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Abstract

With the increasing morbidity of Kawasaki disease year by year, KD has become the main cause of
acquired heart disease, which has replaced the rheumatoid disease. It’s vital to explore the etiolo-
gy and pathogenesis of coronary artery lesions through establishing animal models of Kawasaki
disease. At present, most researches focus on the mouse model, the rabbit model of immune vas-
culitis, young pig model and dog model, through which they found monocyte/macrophage activa-
tion, cytokines including TNF-a and IL-1, matrix metalloproteinases (MMP-9), vascular endothelial
growth-A growth factors (VEGF-A), TLR-2 and MyD88 and Dectin-1/Syk signal pathway were all
closely involved in the development of immune vasculitis in the KD animal models. In this paper,
we summarize the latest development and researches of the pathogenesis of Kawasaki disease by
using animal models of immune vasculitis.
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1. 518

JH U A2 — Fh SR B, T 1967 4F | )10 S A2 5 — ko, R el da o « R IR s ik
B 45 25-A 4 (Mucocutaneous lymph node syndrome)” [1], F#ERAET 5 S LRI REMEIME & )
U5 (KD) (R B2 i, BB P S5 RN IS K, BLO R RAR Bk 2 B o s W S & 2tk
W, o ) URT KA ARBNNKRE, X i L AT R A e ARSI N R R 54k, BRSO A
RAGRIIE O . SRS RFERE B (IVIG)IRITE 20%~25% K ki, IVIG Ja97 5 i ikt
() AR Z B R PR 208 5% [2], H T KD S48 BURRIRIE R L2 G R EERAS M O 1) 2 ER R 2 —

HEG KD #)LRMES W+ ZERut et REREFURI T RERR N 5B R 8L 5 %
DRI 2 AR R R 3R 46 85 U0 AH 5 [3] [4], BT+ Heafi U1 DX A AR AL IATS Jo v (1) 18 38 JIESEE . BT~ KD &
JUIR BRRR A B R A, Rl KD B E 3 — B0 T KD I BN A ROmipLa) R 48 1T AR, 5
BT HZFEE. HAiTCEH THFAR R KD A b, /N BB [E o0 e 5 HN B 2 1 KD A,
L I LT T 200 B i 73 (LCWE) AN B i BR B /KA 1 12 (CAWS) 5 . KD R G PE IS 4% (AR Y A
WL, HAWRB R, &REREABMMP-9). TNF-a. M8 A KA KRET-A (VEGF-A). iR
ZARGELE LCWE 5K (1) KD A58 5e Jikc i 19w k5 B AR, A 3 4t H 3 B 45 6 k5 2 (MBL) v c-Jun
R (ONK) 0575 S5 5 A AR BRE KIS 85 (CAWS) K 1) KD IS %A 6. Hxtf5#
ISR 2hsE S At AT @5, WHIE KD Wb R Rt . ASCHt H AT KD S8 14 1L 4 sh s Y
(RAY, DL Raa F s B 5 )1 W3 03 LR R IR 3R AT 20k

2. iR (KD)h4HE S

KD SRR R &4, BARIAT — PR RENS S8 L0 )1 DRr (1 25 Al R R I, 5 H AT/ BB
R YR RBERER PSRN, X KD W BRI e 5 mEAE R . R A
HEAL— R AR KD SR, SR MERE KD R RIRHLE . 53R o J TR B A o
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(—) FREFLAT B4R EER UM (LCWE) B3 H /) AR R

TFEEFLAT & —FIoRIE T AFIE B I8 i R B i 2 IR P VAT B, bR T T B LA B 40 B
53 (LCWE) AL 7] LA &k RIS PE 2 R MO R I R RERR B -A 41 RER 7, S5 Lehman %5[5]F
1983 4F & YR FHHE P A A AR L LCWE FRRE ISR ST T LEWIN MfEPE K R A P 155 ke 22 R ME SR 2 BT
N IARIE T R B G T LA R JE R M I A [6], A 4 A-V I VEBEER T AT 26 /N AR PN R GBI
NI TEIRBIK 28 [7], FH H AT 5 A St Ve P 2 I 98 [8]. # Lehman S5 [91K B 2H 1% FLAT B4 41 i B
A BRI ST CBTBLI6 /N5 A e AR BN AR ARSI 58 3 R IR Bk 7 A 58 P A% 40
MR 58 14 RKNZIKEEANFRIERIE, HFGHILZ AR 258 28 X, (M EH I
RYERIEFE HAEABA . T IR iR B AN I R 2B A Bt A et AR 3k ] Bl RS (R 21 AR 2H 23355, B 2256 56 K
Tk S P e SR LU . WF 7R R BIBR C57BL/6 /N2 4, LCWE ] & A/, Balb/c, C3Hebl 242/
B 2k e M e R B ik A AR A, HHOR RIS C57BLI6 /NRHL. 25 Lehman 2 X EE T i
ARBNK 58 /N BRASEAY, FH R IR P ik 9 R el R B kAR 73 7 B R S KD st kA £ 2 FARMBA[10] [11], H
fh 2% ST B ) T Y [12] [13], R HALHITIATE R, (H e — a8 KD s 5 A et Bk 45493 K i AL
HlFE pE— P RSN S A RE AR, B EVE W 9T R I 4 2 i A R (MMP-9) [14]. TNF-a [15]. I P9
BRI T-A(VEGF-A) [16]. B 2 AK[17]155 45 KD #E78Y jef k45 £ vh A 4% s AR T .

(Z) BERIRELHEERETY(CAW)FE I/ RARR

R BR S — PP 22 [IRPH R, W AEE T IEW N D s, RIPGE . 718 & Y156,  FLm i BE 5o
BEHBEHEED. p-16-M4E M. p-13-HaEA. F7F 1978 4 Hisao MURATA Z5[18]# FH KD &3
FEME o B ) B R R M BE SR I, SRS RN RITIRZN K 28, R B IR BRI KD ik
WAL, I BRI EH] T I/ RAEAL[19] [20]. K. Takahashi Z5[21]H25UKJ73%, M KD B
FAh B A aSERE, TRy, S 5 RIERES TN RIS R SRk A, KBk
RIVKEZS 66%, FHrpb RN F AR SR 8, FERBLRIN M I R ERE . 2440
DAY B R 2 8 R R B rh PR IERRR L GRERK K, RN HUWIRARES KD Rk w2 A AL .
Toshiaki Oharaseki %5 [22]7£ CAWS 5 & KD Jeb IRz ik #8152 88 v & B C3H/HeN /)N 5 H e Jhk 453 477 1 AF 32
e, REAG A A5 R RN R B K A [FIRE K 22 R AR AE e AR BN KA = B AKAR R, 5 B B A 1M
BEREBERMERE . WIEAFFREZ BB A . N AMEPELF RN . b P8 JLAN A 58 R 2 0
A, I ORI 4H M R T AEAS R A A FAR A, R it KD R B ik & B8 T KD &
GIKHNRT W SRR

() HER

KD 5k ik 453 45 1) G A5 25 d 7 E 1995 4F 5t A5 H AR 2% 2 Onouchi 25 [23]F1 F I B 47 (14 117578 2% f ke A 222 »
FEF R RGO M RERIANIEALE 5 KD B0 IR bR 3k & 32 3 bk SoE A1
o, FHHHEESRNABSEEL, RIEH 5145 33 HRIWT I Gl 15 X R S B — UK ki 5 5 if
822, BRI S P B A e P R AN R B K T o A P SR S T R 2 B ik o B R 1L A
ML, A IR BN IR A R A0 T AL 4B MR R, ek ko AR A S L4 e K S BOE kK, v
SHa 4 H R4 G AA I g AR 3 R B i P A 2R 1 o HORI, 3Rk K S i i) T T etk
KR, EHEERAR, ENIBE LG Rah kR R B, R XMl EHN$
A A (2411 R A I3 R R KR S T A R RS R R e R LA R, R 24%114)
G tH A [RI R )b R BB 5K, AR R I eE AR B T B s 17 A S A et bR 20 ik ¥ e ¥ 50 2 LB it 7l
RBNKI 5K, v REJE A Y ARSI LR R B A TE % . H RIS KD ja ki 4 i) 21
HFEARAL, WA R B A 5] e L RASRIR TRy KD ISR SEAY, 4Rk Jijuan Dou

O
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SE[25] B RIS T AR, BARSLIG R R I SR EE RIS KD JFIE5E 2 —8, (HABTE— 505 KD
ek kA 13 P R IR AL o

(79) MR

Philip %5[26] A5 ifiL 375 5 5 LIRS T /INRORE th BRI AG T el RS Ik S A5, I3V 6 5 S Z W 5% 5
A 6A%IKI/NIEIRES . ST%MEEANE- A . 3500ME 4B A 11 fH . 86%2x B K JIL ) X 3ty th B B Bk 20 B8, H. 2.5 4
H UL BRI B BRAL B 22, T4t G 30 0Bl Py REHE IR R R £ ok hnide S JE 8 —4E ki sl R 45 R
SRR 57% I H Ik E 5K (100%~150%), 21% 4 5K (75%~99%) ¥ 4h 21% K4 iy
7K (54%~74%); Ji B A AT ER AW AL B o0, 10 Sy i A mT W2 Pk, i E e IR, R
Hh A B A SO e R S MRS B ) D RS . AR LIRS, B RS A R
B FE R A IR, AN R R R Bl ik 28 M S8 A 100% 26 E T Teb IR B kORI 22 1T 6 52 % 86% 111 A5 T AR Bk
FIUAAS FIFLE 1) A SR PR IR BT VA M 3 A2 25 . /N B AL 1 BB 92 HLVA S 5 i 3 i 1 e k™
TKRIE KD AL, FEERIAES KD MWL, S245R Philip S5 FF RTh &6 T AL [27], h
WA R AT AR Sy G e P I 98 R AL RYR 7 VBRI LI TR

(F) RER

R 2 BN K R 7B AE(IPS) & — P A B (1 RS PEIRFEME I 58, =2 R /N o & K/ sl ik, 3
Wi by 2 SO RBNK, FERAET 3 F 18 N H KUK, F1E 1991 4 Burns Z5[28]tikiE T IPS 5
KD (IR I . SO 246 25 K5 3122 R IR L. 1992 4F Felsburg Z5[20]IF 9T T SRANAENE 2 Bk 4 455 1iF
RIS RN, F75 KD #-47 TR, R HIEIGRRIL, SL00 =56 25 K B 22 R I 5 TH A 1t
NHIFAL. H OPS Mg R T ZIGR R I A oA, SR SRE; LA AR Al
M AT b R B B B TR, I IgA T AME I B WKE AR R B b, T T R E A B, W
I3 L IR LIS B SR 2 2 A s 4o S B BRER T BE IS 55 IXEERILE KD SR Sy N
FECHIML. H iR 4R B & IPS ATRE N FE KD IR & RmALEIR GE 7 — ANk &, SR H Al
IR BT 7E, HE AR T — P RIE.

3. IR (KD) R & 1 s K R MR BY i & Rl BURA 52

(—) A%/ EWRAHRL R S RS

B Lehman 25[9] % Yifiid LCWE % & /N RSk & WF 5, 45T C57BL/6, Balblc, Al
C3H/HeJ F1 C3Heb/Fed /I B 23l B Uk IR e vE S 55 2 ) LCWE, 45 SRR BLA A C3H/Med /MR A& H e
KRBk 2%, i C3H/Hed /N R E WA IR AE N TG 2 WEHU s . IR A M5 20E 1 S 0T A SR, I HAERT
FIEH BN & A Fo 224k, HoAth /N ERELNHN IE R, $E AR B RELT AT BE7E LCWE B K
SR BN K 28 A ALFE ke % B EEH . Danica J. Schulte Z5[301 C57BL/6 /N SUFEAT AR g, LLAZKE
PO LR RGN R (RAGL--)~ B bk ERZH A SR BN B (B-null) A2 7 A= B/ REEAT XS EL e #r, K3 RAGL-/-
NRIIAR IR BN BT, SR 70%I1 AL /N AN 100%(1) B-null /)N ERIGFRIH ki, s
AL IR FAIBO+E WA L S BEAE MIDC-8-+H S IR MM« 212 4H FAT AR S IR 20 B S5 78 T ok 453 47 Hh e 0 HH 4t
JRIKBN IR, DRI A A [ G A B 1 G s 22 5 T LCCWE iK1 KD SR Bh kg, T itk 4n i
B Ik A MR AR AL R A T B, T R AR SR A R S A T RIE L
PR R ITEIRBI K 28 o X5 B B VR M B05 £ KD B8 Sk s B E/E A — 20 w3 ik
S: KD WM AR A K EERRANIRIE, X RHEM PR 7 E T, SR i b i i iR iE 2
I A 555 1 PN B2 [3L], AN E G e Mk I/ ¢ mp R ¥ R AR

(2) IR
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HBPU IR A2 T8 RELEARARIR B2 B n i S b 8 22 50 T 40 5 PR v A B 50, 7 A AR i a2 25 (I 20 ) o
EE—BRPUEMXAET: EPUES T ARG bR R RAPC) LR, DR A A4
By EFEMERUN T UMK TCR-B B/ V X JEPREI M4 & MHC-1 890 THUE LS SAEAMU; I T
YA 2 MHC FR#1I[32]. 1992 4= JUN ABE Z5[33]id@ i A& St A & 1 KD 5835 A1 & I T 40 i 52 4
VB I F AN, KB KD SHEANE L VA2+H1 VE8.1 + T 4UM B SN, FAEWEI TR, $Edi
PR RES S T KD BIAmALEL, 9 KD S fLsil i m Fede it 17— A8 a5 [m[34]. Trang T. Duong §[35]
MIFIFH LCWE 53/ BB B SO DT s PEAE RO AL R I E R, 455 KB LCWE nisFJ5as T
MREAA R E T, 76 LCWE NSRS f B P AR T5 BEPU RS 2, (H AR TR ZEh R 2 24 e APC 1)
AEEINT., H LCWE Hl T 4ASZ MHC-1 73FIBR&l: RN 00 S ORI RE RU7E LAY 1Y)
AP, 8 LCWE 2/EN—FildiEis &k KD mfikdid;, HIEME S5 ERA L. £ KD B 1%
P NLHIAE FE A I S s B S B BT JE A 5 1 S OBLIRRE s — 88, KD 3% BATE APC b 1) H &
Z KB ) B S SR, — i PR T Akl 7 Gpeilbe, Fe A Rr s e i Sy
JRSE, Az B0 e K Bk S M Rk b R BI K E B PR, AR e RS I B, A S R
()= B AR, e kTR T o

() MEHRIEETF(TNF-a)+ IL-1a A IL-18 FIRE(FN-)) KI/EH

TNF-o &—FpFZE T bk E G0 MR A% 4 i 53 WA R 2 VEAR I IR 7, R mT DA & P S2 4k
TNFRp55 (TNFRI)Ek# TNFRp75 (TNFRII), i TNF-a [ 4ERG S E 2 H TNFRI A5[36]. CA AHIHT
FRIL KD EF M TNF-an AR L) FTHEREAFN- )55 &M B 7 BRI [37] [38], T REHLH]
G ST T bk EL 4 R0 S A [ M 20 40 v A S B DL S 4 I R 1 IL-18, 1L-6 1 TNF-a 1] LLid it 2
R PR PSS 4 B R TR (MMP-9) Rk 8 N [39], AT R 45470 98 B sl ik oA RS o 1k 2 44k 2 2B R A
Joyce S. Hui-Yuen Z5[15]F F LCWE #5511 KD /N R TNF-a 7£ KD e ik Ll e, 5
TNFRI-/-F1 TNFRI-/-/NER#EAT R EEHE T, LCWE VES 5 /N AN Sl R4 H TNF-o ) mRNA K15
#ahn, H5RAERN MBS -BG TNF-o EZIET S TNFRI S2ARS5 & 78 e i B R IEIE R, A A0
il TNFRI SZAR A 31 TNF-o0 35 16 2 B S 2 1 A S SR T R, PRI R Y TNF-a XFT- KD
/N BRABE TR P 14 i 46 i S AN et Bk 5 3548 SR AR A . [ P kR 22 25 [40 1@ A I LCWE 5551 KD /)
B TNF-a 3235 B FEPE AR ER T TNF-a 7E KD AWHLEH 1EA], KL KD S # TNF-o 55 %8 P40
DAl 73- il 2 KD oI et IR BN Ik 28 i A6 ) B 243 % . — . Toshiaki Oharaseki ZE[41]WFIH TNF-o #5471
T4 R 14 3 RN R ) ;B (etanercept AT infliximab) A FE/N R, 45 SRR BILZ: etanercept AL FE /)N BRAMN ML
9 )RR BB A L A R R AN e KA 475 (3 B Y0 BT, B At TNF-o 5 CAWS 5 &1 KD g
PRI KRB VM. BBV BGS 2 KD B h R e, BRI S bR s ik
WA %, BOFE I A% E VA AT LLE S /30 TNF-an IL-6+ IFNy 25 28 P4 1, LLAEE 8 20 7
B T 9% / BN AR B B o A RO 56 1 S Bi[40] . TR, HFR4E 1 R AE SO . TNF-a0 (1774
FE KD BRI vE SR AR ML RE SRS KB [15], T KD BRI AERID RNA 257
TNF-o J5- S HME A A0 T, A E N KD JRI7 Rt — AN si[42].

ARG E R, 0¥ IL-1 /£ LCWE #5311 KD /MRS R R HEZA/ERH . Young Ho Lee
ZL[13)FH LCWE KK KD I 4 /N RS 1L-18 2L RmAUH R AOrE A, R BLEF A2 /N BRRT K,
Ihifs R RIRBNBK 4, T C57BL/6 5 caspasel A IL-1R 3 PHERR /1N B340 A 2 B0 Y LA 248 R TeE IR S kA5 4%
H IL-1 ZARFEPHI(IL-1Ra) BETS P 1 LCWE 5 & /N BRI RDIRBI k5475, W IL-18 7£ KD /N R AL IR
Bk R EEENER . 2 )5 Youngho Lee Z5E[43] & il T HARRRER T IL-1 FSRIE4HAERD CD11c+H 5
PR 20 e A R 2 i S AR B 4B AE KD I R VR R, 25 ORI 1La—~/—A1 111b—/—/IN BRAH T3 A

O
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RUNRRBUNEIR M M5 J0E « RSB A O LZE, $27R IL-1a A1 IL-18 7E KD I %% /N RS AL i 1)
HEE(EA, T COLLc+H ZOR AR EVELN A IL-Lo AT IL-18 1) 3= BERJE 4 A AE R0 P B2 A
A[/D 5. Youngho Lee ) [ BA[45]7E LAl 38 & B IL-1a AT IL-18 £ LCWE i & 1) KD I 4 B o £
RINEEFOE R RIEREREIER, M IL-1R 2RI FInT 689 KD AR Bk 2 F FoAth G P 1f A 28 £ 41t
FIEYTHE AL X 5 KD B3 1IL-18 7K VB B A —8[46], HA%# K KD B#H HHFEREBVIG)
BIT TR IL-18 FIBIE 0, 1 IL-Ra WIFREHED, #8758 IL-1 Al RefE KD RWipLbl B =R,
AIREN KD SR ALHT a7 7% [47].

KT IFN-p 7 KD /)N B RS H F-/E B i A7 A2 4380, A i 98 B0 KD B8 2 T30 2 (IFN-y) /K1 B 55 7 5 [38],
SRTfi Wesley C. Chan 25[48]7E LCWE ¥ &[] KD IfiL3 96 /N B A, BT IFN-y (3235 HAS B gl 4
JIBE,  IFN-y 6t Z /N ERAEXT LCWE [ 528 S HopE 57 A5 28 /)N BRI EXL 400 P s 58 5 v K, B LCWE i
RIFEARBIIK FAE 1FN-y SR = /N BT B A2 /N SRR IIAH 8], H5 LA A IFN-y (XCEESREAR BN K 48 AT F rh ke S e
WAER, (HIFAREE K RS kA4 -

(M) &EEFREBREMMPs)HIEH

& J 3 iU AR (MMPs) & — 2K DL Zn+ % Bh K 7 I B TR SRR, E A P = O g A4 P 4/ 5 o i i
JEEER 1, 1 i 5 R AR B, S IR Dy 4 8 B B B ZH 2 (TIMPs) [49], MMPs 1 TIMPs
Pt o FEOMIE . KEBMEICTT R = BNINKIR S50 1) vs BEVE JE o B AR [50] [51]. ANDREW C. LAU 45[52]
N THEFE MMPs 5 KD e R BKIR 195 52, 43 AL KD 3% Al LCWE 5 51 KD Jet ik d5ia 5 sh i 8 A
FON GAT I LIE 1 MMP-2 Fl MMP-9 & & & &, KL MMP-2 F1 MMP-9 1] (X 7E KD jet k4545 =
HORAE— e SR R PE R, AR A I R PR SR B AR A %A B OC & . Andrew C. Lau
ZE[53]01] MMP-9 3[R Rl /N R EATAIF 78 R B MMP-9/-/) R TeE bR 2 ik F) 48 i S 7 -5 B A6 78 -8 B SR AN ]
H MMP-9/-/IN B 1) 1f A5 BE 58 1 2 1 PR A2 ) B S 8, 327 MIMIP-O [ B VS 14 7E KD ABE Y b (g v 2
Bet A A AR S kA% o B B . 2 )5, Andrew C. Lau £5[14]3F— il it £ JU 3K 2 (doxycycline) 1]
MMP-9 177 A2 S i 1 ke it — P IHIE MMP-9 £E KD Jef ik 45 05 i /E HI[53], K32 DU 2 (doxycycline) AT
B 98 LCWE 75 A 1)/ BRABEZY vh el AR BN K R v B L e S i, et Bk B — e ORGP ERT, 41tk
IR MMP-9 By 14 B = A M1 5K A B2 2% KD e RBN K (145 )= - 72 KD &) LI L Rtk
L MMP-2 F1 MMP-9 5 e ik 45 493 4% UIAH O, w2 1 TR 7 DR 20 fok s A2 1 v AU (R 2%, 38 e i
MMP-9 & & AI(E)MMP-9/TIMP-1  LUAE T U A A2 W7 )1 085955 A 9 7 ks 28 2L A =1 B2 1 I PR 7 L [54]
[55].

(F) #RIRFIZ24E TLR2 F1 MyD88 [1E

155 7R 51 52 44 (pattern recognition receptor, PRR) A& —28 ¥ B3 1A T [E 45 e A i 2 i . AE 5o Bk o A
AR — P B 2 B SR AR AR 9G4 T EU(PAMP) R B 4> 1, Toll FESZ 4 (TLR) 2 7E 1R 5155 J5 A S =X 43
T (PAMPs) bk 45 21 EAE B R 324K, e R 20K 1 88 (MyD88) 2 Bt i iF A IRZAS 1) TLRs F4E
IR —ANE 4T, MyD88 5 TLRs 54 Jaitt— il NiHE 50 15 5% M [56]. Hirc &KIm
TLRs A 10 F, 5% TLR FH(5 50 5/ ERUIAE . W28 . ShBKSEAEIEIL . SOREMEIR, B 5 %
BRI Z R R, RAMEABORIE . FF 2. RIBMEGR % UIAHE[57] [58]. A ShBkEfbBE s & 2 kot
FEREALAI R Hh 3545 TLR9. TLR4. TLR2 A TLR1 H#ik[59] [60], H TLR4. TLR2 A1 MyD88 fE[# A 4
B IIE SN S BB T R FE TR B R, T TLRA F5H07 A v Yk 4 PR 75 - A 50k ks A
1k[61] [62].

Rosenkranz Z£[12]%F 5t &K I TLR2 J R 5 4046501 MyD88 f£ LCWE 5 & 1) KD stk 3l Jik 4 152

)
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RIvh AR, HLHI N LCWE it TLR2 A& NF-xB A #t i £ it DX -1 K B B FEOM T 5 83048 i S
X 5 1-Chun Lin ZE[17]98F 7T 45 R AH— 2, B KD 825 A1/ BRI AR Bz 20 Mo 32 T TLR2 A& 1S 0
W G g8 N B O MU FR A AR o B TLR2 I L T IiehE R 7070 F MyD88 FIREAE KD A -1 1t
LCWE 75k KD %y 1% A5 28 S HARY B R 1A s S B i K & 98 1A 40 M BT -1 RVRE T30 S L el AR B ik ¢
B EBERER, T TLR2 FEHUAIZAUI AT §E S KD et kA £ 32 (L8 a7 4 A

(75) FHAbALH]

Cristina M. Alvira Z5[63]#)iE T # 14 KK 7-B(TGF-A)FE LCWE 531 KD iR 5 bk 4 B4 ih ] DA
30 3 0 ) L 2T 24 2 9 Rl A 5 P R 5 R 1 -9 (MIMIP-O) F 3 1 T 41 B8l 2 19 P B AL, 4 T VAR 26 7 Bk 43
. WA % RIME N AEKREF-A (VEGF-A) K& HAE TEEE LCWE & 1) KD j& k45 545 7 it
HHEZAVEH[16], 1 W0 SR BEER 2 /1% 2B UM (dectin-1/Syk) /1 S S il #8255 1/ BB A rp iy
ERER AL IL-6 AT MCP-1 724 [64]. Akiko Hamaoka-Okamoto 25[65]7F CAWS i & ) KD 4k
M5 RAETIRF TR ORI KD I 98 IR AR B e LA S I D R 3R LT 4R 1Y, 7 S 9 Jir ¢k e i ik
WS H B 45 A AR R (MBL) MR PE A MA 3 4038 B 175 A B D KD /)N BRBEZRY w10 S B 1k I 98 [66] 0
I Yukako Yoshikane Z5[6 7]/ 72 & B C-Jun &L i BE(INK) T T CAWS 5 K 11 KD /)N B rp 1 ofn
W KEE, N KD a7t —FB 7%, fEJFRREJT T, Shuang Chen %5 [68] (1 7L 45 3%
B KD /N BB r (1) et IR 20 fik 46 BT A 9% e I 2 S5 S BKBR FEREAL RTE R, IF HAUUCHTE KD BE T af
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