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TR X RIEIENIZ 361 T D IR INEE SIS 2 978 - 2 8RR C, 1IRm-Crfas R E O FEAE 72 &, BRI
OIEFVEHERHICHEE MM CTh 5. SARHEE O T IC A7 5 SR H I ARESZFEE  (internal
derangement: ID) 35 L OETEMESABASIE (osteoarthritis of the temporomandibular joint: OA-TMJ) O IZF
CHBBEOSIEIT AR STV 5.

T, ARSI E O FRFEMINY, FERRGLEDRIEIZIBIT ZNTEMERF- & L CTHER SN TWD. 747 ek

> (fibronectin: FN) 1%, flANEE ORS T RO EREERT DX L XV BT, a7 —F eIy, 7

4 7V, AN B LOMIIRES KA A v 2H LT 5, FN IHBIEERRS L O%g oRmIZREL, €0

FEEOWEINE, MOV ET Y > 7B LOMEEICEIET 5 2 &L B3 HE STV 5D FNOSfRIE, B Y U~

F 72 E% < OBAIRIZIS U TRIHERE 28 < ORISR Ch 5. FN ISl LB Sy fil#32 12 K - C, 30 kDa,

45 kDa, 120 kDa D7 4 7 %27 F2-7 5 7 A | (fibronectin fragment: FN-F) |2 Z3fiEShb 2 &, Zib

OYFRFEM DSNTEME DR RYE & 72 2 ATREMEDN A ST D, BTEMERIEE (osteoarthritis: OA) FBFH D

TR DIEIRE O FN-F 25 S CE Y, EN-F 28 OA SORIEERKICRE 592 L ffiEShCnd. Znb

® FN-F ® 9 5,30 kDa FN-F 23 HCE o~ 7 0 7 7 — PO % LR SETEORENRSH 5.

Monocyte chemotactic protein (MCP) 1% CC 7€ A > TH Y, MCP DE/=5 &7 ¥ —|L CCR2 TH
HEMESNTWS., CCR2IZFEIZE/HA M~/r 77y =B L TWDHZ 0D, MCPIEXE /A
~ /a7y —YOlEEB I OEUICEE R 7 EIA L THDH Vb TV, b Liz~vra 77—
X, RIEEY A NI A v, AR R, IR E A EATH 2 s, R~ a7 7 —
DFEEIL, EFHBROEE, RELEZSIEEZT LB REIN TS, Growth related oncogene
(GRO) 1% CXC 7EHNA > ThHY, Glu-Leu-Arg Fit%] (ELR EF—7) OFM L > TS LIZpHIND.
ELR £F—7 % T 5 CXC 7E WA ANTAFPEREEEERIR, MR AEDOHIZ, MRRHMROZ/ETH S
CXCR2 IZEHT 2 Z £1T XV, KRB KO RIS 5 Z Ll ShTns.

AMFZE IR, MBS E S FREEM DNEIER B G-T 2 ATREMED 8 2 D EET 2 Z L 2 HYE LT, 30
kDa FN-F % t hSABIETERSMAL (LLT MIEHIE) (2B S8, MCP-1, -2, -3 35 JLOVGRO-a, -B, -y DFRRFE
BB LOYMCP-1 38 KUY GRO-aPEAEIC DWW TIFE A T o 72, RIZ, 1Bl 351 5 30 kDa FN-F @
3T FIRERIE OfRIA % B B9, p38MAPK 1 X TN NFkB O FHLEAZ AV gt 217> 72

AHFFE CILABIEN O SIESRRERSEX 1 DM & HAOIZ, MBIFHIEIZ 30 kDa FN-F Z{EH &, LT OfE R
15T
1) JBISHIINO, MCP-1 3 X UYMCP-3 i#{m1-3& 8113, 30 kDa FN-F HI#4 6 BiRICHV T, 388 EH-23780 7.

F 72, MCP-2 3#{5 738U, 30 kDa FN-F #ll% 24 FEEIZFC, B LA 258072,

2) VEIESHIALO, GRO-oaB 5 788U, 30 kDa FN-F fili#{ 6, 12 35 K U8 24 REfEJICH T, 2Bl LA 23807,
GRO-BiE = 7368, 30 kDa FN-F #ill# 12 35 L O 24 FFICEBW T, FHLEFH 27807, £7-, GRO-y#E(s
THBUE, 30 kDa FN-F HI4 24 FERJIZIW T, 3881 EF A28 7.

3)  IBEHINEEEE FIE T O MCP-1 38 X OYGRO-a% o737 B &I, 30 kDa FN-F #[i#4 24 35 J 1048 FEfEIZ 80
T, EAERDT-.

4) 30 kDa FN-F #illJ#(Z & > T E5H L7= MCP-1 &% > /{7 EFEAZ, SP600125 (JNK1/2 inhibitor) 33 X TN APDC
(NFxB inhibitor) (2 & - Tl &3R8 7=. APDC (2 & > T MCP-1 13 98%DPHE % 78 7=. NFkB #I& 2D
WTC S BITHETEITo 7o & 2 A, MCP-1 # /37 B REAET, 1Y294002 (PI3K inhibitor), (5z)-7-oxozeaenol
(TAK1 inhibitor) 33X OVPS-1145 (IKK inhibitor) (Z & > Clsib 388 7. IRAK-1/4 inhibitor TI¥, JME
AR HAVZD, AEZEITRD bhinoT:.



5) 30 kDa FN-F $J#1Z & - T EH L7= GRO-a% 737 EBEAIT, SP600125, SB203580 (p38 inhibitor) 33 &
NAPDC |2 L BJ8b 278872, APDC (2 & - T GRO-a I3 99.8%DFHE %588 7-. NFkB fEEEIZ OV T &
SR A T 72 & Z 5, GRO-a FEAEIT IRAK-1/4 inhibitor, LY294002, (5z)-7-oxozeaenol 35 & UV PS-1145
WK o T 2D T-.

L EOFEFRD D, 30 kDa FN-F (%, MO MCP-1 35 L O"GRO-a FEAEZ FH S5 Z E RN >
7=. %72,30kDa FN-F | Toll Like Receptor Z 41> L C NFkB Z 1Mk L TU 2 AIHEMEDVRIR S 4172, MCP-1, -2,
BLO3 13E VA Mo 77— VO~ OWEZHES 5 ek, @Rk~ 7 a7 7 —U03,
IL-1 REE iR L ONEMERR R 2 E/E 2 2 & 0 O RIE TR IR 2 3554 25 AlfEE RN E 2 b
72. GRO-a, -B, BIL UYL, GFPEROWEE, MEHAE, BLOERNRIEIC L - Tl &2 &b THetEn
EZoN5. Lo T, HRAEE O REY T D 30 kDa FN-F %, BERIEVEIEHINE DA AENEIN 1D pEA: %
RS E5 2 LT, FEREEIRIEN BRI B 59 5 ATREMED AR STz,



