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The inhibitory effect of panax notoginseng saponins in combination
with tamoxifen on human breast cancer cells and the effect on

PI3K-AKT-mTOR signaling pathway
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Abstract: Objective  To study the inhibitory effect of Panax Notoginseng Saponins in combination with Tamoxifen on human breast
cancer cells and the effect on PI3K-AKT-mTOR signaling pathway. Methods 70 nude mice were inoculated subcutaneously in the
right breast with LCC, cells. The 66 successful modeling nude mice were randomly divided into 6 groups and there were 11 rats in each
group : model control group, 5 mg + kg™' TAM group, 100 mg - kg ™' PNS group, 200 mg - kg ™' PNS group, 5 mg - kg™' TAM + 100
mg - kg ™' PNS group, 5 mg - kg™' TAM +200 mg - kg ™' PNS group, administrated for 30 days. The weight of nude mice and tumor
inhibitory rate were recorded per week. After the end of administration, the tumor was isolated and weighed. The histopathological re-
sults were observed and the expression of HER-2, GST-n and Caspase-3 were determined by immunohistochemistry. Results ~ Com-
pared to the TAM group, the tumor inhibition rates of 5 mg - kg™' TAM + 100 mg + kg ™' PNS group and 5 mg - kg ™' TAM +200 mg
- kg™' PNS group were significantly higher than that in TAM group (P <0.05). The expressions of HER-2 and GST-n were signifi-
cantly lower than that in TAM (P <0.05) and the expression of Caspase-3 was significantly higher than that in TAM (P <0.05).
Conclusions PNS can increase the effect of TAM to confront breast cancer, which mechanism may be associated with the regulation of
mTOR signaling pathway.
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