6 2 EEEELAREERE
[ IR B85 8% |

MMBEERE LV A ZT7TACY vBEBICET 3B
( ZHEFZE RO MEREE OB, FEICBET 595 )

MEERA, ARG, HE B

B O )IRRSERoBRESL, TAEY vREE 1007, Kgday £30m¢,/Kg day D= VR —
NART 4 BBIR olco BB « SBHIRBMABLEBE L, AR THOLRELRD 2D oo M/MHRER
#E13, MELIEBCIH Shi, M thromboxane B, (LT TxB, ) 3L b Ml xn s,
fi#f 6 —ketoprost aglandin Fia (U TFPGF1a) 1100 TCHEBIEETH ke ZDOD
HABREL VA7 ALY v#5EE, 30m,/Ke day DiE 9 BBLTWB LEZ bR,

BHURE DGR, 72 v, filiRERE

BEAEE prEOJIEREERHcRys7AY
Y vEREIZ, 30~50m /Kg/ day @B
BENELAETHBL, KETRILEFALZHA
H&LT100m,Kg/ day LV 5 e REERAV S
ZEREN,
IheT7AYY vERBC X5 EREE= VR
—AVAZFLRVEETbh TV AVED, $E
bhbhit7 A €Y v# 58 100 m,Kg/ day(Hh
T 100 mgRf ) L 30m¢,Kg/ day ( LA T 3075 )
2V bhe—RAZT 4 2T, HORKELVR
FBoOBHEERHEL 720
HBRNERILEHOBED S B, 7HHLET
IR EORKR Ehc 216 (10078 1064, 30
ME1LB) ThHd, Thbiitk-FEck VE
{E#iz 100mBE L 30MBED 200 S V=T I
oh, AEZ14BHEERL CFERAESNK. Z
hEho 7 — 7 CREREE, BREKE4A
B, 7HH, 14 B H&MZTV, mE, Kk

MR EREERE, MAE thromboxane By (LT

TxBs ), I 6—-keto prostaglandin
Fiae (LA TFPGFia ) #JEL 7ro FHBHGOT
EHEGPTHR 200l Eic ERLAHER, T4
€Y voRGEEREL 7 —_VEEELL, &
ho 2BET, £, R, BEREBBE, BEEH
WmETORE A MR, KiLME GOT, GPTIZH
BETDBP o7

#R BERARGoXBMIER, 10077H L 30m
BCEEEX2BDAEM, o7 (3.6422 vs 5.7+
578) (K1), AfchERmEoRkE QM
P (183775+ 4030 vs 167071+9052/
i), BRERLE (77135 vs 81+36m”
h), RE7AL7 3 VE (821407 vs 3.3+

0.4¢/de) bFEBMCHEBEERD P o0 L
P UAYBERREAREOREGPTIX, 100mH T
BECEMER -7 (1721194 vs 27+ 27K,

A8k KFENRE ( Dept. of Pediatrics, Kurume University School of Medicine)
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UD(E1, 2), BBRFERR2ETFT LS

2, MERICERRDP 570

100m iz B0 M/ MRERE #3112, 30
gz B A/ MRIBERE K 4 IR T, miFL

iz FEZRED P -7,

B 5 iz tRBAtA% O TxBy L PGF aff 277,

p7ACY YEEZLVEBRCHH s, T 7o

DURAT I ON 100mg/kg
OF FEVER

3.6=k£2.2 days

TxBidfif L dFL2IHEh TV, LL A
B5PGF1ail100mHECHEEEERZ 2 » T

30mg/kg 5.7%x5.7 days
Max. WBC 100mg/kg 13775=*+=4030/mm*°
N. S.
30ma/kg 16707 = 9052/mm?>
Max. ESR 100mg/kg 77 &= 35mm/h
|IN. S
30mg/kg 81 4+ 36mm/h
K 2
Min. ALB 100ma/kg| 3.2=xXx0. 7ga/dl
N. S.
30mg/kg| 3.3+ 0. 4g/dl
Max. GPT  100mg/kg 17224+ 194K. U.
*P<0. 05
30mg/kg 27X 27K. U.
CORONARY | , NO ANEURYSM D | GgA
ARTERY 100mg/kg 75% 25%
LES | ON NO ANEURYSM AN
30mg/kg 7T7% 23%

GA: (3IAhﬁ' ANEURYSM AN: ANEURYSM
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® 5 Prostaglandins in Kawasaki

PG/ML Thromboxane B:

100
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60

40

20
SENENERER NS AAAAAAAAA
AEENSRERERE ALAAAAAALL

30ma/kg/day 100mg/kg/day

EE BFRcry 528072y VERA
ez, MmERCHT HHLEFR & f/MED cye
looxygenase 2 EL M/MMBREFR L FH -
thromboxane Ay 0 E4&MET 2HMmE ¥
BChbd, £ AVAED TALY vEETRME
Bt cyclooxygenased Fil& h, WAk Him
ANTERER I 25> plostacyclind. EA B
Hxha3Bhid 5,

4 EID &R T, 100 mgFEix 3 0 mgif & Ha~HF %
BERER LT, REMMSTHIRE R
EEEOEIRD AP ofo & 5IC 100MFF T
prostacyclin ORRBEYTH 5 PGF1aPH
FioEL, HOREEOVHL VEELHETS
L, 30mp/kg/daynFiBdHEL T3 LEL LN

feo

disease with Aspirin Treatment

rasMe  B-keto Prostaglandin F «
- A
:
100 =
] N
]
80
] A
 §
A
60 R
[ !
- P=0.013 :
H N
40 ] &
g
. 2
o
. :
20
}: Mean=*x S. E.
AAAAA

30mo/kg/day 100mg/ka/day
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) Abstract
ASPIRIN TREATMENT IN KAWASAKI DISEASE
Hirohisa Kato, Teiji Akagi, Osamu Inoue )

Aspirin(ASA) is the basic treatment in Kawasaki disease(KD), however it
is still controversial what dosage is optimal. We compared the efficacy of
high dose (100m¢ kg day) of ASA group (HD,10 cases) with that of lower
dose (30m/Kg day) of ASA vgroup(LD,ll cases)., Both treatment groups were
.assingned randomly, and received ASA for 14 days, then reduced to 5m¢ kg day.
Clinical symptoms including coronary lesions, ESR, WBC, platelet aggreg—
ation test (PAT), plasma thromboxane By (TxBs), plasma 6-keto—-prostagl—
andine Fja (PGF;a) , serum GOT,/GPT, and serum salicylate concentration
were compared before treatment, 4th, 7th, and 14th days after treatment.
Duration of fever, Max. ESR, and Max. WBC had no significant difference
between two groups. PAT was suppressed in both groups. Biosynthesis of
TxB, was completely blocked in both groups, however biosynthesis of PGF
was blocked in some cases of HD, while not decreased in LD, Max. serum GPT
in HD was significantly higher than in LD (172+194 vs 27+27, P<0.05).
The incidence of coronary artery aneurysms had not significaant ‘dvifference
between HD arid LD. We conclude that 307 K¢/ day of ASA may be proper

and safe dose for treatment of KD.
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BEHTFIRA b OCRGEEMXTER YIMER ﬁ
BXO—BTIH. BREOMACERENETNIRENHYET

100 /Kg/day 30 /Kg/day

thromboxane B2( TxB2)
6-ketoprost aglandin Fla ( PGFla ) 100mg
,30mg/ /day



