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Effects of knocking down BCLAF1 on proliferation, invasion and drug re-
sistance of liver cancer SMMC-7221 cells

ZHU Chao-yu,FAN Chang-ru,ZHANG Yu-liang
( Department 2 of General Surgery,Linyi Cancer Hospital ,Linyt 276034 ,Shandong , China)

[ Abstract] Objective:To explore the effects of knocking down BCLAF1 on the proliferation,invasion and drug resistance of liver
cancer SMMC-7221 cells. Methods: The shRNA-BCLAF1 vector was constructed. The SMMC-7221 cells in blank control group,shR-
NA-NC ( negative control) group and shRNA-BCLAF1 group were transfected. The interference effectswere identified by qPCR and
Western blot. The proliferation activity of cells in each group was detected by MTT. The invasion ability of cells in each group was de-
tected by Transwell. The migration ability of cells in each group was detected by scratch assay. Cells in each group were treated with sor-
afenib (0,4,8,12,16 umol/L). The cells viability was compared. The expression levels of PI3K,p-PI3K, Akt and p-Akt proteins after
treatment with 16 umol/L sorafenib in each group were detected by Western blot. Results: The relative expression levels of BCLAF1
gene and proteins in shRNA-BCLAF1 group were significantly lower than those in blank control group and shRNA-NC group
(P <0.05). After 48 h of routine culture, proliferation rate of SMMC-7221 cells in shRNA-BCLAF1 group was significantly lower than
that in blank control group and shRNA-NC group (P <0.05). The invasion rate and migration rate of SMMC-7221 cells in shRNA-
BCLAF1 group were significantly lower than those in blank control group and shRNA-NC group (P <0.05). The viability of SMMC-
7221 cells treated with different concentrations of sorafenib in shRNA-BCLAF1 group was significantly lower than that in blank control
group and shRNA-NC group (P <0.05). After treatment with 16 wmol/L sorafenib, relative expression levels of p-PI3K and p-Akt pro-
teins in shRNA-BCLAF1 group were significantly lower than those in blank control group and shRNA-NC group (P <0.05). Conclu-
sion: Knocking downBCLAF1 can inhibit the proliferation and invasion of liver cancer SMMC-7221 cells,and reduce their resistance to
sorafenib. The mechanism may be related to inhibiting PI3K/ Akt signaling pathway.
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