BBI6 2 FEEEELYEENE
¥R B8+ 3 BF%e |

HBERBOZ VIIGKOEHIKRKE
— BRI —

( 7ER%

BEEAE

NI O MR AE OB BF, EEICBIT 8% )

R T

ﬁﬂﬂ)ﬁ@ﬁ&&v‘ﬁﬁl% H 5o

RHURE IBH, EXEEHR, 0L RERR
PRFE BARETHAOKXRTTE 6 mbl k0%
BIREASEEST 52 L2 EE L, FERIL, O
s, BMEOCEETH Y, TEHIREOH 5HEE
RFEC 20 TE, LLBBRTWE 27, L
L, NBFHEBROK 80%% i 5 BHIRE2 2V
FERAOBBRFBE I DN TIRASNTVAEY, #
T, BERE O WIKRHRAI BT 558
RIRE 0 EEMBENT 2R %70

iz, THRE? 2V (EBIROABERE
AmbL F) NBHRHER6 ITH 5o T, JIE
BoBREXRRVW 23 Ao 4Bo8 126, &9
Fingt21flzgavbr—ndLik,

HEke, BEGAO 4 p0EROH 2R, ~~
VY Ve=F OV (HE)REBB I =5 R F
He7VeF—VV(EV)REE L, EVHEA
ELYA %2 60~-160fFcEkrv—2AL, A

BoEs, ARERBIUFABOEARZ (L1 2L2).

HHEEROTERERToRE (D)2 ER B E
BERAYTFHAL o

HBREBLUEE avir—1izB2ETEHIR
OFAMEO TR, 1ERHEO 126 T ABR
1.8 mm, PIBMENREE 1.9 mn, PIREMER 0 BIRMTH
81%, ABERARFOES 225um T(H1—A)
1W—4RETOIFT, PABRELYm PIRHHE
WE2.2m PAREROWBENHEE2% B LU W
BEoBRARFOES 290um TH-72 (K1-B),

3p At BERIER XA o0, 2602
SEH(18/KH, 19FA)IRCO3IYyAL IR
oBRT, NOELEEH -7 (H2—A ), KER
DE X, BA300um, 345um, HEIIRAER
2.3mm, 2.0mi&HAn=zvir—nERzzx
TWie, REEROWEERZE X2 v F e -1 R
AThoto 181K, BIBE (RE2F2H1ARK)
IZLAFPOERCHETLEART Y A0BET,
WO = 2 — TR IER S -2 8%, 158
CEHERL 7 BEE, EBIRAEEL6m, A
BYERE 2.2mCTER EBARTH Y, [MERIER
Rid7zdr oo AEOEEX80um L2Vt e
-2 ERZZaTVRE(E2-B)

1 HBAPEZHE=/ANH ( The third divi. Dept. of Internal Medicine. Kyoto University)
2 WBEFREFRBEEREWZEE (Dept. of Food Science, Kyoto Women’s University)

—146-



1. 3y bA-LICEDT B TERR

A:10»ATROBERT, PIREROKENHNIL186%, ABRRKATOEE1484m

Thoiz (EVHE, x40),

‘B:4§tEOEﬁWT,ﬁﬁﬁﬁOWEWQﬁZLZ%,ﬁﬁﬁﬁ%@ﬁémmmumT%

o7 (EVHE, x25),
A REER, § o AEER

A

A:

—147-

K2 BEREEROD - o) G OEB IR

18HACET Lk 37 ABROEEHRTA
mERPEH BN (HERE, x100),
22 ABETREL4RT » AoHRD
FBR. aELIEEAEGNRVE, HEOE
£132450pm Thofe (EVHE, x20),
PSR AR



3 ok REBIIRIERS 2 2 5720 26
MR ( 9%E, 22BA) BT 107 ABR
37 AKRTH B, BEIRABE, HEERE,
WK OKENS, NE0ESIa v e -1
HERNTH o BEREIAR L ARCBEC
HZoh, PEOEKERR CH-2 (H3—-A),
2R, 22HBEECLERTE, BHEL==

—CERE B LU BRI A BN oo 1611
BIBfI46 A AT LA 110 ARET, KR
REE 7 FYREERIETH - 7o 288G+,
WigO= 2 - CEBRER L UIhRIA SRR
oo HIER, TEIRINRS X UF3ERIEL R H
wiro WENHEEIEE S RAFE 120 pm T2 ¥V
be—-AEENTH - (KI3—-B),

3. REBIREEOSH - o) | BFRES] O EEER
A2 2BERFCLES » ARROBBIRT, WE, ABCBEOKENASNS (HE R

é) XZOO ) o

B:46RACREELLART » AEROBBRCABLIERALNT, AROCE I 1204m

TH o7 (EVHE, x40)

X i3
1. Fujiwara T, Fujiwara H: Frepuency

and size of coronary arterial

with Kawasaki

disease(miucocutaneous

lymph node syandroms). Am Heart J
96: 744,1977

aneurysm at necropsy in Kawasaki 4. Fujiwara H, Cheo CH, Fujiwara
disease. Am J Cardiol 59: 808— T, Nishioka K, Kawai C, Hamashima
811, 1987 Y: Clinicopathologic study of

2. Fujiwara H, Hamashima Y! Path—

abnormal Q waves

in Kawasaki

ology of the heart in Kawasaki
disease. Pediatrics 61: 850,1978
3. Fujiwara H, Kawai C, Hamashima
Y. Clinicopathological study of

conduction systems in 10 patients

disease (mucocutaneous lymph node
syndrome). An infaantile cardiac
disease with myocarditis and
myocardial

45 1 797,

infarction. Am J Cardiol
1980

—148—



5. Fujiwara H, Kao T-C, Shimizu J,
Fujiwara T, Oo M-M, Hamashima Y,
Microorganisum in the heart in

Kawa saki disease. Lancet 10! 620
1983

6. Fujiwara T, Fujiwara H, Ueda T,
Nishioka K, Hamashima Y: Comparison
among macroscopic, post mortem, an—

giographic and two—dimensional echo-

cardiographic findings of coronary
aneurysms in children with Kawasaki
disease.,Am J Cardiol 57:761, 1986
7. Fujiwara H. Fujiwara T, Kao TC, Ohshio
G, Hamashima H. Pathology of Kawasaki di—
sease in the healed stage. relation ships
between typical and atypical of
Kawasaki disease. Acta Pathol Jpn

36. 857, 1986

Abstract

Coronary arterial lesion without coronary aneurysms in Kawasaki disease

Hisayoshi Fujiwaral) Takako Fujiwara 2

Coronary arteries in six childrean who had Kawasaki disease, but lacked

coronary arterial aneurysms, were examined. Twenty one children without

Kawasaki disease were examined as controls.

The six children had no thrombi,

osis in the major coronary arteries.

recanalization or significant sten—

Four patients died at the acute stage.

In two of four patients, autopsy showed slight dilatation of coronary art—

eries and abnormal intimal thickening due to panvascultis. In: other two

patients without dilatation in the coronary artery, slight inflammation was

seen in‘'the intima and the adventitial area.

Two of the six patients died at the healed stage. Inflammatory cell

infiltration were not seesn. In one patient, dilatation of the coronary

arteries detected by two—dimensional echocardiography at the acute stage

had disappeared at the healed stage. Also, no dilatation of the major coron—

ary arteries was seen at autopsy. However, abnormal fibrous intimal thick—

ening was fouad., In another patieant,

two—dimeasional echocardiography

revealed no dilatation or aneurysm during the clinical course and there

was no dilatation or abnormal intimal

thickening at autopsy.

We conclude that, in Kawasaki disease, arteritis exists in cases

without coronary aneurysms or dilatation, No abnormal intimal thickeniag

may or may not be observed at the healed stage.
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