Tk 2 FEEEEOHEERR
TRBREE- NG WREEN2 227 -2 7,
HATHLE R OCREERIC Y 2%

ARMS BIC X35 DNAZN
(FHEPR < RRA 27 ) —=rJ7OHFLONRERE
ZOEREBBLIV R ) —=RCET R )

BRIB UL, R

By P T O C o ABKEBERBER 7/ EREROEREE L, TLAHRERKLD
BREGBLZLHDCEFEELEDTOIEROASHRIEKRETH S, KRRBC BT IR
HEOBOAETEESELbhbhCL > THLMC I M, ARlbhbhid DEEEM
ERECHRETADNABK A ARMSEABOTREL L, S5 COFEERVTRLK
O—HER 1368 A% 27 ) —=2 2 L, 2A0XKBETEERRABLFE Lico SEOH
RICL > T, DNABWEAAWLZHHE 7oV Co ARKZEEZERBEOTARY ) —=

v DR DRE I i,

BHLUE 7o C o ABUKRERKREE.
FLslc T C o AlRKERBROE
KERBESELEASEECEXL LS8
GERETH B, RER T AOERHEROERE
2L, %, LELIAREAREORR L
BT EDPSHEEFEBRBRUTNS, &ibh
bhick-T, FREBCBYIRLHAROE
CEGFER (FIAEBHOY) Y 3T E
I vBcEml, UTK304 EEELBT )
Hobicanz(1,2), TOERE, Pt
EBBAKNERCET Z2ERBE DK 90
BhbEnsEBERINTOSE(2),

DNAZMW, PCR, =RAZ Y —=r7

AEbhbiE, FERTRARI ) —=v
FEROONLERARMAEE -7 K304 E
EEOBELIBHELESRL, —BHERC
BULARERZORREHELBRE LT

HAREE KIMEERCBTSARRKSE
(A—G) ERBTBCH I > TRV
Z, ARMSEOREBAERALLLEDTH S,
ARMS# (Amplification Refractory Muta-
tion- System) i3 @z T OEEREEEFES
A7z Newton HiCk - TERINIH DT,

* B4 KSR BEA S (DePartment of Biochemical Genetics, Tohoku University of

Medioine)
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RY S 7P EHPEERE ( PCR ) OEE
TH5(3), T1bb, EREBMEZEED
NAWFZEETZ2CY->T, 204 )T
sVAFFF74=—( 1T EEEERS)
BiIEA, &5 1MEEREEEIIBER) =
Aund, ITEFTEERINEERDC 74 <
—it, TORFOIHAERER R $MALC
—FK&E, TOREREREERS LR UG
DEFTBH, CNKES>TPCRETH>E, E
EDNABHGEOEA, UARPCREMUBE
BREhsd EEEZSODNAGHELE LB
B, 203 WD A<y FOHCP CRE
BRER I, TOI Ry FEEHRT
PHHTT 54 ~—D3 Hhs— 1EEDM
BLHIVEDDIRT Yy FXZEBALTEL
TEW, KEOBMTHDL, CO2FEHODR
A7 v Fiz, EEDNAODOPCREBECESE
EBEZROCESCERTECEBBETDH 5,
—7, EREEEFIEERDOS 74 v—L,
PLEBCBRBEICHETT S, 2OER,
PCREBBOENDOFEC I T, HHL
o> DNACBY 2 EBEERDOBFEAEHE
THECENTRTS B,

kL LTROZE A 136883,
NI vHA(EH), ArvFEry(F+—2
F5UT), Ea—2 b2 (CKE) OHER
AR ) —= SRR EDBEEEZ 1,
o, 7z=nd b VREBEDRZY
—= DO CEHIBO—BFERL DR
MENLBEYOBETH 5. EREAKLD S
DNA%XRIH Ltk 2HO771 ~v—ic &k
->TPCRRIBEZRITO, ZOEYOERLT
Hao—ZRX VEKIKENC X - THH Ui,

WR EEE K3M4EXROx2EATEH

KUANT oESTTOENODNASERE L
TARMSETHH UEERER 1 CRT,
E¥DNATCREFKEERNEREROS 74
~—TODHPCREHB(Lv—r1), KE
DNATREREELFEEBEHOS 74 v—
TDAP CREHBERINE (L—r4),
—F, ~FoELETFOBARIOThOSLS 4
7L ->THPCREGYHBTSE, COHE
CEORABORES T TH S T LIRS
ik (L= 5,6,

®ic, ®E, A—2 3507, KEOHE
B1368B AL DB ONI TR AMKINE BT L
fofbR, L2ACRREBEBEE S, TTH
EHo—3 v FL0HER 479 AD D BK 304
EZRZ~T o fESTFRIRAFE LI, F—R
FFVTOAAFEN S TE3E3 AR A K
HOba—X b rTidb36 AR b ATH-T
FEEAT, TROLHEHET C 0 ABK
MRARKBECERBFRSHORRTRERIN
ot

EE PHETIUNC o ABKERERBER
BRRO XL 5 CARRAEORRE b12h, &
DFCRIER 2T TCRE LBA50%
AEZ B EREINTV B, ERKE LBH
TEHETELEAELL, RERERE L SR
PHBBHONICILEZ EBB/TIIR Y. L
BT DRBEIBEFNCRDUHI C &
BEETHE, DokARRINNIIHEL
BEBLLIINVF VORBRBRCI->TRED
FiET2LEBTEDL, CNETHREDE
WrciemacREoL L IBRDHEP~ R
A7 bax b —ERORFELPIEL
29 —= Y SCBAT ST LEEE ERT
BETH-To TR LT, SEELIN:
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ARMSERBRZ )V —=rv7EELUTHELT
WBEEZ LN B,
ARMSECX->TH#E T vC o AfRK
FERRBEONINSGEEHE5KI04EER
ZHEROS bCKRET 5 LB TH S,
AEEIPCROZBELMUETEIKDEED
HUIBHCITI T ENTE, HERODNA
ZWHRICER S N BURERALIT R PRER L
TRWELBELLLEO, L T OFEEH
HR<ZAZR7 )—=r7E{ BohTe
DHBRARMEERTEC LB TE, BITO
ARV NV ==V Y RTLERESCHRAALT
LA THS, ARMSHEALZAOIDNA
WIS RMORBCOBATESLLELDS
N,
SBIOBBCE >THHET Y C o Atk
FEBEZRBEOCKIVIEZROREERE R
AP I0ACIATH B EHER I,
KERELREAHEHRBEERET L5129,
ZTORBHEIR, 6400AL S 4FACIA

X 1

12 3 4

LEHEZh, COBOEBEEREREL LTRLN
DHEENECECI LD, BfTOwRR7 Y
—= VIHNBREBRTLCOHEABAL DD
B0, L LIRS, hoEECKHEK
EAURECEIIHEERSDLARHAT
HY, SHOMTREETH %,

X B’
1)Y. Matsubara et al.: Molecular lesion
in patients with medium-chain acyl-CoA
dehydrogenase deficiency. Lancet i:1589,1990.
2)Y., Matsubara et al :Identification
of a common mutation in patients with
medium-chain acyl -CoA dehydrogenase
deficiency. Biochem Biophys Res Comm
171:498-505, 1990.
6)C. R. Newton et al, : Anplificati on
refractory mutation system for prenatal
diagnosis and carrier assessment in cystic

fibrosis. Lancet ii: 1481- 1483, 1989.
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BREATIRX b ocRGE2MXFER) VIMER
RXO—H$TTH. BREOBECEENSTAIRENHYES

d

CoA

DNA ARMS
1368 ,22
,DNA CoA




