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TFZERE R OMEBE (FN30) A o #— 1A 32 32 (I NFkB/ERK & 7 F L%/ LT INFa 2358 L,
TaT AT J o OIEK & IEEE A B LESROREBICEET 5 B2 bz, £72, #&#
BEAIC IL-32 12 X % INF a B8N EA L, IL-10 OFERBEINT 5 Z L5 FIHICITRE 2
WXL, ZOBRKIEEZMZDIERZ S > TWHAEEMENRE 2 bl

e OB (3C) @ 1L-32 induces TNF + via NF + B and ERK signaling pathway and
contributes to developing inflammatory arthritis through loss of proteoglycan and
provocation of synovitis. Since IL-32 induced TNF « had gradually reduced and IL-10 had

gradually increased, IL-32 might develop inflammation in early stage and resolve

subsequently.
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CAG 7mE—F—HIH FIZ, TAYEAT
D1oOTHD IL-32a ZWEFET D hT
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% LPS Z 1 [AESF U cHANZ 135 i & LT PBS
ZlA BN U, 2 %ISR 0R%
R L IR 0> TNF ¢ mRNA % real time PCR
ETHIE Lz,
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L. ZhzBAR~ v 2 2 %Kit (C57BL/6 -
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T PBS Z[AI&EST Lz, 2 %I EE Rk
LR SR & TR @ TNF o mRNA % real
time PCRVECHIE L7,

(3)~ 7 Affa A& V7= KR
DO~vIARS I T77—=VDBLITA L TH
% RAW264. 7 #f & rIL-32 « 2 L5238 L, 24
~96 W[ 0 EIE T O TNF o 872 5 ONZHIAR
JEMEY A N4 LTHBND IL-10 &
Z ELISA \ZCTHIE L7,

Qv 7T IMBERKE DIRADI2, ~ U A~
7 a7 7 — Mk Raw264. 7 #lE A VLT
TLR ¥ 7 F )V s FCTé % NFeB &
MAPKs (ERK1/2, p38. JNK) DA > b & —&
rIL-32 ¢ ZMZ., 24 FEE O LEH D TNF o

wsEHEL, FEE0T0OU VBB bOH A
[ Ry

4. BFIERR
() RT v AT 2= 7~ ZADFHT
PHOIBERL LT Tg =~ 7 ZDKEesIC
B 5 1L-32 « DFEHL)S mRNA 72 5 NS ELISA
TR SN2, 72 TNF o OFH RIS
EVEE2XITH LD, Wt D 2~T7 GRS
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(2)IL-32 a 1T TNFa % 7% L BIHI & & HE
S5,
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LT IcEITA 2o T2
(fig. 1A), BEWRIEH @ TNF @ mRNA &% Tg (1
BWTHEICHML TWe (fig. 1B),
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