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microRNA-24 inhibits islet B-cell proliferation by decreasing Cdk4 and CyclinD3 protein
levels
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[Abstract |
miRNA-24. Methods: miRNA-24 (miR-24)was highly expressed in MING cells. Cell viability was determined using WST-1 assays.

Objective:To explore whether Cdk4 and CyclinD3 are involved in the inhibition of B-cell proliferation caused by

Cells were collected for flow cytometry analysis to test cell cycle distribution. Protein levels of Cdk4 and CyclinD3 were analyzed by
Western blot. CyclinD3-pCMV5-myc and cdk4-pCMV5-myc recombinant plasmid were constructed and transfected into MIN6 cells
together with pre-miR-24 or pre-Neg miRNA precursors. Cell proliferation was measured by the BrdU labeling. Results:MIN6 cells
proliferation was reduced because of transfected miR-24,mainly due to G2 phase arrest. No changes of the level of apoptotic cells
were detected. Cdk4 and CyclinD3 were downregulated by overexpressed miR-24. Overexpressed c¢dk4 and cyclinD3 reversed the {3-
cell proliferation inhibition. Conclusion:miR-24 inhibits B-cell proliferation by decreasing Cdk4 and CyclinD3 protein levels. The
inhibition may be reversed by overexpressed c¢dk4 and cyclinD3.
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% 50 L, KA BAEPE 98°C 5 min, AT 98C
10s, iRk 55°C 15 s, ZEfH 72°C 1 min/kbp,30~40
MG, FEM 72°C 10 min, bR PCR KN 729 T
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Figure 1 Elevated miR-24 reduces cell viability and induce cell cycle arrest
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Figure 2 Overexpressed miR-24 inhibited islet 3-cell proliferation
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Figure 3 Overexpressed miR-24 decreased the protein

levels of Cdk4 and CyclineD3
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Figure 4 Overexpressed Cdk4 and CyclinD3 rescued the
B-cell proliferation inhibition caused by miR-24
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