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Abstract

Kasasaki disease (KD) is an acute, self-limiting systemic vascular syndrome that mainly occurs in
infants and children under the age of five years, and has become the leading cause of the acquired
heart disease in children, which the most serious complication is coronary artery disease, that can
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lead to coronary dilaton, myocardial infarction and death. So early diagnosis is critically impor-
tant, which can effectively reducing the incidence of coronary artery disease. In recent years, many
studies have been conducted on biomakers for the early diagnosis of KD. The article reviews the
progress of the related studies.

Keywords

Kasasaki Disease, Biomarkers, Gene

Copyright © 2024 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. BEENT

)10 9755 (Kasasaki disease, KD)& —F J5 KA B | I IR b A4 B M58 26 8 R I St E R A B 1t
G, SOPRON R IR0 ok B 45 2354 4iF (mucocutaneous lymph node syndrome, MLNS), 145 A RES S| K. A
RIRTT, WIRe 5| Raki A, JUHR RS BR B R R AR, ARESIE . Sk AR TE R,
FEROIUESE, IR AR R AR R[] [2]. EMH A& fEBEA T 1967 451 R %%
Je, DR 7E 2% B 1 RO R IR AE T . FRIEE s (0w R IX, LR 98 %6 (R S 25 38
Bl RN [ 5 RERAG I LEE O I ) 85 2 B A [3] [4]. H AT AIF 7C 14 R e % 22 180 ] 1 ) 1 iy P DR
SR B AR I BORALEE,  HEZ A R0 RS Wi bR DU IG R, B2 AT B A Im R R I, JF
[ R Bk L Ath 350 23 AR IR 75 T T AN 58 A ) Ui JU v REPRR IR BOR 2 I B iR 1290, S EUE
RSNk A54% (coronary artery lesion, CAL) XU 3G . H#T, JIEH A F 2 W& — N Bhbk, fEis T,
FRIER 2 RF AL SO T R . U E = AR VbR A SRR X — [

2. RAEMRRE

BEAE KB RI, KD 83 1M P AR 2 M R AR, A5 2040 i30T % 2 (erythrocyte se-
dimentatio, ESR). FHZHMit%. %45 2 5 (procalcitonin, PCT) LA K C-J v 55 [ (C-reactive protein, CRP)%%
7E KD SR AT R8Tt i, EAIE KD RAER e R4 HEAEH[5]. Horb PCT [ ESR /K15 IVIG
TR ) Vi g ELA B SR AR OGPE6] [7], E4H M vT 00 R FE I 5 0 WL ) Re R G 2% D) G HK[8], 1T CRP
IRV D) 55 5 7 EE R R AR SRR B R A . R E 35 B[] [10]. (EAEMEEIEZ, S UDUREN
SN JEVEVE B WAYIFREY), X KD ke, 7R R ILMBGL . SORE R & ) R NS LT
FERERT LA, PIAEGR K i &2 Wl R S AME T A R, TR B S5 S Im R SERR N LAg H . 1t
Ab, R MIMRE ZRE 8 KRR RS — A5, & RN IFEAFAER R I, RV i /MR 2
TIN5 ARSI ) R A O, AR ARSI AN A 7] [11].

HATFERFARINA, KD &l TIHE R B GR RAE B L 5 &) LE il 1 5/ 50 SORE IR
R, R T LI B S, ARG R MR A, (RS N AR IR R T AR R S LA
g% Z [RIRITETE S R [12]. AW SIS HARAT IR . BB L EEER R AT e A BT KD B4 K FE[13], 1 KD
BLMZEREA T, oA PR ) 522 IR PR B e 22 IR B = A P g n,  FF15 S 40 A I
220 A AR R A IR [14] - Zeng [15]58 NIBEFLHIESE T I MAE S S KD IR A KB ETIMEG, I
P T i A 25 SR AT T A U BT R B80S R 3R, X M e B BH T AR St R 12228 FEOKS: 4% 1 i FH B AR )
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B[RRI RANTH T
3. BRRIRFAD
3.1. SEFKIKMMAKRTHA(N-Terminal Moiety of B-Type Natriuretic Peptide, NT-proBNP)

NT-proBNP J2& H §if 2 W\ FI 78 L O 5 32 58 R eb AR BN B 12 W 1) S B2 AR M br 6, HE R B Ry 72
O 58 L2 B 3 1 P N JOR T A 28 01 At = 2 ) — o IR BB [ 161, =8 ZE 1 232 B o 3 JULEH i 08 1) i M
R 80 B AT 2 A — R IR B . BF R R W[17], Atk KD 3 2 5 0L, Btk NT-proBNP
VER—PBEEA YR EVRI AR 25, R T ARSI H R 2. —DUR4E 6 iy, 3t
W% 279 %4 KD B LIZEZE MV T NT-proBNP fEAAEMIbREY), FLAIX 5> KD 5 HAth & S 5w 1)
WM TE, 25 BB R g RAEUE Y 89%, HEFEy 72% [16]. 1H HJLILTE NT-proBNP 7K-F AR AR e,
FEE B A F B H , E8UE ARG TR, JEREE SR IR g W ek, DR B TG B Y
FALAZ W KD D) AAE[18]. bk, (EHAERAIE, NT-proBN ACFRIAR G IERE R, 78 HAb o IE 5w
A TR R, D A Z AR AT KD AT S Wi, 75805 e O R T g

3.2. Bm#FEHE(Thrombospondin, TSP-1 Hl TSP-2)

T AR B 12— A B TOPIORE DG 2 o 4 b 2 2 R 50, B L5 o KNy 4L, o TSP-1
I TSP-2 3tJE—24H, 250 M4 9RE RN 1L ML P R 4 i o 4R L5 4 se B R RN D R e, SRR MLy
PR B FI[19]. Yang [20]55 AR ST T 71 44 KD &)L & 57 4 1R ) LI L, & KD &) LI 4 TSP-2
ACEHE S, TAE IVIG o b B B U B 9B R . 24 TSP-2 (1B 31.50 ng/mL K, X2 KD B
IVIG s 2454 77 T A o ) i e R e 5 433l oy 82.359% 11 64.81%

33. BERBE—HURAE((NOS)

FRH—E R A BEINOS) Hy PR A A% 4R 7 i, AR A5 D AR R B A E I [21] . B
AT R I[22] KD SR L MR INOS /KO B4R 2 10w, (RIS A b RS0 ki i )L, 3
INOS 7PN 2 B 2 i T e Bk 45 45 40, 7= 1 INOS [RIA/K -5 KD R AER & e RS k5 1 75 FE
FEFEANDR, X KD (2 Wr L ils B E .

4. BRRBIRIREY

W/NMZHEAZ 2 (microRNA, miRNA) & —28) 2 7040 T B A R i i . /N ESRES RNA, Al
T 5 5 S 5 B FELIT R Pk R R 1 3R 0E DA — b e FE AR IR AR AE T AR, fE SR
FAk G R JE SR 4% DA B AR AR P R A e R S DT T R ¥ A E B AR R I [23] . X A ALHE KD 1E
P2 RO AR AL T — Rl . BCEL S AT S AR bR S

DLW AL CAIESE T 5 RIS miRNA 5 1R 2 [ AR OGP, (6T miRNA 8715 KD A IR 4L
FU N2 Fob o BEAEREFTIE I B (R 4124 A0 miIRNA MR 7@ B LE A KD B 135 - miRNA 7KF
W SAFAE W] B 25 5[] FERIE, KEM miRNA, 1 miR155. miR-21. miR-31. hsa-miR-145-5p. hsa-iR-320a
Al miR-223 %257 KD (R, BAEAET KD BEMIME . M MRk gnfrd, 1798 B
R K RIE R Z M 4%, 78 KD i3RI R R FEIE I [2] Horb Liu [24]% A€ T miRNA-197-3p 1
KD O R0 BB D L) b R AR A I < ) o B Bl L 2340 7703 (tissue inhibitor of
metallproteinase-3, TIMP3)/Z miRNA-197-3p fIfF 4L AL, HIK T 1 KD Eoft. 144 g s e
RIL, KD 23 & v A A ek sh bk P B2 20 g (human coronary artery endothelial cells, HCAECS)/f{1#
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FE, 1M KD B3 MG miR-197-3p &3I4, WEB 7 KD X 0 IE RS r4 4 L& miR-197-3p 5 KD
KA Z B AR, IXAEFRIL miR-197-3p AU 140 i o H IR AR A7 /) FISR A miR-197-3p 4|
FHIAI M o AR i — 5 AR EESZ . TIMP3 /& TIMP FRHIPUAN B 522 —, & 4k 41 i o
HL )5 (ECM) (1 Joi <6 & £ F B (matrix metalloproteinase, MMP) FACHE F#[25]. ECM X 1E % B AL BTG S)
FOCHEE, WMEER. HOEs. HYEBPREEARAE, RiME TIMPs #H81 ECM FH A& 53
SR, A B, JCHR OISR . Liu 2 A [2418 16/ IPA BRAERI S ' 2 BT 5 3
A, F TIMP3 %5 4 miR-197-3p [T FEFR, IX 7F K& B miR-197-3p £ 8 A& (A /KT L #i%E S TIMP3
(R 543 256, R &K BT HCAECs H15 TIMP3 5 904H 56 (45 405 M AL Wids e Mk 1 B E 1, ix 3%
] 7 HCAECs 1 miR-197-3p/TIMP3 {5 5 il % () 57 7 KIA P g 2 F 2L KD O I8 N R 45475 1) G B [
%, N KD BIT R T — N ATAT R IT HLEI AL £

E AT T A B FA L miRNA O E S AT DAl 40 B T2, 7R BiOR BELAS L4 Py B 20 s e, 4310 an
miR-186 {45 3T 25 SMAD6 fl MAPK &%, Afifil i P B A £2[26], 25MBA, miR-125-5p il
it MKK7 1 Caspase-3 i&42 5 s W B2 4l fe 3 T2[27], i miR-27b £ SAMD7 [ EH R /KT T, M
FETGF-p 8% ARSI P Bz 240 B3 5 e 7% 52 2401 [28] . Chu [291558 N i 7 #6787 75 KD Ji ELR
BT, EHERIR f40 M, 17 M3 PR 2 1 miR-223,  J 3 FUIM A A Bz 4 R~ L4 g
miR-223 /PN, X FTREAE AN —MR A IG5 5, TS TR R gk, (o I 2 ) 1 R B
SRR, A SEUMATE RS EKR . He 25 A [30]M) & I miR-483 7E KD &34 ¥ 1fLiE Hh /K 7 B,
X AP miRNA 2 7 45 45 21 2142 K [& 7~ (connective tissue growth factor, CTGF) AR [X . CTGF & —Fh
5 e AR B ik () S BN ARG LR 7, KD B3 5 7T 9 KLF4-miR-483 @, 5142 CTGF RiA I
W, kN Bz A) 78 5 % 4K (Endothelial-mesenchymal transition, EndoMT), T RES:3 KD B35 10 5k 3 ik
W, AR T 2R 24 AT DLl K R KLF4-miR-483 [)3&iA{HAbT 2 KD B3 32 25[31].

Ak, miIRNA 5 KD MG 45 R ™ EREEEA K. fE— T L 102 44 KD H3#5 1 80 44 1g Fext i
HWE R R, S5 KD BEAH, 78 IVIG TR M AL KD &4 miR-200c A1 miR-371-5p /KF 3%
B XA T IXF A miIRNA XF KD (2 Wiy, 7T LME Y KD BAEYIFR EWANEYT #E A, [FIRT
ST AEAN R AR B KD S R 1o B, mT AR FgE AT 1% Tl [32]

5. EEREW

STAEARFEMIBERREEN KD KRR ZER, S5 EEINCEmAN T KD — KA. SRAT
WEFAE RN, RSB LLEA, B GRS RN 0 A e G e i s AL 4] REAE IR
EHeH, HA) e ) LT R 0 LR @ AR 10 £, MXCEA 089 S 1) L3E B0 L% 2 i
NBE 2 £5[33] IXFEAFANF . RERRZIAIMEEZR R, R KD 1R R R R %
TEIEEH.

B A A R ZH G I ST (GWAS) T 4G, 6 KD 34T 7 R E AR DCEE R AL, X Lt FEANKT 18595
B AL G R BEAT T HR Y, O HBURNLIEA TR, A 25818 % . Onouchi 55 A [34]%f 79
A KD S JLFEEFAT TR, F0r 17 75 Xl ap ik, %5 T 10 N B IEES R Gy b at, Ho 12924
XIRSER T 55 ESHEYE .

ITPKC 1E R NLEE 1,4,5- =858 3-BE (1 TPK) 1) =M R THg2 —, 7T LABERR AL 35 — (510 1P3 1] K44 H %L
{EF ITPKC it iG ik T 411 Ca2+/4% K 7 (NFAT)IE B T 4 i riss 2 #8715 ThAE[35] - Onouchi
[36]58 \AE 2008 415 IR R I FF#IE T/E H AL E ) LES, Jufifk 19913.2 L ITPKC B HIRZ &1
(SNPs) 5 KD S &t Al R Bh kA5 495 KUK AH 2 (rs28493229), I Jm 4 % L) Hee M 6284845 SNP
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rs2720378 1 rs2290692. ITPKC HIZATEATHES| &S T 4Gt in, #EmfEst AN 2 (1IL-2)50 0.
XA AT RES G T AR K, BN P R 40 453 0 XU, 348 17 52 e 175 % e ke £ XU [ 377

CASP3 J& I 14 175 3 40 M 8 T3 4% A 1R — 350 40 R R B A AT ) 1o Bl DRI T T 4l i 1
RWIEE 1,4,5-=R5MR 324K, MI{EHN Ca2+/NFAT i&42 1) 1E 17 A 1[36]. Onouchi % A[38]7F 2010 X}
4q35 [X [8] N AT BEAEAE B S RLBEAT T F 9, DASHR I —Fhoin i) 2 R IR, DR I JF4IE T caspase-3
(CASPI)E:A i 1 2 AN RARAE H A LR 52 i 355 KD W3 508k, AR, AT CASP3 i 5 E#H
PEX ) —ANH WAHIE SNP (rs113420705) (1) G-A &K, 1115 NFAT 5 SNP [ffit DNA 75456 TR, 33
CASP3 J: R 5% T o IXAMH] 7 T 200 T 45 HoRFaim Ak, ATIASE ) [0Rg 2 Sk e il (B2, £
A S S ENHE T, FFBA KIW CASP3 2 25 1 5 et ki 73 I B2 IVIG VBT SO 2 T] 1) 4. 25 S5 TEK[39] [40] .
IX B CASP3 2 A 52 KD 58tk TIReFHA it g 54 8.

{HF# J5 7E Onouchi Y 55 —TAE 70 R [41], K I ITPKC (rs28493229)F1 CASP3 (rs113420705)H fiX
MIjREME SNPs 1 2 AN L E IVIG oS AL & vh o il 2 Rk e . B & 2 A ik 1
ITPKC F1 CASP3 fy&5 i SE DK s & R BU BN T IVIG TE /B AT CAL TR RS, 1 A B A2 7 R K] 1] )
WEER . BEJEX T 69 AR 7E[42]HESE T ITPKC (rs28493229)#11 CASP3 (rs113420705) 5 KD &
CAL JE R AH A% o

WX HAS G5, S EAE A B AR R OGO LRI, B Ik EL4H R R IAEF(B lymphoid
tyrosine kinase, BLK) SNPs .5 ) 1[I 5 BAT % V) & [23]. BLK 52—l SRC Wl R e it < —, HA M
RAIRE FMBREYE, FEAE BB ARTERE, S250EHMKE. T, EHSEHIEPNES
S @R HA[43] K B IE[44] AL A B R OB A kI KD 544t fhk 8p23-p22 7 i)
FAM167A-BLK fF7E B R ARG, K] B A AT fe 2 )1 A 4 R Fead v it — 38 o i ik — 2B 1wk 4t
RI, BLK X T/NRIT S, AIEtA s a5 17 (IL-17)89 0T Z0i s b ASa] /A (T 2B J5 BIHT
TR T, KD BFEMEMmEEFX IL-17, H BLK 255 HRIAKTA] it HAG A IEPE[45].

AN, F—hR IS KD SRR IR 19G 1 Fe B, ={RSEM ) Na ZR(FCGR2A)EE A, w]
TEZ PR MR T RIE, JER AR EOEE S, XTAiMm . Frme &S ohee = AR RE1E A .
FCGR2A £ (12 54 B T2l KD B S Bam HLET LL AR IVIG [ [ AL [46] . PA b1 £ 2k SR 1
BHERZEALF KD R4 REAEZVISRE, FN AT FE KD B3 R YT SOR AR Ol RE R
Bz El5emd, SRR RME AR T KD 58 K&k E CAL XA H .

B EREERI AN, BLEA V2 YR T GWAS Fifig i 2 B 7T KD AHOCE ARG . HATC S ER EE )
JRRRE [R] e fge 12k 75 DR A LR A B TROBUTE O 85 1 1577 1 (ORAIL) [47]. ATP 56 @Ik C piR 4 £
(ABCC4) [48] a1k KK T p i 42 (TGFB2. TGFBR2 Al SMAD3) [49]. 3 i 4 J& 25 (1 11 (MMP-11) [50]+
CD40 [51] ) HLADQB2. HLA-DOB. NFKBIL1. LTA. NAALADL2. ZFHX3. DAB1. PELI1. COPB2.
ERAP1. IGHV %[39].

6. RE

H il — &SR E R SRR IR RIS h KD (2, SN S 52 &, EAEMREW
I PRI FH 52 BB, 10 A M SR Ge R T LAY Bl KD IRFRZWIHGIA, IR KD 2B “ &trie”
HIXEERRCYIxt KD 2l M Ay, BeEIm R R BOVRIR . A RA AR Ca k%
A5 ) AR SR A= bs a5 ABAE TN KD 12 W 2 T, 36 5 EAT 2 NSRRI GWAS K miRNA
CRON BT ST TS, (HIR AT BT R B, ANBEIE RIS Wi, BRI S84 hRic )
R REKY KD 2 4R EE, (HRAR, R W SR Sei =2 Wil il fr, VR BHOE 2 1 TAE,
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