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ABSTRACT Objective: To investigate the effect of SFN targeting RASD1 on apoptosis and cell cycle of human cervical cancer
HELA cells. Methods: HELA cells were treated with different concentrations of SFN for 48h. Cell proliferation was measured by CCK-8
assay. The mRNA and protein expression of RASD1 in HELA cells were detected by real time-PCR and Western blot, respectively. Then
HELA cells were treated with SEN or not, transfected with RASD1 and Control vector for 48h, cells apoptosis and cycle were detected by
Flow cytometry, Western blot detected the relative protein level. Results: SFN inhibited the proliferation of HELA cells in a
concentration-time dependent manner. Furthermore, SFN treatment could induce the expression of RASD1 at the mRNA and protein
levels. Flow cytometry results suggested that the apoptosis ratio of cells with SFN or over-expression RASD1 cells was significantly
higher than their control group. Western blot results suggested that the expression levels of cleaved-caspase3 and cleaved-parp were
up-regulated than control group (P<0.05). ModFit LT analysis demonstrated that in the SFN plus group or RASD1 over-expression group
the percentage of cells in S phase less than control group, and more than in G2/M phase clearly. Western blot shows cells with SFN or
over expressing RASD1 remarkable increasing the level of p21 protein and decreasing the level of cdc2 protein (P<0.05). Conclusions:
RASDI1 as a target of SFN inducing HELA cells apoptosis and cell cycle arrest.
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Fig.1 Effects of sulforaphane on the proliferation of HELA cells, and the mRNA and protein expression of RASD1(B, C)

SFN: Sulforaphane, * P<0.05, ** P<0.005, **** P<0.0001 compared with 0 wM group; x+s, n=3.
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Fig.2 Effects of SFN and over-expressed RASD1 on the HELA cell apoptotic rates( A, B )and the protein expression of cleaved-caspase3

and cleaved-parp investigated by Western blot assay(C, D )and statistical analysis.
HELA-exCON: control group; HELA-exRASDI: transfected with RASDI1 group; * P<0.01,** P<0.005, **** P<0.0001; x+s, n=3.
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Fig.3 Effects of SFN and over-expression RASD1 on the HELA cell cycle progression(A, B), and the protein expression of cdc2 and p21 investigated

by Western blot assay( C, D )and statistical analysis.
HELA-exCON: control group; HELA-exRASDI: over-expression RASD1 group; * P<0.01,**P<0.005, ****P<0.0001; x+s, n=3.
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