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Abstract: Objective To investigate the effect of Rubus occidentalis anthocyanins (ROAs) on insulin resistance (IR) in HepG2 cells.
Methods MTT assay was used to detect the effects of ROAs of 3.75, 7.50, 15.00, 30.00, and 60.00 ug-mL™" on the survival rate of
HepG2 cells for 24 and 48 h, and to determine the administration conditions of ROAs. HepG2 cells were cultured in DMEM
medium containing high glucose (4.5 g-L™") and high insulin (1.0 x 107, 1.0 x 107, 1.0 x 107, 1.0 x 107* mol-L™") for 24 or 48 h. The
glucose level in the supernatant of each well was detected by glucose oxidation kit, and the glucose consumption of cells in each
well was calculated, to establish the conditions of IR cell model. HepG2 cells were divided into control group, model group,
metformin (positive drug, 0.01 mol-L™") group and ROAs (7.5, 15.0, 25.0, 30.0 pg'mL™") group. Except for the control group, the IR
model was established after 24 h of cell culture. After the establishment of the model, cells were treated with drugs for 24 h, Glucose
consumption was detected by kit method, and morphological changes were evaluated by HE staining. Results 7.5, 15.0, 25.0,
30.0 pg-mL™" were selected as the following concentrations of ROAs, and the administration time was 24 h. The IR model of HepG2
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cells was established under the following conditions: DMEM medium containing high glucose (4.5 g-L™") and high insulin (1.0 x

107 mol-L™") for 24 h. Compared with the control group, the consumption of glucose in IR model group was significantly decreased

(P <0.001). Compared with the model group, the glucose consumption of cells in the ROAs groups with concentrations of 15.0,

25.0, and 30.0 pg-mL™" was significantly increased (P < 0.05, 0.001). Compared with control group, the morphology of IR model

cells was not fixed, the nucleus was round, the cytoplasm was not formed, and the lipid droplets increased significantly. ROAs could

improve the cytoplasmic morphology of HepG2 cells and significantly reduce lipid droplets. Conclusion ROAs can improve the

insulin resistance of HepG2 cells induced by high glucose and high insulin.
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