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Inhibition of paclitaxel combined with epigallo catechin gallate on hepatoma carcinoma cell multipli-
cation and tumor growth in bearing cancer nude mice
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Abstract: Objective To explore the inhibition of epigallo catechin gallate (EGCG) combined with paclitaxel on
HepG2 cell multiplication and tumor growth in bearing cancer nude mice. Methods The HepG2 cells were divided into con-
trol group, EGCG group, paclitaxel group, EGCG combined with paclitaxel group. The depressant effect of different drugs on
HepG2 cell multiplication was detected by methylthiazolyldiphenyl-tetrazolium bromide assay. The apoptosis of HepG2 cell was
detected by flow cytometry. The tumor spheres were constructed with HepG2 cell in vitro,then the inhibition of drug on tumor
sphere growth was compared in the groups. HepG2 cells were xenografted in mice to establish the animal models, then the inhi-
bition rate of tumor growth in nude mice was compared in the groups. Results Twenty-four and forty-eight hours after drug in-
tervention , the inhibition rate of HepG2 cells multiplication in EGCG group, paclitaxel group and EGCG combined with paclita-
xel group was significantly higher than that in control group (P <0.01) ;the inhibition rate of HepG2 cells multiplication in
EGCG combined with paclitaxel group was significantly higher than that in EGCG group and paclitaxel group(P <0.01). The
apoptosis rate of HepG2 cells in EGCG group, paclitaxel group and EGCG combined with paclitaxel group was significantly
higher than that in control group( P <0.01) ;the apoptosis rate of HepG2 cells in EGCG combined with paclitaxel group was
significantly higher than that in EGCG group and paclitaxel group( P <0.01). The depressant effect of HepG2 tumor sphere
growth in EGCG group, paclitaxel group and EGCG combined with paclitaxel group was significantly higher than that in control
group( P <0.01) ;the depressant effect of HepG2 tumor sphere growth in EGCG combined with paclitaxel group was signifi-

cantly higher than that in EGCG group and paclitaxel group( P <0.01). The tumorous weight of bearing cancer nude mice in
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EGCG group, paclitaxel group and EGCG combined with paclitaxel group was significantly lower than that in control group( P <

0.01) ;the tumorous weight of bearing cancer nude mice in EGCG combined with paclitaxel group was significantly lower than

that in EGCG group and paclitaxel group( P <0.01). The inhibition rate of tumor growth of bearing cancer nude mice in EGCG

group , paclitaxel group and EGCG combined with paclitaxel group was significantly higher than that in control group (P <

0. 01) ;the inhibition rate of tumor growth of bearing cancer nude mice in EGCG combined with paclitaxel group was signifi-

cantly higher than that in EGCG group and paclitaxel group( P <0.01). Conclusion EGCG combined with paclitaxel can ef-

fectively inhibit the proliferation of HepG2 cells and the tumor growth.
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Tab.1 Comparison of the inhibition rate of HepG2 cells
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