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Fave xR Y2 bo 7 4 — (Duchenne muscu-
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% % 5> AR IR - i R O R AR 2 7R3 il ot
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DMD D& RT3 X Getafimali (Xp2l) IZF7EL,
DTy Y v EESLER2300kbD YR ba 7 4 v
#&fxT (dystrophin gene) THV, YA+ 7 4 VA2 I —
FLTW5,DMD Tid, YR bB7 1 YiBEFIcRE, &
', WL SRy RERE, 2T 54 v IRELEOR
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07 4 d, FRIEEE NS T A IaEE TS 4 v
NOBTHLEMN, F- 77 FvEVR 0T ¢ VEES Y vt
JEICHEALT YR Mo T 4 VY v BEAK
(Dystrophin associated glycoprotein complex : DGC)
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HEESNLELE 12 5 oD BRI & e b, Ak
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B L 727 v % V20T OWMEEREEIC X b, HlalE ek
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HORF L5 SR T aes e s nTn 581,
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5, GRMD WARIRTH 21 0ICilE - BhnmEtcd -
12205, AIETIR GRMD OBisEE % HWT/NITH
R L2 iR E— 7V RICATIRE L, ++ ) 7 R%E
e, ZDF v ) TREMBE -7 VREBAR LTS C
LT, E=Z DY A b7 4 —K (Canine X-linked
muscular dystrophy in Japan : CXMDJ, VI THiY 2K)
DOYEHITEREN L 72 i ¥ 2 R OEGARREIR P BRI HT
13 DMD &34 219,

£ TDMD EE% DMD © € FVEMNICH L, HEx
72 MRI ¥ — 5 v 2 % F W CTEE RS O IEZTRITS 5N
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IV - Ry AR (GAd-DTPA :Gadoliniumdiethylenetria-
minepentaacetic acid) 7% & D MRIEEH DG %A
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DY AR 2 8HDE 9 88 & W\ 72,
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MRI #8123, 3.0-Tesla MRI & (Magnetom Trio ;
Siemens Medical Solutions), XU EFFE 18 cm ® AH
EZEMUE T A vAEW, MhRFiO T1 @i Eg (Tl
WD, T25F W& (T2WD, A5 H T 158 3 5
(CHESS-T1WD), N&liiiE T2 st (CHESS-T2WD),
&R T1 s EE (GA-TIWD, NbiEEsE T1 s mg
(CHESS-GA-TIWD), BLU T2 EHEDHD<ILF T

a — T2 5@ HR (multi-echo T2WID) R %1T - 72, 1&
5 A&l ¥, Gadolinium % & 2 &l T » % Gd-DTPA
(Magnevist ; Bayer Schering Phama, Berlin, Germany)
RV, BaEmGRGEENIC 0.2 ml/kg %2 K — 5 X THk
g5 L1,

MR %O E&FITICIE, MRIZEMNEOY 7 + Y =
TEMWI, 3y HEOIEFERB L UH ¥ 2 RO HIFTHE
Biis LR, 7o GREIRE I 3 Ao ME
DOBELMAE, (ROI : regions of interest) Z#E L, T2 HEB
£ O CHESS-T1WI, CHESS-Gd-T1WI, CHESS-T2WI @
2558 (SI:signal intensity) Zll5E L7z, 8T, &
Hi{% D background noise DIEUEREZE  (SD.,) HHIE L
Too 20T, TNEN@ ROI OfE 545 (SNR : signal-
to-noise ratio) 1IZ2>WT, LIFD L HIcHH L ; SNR =
SI/SDairo 1E52AETE%  (CE ratio : contrast enhance-
ment ratio) 1§, CHESS-TIWI @ SNR (SNRprecontrast) &
CHESS-GA-TIWI @ SNR (SNRpostcontrast) 2 VT, LITF
DX HICEH L 72 ; CE=SNRpostcontrast/ SNRprecontrasto < 41
TNEE SN/ 3EHDOROI D T2, CE ratio, BXW
CHESS-T2WI @ SNR (SNRcugss.row)) D A2RD 12,
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PRIEMERE AR 2 EMAiETH D EEZ SN, —
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&, BERHRIE, FRHERLRR OB My NIE DI kR 9
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TiWI CHESS-T1WI
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X 2. 3, Hi GEYIHD OIEFE RSB LUH ¥ A RO MR g, MR (55 0ERNFHE, 3 » HEOIEFER (A) BLU
iy 2R (B) o T1adEEE (), EHIHE T1s#EEER (b), T2 @R (o, &% TLMHEER (D, 5

DivERs T1 da s (o), & X ONENHIH T2 M E &, Rt 4, Lt.: Z#l, TC: §ilEE,

EDL : Efit

i, IEHREB X OH Y 2 ROBIREH B L OEM GO (C) T2{E, (D) CE ratio, (E) SNRCHESS-T2WI, * :

p< 0.05, **: p< 0.01, Error bar : fE#EIEFE
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HhER T1 G (o), B X CIBMINH T2 smidmf, Rt A0, Lt : Zfl, TC: BilgE. [EEABXOH
U2 ROFIRERICHE TS (C) T2{E, (D) CE ratio, (E) SNRCHESS-T2WI,
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