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HRePE L 20 L ( polymorphonuclear leukocytes , PMN) 4
N RIR A B G A AR T W) B2 — T B 2, 4 5t
NI 5 S i 4 B g S A7, I3 3 7 e Bt A0k
o W T K 77 A 3 P %8 (reactive oxygen species,
ROS) KB A e YMFEA I ( neutrophil extracellular
traps, NETs) RAEHBTRAE A" o EARY 1 A 290 )5
PR T I, PMIN AN AT s 1) 23 450 43 1) 1 32 9 48 i A
L, )3 B I A G P SN, T B 2L 0 A
RAEM IR

JIIRF 7 ( Kawasaki disease , KD ) HLFR 57 [P Zh IR 2 &%

ZEA fE ( mucocutaneous lymphnode syndrome, MCLS) , L)
2 BPURIBAE NS 48 R e B AR Hor DL R I 4 R
H WL R T 5 B LT B L, T8 R KRS K, w]
SHEOEIRSIKY 5 SRR | MR A, 2 e i O
s SPEBE 2 L S RO M 1Y 3 B [, ™ o A 5
SULRY B O R, KD Y & AL A 28, &4 PMN
R tfi /KR B | P9 Bz 200 B RO BT AR 6T 45 | g i i
T S E A0 PR 5~ G005 B 2 P KD LG I I &2 E 7Y 7]
REMILR , BOR B 22 1Y UE4f 3% W] R 9K 28 R e o0 78 )3
AT T AAE SOV A A, PMIN AN R AR A
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RGP & R B, LI RESRFLIE KD KA
PRIt 52 3] 1R 2 (19 56T . A SCR X PMN
TIREETLS KD RHLHI Y 5 R AFE—ZR1E

1 PMN R HF N5 F

PMN J2 KR G2 114 1 22 4l R 43, VB SR AL A B 1
FRGErf 0 G B A A L 22— PMIN 7 1 48 i R Y
50% ~70% . 59 IR P R ZEHLIR T, PMN % 16 )5 B
VB 325 3o 1 4 A 30 3k SRR e B 6L, 45 8 O A% W it
A IR G2 2530 1, FEIR s/ RAE BB AL, PMN | H]—
FRIVNIIIRE , CAR A W PR 3% & L BURE AT NETs 12
TR KA A ) sk v K AR08 437,
ML M 2 A= K B F (vascular endothelial growth factor,
VEGF) | P P 67 41 i 5% vk 25 1 8 ( neatrophil elastase,
NE) FE 54 & 25 F B ( matrix metalloproteinase , MMPs ) .
—SALA(NO) il ROS 77 A — R AV RAE T

2 KD KEiKzhRki5{5 (CALs)

KT KD 78 78 5 PEAE BRAL I, AR 4 xT sh P B A
HAIF ST A e KD J83 1) I DR RN S5 36 % 3, K 9K #ie s
(HRME/MA) 72 KD LGS R A KA K R v i) e & 4% 8
YEH AR KD J& i Tist % 5 B R 2 88 T e Y
TR 2 K M A 5 0 T B0 R R e L
Orenstein J M %53 33 4 21 22 0 58 42 1 KD #9 1fL 45 4%
R AR R A M YR AE A Bl ik 9% ) AR 3 A P R A
G251 | RIS A g Hp MR 20 Ao A, DA A7 I 381 P 3K 7
WS B fkEE . 76 KD 2 PE 1, I 28 PMN it 34 hn D fg
WOE R SRR B0 Ik g 0 D ok L A R i o &L B
HIA B 5% & B0 Hp MR 41 AR 46 X 5/ 9k L 400 g o X f
(NLR) 7E KD 2P, Jo 1 328 i R A%, i A asd X 5%
B 5 K T ST AR R BR A 1 (TVIG) IR0 78 H 5 P 3 18 48 e
N T R R A ROE UEREY . DA R R
B, PMIN %5 34 22 1 D) e 1% A6 78 )1 0 95 A8 L & 0 1 7
Fh gy i AR (0, A S B2 MO 3 R PMN D BB R
GLITRES 5 CALs AR,

3 PMNEEHRESFS5 KD £7HIXFE

PMN Fil LA 40 i A KD S 0 550 38 2 i
5, PMN FIELAZ 0 M A A f=, 02 108 P9 JBE 400 1 R R 1L, OF
T 3 R HICIX S DY T R SR 2 | T IR Bl DK BE T i
TR . 72 PMN RHRBH VEGF K40 i/ B4%
AN £ 7% 338 Rl 7 ( granulocyte/ macrophage colony-stimula-
ting factor, GM-CSF) LA K2 NE F1 ROS #iA Ay 42 P Kz 41 g
B IR 22— A IEHR R B PMN K AT AR 1 R AE
A BAE LR T B A AE Y. NETSs J& PMN (g — 4t
BRI ALA , AT A 22 R B AR W, R R AR S e Y LA
JRR A3 AE KD 14 K00 A A DGR
3.1 hFAXERHATS KD

PMN &b I8 42 40 0 ( peripheral blood mononu-
clear cell, PBMC) 7 KD & 4 ¥ 7] 15 VEGF, Jf H.

VEGF Tt 5 T IfiL %5 46 Ml CALs (k2" VEGF-A
54 N KR ) VEGF Z{& 1 (VEGFR1) 5% VEGF %
& 2( VEGFR2) 456 , S 3MAE A5 5, . PMN 1 EL W52 41 A 1)
AL S R A EF 5Kk . WFFE R, S VEGF K78 &
PE KD 5 2 T, 0 7E AL BRSO KD I A AR 5
KIL, VEGF FEEAE PMN #1335, HAURR F & KD 1)
T, 7 200 TR JR G 1) SR A T DUASI F (E 7E At i
Y& R FINIE # X BEZH o AT DL Z0mE R 1, 2 B PMN R IR
) VEGF R 58 78 ¥4 7 - 10 1 A s g b & #54E H,
PBMC 3R VE (19 VEGF 1 & 5 B #A (% 1 4 453 45 1 &
¥t FE KD Z2PEW F I miR-93 § 3 VEGF-A mRNA
FeakE AN, B VEGF-A mRNA 5 miR-93 £ 6 A1 56 ; 76 Xk
iHPE KD B3 o, miR-145-5p I miR-145-3p & & %Kik,
$E7R X EE miRNAs 1] BS54 RIGYT RO M AT ™
TR R

3.2 £HEFRMNHERFTS5 KD

GM-CSF & —Fh 75 52 () 200 it D51, 3 Ao 3550005 i e 40
M15] & ZHRIE , Furuya MY 2610 %2 B GM-CSF 3 i 4
% PMN F8 4 HE/MA (NLRP3) T A | 3 1L-18 LN 3%
ik MBFGE 3B, IL-18 7€ KD ZAE B B ket — %
DRI 1048 28 0 R TVIG W] 38 3 30 1l GM-CSF 3R
B STATS ({55 5 1% 5 B ik St 28 ) 1 O BR A R
FWE A A oA KD 2k 109 1 3 45 9% ) 3 F (G-
CSF) FH &1, 57K ¥ G-CSF 1] fg 2 Wi IVIG JC I 1 1 i
EYIFREY™ . KD W) GM-CSF 7E7E 0 I R 3 3k
A I TS W B AN M ok 2 0 I AR RE, Stock A T ZENC R
FH €078 B8 1 20 B BE K 7 3 49 ( candida albicans water-
soluble fraction, CAWS) 5 5 ) KD /N RARLH 4B /R T
GM-CSF #£ KD %9 () n] fig AL & HAE FH T Sy 3 1 e
YA 2 3 a0 JUE 5 0T B 2 IR ) Je 3 4 A 3 IR 3R
i5, B A Al PR T 2B S N FTURG B 43 - B9 3Rk 2 3K
TR A AE R 2L, $7R GM-CSF AT BE J2& 0 JIE 4 E
() B Bl K7, GM-CSF AT g2 KD FlIAH S L4 2 /Y
WAEIRITHE R,

3.3 S100 & @5 KD

S100 2 1 ( S1I00A8 .S100A9 . S100A12) & K SE A &
Wy, 3 R 20 R R RE RN s R Rk B AT
PMN Fl1/8% PBMC Rk Fl 73 W 2] i 3% v, 45 S5 1 1l 5 9
B AL, G FE 45 TR 25 A0 5 K I A T BRI R E S
7, 76 S K AR S AN T MR T et 5
J2 AR A 200 ) B R S AL 287 ) ( RAGE ) 32 142
A, BT NF-kB {55 538 75 5 240 M 1% 16 Fn 4 g 8 5 7
A T HPMN U -E VAN & A A B RES
XKW, 2 KD B 175 S100A8/9 7K S & ki 41 ity rh
S100A8 .SI00A9mMRNA 234 B W T+ 5, ¥ bk i 59 0 2 Bk
1124 h P S100A KB E R, Viemann D % f4f
TEAS AR 25 5 HLAE 3 4 KD g LA b i S e 4 4k
PLUFSE S100A8/9 PHE: PMN K FftF00 AILI A P4 iz, 7138
RSN T, 2 4lifk i) S100A8/9 S+ AR )



JUAF2h 5 22 & 2023 5% 29 £ % 2 3 Journal of Pediatric Pharmacy 2023, Vol. 29, No. 2 - 63 -

O\AHCILAS P R 440 AT 9 i/ A 58 A R 8 0 R o R [A]
(23R 7K, T TR N R S8 4 M A 56 R R 11 3k K 7, A
25T WGt 8 A 78R R A S 20 i AL 7
UESE ST00A G 3 T KD o #2240 it %) 25 09 1z
TR, LIS C &P RS & P, miR-182-5p A1t #ik i
FHEE PMN ) A 5eb bR 2l ik o9 Rz 20 M 2H R 10 DY R 2R
T, Hoad SR G () R 7 1 A PN R RS s AR P
FEREIN M miR-182-5p i F& 5 e i G 11240 B Y
B AR AR AR S KD fE N E2 PMN 24, Huang L H
AP NE KD HOJL 4 IS 40 M R AT T DNA F ek
(M450K ) FlI%E K 6 35 (HTA2. 0) 70 ¥, & LA 2 19 CpG
PRI e KD #EAS b LAt FEAEAS 7R (IR R Ak, PR &2 I
A5 2 H R B AR, 2 SR HE RN ] S100A JE A
AR5, Pan Y %51 o AR 15 40 b & BR, S100 3 (K
(S100A8 .S100A9 S100A12) AJ fig & IVIG #&HT A KD %
s R fG s R 2R, S100 28 14 1500 AT e 2 VR I I T A
55, 7E KD, HETH ASTE A S100A12 2 B4
WU Z AR (PRR) Bt M4k = 3 fish & A0/ ol 2 15 145 R AE
IREE S100A12 UL B T PMN f3% BRFREE ) A
KD LIS o S100A12 518 A P9 B 380 b 2 400 104 1.
& I KY PR 23 -1 (vascular cell adhesion molecule-1,
VCAM-1) Z ) A 1R 58 A SC M S100A12 BELL IL-1B 4K
0 5 S 5 L etk sl ik 9 B 40 i ( HCAECS) 3%
FURJEH R AE R, I, S100 28 1 R %4 H 3 uk
B8535 T KD &Ml CALs i & A & R (B B 158
ML 10 75 L 22 B S 9T 206 E

3.4 PMN s M 5 KD

NETs J2 i1 © 30% A9 PMN ZET2)5 B0, LA DNA /B4
TG I A% 4L E A NE B S ALY (MPO) (45
TBHEF NSRRI R (HMGBL) | 28 L2 F1 I e i
ST R BT AR, NETs BYJE B2 PMN /£ T
22 Rl A A6 IR (1) T A O HLH A 5 K BT R AR
FH B NETs BT 5 800 R 588 X 40 i 58 17~ 1) 8 P AR
SR A 20 B AR A1 175 4 1) 3k B2 ( neutrophil extracellular
traptosis , NETosis ) ,

ORI Z BT IE B, NETs 25 T 2 R 19 9%
AR, ATXF [ B 40 A2 2 A% E . MPO J& PMN
B T AR A, S A0 R R R TS )
T 3B A P R A A S A A R A AR R A e A
T, AT AL, 51 A P R B840 A S e
5T % MPO J&—Fh PMN #5tEpr &8, A 7E NETs
K AERF A5 PMN-DNA 2547 [tk MPO-DNA &2 442
— Pl B PE RS NETs #3754, EESE MPO-DNA H &
YIS KO0 AN B0 & A A5 Biezeveld M H
L1 LI AE Ak KD B PMN &b TR FRER A Bk
NE Fl MMPs & i, [Ali5F NE X BERS#47E MMPs, MMPs (1)
PEIRAT LI 3 I 4 T 2 14 il 21 21 42 8 7R (B ikl 4
(MMP/TIMP ) 2 [B] {1 V-5 o] RE 5 KD Z0PE 0 i A 45 14
JUEE AR EE A 6 MMP 3% MMP/TIMP HAE & 0 58 L5 &
A CALs, NE A L4 i o 728 e S 47, 76 92 95 7 309 3005

MMP , il eb AR 3h BkBE i R 27 K i i) 5 7K 7 (9 NE 3%
IRE/R PMN A T 309 38008 R 2, o 5otk 20 ik A 1 7 46
E . AT NETs 7T #8520 bkl A2 % 1%, X 7] /8
5 NETs &40 22 2 R 8 H i (G245 NE ) 6818 15 9 5E 1M
FMARTE WA OE . Yoshida Y 45 & B KD L
Sy R PMN ZEIRSN [ & HFE i NETs, H @ 3088 T 0
L 2RI KD 2 NETs A= 8k B b iy 9K 5 1 i fe
FEXT B2 7 KD 2t W1, M 4MiE 25 DNA (cf-DNA) Fl
NE-DNA & &Kt FEWRE T, X 48R 76 26
PMN 7£ 2P KD f % 4E T NETosis, B KIER] NETs 7
KD kAL A A EEAEH, M TS R0 A KD
A 9F CALs W BJL B AEAR BN, R L 5 8030 75 22 3 R kE
A HTFSE i — BT NETs 78 KD & 9% fil3f & CALs
FIRTBEALE] . A 2004 4E B AR NETs DLk, iZ b 5% 40
BTG & R VF 220 LA 19 SIE 50 B e PRAFIE 26 I L&
5 NETs Z[RIFFAERRZR 33X R i B AR B2 AL il ) 4
RIFRE TR NP HE TR IR T HIAR >

H A58 Ak KD 2 i it 15 5 Bt AR 2 28 T
JRARA T T B R AR B ZE AL TR, PMN 1R KR
o5 R G5 & e 3 5 AU A, AN 43 F 4 NETs |
VEGF ,S100 K [ .GM-CSF 45 i K 7= A= 0 1 4% ol ] 322
57T KD &I, BFE KRR, L H 2
PMN I REZXBLAE KD A0 K CALs i {R sf ik ifi #2 J %
IR AR, AT SR AP T M KD B &R AL, PMN £
P30 K D B8 IS LA T VE SR KD I AR ™ E R B 1Y)
S Y RN i ik SR ay g LUy

SE Ak
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