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Abstract: Objective To explore the role and mechanism of miR-139-5p in the apoptosis of pancreatic f
cells induced by palmitate (PA). Methods Min6 cells were incubated with PA. The expression of miR-139-
5p was detected by RT-PCR. The expressions of cleaved caspase 3 and Bcl-2 were detected by Western blot.
The dual-luciferase reporter assay was used to verify the interaction between miR-139-5p and Becl-2. Green-

Nuc™ was adopted to detect the apoptosis of Min6 cells. The T2DM mouse model was established by high-fat
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diet combined with STZ injection. TUNEL was employed to detect the expression of miR-139-5p in pancreas
tissue. Over-expression of miR-139-5p increased the expression of cleaved caspase 3 and the apopto-

sis of Min6 cells ( P <{0. 05). The expression of miR-139-5p was up-regulated in PA-incubated Min6 cells,

Results

while the inhibition of miR-139-5p expression reduced the level of cleaved caspase 3 and the apoptosis of Min6
cells. Luciferase reporter assay indicated that miR-139-5p interacted with Bcl-2. Over-expression of miR-139-5p
decreased the expression of Bel-2 ( P <C0. 05), while down-regulated expression of Bel-2 induced by PA could
be recovered by inhibiting miR-139-5p ( P <C0. 05). In addition, over-expression of Bcl-2 antagonized the up-
regulation of cleaved caspase 3 protein induced by miR-139-5p ( P <C0. 05) and reduced the number of apoptotic
Min6 cells ( P <C0.05). There was an increase in the expression of miR-139-5p in pancreas of T2DM mice ( P

<C0.05), and the apoptosis of pancreatic cells also increased ( P <C0. 05).

Conclusion miR -139-5p inhibits

the expression of Bel-2 to promote the apoptosis of pancreatic 8 cells induced by PA.
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