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Abstract

Kawasaki disease is a vasculitis disease that is more commonly manifested by fever as the main
clinical manifestations of children under five years old. It is the main cause of children to obtain
sexually transmitted heart disease. Because the clinical manifestations of fever and rash are not
only seen in Kawasaki disease, but also in some infectious diseases. Therefore, in the early days of
onset, parents of children usually use antibiotics as a treatment of fever symptoms. When the
symptoms are not controlled, they will go to the medical treatment. At this time, many clinical ma-
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nifestations of Kawasaki’'s acute stage (such as rash, lymphitis, etc.) have been retired. The diag-
nosis of KD mainly uses clinical manifestations, so it may lead to delay diagnosis and missing the
best treatment time and increase the risk of coronary pulse injury. This article mainly summarizes
the etiology, pathogenesis and diagnosis and treatment of Kawasaki disease.
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1. JIlIER kR

KD & —Fiigmg) LI a2 KRG ME R (1], EEERERIN T KD &, K2 olimH—
BEAFES . 20 th4 70 44X Takajiro Yamamoto {84 (Ff AT H A 7R 57 36 45 e B B ) LR AT B2 i — AL
KD Il ARSE AR B8 I T 70 i 50 7 32 3 RREAR o 93 B %7 Noboru Tanaka 18 75X — 44 ILHT#% 12 W o4 )1 big
T LB EAT 1 7R R IR AR BN K ML AR T e Athoxh 10 2 — M B R PE . TE R B RE i S th 1 BisE. &
R EICER, BEFCEATTA NG IESZ RN IR RFE . 28— NMREEIEEAT I KD 3 51130 B I (R I R 12
AR AR N R B LR AT Takajiro Yamamoto 18 +(T. Yamamoto, personal communication, 1998). fii 7
20 AL 50 SFEAKA 60 FARH]— ELAEMAZWER B 1966 4 12 H, fhH—4% B3 RIH A KD il
PRAEAR,  FEAEA 7RO J1 =2 0 4B T . 1968 4, AR RIS AR 7 — 8T 23 B HE 1k
i, HA 11 1(48% )i it O ARSI HH R o X e 2 LS L AR S O IE 2 R R KSR A I SL R RRE . B
I KD FeE IR BN K L5 58 2 18] ARG 3R A5 21 1 AR AF HAIE S22 R b2 H 7 )0 s 26 ) LER 3 B CALs B AT R

2. JIFRHREIRITRE

085993 P R AE A7 AE MDA B (B R/ O MR 22 5. — IR AR B, A 105 2 73 256 A 2008
1 218.6 A/10 J3 N EFHE] 2015 /) 330.2 A/10 J3A[3]. HETRE Ss H AR KD KW E T a8k
A, sHEAHEGEHR. NEEK KD KwEAR, HEHRAFIX, HRREBUA K] ERRE
EZR, 5% LR JLER KD &WERA 5~22/10 JIAN[5], Hob—SEREm AR . B, 6355 H ik
ERTRR, (HEEMME KRR E 6] [7]. HA. SEHRS AR RLEMEEZRK 10 500 E, FHH
eIt 2 A PR R R N8, ERE, KD Mk E LA, AKX E A —EZR[9].
— I3 T 2000~2004 1 0] AT FEE BoR[2], LR, 10 & S B LR JLERARRM 40.9
Wz 55.1, bRt 7 RBGEA[10]. WATHRAPTAT1L] [12] [13]87R: 1998 2 2017 4, Lifg
H X )1 033955 A R R IR 3 BT HEa A . BRI 1994 514 10 /54 5 5 LU R LEH A 26 A FTHE
2000 “EMIAE 10 JT4LEAA 39 A, #2012 EHIEE 10 FiR)LEFH 74 N bS5 REMEt, MiFE
FENRE RO R R TR [14] . XL FIESE 1) IR0 K A2 s 22 5 o ANt ) 195 1) K0
WEFENAX ERMER, HAEMRE 7R EE, 20 1 307 A6 sEWRE 7P
IZET . BRIN I ZR ) 2 0T 427, FRE—TEH 6T 2012~2016 4F )10 & LEIRE Fo s R B, FoRoms LA
BRWET, SREHLAMX AHEENRL[14] [15]. REEFFZURE T NIRRT R @A, B
TAT RSB IRAFAE— E R IR, IRUNAE R R [ SRR v [ 5 mT RE DR R 25 A AN JE R AE B8 3820
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3. KD B35 EH

BEAWEFER, NIRRT SREZ RN A K, FERER R, L. %k, AEERER.
KD HIRA AR5 2 Mo JE ARG A 0%, Wik aE. dHpa . il 9 S ARSI gy, G 1 70 o R 5k
TREE IR TR 5 . B 55A K(16]. AHRkIET H, B RN f R g B R R
— Sl ERE R R L I T AN 5 A ) 1A I R REAR [17]0 —SeBF AR IR 5 e A 00 1 — RS 50 (A«
RGP . KRBT R . RGIERE T S5) M oG 12k R BUAE KD P kI, e BOR B G
3 (Caspase-3, CASP3). JULEF 1,4,5- =M ¢ (Inositol 1,4,5-trisphosphate 3-kinase C, ITPKC). CD40
Ligand (CD40L). Fcy receptors-2a (FCGR2a)f1 B 4 itk ELAESUEGE[ 18], BT AT BeAA 45 35 A i 20 i@ 1%
—SER SO B P R T RE S AR ZL B IR N, AT fik & KD & AR, SR H A v JC A I IE B R B I
MM TERT Hr 2 KD %K% 818 1) — I IC A 56 B 7e s, 37 4B FH 2N KD, (HEA IS
RPN SEMEEA L. R R, B, RESHEREBS KD REFX, W KEHBHRE. Kb
5 YA AT DL ] R IR PR R A

4. KD B & RHLHI R mIE T

KD R DINLE] H TR 58 4 B, BRAE AR BT RENLAIAT: SR RO W Mas . RYERNL, M
P B2 2R 45 5 e R 19]

4.1. RERGREHE

KD 5 2 ot 6 325 4H 32 7 PR 20 BB A O o 388 e Y800 Sl R M S 8 R I 7 P 28 R Sk S ILEU « — T
U U595 7 Fok 9 28 /)N BB TR PR R 6 45 RS CD4+ T 4HiJfl. CD8+ T 4B i i 451473 ) i & BE [ 201, T&EIREh
A 4 A 0L AR A A K B Ak B A AR S 4l il (Marrow-like dendritic cells, MDCs), X 2441 i n] 4%
WOE T 20Mu[21], #E—PUliH T QUH7E e R M EZEA . Bk, X2 T 46800, &) MDCs FIE
WG £ PR3 T FE I AR L, B 5 R G 8 SOME[21] [22] [23 ] 3X B JE (1 S BE 40 B 7T DA 25 B 38 44 A
PERGINTIEE, HFEGAERFIRERR, M5l K™ &R & HR[19].

ITPKC & ITPK ZXJ I —F [F Tl 2 —, #E0E I ITPKC {2 NLELEER 3 (Inositol 1,4,5-triphosphate,
PR, AMEHEMBRAEKEE. ©25 7 2MAffE 5146 2, £ IP3 4 T A2 dmfilEs
PR R AR R IA I TIP3 2R N4y Ca® /KT, SEUEIL T 40Hk% K F(T-type nucleus factors,
NFAT) AL . TL-2 (7= 2E 80 T 4HPiE 1k . ITPKC 3@iL FEWT IP3 5HAZ AR MM EAEH], fuaif™y T 48
JiEAt . MAHLHI_EA, TTPKC KX —HEE T fe s o T gupiste, (edt 20 MAE 1k, 30 IL-18 1 1L-18
P=AE[24]. BRI T 0B 00 7 s A 2 )1 IR S B 4530 1 1 L BR 19 [25 ]

Ak, BIEH SCHERICF[26]7E KD 2, 1535 4 )8 & AR (Matrix metalloproteinases, MMPs).
CD4OL [k FETHim, HrbRBhk P 1 B e b TgA M. CD8+ T 4R, VLK TG 5 kiR
filik 7 KD &) LA N I BE A S S . MMIPs o — it 25 i 4 DX~ 45, 400081~ 805 8 B 1 1) A IR 7K e il
SARZ RN MMP-3, MMP-9 4§), Z5MEAMN. RIE R M. MMP-9 2 L% 5 5 <8 H
it (1) — T, ik 77 AE 40 0 AP FE i (extracellular matrix, ECM). — 33k E E X ()56 T MMP-9 5 KD % & ] Meta
SRR R 19 s SCERIRGE T, LA 993 4 KD L, HhaE 354 5l CALs L, 45REW KD Ifk
CALs & )LILIE MMP-9 ¥ JE 5 A A& JF e k57 A b 2 58 G 28 (P < 0.01) [27]. X TUgs FAIESE T
MMP-9 5 )I[EHE A : 2 MMP-9 /KFTFmif, KD &) Lab Rk 75 i R B 2 T . X2 [F
N MMP-9 7] LLSE M DR % 55 . i T3ty LA B S5 A G ML, AT 5880 KD A= .

CD40 1 CD40 Bt {A&(CD40L){E £ Fi AN [FI4H Ml 77 7E . CD4OL J& TNF FEMI 61, /MR T 41
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WeiE b 5 2 =R A CD40L, 55 NS 5% S, BUSHRAERN. CD40/CD40L HIAH BAEH 2 517 ik
TER RIE N EE[28]. CD40L/CDA0 FliiE NF-xB i HIFEAL A K 8 1--B-30% i 1, 183t CD40 #1k
A KR F-B-B0E B 1/NF-xB 15 5% S0 BOB0E I /N,  DURI B /N 3 S i [ 290 — T004T St
KEIU CD4OL 7)1 e £ LA VR F A 72456 FH ot QA B A =2 7& Ak 1) CD3+ T 411 B CD40L £i&, 5
IR IEH B9 KD LM, K KD #JLHITY CD40L FiLF b, ZREGEELS I FE (P =
0.00, 95% CI: 8.92~20.30) [30]. X I 7845 Bt S L SRAER T CD40L 7E KD & A

4.2. KMERH

J1 055955 TIT R g 5 S R LR e S 5 A RE (A BRI 98 o P4 o A8 DB « RSOk T 67 R T L LA 25
SR SLFT 51 HER[3 1] o ST A% PAY 28 S AP S SR S5 7 PTR80S B 4000 5 T DA R 8 JOAE S R
KD Az i 2B R o 5 S A S B A SRR N RIS 5 0 1, TR s 0 s S A A 3 PR A 4
PN, X — BB B IR AT RE SR T893 S S0 9 RE A S e B R AE [ 32] o

TR ESGH A T A0 KD IR S (1 5 B K PR 3 o KD /) B ILES 98 993 25 [ 4L 4005 B 2 B 70 Sl s 28 s or
FEKE CD8+ T 4ifid. CD3+ T 4iijfg[20]. KD HEHAZIRAL CDA+ T 40 A% 40 S AT PR 40 i 1 £
BN, WRIAE B 41, CD8+ T 40AAE AR A 1 40 M i kb

AELHL T B RS RT LAT B G S Lk — P R . T ZH A E AL T AR RE B AR A K
I RAEDE 7, DI 51K SAE SUSE, BT B RE 70 1 B L ARAE . T 51— R 5 LR R [33] 0 TL-1
IL-2. IL-4. IL-6. IL-10. IFN-y. n 1 TNF-a S5#0/& KD H i 2RI T[34]. KD shikEER) 24
o WA R T A, S BB IL-1 FZAE T RSk N B4, TL-6 JHid EAZ A B s/ KD
o B R RS R AR, IR AR SORE B AN B B PUA AR IR N SR M 8, S BRI AUE
GRS TN B 51453 [34] [35]. BFTCEEREM], 78 ) e I b Rl ik b, A 2 R0 A3 I (e
VERIZRAE . WM. DERRIERIANNE . EREANISE), SRSl IK A R AN AR [32]. TR
AR, TEEBR B0 K P 5 98 18 A Ao e 2 A5 A0 S UL A T BORR AN T 4L, AT PT RE S
BOSIR BRI HITE K[ 18] -

4.3. INERRZHGRREE

AR (Oxidation stress, OS)Z 5 1 2 FluCa ML 9o #HOC R B AR BE N, QN FZ ThEERREIS . 14
RIEFBNKRFEREIL . ERAERVERRE AL, RAEHAR. L N B2 40 id(Vascular endothelial cells, VECs)#i!
I~ WUAR A T DUREOE PR A BEAML 2 i, XS BT OS WIKRAE. EAREERES. Bk
SEMPIFAI R TS5 NF«B BUE . SO0 MARTERG. MRS PR Dh R R i %2[36].

I PR AR 12 ) Ry 05 R 21 1 43 BB EE A KD B8 ) LA P9 B 0% (10— 5% 271 48 e K1 R 46 0
A H, TNF-a £ KD RAEFER T EE/EH. TNF-o 7] D3G50 P40 BEA GR35l , Wi i
H N E DRIk ES, FEON MR ARSI IK A4 E o KD 55 1 28 S DA 738 i B 1) 4R S 52 A4 1A T e B
W, FERCRBNIK A 4R AR SR, AT SR U8 R [37]. BEFERE, ARSI P B 40 b d e
R 77 BOAR S 1 10 5 BT R vT RE SR 2 30 KD $A R 2 s OB R 3R, AR KD &) LI 7R 3 ik
PR IhfE . U P9 B 2E KK 7 (Vascular endothelial growth factor, VEGF) & T~ — S 4K 2 (4 2E KK 71
ML ANRATAE AR R R XI5, 5 R 8 AU 1] B FR) =4 JDE 2R Bk 2L 1 ) 2 e R 45 5 (38, "B e ik
I N R AR KAV B o AR rh i) 32 BEE B2 A N B A P s 3 AR K I TR . VEGF Kk
A BN : VEGF-A, VEGF-B, VEGF-C, VEGF-D, VEGF-E, VEGF-F Flfa#itEKHF, &
THEAY AN KIEEBEMER, AMMMERKA R ERM T REREFRYR. /£ KD 24, VEGF
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55 BAT A0 S A SR T 8 P B2 (Endostatin, ES)ANFRAERFENA T4 MORMEZ [H Py 428 T SR
KD £ LILE VEGF FI34 AT 58 £ T S0l N B AR A R [39] 0 — THUEHT ) 1T ey 1) K LA T RERREAS 14 2%
GO E R R, BB e IRB KR 5, IR B A7 A2 K A B2 DO RE RS [40]. AL, KD
AR S, 2 RO RS A R 453405, AT 2 S B0 E Bl K 5 25

BEAh, I P REIEYE AR AR KD IV AR e AR . HEIE N O RO T et A AR i
B G ANEDR 7 73 Wh 417 IXLHLHISE R 33T KD B3 I Py B AR5 A 2h RERRAS

5. KD Fr B89 Bkisids

R G B R O . ROAES BUR IOE A IS N B R S %, TR IR AR AL B, AR
FIRES| K KD FIe k450 - CALs & )1 5™ B ACRE 22—, CL28 N ) LR i R o 7 P 3 22 iR AT
XA A RS A T MK B[ 42]. KD 51K 1) CALs WRFFEAATE, TRES SEUMAE A . FiIsEE %
PEBE[43] 0 I3 SO 300 0 R S N S| R LA A B A B A 07, RS TS 7 A e ROE AL G T . Xk
PRAE SN TR B K P Bz 45 ) B 2 JEL K] [44] o

6. KD FTE CALs HATgEfe e E &

BT KD (05 5 i AN BB, EARAE ™ 5 00 5a kI F A, R LA e Sk 22 () 9 R 2 5 0 1 R it ik
B fa e R 2%

H A AR RIS T CALs fp5tE. BURER S, HEEIRKE CRKETRER. 5T )60 R e 1
U RN, KEW I TR w8 )1 s st Bk 173 7 S [ 25 . DUAN %5 A\ [4517E— T 986 1411
U35 BB ) LN e iR R I BN CALs BAEMIS Gl N 2. BANGHF IS RER . BRI RS2 )|
U597 7. Pk 97 7488 11 fes Iz TR 2% o A, A R 0 S s s i 5 v 00 1 R 26 ) L& A e ok 22 1) T eV B K [46]
[FIS, A FEATEH e R FE . IVIG 53R CALs KA RIS GRS . LA )1 ey i) e Fikoms 32
(B0 Fa G R B AR, & TR BT A3 tH R 4 R AN e G —

YERE 2 B IR (R0 5L AE ) 1 06 3 K R A B AR FH o JOE A 0T (R R TN R e — 2 i o %8 S v
AT DA B0REIR B K L P R A 5 o TR Lk, S8R i 2 IO S PR R SIE AR ARTE )1 0873 28 ) L (2R AR Ot
—IEEXT 2014 4 2018 AF[EIWLAERT 208 45 KD &) LB RHEAT it 5t , 45 R R A2 (WBC). C M
# A (C-reactive protein, CRP) [ f#45 & J& (Procalcitonin, PCT)/KF- 5 &t ik #5145 A1 55(P < 0.05); Al {E NIl R
TR0 CAL 13 HebR. A 45 R BoR, RYEFEFR CRP. ZL40 1 T B% % (Erythrocyte sedimentation rate,
ESR) 5% ) 1|0 9 2 )L & CALs IfER R 2K [47]. L B4 RS 4 A 58 4 — 2

U873 e R B Bk 4534 1) R A2 Tl g S B0 MRS, A 51 2 O IUEEFR AR 2 1k o A [ 2 AT 72 T KD
L ULEE T AR (b2 75 5 et kR 0%, B L SREG 450 CAL 41A1 nCALs 41, dF KD )L vx a4,
SO UGS A 25 485 B A0 AT SR, I PR VA 97 AT SE S0 20 1] CK-MB /KSFARGAT 35 G it 22 25 (P < 0.05),
XE W KD BLIC NS A2 7] fe S5 RSNk 0456 o< . 233767, CAL 241 CRP F1 CK-MB %3 B35,
X IBAM A BE RIS Z 7P < 0.05) [48], B 1) & 42 1] Ge 2= s ma O LR B 1) 484k, AT R
WO NI EAR B, DR X — SO0 45 5 AT g R 0 T ) 1 065 99 2 75 A7 76 o UL 55 1) B B o« (R ATAR A
W 7T 45 F o e 8 LG WL 4%5 5 st AR 2 k451 4 2 TA) A 2 3 1R 56 2R [49]

ZR FRTIA,  BROGT ) s et Bk 13 (R T e A B IR R AR T AR 22, (HR TG 20 e 3 I i s A HE A

(8 b o
7. KD RHE CALs B9iSH

S 20 20 60 FEAR I A R I, AR HAS WA 58 2R i (0 SEB0 ShRvE, & IS WK SRt
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THIGREIM . 5 ONIRRZ Wi BB TTRRCGE/SEITRR)Y [50180H T H EZIRREHE: 1) K#: 2)
WAMERLE TR ML 3) MEJE R O s AR4h: BSR4, BaE, D RWMERAN; 4) K2 5) KiEE
fh: T HERLD. KM B 6) FERM LMK, 553 E O JFW Ph 22 (American Heart Association,
AHA)IZII TR G [S 1A LB, HORFFEEIT B AGESR . T AHA FRE R AREORT 5 Rag BB,
EAT B H A E I PR A o LRHEE A0 T R (2 B 7 LA LI IR R R BN R B %, 456315y S0 = 4R
PRSI o BR AN Al AR B, NS R O3 B R/ ik, B 2 T~ BUSE 2 AK4E, WA B
B2 582 KD (Complete KD, CKD). fEHFRRHABZR AT T, N E5 2 “ B ImREFE”
—UeREl, HEE A OB RERERSIIK R, BEEH L 3~4 MIEREETCR KI5, FA HAd 0 w]
PLZ W AN 584 KD (Incomplete KD, IKD). i /& T E I RAFAEH 3~4 DRI H TGRSR Y 5k, (HA “H
il 35 25 R R FAE . P36 A (SRS RAE, T2 IKD. A HoAh 5 2l R (AT Ih RE 6 . I/
B, FR/NT 14 BNP febs R 55, LARCRA —A 2l RAEFAE R R 206 #8452 W IKD.

KD bRk F 120, N2 s BT RCGENEITR)) g th 7 UIFAsE(E R Z o7
GritAt): 1) Bk AR Z B > 2.5 SD #ifiz; 2) MG L REIEIL, EkNAE >3 mm; 3) 5 Z LR
B)L, KN AE >4 mm, &2 UL EAEERE, 2w RS 5Kk . Z B VP & —Fh b = AUE
ity AR H I el JioRa et ik P 2 55 R AT 12 W o KD 1 bR ka4 o I PR BT BASS & i A=A Fe Fr (0 CK
CK-MB %5). JeJiki& & S8 4 Wiz [ 52].

8. JIlEHm R HH L AERYIETT

XFF IR, FRATIARYT I H RS m . TR E, TR aEREn k. 1980 R &AW s
HOR 10 RINERIKESS IVIG, BLE & FGTT T LK e RSNk R I R AR 2% 2 5% (53] [54]. Bk 4 H
P BR A 1 (Immunoglobin for intravenous injection, IVIG) & — A4 M5 7=, 1981 4, IVIG B XA T
YRIT SRR o BRER [ IIRE AN 4k R 1 28 1 /N 9/ M S8 L (ITP) & ) L. 1983 4F, Furusho %5 A\ [55]% 56 4E
KD B JLHE A IVIG. H BTN, £ IVIG 677 )1 s (KD )b 428 il 48 Ak 22 56 B 2 o 56 1 O JE 23 AHA [51]
B, BIFERDIR A 10 RN TP AT EHITE 2 gkg. BIULE K SHBKA5 10 )1 05975 /1N BB A 26 2814
WESE T IVIG B8] TNF-o IL-1 SERVEDR -, AT FES 2 2 S I BE e /EH . TVIG BIPTRAE
FH T e I T T 40 (Regulatory T cells, Treg) &K SZHL[51]. H4h, IVIG e &4 Fas Puik, ]
KD M E WA 3 G = 8L, A BRI E . BME 2, IVIG FINLEIAT LUy A& gt
PURFREE, ] TNF-a, AR EAME B GP0Ak, R EGRER, WE B 40 T 40MmRIA,
NI AR B4 2 80 . Muta 25 A\ [56]3R18E IVIG 1897 10 K J5H B T-/b %A 72, {H CALs KRBTSR TR
e MG )L, X IVIG BN, XU IVIG M E LR CALs FIABSER TVIG Uit LY
I, 75 BN At T R 2 A, s F 2R I R AR (57 ). — T IVIG KAk e Fa T )1 g ek ik
ST A BEHLR G AR SE T IX— W A5 [58].

AHA F13£ [H ) LR 2 (American Academy of Pediatrics, AAP)HEFF R &) JCARFI IVIG BE& VAT & PEKD
BT = ICARIC & TVIG 76 KD @iy R PR EH, 75 Sty g buil/MER[59]. 45 AHA f&
T L S] w] DU AR R 48 FH B0 80~100 mg/kg/d, BNV SN B0Ch 3~5 mg/kg/d IR, H74E 6~8 Ji, LAk |
PURRAE o a0 B LI R CALs, WIZkSR AR FHZ R S0 w1 VT AR, B 450 75 0 3 SRR Bl ks A8 3 2k

B 57 B 2 (Glucocorticoid, GC)&—Fi A R, ‘B4 W T - Tk - ' L ARG ~=4= 17, a7 LL
VAR AR LA R 50 Fie R GURR G 2 1E A2 3 B R RE[60], IR AT AL V16T H & Ful RGN -
GC ] 5 S B AL B 2 S0 i 5 il B L FVE I . GC fESHR A Fh - ZE )Rk BRI ZH 4%
RSN A . o, KEBEZARE SRS, S5HAMME DNA FEI454, i iE405
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W Z R R 7, G FEYHM R 7 e MERE, M s Bgn i o TR TR, X — A2 i fE F BLE . GC A
SIS Fsh BRI N, T DA RO I JOREA SR S, T B BB AK KD B LIR
RREAKE,  HETA BT k> RSBk A fE B R R AR . R I, GC Xt KD [3&E MAEAT SR AF1E 415
AHA WA AE 2 IREL 2 UL E i TVIG JCR A B2 [8Af A GCo Lim S5[61 75— T[] B P46 72 A
FU T HFEKFATE KD IO, TN AN, BEAHIERFART IVIG IR PRSS R AL, BN RE O 45
TR AFFLLEIS ), /D3 IR IVIG B HRE, e ERn i, JF BoO i 15 %A Bk .

H AR L C 2 M IVIG 1R R ) IaTT FB . RAE W, AR B R 3 bk45 47 J5 80AE i mf
fit. KD AT 51 R o USRI A2 R AR T BN 3 Fik P S JEE S50 130 N Bl o 387 s e /N BT B [ 62, X S8 e R
BN 1) J5 3ERE W] e 75 B2 A B AR AR R AR, DA IR LI e AR . AT K2,
YT L] T 4HRVEPERIIESE . TNF-a 197~ AE 15 48 55 (IBE(MMP)-9 (130G [63], B0 L Y K2 3)
BE[64]. )1 W95 0o IS i JEUAE T2 T A5 R (JCS/TSCS 2020) 46 g N T4 Tk ik 45149 ) FB L rT AR B8 P 4k
P T 2259 A et ik S 380 0 28 LS 1% B IS P BT =] DO AR, Jdd 4l ke 38 A2 SRS /M R 2R,
IR BT =] DU AR B 22 et R Bk e AR VR o 3k BT DU FH LB 2 i svibk . IR R T Ity T . nak, xb
T L0 e kA 1 R ) L mT DAARAE S R0 497 15 0 HEAT e kA NTRTT[52].

BT KD bR Sk 5 BORE 1) B (65 ], PRI AR e A T R BRI 5 R I LE, MiZEgm &Y.
BARBIRTT ARSI SZ B RSB K K hn[66]. — BIERIEIRE IR, JUFER—A T RES L), 2K
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