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Abstract

Kawasaki disease is an acute febrile exanthematous illness characterized primarily by systemic

inflammatory changes in small and medium-sized arteries. Its most severe complication is coronary

artery injury, which has become one of the most common causes of acquired heart disease in children.

The etiology of Kawasaki disease remains unclear.

In recent years, with increasing attention to the

disease and advances in molecular biology, a growing number of disease-associated biomarkers have

been identified. This article reviews biomarkers from multiple perspectives,

including cytokines,

inflammatory markers, brain natriuretic peptide, adipokines, ferroptosis-related proteins, pyroptosis-

related proteins, and other proteins, with a focus on recently identified diagnostic markers.
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B HH, KD 1912 Wi 32 ZAR GG R R I, B = Ry 57 0
Mz F B, WL, 34k R8RS 0 E bR &

Xt KD (5332 Wi e 151 B KD 7tk sl ko 248 28 56 &
B W E IR IE IR AR R U K A 2 5
Hi AR B B A R R AR 2 0 A bR R R B
AR SCH A T AR SR 5 KD Y12 W R T R G Y B

1 HREEF

i 1 A - (Cytokines ) J2 48 2 B 40 M (42 45 fe %
R ) 32 B0 BUS B A WA R A 5 4 R 1) A B4R
/Ny FHEAREZR, AEHEFREEL i
55§40 0 T 32 AR A5 B IR TR S L B T AR
i S o A o AR v R R AR Y . AR A5 A 5 )
e, 0 R4 B R 2 ok 6 S K, BT 4R & (inter-
feron, IFN) | 140 i@/ % (interleukin, IL) . JiJE IR 5E
[A F (tumor necrosis factors, TNF) , £& 7% #fi] i# K F
(colony-stimulating factors, CSF) | # {k K + (Che-
mokine) DA K A4 K K F (growth factors, GF) %% .
1.1 IFN IFNGE—ZBAHURRE PR L %
PE VR 1A FH A 88 BT, AR S L5 5 19 2 OR [F] 43 R
T (445 IFN-o, IFN-B 45 ) | II A (IFN-y) 1 [T 74
(IFN-V) o ARSCEEANZG IFN-3FI IFN-y 5 KD fiy %
o

ROWLEY % A%t KD 8L eIk 3h bk 41 40 ik
AT RNA I & 80 1 B IFN 3 5 %5k 0 3% R
IFN-B E 2l R F 44 = A, nT s 4L & il &
P, 4o % 102 . KAN 2 A& B KD 8L
MR RN 2 B i T T N-R /KT B G & Ak
HE 20 i f g JL 3 5% 2 7R TEN-B 2 KD W 7E (1912 Wr
PR, TFN-y B8l T 4=k, k)25
A1 T B B 2T A B A1 0 T AT A A0 B T . TFN-y
R T P R A R B2 B S s AR AT
3 9 b )R P2 & 40 M (antigen - presenting cell,
APC) P L2 AE Ty e BE# 1R A9 CD4™ T 41 73
AL A B T 40 B 1 Chelper T cell 1, Th1) (0 4
Byt T 40 i 2 (helper T cell 2, Th2) i 4 1k %5 .
ZHANG % N\ % 3 KD L 2 4300 13 TFN-y 7K
- Sw Th e, o CAL 4 IEN-y K B8 T E
fk #% 3 (non - coronary artery lesions, NCAL) 4 ;
IVIG i 25 41 TFN-y K- 3 5 F IVIG BUR 4 . i
— 45 B R KD 8L IFN-y KE i 58 7H e 5 CAL
LA KX TVIG T 245 ) 42 A2 8 DA O o (0 H T TEN-y

£ KD 2 Wibr & 9 M F 8 25 R 9 A — 30, 5 A oF
587 & B KD L IFEN-y /K 7E TVIG BUB AR 25 2
B JC A 25 5 . W EIT R 2 bl KRR B IO
PLBHG IFN-y 5 KD &4 CAL M IVIG T 25 B & & .
1.2 IL  TL 2 — 25 iy G0 22 200 M (4 ok B 400 B | B A
20 BELAE ) 43 W5 Y AN B R, 3R o [ 0 W 55 oy
A T S T i N N o 1 U R SR L 17
YL RN PR A 2 Rl B AR BRAE RO AR B &
%KD (196 A £ R IL KSRy A8 46 5 40
Jit A 2 KM AE KD b & 4% AR AR SR & A 15 3 5853
) it o o

1.2.1 IL-6 1L-6J&Z 5 5 0F i N (14 5 2211 20 i
R, A P 22 40 i Can Bl £F 46 40 L iz g it B
Wk 210 i T 200 6 R P B 400 LA ) 37 3] 98 E RS s 24T
ESAER . BEmoR " kB, KD BJLa
I3 TL-6 7K 7 5 3% T i, HLBE & 6 15 10 2% g W &
Mo WU S AN FE 3l B — 258898 7 KD &L
M3 TL-6 K5 IVIG i 25 LA S If & CAA I G Z& .
AT % B IVIG Tif 25 40 17 11.-6 K F M 3+ IVIG
R AL B 2 TE L I CAA Y & 42 5 TL-6 K SF 1
BB, SRR IL-6 KRS
KD 21 2 0 [ g % Y) & BE , [R) B, TL-6 (49 58 T =
HIVIG i 251 & AEBYIM G . 5855 i — 4 %
E 1L-6 £ KD & i ML w19 4 B L 2 6E KD 112 i
.

1.2.2 IL-17 IL-17 28§ BhPE T 4080 17 (helper T
cell 17, Th17) 2 A S H¥ 19 A i MR 4l ML DX, o] 23y
IL-17A~IL-17F 6 Fh W54 . H AiAF 5% e ) 32 S 1L~
17A, B BB B2 0 40E 7, R — R R AE (5 5 1%
SIS R . YANG % AR KD LY DNA
Iy % 30 TL-17A BE P 9 1s3819025 17 41 5 KD i
KRB, ST N LB, 78 KD 2, 8L
M TL-17A K- 25 T, X 3278 TL-17A Al g 2
KD 2 Wi idr & . LU A HU Y & B, % IVIG fif 25
B KD BOJLTE 2P, i IL-17A KV B 2% & T
IVIG 8RB L 78 IVIG IR YT o , i 25 21 F LAY i
BOIL-17TA 3R 45 @ K CF s B IL-17A KP4 5
CAL M & A JC M 8 5. i LIN 48 A& B, KD
L KR 3 ik Z 34 5 TVIG R 97 11 i3 11-
17A KF R IEH & IVIGIRIT G L IL-17A K F
FHAR . HATIL-17A 5 KD & CAL WK R A
PRFEAR & 2 HO I F IR .

1.2.3 1L-27 IL-27%&—Fh 5 IR ¥, &
Bl APC =4, nl A1 T 40 i i 76 4L, 78 2 Fh |
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B G s PR ol B B AE Y. B, TIL-27 1]
DL 5 5 MR RE R R A R AR R . ST AR
AR BKD L2 g 1L-27 09 K7 B3 T
s A JF CAL B9 KD & L i 3 1L -27 1) 7K F
NCAL 21 & 2% Fhd o AT, T1L-27 7 G 38 i 1
5 8 N 25 D RS AR B R 5 A 5 KD I A R E
EEEJ_EELAI WAL, X— kfkﬁ/TH -27 7 KD
W TEAR W BAT 5 2 — 20 1 SRR SE

1.2.4 1L-35 11;357593EBI3$HIL—12p352ﬁﬁJzEI’J
St R AR A T, O Ak 0 9E TP T 40 (regula-
tory T cells, T-reg) /=4, S 5 LA G2 0 il 2
B R BIFSEAIE 92, KD 20k 81 7 46 0 B T-reg
W EE CD4 " Foxp3™ T4iMii 5 CD4"CD25 Foxp3 T
2 R He ) 8 AR AR Y SU SR R KD LI
T8 1L-35 7Kt 35 I T & #A BE 41 s CAL 41 8L I 75
IL-35 /K i E & T NCAL 41, H 1L-35 By /K5 11~
6. IL-17TA K2 A, Lh S5 R 7R 1L-35 7] fE
AT H KD &5E A0 CAL Ut Th e, A7 2 N
RIS W JIR YT CAL B e .

1.3 Clq/Bf R % B F 48 % & H -1(Clg/tumor
necrosis factor-related protein 1, CTRP-1) Clq/
i 968 SR B8 IR - 40 G 2R 1 R TS — 21 45 0 R B AR ST
(2R 1, 32 AR S R T ORI AR I S RN D R A
JiL 3y g P85 = A1 2 5 IR 3 Bk B 9% (coronary
artery disease, CAD) By 5 Bt #2 . X K R AL H5 15
A B (CTRP1I~CTRP15) . Hoth CTRP1 AJ i i
PTG 22 24 735 Ak 3 PE (mitogen-activated pro-
tein kinase, MAPK)/NF kB i B # 0 % 4 K 7 Un
i 988 IR FE Il F -o (tumor necrosis factor-a, TNF-a),
IL-6 A TL-13 45 /Y 7= A, 13 = /K - 1) CTRPL 50
A R R F B3 A O . FENG 48 AR 3L,
KD LA W i CTRP1 K B E T & I A
CAL B KD H LI CTRP1 /K i 3 & T NCAL
4. Hi T2 2 5ok i CTRPLAE &1
AR Y AR L W KD K H CAL A 4 1 A 18

2 REEIEIR

KD 2 W v HT 00 S0 J&] 1l 98 6E 48 Fr £ 45 v 24 kL
21 55 96 I 40 i 3 280 B A (neutrophil to lympho-
cyte ratio, NLR) . IfiL /MR 55 9k [ 248 it 49 L AE (plate-
let to lymphocyte ratio, PLR) Fl 84 41 g 5 725 % JiF
JIE £ 1 1Y L fH (monocyte to high-density lipoprotein
cholesterol ratio, MHR) .

e I B NIRE’JﬂTE} 55 S8 E A 4E AL
WS BN R D RE B AR O, Stk LA BE A9
A PLR 0 T+ i‘ﬁuﬁziralum’ﬁ@%ﬁcéﬁﬂ
B, 5 KD A SC R BIFSE TS 1L TVIG it 25 /) KD
HBILAMNE M NLR 5 PLR & 3% & T IVIG 8R4 5 &
K F 5 NLR (NLR=>4. 11) 1 PLR (PLR>119) &
IVIG T 25 (19 4 57 f& B %= . CHIDAMBARAM
A1 g NLR A AE 9 KD 82L& 4 CAL 970 57 75
T, HEA RS BURE SRR, D RS
SERFW = NLR M PLR 5 IVIG i 25 %5 Y] A ¢,
1 NLR T KD 8 L& 4 CAL /9 Al §E 45 &9 -
X AP 5T AT HE R D A AR 2 B B A O Ak
R M 80 7 2%, AAS ] SRR 28 .

MHR J& — Ff B 8 1) 98 G A4 0 80 A DG 35
B, 3 A SR 76 O IG5 0 AR I e B oy R E
PR B A 58 TP 22 B SCTE 5 2800 i 8 B AR
RWUGEA ™, AFR™ & H , MHR 7 & Jf CAL
FAEFE TVIG it 25 59 KD L 8 3 T+ &, J& CAL
4 i 7 I R o 3 T 9 A T KD Jf & CAL
BT RS WiAR &Y A0 Z B 58 B AT 1 B X
HE 20 B & Bk IR, JE vk B MHR X5 KD (1432 Wi
i . HAET, %55 MHR 5 KD #5627 (9 BF 58 50t A
B, 25k — 2 i 50 4 Y 6 R, BH s MHR Xt
KD 2 Wi th 18, JF ¥R & 57 MHR K& CRP \ESR
#?ﬁ*TE’Jﬂ*nl/%ﬁ*ﬁﬂo

3 Bk Ak

Jiki 44 Bk (brain natriuretic peptide, BNP) f& — Fl
O HEFEN IR R, 2RI T O LA . &4
O M Dy B B A5 B, BNP R | PR 23 b, 41 A ot A mT
o 2 BNP AH 3¢ BR K 09 2080 7 & o 500 0 oF
FE R B, KD L 9 a2 BNP Y T
B3R & B 3 .0 DI R 3 AT 4E I BNP (9 T
S Al fE 5 ARME SO A ¢ . BNP H H A4 il 44 Ak 5t
(pro-B-type natriuretic peptide, proBNP) 2 fif 7=/ |
BNP B il i [ i 3 2 8 70 HC T 7% M 1 N R i B
BN K 3 B AU R 4 ik 1 4K (N-terminal pro-B-type
natriuretic peptide, NT -proBNP) . BNP Hl NT -
proBNP 7 IfiL 3% v (4 9 B 15 g Sz W0 UL 4 i i) 4 5k
FE 2, {H NT-proBNP 2 g I T AP TE R GE | A
WG AE I PR b R SR DE AR JIE B 7T R D 8 YR R AR
PbrEY . YE S AN R B2 M KD B JLAMNE i
NT-proBNP 7K -t 3 i T & A B2, 23R 97 5 7K
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SEH R %, X 42 28 NT-proBNP A B T 5 19112 iy
KD, IVIGTit 25 # KD £ L7 21 W 5 NT-proBNP
KEAE T IVIG UK KD B LR & THs . Hitk,
1 7% NT-proBNP /K4 B F 20 0 KD #4912 W7 , L
J B0 IVIG IR 97 B U . 5 A B o Rk B,
A 9F CAL 9 KD )L 2t 31 40 A 1fit NT-proBNP 7K
VT NCAL A, H B A 8w 0y U E 5 5 &
B . B, NT-proBNP % KD 2 i il IVIG i 25
DL R & CAL A BAF i A A 5t , 2 B F g i
FEIAL

4 BERRETF

B R 7 IR I AL 4L IR i 2 K A 4G R
HIEZ HRPTER 0% % BE AR 2 1 32 4 11 (low den-
sity lipoprotein receptor 11, LR11) %, X 26 fi5 Jifi A
0] 5 20 R R R 9 4 B R E R
— A5 R B KD LR B R AT Rk F %
T A A CAA B KD gL I T A5 B R FHthi &
(4 7K F M FAE IE A S Bk 5k i KD &L B 35 7
B A IS ORI KD LI 4R R K B
FEIE A5 CAL W &4 JF T i 68k, WATA-
NABE % A7 % 38 KD 20 3] L i 7% LR11 A 7K
- T A O IR TVIG i 25 5L LR11AY
KOV 5 2 = T IVIG SRR LA & o IR AL B L .
L IZ 5T A A LRI 3% T ol DA ik KD 2k
JOREIRAS IR IR A B KD LR & & 4 IVIG
it 245 1 B B ks & . (R R B 5 KD i 6 &
G E S, A 2 S i LIS Wi

5 BETHEXER

BRAE T 2 — i RO PR Y Al M R PR SE T
2, FAAE A 4 B BT T ok B rh ARl A R i 1 R
FRURIAR BT ok S Ak o 3 48 Ok Bl 3 Iim PR 58 9 TR A LA
K AEYE B BT 2GR BT 5 KD X P
DR REK . EWEBESN LI, KD KR
Hh R I 3 2k A0 T R B O L X A) BB 2 KD #Y &
BLii Z—

5.1 183h 1% -2(prokineticin-2, PK2) PK2%&
Hil 8l 71 88 S8 1 B, S5l 1Y BiF 9 3 B PK2 72
— FRPUER AL TR 1 38 S R Bk R IR BT s 4R Ak DT
WM 2T . ZENG % AU R BUKD L
L P2 ¥ B2 AR 5Tk B3OS IR 2 0 B )L 28 1 2%
FEAIS s H PK2 2 KD &9 19 3057 A5 5 8 2 5 AR 2R

K %, PK2 5 Ifil ¥ (erythrocyte sedimentation
rate, ESR) A A6l K BE 45 % 112 K KD 19 R 1
J¥ o ZBFFEHEN PK2 T BB 7E KD rh & 48 300 il 2 4E )
Uifg, AW S 82 W KD A Wbr 59 . Bl
PK2 5 KD & 4 IVIG it 25 5 3F & CAL B X & IF A
A, A7 1 — 2 B BF ST 2 B AT 2 TR0 A TG Bk
5.2 IMi&F% %E 4 (serum ferritin, SF) SF Z/1&
TP 1 B 1, AT By Lk Ak 2R e A R 1 TR Y
DIt . BRA F 1 M i P S S0 AN A R
B, 8 0 4n i Ak PE T AR S UK. KIM %%
N B, KD L SF /K F 35 1 1 & ot R AL,
ZWFRIN R SF 2 KD W E M2 Wi AE W in & W .
IVIG it 25 (9 KD H JL SF K F i % 55 T IVIG #Uk
B KD &L SF K ¥ 5 CAL 9 & 4= To A 8 561t 1
55 568 ok 9 AR A 38 2 IEAE SEN ikl WL, SF AT Bl
T KD B #i2 , & W IVIG it 25 b A J CAL By 3%
TEbR S

6 ETHXEH

£ 12 (Pyroptosis) & — fh B2 P YE A0 I FE T 0 i
J A B R 245 SO PR AT RO A R/
VOIS A M A T AR AR B A AT AR L KD
SR T T BT KD LY R T A OC R
i caspase-1.-3.-4 F1-5 ) mRNA ik & F T 5 4
W IVIGIAYT G X 28 8 1 HY mRNA K- 5 25 F B
BT R &5 & TE 3R 45 H SR A2 /K B 1 (nucleotide -
binding oligomerization domain - like receptors pro-
tein, NLRP) J& % # UL #9 28 ¥E /A, 3 2 40 18 NL-
RP1.NLRP3 #il NLRC4 4§ . T 7€ KD 3l ) # 5 o
J B NLRP3 A 5 10 P9 5 40 f T (06 75 22
Pk — 25 B i PR AT T oK 3 UE X — 4538 o

7 HtER

7.1 IEFREHEH 3(pentraxin 3, PTX3) PTX3 2
— bR EASESUUN 4 7, 32 W AN A R AR 28
IR 20 B 7 A A3 W 2 S R TR E AR G Y B A
53 A Bl T TR RTE B A I IR T 48 RE S .
ZEACH AN S E Z R0 2 A C 5w 1 &
AT AR R, 5 R PO I L KD R L
2P PTX3 K P 8 2% Jh i s 5 NCAL 4 &8 JLAH
Fo, CAL 4 LI PTX3 K 8 3% TH 8 5 5 TVIG it
252 AH L, TVIG [ 0 20 19 20k KD B[R] PTX-3 7K
BETHEYS I, PTXS il AE 12 W KD 1) ¥ 76 5
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RS, 45 i s o ) B 5 743

B, HSIVIGTH 25U M CAL B EAH K. BT,
B 2247 VK A1 40 i 52 580 0 52 A TVIG TR 25 /1 KD
t L PTX3 3 5 3845 NF«B @ %15 5 N B i . %
WF5E 0k — 2 B R T PTX3 35 S N i 5 405 9 HL ], 5
I RIEREPTX3H CAL B3 RN LEMLE , 4 Fr it
— ot

7.2 E R £ EE BB -9(matrix metalloprotein 9,
MMP-9) MMP-9J& 5 it 4 & 8 11 i 2 0 1 i,
A RE S Z2 PP, R3S B R IV AR VORI I DL K
S PEER . MMP-9 3 28 6 M s 4 J B v A
Gy, 5 2R [ B e v g A S0 B AR AT
& B KD /LS 1 v MMP-9 5 & 88 1E 5 6 IR
W E L IVIGIBIT IH , MMP-9 & & I 3 T % .
XK I MMP-9 1] fEJ2 12 W7 KD i e Ar &9 .
— T LN i RNA P 45 S5 Bk, & IF CAL 1)
KD B IJLMMP-9 ) RE B ER . AR A
B, KD & Jf CAL L & ] 1 3 MMP-9 /K 5
FH T NCAL 4 ,MMP-9 5 CRP \ESR % & i 48 F
A R ] G R N CAL R F SR .
MMP-9 il 62 5 CAL i &4, If nl 1E Jy Bl CAL
KA EAR S o B B AT N REA A A
AR KRB AR B £ v WF 5 i — 25 SR I T 2
S

7.3 /MR ET 4 LRI (platelet-derived micropar-
ticle, PDMP)  PDMP J& {if 1k 9 1l /N B R ik 1) 2 28
1A RNA B33, JTIN % A5 %% Bl KD L PD-
MP 7K - 76 20V 0 1 35 5 T R O BRAL, H 5 hs-
CRP .\ I1.-6 % 48 AiE 48 b (1) 7K F 52 1E M 2€ 5 TVIG it 25
# LI PDMP /K V-5 IVIG UK B L2 R A 3%
2 5tk S 28 HLSIE 52 PDMP 0] 4E iy JL# KD 2 i
S AE W5 46 FR AR TS B AR LR A 2 B IVIG
Mif 25 . A WEoE e i AR IVIG ¥R YT 5 2~5d
WL, KD LI 3% PDMP K & 2 I, i 9~15 d
J&i Wi T B 0 PDMP K5 CAL WA B i G HK
DL b P IR 5 24 e B 0 i JLAE 45 I Bl ) DE AR
PDMP K- A — b M i, 43X — B4 H i B &
PR MR . X ITIE ST A0 A R B R D A
BEORRE A 5 (9 I 58 RN B BE U5, DA B B PDMP 78
KD i2y7 e .

8 Bz

I ZA

KD H A 3 24K 5 i PRORE R FE 1712 W, B = 52
I b, S EORS M2 K G L AE e, *t

KD AW bs S W 8ok 58, A B T KD /9 5 49112 Wy i
I TVIG it 245 ke CAL B % A, T B30 8 LB B o
O3 T HE W) BOR B PR R SR AR 5T RETE R AT
BRI R KD W AE 09 A W bn &9 (BT 2
O KRR A 8 I B 1 BB BIF 5 %8 2 B 1 e 32 s ks
P AT B E , LAWY AR KD e ) 5000 A2 W AL RE

FrfZ (FERS )RR (OSID) : &3
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