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Inhibitation and Mechanism of Huaier Cream in Colon Cancer Cells SW480 in Vitro
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Abgtract  Objective : To investigate the inhibition and mechanism of Huaier cream in colon cancer cells SW480 in
Vitro. Methods: The ability of Huaier cream to inhibit colon cancer cells SW480 and the top inhabitation ratio were detec-
ted by the M TT method. SW480 cells were cultured for 48 hours and randomly divided into normoxic group (NC group) ,
hypoxia group (HC group) and hypoxia group treated by Huaier (HH group) . Levelsof mRNA and protein expression of
V EGF were detected by semi-quantitative RT- PCR and Western blot ,respectively. Results: Huaier cream induced a dose
dependent inhibition of SW480 cells. The maximum percentage of growth inhibition was 66. 7 % at a concentrationof 1. 0
mg/ ml ,but no significant difference as compared to the positive control (5 FU 104 g/ ml) . V EGF mRNA expresson level's
were sgnificantly higher in both HC group and HH group thanin NC group(4 71+0. 07,4 54+0 02vs. 1 19+0. 03,
all P<Q 05) ,but not significantly different between HC group and HH group. V EGF protein were over expressed in HC
group than NC group (0. 660 03 vs. 0. 38+0. 02,P<0 05).In HH group , however , V EGF protein was inhibited re-
markably compared with HC group (0. 37 0. 03 vsQ. 66 +0 03, P<0. 05) . Conclusion : Huaier cream can significantly in-
hibit SW480 cells and reach the top inhabitation ratio at a concentration of L 0 mg/ ml. Huaier cream through downrregu-
lating protein expresson of V EGF plays a role in inhibiting tumor.
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