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Abstract; Kawasaki disease usually occurs in children under 5 years of age and mainly involves small and medium blood vessels in the whole body. Common

serious complications include coronary artery dilation and coronary aneurysm. The incidence of Kawasaki disease has been increasing year by year in recent

years, and it has gradually become one of the main causes of acquired heart disease in children in developed countries. At present, the pathogenesis of

Kawasaki disease is not clear, and the diagnosis of Kawasaki disease mainly depends on clinical characteristics and imaging examination. Therefore, this

review will focus on recent studies on the epidemiology and molecular science of Kawasaki disease, to contribute to the clinical diagnosis and treatment of

Kawasaki disease.
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LA J 103995 Fry ok 60 1 52 2 22 53 v LA M s AR LR A
HoR S 5 EEAE . MRS AL 5 B A 0] i 5T 32 B4
F7E AZE 40P IR (human leukocyte antigen, HLA ) Al 3 Bk
FEH R E A S4A F HLA-DRB1 \HLA B5 .Bw51 Bw446 Fi1 Km1
LK Kml 5 Gm f 2% & 7 55 # 4l 18 5 )11 i 95 5y 2% M A
FKHELOH R B & 4 3L 4O B 4 7 ((Genome-Wide
Association Studies, GWAS) f) & &, B I LI F 5 B IE K v fig 5
55 I AH G o
2.1 WUBE 1,4,5-= %82 % 8 (1,4, 5-triphosphate kinase-C,
ITPKC) PR IG A IK 19913.2 1Y ITPKC (YT g A%
F iz 2 51 (single nucleotide polymorphism , SNPs) 5 1] I 55 &)
TR L H AR RIS [ L CAL (9 24 5 C o ITPKC
JE—Fh S5 F A Ca™ /NFAT {553 b, %t T 40 g
FITE AR 7 P R S5 7R L 3 H. ITPKC i C 45 07 25 X nl fig &
DR 375 1 G038 1 S I AL G ITPKC Al (R 22 2 4 ] i
ECT G IS Ak B I, MO S B0 48 B A (Interleukin,
IL) -2 IR, S >k AT e 302 P WA RV T 240 M0 i 7%
AR — 251G, 20k 10 S50 i A5 P R A 03, H i T L ITPKC
4 PR 22 A k5 1 i 1) 7™ i R B R CAL WY S AH G, {EL H Rl
FEFR [ ¥ A UL ITPKC B PR 22 251 5 1 iy i =22 ) 56 & i B 5%
fliE
2.2 F B R A K B8R % & #-3 ( cysteine-containing aspartate-
CASP3 &% 1175 5 40 L 58 1=
TR —, FES G R RBAArE T R E
P T Ui rb i 1 RLEE 1,4,5 =BERZR, NIi/E Ry Ca®/
NFAT A2 (0 IEPEI 78" . 2 i Onouchi 45 % By
L F 4q34-35 [y CASP3 FL[A (1s113420705) H i —4~5 )1 I8 5
Gy IEPEAHOC Y FEIR], CASP3 (9 3[R 2 A5 PR RE A A T 240 kL /1)
P, T BRI 0 S S , 0 )1 R s 114 B ik . M
EHRIFREA KB CASP3 &5 CAL I FERE A ( gamma
globulin, IVIG) JC R PEAHSE , X Al e S REA BN X R, 1
T B — 2 SR,
2.3 B #k & 4mfist B ( B-cell lymphocyte kinase, BLK)  7E
BT H A AP TR P GWAS 2B, BLK ) SNPs 55
DR Jo5 H A D 3 L o )1 U6 1 A 2 A A T — 0
SEHIEE, MESE BLK K& DA -5 A 1t g8 AR b 04 )1 i
WA, BLK 2 —FP iR BRI , E2AE B 4000 [ 3R35, 3L
FEAEH AR B B 400032 (K5 R S0 5 . BEg
I Ui g R S PRI 3 40 B b BLK (9 3% 5K 3 15, TVIG
W7 IR 2K RIS R IR A2 I — A WA . eAME S )
SR rh & B, BLK /N B A TL-17 B ST 400 % & BT b
(TR RS 1 R 117 KOF s ), bk 2 S 60
BLK AT §E2 5 )1 [l ) & e , (B H 5 CAL A Jo 8K H AT
W5,
2.4 IgGA&F Ay la 24kt Fe i B (Fc fragment of IgG low
affinity I a receptor, FCGR2A)  7E GWAS [{)— I fiff 55 #1 & {Hil

specific proteases-3, CASP3)

3B, FCGR2A 3 H 22 251k (rs1801274 ) T 8 5 )11 U85 5 11
Gy IREAROC, FERIRAE A SRR AR A N2 B
1gG2 (AT FEAL™ o FCOR2A 7545 Fh 6 5 40 M ( Ay 54k
NN AN E R A T MR 0 ) YR TR IK R TE S
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PER I R o — TR T 11 085 g 8 3 103 1R I 9 e 0, )1
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2.5 #44E K B F-B (transforming growth factor-g, TGF-B)
SMAD3 TGF-B i 1% K K] #4 38% 1% 42 S 52 0 1] 065 55 By S A 1
CAA IE L. 261 ) 2t A Ak & 10, TGF-B {5 538
L R Al PP AEE 22 R IR Y L TGF-B 5 Sk S 5 5
2 D O S A 44 ) UL 2T 4 200 A i Dt 2 358 L 4% 200 i 1 5
VLRI PE T 400 (regulatory T cells, Treg) A AR e
XL RE S CAA MTE BRI 2 A 56, TGF-B 3@ % b i
K ZARFN AT 5 43 T SMAD KRR 5t 3 (SMAD family
member 3,SMAD3) fy SNPs 5 11545 53 B PE AT CAA (0T LA
Ko JIEGHE 5 A CAA JE A5 SMAD3 Fll ATP 454 & W &K
% C 5t 4( ATP-binding cassette, sub-family C, member 4, AB-
CCA) BRI A8 S SCHK , 3 48 e K] 1) 748 St W] RS2 i Ll 47 4 4
LRG3 B N ThRE , 043 B i sl bk 26 2
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Jok 96 #6 ) s %A 5 S SR AR K At 18], 9 5L 5 3 ko 28 5 1)
FAG o g 1 18 P sl bk 2 5 5 N s Bl 4R 8 ) e )
W, PRk R T sl Al DR R B RS G R 5 H T
RA, B MR AT R S T bk B 40 A 7% Ak S AR B
FARTRES 5 Tk — b A&, SE Ul B T 7 )00 1) A0 i 2 P A
PE LI A Ze
3.1 Thl/Th2 @B -F#% M GRE R G H3s 2k 3h ki
AR At R b A T 408 (T helper Cell, Th) #8 & #4 % &
ZIVEH . Thl a4 IL-2 IFN-y Fl TNF-o {2 SF A0 T
01 R 5 240 10 955 A, DA TG 7 40 4 028 v Ok R A
Th2 3 1 433 TL-4 \TL-5 TL-6 F1 TL-10 J& gl {48 %o 3% Fjil g B
L A AR SR IR AR S vh R AR AR, RN
WA A2 M SUIAS AT Tl B i — 3R 43 . B ST A, 76 )1 5 1B 3 T
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) DR % fie T 22 P I 1 KT I A v ke 2 AN T s ) 4
FH 5 3833 VAR 1 RF G £ 2 TL-10 228 PR CAL 26 5, vl L&
I IL-10 B 2 PR )1 R 95-CAL B A B R EEZMEH.
TERESZ IVIG JRYT R, IL-10 7K 8 3 7+, IVIG S IR 7 e
HOKF B 3E B AK BAE IVIG JE R4 3, IVIG 367 Rl 5 A
2R, R A3 )1 Ve s 8 TT RE LA IVIG HRPL M, 24
J1 i 955 56 355 114 TL-10 7K 78 IVIG YA 7 RIS 85 0 % TH s i, B
Hi L CAL iy ] BEMERT R, X i B 1 IL-10 X CAL &Ry
Wbk, 76 IVIG 18I 200, A T6 CAL B9 )1 IR 5 3% 2 [7] TNF-o
KB BEZES A IVIG JRYT )56 CAL B IVIG R & &
TNF-o /K- B FRAR (LR )10 CAL [R5 5k IVIG Jop & #
T HKSE TG 5 IVIG 3EIT RIS , IR CAL [ IFN-y 7K1
W5 TG CAL " L 25 [Tk £ 1|55 2Pk 9 Th A
Th2 41 fifd AH 5 20 i PR T~ 32 355 7K AR 4k 7] B8 2 1| 0 5 7 03 12 Wiy
KW % A=) 15 CAL AT IVIG 87 SUSE M B Z 4845, 7R ]
LU 3 Thl/Th2 4L K T 7 IVIG J&697 5 WA fb 38 S 1] IRy
9 T A

3.2 Thl7/ Treg %4 Th17 iliad =4k IL-17 KIEME RAVEH,
YEHT 2R 250, i S A0 ML P 9 2R 58, 40 IL-6 \ TNF-ar |
TL-8 ki 21 i/ B W 4 L 48 95 il 5 7, LU Kb Rl - i & g
TR PG, AT AE K S8 AT A IR ) T 7 ) B e g3 5 AR
37 H A SRR T Treg 4T AC AN, 38 a4 44 TL-10 Al
TGF-B 254 P -k J2 il 2 A TN 1 B G 328 1 5 5 1) a0 Joe | <t
JAE SN ELAT GOPE A . 9 & B Ak 1 IRT 5 J T Thi7
211t EAS B 75 5 43 0 1) 200 L R P R Tk UK O .3 1A, Treg
LA Treg % S PRl 2R3k K T I8, 33 TE BH 1| 08955 8 R A7
7E Th17/Treg 4™ . 21|85 HL %5 v Treg 20U A T 94 7T
eS8 miR-155/ 41 FE S E SMHEE T 1 WESES
Ph ke miR-31 95 B 32386 56, IVIG A7 A BEAIR Th17 4i i
e L B TL-17 (946345 K -, 8 T 343 45 miR-155 #1 miR-31
BB IR0 KL Treg 411 A9 55 1 A1 T 68, (H B AR HL 31 o R BH
By Ak Th17/ Treg 4HI AT AT g2 51 G D RE 25 LT
SEIVIG i 250 N1 Rp s RO B B R &, A5 & B0 TNF-«o BH I
R RFIE BAHUREE b7 Treg 20 MY, {1 3 L6 240 B 11 L 5] 35 5]
TERAT T B F 0 48 0 50 5 i 3K B 836 97 )11 9 1
JLIBIFGE S SR 4 7, I 3K J T 38 2o 9 B Ho S8 0% 1 4o, i
Treg 4L 38 LK F s 5 7 4 7 o H RIS B 2830F W
Th17/Treg A & 2bE 011 IR RO RRAE , (E 2 A A JC CAL 191
U5 22 8], Treg F11 Th17 40l 22 8] 22 53 040 245 X,

3.3 CD40 CD40 £ B 40 B 20 it/ E W 40 A . PN 2 40 B
b R AR STV LA KD | T 2 4 B AN R B A Rk, Kz
& CD4OL 7 CDA™T 41t A1 ifiL /N 26 1fi 6 3k, £F CD40 3%
J7i ,CD4OL | 385 H 5 CD40 454 T #5585 4 i 1%tk & &
MRS o PR e )18 2 M3 CDAOL 1 22 1A T7H i
e CAL 9 )1]I8 55 3% CD4OL 1 63k B % ks ™, ix
B CD40-CDAOL 38 [ 7T 68 76 1| Ve 55 114 2 9 AL Tl v e 412 4R
IR RE R R 1A 7 R 19— 9 43 8 A

3.4 NETs 78 )1 U5 £ & v, 48 P8 At A5 K [l A2 B3 1 7

e, PRI MR T R A WA T A1, 3 W 2o R 0 4 L 0
AR 0 A R R 33 8 4 ok i 4 o o R A
N2 FE B ( neutrophil extracellular trap, NETs) , ‘& fig i Z 14
SHALE 7, A0 AR T, 3 5 A RO A% 5% 5k A Kappa
B(nuclear factor kappa B, NF-kB) "' Z P11 )1 I35 £ 2 1)
PR AT 5 25 50 A NETs , 78 NETs A9 , 48 Az AR K
[KF A(vascular endothelial growth factor A, VEGF-A) FI{K & 15
5 [AF 1(Hypoxia inducible factor 1, HIF-1) iy k18I, 1& i,
TR N B30, T3 B B 1G4 T VEGE-A 72 I 48 A= i
I3 2 e A 20 B o 2% % T AR ) 5 BRI =2 b NETs &5
A1 JE] i SPAZ AT =2 T AR AR, NETs 6] DL & &) 1 5 4% 20 i
75 3R T i, AT S 550 0 5 0 I A4 05 . TR It
NETs 7] GE7E )1 Ui 1) 2 1 0 K 1l 48 9 & 4 O rh A 8 21
YEM .

3.5 NO AN, Sk i NO AT LU A& IL4S & 7 Al 3
B X S B S — 1k & & B (inducible NOS,
iINOS) T4, B ] ply JR e ml AR A 15, 40k T A f 28 RS2 25
2 B N EA 0 R W 240 R TR B NO. - W5 i i 1|
UEFE 7 |2 1Y) CAA JR 35 NO KV 5835 25 T TC sl ikoed 1) )1 ey
B HONO FE IR VeI 5 T 78 IVIG 397 I
WL XA T IVIG 3] T iINOS ZeikHl NO (197 A4z, 4K 177
GPEAT A A 4 7 )1 UG s A BT S o pl Ot T LA B
NO R fig-5 )10 95 19 14545045 2 VI AH G

3.6 NKG2D HARZAHANM 2 & i 51 D( Natural killer group 2
member D, NKG2D ) J& H S 2 41 A 40 NK 2 40 S s T 40
JfL(CD8™T 4fi i) ik , I3 b 1 548 3 46 40 J0 174 37% 1 7E S 98 14
RSN A )1 Ui s 20 AR OK O T B S e R 4L
SRAAT S AN S BUA TR B oS A8 2 NKG2D 3%
IR T A TR B0 ko A ) %Y e T DL ) NKG2D
551 iy 14 B % R R A7 AE 2 DRI

3.7  AIF1  [&] #p 5 4K & 5E -1 ( Allograft Inflammatory
Factor-1, ATF1) 2 —Fh 854 JL3h B (R4S 09 28 11 T, ] FH 40
T R TR T, A PRI FRJOAE A0 MBS 58 VR . 2tk
JIURHT ) ik 98 21 LA 56 S AL 43 B Wb, ATFL T 3k L 4 B 0 T
BT AL BIH . A 8 3 Tk 58 A sl Jhiope 2 11 )1 ik
BF T AR E A R ERR IS E AR &) CD68 g
B PSR FAE T 4k L A0 M AT ATFL 72 B w40 i 1
Fik ATFL g AT 23 TFN-ou 175 519 CD80 1 MHC-IT 7E W 4
Muf ik, K, ATF1 BT RELE) i 5 | TR R I E
i 2 JE 05 Al AT EURR S T U S 4 PR Ak 5 T Kk R £
PERIEY

3.8 HAb BR BRZ AN, T ER LA IE A M EE 4 ( Lactoba-
cillus casei cell wall extract, LCWE) 75 8% )1 067 55 1L 5 48 /1N B
PRI R SE P B 2 I R 4 -1 0 TL-18 TL-Toc B4 38035 T 1A
S TR A 257 o TR AR X AN S B AR fi P T 1o
A IL-1B RS0 T I 2508 D e R 3 bk 46 LK 3l ik 58 FLO L&
B &
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