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DADS enhanced LIMKI1 silencing to inhibit migration and invasion of
human gastric cancer BGC823 cells by Racl/LIMKI1/cofilinl pathway
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Abstract: To investigate the effect of diallyl disulfide (DADS) on the inhibition of BGC823 cell migration and inva-
sion by silencing LIMKI through Racl/LIMK1/cofilinl pathway. The ability of migration and invasion was observed by
scratch experiment and invasion experiment. Expressions of LIMK1, Racl, Rockl, Pakl and Cofilinl and p-cofilinl were
detected by RT-PCR, Western blot and immunohistochemistry. The results showed that the scar distance of DADS treated
silent group increased compared with control group and silent group (P<0.05). The membrane penetrating cells in DADS
treated silencing group were lower than those in control group, empty carrier group and silencing group ( P<0.05). LIMKI
expression in the silent group was lower than that in the control group and the empty carrier group. After DADS, LIMKI ex-
pression in the treatment group was lower than that in the control group and the empty carrier group ( P<0.05). Moreover,
the expressions of Racl, Rockl, Pakl and p-cofilinl in the silent group, the control group and the empty carrier group
were down-regulated (P<0.05). This suggested that DADS could enhance LIMKI silencing and inhibit BGC823 cell mi-
gration and invasion, and the mechanism may be related to blocking the Racl/LIMKI1/cofilinl pathway.
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