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ABSTRACT Objective: To observe the effect of 5-aza-2'-deoxycitydine on cell growth of HepG2 and the expression of beclinl,and
to investigate the potential mechanism of its anti tumorigenesis. Methods: Cell growth inhibition was assayed by MTT method; Morphol-
ogical changes of HepG2 were observed by phase contrast microscopy under different drug concentrations in different time periods; To
detect the effect of 5-aza-CdR on expression of mRNA and protein in tumor suppressor gene beclinl by RT-PCR and Western blot.
Results: 5-aza-2'-deoxycitydine could inhibit HepG2 cell growth in a concentration-dependent manner, and increased beclinl expression
of mMRNA and protein. The results showed that after 72 hours in 102.4umol/L5-aza-CdR intervention the rate of cell proliferation
inhibition reached its maximum, up to (84.3+ 3.31)%, beclinl expression of MRNA and protein increased most significantly. Difference
was statistically significant compared with the control group. Conclusions: 5-aza-2'-deoxycitydine can inhibit the proliferation of HepG2
cells, and the mechanism may be that 5-aza-2'-deoxycitydine restores some tumor suppressor genes expression and increases the expressi-
on of beclinl.
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Fig.1 The growth inhibition effete of 5-aza-CdR on human hepatoma cells HepG2
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2 5-aza-CdR HepG2
Fig.2 The Morphological effete of 5-aza-CdR on human hepatoma cells HepG2
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Fig.3 The effect of 5-aza-CdR on the expression of beclinl gene in human hepatoma cells HepG2 detected by RT-PCR. A(M: marker, 1: Opmol/L,

2: 0.4pmol/L, 3:1.6pumol/L, 4:6.4pmol/L, 5:25.6pumol/L, 6:102.4pmol/L), after the cells were treated with various concentrations for 72h, RT-PCR
detected the expression of beclinl mRNA, this is representative of three independent experiments. B, this picture showed the adjusted relative density ratio
of quantification of the beclin-1 mRNA bands. Data represent mean + S.D. (N=3;*P<0.05, ¢ P<0.05, m P<0.05). GAPDH was used as a loading control,

and the values of Opmol/L group were used as a standardized indicators
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Fig.4 Western blot showed beclinl expression was significantly increased in human hepatoma cells HepG2 after a 72-h treatment with 5-aza-CdR. A, after
the cells were treated with various concentrations, total cell extracts were probed with antibodies anti-beclin-1, this is one Fig. of detection results of three
independent experiments. B, this picture showed the adjusted relative density ratio of quantification of the protein beclin-1 bands in the immuneoblots.
Data represent mean + S.D. (N=3;**P<0.05, *P<0.01). GAPDH was used as a loading control, and the values of Opmol/L group were used as a

standardized indicators
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