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Experimental research on the effect ofdimethyl fumarate
on the expression and function of hypoxia-inducible factor-1«

on rat intervertebral disc degeneration

WANG Wei'? ,FANG Jun®, LI Huazhuang® ,ZHAO Guangzong’ , WANG Shantao’
(1. Weifang Medical University , Weifang ,Shandong 261042, China;
2. Yidu Ceniral Hospital of Weifang , Qingzhou ,Shandong 262500, China)

Abstract : Objective To get experimental lumbar degenerative intervertebral disc model and evaluate the expression of HIF-1a and the
affect of dimethyl fumarate (DMF) on the expression and function of HIF-1a. Methods The 14/L5 segment nucleus pulposus tissue
was taken for detection of protein polysaccharides and the immunohistochemistry with HIF-1a after MRI scan of the rat model of lumbar
degeneration. Results The results of MRI showed that there was a significant degeneration of the intervertebral disc nucleus in the
group B,and the T2 weighted phase signal was decreased (P <0.05). The immunohistochemistry showed that HIF-1a was strongly pos-
itive in the nucleus of group C,the differences were statistically significant (P <0.05) compared with two control groups. The proteo-
glycan content in the nucleus pulposus was of all groups shown that proteoglycan contents in group A,B,C was (3.28 £0.03),
(2.06+0.04),(2.06 +0.05) ng - g~

Conclusions The high expression of HIF-1a in lumbar degenerative disc indicated that the expression of HIF-1a is closely related to

respectively. The difference between them was statistically significant (P < 0. 01).

the lumbar disc degenerative. Treatment with Dimethyl Fumarate inhibits the expression of HIF-1« and the development of experimental
rat lumbar degenerative disc in vivo.

Key words: Lumbar degenerative intervertebral disc; Dimethyl fumarate ; Hypoxia-inducible factor-1a
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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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