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Fig.1 Inhibitory effect of SBP-3 fraction
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F22% oMW

R S KA R e Hep—-G2 A K (AT B IR E WM Ha

49

&M 125,500 wg/mL I 1 000 wg/ml B 310 il %
I3 26.62% ,27.3%F1 60.43% , L) b 45 8
R Z B SBP-3 440 1E 62.5~1 000 pg/mL % & 7
FEl, BEAZ 10 1) Hep—G2 4H A % 34 i , FL 40 1) 2 pifi 1L
P R 3 A FH s ) 7 E K 2 L TR
2.2 SBP-3 ¥} Hep—-G2 4 iA1= HI &

M5 SBP-3 X Hep—G2 41 Jitd 184 5 14 1 ) &%
H, 125,250 pg/mL #1500 pg/ml 3 N i
e BRI VEH 24 h A1 48 h o Hep—G2 40 i1 1 15
TR R A R IR 2, 5 HAA L, 4% SBP-
3 WYL RETS S Hep-G2 4= A=W T-1E A, H.
21 B 4 T SR BE SBP-3 & B 14 1 i ifi 1% i T
125 pg/mL SBP-3 fEJ] 24 h, 401 1= % H

5.23% ;500 wg/mL SBP-3 i 4 Jifd I T % 5 5 >
6.41% , 4AE A 48 h i, 40 08 T A 3 b
F+(P<0.01), >4 SBP-3 Z M it i Wk & 430l o 125,
250 wg/mL 1 500 we/mL BF | 40 I8 T3 5 51 K
31.68%,36.59%#1 37.32%., SBP-3 /£ 48 h A%k
KB T 24 h, EZA¥EEE SBP-3 /EH 48 h Ny
JE I & F ., B3, Q1 FRRIEANM ; Q2 %
7N B R T A 5 Q3 FER I A T4 Q4 Hon
IE 40 M, Q2+Q3 w4 T4 MY, i il e
Hep-G2 MM =55, LI 48 h WP Z B
SBP-3 41 4345 7 42 20 U4 T 40 A L 451 f A, 156
B SBP-3 fi£1% S Hep-G2 AL A -,

107 o 107 107
o1 qa1 Qr
106_]79 106:3"2 106§3G|
105 7 1053 105 3
104 10% 4 10% 5
0] 0 03
003, P s . e 10 3as 10 3
928 0.94 n2 . 08s 204 ‘900
™ T g ! T T T -I T T T g ) T 5 ™7 - T 20 | = 4 Trer Lo ™Y ™Y ™ ™7
2104 0 10* 105 108 2100 0 10* 105 10° 2100 0 10* 105 10° 2104 0 10* 105 10°
24 h 24 h 24 h 24 h
=
7
107101 107101 a2 10 1@ H Qaz
105‘3’” 106]17: | 20 4103 B9
1053 105 3
100 10
0] 03 -
-10* 0. £ 104 300 a3 -10° 3o B a3 -10+3 3 s
%02 611 168 543 199 523 142
e g e e ey - e ey ™ L Bt ) BLsuana . . mast i) Ligd e i
20t 0 10* 105 10 2000 100 105 109 2104 0 10* 10° 108 -0 0 10* 105 10°
48 h 48 h 48 h 48 h
Annexin V
H A, E 2301 24h F148h Z5 (IR HE4H ;B F 24 125 ug/ml SBP-3;C,G N 500 wg/ml. SBP-3;D,H 1000 pg/mL SBP-3,

20 M g T

Apoptosis rate/%
D
=3

w
S
T

I
[
T

3
T

2 RAAREARKN Hep-G2 4 AA T
Fig.2 Detection of Hep—G2 cell apoptosis by flow cytometry
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Fig.3 Apoptosis of Hep-G2 cells
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Fig.5 Effect of SBP-3 on invasion of Hep-G2 cells
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Fig.7 Effect of SBP-3 on protein expression of p—p38,

MMP-2 and MMP-9
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Effects of Hippophae rhamnoides Polysaccharides on the Growth, Apoptosis,
Migration and Invasion of Hep—G2 Cells

Bao Xiaowei', Wei Chenye', Liu Xiaolu', Jiang Junfeng', Sun Jiali', Xu Jun?
(School of Food Science and Pharmacy, Xinjiang Agricultural University, Urumqi 830052
Xinjiang Seabuckthorn Deep Processing Engineering Technology Research Center,
Kizilsu Kirghiz Autonomous Prefecture 845350, Xinjiang)

Abstract Objective: To study effects of Hippophae rhamnoides polysaccharides (SBP-3) on proliferation, apoptosis, in-
vasion of Hep-G2 cells through p38 pathway. Methods: The proliferation of Hep-G2 cells was detected by CCK-8
method. The apoptosis of Hep—G2 cells was detected by flow cytometry. The migration and invasion of Hep-G2 cells
were detected by scratch test and Transwell method. The effect of seabuckthorn polysaccharide on Hep—G2 cells was in-
vestigated by Western blot. Results: After 48 hours of SBP-3 treatment, the inhibition rate of each group (125, 250,
500, 1000 pg/mL)was significantly increased (P<0.05), and the highest inhibition rate was 60.43% at the concentration
of 1000 pg/mL. Apoptosis of Hep—G2 cells could be induced in each dose group (125, 250, 500 pg/mL) (P<0.01), and
the apoptosis rate gradually increased with the increase of SBP-3 concentration. At the same time, SBP-3 can weeken
the invasion and migration ability of cells (P<0.01), inhibit MMP-2 and MMP-9 protein expression (P<0.01)in p38
signaling pathway. Conclusion: SBP-3 can inhibit the proliferation, apoptosis, migration and invasion of Hep-G2 cells. It
is speculated that SBP-3 can further inhibit the expression of MMP-2 and MMP-9 by down regulating the activity
of p38MAPK signaling pathway.
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