16 AEPHAEF OB RERTMAL W EL S

IL-17A-induced migration and invasion abilities of the cells. In addition, celastrol inhibited
IL-17A-induced matrix metalloproteinase (MMP)-9 mRNA and protein expression, and the proteolytic
activity of MMP-9 in RA-FLSs. Furthermore, our results revealed that celastrol inhibited the
transcriptional activity of MMP-9 by suppression of the binding activity of nuclear factor-« B
(NF-x B) in the MMP-9 promoter, and inhibited I« Ba phosphorylation and nuclear translocation
of NF-x B. Conclusion: These results indicate that celastrol inhibits NF-x B - mediated MMP-9
expression, resulting in suppression of RA-FLS invasion and migration that is induced by IL-17A.
Celastrol is a potential agent for clinical use as an adjunct with conventional drugs for the
treatment of RA in humans.
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WE: B FRTEAEFSFL T BRATHPEREN DS TFHAEY. Tk R Annexin V/PI
Qe ERIN T MM RA Western blot /EEZAMIT -4 F PARP, caspase-9, caspase-3,
caspase~7 X caspase-8 RIififk; JC-1 REERER AR IAIL; FH Con A BE kS M/ B 4
REVERT ARG, RAT ELISA kil ML 75 7 AR F /K F; HRE R kT4 A% 4k; TUNEL Z:H i AT
LRI CD4' T AIRAIFET.

iR KR 10, 20, 40 uM MABHERT B EE RIHLM T AR ERKEERAN S HH A
Uo, ERRIVALKARBOLAL B FE TR, AREE c AR ARIEBIMESE . caspase-9/-3 & PARP K&
E. MERBCEN TWRMEECZENSOARACERTHEEE. SHRANREERLEREY
MRS T AR, NIRRT FEHAT Con A RCEEM/NR 15, 30, 60 mg/kg AYRIE BgTT
BEMHIT G, EERDGIFE S ALT, AST RAERF INF-a . IFN-v KPR EE FR. A4S
TFHHESE. #—PRI, REERGHTHEESITALDRITN CD4' T MPR AR, i A5
ARNRE ERAT S AL T 4R A SR A A0 T3 170 253 )N B S s M FHF 35445 «
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