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Study on the Inhibitory Effect of Baicalein on the Growth of HepG2 Cell
WANG Fang(Dept. of Pharmacy, No. 153 Central Hospital of PLA, Zhengzhou 450042, China)

ABSTRACT OBJECTIVE: To study the inhibitory effect of baicalein on the growth of HepG2 cell. METHODS: The drugs were
added into 96-well plate that cultivated HepG2 cells, so that the baicalein extract concentration were 0, 20, 40, 80, 160 pmol/L
(namely blank control group and baicalein (D, 2,3, @ group). MTT method was adopted to detect cell inhibition ratio. Spectro-
photometric method was adopted to detect the activity of Caspase-3, 8, 9; the content of MDA, the activity of SOD and GSH-Px
were all determined. RESULTS: Compared with normal control group, the absorbance of baicalein group 2,3, @ decreased, the
activity of 24 h Caspase-3,8,9, and the content of MDA increased; while the activity of SOD and GSH-Px decreased; there was
statistical significance(P<<0.01). CONCLUSIONS: Baicalin can inhibit the growth of HepG2 cells. The mechanism is related to the
increase of inhibition ratio, the activity of Caspase-3,8,9 and the content of MDA, and the decrease of the activity of SOD and
GSH-Px.
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