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Fig.1 Effects of BHFs on proliferation of human lung cancer A549 cells (a), human cervical cancer Hela cells (b),

human hepatocellular carcinoma HepG2 cells (¢) and human normal liver L-02 cells (d)
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Fig.2 Effects of BHFs and rutin on morphology of human hepatocellular carcinoma HepG2 cells (400x)
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Fig.3 Effects of BHFs and rutin on apoptosis of human hepatocellular carcinoma HepG 2 cells
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Fig.4 Effects of BHFs and rutin on mitochondrial membrane potential in human hepatocellular carcinoma

HepG2 cells (40x)

Oy S #] (37.09+0.86)% , (44.47+2.34)% ,
(30.63+2.82)%,P<0.05, 7 T Ab B Jm 8 T2 R 14 in 5]
(31.56+0.96)% ,P<0.05 ; i % BHFs Jii & ¥k JE 1Y 14
I A T A M TS £ AE BT RV R R 100 pwg/mL
i, R T 40 P S A X R RT RE R e
HVR S BHFs 7] LUGE i BL 9]0 T fin 3 4 Jre 2= 10
WA T JF g A IR SE X — 45 R 5 FITC 44
(I 5¢) F1 Hoechst 33345/P1 Y&t (& 3) Bl 4 A4 4%
— 3, LA LRSS R UL BHFs 7] LI5S HepG2
MM, AR B S T T,

2.3.4 BHFs X} HepG2 4l T-FE AW 40

JLR T DT 1 310 &5 o1 A 3 R v g 5 2R P A
¥, TESH5HENEAXEA Caspase % Al
Bel-2 & H , B AT 40 M I 1 59375 S A i
iR E A, E 6 AT, SoRANEIAI A, 4
I BHFs 4b P, HepG2 4fi i N Bel-2 Fl1 Bel-XL [
BB D ERFEC, B T3 24 h J5 HepG2
M Y Bel-2 Al Bel-XL 2 (1 3% 15 A7 AL #
P, 5T AL BRA A He , BHFs 40 BEZH 41 P Bel-2
A1 Bel-XL £ e 3k 7K SR AR T B 2. 1y 5 oK Ak B
4140 [, BHFs Zb #1240 Bax 25 3R k3 5,100 pg/
mL I 23K A%, H BHFs #1725 T W 41 41 g Bax/



24 4 T Ir

o 3 B i AT & HepG2 2m B 8 o= Fo 4 4] 3L

#% 0 B 41

BHFs/(pg/mL)

T/ (ng/mL)

100 200

PI

8%

2 4 T
Apoptosis rate/%

0 10 50 100 200

Annexin V-FITC

Ca) 3t 2 200 S 20 A 400 L 08 19

BHFs/ (ug/mL)

BHFs I

Jo ik vk
Mass concentration/(pg/mL)

(b)FEARE SRS

7T/ (ng/mL)

FITC

PI

Merge

50

100 200

(e) 9 W WBE T AT B R (40%)
TE b ARG 50 R R 28 53 i 35 (P<0.05) .
B 5 BHFs fA T Xt ABH9E HepG2 40 A E T B9 52 1
Fig.5 Effects of BHFs and rutin on apoptosis of human hepatocellular carcinoma HepG2 cell
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Fig.6 Effects of BHFs and rutin on apoptotic proteins in human hepatocellular carcinoma HepG2 cells
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Mechanism of Buckwheat Hull Flavonoids in Inducement Apoptosis and Inhibiton Migration of

Human Hepatocellular Carcinoma HepG2 Cells

Jiang Xin', Li Tianzhu', Wang Yue', Liu Ziqi', Wang Xiujuan', Piao Chunhong”
('College of Food Science and Engineering, Jilin Agricultural University, Changchun 130118
*School of Food and Pharmaceutical Engineering (Guangxi Liupao Tea Modern Industry College), Wuzhou University,
Wuzhou 543002, Guangxt)

Abstract To investigate the effect of buckwheat hull flavonoids (BHFs) on apoptosis and migration of human hepatocel-
lular carcinoma HepG2 cells. The inhibitory effect of BHFs on human lung cancer A549 cells, human cervical cancer
Hela cells, human hepatocellular carcinoma HepG2 cells and human normal liver L-02 cells was evaluated by MTT col-
orimetric method, and HepG2 cells were further selected as experimental subjects. Cell morphology was analyzed by
Hoechst 33345/P1 double staining, JC-1 fluorescence probe detection, Annexin V-FITC/PI flow cytometry, wound healing
assay, and Western blot analysis of BHFs pretreatment to investigate the effects of apoptosis and migration of HepG2
cells and the potential mechanism. The results showed that BHFs could effectively inhibit the viability of A549, Hela
and HepG2 cells, the inhibitory effect on HepG2 cells was the most significant, the survival rate of HepG2 cells was
53.62% after treatment with 50 pg/mL for 48 h,and had no effect on L-02 cells viability. Compared with the untreated
group, BHFs inhibited the proliferation of HepG2 cells in a dose—dependent manner, decreased mitochondrial membrane
potential, down-regulated the expression of apoptotic proteins Bel-2 and Bel-XL, increased the expression of FADD and
cleaved—Caspase-3, and decreased the expression of migratory protein MMP 9, and the effect was significantly superior
to that of positive control of rutin. The results indicate that BHFs have anti—tumor ability, and the inhibition of HepG2
cell proliferation may be related to the induction of mitochondrial, death receptor cell apoptosis and the inhibition of cell
migration.

Keywords buckwheat hull flavonoids; cancer; hepatocellular carcinoma; cell apoptosis; cell migration



