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J1| U6 975 ( Kawasaki disease , KD ) J&—Fivipg Rl & BH
(8 A4 BV I R B 1Y L EE Sk R R 5
PEFIA , R 5 Dk 1 5 9 b BR 25 H (intravenous
immunoglobulin, IVIG) SR I RRE R 3 =k sh
k#4512 ( coronary artery lesions, CAL) ) & A= & JE
HHEEEN . HEbRERIBT ) 2R, B
10% ~15% MR xS IVIG JEf R, FL AN L
I CAL By RS TR o PRI, 0T B A R0A

I7 I TG 7 2595 091 S A5y T
1 IVIG T ME KD EX

ZHCCHERIA R KD [ LTE %% 10 d N 432 R
i IVIG (2 g/kg) M Bl w] DAk ( ASA) #5 #EIR ¥7 5
48 ~72 h IFRREBE R ( >38%C ) s B4 252 ~7 d
22 AN RI A2 1 BhzWibsiEs , By
IVIG TG )% i %1 KDV,

2 ATRERI A FRALE

IR IVIG BEF ]k B2 200 g S HI 5, 3]
S Ui S A R A Ja DAL AL P B 0 i T Y
IgFe 2214, BHLIET TgFe 55 TgFe 52 1A B G g SR, fif I
EN R AMB R, nT A RO KD L CAL (%
AR ABATIA RS FOLXT IVIG fy 7 Josk, 734 s A
ATREA : O MATERG N R T , A 5 G b A
J s BE G AL AR AR I 7 AR 22 T IVIG [T
FAIXEAN L 3 @K A AN AT Fe BEA AL
BN AN AS B, FBIVIG RREF A BRI ITIE
@7 KD i e v, 22 Ffi B A 5 RAE SO, TVIG
ATREAE &R 0 A b R 1 S 2 g (I e
ISP ) o

FAT KD LAY FE R B 5 IVIG JE RO 5% &

[ ik H 4112008 —09 - 015 [ f&]al H 141 12008 - 10 - 21
[AEH A DokAE , 2o, LBk . E807E NLG

[XEHS]

1008 - 8830(2009)04 - 0318 - 04

RIFFE LB T — 5 A9, Minami 25 /347 1 76
il KD LA 112 B fgeRRe L i/ MiE L F—2
Tk /K fff i ( PAF-AH) (1) V279F LR Z 4514, 5] B WL
FEIm KRR B N Rh R AR U A I 3 PAF-AH
PEo SEHEN PAF-AH {3 R B4 S 76 HU L5 % R
HZ R ZERITCBENE(P >0.05) ;5 GG (IEHHEH
R ZHAH M, GT (%) + TT(ZEFUA 2 ) 2H B B A 8
LI LFEESME IVIG(52% vs 14% P <0.01) ,
GT + TT 4/ & FE A, 1 C 0 2K 11 (CRP) 7K
Sl B T T M2 PAF-AH JEPE D) 3 S5 A1, 2
TNIZIER AT ESE IVIG Tol B KD Ay 5 I A

W B4 ) PCR-FR ) P A2 R PR 1) il A
IR IRSE A F o (TNF-o0) -308 JE[H A/G Z 25
1TWF5E, KB TNF--308 A J K U 7E TVIG JG iy Y
KD L & AEMAR 5 T TNF--308G JER Y, 2% 57
HBEVE(67% vs 5% ,P <0.01), f{ii#& &4 IVIG
Jo RN KD [ A ) B B R S I 42.3 4%,
TNF-a-308 A 3 784 5L AT 6 P44 TNF-o 7K -3
AL A S TR B TNF-o, S 3L 3 22 i 21
{14 0L/ AR A S T X IVIG B9 AU, i F IVIG
16YT KD AHLH] 24 1 A B B, TNF-o 55 5 31 5--
308 fii i 2B TEES 5 IVIG LW A KD kA
R FLI 7R AR R —Fh Gy AR A, o4
AR TFHRAVI

3 IVIG TREBIH K EZE

SCHRARIE TVIG Jg [ )i Y KD (1) A A 28 28 1| 458
F, Ashouri 251 4738 35 [ 2002 4F 1 H % 2006 4 11
A IVIG Tt J hw &Y &8 L i b 1) 53 03l oy 14.3%
17.1% ,28.9% ,24. 4% ,17. 6% ; Tremoulet 257
18 1998 ~2005 4F-AE £ 10 BF IVIG TG ) L Y 8 LAY
Fo B SE L 9. 8% ~ 20% , 2006 4F 14 5 38. 3% ;
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Uehara:'®' 3t 38 H 45 7E 2003 ~ 2004 4F #[8],6 330
%] KD LA 10 d NH3Z2 1 IVIG(2 ¢/kg) IBYT,
IVIG JCR W AU ER LR 1286 161](20. 3% ) ;2006 4E 4t
SBAREES RMZE T T 2000 ~2004 AEJL R 45 K EE B
KD &)Lyl R %R, 656 5] KD & LT IVIG H5)
2 g/kg J097 , Ho 65 (9. 9% ) IVIG ol i, M F
LA IRTE , R E | HARSE Y IVIG JC i) A KD
() KA A i 2 e TR

4 KRR KI ESFE

WG IVIG JC s v BV ) CAL & AR 3855 1y, ik
WG IVIG T AT A KD 3677 5404, Oka-
da 21OV EE — YR H O T S IVIG G S 8 B KD
BIL, VIR IB T R A # bk Rk e M ok
(30 mg/kg) Bk IVIG 1751k, il L& 4 R A,
I/ e ko A% & AR, DRI A BN TVIG JE & i 28
XA PRIGTT B o8 15 A L

KD FUBREPE R I, k45 b R IFA 2 L,
Cha 25" AEBF 5 40078 40 M 4 B 35036 7k £ 45 e ok
(R A AE IVIG TG S i 8 B L AP i ik 94. 4%
Uehara 25" 43 7 7 H 4% 15 940 5] KD 8L, 42 i
IVIG W& 1697 Af1E] <5 d(OR:1.89,95% CI ;1. 66 ~
2.15) JFi%& KD(OR:1.38,95% CI:1.00 ~1.90) ,
F(OR:1.21,95% CI:1.06 ~1.37) & IVIG T& 1
A1 KD iy fa &

H A2 258 1 H W IVIG TG f h Y KD ) 55 56
FHE: DCRP AN B 5 ) 1 40 i (8 JH: o 1 b 4
L) AR B Dt /IR 9820 5 (@) 1t 3 1 AR 1 BRI (O
H <30 g/L) ;@i £F 48 AR~ /D AR
PR B,-TORE U T B s @t 75 .0 3h I G 7 eIk 3
FRBE DSBS AR AR A e PR L R
JLI e \WBC 584 PN % 2 i (ALT) Ft & ™ 5, 3¢
FI AR AR 8., W R R TVIG JER MBIl B, &R
5 d AR IVIG A H 1 g/kg 3ELET 2 d By 7 4%
2 g/kg— R4 2 F % H 400 ~ 600 mg/kg fHzh 4 d
IVIG JG S8 U B % 7 R 15 o Sano 25617 b Xt 112
1) KD g8 JLWF5Y & 80 A b 40 e . CRP B IH 2T %
B AL (AST) (ALT FLERI S (LDH) 7£ IVIG
To s ni 2 8L B R T, JUH R I R 4R CRP
=7 mg MHZIZ =0.9 mg AST =200 IU/L 75445
IVIG JeJ i i Al BE o

Tremoulet 257 17 F logistic [B] 943 ##] 26 & 37
T IVIG JC 5 B 1 P46 4 IVIG ®IAR IR YT
BHE <4 d(1 43) , s Rz 4 M50 =20% (2

53) A @B RS (GGT) =60 TU/L(1 4)) , &4 1%
KIERIMLAE A< -2.0(1 4%) , 430 ~1 43
S WIG Jo 5w B A BE, B0 2 ~ 5 432K IVIG
TG B L B i fe NRE, B 2 2R G 0 R
73.3% ,FE 51 61. 9% , {8 FH % 31. 8% , B I 4
26.7% ,F-HEH X KD % 95 #11LH F1 2 8% Ik R 1 s —
H A FI T RGN 5E %

Kuo 2 {F5% & B IVIG A Y7 I W TR Pk 20
FAH( =4% ) 5 IVIG JG J b 4 ) 4 A= 5 R ¢,
IVIG {7 RTHE R ( <3.0 ¢/dL) ¥ 5 IVIG Jofx
IO ) AR S AEAR DG, 31X AT BB P A2 A5 15 A Ak
IVIG A {E . Terai 25" BT T 76 i) IVIG HURH
FEILAN 27 ) IVIG TG Jz o 59 8 LA afi 3 i 55 P9 e 2=
KT (VEGF) ¥ i, 45 5 /R IVIG JG )& 1w B AR L
VEGF 7K-F-H i /& T IVIG Ui L
5 BITERK
] P Ap 2 23 i A R IR LI ] 5 CAL 1]
TAASE, &R & 4 CAL (AT Rk ok, fr
AR (AR B 28 10, % T8 )7 Bl CAL A5 J %2
B, HHERTX IVIG TGN R 67 5 A A 4
— O — L ke N IVIG B B R ( glucocor-
ticoids, GCS) | S m)ih T RE 5 1 4l i P 7 Pi i 557
%o 2001 ~2002 4E4E H A IVIG Jo e v B LYY
(TRl PR A T R B 464 (44. 1% ) KL Bedk 2248
2 ~3 F| IVIG,185(17.6% ) K & e ffi ] IVIG + 12 7]
M T,54(5.1% ) FEBHEH IVIG + GCS'7
5.1 4% IVIG 3897

124 IVIG AP ME—15 7 RBFEAIL CAL &A% 1
25, H e F 1S #) IVIG TGk i L, Tk N
IVIG B AR 250 3L, A B 5T i 5 s 4R
S B CAL (531 B K% 56 R ) ik 98 ( coronary artery
aneurysm, CAA ) J“ H f2£ i (CAA W H &) 2 IEM
S W FE R IVIG A & B L, 8RR
W IVIG, Al A5 20 BBl CAL, 25 33  , WUIAS R 73
B Miura 25" $2 38 IVIG TG Sz B 780 B8 JL7E & #4
10 d P332 4 4N IVIG, 7T L) i 25 B A% CAL 9 &
AR AH R 25 1) B AE R 2 B e FLAEAR
SN ) MR IVIG TR i 7R i Lk 2 o/ ke )4
B 1 g/kg 5L 400 ~600 mg/kg 7 1 HE 5T 47 A5 ] 4
T, PR TR A
5.2 GCS

KT GCS IBYY KD (a8l — H A Fi, 3 1979
AR SCHR A ] GCS AT E CAA TE i, IR BLIA K
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KD ffi [} GCS ML RAE , (H A 23 45 iz WU 58 B
FEAC LN AR ZG I SR G — A1, e Z A% 1 RUE X R
LR 5 B oy 0 B B

AR, H1F 2 GCS JMIIARYT KD B SCHRIRE
Takeshita 25" 5% 6 5] KD f& JL 1 ~2 5| IVIG
(2 g/kg 8 1 g/kg) o , IR FENT 10 ~ 12 d 457
WM (B H 1 ~2 mg/kg x3 d),5 i )L i
R, FT 1 FEILXTERS 2 74 RO, ¥R B CAL
() 1E FE RN I SR, B 7R 45 T b o A ) GCS JRY7
XFIVIG G 0 B JR L % 4 AT 3L 1 . Miura
S5 IVIG TG IR B LAY B 25T bk P9 T i T
JEAM e (4 H 30 mg/kg x3 d) ([ IVIG (% H 2 g/kg)
TBIT, RILER K P9 25 T W 3L Uk e A T 4 ARE 45
TNF-o  FUAZ A M5 5 26 11 -1 BH B FRAIG, St ik o8 42
WA 27 TR E MR L, X ERER GCS
AR AT A A1 40 R 7 198 K P ok PRl e i R o
Miura 22 % 17 451 2 5 IVIG #4976 52 B (9 8 L2 T
Rk P R 3R e AN TR K T IR IR JE A T, TR A5 K ik
4 ERRETT, o B 2 BT CAL,{HAE 6 A~ H
P 2 AR T X CAL A —E s 55 X,

Furukawa 25" 7 63 {4 IVIG TG 5B (4 )L,
44 {5125 T ik N R 6 R SR A e (B H 30 mg/kg x
3.d) KJFER (Bg/hip 10 ~20 Urkg) | Ffif5 25 Tk 2
WIE(EH 1 mg/kg x7 d) 4EF, B, 19 B4
THSMY IVIG(1 ~2 g/kg) o #RIKIN H BTk JE A T
2 34 B (77% ) BB LIGHER #, TG CAA JE R, Bi4h
IVIG 41+ 12 5] (63% ) #4iR ,{H 10 il # ik P9 45 1 H
FLR e e TC B S BIEL T CAA b fiTiA K
FTRESEHIK P 25 T H 30k e AR e TG i i # B R A
PR 1 G SO UL I IATTRESR 156 3 WR
CEi L5 PR (W= S0 N o o WA R S P B |
RPN T 257 R . AMEAT38 & ik
PN R TR JE P e A T I # 43 fE L B i AR
M BT Z8 L HE R 28 BRI S {H X S AR AR
R TR, AT EIRTT

FE AR 38 — 301 2 Hp O [ JB5 P A
7R 135 B IVIG Jo iz i B 8L, 22 BB L= T
GCS ¥R J7 , IR IR AR K& . % T GCS Al fg &
KD 7 B ) 100 3% 5 BER A, 35 KD 2ok B S ik ok
AT e, VR IR IVIG Ja 97 U8 LI B ek
2 o/kg 19 IVIG SEEIRYT TR , & B 511
AR, IR T 2 ¢/ke IVIG 3577, B AT 245 GCS
BIT, XS 3 R IVIG JRa 7 R LS T
GCS, {HAE KA A B AL X HE 52 56 45 S i 38 =2 A,
GCS JRI7 IR N T, HAT— W5 2 GCS — iR

YERIGYT KD W E L2549, KD & 37 5 1O E R 1
DIREAR A SR IVIG JG s I L 1 e LA i & vl LA
2 R (R4 W, G F PR A A
5.3 [Mmi#E# (plasma exchange,PE)

Imagawa 252 ¢ 89 f4i] IVIG J¢ )z v 81 g2 L,
27 25 T ISR E AR (A 2H) ,48 25T IVIG(B 4) ,
14 {5257 ASA 5 R Bon A 411 f](3.7% ) HBL T
— PR 7K 1 (3. 7% ) WIS I e bk 5k
<8 mm, 1 i (3. 7%) k&4 CAA; B 4 13 i
(27.1% ) KA —d M ik 3k .8 491 (16.7% ) Hi 3K
FREETENKA 7,2 411 (4. 2% ) e CAA W2 22 5+ 4
BN I H A ABJLB TR, ToIF R kA, R
FEFRPRBEAREE W] S AR IVIG JG ) i i L
£ 10 d NHE3Z PE JRYT R 2 1Y, BEfl CAL
RAZRBEE] 1% , HE2H1%, (2 PE fERLEEA
THAE AATTHED PE BEG2 I B A4 N 3 22 B 28 5 40
JifL PR L g S PR R
5.4 LSEMT

Ly T, — i AR R 1 R B TR
SO FBRAR A, 3 IV T L B S5 0 % i
B RAENIC MBI , B4R YT IVIG TC R &,
AR AL 2085 B RN B A0, B AR A FH 4 ofl v 4
L2 R i TNF-o0 FIEAD A A2 98 RE L5 1 240 i
A2 (IL-1 IL-6 [IL-8 ) , #ifil v P b 4 | 1k 4 A
PLT {3 Pk o Zaitsu* A 4l i 2 @4t T 3697 KD
MRSCR AN IVIG A 26 5  (HAEZ Ve & T 1,4
& IVIG JEARE AU . T H A 2wt T35
7 KD JUA/IVEEA i Al o BRI HA ok Je e
MR T E— 5
5.5 BEXMEHER

PR AN E HHT (infliximab ) 5 TNF-o 1 HL 58 f
P, TNF-a 76 KD SR 230 208 T i, e
SELETE B CAA 8L, TNF-a 51 P 52 4 i
PAT NS  KD MAS 3% . Weiss™ T 2004 4E55
—UHGE T —13 ZHAH E K CAA 1 KD L, X
IVIG F1 IVMP 3 J6 [ I, B I 45 T 9 A it ih
7, 55 — 0 I AR AR S 55 = B 3%, Stenbgg
P GE T 2 ™ 9 KD L, BB AL CAA,
i IVIG (ASA | GCS JESEARTCZE i , 26 T o R A
AP, HOR I FIRE A, CAA FEBUR JE TR . Bk
FIE HPUrE/NER o s N i AL, 3878 T TNF-a
15 KD ALl v i 7R T, (H 75 AR A X B B ALk
Btk — LT HAE KD A g i A B
5.6 Hfthrix

Xt 20 IVIG Je GCS AR IC i KD &L,
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A VR AR FH A M 75 1 25 ) 2 e (10 mg/ 1435

TR, B 1Y) AT S AE A (40 TL-1 116 45)
[IEAL ANE A AR ADY FRBERERE S,
WRAS BT 8. A& M KD AR YT e 45—
FIN 5 T © R A] AT 68 ( pentoxifyllin) , W] 11
il TNF-oo RNA (%% 5% ; Bl B 450 (abeiximab ) £ X
HL/MRBEEE 1 b/ 1a SZAR A 34T, Minami %5 f
FEINNRAE IVIG BHAE T 324008 S 38 1, (H AT fig
VA B I /M TG A6 BB T ( platelet-activating factor,
PAF) J1 5 ) S SRS | PHLH A THE 0 28 7 41
PAF-AH [£AIL PAF Fl# & AL 0I5 26, AT REA A T
IVIG T i 7 £ Lo DA b X BE3R 97 197 RU0CA FF i
—E

(& % X ]
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