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Abstract

Oxidative stress is one of the pathogenesis of Kawasaki disease. Excessive production of reactive
oxygen species will lead to oxidative stress. Controlling the production of reactive oxygen species
will help to reduce the degree of oxidative stress and may improve the prognosis of children with
Kawasaki disease. Therefore, antioxidants can be used as an adjuvant therapy for the acute phase
of Kawasaki disease, especially for specific organelles. Targeted antioxidants are expected to be-
come a new treatment for Kawasaki disease. This article will discuss the production of reactive
oxygen species and the pathological effects in Kawasaki disease, as well as the current research
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1. T

7% 14 44 (reactive oxygen species, ROS)2& & A HIAb FiE W, T 7E NG IE 5 AR hE s =4k, 78
6 - IR N RIEEEAEM, QI RERIE. F51E00 . A0 MG 5E DA 4E R SR R RG]
It & 1) ROS 774 siMLAST A BE 11980 5 B AL B B (oxidative stress, OS), X — b F2 HH =0 B 45
AR BRI TN BE . A RIS VR 2 B DL R R OC[2] . TE IR S, AL SORE AN A
X B A TR AESRZI N, Feh LS ROS BIF=2E[3] [4]. Fa 5 SO B UIAH S AL B, FTREA B
TR B G ) Ui TR AR BN KA T o WO SO T AR AT RTE ) s ) S 3 AT 2RI

2. SR HBIRGALH

&N ROS /& B RAR . &0 B A AN &Ml A2 1), Zekifh g ROS ) 3= BRYE[5] [6].
4h, ROS B AT LERANEL . X SR U R IR s 72 2 [7]. ROS 45 & A H i3 L AR B Y, tnig
ANE T H B0, ). RHE A MHEOH:). LA B A B, dH8H HHE(ROO.). idHAME(H02)
48]

P ROS Al EEA NSy, BFEER. AR EMR[L]. fluEmE:E mE TS5 DNA 7071
P oy AR RSE, B et DA K Mot S8 A% 0 4, [0 B ] i ) 38 sl S Ak 00 DNA 44, 30k B Pk
T W B T A R DA I R kA, IR BT 2L [9] . EARNUIAFTEPL AL R AR &Y ROS,
ARSI H R B AR R, REUEAE . #HERAT RS . B IKEEAL S [10]

3. —|RHLE (nitric oxide, NO) S E (LRI

NO T A5 A SR AR B ORI . A BB OL R NO 177 AL 4EFEAR N ROS fIk/KF, NO HJiE kR4
AR AR b R R R U B8 1 13 ( O +), NO A1 O 2 IR {117 2 2 A= S Ak B B S R R 2 —
[11].

NO TERTA KM MM AT & i, RS ERLMEN T L-F2 MR (L-arginine) FI% /> T id NO
# REF(NOS) A i NO . — AL R A HiBE(NOS) A = Fh AR [F] (37 784 - 442 5578 NOS (NOS1.bNOS Ef nNOS).
7557 NOS (NOS2. iNOS)ATI iz % NOS (NOS3. eNOS).

RIREER NO T Z M AR FL TR, AR NE IAMERGESHS, KIEQEDIEEM, FR#S
5 2P0 1 R I FE o AR AT NO 7728 2 R IE T I B2 L NOS & B, vl 5K BT A 2R AL i if 4
S LA 0L/ ISR A B SR 42 A0 S RE AN R B 23 - (3, Sk IS s R I A 6 A P R 1 2 O B B [12] o AR
PE NO & Bl /b e 2 T 8ON B ThRERERT,  JLRFIESR Py B Al LA &7 3k 2 8. NSRRI T2, AR
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BEBEREIR . SRR, I R R DL R AR 5 A SO IR A [13]

7538 NOS TEA ¢ 4 i PR -7 FN G PAH 5= 40 4 R I inJal NO )& i[14] . miik FERK) NO X
JEA A P A0 bR 40 A AR AR 7R S B AR R o DR, R B BUR S MEAR s R R L 1 )
Jii. ik NO A B ECAA BB, fe 5 IR N AR SO AN R 5[ 15], 120 B 4 oK 1
A BEAH B 1) [ B 0 58T BUE F ARS8 T, BN I8 N B2 [16] 0 I S AR & [m] I 5 P f2 28 NOS A it NO
R T E R T BHA, BHA KPR FEN B NOS & A O, «, TME NO, #—25hn
HAMNIEL7] TSR G RSS2 R ) KD B R NO B & T e b R s ik 52 2 1) 2 34 [18] [19]

4. IR SR
4.1. ISR EES SR

J11IR3p5 (Kawasaki disease, KD) & 2 & & & . /NENKI S PE . BRI %, S akahk, ™ &
HAIFER RS OR . BKIMAR TR, H A S ECR OB . R IR B R RALE 2 AR B
8% Gy B AR L SR E R S MR B B e B W 3L, 2 P SRR A DR P AR BRSO,
A B M JORE . AAELNM L IE PN B A0 R L0 B AT RE RS ROS S B, 1T S Ak B 3= 4
AR AR R T R IR, BB INE RO R [10]. AWFFRKIL KD SR, b %L LDL
REM R, Ak LDL DA AT At 1) 7 20 80 Th17 S i B35 A A 1 v T 4, 2
HE % 2580 RN I A 9RE 1) K& 2E[20]

Straface <5[3|7EMEE M T, ISR A 2 M RE JLZE AT KD LA b In N AT DA 0B 25 7
T 4 TR 45 S AL TP Sk [ 9 IR A 1-F2 3 -3-FR B - BE (CPH) , 20 B & CPH #4628 il 77
YT, S5RAEM T KD B LR FLE R 2 THE 1 ROS LA NO ATA ALY . Yoshimura Z5[4]{#
R A B AR S 4 1 2 KD LA PR 4E M ™ 22 1) NO Al ROS 7K-F, B 5t 0 46 itk KD &L
4 KD & #E e i LRI R RE ) L . 45 S R ROS /KSFAE KD L. F KD R IAMEZR B LH B2 T .
KD )L R4 NO F1 ROS fEAHY, NO 7E IVIG ¥8I7 /58>, 1 ROS A BBk, o
— A AR BIBKIR AR ) KD BILRN NO SN N i m . AT RIUER KD B LR N AL REEOK P K3
FEi[21] [22].

4.2. )| Uiy i BRI E S E AL R

A IS P BRI AT LA T s T AR R PR s RIS AT 20 0B 3 PR o R B e [23] 0 I8 P9 B
THRERRRG AT B AN ACRIE M MRE BTG, e - LA g5, S BR ARSI
MR EERREARER.

2 o ML ) R A 5 B S R [8]0 AU B B AR I AT A B2 T RE RS W] A 4 B 75271
M T AFAE, JEREE F R ATIHE N[24]. £ KD Sk, 320 kL 20 i A SA%/ W 4 IR T R
Bk, 7oAEKE ROS [25]. 7RISR T AL Ml B S, AT A e R R 1 il A, A
TR R B R, N E Ak, I HLAT LA AT S [10] [20]. KD Fe ik A2 (1 35 rh /3 ik e vy
MERBIFAEEACEST, BT LB RE N 8305, KD S35 J5 WG R AR S ko AR R AL IR KU [26] . Ab TR
S KD &3 e IR Sk 5 A7 P B 4 B 2D BEFReRS [27] o

5. JIlER R AL IATT

HAT, e S e —2aa r £ UPTRONE, ST TEERK EARAD MR HAZ N EJF, $%
-5 1A R VIR E AR, A B TR T AR 7 o A 2 AR B3R A IVIG 7 R ZZ

DOI: 10.12677/acm.2024.1482346 1246 I IR 2= =23t e


https://doi.org/10.12677/acm.2024.1482346

A

PR IR A2 1T MBI FE 2] MU M T A 5 2 B0 08 87 T B 42
Al JCHA IVIG AL, DA LS.

5.1 A ZEKRFUFNEERZE. C)

5.1.1. #EAERAEAUFIAS 2

1) 4K E

NHEER, —ANELTFEOIREELEER. RMMFENEER R EGUMATEY, %P E SN
o« By M5, Hrh o4 B (a-Tocopherol, alpha-TOH)& &, MG RS, 44K E TEEAE
TAMBERIARE A, SRR ERE AP EEFE S NIEEEELT, B4 LDL h254 6 3 8 M4k
A E 44 1[28].

2) #EXC

NFRPUIA MLER (ascorbate), A& NAARD TR KB LEA R, FEAFETR T, BAGZMEYFEN,
REA PR3 B i & 11 (LDL) f 2 A4k [29]

5.1.2. 5 RAMELFIROME LT

1) o-22F Wy

o-E B 5847 B AR R o-2F B 8 B Hi3E (alpha-tocopheroxyl radical, Toc-), 1% H Hi3Enf #5414k
FATA R S B RN, LA “ B3R 107 A SR IR B A e S A, A BT B kS K R
ML . TSR, 4 a-F B PUE M EER, LDL FALBCRIBIE, — B i bypl e 4 aE,
LDL AR RN SRT, 4 o E EMTEGR Z 12 BE-10 (4G Q10 IFIl J5 = M) Fi4E - & C 3R EEH
W, o-E B B EE S RO, i8R UL A, X LDL 7= A Rk SR S N A FH 28]

2) K C

R C R P PUE B 05— B4, mI w2 v 0 S A A A, AR B A PR if R
(dehydroascorbate), fEIX M EFEF4EEZ C B NEE F(HY), 5EAMFIATAE R A B B 5N PAH
FEE HHFE[30]. B4EE R C M INE 0 B ERAMY LDL ¥, HREETEAAT, FET MRl EA
Tk SR P ot B ZH ) S PR IR [31]

5.1.3. #E4 RAHEILTIROE) ISR A

Pria b g A ol 5 | B s RN, ARG, PRI A R, TR BT TR SRR O LA R
WAL RIE.

Philip Z£[32]4% 2~3 A W HEYEAT 4 20 3 /K AL (DGR S A= R 3R 7K) « SR8 2E R0t HE 2L (7 5 5 I3 75 3 1
REREYRDR I %K), 7254 ER AR — IR 44 3R A (500001U). 4E4E 2 E (8001U) LA K 44
% C (1000 mg), 4EAEZ A RFFs4 K, 4E4E R E A C FF4k 14 K. 45 BB ie 4L Ao IR 2 7e fanvE 5 i i
JE¥ B E, EIRIG A IR B2 B G, KR W . S IR AL S HR 3 1 e R sh ik 3k,
TR IG 4 B Eh K A3 B &k

HICHRIRIE T — 44 R E R CYRYT IVIG T2 &) LI I[22], & h— 11 A5 2, AT
AT IVIG J5 (2 glkgl R)A R, FER AR 23 RIFES TSR X IVIG, RN DR o-4 5
Wy, 4irE% C, FZSE - REILEANNIR, K 6 NH G581 Bon A RSk T4 5K =2 1E
o AHIZEE BRI A, ANHERR ) B AP T RePE . AT ORI KD B3 ISP 78 1M 5] S 1 B
Bk EAR I E o LA A A (B ) L3 PRI, R KD MR 7770 4 B PR B ThRE RIS, # kit 4k 4= % C (100
ml AL ER K 3 g 443 C)Ja v LARZE N KD B3 [ B 7 L 5 AR BN ik AR E A b, 25
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B2 \VIG 697 %% H 20 EL %A B2 [33] . Sabri Z5[34]45F 16 1)) 1085995 5 ) LI AR4EA: & C (250 mg/d)iGy7
1N, BRI S R A 225 ik 75 0 5 25080 ik A g )2 JE P (intima-mediia. thickness, IMT) B3] ik i
WA F K &7 5K Th B8 (Flow-mediated dilatation, FMD), £ % B80T 5 B IMT B &K, FMD 3¥0.

YLEALE ) S, eI T R E 4 R AT s A B T2 B 8 N L ThRe, I e IR w22 1
FEEE, {HFREEE 2 1Ry £ {5 F B S A 4 A 3R VR T B8 SR 38U

5.2. fliTR%51

5.2.1. ST AYEEKIER

i yT 2 3-Fadk-3-F KL Y —BEAHEE A (HMG-CoA)iE JE B H7, i8It 5% 4% HMG-CoA it
JERE, DABRARAR R A R[35]. bR T FRARMLAR, A MhyT W00 H B 42 [36] 1B 5 M A K [371 19T I
F:[38]1ITh

5.2.2. fSTRAYRMELIERHLHI

1) flyTRZYE T ME] NADPH EALBEH 7 IR — 154k &4 (geranylgeranylation)k R B4 & 7
[

VT 25 iE i HH HMG-CoA i Bl , ek [F [ B A Bg A% Hh 1) i B] P20 CEAT T2 e IR A A&
I FEH BTG BIHTAR), AT p21 Rac 2 (NADPH 440 B 1 M 53 25 7)) 7t I — 0, A2 AN e A e 20 4
IR b, 730 NADPH S CEE IR IER R A0S, 2B AN & 71074 ANFEhTT 2R 25008
AR E TR AR, AR VT 855, SRy T /R A B9 [39]. Hoffman [40]451EH T 18
2 B8 e E T AfURE PR 8, BEALY W=, el e Rt T BRI IE EOR L DURHR YT, e IR TT
Al JG LDL 8IS P & & BRI LDL M3, JRY7J5 LDL #RAMa Ak 5 B S48 br, R IR
fE25%0iG77 )5 LDL i b= & 5K, LDL MR EAL 2 B PE BRI, (H BG40 AR EL LDL %A
SO, XK, FENRAITEAR . RSN AT AR B A

2) T RZYRE W KA — AR AEE(eNOS)HIRIX

W TR B AT 2R 259 mr DLdE 38 0 A B B —E AL A A T (eNOS) mRNA 3 BRI EH B, HEmide &
mRNA fasetE, {2k eNOS 1R IE[41]. eNOS mRNA [ ARFER LI NS Rho /5 40 i b
. Rho &—4/~ GTP EEMIZAR, Rho HIVEME SN0 E 2L PR VIFOC. MhiT R EE% ] Rho
AR R A& (geranylgeranylation)id #2. 24 Rho 15 58t yT 251, £ S84l 221
A, Rl AN E S E AR E A . [FFEH, {5 40 R B 22 AR 77 (cytochalasin D)AbEE f5, eNOS mRNA
MR IR BRI . X 3R B 0B 2L RS T AT eNOS mRNA [ 3 SR IR R (b i A2 B, fth
TT250t % RNA A 1 3G TERE4T R 5 k18 i eNOS mRNA BRI, JFH., MhiT3525%ik ] i@
I EARIEALEE 3 WRE(PISK)/Akt/eNOS 4%, PHITINE PN Bz /NE B -1 (caveolin-1)FK A5 &2k 48 N
eNOS & [42]. £ KD FEIMLE 2 /N AR b, AlVT SR 250 mT 753 eNOS ik, FHIRIE I A B2 4 i D e Pk

5[43].
7T 2R 25838 AT LR N i 2% BT ER K, R A S AL . 1 AL AR RS B I |k
fig[44].

5.2.3. fSTRZE)|IEREIGK R

RREA SR 2 A0 MR 7 1) e e vd Ak A BEIRE, AL RO R AR, JERIS 80T IR0 e R 3 ik
J# 7% (coronary artery lesions, CAL) [45]. fiTRZGMHbt 98 Prsadb BRI E N R RS T se A B T FH
1) e 9 FEEIR B RS AT Rk g o VF 2 /NFEARIG IR TR B, MV TR0 TT )5 KD B AR 30 ik 28 JiE vk
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A

by WIRDIRERE[46] [47]. H ATAYT S5 W4E ) LE rp (i IR B2 22 i ELnY 52k R 47 48] [49]. N T
BE— 0 BB TT 2R 25W04E KD S P 7 BOMsEmd, DR RAREA . KB ERFI B 9.

5.3. AL IEETT

I R P 2825 3 SR PUAAL iR T BRI A S o L8 (R RCR AT A 4L [50]. A 22 F DA LA
R TE R, EEEATERI[51] [52]. H RO TEH 77 17 b Fe 4 A2 R TR R I T B T7 0k, R PR B2
3 PR SR A A SR BP0, DLW TR X R e A I B R 2% AR SRR R, D B SR O SRS A i
7, A REITER

LKiRE ROS M EERIE L —, P4 ROS RIMIME N EMIE A5 515 SR SCHBE ATy, AR I 2
AT, 5 ROS thu] SHE AN, FEANMAR . ASGEA HOh BE LRk N AT HEA2 4R 2E ZCERPTR
AT RIS ORI S R 22— [53]. PRIk, 2] ROS Az il i R AL ) 2440 AN R AR L i /b 4
R R, Rl AT A RO e, B Rk 2tk

5.3.1. 5REMAEFEANEAEFEERE AT

HRENE A Sk 150~160 mV (W ) I HLAL, BN L 30~60 mV (A4 67) 1) o i £
KB T Bk I 50 BH B 7 R BB . B2 KN T I S — A SRR M PR B ARG, W DR
RO B BEIR A T2, RABRBIL AR [54]. HENLRARIG, PR 2P nT DATEZRRIA A K
FEAE B B 521 4 R o R 3 AR o

XFEWTT A B 544 3R E (MitoE2) [55], 12 ER(MitoQ10) [56], idZ & L (MitoPeroxidase) [57]
G5, PRBEFRE, XS RT DU I S TE SRR A R SR AR, IR S SO 20 45 4
Hh PR AP 2 MitoQ10, ‘& FH— /M2 B BB — ANt JE 8 5 2 B 1 PH S8 1 B2 1T AR
[56], MitoQ10 ik NZRRifAf5 Stk At iz BT, SRIGTERFIREE #5260 11 IR, PR H BT
REME, T MitoQL0 = BEMY IR TEZR R P I I, FLTEMEPTAEALR 7 (12 B9 RE BB IR N ZRRLAR N3, DA
MR TAE.

BEEVNKIAMFZ I 2 v fe 2 FEBORIR M B FrERRA N RS R, AR, 33
LRI s BRI T E B IR P S LSS AR AN 23 R A [58] o S MR I FH B8 73t N 2Rkt i ik R 2 2 PR, S L r
YR E H5 LA PN BB T IR ARG IR B, il o 4 24 225 SRS A M A R B8 FARAE, 22 AR 0 S I e O 2 10 32 T 28
Frfa At BRARGRAAII ™ E, ARe4ERF IR R BB, B SR IR MERH B E Rk AR A A
REIZE I 20 M 25 L (R D B e, AR BR P AR R R I A T R R A, (HR LRI

BPSEEGAIE I R MitoQ10 BT LAsk/b /N R BE R, R ANAE, JFH KB DRz e R, b
SRR H B G2 T A 0 1) o R 3R 0 5 A5 P S AR B ) BB AR R R B [59] . 7E— T AL MitoQ10 A2
T BRI 4 AR R J8 BRI RIS, 48 T2 T 0 SR 8 Y8 97 (1 < A3 28 25 IR FH 7 oA [ 7 B2 (40 B
80 mg) ) MitoQ10 i 27, —4E 5 4 B iR MitoQ10 A BIME, %28 a4tk BT, 12 MitoQ10
52 AR B35 22 R [60]. [RIREHE, 25081 P Y 58 3 B A3 IR P AR A [F) 72 MitoQ10 B2 it 71
Pk 28 K, ERER MitoQ10 W] T KA INTE ALT /K°F, #2728 MitoQ10 RIJ& 4% HCV &KL 5| ik
IR AT, HROm A RO B T ¥ P A TR @I I [61], 1Z I IE W 1 2R AR [m 5T A 1A BB YT 4k
AR A T BRI -

5.3.2. SR AFEERESERSR A TS L5

LR VA [ JUE 22 2 R LR K PR S L R RS B A, AT 3~5 ANIEH T, LA ENRYE[62]. ¥

P B A7 5 0 I K 45 G RO RT 3gE NGRS P9 R FEAE A, 80 e Y i 2 R ke i AR o) K 285 5 T S )
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Szeto-Schiller (SS)-31 JIk[63]. JF H L m] LUK SR IEIERH & 7 545 A ST RIBE R kS 5, ik — 23
BEANLRL A BE 71[62] -

SS-31 fik 5 LMok Ji (LML A A JEE L AT 8 B ) A e 2R A 002 3380 SS-31 b N b A 1) B R R 22
—, SS-31 k] DLk SRR N IRES &, AL ROS P2 AERIEAL, MIAEE LRI JE 5T [64] [65].
SS-31 AkAESh S b IR B AT USRS AL R A A, DR R NI 2R D G 32 S 45193 [63], JF HL %2
eV RYF.

LRI R BE [ IR B 45 25 FEAN AR MR VE R & 0, (ERE R AR EA RIS, ROV E W e iz B
DR A AT S0 AT A 2 1 7 5 3K R R AT AR I IR B 28 5 TeA A R 661 H iS¢ T3 1) ik iy AR5
HARITIE, AIRESAEA ARPRREAT

5.3.3. HigRFBEnE L5

R T DAL KA A B AR SR AR M FH B A2 R CAAE 3 HAth i 77 VR BT R R B AR, DGR
e FH ZRL A P I AEAE I VR 2 e S L o B, K 250 i o R B A 5 Ik L ik Nk N [67],
TX VAT LA T3 i PR A K T TG 92 A8 Bk g P B 25 7 B ) B ) 24P B4

IR v A 2R IR L A B 1) B LA 70 P - ) U8R V6 7 RO AR DRI A, AE R 7 Ao L 907 P i 2 24
VIR TH &SR . A MitoQ10 MGV HELE YT 5 2 A RS LR KR, 4R BRBEIRIT
I /20 % BB DA KO LT 4EAL R EL B MitoQ10 BRI B AU Vb IHAL B 0k, W 7T RN
MitoQ10 A7 & (st i 77 20 2 # ) M K5k & 1 A B O WU E[68]. £ 53— 7, SS-31 JIkny P&
EHH ROS 1748, sl ) BB s, PR R AR T, IL-6 MR SRIER T o, 1fi ELAE
FE A 40 ) ox-LDL J518 J 3244k CD 36 M1 LOX-1 f#ik, /b kg e s A e E il &, A4
S Bl K R AR P 3k R [69] . SS-31 JIKFT LA E Bl k4 8 175 5 70 O T 88 /N RO TR . AR O
WEAF4E4[70]

LR LA [ A A AT R R E AR R B SORE, SO L N R ThRE, RO R ER, BN
U5 AR BRI T R e, (ELAS T R — 2D IR 5T

54. %

Ha i B HIE S5 ROS gl M B PE i s ¥R 2k B S L I 0 AE R B H 55 (ONOO-), AT ik e 4t ff 52
FIEA N AR o (RIS S0 AT DA S (2 2% 4 6 DX AT 28 40 B BRI RE T8 . A FH B9V 22 1 (OVA) i 3
/N BRI, NS AT AR /N BRI 1 S S A RO B R, FRAIG TL-4 AT IgE 7K, 38 I B k4t g
TWERRE ST, G E B A BEREPE[71].

BT Ho MPTEAE R DU RAE , Ho ¥097 CETFRVF 2056, Wi N EUSn] ek B ifn 7 v 51 ke
(7 A RO K RN ZH R O VAR B 15[ 72], LA R 50t 3 et Jils 2 K8 38 Do I PR B[ 73] A A 3R B,
Ha TN AT DA 60,455 o I 25 40) B S AE N (2L 2R 45405, BB scs DhRE AN TS [74] B0 & e th s A
KIBYT KD B4R [18].

6. RRE

FENN U B SRS ], #5945 ROS 745, H5hI2 SE], ROS Wl HES Y. FE VRl )1 IR
AR L BATT BRI, ROS 7K AT BEA2 — M I AOTE AR o 428 i AL L BT RE 2 250 )1 [0 S8 LK T
FENURH S 025 P LR AR 1, (R Lk B e e, EAT R AN A U5 2 a3 OB S v g IALAE) 7T B
Il 58 ) LIS A 8 (1 1 R A S R REREAL (0 XU o SRR KT S0 58 22 M OGTE AT 0P R e 28 L AR
B iREEE =R il P 7 | Pt A D R R LU =R Sl
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