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Effects of Insulin Glargine on FFA-induced Apoptosis in RIN-m Cells
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( Department of Endocrinology, The Second Affiliated Hospital, SUN Yat-sen University, Guangzhou 510120, China)

Abstract: [ Objective ]To investigate the effects of insulin glargine on apoptosis induced by

free fatty acid in pancreatic Bcells. [Methods] Apoptosis was determined by Hoechst staining, flow
cytometry, and ELISA kit in RIN-m cells incubated by palmitic acid (0.3mmol/L) for 24 hours in

the absence or presence of insulin glargine, regular insulin or IGF-1 at various dosages. [Results]

The percentages of SubG1 cells in palmitic acid-treated control group, glargine treated group, and
regular insulin-treated group were 42.10% +4.24% , 32.00% +3.08% , and 35.97% +3.14%,

respectively. The anti-apoptotic effect of insulin glargine was dose-dependent and stronger than

regular insulin at all corresponding dosage. [Conclusion] Insulin glargine can dose-dependently

protect apoptosis induced by free fatty acid in pancreaticBcells.
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Fig.1 Morphological analysis of RIN-m cells under

invert microscope
cultured for 24 h in the absence (A) or presence (B) of
0.3 mmol/L palmitic acid (x100)
Fig.2 Hoechst 33342 staining of RIN-m cells observed
by fluorescence microscope
(A)cultured in normal medium;  (B)cultured in 0.3 mmol/L
palmitic acid for 24 h.The arrows refer to chromosome condensation

and fragmentation of nuclei, which is characteristic of apoptotic cells
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Fig 3 Dose-dependent effect of glargine, RI, and IGF-1
on palmitic acid-induced SubG1 cells in RIN-m
cells
Data were derived from 4-6 samples and expressed as inhibition
ratio of palmitic acid-induced SubGl cells in RIN-m cells.
Inhibition ratio was calculated using the following formula: inhibition
ratio = (SubG1 cells of C group-SubGl cells of G or R or I group)/
SubG1 cells of C group. Difference between the groups was analyzed
by multivariate ANONA. *significantly different from the values of
group Regular insulin and IGF-1 (P< 0.05)
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