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Inhibitory Effect of Soy Isoflavones on Apoptosis of L02 Cells Induced by
Hydrogen Peroxide
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Abstract: In order to study the inhibitory effect of soybean isoflavone on apoptosis of LO2 cells induced by hydrogen peroxide
and its possible mechanism, we investigated the inhibitory effect of soy isoflavones on apoptosis of LO2 cells induced by
hydrogen peroxide. 102 apoptotic model was established by treating 102 cells with hydrogen peroxide. The morphological
change of nucleus was detected by Hoechst 33342 fluorescent staining, cell apoptosis was detected by the TdT-mediated dUTP
nick end labeling( TUNEL) method, the protein expression of the cleaved cysteinyl aspartate specific proteinase-3 ( caspase-3)
B cell lymphoma/lewkmia-2(Bel-2) , Bel-2-associated x protein( Bax) , cleaved poly ( ADP-ribose) polymerase ( PARP), as
well as the activation of c-Jun N-terminal kinase (JNK) and nuclear factor-kB ( NF-kB) were determined with the western
blotting method. The results showed that hydrogen peroxide elevated both Hoechst fluorescent staining and TUNEL staining of
102 cells, indicative of the increased number of apoptotic cells induced by hydrogen peroxide. In addition, hydrogen peroxide
up-regulated the expressions of cleaved caspase-3 and cleaved PARP (P <0.05), increased the ratio of Bax/Bcl-2 (P <
0.05), and reduced the nuclear translocation of NF-kB p65 in 102 cells (P <0.05). However, soy isoflavones suppressed
cell apoptosis, down-regulated the expressions of cleaved caspase-3 and cleaved PARP (P <0.05), reduced the Bax/Bel-2
ratio (P <0.05), and decreased the nuclear translocation of NF-kB p65 (P <0.05) of 102 cells induced by hydrogen
peroxide. It is suggested that soy isoflavones could suppress the apoptosis of LO2 cells induced by hydrogen peroxide, probably
through the regulation of NF-kB pathway.
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Fig. 1 Effect of ISOF on Hoechst staining of L02 cells induced by hydrogen peroxide( x 100)
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Fig.2 Effect of ISOF on TUNEL staining of L.O2 cells induced by hydrogen peroxide( x 100)
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