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Effect of diosmin on apoptosis and protein expression of Bcl-2/Bax in HepG2 cell

CUI Mingyu', CUI Yiqgiong', LIU Yuanyuan', MA Yingli', GAO Ji¢’
1. College of Pharmacy, Heilongjiang University of Chinese Medicine, Harbin 150080, China
2. The First Affiliated Hospital of Heilongjiang University of Chinese Medicine Harbin, Harbin 150080, China

Abstract: Objective To study the effects of diosmin on proliferation inhibition and apoptosis of human hepatoma HepG2 cells and
to explore its molecular mechanism. Methods HepG2 cells were divided into control group and diosmin group. Diosmin group was
added DMSO solution with the final concentration of 1, 5 and 25 pg/mL, and control group was added DMSO with the same
volume. After treatment for 24 h,Trypan blue staining and Live/Dead staining were performed to test the effect of diosmin on the cell
viability. CCK-8 assay and EdU staining were applied to test the influence of diosmin on the proliferation of HepG2. TUNEL
staining was performed to detectthe effect of diosmin on apoptosis of HepG2. QRT-PCR and western blotting were applied to test
the expressions of apoptotic-related proteins in each group. Results Compared with the control group, diosmin decreased the cell
viability and inhibited the proliferation of HepG2 cells, and there were significant differences between 5 and 25 pg/mL groups (P <
0.05, 0.01 and 0.001), and promoted the apoptosis of HepG2 cells in all concentration groups (P < 0.01 and 0.001), all were dose
related. After 5 pg/mL diosmin treatment, the expression of anti-apoptotic protein Bcl-2 mRNA in HepG2 cells decreased
significantly (P < 0.001), while the expression of pro-apoptotic protein Bax mRNA increased significantly (P < 0.001). The level of
Bcel-2/Bax protein decreased significantly (P < 0.001). Conclusion Diosmin could decrease cell viability and proliferation, as
well as promote apoptosis of HepG2 by regulating Bcl-2/Bax pathway. These findings may represent a new idea for drug
therapy of liver cancer.
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Fig.1 Effect of diosmin on HepG2 cell viability( X s, n = 6)
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A: CCK-8 cell proliferation assay; B: EdU cell proliferation assay.
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Fig.2 Effect of diosmin on proliferation of HepG2 cells( X s, n = 6)
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Fig.3 Effect of diosmin on apoptosis of HepG2 cells( X 5, n =3)
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Fig. 4 Effect of Diosmin on expression of Bel-2 and Bax in HepG2 cells( X +s, n=3)
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