- 230 - 2= # & 25 Anhui Medical and Pharmaceutical Journal 2017 Feb,21(2)

5B P R T PR 00 G 3G P 5 SR R

/\}\éil&“ ’E'\:Eé\@ ,EWH ’)‘TIJ?#
(ERATRERAKREREH, TR 402360)

S DI SO T R A RSB . F3% 05 40 FUBLAR TP 2 S HLAM H IF 9 41 B
AL IR, R4 10 15 S ATHIHE UM B 15 S UM . USRS | A Bk R BSR4 B
TS ALK B 0.5 mL,S JE3E 10 Y. ZEUIE SRR | BT HEG  PIRALGE 9 AOE R P ELISA K
WA %-1BIL-B) AN %-10(IL-10) JEHRIEN T o TNF-o) SFUAHS 2( COX2) RTFIRE E2(PGE2) Feikk
- Western blot PRGN 1580 H AL AU I 428 28 1 2(MMP-2) | IUBBRISUR 11 Collagen 1) 340k F. 68 B A%
IR M 5B T UL FE ] SR . B R MEG 00l 11 TNF- COX2, PGE2 /K FREAT, IL-10 kKT
SR, T 54U MMP-2 A AT, Collagen T 4250, 63 ERUETAES 5 T AHHE X & PR AT S 4 A
T FL — 5 0 0 S D 1 P AT 43 T R 15 O AL

SRR AR B 2 AP I T AT TR AR 1 T T

doi:10.3969/]. issn. 1009 —6469.2017.02. 009

Puerarin inhibits the progress of osteoarthritis of rabbit knee

by balancing inflammation system
CHEN Xinhua, HUANG Zhengu, WANG Peng, LIU Tao
( Department of Orthopedics , Dazu District People's Hospital ,Chongqing 402360, China)

Abstract: Objective To investigate the effect of puerarin on osteoarthritis of rabbit knee and its mechanism. Methods Forty adult
new zealand rabbits were randomly divided into normal, model, saline and puerarin group,ten in each group. The rabbits in last three
groups were chose to construct knee osteoarthritis model. After success of model construction, the saline and puerarin group were injec-
ted with 0.5 mL saline or puerarin into knee joint cavity respectively,twice one week for five weeks. After treatment, changes on knee
joint articular surface was observed by naked eye after incision. The expression level of IL-13,1L-10, TNF-a, COX2,PGE2 in synovia
were detected by ELISA ,and the expression level of MMP-2 and Collagen Il in articular cartilage tissue were detected by Western blot.
Results Cartilage lesion were alleviated after treatment with puerarin. The expression of IL-13, TNF-a, COX2,PGE2 decreased and
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IL-10 increased in synovia. MMP-2 expression decreased and Collagen I increased in articular cartilage tissue. Conclusion Puerarin

by inhibiting degradation of collagen in extracellular matrix, may be involved in the balance between proinflammatory cytokines and anti-

inflammatory factors,and prevent the progression of osteoarthritis.
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