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[ Abstract |

mechanism. Methods

Objective To investigate the regulation of insulin VGLUT2 gene expression in pancreatic § cells and its exactly
The rat pancreatic § cell line RIN-5F was treated by different insulin concentrations and different siRNA. The
changes of VGLUT2 mRNA and protein expression levels were detected by adopting real-time qPCR and Western blot. Results In-
sulin with a concentration of 100,200 nmol/L significantly inhibited the expressions of VGLUT2 mRNA and protein in RIN-5RF
cells(P<C0. 05) ,moreover the inhibiting effect was most significant at 100 nmol/L. After 100 nmol/L insulin treatment, the expres-
sions of VGLUT2 mRNA and protein at 12,18,24 h were significantly inhibited compared with that at 0 h(P<C0. 05). Compared
with the Blank group, Lip2000 group and Control-siRNA group, after interfering RIN-5F by using IR-siRNA, IRSI-siRNA and
IRS2-siRNA, the inhibition situation of VGLUT2 mRNA and protein expressions by 100 nmol/L insulin in each group was signifi-
cantly recovered( P<C0. 05). Conclusion
line RIN-5F.
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Insulin at low concentration could inhibit VGLUT?2 gene expression in rat pancreatic § cell
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Western blot,siRNA T4 45 77 vk » WL B & R % VGLUT2 11y
mRNA J 8 RIEAE W20, mU LS R G Es s
& %K (insulin receptor, IR) | Jif & & Z & JIEY) (insulin receptor
substrate, IRS) 5 VGLUT?2 33k 2 [a] (4 56 & , UL 1 5 ¥ % DM

B RN R R .

1 MBEHE

L1 #H

L1.1 SCee il RIN-SF iy b ife A= B e 20 M0 2 f2 44 .

.12 JF FEP VGLUT2 £ 5 B i ik (3£ [ Sigma 2
A s R VIR AR L (36 [ Gibeo 24 D s ZME B R (BCA)
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