FR I EIE A O BETE
TRARE - NOWRBEN<Z R | —= 7,
ETHIER CRAERICET 55

CAAZ Y —= V7 OF LKHRER L rOERFRRS IO
A2 Y —=V7ECBET S5 (2)
BTG O A L e 7 0 —EORGT M
~P CRERXHT—

AR B =n®,

wE AE mx BT

By #iTHOB oA e 7 4 —E(DMD ) OZWRIFEK, BRIKER, FERE. &C P KiMiE.
fiEfic X DT T X, Bli. DMDDEET (P AL v 7 4 VEET ) BHEHSh,. ¢h
RV Y T ey PRI X D20, BIETEIGEfThh T %, BB~ villd »

B LADNARHL, VAN e Y 4 VBETY 74 ~—% 9BIER L. BIZFHIBE(PCR)

HCTBER TV EOER LR L,

B LUSE : EFEGHU A » 7 4 —E, BETHEES

BEAE W& ERER  FEE , 0%
CPKEM , HEHI VA e 7 ¢ —iE
EBHINICBE TR D ~Y Vil bl
BHLL., BECX D DN ARE, Nk
i 37 1 A2 HxbEAMBRAEHE €, 50
AEDA w77 —A(50mMKCE , 10mM
Tris~-HCI(pH&3), 2.5 mpM MgClp
0.1™/mf gelatin, 0.45% NP 40,0.45%
Tween20, 7u5 4 F+7—¥KIU) T55
°C 1EER, 95°C 5 DRIAIELE, DNA fithig
El, ILICER 1AL RBFCAEL.
DNARHK & U TRV,

TIAR—FVITRIVAFFDER : 794

KBRS *REL, T REHRARE
(*Dep. of Pediatrics, **Dep. of
Radiation Biology, Osaka Univ. )

2 A Y IR VFF FOEHEIICIE Applied
Biosystems 8D DN A GRIEBELFIHEL,
ZFDEA VI AT (NEN ) THE L,

YER L1275 1 =—{3, chamberlain 5ic &
STHE SR 918 8(24 ~28mer) ")
T, HIEXh 5 DNAKKZ. DMDEET
Dxrz Vv 38FhD360bp (allil), =¥
vi17spo 416bp (bWIH ). =27~ 19

> 459 bp (cBih ). 41kb Hind I K
Frepo 268 bp (diik) . 0.5 kb HindII

BiH R 547 bp ( elif).1.2/3.8kb Hind
Mo 506 bp (fHTH) . x27 Vv 12

G 331 bp (gt ). 3.1kb Hind LKA
#5388 bp (W), =7V v4hdD196bp
(ilth) TH 5,

DNA DG L : 7 P —HEoO¥y1EY7
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2—%H, 73~ 3EPToORESE
(a~c,d~f,g~i) FEpcHEE L, PCR
DEAMFT, 100mMKC1, 20mMTris —~HCI
(pH,83).3mM,MgClz, 0.2mg/mi
gelatin, dNTPs 2004M, 751 ~— 2.0
AM, 58 DNA 0.2 g ®#FHL. £8 &
5041 & L. 95°CT5SRMLBEE. Ampl i
Taq™ 25U % Mz . B <5 744021
HEEL, 94Clming, 94°CX 15,
55°CX 10, 72°CxX 4 Dz 304
A7 fELicth, T4CX THRMME L,

BIREEL. BRE%HVSAT. DMARR
50#17120x1 %\ PCR#&[E UE&HTT
olce RUNE2041%ED, 14%TH v —
AL NC CBEBKEKEER, 2 FF v a7 r= A
FiC CTHRERE L,

(R OBD S TA ~— % RIEFic HE5E L,

DMD#% 23 % 745 chamberlain Hiz & -
HESh TR, o BRI &
f DAY FOBIEIEL . 3ELERTE
5kl HEE. MgBEOHEHNYTR

1 SmmMEHEKL DO ONAKKIBK AL H
Wil a®&ZK, 2. a~. 3.d~fD 7 Z
A= —%RTHEIE L, 4. ~-%Y v
Lo DNA 0.2 £gffiH,

W FEEOR i CIEEE G 3ESoT, &
DAVYEFERETH L, 9IBDODNAK

FOSEIERH I, ThZhoXE 2 E0
& LI-DNADKR R E—F LT\ 5 TR
8 L7oo DNADEERI L LT~ Y vfibisto
MRE U CHER 3Smm . DERERKT + A7 —
Ko, sER 1AL DODNAERK & £
DM T 3 RN BB B C & H3TTHE
ThH-o1to (K1),

DMD &% D PCRic L ADNAEIED < &
~v%M 2R, DM BETELZTHLI
LA, EEAR— v RETHLDIE . a
~iFTCORKETRTED1LEH, aDAR1E,
eDHR1F, f EhDREERTHD1HT
Hotne a~iFTCORIERTIEMML. 2 &
B RS EEh R R A E/ & L ORBE L.
LEERMEG > A b v 7 0 —fER SR, 5
R TR N7 0 VHREDIEHETHD T
L0 DMD &2, SEIDNAV-~ULICTY
BOWH 63T~ TR oy, R
DTREVEFITHD T LA Uiz, A
FITHBR I THREBELB LA, e DR

M2 DMDEZE(1~6), EEE(c) &b
DPCRAE~Y, 7 T4 =—13/M8IH0
a~c , GHl2 d~f ORIE, 2 T

TOAYERES , 3 adR4:, 4 f
DRFK,1,5,6 : IEH,
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Gk R TRERNE . 1 2R FE D DAEL T8 -
fec bR EFRELUTEERE L, 24BOBRE A
AR BITHD B COIEFINIFTERE < .
BAEBIKTIN THEOT. BeckerBnidh
BANIBOFE D A L 7 7 4 —FEOOZEINE
WG TH o Teh SECA Fr T 4 ViR
BT ORIHIFPHTEIC L3 BeckerHl
L2 L, SERSLE -k T R, B
é&%mﬁﬁ4%f%0,cwﬁ%3wmx
WIDNAZHWT, vALr74Y BET
DEBEHIRTH LN TEI,

%% : Duchenne B A b = 74— SE(DM
D)ix. 3500 ADBFic 1 ARET S L\
h, FEOS\VRIEMRETHD, HEROZ
Wid. BRERAEIR. FEEFE. & CPK MIE. A%
e X > Tl T E oS, 19874 ¢ DNA
mre—=V 7N, ALELTOEED X
7Y vihbish 2000kb Bl D EET & F)
BL., BEFENLIAfirbh b X dicig
T, ABBOKI6 0 %IBIZT O REVR
WHIRHh, 57X 0 500Kkb, 1200 kb D
Bric Ay b ARy P A RVHERTW 223,
¢ 7= PCREI & B2 BIR sh )4
DAL R 74 VBIETFRED D BIEFID80~
90 %DIE L BB HIRE L8 D BHID D
W B LT HEERINERT 2 LB D
N3, BH0ETIE, 1 OORIETIED
T4 ~—wRRICEET S C L ERY S
VT BB, HHOTERT I BRIRCTR S
ERVFDRETHBEDDY . FAEILD
FERICWIT 5 1ob ST Dbl TV,
PCRIEK X Wi DEAKELHER Lz, B
. REDHHL, KX X LEREROEIERE
L OB D ST BT, B

TREYFERETHLA Y 87 4 VEBIETF
DREGILH|E S TR 0L BETEAT
[EhBcoh, BERRBIEZ > T /b
e, 747 V=72V, BEALEDOEE
HLAALTITWS 5 PCREI X A5 2
pEHiIc e s LBbh b, EEREFER
BThD 7Y e —AhAF—ARBREDRE
FIDFCIL, DAL 7 4 VBIETORKY
REHL B0, ChODEFADERLE
2bhb,
SEFGED . FRERIEHRIT 3 mm 7 1 A7 1
B, BB 1 AOH MR H PCRIER A
WCERETREOBHNFRE THH C L&
FLto PCRETAMDERMABRELED
REZHIC S ZHDTERTHA EEL DR
BDT, GBIy —ADRART Y —=
VSR SFER LW EEL T 5B,
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BEHTFX A b OCRGEEZMXTERYIMER @
BXO—8BTIH. BREOBRATEENEThIRANBYET

(DMD) CPK
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DNA 9
(PCR)




