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[ Abstract ] Kawasaki disease (KD) mostly occurs in children under 5 years of age, and intravenous immuno-

globulin (IVIG)-resistant children with KD are at higher risk of cardiovascular complications, and early identifica-

tion and active treatment of KD children with IVIG resistance can effectively improve their prognosis. Combined

with the latest literature, this review summarizes the single indexes and predictive models of IVIG-resistant KD

and provides the evidence for the diagnosis and treatment of children with KD.
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1.2 MiFELIE

Park SFAF5EA5 1 IVIG IR HI LS IHLT 2 7KF- 5
T0.9 mg/dL il IVIG Jg [ i 1) ROC 6T Hi A
U RS B 235010 0.739 . 70.0% F11 86.0%"
1.3 MiEEEH

Kuo ZEF 58 F B 24 TVIG 1897 1T 1 K N B LT
FEAMKT 29 g/LAF, U KD UL IVIG JE 0 A9
T R 96%, FESEEE R 34%, Xie ZEWFSE R PLIVIG
IRYT RIS A8 KT 32 /LI, B 5E4 KD L
IVIG TG [z I 1 S JEk B2 RN Re 5 B2 20 50l o 72.0% Al
83.2%, TIMIASSE 4 KD &L IVIG Jo v A8 f5UR%
FVEESFFE 7501 A 42.9% F1192.7%7
14 MFHEAR

I3 8K 2R oA 2 B R N 1Y) B EE AR R ) .
Yamamoto 5 58 7, il i KD 2 Wi B 1 I 3 2k
B /KT R I TVIG JE 52 7 1Y ROC [ 28T i A
}0.674, Him T 165 ng/mL A}, HEMAIRE K 70.4%,
FESEEE N 63.2%, Kong S8HF5% & B4 IVIG {1/ YT i
I3 8% 5 1 7K F-2269.7 ng/mL B, FU IVIG JC
7 () ROC i £ T B L B0 B AR 5 5 43 3l o
0.663. 42.9% #188.8%",
1.5 D-—E{K (D-dimer)

1M1 D-dimer 7K F- 2 2 IV LS P 1 46347 1) o 22
Fehr. KongZEWos iin, HIVIGIAY PRI D-dimer
K5 F 1.09 mg/L B, 0l TVIG 76 )2 b i ROC
M A 0.737, FLN IVIG TG 5 vy A9 U R
87.0%, HiFHEN 56.3%",
1.6 F|EKRimBEFISNALBIE (N-Terminal pro

Bran Natriuretic Peptide, NT-proBNP)

I35 NT-proBNP (7K FARR O METIfE, KD
15 E A LA DI REAN 2 0 S, R
Yoshimura 2541 %} H 4~ KD JLEMAFFE o, LLIVIG
IR YT HT LY NT-proBNP Tl IVIG J& & i 1)) ROC H
AN 0.724, HAK R T 800 pg/mL i Tl fU=%
JER 1%, 5N 62%". Kim 558 Xt 5 [F KD
JLE R 45 R Wos, IVIG VA YT B L% NT-proB-
NP=1 093 pg/mL Tl IVIG TG 1w 4 G0 B Fh 4 S
JE 43918 70.0% F1 76.5%" . AS[A)AF % B KD LAY
I35 NT-BNP /K AFFE 2 5, Shao G 5T XA
[FAF 20 KD JLEE R R, TEFTA IR LE . 2~6
ZIE., 12 LB KN 12 )LES, MHIVIGH
JT IS} 4 1ML 3% NT-proBNP 7K ~F i M IVIG TG Jz K 1)

ROC i £ F 1 B4 %) 4 0.64 . 0.69. 0.61 F110.77,
FUES R 3 755 pg/mL., 3 710 pg/mL. 2 800 pg/mL
12 480 pg/mL, FU IVIG JC 52 I 4 FE5UREE 4331l
44.0%. 52.2%. 50.0% F175.0%, Tl IVIG JC & h
B S FE 3901 R 84.1% . 86.3% . 25.0% H171.8%!",
1.7 B4/ %-6 (Interleukin-6, TL-6)

Il TL-6 7K 2 1 KD £ LA P AE 2 ™ B
B, WuZE 98 &P, 2410 IL-6>26.40 pg/mL I},
T TVIG JC W ROC L6 T AL 0.580, Tl
BB ] 60.0%, 558 66.3%",

1.8 MUES

R R TR A S RN K= e R N RS T
T, Lin %X} 50 44 KD #JLitArakse,, Hi viG
TCI I 1145, 455 07 24 9k B 41 i a7 Ak S0 R
=5 15.285 nmol/min/10°H, TN IVIG JG J2 W 1) 4
JREE A 90.9%, 455K 76.9%",

1.9 HME I AR 20 B 4505 b BB 4 B i SR b B

(Neutrophil-to-lymphocyte Ratio, NLR)

JHE AT S AR A M R Il A 2 A O
i R bk B R B #R b, NLR T 5 1 s 48 0E
Jp RN, Ha %8 S8 RELHESE 1 4MA I NLR
16 KD PR ANE, LA IVIG i35 1 NLR>5.49 i
W IVIG JG I Y ROC I £k R i AR . SRR Fidds 5
FEAR 1M 0.67 . 39% F169%, i LAIVIGIAYT G 2K
A1 JE 1fit NLR>1.26 FU IVIG JC 52 1 (1) ROC Hi 26~
TR BB AR S B2 40 0.73 0 52% Fl87%"",
Chen % & 304 J& 1l NLR>2.51 R] #iif 1 % L) F KD
BILIVIG TGSz i, ROC 4k N iEfk 0.692, Fiijil
RO I S 43 501 Ry 54.5% 180%™, 1fif Hua
Kawamura M Chantasiriwan 73 5| & ¥ IVIG }§ 77 R ZF
JA Il NLR>2.8, NLR>3.83 & NLR>3.2 / IVIG /%
NS fER R, kT bR n] ML S AR dh & it
— A5 S WU TVIG TG 0 Y T AR A 0o
1.10  AhJE i i /N i+ 355 bk BB 4B i 2 bk (B

(Platelet-to-lymphocyte Ratio, PLR)

Kawamura f Yuan 43 4R 18 IVIG J& 77 §if PLR>
150, PLR>162 M/ IVIG JC i I 25 KU ™2, 31X
SR R IVIG e by 8L TVIG fUgk i) /L
FETE /IO B bk L 4 B 450 /D, (R /s
Bt B R B 4 Tk I 4 a4, IRk PLR
KT

2  1IVIG X & 5 KD #yF il 4& 5y
T BT T R T TR TVIG G 97 JC S 1
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HA R, KDBFREI L TEA TVIG JC 0 Fi i
5y Z Yt . Kobayashi #lill 773 2 4t 38 1 43 Hr 528 %4
KD L (FLHIVIG To R L 148 24 ) A I IR B¢
BHEST AR PR RS0 <12 (143) . 1RITHET
BRRE<AR (243) . HME A PRI E 5y >
80% (243) . C-J W #E [ (C-reactive Protein, CRP)
>100 mg/L (1743) . M/MR<300x107L (143). #
HL i (Aspartate Sminotransferase, AST)>100
IU/L (24%) FMWE <133 mmol/L (24)), T
M43 2 G2/ ROC ML T IR 0.85, B 53=4 41
BF F500 TVIG JC 2 I 9 SRR FIVRE 53 2 43 501 86%
F168%, M Egami ¥-43 5 4t i 1 73 A1 320 44 KD
BIL (R IVIG B L 41 4) Wil R BTk,
B T NSRS Fit<e A (140) . IGITHT
RIMKE<4RX (143). CRP=80 mg/L (143). Il
/IR <300x10°/L (1 43) Fl ALT=80 IU/L (243),
SN 23 4TI TVIG JG S b i ROC 26T T AR
0.79, iUl F BE FRE S5 B2 43 51 R 78% 1 76%.
Sano i i 44T 112 45 KD L (H:Ap IVIG JE & 07
JL2244), BT HETE REGEWT : CRP>70 mg/
L (14y). MAHZT % (Total Bilirubin, TBIL)=0.9
mg/dL (143) FIAST=200 TU/L (143), AM5r=24
BF F50 TVIG TG 2 I 4 SRR RE FIVRE 53 B2 43 501 77%
186%™, KT 2007 4F 1Y 35 [ San Diego P41 &
LT 362 4 KD L (H A IVIG Jo % 1 # 60
&) HEATRESE, TN AR AL E TR YT T R R $<4
K (150) . FRREZAE=20% (243) . 4554 Ik i
(Gamma-Glutamyltransferase, GGT) =60 IU/L (1
2y FRARAEIAS IE R IMLL B Z EH<-2 (143), K
4322 43 B W TVIG TG J5 vy 1 R0 Jee 3 R S5 B 43l
H73.3% F161.9%, Sato 25 ) KD & LIl 7 7 41 fitg
AT R WF o 5, A5 B IVIG JC & B 13-4
RGEWT . PYERAIIE 3 H=75% (243) . 1L-62
140 pg/mL (2 43 ) #1 70 pg/mL<IL-6<140 pg/mL
(143, JE53=3 43 B 100 00 0 Ja J38 0 e S5 B 3l Ay
85% F1 77% ., F [ {5 725 M X A AR 5% 3 3 Ao [ Jast
3BT 181 Z KD L (IVIG LN # 2244) Bl &
TEEL, F2015FEERMTIFr RS hEkL4H
Hor=60% (243) . FHEMA<35S g/L (14) Fjk
EEE R (143), MFHE R 3 aF, FUl IVIG 6
2N P BB B FIVRE S5 BE 3 0 R 90.9% T 81.3%Y,
7% [ (YA 5 e [P 2 B 24 Hh 217 44 KD &L
(A IVIG T/ N & 26 1)) Il ARG RE, A58 AL

RERT 20184, P REGALFHLLAIM L 25 <30%
(143) . IM/MHT5<300x10°L(143) . AST =40 TU/
L(143) MINLR=>3.2(14), %P5 &4 ROC 4k
THEAN0.796, 4 443=2 43 H) E A IVIG TG
N, PN IVIG TG Jz )i A9 B0 B RN e S 3 0l Ry
80.8% F11 66.8%"",

A58 K B0 IR PR 22 500 v [ KRG
DB LBHMEA R . db st i &8 LBHIFSE BT e 1 569
ZA KD ILEFIEAT T LI R AR EIE, Egami
P43 2 40 Al Kobayashi 243 28 48 Wi IVIG JC S0 1)
SR 73 WAL N 14% F1 16%, 1 B0 IVIG TG 52
PR R S BE 43 911 M 86% F1185%, San Diego P-4 2 4t
T IVIG JC 2 0 ) B0 BE S 95% , fHL 30 4+
AN 3%, Formosa BFE43 2 4t N IVIG JC J2 i 11
BB IV S R A0 501 Ry 43% 1 47%, SN L s
B X F 505 44 KD & L#E 17098, # Kobayashi,
Egami, Kawamura, Sano, Formosa ZZthi T ik
NFEFRHU TVIG JC RN U EE 733010 72%.. 44%.,
48% . 20% F1 68%, i 4 5 B 43 51 R 62% . 82%.
66% . 91% F148%"™", PHILH HAS | 3 [E S5 HIPF 7
Z G007 T A E KBl b X A KD g LIS TVIG G
S AN A

AR, hE KRS E #r T 2 MR T
MIVIG JCR N, e 3 T 2013 4 P9 it
[l s b st JLEE B B 1 177 44 KD L, Hp
IVIG C RN #4211 44, 81 FWmEns 245 ik
J7HI R R B <4 K (245) . sk 40 i B 4y L >
80%(243). CRP=80 mg/L(24)) . M4t (1
45) FIATTAAS (143), BEPE4r R4 ROC 4k T il
FUR0.672, HJLES=4 4390 >~ TVIG TE N,
HAURE N 541%, 55N 71.2%, 2016 4,
N L B= B2 5 W 4L 4347 910 44 KD L (Hirp
IVIG EJ W L 46 £5) IR IR SR, 331170 R
SR AFEfR<6 H (247) . FEF<3S g/L (243).
Kz (143) . VURCRER (143) BerpdEkign i a4
[b=80% (143), W RGEM& TN 0.77,
Sy =3 43 I T TVIG TG Jz Y SO R 71.4%,
RS EE R 76% ., biF 9 5 3 3 (8 A A T VL
WERE2 126 412W KD Y LE, HPIVIG TR
N IL380 4%, HEST AN N IE RS A ASRLLNT
=7 K (243) . Z2HiER (14) . GGT=25 IU/L
(143) . #h1<135 mmol/L (143) . NLR=>2.8 (14})
FUIf /N M2 <350x10°%/L (1 43 ), % T 3F 43 1k &
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ROC i £k F 1 20 0.685, L 43=4 43 Bsf FiL i IVIG
TC B W U S 60.7%, 5 5 66.5%, B HR
JLRMIFZE BT 2f 8 95 A1 360 44 KD 2L BEATHF 5T,
HA IVIG Jo s i 22 JL 78 9, TVIG JG SR A Al ST
PP 2 FAEM R . CRP=90 mg/L (343) . ik
BN E 43 =>70% (2.543) . L5 £1<135 mmol/L
(34r) . HEH<35 gL (2.547) FEML E>20
umol/L (543), MIF43 & 48 ROC M 4 T 1 2

0.77, E43=6 4 i H TVIG Jo 5 v 2 L ) sk
FIVRR 5 53 901 56% 1 79%, %P2 & 48T 2019
AR, ARET 2019 4F & L 10 R L I e 1
—IBFSEAN A5 277 4 KD L, H A IVIG T
34844, SEiCWonARIE . TR sl o AR RE B
CT 20 0 4 AT T B R S IR R T v L A T A A L £
ML/ &L, R BB R AIG, 49°0 TVIG TG
SN ST GRS R 2, AR AR A4 B Logistic P15 1

ML, ROC Hh£k T miAL R 0.74, i &80 B Ry
76%, FESEEE R 59%™, FAIRITAIR LR, L

B <24 A (3.04%) . IVIGIAYT R R0 5L
10x10°%/L (3.0 43) . ik [ 40 e 114 < 3x10°/L (3.5
A1) . SEE /MR T > 10.5 pL (3.543) X HEH
<37 g/L (2.547) MR HUMABLIRL, 485 >6.50,
A M N IVIG JE s P
IVIG JC 2 I ™ E 520 KD B LIRYT MfifE,
TN — BRI ST 0T A A, S
AR T Tk, AW R B0 TVIG JE J b Y 7
Pk . FLIA AR T IVIG T 2 % IVIG JE R i
() fE KD LI T 11, X FolcE B JLis Ba
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