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Abstract; Objective To investigate the effects of polygonatum sibiricum polysaccharide ( PSP) on the proliferation and apoptosis
of rat osteoblasts induced by tumor necrosis factoR-a ( TNF-a) and its possible mechanism. Methods MTT assay was used to
detect the effect of different concentrations of PSP on TNF-a-induced osteoblast proliferation, and the appropriate concentration of
PSP was screened. Flow cytometry was used to detect the effect of PSP on the apoptotic ability of osteoblasts induced by TNF-«.
Real-time quantitative PCR ( qRT-PCR) was used to detect the effect of PSP on the expression of miR-212 in osteoblasts induced by
TNF-a. The protein expression levels of Cyclin D1, BcL-2, Bax and P21 in osteoblasts were detected by Western blot. Results
TNF-a could inhibit the proliferation of osteoblasts, promote the expression of P21 protein, and inhibit the expression of Cyclin D1
protein. The different doses of PSP could promote the proliferation of osteoblasts, the expression of Cyclin D1 was up-regulated, and
the expression of P21 was down-regulated. TNF-a could promote osteoblast apoptosis, up-regulate the expression of Bax, and

decrease the expression of BcL-2 and miR-212. PSP could increase the expression level of miR-212. Up-regulation of miR-212
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expression could significantly reverse the effect of TNF-a on osteoblasts. Inhibiting the expression of miR-212 could significantly

reverse the effect of PSP on TNF-«-induced osteoblast proliferation and apoptosis. Conclusion Polygonatum polysaccharide can

promote the osteoblast proliferation and inhibit apoptosis by up-regulating miR-212 expression.
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Mg T3 B E FEAR (P<0.05) ,Bel-2 A KW B
FHE (P<0.05), 1M Bax & H KB B FEM(P<
0.05),
2.3 EAE L X TNF-o 7 A9 28 fie CP-R091
miR-212 3Rk 15 i

S ek R (E 3), INF-o 55 9 CP-R0O91
4 g v miR-212 (9 3R 357K 7 8 1E # 55 9% ) CP-R091
1 B 5. 2 &A% ( P<0.05) , i CP-RO91 +TNF-o + PSP
25 mg/L 0 CP-R0O91 4 i Hh miR-212 R KK
CP-R0O91+TNF-o 41 #H tb & 3 F+ & (P <0.05), Il
%3,
2.4 ik miR-212 F ik X TNF-o 40 PR ) 40 B
CP-RO91 %4 . I8 T~ & 52 i)

qRT-PCR 34 CP-RO91T 4 ffg %% 4+ miR-212
mimics YR, 45 R B, 5 miR-NC 446 L.,
miR-212 4§ CP-RO91 4 ffd ' miR-212 1% 5% 15 7K F- &)
ETHE(P<0.05) , WLIE 4 A, R E i TNF-a
AL PR Y 26 Bl CP-RO91 H miR-212 By KA K P, 5L
Wik @R (K 4), [7 miR-NC 2848 I, miR-212 41
CP-RO91 48 ffl 3% 58 75 14 W3 F 55 ( P<0. 05) , 4t ffd
T P EREAR (P<0.05), Cyclin DI, BeL-2 & 1 /K
V- @2 Fhim (P<0.05) 17 Bax (P21 85 K1 W & [
& (P<0.05)
2.5 4 miR-212 B8 5% W AF 2 ¥ Xt TNF-o 1E
B4 s CP-RO91 B 58 (148 i 7 A

WG Z 05 R Al 1 miR-212 k1M & #1E
LB R 85,5 CP-RO91+TNF-q+PSP 25 mg/
L+ anti-miR-NC 41 48 I, CP-R091 + TNF-o + PSP 25
mg/L+anti-miR-2 12 26 CP-RO91 4 g #¥ 5 g )y B3
FEfR (P<0.05), Cyclin D1 HKF @ ZE R (P<
0.05),1 P21 R H /K F B EF & (P<0.05), I
El S5,
2.6 P miR-212 00 %% B0 KE 2B % TNF-o /EH



1150 SR R R

2020 4E 8 H 4 26 4% 8 ] Chin J Osteoporos, August 2020, Vol 26, No.8

A B
150+
o«
2
= @
2 @
§ 100+ 5
© bed ped ﬁ
2 g
> 50 £
3
@ 2
5
=
&

Cyclin D1
P21

GAPDH

W CP-RO91

# CP-RO91+TNF -«

¥ CP-RO91+TNF-a+ PSP5mg/L
i CP-RO91+TNF-a+ PSP10mMg/L
i CP-R0O91+TNF-a+ PSP25mg/L
& CP-R091+TNF-a+ PSP50mg/L

1 ERZMEXT TNF-o /E R4 CP-RO9L 454 2 B &2 m
A ER 2PN TNF-o fEF 8410 CP-ROST 771H 2 M B MR ;B .C. 3545 22 B¢ TNF-o fEH Y 40 CP-RO91 3454 5 AR IA BT,
;55 CP-RO91 4 Hh#8,“P<0. 05; 5 CP-RO91+TNF-o #H ti 3% ,"P<0. 05; 5 CP-RO91+TNF-o+PSP 5 mg/L #H .55 ,“P<0.05; 5 CP-
RO91+TNF-a+PSP 10 mg/T. 41 K4, Y P<0. 05; 5 CP-R0O91+TNF-a+PSP 25 mg/T. 4l H 4%, P<0. 05,

Fig.1 Effect of Polygonatum Polysaccharide on the Expression of Proliferating of CP-R091 in Cells Induced by TNF-«
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Fig.5 Inhibition of miR-212 can reverse the expression of proliferating of CP-R091 in the cells affected by TNF-«
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Fig.6 Inhibition of miR-212 can reverse the effect of Polygonatum polysaccharides on the apoptosis expression of

CP-R091 in cells treated with TNF-o
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