NM5NY1 Reye syndrome lAuigmetlduuiiion

< PN P
(nrAnyndTuuLinY)

! *
¥ Q?S?ﬁ?ﬂl
v < *
AU auUNNA

The retrospective study was done in 27 cases of children
with the Reye syndrome by clinical and laboratory criteria in the
department to padiatrics; Chulalongkorn hospital during the period
of January 1976 through December 1979. The age range was
from 3 months to 36 months. Ten cases were treated by conven-
tional treatment and seventeen cases were treated by combined
conventional treatment and exchange transfusion. The results of
treatment revealed that 9 cases out of 10 cases in conventional
treatment group died while ten cases out of 17 cases died in the
combined group of conventional treatment and exchange transfusion.
The mortality rate of children with Reye syndrome in this series
in the conventional treatment group is higher than the combined

conventional treatment and exchange transfusion group.

. - < d d -~ v
ﬂ'lﬂ’linf!&l'lﬂ'ﬂiﬂ'lﬂﬂ‘i ANSUNNYAIAAT !W'IiNﬂ?ﬂlIJHTJﬂU'lﬁU



v
574 Ul Q')i'ﬁiﬂl flaznme

] v a
111 2506 Reye MMLTNTIHNUNANT

@ A | o
NIIFNANNLIUY encephalopathy LIRS
i fatty infiltration visceral organ W33
¥ eyr Py ~ I ’ P
uun\lﬂm’mamcﬁ,mmnﬁm:ﬂmaﬂmnu
A M @ e & s A
IANTWLRI WU AN UwasTENTe

Ko
Tsnunun Reye syndrome Tutsaneing
o A A4 I

Reye syndrome (Uulinwiatawulann
MAYBILTLUNE IOGBWIZNINMANLIUBEN

(8,7,11,14)

ABLie dasnng sl na

mnzeslin  Jatudymlumsinm
g lvgjsnsnmmmaniAnu
My NAsnf ww W glucose uag
insulin, AANTUINTDINNBI, WANMILUNEN
80N, peritoneal dialysis(lz) 1% substrate

=)

i ' . . (5) g,
nnly @ citrulline TWNININT
oReuden®H5%19 e silng i
MIIUE UL Y Lumﬁnnmmay’aﬂn
° -l B 7 . 7
IUIUNIUNEIND Nﬂmom‘lﬂmmmm
NONIINHT Reye syndrome 71 1¥M3IINEN
2 1 r-1 ] v o
AWMINULNDNTINAY conventional 1178
= v vl H
LNAUNUNITINHEULLY  conventional 8819
P PH ¢ A v
LR8I ﬂsowmmmqummmLwamua‘b

1
o lomeu
o .
')ﬁ@lllﬁ?/)ﬁﬂ’]i
o P I V| I v oA v g
L]Juﬂ’]?ﬂﬂﬁ’”iuqﬂﬂﬂu“ﬂdﬂsu‘1')

o (4
inw'ﬂmmunqmnwﬂmm Tyamenun

A e
LWBILN

J
?.W]iNﬂiml’J‘]ﬁni

1o A

ﬂwwmmmmumu‘n 1 UNTIAN 2519 09
SUP 30 TUNAN 2522 LIS IMIN 27 AU
-] a 17 |
\WWgs 13 AU TW 14 AU DIYNIN 3
A ~S A - ;m a Al [
BUDY 36 AU NITIHIRIDDEINNH T
7 a iy
2IMILAZMINTIININDIGUAMIMNLLIL
w i F3]
989 Huttenlocher AIND 1u
[ ) [N =l . Al -
MU0 LN B1MTLUNB L AN
X v o r
LD 13T AU NN
P ' t
2. BUUUDLATI
3. Tzﬂ.:l_lﬂ’ﬂﬁ\l’éaﬂﬂv'll.@’.lm
Il
4. N emImeszuu Ussamuuu
BWIN
e w
5. lulnauae
A N "
6. uAMNEALNAlLMINTIANEMI
NIUIEINL
¥ s ‘ s a v A w
7. WU I UNAENI B ANAY
-1
§974
k']

K d’ o 1
8, HAMILACLUDLYBAULILNIT

ARy

w27 598 inamiaitony
Fwmiwiium 12 18 (45 %) duaw
N8 AT MIUUI TAL 909 A %:gﬂ D)
\WBUTATUBBNIIN 4 TIAU M Hutten-
tocher  unzWIUmIThE ORI LY

Poy ¥
conventional. A9 IADIVITURLUIIILIN



44 v 4
un 24 fiNn 6
nQAINIY 2523
i % %‘ A Y o

WUNIRBTIUN 10 % dextrose electrolyte

. a 3 5 %4
solution  14BNTIIUNITEINIINADINITVDS
i L a Y t
UMY WImMAue saugInTsuasln
- o~ & v A
U loney, laanguumlrunsswin
ULHURYEN  IADAMTLINTIBINNDY WaY
% s (v 4
Tmysnuuudssaulsnssn 9 lu
° Ko g v oo ' P
MM 17 TelasumImeaey
A 4 oA a A w 2
Laaﬂlmmmaﬂumﬂﬂmﬂu 3 TUIWANN
r A . .
Inslainenlugisazaiy acid- citrate—dext-
o 1 /A A i

rose MU 2 INIBIUTNIUADNIBITN-

° ] P A ¥ \ A
m3 NINIDBLLURIUEDANIN 1-3 ATI

o ad? < 4
7155081 Reye syndrome lawisoiwnlasuiaoa
< 4 4
(msaaurdsvuwimuy)

675

° [y (R ]
NNIMWIMHL 27 AU LLALUNRY
MITHEI0Y conventional 1IN 10 AU
(118 3 vy 7 Au) emady 16.7 +11.36
A vl ] [ 7 ar .
LB ﬂunqulmmssnm‘[m conventional
] ar 1 ~ Al °
FWAUMINGIUAEUINBNTIUIM 17 a4
(10 11 fu, QI 6 AW) mqmﬁﬂ 1.4 +
A o r-1 A
5.49 INDYW  TeAUYBILEN g lunan 1
! Ap oW i ] A [
ngum nTumMImelsenaenla 2401 +
[P TS YW | P
119.22 pgm % UALNANT INTLUMIMELISEL

] o P
\DDR 241,14 + 139,50 pgm % (M3190 1)

~ ’ P A T ! A | sy n b
@159 1 meummuimuﬂlumamaanqm“lmumsmﬂmaﬂLm:ﬂquﬂ‘lu‘lﬂ

(v i P A
JUMIMBLUREULR DN

ny

9

| r
won luueluaen

' ' P A
nqummﬂﬂﬂumaﬂ

| sy 'y w ' P A
nquﬂ‘lu‘lﬂmmsmmﬂﬂﬂumaﬂ

240.1 £ 119.22 pgm %
(51-565/pgm %)
2411 + 139,56 pgm %

(80—495 pgm %)

o v W ] ol ar Ao v ' 1
TzﬂU‘Il’rNﬂ’)'m?'ﬁﬂﬂ’] WLNBBNLUU 4 750U N‘J']WJ%F;IIU’JEJI'HHQNWN R

M3 2



4

1

576 3 NIFITTH Harame q?‘ﬁﬂiﬂﬁul’)ﬁfﬂ“
¥

P ° v Ad o vt w 1
AN7137191 2 LLEDS ﬁnmu%mmu mm;uusa ﬁlﬂdiﬁﬂﬂ'm 90 ummzﬂnm‘lutm

asngw
' 1 Al A 1 [ al A

. s o NANDELUNEULE DA nqu‘lwmmﬂaﬂumaﬂ

ITOAUANNIANNT - = - =
Y NUIUHLY VUKL

TEAUN 1 o 5

OUN 2 9 6
JeAUN 3 5 o
U0UN 4 1 0
T 17 10

° ¥ ° | - A ° i P Al 1 4 1 ~ 1 A4
IMIUATIIUMITINMTOEURIWAEA  MNTOEUREULIDANILA 1 09 3 AT
° B ' A E e I °
TWAIUIUATI HMIDLADN 24 ATI lmgmaﬁnmu 17 778

™ ™ 1 Ay o t P A Py}
Nnmi‘mmiﬂagmnamwmﬂ 'lunquﬂ‘lmumimmﬂanumaﬂ 17 70 U

i A Aa

a Aa I oAy Iy o 1 P A [ N
LREUIN 10 318 nqm‘lu‘lmum‘immﬂmaumﬂﬂ 10 978 Nﬂ‘U’)ﬂLﬂﬂ‘ﬁ')ﬁ 9 718 AILLENI

~ 1 P PPN I aly ey v ' P A W v W
lumsim 3 & 1 'i'mmﬂmmlunquﬂ‘lu\lmumsmmﬂauumaﬂ THALMWIENNI
ﬂaumns"uaé'lm:ﬂ"uﬁ 1

Ci [ ! A o [ !
A9 3 LLﬁﬂx‘lNﬂﬂ’ﬁ?mﬂ']‘[ﬂﬂmiﬂwmﬂﬂﬂUﬂ'}‘ﬁﬂH’]Iﬂﬂ conventional BEN

~
LAE7
° f ) 1 1 piv‘ ulb
R D a TIUIBALE TUNANN o bR
B PUIUNLE LUNANDA BN vy,
¥ ! TUMIDBLR BN
e 10 9
00990 7 1
T 17 10

°o o |

A Ao : ' v ' a a
WK HLUMINEING conventional JwnumInebenIuUTsuney  Nem3

7°nm‘lutwia:szﬂﬁmmmm;umwaahﬂ

@ I o v A ¢ o ¢
ﬁ]:LWuQ’mﬂsqﬂqﬂlujxﬂUﬂ 1 = 0 WaTrun

v ¢ & ¢ v A f e ¢ o ¢ a& ¢ v
AU 2 = 55.5 WoTun  TUALN 3 = 80 LBTIEUN  IIALUN 4 = 100 tUaviTUN a9

wanlumIn 4




44 v 4

un 24 auyun 6
-

YQAINILY 2528

v ad v <4 4
M3in¥1 Reye syndrome lavasmsnfavuaen
< < <
(msanelstumoy)

577

A o 1 =t v LR a
13190 4 WOMTINW Reye syndrome T.mmsmmmﬂﬂmm:ﬂummzmnm
o [ 7] [
Tegzanalin AU el 2H1319018
T3HIN 1 2 - 0%
LN 2 9 5 56 %
38N 3 5 4 80 %
JeHIN 4 1 1 100 %
PIOHY 17 10 59 %
2N G
915

L‘Liminﬂ Reye syndrome Liq_luﬂﬂ:&!
mmwaﬂsﬂﬁﬂ‘h‘lﬂmmmmquﬁuau ma
sl atumIsnso MmNy
uazweean lenEAUNAMI metabolic
Lm::mdmummulﬁnm"uﬁuémazﬂnﬁ M
m3smlNg  assulfnnensmen
fiouTIgs anuAnnAnAnTudwlng
wannameane mssnsnlaamalun
mﬁaumss"nm‘lm}ﬂwnmﬂ“mw MY
éwﬂ"mmmﬁ"nmaéﬁam”m’iﬁm’iﬂiﬂiﬁ
Yonsunlurssusnaeslsn  unsTulvms
‘:"nmvl"uﬁﬁﬂuﬁéﬂ1mm"wtimazﬂﬂuﬁmi
MITNBULONT W ImTiwems
monenn1Inelu Reye syndrome 10gi
WY FuAEnuMIteAnuden

(1,10,15) A _ ¢

% hepatic coma IHEMINETN Y

Alsuwasfntumelusumy g
vengu  uweNlunie UasweneNLTumag
N9 Iﬁm'ﬁtjmm.lnﬁhamsmumﬁﬁﬁ
70l

- v
L§ﬂﬂ luu fIfl. 1972 Huttenlocher(s) ‘1ﬂ

1 €t r-'3 v
U LWNINDTEHM LY INITDY

wuzinl¥InY)  Reye syndrome lams
' v Y oa

DOLAEN UAINNULN N T8 U NRIDIMT
V3 ' Al !

0¥ Reye syndrome  1NgMIMELADAI)

310)  qqn

° [V Y] Y] (2
mlmamwmwm@mamm ,
N oo I AgY o |
T8 N U BN TINY VDI ﬂquﬂ‘lﬂ TumIoe
P | [} ] = Wy v 1
LRI BAGARS mwnqu*n‘lu‘lﬂ TUMINY-
A (2) Y i ] o~
B8R Berman'ZInvnIngineniasan
A% luEN 0 lNENAEAIIRTARLITMALAK
ar o ] r-}
2BIENDINAARIUR INMINIMIAWADN 09
| VN | = -~ o
W1 988 MR EK LRI N IR N B EINT

[ vl Ay o ~
UOUNIN D’J’U’Jﬂﬂ‘lﬂﬁ‘lm'li‘iﬂiﬂﬂﬂﬂmi




'
578 [ i:l"ﬁ’)iiiu avaoe

t r-| ©
DENBERAITN IATLESUINTBILIA LN
- Py 2w P A 1
WoLg 3TN 8 (yeen 3 Jesen 4) W
] o t A L B =
uuMIThEese 30 W lnne  neazIen
sSa o a a A |
TINRLNANWHMINWENDAUNEDY  T8-
= 1 a W 2
U WEInanmY WRM IO
P o [ %
N300%70 10
[ ]
mqmm@,mmuu Reye syndrome
6 d 1 o1 f =1 $
ﬁnﬂswmmmzmmwcgmsmulmyumqm
1 o ~ - ¢
NN 2 1 81980 13 1B IUAU Reye
A P '
syndrome nwulunqamm ﬁlzumqvfmnm
| a “ A -
2 990 \TwAgnUTEMEu o) 419 gy
N9NU Reye syndrome NWUNIIAINNII-
= ] A o ] 4(11)
BONBLANUD  IWLBIGTLMIN 1-6 U

2 o |
(s, 15) TN TUOIRL

Huttenlocher 1978
@ @ Ao ¢ 1
Reye syndrome  luAnianingnng 6

A v a o '\ @ (!
WOOULASIUUDIMIRILNAWLIUANL VR IU NN

G
\'!Vﬂﬂdﬂiﬂll')‘ﬁﬂ'li

] w A a o )
NNNBNATELATINUMWLFATHFNINIONNT
b
o M @ 0(13) \lb n - S
Sullivan Bolyai WasOMS ANINIIFANTN
JLLNINEN W‘U’J'W Reye syndrome nwulu
o a Ad 1 A
ﬁmjmmmmmqu’éamw 5 1neu wWolu
a . LA v ¥ al o
HINWINNIINITI ﬂauum%umqmﬂﬁ
- (7 1
mmm‘[ummLmnmwmmqh Reye
-~ % v =]
syndrome WU IUMAWUNLIUDBNIALS-
A d wa P
LWUD LLﬂziuﬂ?\‘]mW’ﬁGﬂ’l’iﬁﬂt“lﬂ?\lm?ﬂﬂl:l'l

AALAN
‘llﬂ‘Uf!ﬂ!

2 ¢
AT189U T8 TBUNT TOIMNANTINTY

(4 Y a6 o .y Q@ = v
UWNEVG LD SUAMAAYAN Uazie
'3 4 A o A an o -
FENTINTUNNINGITIN LEUAIINUY 1
ve & o =S - s o
1o luaTnelumanasu e AU
A 1 w A v A §
onNIURTING WInmLUINB NSN3

€ Nq & o -1 An
MILANEN LT nenaenn



44 v 4 o ad 1t < 4
UN 24 AULN 6 msin¥1 Reye syndrome lawismiwnlaswinea
. < < 4

NYAINIYU 2623 (Msepudsvuimuy)

579

Y
ARG

1.

11

12,

13.

14.
15.

Berger RL, Liversage P.. Jr, Chalmers TC, et al: Exchange transfusion in the
treatment of fulminating hepatitis, N Eng J Med 274:497, 1966.

Berman W., Pizzi F., Schut L., et al: The effect of exchange transfusion on
intracranial pressure in patients with Reye’ syndrome. J pediatr 87: 887, 1975.

Bobo RC. Schubert Wr., Partin JC et al: Reye’s Syndrome: Treatment by
exchange transfusion with special reference to the 1974 Epidemic in
Cincinnati Ohio. J Pediatr. 87 : 881, 1975.

Cooper GN, Karlson KE, Clowers GH, et al : Total blood washout and exchange:
A valuable tool in acute hepatic coma and Reye’s syndrome. Am. J Surg,
133:522, 1977.

. Delong GR, Glick TH, Shannon DC: Citrullin for Reye’s syndrome. N Eng J

Med 190: 1488, 1974. _

Glasgow AM. Cotton RB., Chiensiri R.: Reye’s syndrome I, blood ammonia
and consideration fo the nonhistologic diagnosis. Am J Dis Child 124:827,
1972,

. Glasgow Am, Cotton RB., Dhiensiri R.: Reye’s syndrome III, the hypoglycemia.

Am ] Dis Child 125:809, 1973,

Huttenlocher PR. Reye’s syndrome : relation to out come to therapy. J. Pediatr
80: 845, 1972.

. Huttenlocher PR., Trauner D.A : Reye’s syndrome in infancy. Pediatr 62 : 84, 1978.
. Jones EA., Chain D, Clink HM,, et al: Hepatic coma due to acute hepatic

necrosis treated by exchange transfusions. Lancet 2:169, 1967.

Olson LC., Bourgeois CH., Cotton PM., et al: Encephalopathy and fatty
degeneration of the viscera in Northeastern Thailand : clinical syndrome
and epicemiology. Pediatr 47 :707, 1971.

Pross DC., Bradford W.D, Krueger RP:Reye’s syndrome: treated by peritoneal
dialysis. Pediatr 45 .845, 1970.

Sullivan-Bolyai JZ., Nelson “D.B. Morens D.M., et al: Reye’s syndrome in
children less than 1 year old: some epidemiologic observations. pediatr
65:627, 1980.

Sunakorn P, Rajadanurak K: Reye’s syndrome.J Med Assoc Thai 58 : 393, 1975.

Trey C., Burns DG., Saunders SJ: Treatment of hepatic come by exchange
transfusion. N Eng J Med 274: 473, 1966.

16. Visudhiphan P, Chatiganonda K: Isolation of influenza A virus in Reye’s syndrome.

Southeast Asian’J Trop Med Pablic Health 6:250, 1975.





