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Progress in treatment of Kawasaki disease with Infliximab
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2. Department of Cardiology, Beijing Children's Hospital, Capital Medical University,
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Abstract: Kawasaki disease is manifested with acute fever and rash disease caused by systemic vascular
inflammation. In recent years, morbidity has increased, especially refractory Kawasaki disease. With the rapid
development of biomedicine and pharmacy, biological agents have gradually begun to replace traditional treatment

with satisfying efficacy. This article reviews the progress in the application of Infliximab in Kawasaki disease,

especially in refractory Kawasaki disease.
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JINIER ( Kawasaki disease, KD ) &R HLH| FA7-AE
W ) S, R PRI T ik T A= i 3R
PR AT EE X SR A FH FAT (Infliximab, IFX)
TE KD, %5 5 J& ME 36 T )1 I8 9% (refractory Kawasaki
disease, rKD ) HH N FHIFEA T2EA
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KD ) G H RO MBI AIE, ARSIk
F (coronary artery lesions, CAL ), /CMIESRAS FIA A a0 ik
AR, Hr Ll CAL e 0L ", SEELOHEM 2 E 1) KD
LWHER, IRIMAREIRTRIEIL 15% ~ 25% 2k AE
WRBN KSR ( coronary artery aneurysm, CAA ) 1% JeE{R 5 ik
P 5K (coronary artery dilation, CAD ), M5 E.OHUSEAE |
BRI MR ERSE . 2R 10 d N2 R K
S EBRE A intravenous immunoglobulin, IVIG WEIT,
FEREA 5 ~ 7 d WAL IVIG Y6IF, 12X Al Bk
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F 5%, KD BB KGR, ok LA OIS
M EZRR . AvE KD 19367 B TR R 3 ke
RAE, WPEARSIK MR, kL CAA BEIG
I7 F 2 B AT LS M S

EIRIRA TR R A W, KD (9 A0 $B AF i
B, FRE oKD, e E AT A W, oKD RME & T
£ KD [ 10% ~ 15%". KD #i5E XN —KGLE T K
A IVIG (BP 2 g/ke) $TENG 36 h, R &
K (MR = 38.0CEK 1004 F) ™. A7 SCERFRZ
NRIERE FRBTHE KD Z BT LLAE 36 h 2R HES
78 IVIG FiE IRl i it /s 36 h < W IR, AT
REAE M 25 SO 8 A SCIRIRGE , 43T IVIG IRYT
LA 10% ~ 20% 2L IVIG HifHt 7

FHT KD M b R i A TE R, TR gy . e
922 S5 R R 22 Rl LA T R PR RO O, R R
WY, AETE 2 IIAELE W B R G S s, et
FETE R AL E e AR . 2 e A I CD14
PR FEAN TS Ak, CD14" A1 CD23" Mk / N
FE T ECH m, CDA'T 46 3+ £ n, CDA'T 40 g %
I CD40 it 14 2 35 T &5 . CD8 3 />, CD4/CD8 I
W, BEAPECEAERRE 3 ~ SRR, % 8 K
SZIEH . CDACDS HLfE T, (A3 MUK e R Se 4k
TIEAIRAS, CD4 tf Thl - ny 4L K134 2, Thl/
Th2 LA SR 4, 15 Ak T 48 53 006 s Vi 55 1) g O 5
F —a (tumor necrosis factor, TNF—a ). [ 40 i/
# -1 (Interleukin, IL-1), IL-6. IL-8, T #f % -
(Interferon, INF— vy ). IfL& PN 2 4l iR A= K R F ( vascular
endothelial growth factor, VEGF ). 4K FH4m 15 S
B AN A RN AR B, TNF- o BT 5 S SR
kN Bz 2 48 8% R T — k B ( nuclear factor, NF—
k B) 1k, HEIN E- e R SR SO o7 M AR o 4
J& 2 E i -9 ( matrix metalloproteinase 9, MMP-9 ) &
B3I . RBRMFITIESE, KD 2k CAA MR N
LA P P2 AR AR IR . PN B 00 o o ik R v 122
IR, i I A S J2 AR 5 )R MMP-9/ ik J57 4
E AN -1 ( matrix metalloproteinase inhibitors 1,
TIMP-1) elFF2E A e MMP-9 i A5G, I
TN KD 1 A L A e AL ST B S b A 5 —
a2 ol & SOR R W 25 6 Ja 0 T Ik 40,
AP EGBRHUEALH], 43 TNF- o S A
T, SR BRI SR AN A PN B 4
AR TNF Z RS54 P i) NF-« B =43

RIEAL, A GH A% IR 3 NF— k B AR 1 L PR 36 5%,
M= A REAIE 7 2T e RLEE A 7
MMP 4, 1 RIS 96 B CAA FEA ™,

IFX &7 KD g9#1 &l

Il RAFZE L E & B KD FR MR I A 8 TNF- o
TR e TNF- o S5 210 RAE R T FfE R H
FIDLRR IR A . EWRARARE ., PN A M SE 2 A 2 Y
A=A, 76 KD A AR S EH] . TNF- o
AR EVEAIIEXT TNF- o BO3E— 80,
KE|H BPERY KRR ; TNF-a AT 5THE -y
P[] 25 55 At B 93 4 B T 90 Jea 38 A 95 AL R S5 4
TNF- o W] 3 228 38 0 48 it (] 266 B 43 -1, I 55 200 i
BB+ -1, EEBRGHN S FHREN SN
RETEAL 5 TNF- o BT LA Ak P 7 0 = 22 [ 2R
F -1 o FENT 05 IEH T 400215 R0 5006 [ 125 1)
Fik, ISR APNE A AMES N R AERAEEER,
O N R AR TE e

% F TNF-o 76 KD 19 & 9% o B & ZAE A,
UL 28 4E JF 4R 7E 38 JT KD B 45 T $1 TNF- o J8 7.
TNF- o 38 5 50 AU MRS AZ AR G5 & R AR, DRt
F TNF- o BYFEHLRT LIl S TNF- o PUiARE] n] 152
R 2 KPS ™, BIHFTCIE, SEE FDA L 3
FIATBHIST TNF- o BOPTIARZEZSY) « i SPUR IFX, 21K
Fe BlVE & FURIBTE ( Etanercept ) FIAJEALG AT A
AP (Adalimumab ) ™. HAEH FHHUE IFX. A
WF7E B8 IFX 7] RIS A% A, 5ok T
A EAEIEFERE . Hik, X A BT KD R
SERYE AR ", WEILSS 45 1 el 76 PRIk 2 R
YRt b i IRXY . Z R e P | wh
A E AR T AR I, 3 e AR TR A R LR il
FH IFX 3697 KD BIBFSE

IFX J&2—F/NR - A& SR Ebiis, & 2R H
BN TR A BN TNF- o 5 PEDLIARRY VX
(25%) 5 N IgGlad% i) C X454 7= A1) (75% ).
IFX =2 5 3 MOE X R HEAEH - O # el i
TNF-o PABG R4 5 HZ AL S s @54k
T 2RI EANOE TNF- o 254, FFim s AMAMAS 4N
L5 P AR A A 5 1 A A S 1 20 = AR
OB ZARGE A B TNF- o, M TNF- o P24 20
MR TS AL IE AL HE TL-1 A TL—6 7£ PN A 40 i PR -6
J R

2
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3 IFX EARBERHE

HhE SONG & "™ [mlEt 4R 16 1915 F 1IFX 4 tKD
W, 7EIFXJRITIE, BULEFrem st L e ~
40 do ZWFFEH IEX I 5.0 ~ 6.6 mg/ (kg - d),
U 1R, 13 B FAE 2G5 12 h IR 5 Hor
2 BIPEA ST REAR, X 2 BB LEESZ IFXIRYY 12 h Y
KATIERIF BN . 14 BIEIL H IFX J5 C v &
HNRE. IFXIRITHTA 15 B8 LA CAL, Hrp 3 fih
FERTIIREE CAD, 9 fIh CAA 5 JAIT)E 4 Bl LIS
RPKIKEIEF , 3 BIFFEFFERE CAD, 2 BilfA4E
Frgtk CAA.

H A — T XF 274 AU ROMBTIR A, 2 by
e IFX 3697 1) 434 ) KD g ", B B AE R
MECH 33 AMH, H152% 1% U, FHEEAT
IFX B P80 a] Sl 9 d., 275 Bl (63.4% ) H, IFX
VEJ 5 3 LRIGIF25W 5 106 ) % (244%) H, TFX
VEREE 4 BIGY725%) . IFX BfE FHF - 5 meke,
Hm 1 ke #:52 WXHRIT R, 363 18 # (83.6%)
72 d WIRTEIF IS, AR, TR e 4
LA C VR KT TR, 447 IFX 2Z 0T, 132 6l
(304% ) C 28 CAL ; Frh 100 ] (75.8% ) 7E )
HIFX J5 CAL 53 8% . fEfiE IFX Z R A CAL
MEEY, HA 3168 (103%) 78 IFX JGH &4
CAL. X4/ IFX J2I6Y7 1KD BA RO .

H A< MORI 25 " 7 31 {51 5 L b FF J — Tl IR
AL, 2B R AR R R e A
Rrge R, —HBAZBYGN R 5 me/kg 19 IFX, 53—
HIEZ R HFE R 2 gke 19 IVIG, PIPHEIAYT 48 h
WIIRHGR, FIRPHEIAYT 56 d WYL 2. IFX 4
48 h NIB#ER N 76.7%, T T IVIG 4 (37.0% ) ; 1 H.
TFX ZH S AGR $A a5 T TVIG 4 (P =0.0072 ), 1697
21 d N, GRS R AE & AEFE TFX AT IVIG 697 4453
S 1B (6.3% ) Fil 345 (20.0% ). IFX 4IA K™
HEIARNRFM, IVIG AMEE] 1 il E AR F. W
I, AR AR IFX AT DR S R 48 h WIRACR, Jf
iR AR 5 I L SR EREE g, R AT A2
PERLT,

FE—TR O A  BUEUE S A, BF9E 3 EAs
KD F8 3 1 & ARGEEAR B ke B AR b, S5 R RIS
IVIG 4HIUHR, IFX HRRKRBE D ; 27250 s,
IFX 2H R RBO /> 1.2 d (P =0.033 ) 5 1 FL3%E5Z IFX
HIT IR BT B . RE A2 E BE DT 6 JH,

R IEXIRITH S IVIG 1A YT 4 4 5 IR 20 bk v JiE G 22
55 HMLERE A R IR AER T ER .
1M, W E IR S IR IVIG i, KD B H
IFX G707 DA S A B st 1], (RS 2k
TEAR SIS R AR R4 ™

ok H 3 [ A — 300 T 9 BEATL XL 22 Tt ) e B 5
VR T 196 BiIFF & 36 [0 ERG Ph S AR 1) KD 3,
K3~ 10d. S 5FHE IR EE) 2 ME
Jre, iRIGHL T IFX 5 mg/ke, Xof BRZH 45T A FRER K
5mlkgo AL EE N IVIG J5 36 h~7 d /154 &
HARERES 38 CmzEs. SxTmAl b, md &4
RECEA | MPTNREER . RS Z R

HZARH) NAGATOMO 25 ™ ST #IEA T — I 2ok KD
TN IEX FSE, AT 3 Ir K& B e L 971 44l
S KD B, HP s 494 (5% ) CAA ¥, iR
4 27 BHEZ TRXIRYT . XFRRAL 22 BilAREEZ IFX IRYT .
A4S AL 2Z 1] CAA IFEAR, IFXIRYTAL CAA 1Y 2.
4 J 6 4F RRRFFELA 0 24% . 24% 1 24% 5 T AE
IFX WGP 50K 67% . 52% 1 33%, 41025 34 58
AR o IR JRYT AL AR TREX IR ALY CAA FRE2Rf
[ A 1.0 F0 4.6 4. HA R EE KA CAA
B, IFXIRYTEL CAA 19 2. 4 J 6 4 BRUFERI N
33% ; MMidE IFX JRY7 41 CAA 11 2. 4 J2 6 4 B FHFREE
RIMNH 1% . 51% F1 48%, HIH2ZEFAGHFE X,
Z 75 1 Logistic [M1IH43Hr R W] Z— {H 5 KAEFIXS IFX Y
SRS ARG . R, TFX %52 IVIG JAY 7 KD
RE R CAA R

AT BAR A EE T IFX AYT KD BIBESE ., h
E R A ZE B, £ 2013 4F 1 H—2017 4
10 A TEiZBEi2 it 88 4] IVIG WI¥A Jo4L KD L, H:
W22 4% TFX 3697 (TFX 41 ), 66 1 i LB 3256 2
W IVIG IGYT (IVIG BG4 ). KB IFX AV IHe8i &
EFTE] [(16.8 +2.9 h] 4T IVIG A4 [(56.3 + 8.6 )h],
AT) s [] R BGRB8 T IVIG &3R4, I6ITIRE 10
K, IFX 24 1 flEJLHEPL CAL, JAIT7IE 5 56 RIKEIE
w5 IVIG RIG41 9 Bl Bl CAL, JRIT)A 56 56 KIR7AE
PIEAE ™

R4 Z2300F5% s IFX X oKD 2454, 56—
oy R I IRX AR s oG, iz, i
AT E PATHICRIESE , 527 R F I 3K & e/
R, A — R

MORI 2 ™ J474 56 IFX BRI, %5
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BEFE 20 1454 KD SWHE R TVIG J5 R AEAT A 45
B L. ERRTEE 10 d NZAT TFX 5 mg/kg+100 ml A= 2
EKHE L LR, EABTCRNL, T 3 E B fdRaRyT
IFX fi7F 48 h 5 a7, 30 d JE A7 R O sl R Ar
ARSI LARIR S . RIEFREY) FRERIAR & E CAL
BILELB. i 24 h N, 18 FlEE KGR RS, 3 d
A A IR T ek 5 [RIREX 18 491 s LAY 1 i A
el C BB FTE2 ~ 3 d P R, Hofd 2 4]
BEXT IFX TR, a gL, A7k & iniE
RAERNEE . 697 30 d BV DR, UG 153
CAL ; (HiZ Bl 1 4F 5170 45K, KB CAL 584
THIR ., A0 20 B LA MBI, O,
SRR B 25 SR R RN

SONODA 5 " ¥ H 76 1] IVIG #iBi A9 L, %5
T IEXIRYT, Hor 70 B2 T IR i, A 6 ikt
IFX JRY7 TR0 L — ez R Bk, 1697 R &
ARG RAERB NG, S50 2 kA 45 R i 1 14
Wi . FEIRYT b R R R AR G S A AT AN RS
B4 12 Bl k4 CAL, 3 BITERME 1 A~ HINJEK CAA,
BETTE RIS, BT SR sl i 5 4045 20 30 il s 7

EBATO FBA ™ £1%F oKD (3697 T 208, — 43097
SR P R S F R A e (30 me/kg, 2h, 15]) +
IVIG (2 g/kg, 24h) GI7. X —Lipyrikbin BE#
SR IVIG IR I —E3AY7 . X IRYTI 2511 &
HHAZ IEXARYT, AR T K e, 455
—LRIBITABCRN 81.6%, “LIRITHE N 69.2%.
FE=ZRYT T, 33 BIRE R IFXIRYY, | A
Bz MK EBIRIT . 75, ESWiRa 18 s &
Az CAL, Jorf 13 A AR 1A H L 6 BilfR
HIERRE 6 N H KAEGERSIKY 5K 5 i BEYAR L
A CAA. HI, Z B BAAR EiRYA Y7 AR A R

B2 A — L5 45 nT LA TFX 597 2R A
FE? EEXZInE, A T 5 —IEgY, AIEAE 29
Bl vKD AT, ZIIARITRT IFX JOR & & R A 7%
Wil R+ ( granulocyte colony stimulating factor, GCSF )
Al s M b SR 6 T o 52 4K 1 (soluble tumor
necrosis factor o receptor, sSTNFR1) & F IFX W & & .
IFX VAT )5 24~96 h Wil 40 i A 484k, & B IFX )
23 G-CSF 1 sTNFR1 FE2IEFJu I, M IFX RN
FHERRK TR, (DL . 0 H SR a4
FLAE, JRITRT IFX RA 2 K TRX A Ry 220 2H 9 440 i R
TR B, BFRFEHEN G-CSF F1 sTNFR1 7] HE
S IFX VAT RCRAVEER B a4

4 IFX EAMZEH

IFX SR AP, ek WS BN R s g ™
UEAMATT UG RERGY | M Anfsd . Bisaipam . 2%
WIELEAAE . ARIE . TR 58 K 5 B et
JHF 946 ™, BFSE o TFX A AT RENG IS AZ AR (1)
B 5 TEBA RO T R AR R E T, IFX 4524
ATREINEC S 208, 55 15 E0fE 50% SRRSO,
AP TR JLE KD 2R, IRX 4525090 M
BSAASTE 4, REEFEA ", T KD E—Fh &k
Il , IEXAXERZG 1R, IS ak RUBS 9 G B v AN
e "

1£ SONG 45 ™ (i sE ., 16 4 A IFX A9 8L
A 1 BIHERTT AR 2RI R, 4 4 F S g
APERRSESE . MASUDA 2 " Byt &2 B, 7F 69
Bl (15.9% ) FWMELR] 80 FiRN RIS 5 #RfT, ™
A RIMERMRD B, v B R 40 2 8
BeWFoE @, TVIG ZiG4 1 fl L B™ BN B X
N CVRYT)E 3 )8 KD Bk ) 5 IRX 2R LA & A= 341K
T IVIG &3R4, iRIr IR —H B LR A L RE R
IVIG SR d 8 Bl LA A SRR 5 WAL LA
ANEJR EZARTICZESR ™ MR E AR HiE i
IFX BIVE AR

5 LR, IFX ATLMERARYT oKD AY— S 2E3E
P&, HZ et LA SRR SN 2153 1058 S0,
BAEE N = KBRS, XA R —1
HA
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