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Effect of sitostero-3-O-glucoside on proliferation, apoptosis and
collagen synthesis of keloid fibroblasts

LV Jing-wei' , WANG Jia-jing' , Hu Gang’
(1. Baicheng Medical College , Baicheng 137000, China; 2. The First Affiliated Hospital of Dalian Medical University , Dalian 116000 )

[ Abstract]  Objective To explore the effect of sitostero-3-O-glucoside on proliferation, apoptosis and collagen
synthesis of keloid fibroblasts (KF). Methods Cell viability was measured by MTT assay after cells were cultured with O
(control), 3.125, 6.25, 12.5, 25, 50, 100 pg/mL sitostero-3-O-glucoside. Cell proliferation was measured by EdU
staining. Cell apoptotic rate and cell cycle were measured by flow cytometry. The level of COL I and COL III was detected
by enzyme linked immunosorbent assay ( ELISA). Results 3.125, 6.25, 12.5, 25, 50, 100 pg/mL sitostero-3-0-
glucoside reduced cell viability (P < 0.01), increased inhibitory rate of cell proliferation (P < 0.01), ICy, =27.54 =
2. 18 pg/mL. Compared with the control group, 12.5, 25, 50 pwg/mL sitostero-3-O-glucoside reduced the cell proliferation
rate (P < 0.01), increased the cell early and late apoptotic rates (P < 0.01), the cell cycle was arrested at G1 phase (P
< 0.01), and the levels of COL I and COL III were down-regulated (P < 0.01). Conclusions The results show that
sitostero-3-0-glucoside can significantly inhibit the proliferation, induce cell apoptosis and inhibit the synthesis of collagen
of keloid fibroblasts.
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Fig.1 Effect of different doses of sitostero-3-O-glucoside on KF cell viability
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Note. Compared with the control group,™ P < 0.01.
Fig.2 Effect of sitostero-3-O-glucoside on KF cell proliferation
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Fig.3 Effect of sitostero-3-O-glucoside on KF cell apoptosis
F1 AFHEE3-0-HAG X KF 20 M58 T 5 240 58 301 i 5% il
Tab.1 Effect of sitostero-3-O-glucoside on KF cell apoptosis and cell cycle
i) ab 21 i 39
21 5] Cell apoptosis Cell cycle
Groups P T % I 124/ % G1 4] S G2 M
Early apoptotic rate Late apoptotic rate G1 phage S phage G2 phage
Xf R ZH
2.32+0.24 3.42 £0.34 40.32 £4.03 22.42 £0.22 37.26 £3.72
Control group
12.5 pg/mL 41 - -
4.59 £1.26 12.28 £1.23 46.38 £4. 64 19.09 +£0.20 34.53 £3.45™
12.5 pg/mL group
25 pg/mL 4l - -
7.89 +£0.78 17.90 £1.72 54.75 £5.47 18.34 £0. 18 26.91 £2.69 ™
25 pg/mL group
50 pe/mL 4

50 pg/mL group

40.19 £4.02 ™

19.57 £1.96 ™

67.93 £6.79

13.77 £0. 14 ™

18.30 £1.83 ™

X AR, P < 0.01,
Note. Compared with the control group, **P < 0.01.
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AL COL 1,COL 111 3%t (520
Tab.2 Effect of sitostero-3-O-glucoside on the
level of COL I and COL III in KF cells

2551

Groups

COL 1 COL 11T

X HRZH
Control group

12.5 pg/mL 41
12.5 pg/mL group

25 pg/ml 2
25 pg/mL group

50 we/mL 41
50 pg/mL group

45.839 +0. 168 23.697 0. 068

40.739 0. 078 ™ 19.512 +0. 058 **
33.218 £0. 056 14. 497 +0. 046

25.435 0. 087 8.743 £0. 021

VE: S AL, P < 0.01,
Note. Compared with the control group, **P < 0.01.
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