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TOE/) HNVRVYBT VA N=F YV ERE
H12(FFHhvIF40) UTDIHE
VBT v AN =F Y OREBSTHAIRE L 1S
b, FeEBRELLREHOEMS T
DTHET 5,

R A&

DB OFHEIT 0.6 ml/min ITHRE L7,
BES7 vy MEE GERERSR 2HV
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BERBENNy 77— (AR OT& =}
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AR); 63057 (97% AW, 3% BIER T v
7); 314y (85% AW, 15% Bif); 32-45
DT 80% Ak, 20% Bikics 5 vy
b ; 46-65 4 (80% A K, 20% Bi#&); 66-70
SOMIT55% A, 45% BiRic/ 7 vz v
by 71-90 457 (55% AR, 45% B#); 91-95
SFORET 45% Ak, 55% Bikics' 5 o1y
k; 96-110 9 (45% A iR, 55% Bi#K); 111-
120 3D T 100% B 75 o= v b ; 121-
140 77 (100% B i&)]. ONPH HIEDIGER#E
B 04m & L7, bR &M RO
MEBEREREALTHEY, 7oL
FUYBRRAV=F VL EBB 704 ¥ D
DV EEREAI AR OCTAR L fo. Atk
LT et YBRIOER, »Freo g
RIER, 7vs VBIRE 1 BB L= vF T
Wy v CoA BkFEBERFICDKIBEMD
RERW,

G-C

B1. 7TYnhv=Fy

BRoatfra<v 754

HRAERELUER

SRIOREICX Y, RAFrkOBE IVEE
BELREREOWSE LD, EBHEER
10 nmol~ 1000 nmol DT X \E %5
Bl TOENHAN=ZFVESAF VTN
FGYNWNANV=F /iF10-15% O T & + = b

YV TR L, AERELRS S Y

TV PERETRE BRI TS - 72 (K Do
BEDT YA N=F VDS EBEOLE)
R (CV.%) iE 01455 0.71 Ofitd D
(FRD, HEELTS5 Vv MVEECOhID
ST ROHREEHERL 72o DEEHRDFEE
LT 0.6ml/min 2/ &tk b, S
B DIGREDTIREL 150, 1 #aikhs 2 B3R 20
53, 19894 7 v 2 Bl 30 5 CTEGEEE)
AT E I, Tort YRRIMGER & A Fr<
o YBRRES (K 2) TR Tvvh
N=FELTTREL = VHh=F Ui
ZTNE4 4274,978 pmol/g creatinine HSHE

F-C:An=Fv, AC:TRFNANZF YV, GC: FNF VB L=F Y
PC: Fovd=nrphn=F5>, Ad-C: ToENHN=F

3-Me-G-C: 3-AFNANTNF WA N=F Y, iB-C: AV TFYNLANLZF Y
n-B-C: 7F V) vAn=F, 2MeB-C: 22X FATFYNHN=F ¥
VC: Ay XL Yy whv=Fy, n.VC: NLYwhHr=3y

Hx-C: ~FH /A vhv=5F>, Seb-C: 5V nh=F

Hep-C: "7 /A4 nvhn=F, DAi-C: FFAV I A vhr=Fy
Vp-C: "nvZoAnhnv=5Fv, O-C:H 2874 VvAN=F Y

Dec-C: FA/Avh=F=v
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% 1. The reproducibility of retention
time for acylcarnitines

samples(n=§)

retention times(min.)

mean + S.D. C.V. (%)
acetylcarnitine 23.83 0.17 0.71
glutarylcarnitine 39.99 0.23 0.57
propionylcarnitine 42.14 0.22 0.51
adipylcarnitine . 57.88 0.08 0.14
3-methylglutarylcarnitine §7.88 0.08 0.14
iso-butyrylcarnitine 60.76 0.13 0.21
n-butyrylcarnitine 61.94 0.17 0.28
suberylcarnitine 72.76 0.46 0.63
2-methylbutyrylcarnitine 74.80 0.47 0.63
iso-valerylcarnitine 77.59 0.47 0.61
n-valerylcarnitine 80.55 0.45 0.56
hexanoylcarnitine 97.98 0.17 0.18
sebacylcarnitine 98.27 0.17 0.18
heptanoylcarnitine 101.30 0.26 0.26
dodecandioylcarnitine 109.40 0.63 0.58
valproylcarnitine 106.04 0.26 0.25
octanoylecarnitine 112.80 0.46 0.40
decanoylcarnitine 136.04 0.20 0.15
Methylmalonic aciduria
Acetylcarnitine
I.S.
APropionylcarni:ine

M 2. *x Fuen vBEEFADORTY vvhv=F vis a

Acetylcarnitine

-C

3. Ny VBRE L BEIORT YV AN=F Y

ani, 7wy VvERIREE 1 261 (] 3) T
B7ng Yy vhv=F v 240 pmol/g crea-
tinine 4%, FicwF T T ¥ CoA K
FEBERUGOKRBES (K4 TREMLDRE
BT YNANV=FVELTAY TF ) VAN
=F ¥ 2930 gmol/g creatinine, 4 /N1
WA N=F v 830 umol/g creatinine HSFEWD

3
3

SN

Glutaric aciduria I

1L,

Aty oe 74

3 2

b, TNHDRTRIVANKVBRT vV
A= F VISHRHERE 10 nmol/ml LT O#
EThot, 7VTF=VEOSVEMERT
BFeFrhv=F e L) vhv=Fv
DZENTNDOFERFRIC—H L RBE—7
WERD, TeFVANZF VDOERICE,
AIBEOWRELEDTE LICRFPHKET
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