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ABSTRACT Objective: To investigate the effect and mechanism of RNA interference Mcl-1 gene expression on proliferation and
apoptosis of lymphoma Raji cells. Methods: NC-siRNA and Mcl-1-siRNA were transfected into Raji cells, the cells without any treatment
as the control group, the expression of Mcl-1 protein was detected by Western blot after 48h; CCKS assay and flow cytometry were used
to detect the proliferation and apoptosis of the cells; expression of Cleaved Caspase3, Notchl, Hesl protein were detected by Western
blot. Results: Mcl-1 expression after transfected Mcl-1-siRNA was significantly decreased; compared with the control group and
NC-siRNA group, cell survival rate in Mcl-1-siRNA group decreased significantly, the apoptosis rate was significantly increased, the
expression of Cleaved Caspase3 protein was significantly up-regulated, Notchl and Hesl protein were significantly down-regulated.
Conclusion: RNA interference can inhibit the expression of Mcl-1 gene and decrease the proliferation and induce apoptosis of Raji cells,
which may be related to the inhibition of Notchl signaling pathway.
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Fig.1 Expression of Mcl-1 in transfected Raji cells
i : A: Western blot # IR R AWM P Mcl-1 FHEBRIE;B:
Mcl-1 FE A#EX1RIEE; 5 Control A LL%E, **P<0.01,
Note: A: Western blot was used to detect the expression of Mcl-1 protein
in the transfected cells ;B: The relative expression of Mcl-1 protein;

compared with Control group, **P<0.01.
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Fig. 2 Effect of Mcl-1-siRNA transfection on proliferation of Raji cells
i : 5 Control HELE, **P<0.01,

Note: compared with Control group, **P<0.01.
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Fig.3 Effect of Mcl-1-siRNA transfection on apoptosis of Raji cells
ARG SR N AAA T4 R ;B AA T2 ; 5 Control HLLE, **P<0.01,

Note: A: flow cytometry was used to detect apoptosis results; B: apoptosis rate; compared with Control group, **P<0.01.
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Fig. 4 Effect of Mcl-1-siRNA transfection on the expression of Cleaved
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Note: A:Western blot test results map; B: protein relative expression;

compared with Control group, **P<0.01.
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