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Differentiation-inducing effect of MDA-7/IL-24 on Burkitt lymphoma cells
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Clinical Laboratory, b. Department of Infection Management, c. Research Centre, d. Biotherapy Department, the
Fourth Affiliated Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China)

[Abstract] Objective: To investigate the differentiation- inducing effect of melanoma differentiation associated
gene 7(MDA-7)/IL-24 on human Burkitt lymphoma cells, as well as its underlying mechanism. Methods: Human
Burkitt lymphoma cell lines (Raji and Daudi) that stably over-expressing MDA-7/IL-24 were constructed. The effect
of MDA-7/IL-24 transfection on cell viability of Raji and Daudi cells was assayed by MTS method; the effect on mi-
gration and invasion of Raji and Daudi cells were analyzed by Transwell assay. The apoptosis and immunopheno-
types of Raji and Daudi cells with MDA-7/IL-24 over-expression were analyzed by flow cytometry. Meanwhile, the
expressions of differentiation related proteins (Myb, BLIMP1 and BCL-6) were analyzed by Western blotting. Raji
cell xenograft model was established on nude mice to analyze the effect of MDA-7/IL-24 on the bioactivity of Raji
cells in vivo. Results: The cell viability, migration and invasion ability of Raji and Daudi cell lines that transfected
with MDA- 7/IL- 24 were obviously decreased (all P<0.01), however, the apoptosis cells were not increased (P>
0.05). The expressions of CD45 and CD138 were elevated (P<0.01) while the expression of CD10 was decreased
(P<0.01) in Raji and Daudi cells overexpressing MDA- 7/IL-24. MDA- 7/IL- 24 over-expression in Raji and Daudi
cells significantly increased the expression of BLIMP1 (P<0.01), but decreased the expression of Myb and BCL-6
(P<<0.01). The tumor mass of nude mice was significantly decreased after the treatment of MDA-7/IL-24 ([1.23+
0.21] vs [1.96+0.24]g, P<0.01). Conclusion: Transfection with MDA-7/IL-24 inhibited the bio-actively of Burkitt
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lymphoma cells, which might be accomplished by inducing differentiation.
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"P<0.05,"P<0.01 vs control group
A: MDA-7/IL-24 protein expression analyzed by western blotting;
B: The significantly lower absorbance value (OD value) was observed in Raji and Daudi cells overexpressing MDA-7/IL-24 than non-
transfected cells and cells transfected with vector alone;
C: There was no difference in the percentage of Annexin V-FITC-positive cells between the cell lines of Raji and Daudi with and
without MDA-7/IL-24 expression;
D: Effect of MDA-7/IL-24 on the cell cycle distribution of Raji and Daudi cells was detected by FCM analysis
1 5 22 MDA-7/IL-24 3 Raji ¥ Daudi 4R #1455 | 206 B 8 5 B A T 7K ERORZ NG
Fig. 1 Effect of MDA-7/IL-24 transfection on proliferation, cell cycle distribution and apoptosis in Raji and Daudi cells
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"P<0.05, "P<0.01 vs control group
A: Effect of transfected MDA-7/IL-24 on morphology of Raji and Daudi cells, as determined by Wright-Giemsa staining;
B: Effect of transfected MDA-7/IL-24 on immunophenotype of Raji and Daudi cells was detected by FCM.
&2 353 MDA-7/IL-24 X} Raji #1 Daudi A2 75 & S B R B A R0 (1 000)
Fig. 2 Effect of transfected MDA-7/IL-24 on morphology and immunophenotype of Raji and Daudi cell lines (x1 000)
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A: Effect of MDA-7/IL-24 on migration and invasion ability of Raji and Daudi cells was investigated by transwell and matrigel assay.

The number of migrated and invaded was calculated,

B: Western blotting assays of the levels of MMP2 and MMP9 protein expression in Raji and Daudi cells.
3 % MDA-7/IL-24 F&{% Raji #1 Daudi ZHBEEN 1R ZFIT 785514 (x200)
Fig. 3 Inhibitting effect of MDA-7/IL-24 on migration and invasion potency of Raji and daudi cells(x200)
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