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Abstract: [ Purpose | To investigate the effect of SALL4 gene silencing on the cellular proliferation
and sensitivity of human breast cancer cell line MCF-7/A to chemotherapy. [ Methods ] The mRNA
and protein levels of SALI4 in MCF-7 and MCF-7/A cells were examined by qRT-PCR and
Western Blot,respectively. The lentivirus-mediated shRNA approach was applied to silence the
SALIA gene of MCF-7/A cells. The experiment set up an experimental group (Lv-shSALLA),the
negative control group (Lv-shNC) and blank control group(CON).The inhibitory effect on prolifera-
tion of MCF-7/A cells were detected by CCK8 assay and colony formation. Groups of CON,Lv-
shNC and Lv-shSALL4 were cultivated with various concentrations of Epirubicin for 24h and 48h.
Then, the ICs, values(the concentration of drug inhibiting 50% of the cells) of MCF-7/A at 24h and
48h were measured by CCK8 regent kit and the cell apoptosis rate was detected by flow cytometry.
[Results | SALIA4 obviously up-regulated in MCF-7/A cells, compared with to MCF-7 cells(P<0.05).
SALIA gene in MCF-7/A cells was successfully silenced by the lentivirus-mediated shRNA inter-
ference approach. After being transfected for 72h,the infection efficiency was about 95%.And both
mRNA and protein levels of SALIA4 in Lv-shSALL4 group were significantly reduced (P<0.05).
CCK8 assay based growth curve and colony formation assay indicated that silencing SALL4 signifi-
cantly inhibited the proliferation of MCF-7/A cells (P <0.05).Besides,down-regulation SALLA
markedly increased the sensitivity of MCF-7/A cells to Epirubicin.ICs, value of Epirubicinin Lv-
shSALLA group was significantly lower at 24h and 48h based on CCK8 assay (P<0.05).The cell
apoptosis rate was higher in Lv-shSALI4 group than that in CON group after cultivating with
Epirubicin for 48h (P<0.05).[Conclusion] Silencing the SALL4 gene in MCF-7/A can inhibit the

proliferation and enhance the chemotherapy sensitivity of drug resistant breast cancer cells MCF-7/
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A ,towards Epirubicin.It suggests that SALLA may be a promising target for the therapy of breast

cancer.
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Relative SALL4 mRNA expession >

MCEF-7/A MCF-7

Note : A : The relative mRNA levels of SALL4 were detected in the indicated cell lines. **P<0.01,when compared to MCF-7 cells.
B:The relative protein levels of SALL4 were evaluated in the indicated cell lines.

Figure 1 The expression of SALL4 in MCF-7 and MCF-7/A cell lines

Lv-shNC Lv-shSALLA4

Note: A :The detection of the infection efficiency of MCF-7/A cells (x40). a,c:MCF-7/A cells were transfected by Lv-shNC. b,d:MCF-7/A cells
were transfected by Lv-SALL4-shRNA. a,b:The photos of cells undernormal vision.c,d:The fluorescence photos of the cells under the corre-
sponding vision. B:mRNA levels of SALL4 were assessed in the indicated groups. C:Protein levels of SALI4 were assessed in the indicated

groups.**P<0.01 ,when compared to the CON group.

Figure 2 The infection efficiency of MCF-7/A cells transfected by lentivirus and the alteration of SALL4
expression in the gene silenced cells
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Note: A:The growth curves of MCF-7/A cells in each group;B:The
photomicrographic  differencesand ;C:influence of colonies on
colony formation were shown,*P<0.05,**P<0.01.

Figure 3 Knockdown of SALL4 inhibits the
proliferation of MCF-7/A cells
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Note:* P<0.05; EPI: Epirubicin.
Figure 4 Knockdown of SALL4 had synergy with

epirubicin to induce apoptosis of MCF-7/A cells

Table 1 The analysis of ICs, values of MCF-7 /A cells
towards epirubicin
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Note : Lv-shSALL4 group vs CON group, **P<0.01.
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