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[Abstract] Objective

with Paclitaxel(PTX) on human breast cancer cell and to investigate the mechanism of the chemosensitization effect. Methods

To explore the anti-proliferation and anti-invasion effects of Kanglaite injection(KLT) in combination

MTT and Transwell assays were used to detect the inhibitory rate of proliferation and invasion of MCF-7 and MDA-MB-231 cells,
qRT-PCR and Western blot were used to detect the expression of C-myc,CyclinD1, VEGF mRNA and their protein levels. Results

The study showed that treatment with PTX alone could significantly inhibit the proliferation and invasion of MCF-7 and MDA-MB-
231 breast cancer cell lines,lower the expression of C-myc,CyclinD1 and VEGF in both mRNA and protein levels, compared with
the control group (P<C0. 05); KL'T dramatically strengthened the effect of PTX in a concentration-dependent manner, compared
with PTX alone (P<C0. 05). Conclusion

of PTX on human breast cancer cells, which could have relationship with down-regulating the expression of C-myc, CyclinD1 and

The result shows that KLT could enhance the anti-proliferation and anit-invasion effects

VEGF.
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