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IL-18 Enhances Wnt Signal by Inhibiting DKK1
(IL-1B i3 DKK1 Z il 42 2 Lic LY
Wnt > 7 E2iEHALT5)
Inflammation, 41(5):1945-1954,2018.
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Hae AR
HOERIEMWREDO—2>TH L7 ) AV B JE HEYEEERE(Cryopyrin-associated periodic
syndrome: CAPS) Ti&, NLRP3 &5 a— KT 25EAEY VALY (Cryopyrin) OFEEE
Bz, £ 7T~ —2 (inflammasome) & 71 A/X—¥-1 (procaspase-1) Dif
PEARIZ KD RIEVEY A DA > IL-18 ORIPELENRRIZR S B> T\ %, T DO TP
MLIL-1B €/ 7 0 —FNFURTH L DT I X~ T REHTH Z LD BERRMICIEA S vz
L EZ %, CAPSITIZ 3 2DMNRH Y | ZDH T b i EEM T o 5 18 MEFL VbR K i B8 Sijie fo
Ei (Chronic infantile neurologic cutaneous, and articular syndrome : CINCA fEf#E) 1%, #r
VRS IE 2 i an R RE M H (Neonatal onset multisystem inflammatory disease : NOMID)
EBIETI, B, HAHRCRIZS . BIEER Z 3 £ L 5, T b OB AR b MR
SiE L, ARVEIC D720 Bt T 20 B O ERFRIRFEAS IL-18 12 K » CTHIE S 41TV 2 4F i Ek
22 R & T D RIEMIREE Td 2 O3k LT, BERAITE N BRI X o8Bk 4 R &
TOHEEHAR THY | IL-1BIZ K DHREL L CIERIEE RB RN & D, 2 OFEMZRHTIX
HESNTET,
NOMID / CINCA (2317 % BAFIAS DR B2 R RFUT B OB ARTER & T & % fibrous dysplasia
ZHELL T B, fibrous dysplasia I GNAS &5 DRSREESRIZRERIC L > Th=b &N
L5, ZOEFRIT Wit > 7T NOREREEZES 2 ERMbNATWD, Wnt ¥ 7T /1T 2
& HEHT9 % 73U E A'E Dickkopf-1 (DKK1D) & 4Li2, B ML, #KEMAZO M A R LT
LT ENRBEINTND
NOMID / CINCA (251} 5% 72 IL-18 23, fibrous dysplasia DJFKT&H 5 Wnt & 7LDk
HEE ST LTI 2ODKRENEM LRI FRIRBIEAZ 726 LTV D ERE L,
ZNEFET 572012, AWFETILIL-18 O Wnt & 7 F/UWICkIT 28R & /gt Lz,

Tk & AER

RHNT, BAEIENGRLGR D 3 72 2 HERGHIAE C & 2 BRMESF A RAR TS IEGHIAE. (fibroblast-like
synoviocytes: FLSIZ31F % Wnt mRNA & DKKI1 (Wnt antagonist) mRNA D35 %
quantitative PCR THER L7z, FLS i Articular Engineering X WA L7=BEH UV v~ F ik
Dt D & autopsy cases 2> HEI S - A FAEBEIE(OA), & AHKD b OEHEH Lz, Wi
D FLS & WNTSA LIS canonical, non-canonical @ Wnt mRNA ZFH L T\, £z,
W Ld FLS ¢ Mesenchymal stem cell (MSC) & [RIF21C DKKI mRNA #3881l L Cu iz,
FLS &HWiEfask U208 fifas» 5o DKK1 O % ELISA THIZET % &, FLS i3 DKK1
EEAL TV, LavL, U208 Ml ik DKK1 OFBL 30 TR < . ELISA Tldfi L~L
UUFToholzizth, %D T cell factor (TCF) L' AR —4% —7 v A HOMALE L THW,

WIZ, FLS EIED Wnt > 7 F VTG L TW D05l L T D AR T 572Dy 7 =



7 —87 vl A #hEfr L7z, U208 ffaic FLS Lixmz 5 &, U=ar e h Wnt3A
(recWnt3A), & 5\ EHE LY F 7 & (LiCD (12X % TCF LR — % —DOiEMAL 2| S iz,
LiClI1Z GSK-3B DA > b X —THY ., Wnt > 7 F O INIEMLSE 5728, recWnt3A
DRYT 47 ar ba—ne LTHW, reeWNT3A |2 &% TCF OFEMALIL FLS 12 & 0
IRAF TSP S iz,

& 512, FLS B3k DKK1 78 Wnt & 7 /L 24092 A& Hl3 % B B9 Tht DKK1 Hiik %
VW2, recWnt3A TihiEi &7z TCF iEMAY, FLS EiEIlc L v Il 4. Z oiFMEIZHT DKK1
PURIC L W iEEI Lz, L7=a3 > T, FLS fi3k0 DKK1 78 Wnt &M 23 L TV b 2 & AVURIER
-,

F£72. FLS 2B\ T IL-18 S WNT O3 H° DKK1 OpEAICH 2 5 8827l L7, FLS =&
(A= B > 7228, TL-18 1L WNT2, WNT5A OFRB 4 HEIC i St 7=, IL-6 1 DKK1 ®
FEBLAIIHIT D 2 EABRICEE STV A S, IL-18 & DKK1 EAZ#HI L. £ 0O%%ET IL-6
FVEETH-T,

%2, TCF LiR—4%—%HWT, IL-18 28 Wnt ¥ 7V 2 5 B E2 MR LT, ROUBEO
FLS & Ei%1% TCF {& M2 #0HI L7223, IL-18 £ 7213 IL-6 THf#% L7z FLS Ti. Z OfifilhE
DT LTe, & OMEIZN R OWEHIL IL-6 LV IL-18 O FREETH -7,

LG SRS, FLS 3 DKK1 OFEAZ N LT Wit 7 FHLaMifild2 2 &, LT
IL-1B 13 DKK1 Z 40 L Wnt > 7 F A& 1EMALT 5 2 L AVR SNt

BER
BERIZBNT Wnt 7 FAREETHS Z Eix, Wnt ZERORFIZE > TR Z 2EEBOF
TEIC L > THL M ENTW D, £72, NOMID/CINCA O 7 HERE S 72 WA AR I BV T
Wnt ¥ 7 F VB L2 s - OFRBBTTHE L TV D Z ERRE SN TS, S EIORBEEN
B4~ % & NOMID/CINCA Tiim#l7e IL-18 23BN O DKK1 fEAZ il L, Wnt o~ 7L
EIEMEALT 5 2 & THERBFOREBRENKZ S LB 2 b, BE, IL-18 o FFffik (1)
¥ X~7) 7 NOMID/CINCA THHFHETH 523, HFF X~ 7 )Ml T & 720 i ¢k DKK1
DGR ZOFRBOIBR L 2D RELH D EEZ BN, 205G, SMAMED DKK1 23425
FIET B OV CORMENMETH D, £72. Wnt 7 F /LK %2 NOMID/CINCA O
JREDIRWES —47 y FE LTROLNIFERDIENRLETH D,



