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Effect of Warming Moxibustion on Expression of c-Jun N-terminal Kinase of Cartilage Cells in
Rabbits with Knee Osteoarthritis WU Yong-li, LIU Di, MA Xiao-xiu, and LI Chun Department of
Orthopedics and Traumatology of Traditional Chinese Medicine, General Hospital of Ningxia Medical Uni
versity, Yinchuan (750004 )

ABSTRACT Objective To observe the effect of the warming moxibustion (WM) on the expression
of c-Jun N-terminal kinase(JNK) and matrix metalloproteinase-1/13 ( MMP-1 MMP-13) in knee cartilage
of osteoarthritis rabbits, and explore the mechanism of WM treatment on knee osteoarthritis ( KOA ).
Methods Ten rabbits were selected randomly from 40 rabbits as the normal controls group(NC group),
and the rest 30 rabbits were established model of KOA by extension position with plaster cast. After 6
weeks, X-ray checking was used to determine the model success. The 30 model rabbits were randomly
divided into the WM group,the diclofenac sodium group(DS group) and the model group (MG group), 10
in each group. WM at Zusanli (ST-36), Heding (EX-LE2), Neixiyan (EX-LE4) was performed in the WM
group, 15 min each, once per day. The rabbits in the DS group were administrated with diclofenac sodium
by gavage 15 mg/kg, once per day for 2 weeks. The rabits in the MG and NC group received no treatment.
The change of content of JNK1,JNK2, MMP-1, MMP-13 expression in cartilage after treatment were ob-
served respectively by immunohistochemical method, reverse transcription-Polymerase Chain Reaction
and Western Blot. Results Compared with the NC group,the mRNA and protein expressions of JNK1,
JNK2 ,MMP-1,MMP-13 in the MG group were significantly increased (P <0.05). Compared with the MG
group, the mRNA and protein expressions of JNK1,JNK2 ,MMP-1 ,MMP-13 in the WM and DS group were
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significantly decreased(P <0.05). The mRNA and protein expressions of MMP-1,MMP-13 and the mRNA
expression of JNK1, JNK2 in the MG group were decreased significantly than those in the DS group (P <

0.05). Conclusions

WM can inhibit the expression of JNK1,JNK2, MMP-1, MMP-13 in KOA chondro-

cytes, indicating that WM might relives knee osteoarthritis by reducing the expression of MMP-1 and

MMP-13 by JNK pathway.

KEYWORDS warming moxibustion; knee osteoarthritis ; matrix metalloprotein; c-Jun N-terminal ki-

nase pathway
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