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Effects of blueberry anthocyanin on apoptosis and histone
acetylation in HepG2 cells
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Abstract Objective: To investigate the effect of blueberry anthocyanin on apoptosis and histone acetylation modification
in human hepatocellular carcinoma HepG2 cells.
Methods: The anthocyanin was extracted from blueberries native to Majiang county of Guizhou province,
and the content determination and identification of anthocyanin were performed by high performance liquid
chromatography. In HepG2 cells after incubation with blueberry anthocyanin, the morphological changes,
cell proliferation and apoptosis as well as the acetylation of histone H3K9, H3K14, H3K18, and H3K27 were

observed.
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Results: Compared with untreated control HepG2 cells, in HepG2 cells after incubation with different

concentrations of blueberry anthocyanin (50, 100, 150, 200, and 300 pg/mL) for 48 h, the cell volume was

obviously reduced, proliferation was significantly inhibited (all P<0.05) and apoptosis was remarkably increased,

and all these effects were increased with increasing concentration of blueberry anthocyanin; the acetylation of
histone H3K9, H3K14, H3K18 and H3K27 were significantly enhanced in HepG2 after treatment with different
concentrations of blueberry anthocyanin (50, 100 and 200 pg/mL) for 48 h (all P<0.05), with a concentration-

dependent manner.

Conclusion: Blueberry anthocyanin has inhibitory effect on the proliferation of HepG2 cells, and the mechanism

may probably be related to its enhancing histone acetylation and thereby promoting cell apoptosis.
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Figure 1 Morphological changes in HepG2 after treated with different concentrations of blueberry anthocyanin (x200)

A: Control group;

B: Anthocyanin 50 pg/mL; C: Anthocyanin 100 pg/mL; D: Anthocyanin 150 pg/mL; E: Anthocyanin 200 pg/mL; F: Anthocyanin

300 pg/mL

2.2 HEMSFEN HepG2 AT IE5E A 800
RTCAZ5 R /8, 100, 150, 200, 300 pg/mlL
AL R X Hep G2AN MBI A IMHIEN, 27 AA

© MR IT F EHFFNHFEIH

Giittm X (#P<0.01) , HEWEKBME. bk
50 pg/mLALN, HARWEEHTEIT48 hg ¥ BoR h KT
50% M EE (E2) .

http://pw.amegroups.com



SRR R 5507 %

58 b E
— X IR — HFZ 100 pg/ml. BT 200 pg/ml
LT 2 50 pg/mL — FE7F £ 150 pg/ml. — FE75 % 300 pg/mL
2.5 A T T T T T T T T T
2.0¢ it
ﬁ .«v‘”"’”"/
i 115
%
1 1.0
=l
E‘ 0.5
0 E
E 1 1 1 1 1 1 1 1

5
0.0 10.0 20.0 30.0 40.0 500 60.0 70.0 80.0
fffil (h)

B2 AREREESEERELERG HepG2 EHEMM - 2k
Figure2 The time-effect curves of HepG2 cells after treatment with

different concentrations of blueberry anthocyanin
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B3 ARREESELERAE HepG2 MAAIAIETER ( x200)
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Figure 3 The apoptosis of HepG2 cells after treatment with different concentrations of blueberry anthocyanin (x200)

D: EHZ 150 pg/ml; E: E75 200 pg/mL; F:

A: WREZH; B: BT 50 ug/ml; C: LT E 100 pg/ml;

A: Control

group; B: Anthocyanin 50 pg/mL; C: Anthocyanin 100 pug/mL; D: Anthocyanin 150 pg/mL; E: Anthocyanin 200 pg/mL;

F: Anthocyanin 300 pg/mL
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Figure 4 Western blot analysis for acetylation of acH3K9, acH3K14, acH3K18, and H3K27 in HepG2 cells
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