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Abstract :Objective
gallate) asa multidrug resistance(MDR) reversal agents. Methods M TT assay was used to detect cyto-

Experiments were carried out to examine the potential of EGCG(epigallocatechin-

toxicity of EGCG and vincristine (VCR) . Intracellular concentration of VCR was detected by high per-
formance liquid chromatograghy (HPL C) . Flow cytometry was used to determine the expression of P-gp.
InaBALB/ Cnu/ nu mouse model ,cell sof drug-sensitive KB and KBV200 (MDR) cell lines were inocula
ted to yield tumorsin opposite flanks. EGCG and V CR were injected to the peritoneal of nude mice with
carcinoma xenografts. MDR1 mRNA expresson was observed with reverse-transcriptase PCR. Results
Survival of cellsincubated with EGCGat 75 mg/ | for 72 h was over 80 %. EGCGat 8 mg/ | almost com-
pletey reversed resistance to VCR in KBV200 cels and produced a 13. 0-fold reversa of MDR. It in-
creased intracellular concentration of VCR in KBV200 cells while not influence that in KB cells. In
KBV200 xenograft model ,neither EGCG nor VCR inhibited tumor growth. However ,VCR and EGCG
combined inhibited tumor growth by 72.8 %. EGCG inhibited MDR1 expresson and augmented accumu-
lation of VCRin KBV200 cells. Conclusion The results suggest that EGCGisapotent MDR-reversing a
gent in vitro and in vivo. The mechanism is probably associated with downr-regulating the expresson of
MDR1 and P-gp. S that increases the concentrations of anticancer drug in tumor cells.
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1, 72h KBV200 0.05) ,EGCG KB VCR (21.8
IGo (1.91+£0.07)mg/L ,KB 1Go 0.036mg/L , 2.4)ng , 2; VCR 2h,
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3 EGCG KBV200 KB (xts,n=6)
Group B- W(g) T-W(g) IR( %) MDR: ( %) L RP( %)
KB-control 18.9+0.9 1.37+0.54
KB-VCR 14.2+2.4"° 0.41+0.35"" 70.0
KB-ECGCG 17.7%+1.0 1.45+0.44 -5.8
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