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Mogroside IIE effects on macrophage
in diabetic inflammatory models
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Abstract: To investigate the role of mogroside ITE in the combination of lipopolysaccharide (LPS) and palmitic acid
(PA) in the induction of diabetic inflammation in mouse macrophages, we used 1 ng + Wl LPS and 100 pmol - 1" PA
to establish a diabetic inflammation model of mouse macrophages RAW 264.7, and used qRT-PCR to detect the
expression of inflammatory factor TNF-ao mRNA in cells at 0, 1, 3, 6, 12, 24 h. The results were as follows: (1) The
synergistic effect of LPS (1 ng + wL') and PA (100 wmol - L') on macrophage RAW 264.7 was the best at 24
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h. (2) After mouse macrophages were induced with 1 ng + wL" LPS and 100 wmol + L PA for 12 h, and treated with
20 pmol - L' mogroside IIE for 12 h, qRT-PCR result showed that 20 pmol + L mogroside IIE treatment for 12 h could

significantly reduce the expression of inflammatory factor TNF-a¢ mRNA induced by LPS and PA, indicating that

mogroside IIE can effectively reduce the inflammation level of macrophages. In conclusion, mogroside IIE may play a

certain role in the treatment of diabetes, which provides a reference for the proposal of new strategies for the treatment of

diabetes.
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