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Therapeutic effect of 3TSR on gastric carcinoma in nude mice
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[ABSTRACT] AIM: To investigate the anti — tumor efficacy of angiogenic inhibitor three hrombospondin — 1 type
repeats (3TSR) on gastric cancer. METHODS ; Human gastric carcinoma cell line SGC —7901 was inoculated subcutane-
ously to BALB/c mice, and then the mice were divided into two groups (8 mice each) : control group and 3TSR group. Af-
ter administration of 3TSR by intraperitoneal injection for 3 weeks, mice were sacrificed. The tumor volume and percentage
of necrotic area were detected. The micro — vessel index and cell proliferation index were detected by immunohistochemistry
method. The apoptosis rate of gastric carcinoma cells was measured by TUNEL method. The vascular endothelial cell apop-
tosis rates were detected by CD31/TUNEL/DAPI staining. RESULTS: The tumor volume in 3TSR group was (648.34 +
126.91)mm’, significantly lower than that in control group (P <0.05). The percentage of tumor necrosis area in 3TSR
group was (39.6 +7.8)% , almost increased by 69.2% than that in the control. Average micro — vessel numbers and mi-
cro — vessel area in 3TSR were 12.8 +4. 1 and (689.3 +118.6) um’, respectively, significantly lower than those in the
control. The proliferation index and apoptosis rate in 3TSR group were (40.0+7.1)% and (3.4 £1.2)% , respectively.
No difference between 3TSR group and the control was observed. The endothelial cell apoptosis rate in 3TSR group was
(11.6 £2.8) % , significantly higher than that in control group (2.9 +1.5)%. CONCLUSION: 3TSR inhibits tumor
angiogenesis, remarkably reduces tumor volume, average micro — vessel and increased tumor necrosis. 3TSR shows no di-
rect inhibitory effects on gastric cancer cells. The antiangiogenesis effects of 3TSR on gastric carcinoma may be due to the

induction of apoptosis of vascular endothelia cells.
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Fig1 The tumor volume in 3TSR treatment and control group.
A: control group; B: 3TSR treatment group.
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Fig2 The necrotic area in 3TSR treatment and control group
( HE staining, x40). A: conirol group; B: 3TSR treat-
ment group.
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Fig 3 The tumor microvessel index in 3TSR treatment and con-
trol group(S — P method, X 100). A: control group; B:
3TSR treatment group.
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Fig4 The proliferating index of gastic cancer cells in 3TSR
treatment and control group (S — P method, x400). A.
control group; B: 3TSR treatment group.
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Fig 5 The apoptosis rate of gastric carcinoma cells in 3TSR
treatment and control group ( TUNEL, x400). A: control
group; B: 3TSR treatment group.
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Fig 6 The apoptosis rate of endothelial cells in 3TSR treatment
and control group(CD31 and TUNEL staining, X 100).
A: control group; B: 3TSR treatment group.
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