 5 689. 8 532115 6

Note: Compared with the control group(saline)., * P<C0. 05, P<C
0,01
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Table 3 Tumors weight in nude mice(x * )

Groups n  tumor weight(g)  IR(%)
Control(Saline) 8 1.7410.19
5-Fu 8 0.68%+0.12™ 60. 94
600 mgekg™ ' of APS 8 1. 0610, 34" 38. 86
300 mgekg ' of APS 8 1.25+0.27" 27.52
150 mg-kg ' of APS 8 1.26+0.29"  27.38

Note: Compared with the control group(saline), " P<C
0. 01
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