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Abstract

Kawasaki disease is an acute febrile rash disease of systemin vasculitis and has become one cause
of acquired pediatric heart disease in child. It will result in coronary artery damage and even lead
to myocardial infarction and sudden death. IVIG is recognized as an effective drug treatment of
Kawasaki disease. This review covers for mechanism and IVIG treatment of Kawasaki disease.
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1. 53|

J1115955 (Kawasaki disease, KD) X PR A Bz JH 20 BB bk B 45 28 i, 2 — b DA 4 By I8 48 O 2 B0 A8 (1) Ak
RPNVEHIZ R[], 1967 4 H AR AR ) I s 5 R dkiE, KD I RE EERIAOIUETE. ¥ EGEIR
FIKIRI[2]. B NS BREE E (intravenous immunoglobulin, IVIG) [ 20 40 80 EAL LI E 32 K )1
5 (KDY YR IT, A2 )87 (KD)IRIT ISR 232 —, ARSCHE KD BRI HLE] & IVIG Xt KD #3735/

N

—L5R.

2. I (KD) R B & fwH$l

N (KD)4F & T 5 & LA R JLEMZL) )L, IGRFHERIARFEE R IREE R A FAREE ) O
FERE S . ZIUMERE . F RV B RS  AEEIR MM R 45 5 . KD &) LE 5 RO IE Lk
A ORI (1 B LRI B, AR T R RN SR I S PR 00 JiR R 2 — o KD R PR B AR A = A 0 I
BT AR BN ARG T RGN RN, SRR R B Bk 45

R E BER SO A0 W] e T i SR A R BODIRSI AR # F, E—BaE 3R], £ KD 2
M W R AE KT (VEGF) & & R E T E[3], I 5l 8 T 2 B R i /K i . VEGF % i 1 &1
TE VAR M AE RS, REREHE ST A RV M T it RS I ) BRI K M, 4 A kAR RORERT, VEGF 8B, =
FUMEBERIR, S5 RBNMKAIR PERR o Sk i A 2 AR 38 L2 el RSNk« 20 RikRg s 1) 3 22
K2 —. &REEE AR MMPs 1EA N £ Z E AR LT (ECM), S 544 H 50/, ERERE
SN TR HORN R S R L A5 A 55 (4]0 6 NNURHRs KB LI EAT B 5 3, MMPs 3 PEBR 38, AN
MMP-3 6A B 6A J [KI B2 K A s R BN k45 35 Bk e G R 3, sk 22 S5 (5] i A il KD /i MMP-9,
TNF-o 25 (13235 M i AL R, KD 2t MMP-9. TNF-o 70k B, XA fEE KD O 2 bR 3 ik
PRER AW IE R .

PR (&R AR BEREBONE SRS LH IR R, H—um 5 HuR LR
MHC-11 25 T EERE R XIREE A, 5 —uml BV T 400 TCR- # V X, HES T i &
MHC R . HPLEE MH-II 540 7455 5, 51k CD4 + T 4iijild, CD4 + T 4G4k 5 23 it 22 Fh 4 i
K7 RefE 2t B 4HH 2 su BEvs b BRI A AR, 51 EE4E M TNF-a. IFN-y. IL-1. IL-4. IL-6.
IL-8. IL-10 Z R MEF 7% H &k Bk, 1L-1. IL-6. TNF-o Z5HINES C-RNEH. SaWEANE
B GlERKRMRN: SIFER, B 4UMIMIE e SE— /I A GHukr=E, 518 P R 7 A 40
RV, e sl % .

PA_F 45 B2 I35 28 VR AR R DR KT 1 T s S IR B IO AR A IR KOG R o 1B KPR s A E A
T(TNF-o)RHFHSUEE . FRMBEAMATET:, AN TNF-a &8 &SIV i Fi6], &t
MRS 7 ARIE IR -1 R, (R IEMAR TR, RIS 7= 2R R AT, 98 P I S — 25 i ]
AT B AR I PN R 0, P 9 R LR A M 7 R I PR SR SR R KPR . B A R
THb, —HRMESFESE THROGEE, A=K B4 (LTBA)VE NS A i & miE v . SRR
FAMIE K. BB B, LTB4-BLTL IS AES 5 T KD I 5115 &Ik HLA] .



J1 i 955 PRV B 5 o

X KD 3 e IR B k0 & AR ML T F A 1SR O AN s S R e R 65
(HSP65) #4015 3= H & i 5t HSP63 M 78 &, HSP65 PR 5 HSP63 JiJEF1EAL W NtE, HAE KD &
i, HSP63 HIJENFE K-V #hag, IR RBHAMHANR EEASE T RIE RN .

3. KD e RS HiiE ¥R

£ KD A 51 e S IR I EBEAT 2 W TR T, B e @R S B, HAAT KD BfiE .
BB B KD B2 Wil Z 45 7 Pk 0 SR 2 AR R AN S0 = 48 b, RS H2 W7 ik 5 i U B iR 2, JEiR
TN — SRR W kR KD B8 AL R B SR EERER . WHeRm], Mig2iEts
FEIGPR AR Al VoY KD (ISR . BR[7I0 IR T 10 tr, SRR KD B35 MF % D- AR MK
SIER A A B B TR, A2 KD RIfEdR. B RAIBNR. BT ERIAE Sk, C
SR U AR SR bRt nT TN AR B B AL . 2 BSR4 [8] AW FE A B KD i 7745 B 2
MIETH SRR, I HEF MG C RN EBVRME T EH, SRk E LIAE R, oy
Hr B ARG C B A AR B2 T KD HYSRIG S 45br. KD SWEIIF I /M5 & (MPM) /K1
BEMTIERME, FH U MPM FAE N — sy =4 Bz Wiisbr S M T KD BRI W [0]. TR/
B AR N ILALHE . B BEZE S AR T KD M2 Hi[10].

4. I\VIG 3t)I|IE% (KD) K& T
4.1. IVIG %} KD 8958971

IVIG &R &4 107 MR FM 19G 4 FRITESY, O Z RN Ty, FES5 e RIE T
YUY T Rt D7) M B R T R a7 )R (KDY A0 501 T 0 5 P i ke B A
R E AN E— R GRS .

IVIG BRI TNF-av IFN-p. IL-1 S57E 20E Sy B SRR R i/ BE 1, S e v Ay 2 (1 i
BARG NIRRT - A PUAR AN E S 1, DR RE OB, BRAS TR B i B .
BSE[114 KD B HE IVIG #HTIRYT, 4R IR, 16I7 5 KD B M b % 2 Y4 i R 7 30 T B,
JeE PR B ks A8 R AR 2R BH AR T SCRRARGE 1) 20%, H = B i R MR R PR IR . IR B Bk
AR A FTEAR, PSS IVIG W R KD 3 MUiE b R AR 7 K AR ARSI Bow AL K AR 25 IVIG A3
EAIHIE T UM ThRE, S B IR ANRRTEYE, k> CDA+ZIIERI A R IVIG RS B35 40| KD Ifig
7S BLTL BRI, #0147t LBT4, BHIT LTB4-BLTL d#EE[12]; IVIG Hik & A Sluke ik Hiik
(anti-idio-typic antibodies), H&IH SHUARKTE A MHIER, BEXPIE R AR R
KB BERMBRBGIRE, X H0R R MmAR AT

4.2. IVIG 3} KD BIATT R HL A 57 B &+

FE N5 (KD) A Je 5~7 R PN IDOEE S8 N S e bR a1 m] A At B AR TR IR B bR B A A2 32, R0 B R
W 2 KA IVIG BRI, 10 7 RJIGIER ST RCK &g, WA SIS [13] B sitE s #r 1 1682 41 KD
BLMIG R TRE, 45 R EIRIERFE 5~10 KRNAER IVIG BT 3. X T HIARRE KBS 2)GIT 1) KD &%
M5, MifE 10~14d VIR PTG s RAER I, 75T IVIG.

IVIG 19697 KD FISZREZ51) CAF 2B A0 7 (KA R, (EX T IVIG I R S ille KRR
FPEE[LAN B RAVERIMEM IVIG GHT KD #1697, 25 [15]HE 7R 2 g/kg x 1 IRIIGRTT
BRI T3 kg 2, PR S [LLIRT SR 2] TR R AR BRI RIEST IVIG, REUs4ifE KD &
A 8] e i PR AL R BRI 8] BEARTE RSN BRIR AL A A2, LR B RO B A S 2 SR ORI I MLV RS L
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XSG T AR T SRS, B IVIG Ak, KGR RS ST g in 7 B Ao i, T 5%
[16]HF 7 H B IVIG 2 glkg x 1 XA 1 glkg x 1 IGTT KD [ RTT R 5 e 24 0N A 24, IR 23/ 18 EL TR
WKL, HEFE IVIG 1 glkg x 1 IRENEST T8 SIIWEE 17100 SR WIAE I AORE IR VS 1R N 18] L bR B k45 £
RAEFRV S BRI B S DR, 2 glkg x 1 CHT 1 glkg x 1 IVIG vt i £ %7, 1glkg x 1
IVIG % AT 1E A KD 697 Bk 5 % .

4.3. IVIG Tt R B IBfRENETT

BT IVIG FIEAR L WA TUE « BN A Fo 3244 R B, IVIG #I 5 ik FEA R R, IVIG
1BIT KD S IR NILR « 5K [18] IVIG T oL 83wk A0 M b g L7537 2 1) B Iy BN 7K T 40
BIVIG A RCEK, X —25 Ry B BRI R 2R T B2 IVIG B M = fa R &

KE KD #E HIL IVIG TS I 5%~10%[19], *FT IVIG T 58 )1 95 (KD) FR1G I — R
FRFE WVIG IBINEYT ik SKHERESE[20]%) 281 # KD & #ET IVIG 677, o 12 FIXH Ik IVIG
BIT RN, KRN 4.27%, ST RN AT IVIG 2 glkg x 1 4T, 16776 SR IE 83.3%. X NL&[21]
I IWVIG V597 T 378 4] KD HL, TERMEAHRN 6.35%, SHURMALE:, ToRM4LEE MEEEA S
HEFERC, MHERTEES IVIG 2 g/kg, B BEM. (EEREE[22]%F 410 1)1 087 (KD) & LiEAT =]
P AT R, RS MALE A A A & ERBURH I S RFE, X 38 4] IVIG JoxBLE LT3 =5
2 glkg HriE, oo 31 41 KD I RFERTS ALR A . AT W6 IVIG T8 W19 (KD) SR F K& IVIG 5
UEERRIT 7 5, RORERAR . AR, R R AN PO . S Rl T S A AT iRy, (R
IT ROEA Fr it — D IR
5. IhNgE

NG (KD) R BL &4 EU A 50 248, EH BB AMLEITIAETE 2, X KD BT 2T R . 1k
POEIRBIAK B LT AR SR SO IUBESE Y =, R RIS IVIG RCRBUE, (HFRIN & %
TEIVER, BRI BN T IVIG TR BB E XA B R . BEEEEERIRE, X KD B ImIR
IR AR S, W KD AR IFXE T 25, DOPIE SRR ROR .
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