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Abstract: Objective To study the inhibitory effect on proliferation of Hela cells of podophyllotoxin, 4'-demethylepi-
podophyllotoxin and drug combination of different proportion of nano-sillca (SiO,) and 4’-demethylepi-podophyllotoxin in vitro, and
discuss the mechanism. Methods Used ethyl silicate hydrolysis method to prepare 25 nm SiO, sample, next carried
4'-demethylepi-podophyllotoxin after the surface modification, and measure cell campatibility by MTT method and Hoechst 33342.
The inhibitory effect of podophyllotoxin, 4’-demethylepi-podophyllotoxin and drug combination on proliferation of Hela cells was
measured by MTT assay. Hoechst 33342 staining method was used to detect cell apoptosis. The effect of drug combination treatment
on cell morphology was observed by inverted microscope. Western blotting technique was used to detected effect of
4'-demethylepi-podophyllotoxin and drug combination on expression of apoptosis related protein. Results Inhibitory effect
onproliferation of Hela cells of 4'-demethylepi-podophyllotoxin is superior to podophyllotoxin, inhibitory effect of drug combination
is superior to the single 4’-demethylepi-podophyllotoxin, the inhibition of drug combination with 0.125 pg/mL nano SiO, and 6.25
pg/mL 4'-demethylepi-podophyllotoxin is the most obvious. MTT and Hoechst 33342 experimental results showed that the 25 nm
Si0, have good cell compatibility. Podophyllotoxin, 4'-demethylepi-podophyllotoxin and drug combination can induce apoptosis.
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Western blotting results showed that 4’-demethylepi-podophyllotoxin and drug combination can up-regulate the ratio of Bax/Bcl-2

and the expression level of Caspase-3.P53 and P38. Conclusion In vitro experimental performance of drug combination is superior

to single 4’-demethylepi-podophyllotoxin, it is may by effecting the expression of Bcl-2, Bax, Caspase-3, P53, and P38 and others

apoptosis related protein to induce Hela cell apoptosis.
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Fig. 9 Effect of different drugs on Bax, Bcl-2, Caspase-3, P53 and P38 protein expression in Hela cell (x %5, n=3)
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llotoxin and 4’-demethylepi-podophyllotoxin and drug

combination
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