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The effect of Zhizhen formula on multidrug resistence in human colorectal
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Abstract ;[ Objective ] To investigate the effect of serum containing Zhizhen formula in reversing multi-
drug resistance and regulating the NF-«B signaling pathway. [ Methods ] Different concentrations of serum
containing Zhizhen formula were used in treating HCT-8 and HCT-8/VCR cells. Cell counting Kit-8 (CCK-
8)assay was used to detect the multidrug resistance and survival rate of HCT-8/VCR cells. The cell apop-
tosis was detected by using flow cytometry with AnnexinV/PI double staining. Expression of NF-xB/p65,
IkB-aand Caspase-3 were determined by Western Blot techniques from the protein levels. [ Results | The
HCT-8/VCR cell inhibition rate of high,medium and low doses groups were significantly higher than that
of blank control group(P<C0. 01),and showed a trend of increasing concentration. The activity of NF-kB
was decreased 24 hours after 8%, 16%, and 32% (volume fraction)of the serum was given compared to
that of blank control group(P<C0. 01). The serum containing Zhizhen Formula induced apoptosis in a dose-

dependent manner under certain conditions. NF-kB/p65 protein expression decreased obviously(P<C0. 05) ,
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IkB-a protein expression was obviously up-regulated (P<C0. 05) and Caspase-3 protein expression signifi-

cantly raised(P<C0. 05) after treated with the serum containing Zhizhen Formula. [ Conclusion]Serum con-

taining Zhizhen Formula can down-regulate the activity of NF-kB,and partly reverse multidrug resistance in

HCT-8/VCR,which may be related to inhibiting the pathway molecular switch IkB-a predominate phos-

phorylation,decreasing NF-kB/p65 protein expression, thus increasing Caspase-3 protein expression,indu-

cing the cell apoptosis of HCT-8/VCR cells.
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