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Dihydromyricetin inhibits palmitic acid-induced pyroptosis in vascular endothelial

cells

Hu Qin, Zhang Ting, Yi Long, Ran Li, Mi Mantian ( Department of Nutrition and Food Hygiene, Chongqing Key
Laboratory of Nutrition and Food Safety, Chongqing Center of Medical Nutrition, College of Military Preventive
Medicine, Third Military Medical University, Chongqging, 400038, China)

[ Abstract | Objective To determine the role of dihydromyricetin (DHM) on palmitic acid-induced
pyroptosis in vascular endothelial cells. Methods The endothelial EA. hy926 were treated with different
concentrations of palmitic acid (PA) for 24 h, or pretreated with DHM of different concentrations (0.1, 0.5,
1.0 pmol/L) for 12 h following cultured for another 24 h with 200 pwmol/L PA addition to the medium. Then
cell viability, lactate dehydrogenase (LDH) release and caspase-1 activity were measured by CCK-8 assay,
CytoTox 96® Non-Radioactive Cytotoxicity Assay and Caspase-1 Activity Assay Kit, respectively. PI staining
were employed to detect the cell deaths by fluorescence microscopy, and then the expression levels of
intracellular proteins caspase-1, IL-1B and intercellular adhesion molecule 1 (ICAM-1) were detected by
Western blotting. Results After treated with PA, the cell viability was decreased markedly, and the LDH
release, Pl staining, caspase-1 activity and the protein levels of caspase-1, IL-1B and ICAM-1 were increased
significantly (P <0.05). DHM pretreatment significantly increased cell viability, decreased LDH release and
caspase-1 activity (P <0.05), and reduced the expression of caspase-1, IL-13 and ICAM-1 when compared
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with the PA treatment group (P <0.05). Conclusion

DHM exerts inhibitory effect in the process.
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