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Effect of honokiol on synoviocyte activation in rheumatoid arthritis
by up-regulating TRAF3 expression”
LYU Changwei , HE Jing . ZHANG Qian ,XI Haitao ,QIANG Yi ,ZHANG Jingtao®
(Department of Orthopedics ,Af filiated Hospital of Northwestern University/
Xi'an Municipal Third Hospital s Xi'an s Shaanzi 710018, China)

[ Abstract] Objective To explore the inhibiting effect of honokiol (HNK) on fibroblast-like synoviocyte
(FLS) activation and its molecular mechanism. Methods The MH7A cells were treated by TNF-q to establish
the FLS activation model, the extracellular signal-regulated kinase (ERK) inhibitor MK-8353 was used to in-
hibit the ERK activation,and siRNA was used to inhibit TNF-q receptor associated factor 3 (TRAF3) expres-
sion. Then the cellular proliferation was detected by CCK-8,the secretion of interleukin (IL.)-6 and CXC che-
mokine ligand 10 (CXCL10) was detected by ELISA, the expression of matrix met alloproteinase (MMP)-2,
MMP-9, TRAF3 and p-ERK protein was detected by Western blot,and the mRNA expression of TRAF3 was
measured by real-time PCR. Results The cellular proliferation in the TNF+ HNK group was significantly de-
creased compared with the group CON and TNF (P <C0. 05) ,moreover the excretion of IL-6 and CXCL10 and
expressions of MMP-2 and MMP-9 proteins were significantly decreased compared with the group TNF (P <C
0.05). Compared with the group CON and TNF, the TRAF3 mRNA and protein expression in the group
TNF-+ HNK were significantly increased (P<C0.05). The TRAF3 protein expression in the group si-TRAF3
was significantly decreased compared with the group si-CON (P <C0. 05), the secretion of IL.-6 and CXCL10
and expressions of MMP-2 and MMP-9 proteins in the group TNF+ HNK-+si-TRAF3 were significantly increased
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compared with the group TNF+HNK (P <C0. 05). Compared with the group CON and TNF, the p-ERK1/2
protein expression in the group TNF + HNK was significantly increased (P <C0. 05), the p-ERK1/2 and
TRAF3 proteins expression in the group TNF + HNK + MK was significantly lower than that in the group
TNF-+ HNK. Conclusion HNK causes the up-regulation of TRAF3 expression by activating ERK signal, thus

inhibits the FLS activation.
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