/i

BﬂOﬁ?bN\yﬁiw%mﬁ%E%@ﬁﬁﬁ

FEBHE F O F 2 WUMHIREeRETLs 7
HEEBFIEE M £ M A F AANELBEREL s—

B8 Reye ERHRA I b3 VY THARCHRT 2 BHMEELFL 50 THO VBEOHF
EETES Cﬁ?ﬁﬁhﬁ(hmmwemwammwﬂéiEmmiagfmsﬁwgw

LTI/ BEPERT I VORBICIFKFBEI LD TO, 71—-»1’7-—/5-7-\:://{:&:»5

CHEML, RETI/BEARPLTOS.Y £KT7 I v THEROF =S v E /A ERTY

YHRERAL,Y BAlEEEEHE (false neurotransmitter)s)&ﬂ?:i”naf7 P 7T
;»15/—WTsyﬁ%§vtmaa;@ﬁgﬁngfzfzmadatémﬁ EICE L E
DEBIL, BRBETPTONALREOIEHEERTRET I LOZL M 5,5

Reye EBEHIC BT B4 7 b9 YREEFOMKTECE1F, RERBOLE, HERES S
CEREORBICRISTRESS D, HEERCOE DT+ 7 +91 VLT ORBEHTH S
p-rVn*w;yfwﬁ(p~HMA>@ﬂﬁ&é&ﬁbko

FE L BEPF7 + YORE, BERELAR TS 30, MECLRYT 5. FERE
ﬁzﬁﬁyavr777&HLC—8%Am%ﬁﬁ$&m$EC—8(iﬁ§§l%)%%w
FHEMEZTSK—GEL - ODS— 1204 - P—s%ﬁmbta§ﬁmM71/& EegRr b+ Y
L@ (pHS510) T, HMERAES 0.7, REMBE+800mV & L1, HE20mET Y
N=FA A7 LCDY, ERALSEEZASLERICER ﬁi&bﬁﬂﬁbto BEFTE IR BE
# L ¢ peak-height ratio ©fF - 7=,
ﬁﬁ&ﬂ@%%%%mﬁﬁr&mﬁ7ﬂ,VV/vazﬁ@§5ﬂ,QQWmn&smK%E
WEIFATHD, OTFNSFBEE L oEMIEL Rw;ﬁééc&ﬁummatoasﬁ

HMLTEIREEFOSFAETMEL 12,

81



82

2 P—bFofvevFLBOBRE
ﬁﬁmﬂgmmﬁ,7yw;54r£ﬂ©ﬁﬂéﬁﬁﬁﬁmgﬁm,HLC—ECfﬁﬁLﬁQ
%ﬂﬁuulmM7;y@u%aAﬁwﬁwﬂa1wémwkaﬁ¢p4ﬂ%ommmm,N:
LTy FABRBRBOLPCAVONED —= a7 =Y YERBALK, :

HRIL 7003 vOREE, Bl —AREEYEDOs/ 0= 7 77T, REKHEA 7 b
S8 v 1204, REERE (I1S) OYVeFoxy~xryJa7iy (DHBA) 1604TH -7,

s ({1—B) iEKkAME—7 bHBLAEN, 47 23 YORUECXBRZ, - 12,

X1
4
1: Norepinaphrine.
2: Octopamine
3: Epinephrine
4: DHBA(IS)
5: Dopomine
A §: Tyromine 4
, B
2
.
1 I ! | ] 1 ) t b 1 1 [} 1
0 B 16 2432 40 48 .min C 0 B 16 24 32 40 min
Chromatogram of ines and octopamine in CSF

2 MRGORARERCST AMESA s rot YBE, Rl1om, EEHRIER 293
£127 () KHLT, SETAPAEFIS0 £149, v v/ oy 7 RERH 249 £8.3,
ﬁﬁﬁwn&4L7iw5T50,m?hﬁﬁ%%mmmoto%ﬁwﬁ3ﬂw550:wj
LOPSEERLL, BERETRAS %,

#£1 :
CSF octopamine concentration in children
with “convulsive disorders

Subject ¥ Age O‘::"/‘:"“
Control (Mator retardation) ] 0:T~2:5 23 * 121
Infantile spasm 7 g:3~2:a 350 T 19
Lennox syndrome 5 Br0~uil %9 t a3
Febrile convuision s 6:7~2:15 w1 *ass

Encephalopathy 3 1:3=~3:9 550 X 183




3 p-HMAoKY, MEDOMEL R LR, H2om EFEM.0ITHENTRT

BHatio MEHRHBERS~10 My THoto REDP-HMADRBERS M, p==taT=
y yRBIREBL, 1~10 % OBETR, #EXEOXBEEHDAT, ZERBELTHRAR

ﬁ‘@é‘)?’:o
’ X2

AL

[ T T
¢. 8 1B 2 min

lic acid

Ch: v of p~hydroxy

L p—hydroxymandelic acid

FFiElsE P Reye ERBTIRF 5 ¢ ViBE

ER AR IVRFSI U SLETE (93)
e Moy 5 —-CERERE

V0B cniEmLLEERT S B, Fary
A9 b B EOKREMT B,

‘g)l_Jo.’)

THERLHTHY,

& 3 m<}m ,
e SO e

0 Gove A-HyoronphyiE— 00
Louns oo -
us.l.wlou ‘“‘l“" o
OaCO0H
“Doen 3
C oo . Tyrorme - 8
n@-mm—w-@wm w@—cﬂm
w-@-w
AHydrompenances: o

Biosynthesis and Metabolism of Tyramine and Octopamine



84

Reye FRBIC BT Z4EMKRT ¢ Y ERLIC LA LENEER 2R Lz L4010 555 o,
A7 PRIV EBR, MAOF =Y, JAIE27Y VREBLLTOE, BETORERS

<, BEREORDLBBENT NS0 BT 0575 Y DHUMBES L OBETHS.D

ﬁ 2 Previous reports on monoamine metabolism in
palients with Reye syndrome

Moncamine & others Soecimen Concentration
. &) N
Tyramine plasma increase
braia increase
Octopamine v plaama . increase
brain . increase
4) .
Dopamine brain decrease
CSF increase
4
Norepineptrioe 4 brain . decrease
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