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Abstract Objective: To investigate the effect of c-maf gene on the MM cells' proliferation and invasion activity. Methods:Lipo-
fectin Reagent was used to transfect c-maf siRNA into multiple myeloma cell of RPMI8226. The mRNA expression level of c-maf was
detected by RT-PCR.Cell growth curve was measured by MTT assay. Transwell chamber test was used to measure MM cells' in vitro in-
vasion activity. The cell cycle distribution were assessed by flow cytomentry. The protein expression levels of survivin, MMP-2,
MMP-9, ARKS and cyclin B1 were detected by Western blot. We also detected the activity of Caspase-3/7. Results: The c-maf siRNA
was effectively transfected into cells and the mRNA expression of the c-maf gene was inhibited. MTT test and Transwell chamber test
showed that the proliferation and in vitro invasion activity of transfected cells were significantly lower than those of other two groups
(P<0.05). Cell cycle of c-maf siRNA transfected group cells was arrested in Go/M phase. The expression levels of survivin, MMP-2,
MMP-9, ARKS5, cyclin B1 and the activity of Caspase-3/7 between c-maf siRNA transfected group and the other two groups were sta-
tistically different (P<0.05). Conclusion: c-maf gene by c-maf siRNA can remarkably inhibit proliferation and invasion of multiple my-
eloma cell lines of RPMI8226. C-maf gene may be used as the target for multiple myeloma gene therapy.
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Figure I MM cells under the fluoroscope at 24 h after transfectedion (x100)
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Figure 2 Effect of siRNA on c—maf mRNA expression in RPMI8226 cells
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Table 1 siRNA inhibits c—maf mRNA expression in RPMI8226 cells

Inhibiting rate (xzs)

Group n
c—maf siRNA 6 60.38+7.36*
NC siRNA 6 44.01+6.31
Mock siRNA 6 39.66+6.95

*There was a statistical difference betwecn the c—maf siRNA group and

the other two groups(P<0.05)
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Figure 3 The growth curve according to the MTT assay in different
groups of RPMI8226 after transfection with c—maf siRNA
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Figure 4  The effect of c—maf siRNA on in vitro invasion activity of RP-
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Figure 5 The effect of c—maf siRNA on cell cycle progression of RP-
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F2 HEREAEREG/MEMMEE LG (%)
Table 2 The percentage of RPMI8226 cells in G/M phase at different

time points (%)

Time G./M
(h) c—maf siRNA NC siRNA MOCK siRNA
0 16.20 16.32 17.11
24 26.34% 18.64% 18.80%
48 35.844% 19.95% 19.36%
72 51.104% 20.28% 20.44%%

4 P<0.05, * * P<0.01 compared with 0 h time. *P<0.05, **P<0.01

compared with c—maf siRNA groups
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