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onj

ERELEOVLEEOE VFRARE - EIL
NHBEADZUAEICRIBEE ()
JLrrk=voy
TalIzUXBFOANAT 40—

1. BEEZREOHERICDONT

BEEIN| LT F=yr»
ToIEFRSL | BR9E4 « L R=28E5mg
ST RGN P Y S I

FYEL - FEf - AR BT B R
Y A ha 7 4 —OIRBRILSE R, GIEHZETA K74 > Of%t) Bt

- HAVNR MR
© HAMRE RS
HENE | W8E - 2R Tavz s XHF A T 4 —

it - H&E WL RAICIET L F=Yr 2 LT1 H5~60mg & 1~4 [H]
CREREORGT 5, i, Filin, FERIC KD EEHEET 5,

BRE « R K Y
W& - HELS
DELNE (7
IZEVIED)

e

2. EEANRICBITHAERLOBLEMIZDOINT

(1) EISBEROEEMIZ OV TOREYSME

IR OB D SRR - BSOS CUT. THES#E) 13 7a2v =
YEBFHUA Na T o —E, BEEOHEBRTH L0, WROEITHAALHTH Y |
AEAERICE LWEEZ RIFTZEnD, T4 ICiE4T25 &k L=,

(2) EFREOHRAMHEIZONTORZS M

FRFT R AR IS 6 1 [E CTIIUKGR S TV d OO CKETE 2 (American
Academy of Neurology) 7 A R7 A SNCEHE SN TND Z E5END, BOKEIZIB U THEHER
FHEICMIEMT O THRY , ENCBIT AR cEEE2x N2, U] (1
T kLT,
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3. FRKRFO6 HWEDABIKRFIZONT
(1) BMAFeHEOAZBIKERUVHERIKTDOEFEIZOWNT

1) kE

NEE - BhR

ML - &

AGRAER (123K

EHick 2O H
)

Tz XM A Ma T 4 —OFPHE « FRIZOWTL, AR E N
Ty (BIRAITH- TuZen) (2012 4F 4 B 27 ABTE),

k=11

(RS

2) HEE

RIRE « R

M- &

AR (El2id

EHick 2O H
)

W

Falz XA A a7 4 —DEE - RICHOWTIT, EKFE S
Ty (BIR AT TuZen) (2012 4F 4 B 27 ABITE),

(RS

3) ME

RIRE « R

M- &

AGBAEH (F72i3m

EHick i 2HEOH
)

i

Fa o XA A a7 4 —DEE - R HOWTIT, EKE S
Ty (BIRA 1T TuZe) (2012 4F 4 B 27 ABIE),

(RS

4) 1LHE

RIRE « R

M- &

AR (E2idA

ElZkT DDA
)

W

Falz XA A a7 4 —DOEE - IRICHOWTIT, EKFE I
TR (BIFZEIT > TWewy]) (2012 4F 4 A 27 BHEI/E),

e

5) N

IhHE - S8

ML - &

AGRAER (F7zi3m

EZHT 2HFEDAH
1)

7L R=ya rOSEANTIAER I TWRY, F2, oIz oW T
by T XA fa T 0 —DORhEE - IOV TE, AR
SNTWARWY (BAIZZIT-> TV (2012 4E 4 A 27 HEILE) .,
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e

6) ZIN

IhHE - S8

ML - HE

AGRHEH (F7213%
I BIT DDA
1)

T vz XM A a7 4 —DOFPHE « FRIZOWNTE, AR E N
TV (I ZEIT > T (2012 4F 4 A 27 HEI/E),

5

(2) BRRFEG6 HWETOEENFERKRIZONT

1) K[

HA RTA 4% Practice Parameter: Corticosteroid treatment of Duchenne dystrophy

Report of the Quality Standards Subcommittee of the American Academy of
Neurology and the Practice Committee of the Child Neurology Society

ZHRE - R
(7238 - 2RI
HO & B FLHkE T

Tavz U XMFHIA a7 f—

ik - HE
(7T - HEICHE
HO & % FLkE T

HELERRAE I EIX 7 L F=>"> . 0.75 mg/kg/H,

RIVERIC X 0 BET 2 0N H 5554, 0.3 mglkg/ B IZE G && 5 L
TH, RIS RDINFERDRITRO LD,

W ARSI (12 7 AL Lo b TEERED 20 %Ll ) 2SEIE
HELTRDLNLEE, 7L =21 % 05 mg/kg/ H £ Tl L.
ZOMETEE 3~4 7 A%ICE T RER MR 725, 0.3 mg/kg/ H
ECRET L Z ENHREND,

HA KT A 2 OB

ZA
A

1. Mendell JR, Moxley RT Ill, Griggs RC, et al. Randomized, double-blind
six-month trial of prednisone in Duchenne’s muscular dystrophy. N Engl J
Med 1989;320:1592-7. 2

2 Fenichel °™ Mendell JR, Moxley RT Ill, et al. A comparison of daily and
alternate-day prednisone therapy in the treatment of Duchenne dystrophy.
Arch Neurol 1991:48:575-9. ¥

3. Griggs RC, Moxley RT 3rd, Mendell JR, et al. Prednisone in Duchenne
dystrophy. Arandomized, controlled trial defining the time course and
doseresponse. Arch Neurol 1991; 48: 383-8. ¥

4. Rahman MM, Hannan MA, Mondol BA, Bhoumick NB, Haque A.
Prednisolone in Duchenne dystrophy. Bangladesh Med Res Counc Bull
2001;27:38-42. ¥

5. Backman E, Henriksson KG. Low-dose prednisolone treatment in
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Duchenne and Becker muscular dystrophy. Neuromusc Disord 1995;5:
233-41.9

fii 5
2) &HE
A RTA %4 Diagnosis and management of Duchenne muscular dystrophy, part 1:
diagnosis, and pharmacological and psychosocial management ”
LRSS Tavx Y RFOA T 4 —
(E7213%h8e - P RICH
WD & 2 Ak PT)
AL - & HELEBHAAH B L R=> > 0.75 mg/kg/ H . 1 H 5,
(E7- 3 - Hilcl | /K 40 kg £ CIREBEMCS U CTHET S (RRkBEG 2 :30mg/H),
HO b 2 FRARE T B/ 2N 1% 0.3 mg/kg/ A,

HA KT A DR

=4
i

1. Manzur AY, Kuntzer T, Pike M, Swan A. Glucocorticoid corticosteroids
for Duchenne muscular dystrophy.

Cochrane Database Syst Rev 2008; 1: CD003725.%

2. Moxley RT 3rd, Ashwal S, Pandya S, et al. Practice parameter:
corticosteroid treatment of Duchenne dystrophy: report of the Quality
Standards Subcommittee of the American Academy of Neurology and the
Practice Committee of the Child Neurology Society.

Neurology 2005; 64: 13-20.

3. Angelini C.

The role of corticosteroids in muscular dystrophy: a critical appraisal.
Muscle Nerve 2007; 36: 424-35. o

4. Bushby K, Muntoni F, Urtizberea A, Hughes R, Griggs R. Report on the
124th ENMC International Workshop. Treatment of Duchenne muscular
dystrophy; defi ning the gold standards of management in the use of
corticosteroids. 2—4 April 2004, Naarden, The Netherlands.
Neuromuscul Disord 2004; 14: 526-34. *)

5. Griggs RC, Moxley RT 3rd, Mendell JR, et al. Prednisone in Duchenne
dystrophy. Arandomized, controlled trial defining the time course and
doseresponse. Arch Neurol 1991; 48: 383-88. K

6. Mendell JR, Moxley, RT, Griggs RC, et al. Randomized, double-blind
six-month trial of prednisone in Duchenne’s muscular dystrophy. N Engl J
Med 1989; 320: 1592-97. 2

6. Fenichel GM, Mendell JR, Moxley RT, Griggs RC, Brooke MH, Miller
JP. A comparison of daily and alternate-day prednisone therapy in the
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treatment of Duchenne muscular dystrophy. Archives of Neurology 1991;
48: 575-9. %

(RS

AL, KERFEHE Y ¥ —TFFi® 2 % — (Centers for Disease
Control and Prevention : CDC) D#%#E4%1F, CDCIZ &k » T#iTn/-
DMD DOZKr-CIEHRIC BT 5% < O a2 3K T2 84 AOFMELIC
E o T, BRINE L& LIigE 7 v— 7Tl 5 TREAT-NMD % D14 7)
DO EERENT, Tav o IRF VA ha 7 —DIRBEEICE D
THERINAFHEZOUEOICRD 2 HHLOTH D,

3) ME

A RTA 4

Diagnosis and management of Duchenne muscular dystrophy, part 1:
diagnosis, and pharmacological and psychosocial management ”

ZhhE - AR
(F 7z 1320hE - R
i 0 & % FEALE )

JEE &\ T

ik - HE
(F7- 13k - R
i b % FLH )

JEE] & [F T

HA KT A DR

=4
i

F[E &R T

ks

4) 1LH

HA RTA 4

Diagnosis and management of Duchenne muscular dystrophy, part 1:
diagnosis, and pharmacological and psychosocial management ”

ZHRE - R
(E72I38E - 2RI
HO & B FLkE T

Je[E & [F T

ik - HE
(7T - HEICHE
HO & B FLkE T

JelE & [F T

HA KT A ORI

A
A

Je[E &R T

(GRS

5) JnE

A RTA 4

AL

ZhHE - AR
(F 72 i320hE - R
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O B B R E PT)

ik - HE
(7T - HEICHE
HO & B FLHkE T

HA KT A 2 DAL

ZA
A

ikl

6) ZIN

TA RT7A 4 AL

ZhHE - AR
(F 7z 1320hE - R
i 0 & % FEALE )

ik - H&
(FE713HE - HEICH
HD B 5 ELHE T

HA KT A > ORI
i

ikl

4. BEEARITOVWTHREATER L -EBNVERABRBEIZDONT
EFET K0 FEME S - A R R SR BRI T 2

5. BEANBICERLIEANDLRXIM - REZIZDOT

AERIZBWTIX, 7L F=Yu kO 7L R=Y v ORFEREIZHOW T, LLFICE#E
L7z, 7L R=Y IARMTIIARIN TO R WDBRHCKE TIIAR INASEHI LT D
&, HIERTIEHEEESN T L R=ya vt o THIRERET L L, L R=yrr
TV R=Y UOIMMERICTH D Z EENL, TV R=Y VOBRKRBREICOW T L K=
Va r DFENER LR E T DBRICHRIAT 2 2 L 13RS Th D Ll LT,

(1) BELELEHRR, ENPEABRFOLARMIE L TOHREKR

< RO ITiE (RO R I I 5E) | MRAG R, SRS 00138 2 B ORI <5 >

XikT — ¥ ~X— 2 (MEDLINE, EMBASE, JAPICDOC, JMEDPIus, PubMed) % T,
T R=yr o XE TV R=Y BRI L T a2 o XBFUA e 7 40— (LUF,
[DMDJ t59,) ORERESEZ ML WD IREMHE Lz, £ o5, EIEA(LILE
BB, kDT A RTA LK Pars Ty - LEa—THHENTWD A RIRL, AT
T OME A FLH LT,
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<M I 1T B B R AR S

1) Siegel IM et al. Failure of corticosteroid in the treatment of Duchenne (pseudo-hypertrophic)
muscular dystrophy. Report of a clinically matched three year doubleblind study. Illinois Medical
Journal 1974; 145: 32-3. 1

DMD DB 14 5] (6~9 %) ZXRIZ, TV R=Y v OfRMEzET 5720, 7
T AR R E AL EE MR EGRER 2 3 L7, HiE- A&, 7L K=Y 1 > 5 mg/kg
Nix7 7R ERBEES L, BSHMIX3IEME Lz,

AR, FLOVEENLFE LWVE N ETO 7 B OHlIEREZ AV T 3 0 A EIZET
ML7=E 2 A, TR EEE i U TEROEITHEENE 22RO 6N 0
D, ZFOETIEDHEOONTZEEZDIITERAEIZREVEDTIERN-T,

ARV \i&h&@ﬁ%fﬂf@&///&&@#Mw%htoit it ) BREAZ
REHIME CMEOHFEED EABRBD R, WTNHEESIC o — L7\ A HE
Thole, £, BEERAFTFERIIRO NIRRT,

2) Mendell JR et al. Randomized, double-blind six-month trial of prednisone in Duchenn's muscular
dystrophy. N. Eng. J. Med 1989; 320: 1592-7. ?

DMD ® %R 103 5l (5~151%) ZXRIC, 7L K=Y OHME L LEMERFT 572
W, 77 AR R E AL E B EGRR A SE L 7o, s R L K=Y 075,
1.5mg/kg/ B XX 77 B RpnEh5- s, 5HMIZ6 W HE L,

ARMEZ, WTIhOT L R=Y UEEBIRIER—ORIGE R LTI, fi/iCix, 7L k=Y
VML T TR RBEL D AEICKE L (P <0.0001), FEMIFSRERZE CH RSO KIGE
RL, 4 BEREBERRE, B LD m BEIFILT L R=Y U BECT 7B RRECHRTHE
\ZHfE L7 (ZhE4, P<0.0001, P<0.0001, P<0.001), FRURIERE CIEZs MG & & i
KIFKJEN A EICSE LT (24, P<0.0001, P<0.001), & ~LFEH BIFT A B K&
O FIERRET A M b A EREEDREZ R L (£, P<0.0001, P<0.007), BEifHE
WCOWTIAERUGEZ R I 22T,

AT, WThOT L =Y U BETHEIEMN & LTERIRHZ<EBO6N, 77E
REEHCHEARTRERARNEEICE N2 (P <0.0001), 7 v 7BiEk CEHIELAEIC
Zmole (ZivEi, P<0.0001, P<0.005), {TEIZ(L, WLELEIR, SEIZT L F=Y
FCZVMERIDERD DL, AEEITRO b oTz, RIEE BNEZ 1 IR D S
Nihote, 2B, mHAERNCARHERN S CEWEAOBEEIZ AT o T,

Ubko7v R=v>r 6 0 AEGE&RGORBRNS, 7L K=Y DMD BE O/, &
B RE M OB RE ISR 2 A2 R STz,

3) Griggs RC et al. Prednisone in Duchenne Dystrophy. A randomized, controlled trial defining the
time course and dose response. Arch. Neurol. 1991; 48: 383-8. 4
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DMD OB 99 il (5~15 i%) ZX5UT, 7V K=Y > OFME L BeEE2 R 572
DI, 7T R REEL L T HE R 2 £ L7, S BRI, L k=
0.3, 0.75mg/kg XiZ7 7 AN 1 H 1 EEHICKEG S, &GHIRIZ6 WA & L,

BRMEL, A NIEHER L OESHEEZ G LTV R=Y UBETIRE 1L WA E T
EHL, 20%TT7 F—IZELT 6 WHETHER SNz, I ERBETII ERZRESTIZ
BEPERIITAR T LT e, S NEEHERO G MEHERE LD A L3 —2ADKRA

kN GEERRMGNS 10 B, 1A, 2 0H, 3 ARG IH) ICBWCEN- 208, #igt
%%ﬁ AL 3 WA ETITRD e n-oTz, EIRE 6 I AR RIZBWT, IFEEETIE
77 R AR AN THEIC NESREE . Frtgae A GEENZIR. 9 m BBENIRFIH], 4 BRPE Bt
SRR . 2 UL B BOEES B L,

ZAeRMIE, BWERE LT, MAERTIEY vy 7 8lE (T1%), 2E (41%)., BEUT
(68 %) MOz, KAER T, 77 B REEE EN R >y, BATTHE DM H
ZoaL7e (P =010), (RESEITWEEE HICRO LR, JRIFEBG2 7 H ETIIAEEE

YNV (WASIRESY

bz &nn, 7L R=Y % DMD BHFIZHSDICH NSEE -6 L, Z0E
NROBRE LT L K= 0.75 mg/kg/ H DG ETRAKTH -7,

4) Rahman MM et al. Prednisolone in Duchenne muscular dystrophy. Bangladesh Med Res Counc
Bull. 2001; 27: 38-42. ®

DMD @ BHEFH 19 fla BRIV F=Y u O E R 572012, EBIEAL
CHEEMREGRBRAZ I L7, HE - HEIX. LV F=Y1r 075 mgkg/H XIEZ 2
D EERG L, KREMEIZT6 WA & Lz,

HEMEIL, IR, RS RERR A (30 7 « — MBI, EMIN S ONH B3 D
BEf) ROMEREZ L — RIZDW\W T, EX I D&&G Li-ay ba—uff L i LT
SHFERICHE B RUGENEO bl (P<0.05) 25, 4 BPEE: AR, mighmER (7 v
TFoFFT—EBRORT IV RT—8) REICAEEITRD IR oI,

5) Backman E and Henriksson KG. Low-dose prednisolone treatment in Duchenne and Becker

muscular dystrophy. Neuromusc. Disord. 1995; 5(3): 233-41. ©

DMD DB IR 37 il Kk O g —Rfj o A a7 4 —D B 4 4] (4~19.475%) &8I,
7L K=Y 0.35 mglkg DEWE L ZEVEERTTT 572010, 77 2R REESL

B X iR A IhE U7-, G - AR, 7L R=Y 12 0.35 mg/kg/ H X7 7 &
AL, BEHIFIESH 6 7 H & Lz, DMD @ % IR 37 ffilh 22 filiZ AT rEE CTd -
77

DMD @ 5} AT RIREBINZ I T, FEFA NI BEEITRRD bR o 123, FR A 113
5# 3 AKXV 6 A DOWTILT S UGE T ORERIEN 7 7 R & i L CHE
\ZZ 2> 72 (P < 0.001), 48 /1134 5% 3 7 H Tl UT AL DIEFIHIN 77 & AR & g
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LTHEIZZN -T2, 2Dk 3 WA THEZRLUGEITRD b oTz, BHITHEREEIZ T L

R=>vnu  BE5OREYO 3 A CREFEREMRA (4 BEFEBABERER], 10 m BEREf]) 237
T AREEL D EGE B L DIEREN A EIZE o7 (P<0.01) 23, IRD 3 HHTEHE
R HWEEITRD e hoTz,

DMD @ 3B AT REEFNZIB N T, EFMH IOV TEEFEITRD bR -T2, SR/
INFHEE% 3 W AKRDNE A OWTRIZBNT S 7T BAREEL A BT ) Ok 38
AWM R BTz, B/ M OMSEERMRAE Cl3A BERSGEITRD Lo Tz,

ZAaMIE, 12 7 H ORBROMICER 7 CTh o7 1 BIBKRERIN (6 kg) ZHHIZ3 T H
PINIZHIE L, 2 BIABELE L7 (1 BHEAR, &9 1 Bl hEROFMHICAREIR .
HADOAT v A RIE CEREINS ST RRER CIXT 7 BRI THEICE o T2 (P—
0.02) 23, ATHIREFI CITAEEITR O IR o7,

6) Fenichel GM et al. A comparison of daily and alternate-day prednisone therapy in the treatment of

Duchenne muscular dystrophy. Archives of Neurology 1991; 48: 575-9. ¥

Mendell & D3R 2125 X fix . DMD DB IE 102 #i] (5~157%) Z xRz, 7L K=
O AR LRBRSOAER O ZEM A T D701, BAEA{L EHE MR
AR 2 Ik U7z, G - ARIEEAT T 07 78 AR L7 LV R=> 1 1.5 mglkg/ H %
BhH SN RET 25 mglkg. 7 L K=" 0.75 mg/kg/ A %z £ 5- S 7= #E1% 1.25 mglkg % B
AT6WH&EEG L,

AMEX, I OWTHRATT D2 ARG ORBF R LR LI 2 A, BG4 3
F AR R CIRFRIZEOWENRO BV, 6 7 AR T NI ABEITIE T Lz,

TRMIL, 7y v ZHEEROCANERREARE THARE LD Z RO NN,
TV R=Y rORGHMOREOENCED EEL LN, t\ﬁmﬁﬁ% ITEVE
b M R EHINERR B &5 T L7223y, BWEH ORBUBEICHBEZITRD bz -o
7o

7 ) Griggs RC et al. Duchenne dystrophy: randomized, controlled trial of prednisone (18 months) and
azathioprine (12 months) Neurology 1993;43:520-527. *?

Griggs H DR N5 kix . DMD OB IE 99 il (5~155%) AR, L R=Y 1,
THF ATV R OHEEAGE T OFRME R O L etz at T o720, EIEA EHERL
R A FE i L7z, HIE - AElE, 73 2o 7L R=> 1 0.75 mg/kg/ H & 581X
TR, T R=Y203mglky HEGRK QR T 2R EGREX T F 47U > 2.5 mglkg/
RAzEmL, 12 ARG Lz,

HIMEICHOWTIE, L R=Y2 075 mglkg/ B + 77 B RFBEHGRICBWT, Dl s
18 1 A EIZHOWT T L R=Y U OZNRDBFRD B, fHHNED 36 %D N1 FED b
Teo 7THFAT Y EEGRCBWTH N OYEITRD HLT, 7' K=Y 0.3mg/kg/H +
THFAT Y EERICBNTHL T TF A7 kb EREIRITFBD N7z,
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LAAMEIZOWTIE, REIN, 7 v 78, DGR & ORI E B 1TEZA L,
FEMFE, ERESTEE, SN, TEhodcE, ARE, 28, EBUTE, RIRE, 5
WIEDORIWER RO bivle, 7 TF A7) O GICEE LIZRIERIZERD b o7z,

8) Beenakker EA. Intermittent prednisone therapy in Duchenne muscular dystrophy: a randomized

controlled trial. Arch. Neurol. 2005; 62(1): 128-32. *

AT HIREZR DMD D B 17 B (5~87%) ZXRIZT T B AR RIE/EA L _HEMAZ XL
WEERBR A I L7, FVE - &I, 7L F=Y1 075 molkg/ H X137 7 R &2 H DD
10 HE 72Tk Cie - L, &G HIMIZSEH 6 7 H . WHIBATE COWERMIZ2 VA & L
77

AIMEZDOWTIE, 9 m BEIFAFH YA br 7 0 —O#IT TR L T EEIT T L
FN=Y o BEMOTTNT 7RG I AEICE» -7 (P=0.005), 4 BWEBSA BRiH]
DIERHE S 7'V R= U MO REEICEN>T2(P=0.02) . MBS DILH F73
DI CITAEEZN R o7z, 7 v R=y U GHEY . 20, B, Eh
N7 7 e REHEMEVHEICEF Lz (P =0.02), =i, PR IEZE Lk
Molz, REHEIEEIXT L R=rv &5 E 7 IR G CENRPo T, METNT
NOHMEL —ETHoTm, LEHEEEE (Brooke) (ZZLIX72 -7, THEAEREE L 13 T
AT, 1T 7T L R=Y & 58 grade 1705 2 IZIE T, 201X 7 7 R &EE5HIC
grade 2 7> grade 3 (AKX F L7z, QOL I13A EdGEILR o7,

LRI OV T, BERHE 7V F=Y 5812 16 #iH 10 4] (63%) 25 14, 7
7B ARG 16 Bt 5 41 (31%) 6 HFOREIWEH®ERH -7, BIERDNEREIC X 25 Bk
o7, BOLNEREIERIZ. Wb 7 v e, 2ok, S, 2326,
BEOLETH -T2,

< HARIZET L IR ER S

A AENIC Té%f%%’%#éiﬁ%@@bt#% AR 2 AL LB aRIBR O Rl 1 7
Mol DMDICK LTV R=ym 25 LT ARSI EEERE S L7z, TRk 8~
10 & DJEAERER « APRRIF R FEEIZEIZEHB VT, DMD, Xy I —AIfio A ha 7 ¢ —
BTV R=yarE2&kb5 LRI W THEIN TS, DMD 2% (5~135%) (%}
LT, 7V =Y 015~1.04 mgikg DR R &GO/ - HETHWLA TR Y | EE)
BEEEPTERERH] (TR D IERMIA~DEIR Y | JERMLY B EMI~OEIR Y | EHE, AT,
BEER 9 Be A [%) . BN FICOVWTHEENRBDO LN L, HRETE6IHEIZHOIZ-TF L K=
YurinEEENTWAZ L, AERSE L CRERN, —#\tar 27 a— g LE
§r\;%# WO BN D ER RS TNS W E7- 1988 £ 5 2009 4 E TOR

CH—JEix T DMD L2 BEZxgi il Lic, 7L F=yr  rORIZHONTOR
ﬁﬁ%ﬁ%;kwf\DW%%%%W(7VF:VD/&5W:MW\#&5W:EW)
O ik BT 0.5 % 0.75 mg/kg O H 91 10 HE#5- L .20 H REAEE 0.5 X% 0.75 mg/kg

10
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fEHEPEH DML 5 molkg # 2 BRI G ThHo7=Z LB I TnWb, £7-, 7L k=
v a BT H EATEENME (ADL) 13X 13 f51] (93 %) T G-BA4A 2 1 A LINIZEEN AL S
ATy, BATHERETE MR I3 10 7% 6 0 A CIERGHIE ZnedhoToZ &, iET 72
HACDE->TT L =y ary B ST\ 2 & BIFERIE. 14 §id 11 i C3R S,
PREHEIN - JE3E 7 61, BT 3 61, BT 3 B, FENEED 1B TH o728, BIER TS5
Bl L7JEGIT R -7 2 ERRE SN TS 2O, ZDOfIcHE - HESHER T -H
FIZBWT, 075 mokg/ H OER &G OHE - HETHWOLN TS Z ERHEIL T
2 21,22)0

(2) Peer-reviewed journal D#&EE. * % - 7+ ) S XAFOHERR

1) Manzur AY et al. Glucocorticoid corticosteroids for Duchenne muscular dystrophy. (Cochrane

Database of Systematic Reviews 2008; 23(1): CD003725.?

DMD & A%t & U AR R kiR 6 7k (O b 5 BRI 7 L F=Y I 7F LV R
=y b L) 2OV T, DMD IZKT IR 2500 U7z, MEAEA b
B 4B 249 1) OAZ - TF U RZBNTC, ZaarFaf Rike AL L, #
N B OEEERE A SGET D 2 LR SN, TV R=Y m O b 2R L - &,
0.75mglkg/ B DHERE G TH D, I EAB LKL T/ LaaLFa s REETELGED
AR ER L RERIN, TEIRE, 7 v v 7k, 2E£TH D, FEHFKREIC
BT OEWEIABICT 7 ERELD 20, BRMICEEZR O TR T,

2) McMillan HJ et al. Duchenne muscular dystrophy: Canadian paediatric neuromuscular physicians
survey. Can J Neurol Sci. 2010 Mar;37(2):195-205. %

8 DDOEEIEALHEGRER (ZD 5 b, THREBNT L F=Yr I 7 v F=r Oikli)
IZBWT, aFarTaA R DMD BEIZIHIT 5 71 K ORe R iR & O Sogzh R
MRINTNWD, L F=Y idkkx e l& (03, 075, 1.5 mg/kg) KOG AT =
—/b (EH, A, BAD 10 H) eSS Tun525, 0.75 mg/kg/ H o H #2573 U
AP e XX T 4y FONRTZUANRERS ENEREHESE LTHE, ST ANLLILTNS,

3) Manzur AY et al. Update on the management of Duchenne muscular dystrophy. Arch. Dis. Child.
2008; 93(11): 986-90. 2¥
BHEOLZA, ZhazalFad R DMD OIRRICBW TR LA REMTH 5,
IEAE L LGB AR D, TV R=Y I X DIRED 6 WA ~2 FMichiz0 ., f5i7)
MOREZLELSEDL Z ERREINTND,
T R=Y o bIH IS HELKUBEHEIL. 075 mg/ky/H ThHDH, 'L R=
VS UXIET 7 7 a— FOFEEIERHERTIL, arTFaxTaes RORMEA G
BDEVEDSH > T- DMD OFIRIZBWT, BITHRREDIER, FFREETEDIRE S BITLAHE
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Fe ORI BE O BUEIE OWRD DG ST d, ZbaalFas RoOEE &5
XD TIE, EEZREM. FRCEMOITIXEERNNA LN D, HEEITIX, 2
FazxFuAf FREEEGEOBED I 5O LICHBT 2HERRBEHTH L,

aNFaRrTaAf FEEX, TEXIUIYIMO@EPL TR/ 2IER] (4~6 %)) THAh S
. TGS TRWIRD | Flvom adbe rleeZ/ NEIZ b & 535, TR TIX. A2
LORWER =42 7T H0END L, 7LV F=>Y 1 OZiEbHiGHE 0.75 mg/kg /
AL, REIBORGTUTLIIRARTE L, BEERAERER RO LN S, MO
B s U IR R I Ko T, Rt =2 U v HEFEK ORIER OE B
MMARETH B,

4) Report on the 124th ENMC International Workshop. Treatment of Duchenne muscular dystrophy;
defining the gold standards of management in the use of corticosteroids 2—4 April 2004, Naarden,
The Netherlands Neuromuscular Disorders 14 (2004) 526—534. %

12 7 E 32 ADOHEME (RE, 1TEHINE) 1280 DMD WEEIZ OV TR S 47z,
KK 4R o~ % —  (European NeuroMuscular Conference, ENMC) D% 124 [a] A > % —
FraFtnU—rvay FOWEE, DMDIBRICHT 5 AT e, K (XL =y 7
L=y EOT77%a—K) OfHIZONTEEDLNTND,

7L Rk=vnrr 075mgkg/H GEAEE) 2N, KLIROLHETHD Z ENEESL
{BHESGRBRIC L > TOREN TS —F, 7L K=Y 12> 0.35 mg/kg/ H 1% 0.75 mg/kg/ H 1%
EORERST, Fo, 1.2mglkg/ H TIHAEMPIRITRO oo tc, A7 A R
DOHEABEOTET AN SIVTND Z I OWTER S, fOREEEZRT 2
X, BEERREICK T2 2L Th D EfEm L T\ 5,

RUWERIZOWTIE, REEME OMTEZE A R b Z<MESNTND LS, AT
A FIEREPICBIT 2HEFFRIZOWT, R/DRIZT 2 T THITE 2 AFEERITHIGT
Hl00FE=4Y o 7HBE LT TFRE#HINL TS,

<E®T=XUJVHEH>
TEA L, RE, SR, CEE, MR WE, RSl HAEER. ANk, SRl

5) % Duchenne/Becker Blfif 2 2 k1 7 ¢ —3RMIEHR 2 & 1A 1997, 85(8): 1240-4. »)
DMD KUy 1 = At v 7 —DFRIFRIZHOWT, LUTORHEDN & 5,
- RS 7R R 2L EER THEL DT ST FEM O T, BRMERH SN o e ME— D3R
W7 L F=yurrThd,
- TV R=y e rob A% T2 DMD B Tl fi 1mEhigsedcE 3k 5 10 H B
EHAO B L, M2 FEMFHET DL 9 Th D,
CREHIIN, WA AREFL, 1TEVEY . RREE. 28, B, AR, HEEER, R
EORWER»R & %,
*DMD BHIZ7 L =Y a v OIEHFEZ WO LT RENICTOWT, BIED & Z AWk
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A S i AV
- DMD O ZWiHHeE LT-FES T, BESCEENOA v 74 —L R artr FaETRA
AT 9 ONREETH B,

6) JIHFE YA bu 7 4 —OIZEDHES LR ~DIEH MB Med Reha 2005; 51: 1-8. %
DMD OEENEREIS FIok 3 2L L LCLRIREEAT oA RO L F=y v
EEOTWD, EHEEOTa ha— L LT TFORENRS D,
D 0.75 mg/kg % i H 10 A flERef& G- (% 10 Hdfes G- 10 A FIKREE)
© 0.75~1.0 mg/kg % I H #% 5
@ i 0 & AMEIZ 5 mg/kg & %5
FTo, BHGRENE 4~5 0 DL <, —RICIIBITREEIC R D ETHERTHZ &0
ZWne S, BHER E LTIER, 28, TRRFEREND D LTV 5,

(3) HEEE~DFREMBRE L TORILEIRR

<WFEINZ ISV T DR ELEE >
1) Harrison's Internal Medicine 5 18 iz (2011 4F) 27

CHAPTER 387 Muscular Dystrophies and Other Muscule Diseases DIRIZFUNT FEed L 9 I
s Tna,
[F 2y XAFHY R var 7 4 —DIRE]
Jaaangaf RO7L R=Y 2 075mglky/ H #5325 L, T o= XAHY
A b7 4 —DTE IFEMECTHEIZELORY S, JVvazaTaf NEEIL, KEHE
MEEHFOY R R3EHH10H, BETERWEELH D,

2) Goldman's Cecil Medicine % 24 it (2011 4¢) %
DMD OIRIEIEN FrED L o Icit#fish T3,
[15%]
7L Rk=vnryr (075 mgkg/B) 137 2> = XBHY A a7 ¢ —OBT A hES
WK O DAt ORERE A IER S H 5,

< BARIZIB T 2 BREE>
1) 4 AoihEsEEr 2011 4 >
BIA IR T 4 —
[FEdiiE]
1 FHMETICRT BI85
WATHEENHBT 5 5~6 DRI EAT v A N1 25,
KR TFoORE 1~2 FELES, L K=Y 1 05~0.75 mg/kg/ H £7-1% 1.0
mo/kg/fE H 23 B 0 . 0.75 mg/kg/ H 2 1 A 0FIH D 10 B 595 Fikb H 5,
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REIMUAMCEEZRBIER TNV, BWERIC TR L CREE, &5%E%
T 5,
(5 pl) v k=488 (5mg)  1.0mgkg 701 HiR#%. MHE&ES

&=

2) MEERIK 2008 BT HTRRAATT L 30

(X, - ) OIEO [198. i A hr 7 4 — « 2 A 3F— | [ZB W CHEIE.
ERHE. BWERZ: Sl Ttk &EnTnd

(G#F%E] Duchenne BHF TR b0 T4 — (BITRIEEL/DMRE) (RESESSMER)

HIZ TR < EHE — LR
1) 7L K=Y o> prednisolone
(k4% : JLk=vynoy 0.75 mg/kg

Prednisolone)

2) 7L K=y prednisolone

1.0 mg/kg
(@& : FLk=voy -~
[=]=]
Prednisolone)
[ L]
H1E, 8%

[ &I1E & i)
—fxE e AT oA RORWERICIN A, ¥1C DMD B2 ik, &k « e s
AUENRBD, RS L CIIRECLVEEE R IIARERLETH S,

(4) ZFREXIFEBFEOZEAA FS5 4 U~DEEHKR

<IIMZBIT DA BT A 5>
1) Bushby K et al. Diagnosis and management of Duchenne muscular dystrophy, part 1: diagnosis,

and pharmacological and psychosocial management. Lancet Neurol. 2010; 9: 77—-93 ”

KERIRE B % — TRt % — (Centers for Disease Control and Prevention : CDC) @
%A =T, CDC IZ X » TiEITN 72 DMD OZWriaIck T 22 < 02 RE&T 25 84
ANDFEZE HIZ & - T &M%¢@&Ltﬁnﬁ»—??%éﬂ%NWMD%@%ﬁ@%
MRS 7Z, DMD DIEREFEICE W THERE S NS FEZOMICHEY L0 bDTH
Do

ZNvaza)F aA Rid, DMD BEOFH ) M NEFEEDK T2 ELE, S HITMBDY
A7 &b L, Mtk 2 ZESE5 2 LIHEMHTRETH HME—DEAITHY . TDMD D4
TORFIZH LT, WEaLTFaf NEELBET L2 L amHiET 5 LddlianT
Wa,

ML - HEICHOWTIEIUTORE N S TWND,

B 5-BRAAIREINIT 2 Tk PL BT EEERE DI EN L F o2 (77T b— L e o 7R
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RS, HERSNDBBARII T L =Y 0.75mg/kg/ H O A #5-Th %, K5 40
kg &£ CHREHIMIS CTHEET S0, 7L R=Y gL LT30mg #ikKE (LR
ET D, MROINIFED LNRNEDD, A LNDRRT ¢ MBRD B D /TR
1% 0.3mg/kg/H TH 5, (Fig. 1)

Starting GCs
Prednisone Deflazacort
075 mg/kg/day 0-9 mg/kg/day
First line unless pre-existing weight and/or Consider as first line when pre-existing
behavioural issues favour deflazacort weight and/or behavioural issues
Age <2 years Age 2-5 years Age 26 years

Improving (typical): GC initiation

Improving: GC initiation not recommended Improving (uncommeon): consider BMD

not recommended
Plateau (uncommaon): monitor closely
Decline (atypical): consider

Plateau: GC initiation recommended
Decline: GC initiation highly recommended

Plateau: GC initiation highly recommended
Decline: GC initiation highly recommended
Non-ambulatory: refer to text

alternative diagnoses/concomitant
pathology

+ Consider age, function (improving, plateau, declining), pre-existing risk factors, physician relationship with family
» Ensure immunisation schedule is complete before initiating GCs

Monitoring side-effects and factors to consider
when using GCs

| If any side-effects are manageable and tolerable

4"| Incremental increase in dose for growth to maximum weight of 40 kg (prednisone 30 mg/day or deflazacort 36 mg/day)

—Dl If in functional decline and on subtarget dose, increase to target dose

4>| Continue even when nan-ambulatory for retarding of scoliosis, decline in pulmonary function tests, and possibly heart failure

| If any side-effects are unmanageable and intolerable, then a change in GC regimen is necessary |

L’l Reduce daily dosage by 25-33% and reassess in 1 month ‘

I—Fl If side-effects are still unmanageable and intolerable

Consider lowering additional 25% on daily schedule; minimum effective daily dose of prednisone is approximately 0-3 mg/kg/day ‘

If weight gain/behaviour are main issues, consider change to deflazacort or high-dose weekend

|

If patient/parents are about to abandon treatment entirely, consider 10/10 or 10/20 intermittent schedule

Figure 4: Schema for initiation and management of GC medication in Duchenne muscular dystrophy**#*
See table 2 for more on monitoring side-effects. BMD=Becker muscular dystrophy. GC=glucocorticoid.

Fig.l 1A ¥ — 24

Flo, BWEMSE TE B &5 L TEAMEEN 2 WEEIZE, LTOME - &z AW

LT ENRESNLTND,
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Table 1 Alternative GC dosina strateaies

Prednisone dose* Deflazacort dose* Comments In case of side-effects
Alternateday  075-1-25 mg'kg every 2mglkg every otherday  Less effective but consider when a daily schedule has Must reduce dose if
other day side-effects that are not effectively managed or tolerated  side-effects are not
manageable or tolerable
High-dose 5 mig/kg given each Friday  MNotyet tested Less data on effectiveness as compared to a daily schedule  Must reduce dose if
weekend and Saturday Consider as an alternative to daily treatment, especially if  side-effects are not
weight gain and behavioural issues are problematic manageable or tolerable
Intermittent 075 mig/kg for 10 days 0-6 mg/kgondays1-20  Less effective but has fewer side-effects Must reduce dose if
alternating with and none for the Consider as the least effective but possibly best tolerated  side-effects are not
10-20 days off medication remainder of the month  regimen before abandoning steroid treatment altogether  manageable or tolerable
GC=glucocorticoid. *No set dose ranges have been dearly accepted as optimum.
Table 3: Alternative GC dosing strategies

¥, BZHAONDEWERE LT, 7y 7 E, B, 2E, SE - AfF -8 %
FEH BEMOEREN, TE L, SRR, mIE, MRRERE. B REVE, Mk
PEIES, ANEE, FERD LK OEITY 27 O, IA 7V RRbiFonTind,

2) Moxley RT 3rd et al. Practice Parameter: Corticosteroid treatment of Duchenne dystrophy: Report
of the Quality Standards Subcommittee of the American Academy of Neurology and the Practice
Committee of the Child Neurology Society. Neurology 2005; 64; 13-20
DMD D BRIk LT, 7'V F=Y U35 ), RS RER A o OB RE (2 & L THZE 7R

MENHDLZENINETITRENTE Y, 0.75 mg/kg/ H O H & 5219 & LTt s
NHRETH D, REM TRESLERGE . 0.3 mglky/H £ TRET 2 & 21RITD RV,
BERUENRNRD N, JvaaLFad RORBEEITR IICHTI->Tix, Aotk
KLOEWERICOWTE=2 U U 7T MR H L, BIWEM (KEHN, 7 > 2 ZEREIN.
BHE. B, 25, HIEEER, T9EME) ORI HOWTRHHMET 20BN H Y |
W OREIINAA UG A%, 5 8% 0.5 mglky/ BICHE L, & HITREINAF O
TohiuX, 3~4 W H#%IZ 03 mglkg/ HETHET L Z LR EIND, ZvaanFad
RFREIE. U A7 OFEMEICOWTHRF L7z ETRESNDHIRETH D,

3) Finder JD et al.Respiratory care of the Patient with Duchenne Muscular DystrophyATS Consensus
Statement. Am J Respir Crit Care Med. 2004; 170(4): 456-65.3"
aLFarTaAf ReRO&E5325 L, DMD BEOfAELZHMS T KT %
EOLEDLZENDNRoTND, BIENRANRT 4y ERHDITH 0L T, aLFax
TuaA FOEMIITERLH Y, —RICHEE S AT RVWORBRTH D, 1FLAEEDR
BRIZBWTanFaxT o ROKBRGRHIL 5~15 R TH Y, Y8R THL, 7L
F=> 13 DMD DIEBR TR bIMZES N TV LEY TH D,

€iizny
CRPROMTE TR A X T v A FIC X DEBIERRIERE~D KT ¢ v D& fEE S, E
BTODUEND D,

c AT uA RNARIGEZBAA L, IERE 2 HERF 32 HikIL, MR OEMZE L r 7 F—
DAL= L CFEBEOWIIEHI CRO HNH XX Th D,
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4) de Groot IJ. Guidelines for the use of corticosteroids in Duchenne Muscular Dystrophy from
paediatric neurologists, neurologists and rehabilitation physicians. Ned Tijdschr Geneeskd. 2006;
150: 684-5.%7

FT UL TEBM R L VERESN, 4T MRS AT AU T - g
VERROFT o HINRR PSR ORKREZT A RT A4 ThHD, DMD EFIZEBN
T, RBEBITOE D IERDBD NZGEITIE, OB ERITEE LRV RY | BHIC
ANFaRrTof RCTHETLZE2METLZE TV F=Y ok HEE LT,
0.75 mg/kg / A i A £ 5- 3L R % G- (10 A &5, 10 A FKREE) R HERI D Z &0
s Tna,

5) UK North Star clinical network for paediatric neuromuscular disease management. Consensus
statement on the role of glucocorticoid corticosteroids in Duchenne muscular dystrophy. *¥

FHBMER SN 7 vaarFaf RELTT L =y erii#isncns, M
%« HEICOW TR, BISAAEIX 0.75 mokg/H, e RKELHEIT40mg/H, H#EH5EA7rY
—VITHE A G R OMRES (10 BR#S & 10 BRIREOBRDIE L) MRS TE
0. BHERAMNEZ 254, BERETLEINTWD, £72, EE, BRFE. 55
T B2 AT 2 BE IR TH D & S, ST _EEIER & L T2k,
(REEN, FEME, BEET, MHEEOK T, mife, g, MEEER, AW
b, EEERFET TS,

<BARIZBTLHA FT7A %>
HAREWNTIE, FRICRHE LI/ NERZIRTA F7 A4 O TDMD 2 Y EiFTnsd,
7k, ENCAER - AR EMRIIZE o 2 —2011 4 (SRR 23 4F) FERE - Pt AT ZE BH g8
WIEHEREL LTOV R bu 7 ¢ —OIRBRILAE G, QISR A R A - OFFEEE (Y
A b w7 —BRIRBFIEEE) 25, HAMREFE MO H AN S B RIT DMD ORREH
A RTA % 3FEFTHTIERT 2 T ETH D,

1) NEBRBHATA RTA 2 (2011 4F) >

DMD DIgIEDEBEEZFEN L THY | ZOFTAT oA FEIEIZOW T TO X S5 L

TW5o,

- 2005 412 American Academy of Neurology & Child Neurology Society L.V, 7L K=20.75
mo/kg/day & 5- 23 ST & LT S, TOHTC 6~18 1 H ORI G TORGT
X, 7oA LM EHERBRICB W TH A OSRENRD SN TND (BT A LUr
1),

< BITER & U TIRERINE Cushing BREESINRBO b TW5, K0 EHESOEIZHON
TIHADE VI BEXHL OO ETFT U ALULRNTH D,
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6. AMTORARERR (B RUERARERREIZIDONT
(1) BEZARICRDIAMTORARERRE (BF) FITOWT

AN NT, BHEANRICEE T HBF I T Tn7Zen,

(2) BERBICHRSAMTORKABRBRER VERRERAREICONT

6. BEWNEICFRDENIOREICHR « FREFIZOW T ISR LIz B | BRRITES
W= X DRERRIZBN T, AR TORRKRBEHEERRESNTND

7. DHMBEOIZEHEIZONT
(1) ZEERBRICHEANBEANICETSHIETVARVBARANIE T 2BMEDKREFHEIZD
T

BHHANKED I L, DMD IZxtT 57 L R= v OFPEIZOWTIE, 5. (1) TR L1
MR FRBREE DR NI STV 5, Mendell & 213, 7L R=>"0.75, 1.5 mg/kg/ H XIZ%
7TvR%E, £7-. Griggs b Y. 0.3, 0.75 mg/kg/H XL 75 R % DMD HE % %412 6
AR, ARG T 57T AR RIEEA L E SRRV, ZhENGH AW
EESEEO A BERWENRDO LN L2 RELTWD, it Rahman® 5%, 7L K=
=2 0.75 mg/kg/ H Xixe % 1 D % DMD EFIZ 6 7 A, HAKLGT 5 EIEA L _HEHR
HRRICBNT, TV =y r U5 TEHMG ) L OEBERRO G ERIGENRO LN &
PHELTWD, 512, Backman® 51k, DMD HBE A2 XIZRIZ L7 T Rt BREME AL

BERAANXEEGRRICBWN T, L K=Y 12035 mgkg/H % 6 7 A5 L= & &I
K OESEREO BB RULENBO LN L aHE LTV a,

Flo, BEINET U R=yrrohEiid, Bk 6 ZEICEBW TV TR H AR I TH
RN OD, ENIIDOEED T A RT A 2 R OFEREIZB O TIL, DMD 12K HIEHER G
BFELE LT, 7L F=Y o 0.75 mg/ky/ Hi#E H &G 23 BB T adkm Lfﬁﬁéhfw
Fio, WA KT 4 2BV T, 0.3 my/kg/ H XA RIKHE L L TRBieiadt quaiﬁ
SNnTW5S

N6 b, BENFIKRLAEANCBIT DT AL, ZETICEEINE:
ARG L ED TRAMIZHIBL T, L TWE b0 LEZLND,

AFIZEBN L, BRRBRICL 20T v A I R0 b 00, [ERNOZEREICERER 2R T5E
EE LT, L=y ?0.75 mgkg/ HiEE H &G NFGEHEH ST, WNEBZETA K74
VTCHZET VALV T OME s HEE L TR SNTNS

Fo. RONTERTIEH 223, EWNEFRENS. A mf%DMD@%%
N=> o UAMER S 4L, EEERICEENT O b Z &, omquawiaﬁﬁ@m@
MAETHERSNTWD Z LRI TND

é%_\7vb%/m/@%%@%&0ﬁm&mowf\E%%-A@%%%#ﬁ%ﬁﬁ
BB EEZENE X TRAMICHET2 &, L =Yy r X, HAANTO DMD (2
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LT —EDOAMERHIFTELEAITH D EEXD,

(2) BEEARIZERDANEANICBITAIETUVARVBEARANIZE IT2REHDREEHEIZD
T

HANKEDH H, DMD IZxT 57 L R=Y urorseticonTid, 5. (1) 1R LT
ST ORGRRBROFE RNME SN TN D, Mendell® 513, 7L F=Y U H G TIIRAIER &
L CEmME SN T TR L THREIZZEBD N & TEIZ b, {HEEIEIR
FOESENELBOONDMHMZRLIZZ L 2@ LTWD, Griggs?bix, 7L =Y %
B ULI-RECRIER E LT, AR TCILY v v v 7HlE, Z=ROBHITEN T 7 2R
X L THEBEIZZSRBO LN Z &, BRAEHF TRITUENZ B N EmE R LD
EEWELTWS, FT-. Backmane’fb . U R=Y u B GRETIRERINN T T 2 REEIC
KL THERIZZIBONZZ 2R ELTND,

Fo, RO A RTA VEFITBW T, DMD IZxT 5 7L R=Y r v O GRHICEE TR
EEWER & LT, 1TE 2 b, RREIH], RESGM, BHRRAE. MFEResE . . Mk
RE, HEEEE., AN, REZEERHIT N TN L0, %<i7v%*/m/@%’
HONTWAHENEH EFERTH Y, DMD BEICT LV R=y n U2 LIESGEIC S, lofkE
%kféﬁfﬂ774»Kk%&%£@&%k%x%mé;k\E%éhk7vbz/u/
DINEEIZDOWNT, ERNIADT A BT A BRI FIARER inE L LCRldishTnd 2
k%%izék BIERORBUCHEE LARN LT L =y u 2@t Ak - AECHERT
DA, BENFIROINENOLENVEAR D =T A IBEICHENL L CWD B XD
e,

AINZBWTIZ,. DMD ICxT 57 L R=Y v o OERREE FHFERBIC 38U T REHEIN, R,
BHOTE, Bt v AT e =l B, SE. 28, BT RNERRD b2 L2
HENTWD, £z, B TEREDRE T HLEMEEHIZIH VT, DMD B2FIZXH L TT
RK=>'wv % 0.75 mg/kg/H O H £ 5-O Mk - HETHEM L7ZBEORIERRE X<, 0.75
mo/kg/ H DR H &G XD 1 (RIEREE & LT, 3808, IR SUIE OERK) O0ATH
ST, BHEHMENRITHES S BEVEOFEIZIZRA NS 505, FL F=Y 1% DMD (ff
AL IS SN AEEGLOEIERICIIFICERE T REHZIRD LN TRV E
Bz, £, ERNTA R74 2, FREFEFITBWT, BITEH & LTRETLE, KREH
M\Wﬁ\ﬁyV/ﬁﬁﬁﬁ\éf\Kﬁ\ﬁkﬁﬁﬁ\ﬁ%&kﬁﬁﬁéﬂfwéﬂ\w
THUHEEC T L F=y m VORMCEICTEERES ATV IFHELE ThoT-, I HiL, 7L
K=y 1 OBAROBEII BT DLEMEITHONT, BiEE - ANFEEL R8T 5WMEITAS
TEHRnNZ & NI BIT ST L F=yr rOEEMEICE VLT, DMD IZBWTRA ORIVER
DELDBENNREINTW RN Enb Y, 7L K=Y % DMD (Zxf L CTEH L7k
WRHCHEETREFRTR D NN EE X b,
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PLbEZEEE 2T, AFBIcBW T L =Y 2% DMD 2% L TG Lo 2233
RAE L& 2 7=,

(3) BEERNAICHRDIAMBFEOZLMHEICDONT

(1) M T S v7e 4 SO EEA L HEGAER T, DMD [Z%F LT 0.3~0.75 mg/kg/ B @ FH &
P THM: - BEMERHRE STV,

(2) ERNIDTA T4 > ROHEREIZEBW T, DMD (239 5 FH &#iFH 1T 0.3~0.75 mg/kg/
HnBBrhdtdm L it shTung,

(3) AFITBNTEH, AFICHEE T 0.3~0.75 mo/kg/ B % & To & T O B R
INTW5,

(4) 7LV F=ya rOERIZONWT, BiEE - NFEEZ R TEREITH 670,

(5) 7L R=y v BV TBHZHM LN TWHEIERZERE, BARANIIBITS 7L R=Y1
% DMD IZHWE A ICE R AR FOBBEITRD bW ELbh5,

LB S | Etaald, DMD I LT L F=y m o2& 5 LT OF 0 & OV 2L
I ERFITH D LT D,

8. MEE - MRRUAE - AEZEDRHEDZHMIZONT
(1) %hEe - ZRIZDONT

7. (1) KO (2 2B\ THRLZEBD, DMDICEL T, 7L F=Ya ot - &
VTR ENTWAH EEZ LD, [Fav o U XBFBHE R ba 7 40— ZBIZNHE - 2R &
THIEDREYTHDHEEZD,

[#hae - W] (RS E)

Qe E - IMERER UKk, FHRZGT) (2L, —RIEMEOGGITEHENE
TLHEREAR IS Z B AL, I OMAI TN R+ 070 & ZIZHEMEAWD Z &),
KRR (X7 N EERAZ 1) . DimERE, FAER EIE,
SRV LIE (RARHERER A5 de) . /ANEREYR . BURAR R FE,
FREERER, T a2V XBIBO A a7 4 —

(2) A - BEICD01\T
5. (1) IRi#k L&k, M CEi SN 4 DOEIEAI LR TIE, 7L K=
v 1 0.3~0.75 mg/kg/ H O3 H 50> DMD 26 5 BZMEA R ST D, £, Bk
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EH6 HEOWTNIZBWTHARINL TV RN DD, ERNNDTA RT A 2 R OHFRZE
IZHBWT, 7L =Y r 2 ®O DMD 2T M HBHER I T . HEEFEIZRA -/
W X572 < 0.3~0.75 mg/kg/ H D H & G- BIieiadtm L CRis ST 5,

E 52, ENOEFREIZBWT, 0.75 mg/kg/ BEAHESTHOOHONTWD Z & AR
SNTWAD,

AN DOEJRE % 60 kg &GE L7281, 0.3~0.75 mg/kg/ A 1% 18~45 mg/H & 72
D, BEARIN TS L R=y e rofik - HE @a%., RAZE7T L R=yr ok
LT1H5~60mg % 1~4 [EZ3EIREOEG-3 5, 7k, Fln, ERICE 0 #EEERT 5. )
DHEHHEANTHY . 7L F=Yy v OfE - HEIZZIRICOIZ 5 RELZZ O TRE ST
HZELBETHE, DMDIZHOWT, Hik - HEZFTZICRET 20T\ EE R D,

B, T R=yuarOEANGIIEINETHL EEBEXLND I E0D, FROTA
R4 URBREECTHTEREIN R ENDEIREZ EZ L2 5N-0T, L - HEICH
T LHH EOFEEICBWTFEERDOHTA RIA4 V%, BRHOEHRESEIEKEGETHELH
ETHIENHEY THDLEEZ LN,

P bZpEzC, L HEEOHE - HEICEET26H EOEBIXFRRo LB &
THZENHY THD EEZEZ BN,

(Rt - HE] GIiilciEdT 2 4E T e,)
WHE., RAIZIEZT L F=Yrr 2 LT1HS5~60mg % 1~4 [0l &R 0595,
¥, AR, EIRIC X0 EERET S,

[ - HEICEET2EH EorE] GFrziciReE T 205623 780,)
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