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Goal of this study is development of new gene and cell therapy approach for neuro-muscular disorders.
Especially we focus on muscular dystrophies and try to establish dystrophin replacement therapy. 1) We
have generated series of viral vectors for gene delivery: containing maker genes, LacZ and eGFP,
various short version of dystrophin with or without eGFP fusion gene, skeletal muscle specific
transcriptional factors, MyoD, Pax3, and Pax7. To drive these genes of interest, we have also prepared
series of promoter sets, ubiquitous promoters: CMV, RSV, and CAG, and skeletal muscle specific
promoters: Human Skeletal a-actin gene promoter (HSA), CK6 (modified Creatinin Kinase promoter
version 6), and MHCK7. 2) We successfully presented ‘cell-fate control therapy model’ of DMD:
Fibroblasts derived from mdx mouse tail were trasnduced with a myoD-ER(T) gene, which is regulatable
myoD, then myo-converted with Tamoxifen ex vivo as well as in vivo, to have ‘new muscle cells’ to
supply a therapeutic micro-dystrophin protein in mdx mouse muscles (/9. Kimura et al 2008). 3) We
have also reported at least two year period of dystrophin gene expression after in vivo direct delivery
with lentiviral vector into mdx mouse muscle, In this case, we demonstrated pathological and
physiological function were recovered after dystrophin gene replacement and delivered gene were stably
exist in muscle satellite cells which were muscle specific stem cells (/7. Kimura et al 2010). 4) We have
also generated Lv-mediated transgenic mouse to analyze promoter cassettes for therapeutic gene
expression. In these animals, we have checked gene expression levels in various tissues such as skeletal
muscle, heart, and others, also shown fiber type variations of gene expression in skeletal muscles (2.
Suga et al 2011).

| T T R




2008 4 & 1, 400, 000 [ 420, 000 [ 1, 820, 000 [
2009 4 1, 200, 000 [ 360, 000 [ 1, 560, 000 [
2010 4 1, 000, 000 [ 300, 000 [ 1, 300, 000 [
FEE
T
&t 3,600, 000 1 1, 080, 000 4 4, 680, 000 [
WIS EF [ B

L DR - HH -
A IR

1. WFFEBAE S MO 5

Duchenne ! ;2> A 17 ¢ — (DMD) | % 4 FE A3
< (1.8/3,000~3,500 814 5 ) | 20~305% tH &
TICFER AR 2 DARAETHLETHATFERED
AN T 4 —Th D, Yk Eixz DG
PR BOIRARIEE A BT 578 O aij B BT
D—ETHD,

19874F-|ZKunkel 220305 AW FHIFIEIZT
BERBm AN T RTEL . RARIEREIX
ITWEESRIZATRE TH A EBIAIC FHISN T
77, L LRI04 RRIE LT24 THRATEIE
IXERBLL TR, BEIZIE, Y Ate 7 o
— xR R 90 1L 1989 4F I FV B
EL IR ZE DTN TWAN 274 Bt
O TV, B IR FRBFIEIZ 1990451
IZHRED EBRENY) (w7 A) L UL T TR
HFe it A TEY ., 200645 10133 —ay L2k
ENZ BT A koligo. AAV vectorZ 7= [
RIGEAT RN G E > TS, LOLAENHING
DIFGEOHEIT—BIHETHHEEN, BHIHIC
M THRAENETIEODICEEL &
A BRI ~DIG 220N 075720,
AZUT DCossuPD 7 )—TF13 B ¥ O I
BRI PN AFAE T DEEA N SR 0 MR 2 VR
ARAIICBE G L, EREY (w7 A A/ X) L UL
T, —EDEEDRE FIF 0D, FEAEIC
BOTIERL MR 2 —0RASIZES
T, M A, B iRl OR#EIN A
B U 109223 E D Hi TN A,

2. WHEOEK

T2 13 PR AL EER O R A iR B IR
DORR” % KEIEEL THBIT T\Wb, BIRRYH
EL T, #E5 - AR T 4 — %2 — 7y NIE
DR BE R IR R HE “dystrophin”
%38 A5 (replacement therapy) Z&ThH D,
WOEANBB T2 KA BLCELL I F Y
ANVARY Z—Z N, DB A& 5 e R el
Fad KO ZE R ERMAR AR L 7= 5151, o
IR AATHAI NS FE R TH D, £72, fF
SRENML DX AT Dy A a7 4 — oA A 7R
BADIRWVIE AP SNDE T, BEERDKE
WeBZHD,

3. Mo Hik

ARIFFRIEREL2DD/ =N/ H D,

a) LU TFUANARTZ—DIER, &F /LE)
WD ANARY Z—Z B 5-(in vivo) L,

PIELRERARIE S - PR

F—U—F (D) @il 2 MRHEER Q) HvA ey o— (1) BIEFIEK 6) B - &

B A CE AR T T 2 A satellite

cell- BEHHA pericyte) (2RI F s 1 (VAR

7 i ) A A LR (4R ) o

(o FRBLABIEEL WA AR RO RE

R i) N NS i g G R R

b) A, B BRIV 3 LMoo AR

(NEWGAER, AT 72 L) Hko il z€ 7

L= ALVEELL ex vivo 816 1R AT,

B v e | 3B A A M~ D o3 (b 2 i L

A, EHAS. HUIL DRI EEEAL |

JRBRFRY | PR R RE R 21T O 8%

FHEIL TUVD,

AR FNEEL T,

(1) ~—Hh—1&{5TF(LacZ, eGFP), D%
HaM dystrophin & dystrophin/eGFP fusion
AR T BRI~ DR Lk a4
123 K+ (MyoD, Pax7 723881t
MY T ora—3%, =T
HEK293 /el THE HZFEILL , FACS,
western blotting, ffE YL a7 CHERRA
|2, Lentivirus vector Ef%HH 7t M
AT %, FEBLI By (T FTAIN) DIERL
BTN T, HEIBLS ORENT | HIRREE
FHALDO TR, Yo N OB HE LA
Ea—f—Z2bHinD,

(2) FBm ha—/LE CMV, RSV, CAG 72F
DOIEFFRA T 0T —H—LISMNT BT
¥ FL17)72 Human Skeletal a-actin gene
promoter (HSA), CK6 (modified Creatinin
Kinase promoter 6), CK7 728 %t 5005,
TIARIN e KRR S r—0 7
77 23R 2 (pCMV-VSVG-RSV-Rev,
pCAG-HIVgp: =A4F%EDT51E) 72 L3
& (pRSV-REV, pCMV-VSVG,
pRRLsin.cPPT-X-PRE: Naldini % D J5i{k)
LEHIZ HEK293T MifdICh T AT =73
2L, B EICE S TUA NV AR AR
Mg L iaTF =795, ZORERIC
T EORE MIE R LEE2D,

() HEE BT VENY (mdx vV A) (T
5, BRI LT a) EHEERRE, b)
FHIRNTEA o) BIRNF G2 T EL T
WD, PEFES 48, 4 7 A 1 F (XU 2
g) B LU C IR R HIE T

(4) BBITERE AT A ZFRL HE Ju
mGomori Y70 8 DY ta 515N
Z.. §t dystrophin HTfA G4 (dys2, 6-20,



H-300 FOHEZM ), GFP (B #8122,
VBN U THL GFP HLifa M ) |
dystrophin B4 /37 (a-,
b-dystroglycan, sarcoglycan complex,
syntrophin, nNOS 72& ;%%@L%Wﬂﬁ'ﬁ‘éo
TR LT kLR~ B 4 i sl el & 2 Pl
L, B AR R, i el 2R
{ﬂﬁ‘j—éo . _

(5) ETAFRFAYRH & L TEE I O
P DO FEA & LT specific force &
contraction (2§ 4 DM PERERZ1TH, —
HRDE A SO TR 263 R
A1, )

(6) ex vivo gene therapy DET /L EL T, #45
FRBAE 2 5 LTS, mdx <7 ADNDE
Bl B REAT S R, IR, i
H RO i 21522 B2, 1ERDH
BRI R DO FIEASZITL | i,
growth factor (Z modification Z 1% 7-4#
HDFETIT,

(7) ex vivo {G¥E: % Lentiviral vector |% MOI
10-50 OZMEC 1RO L 2T A [RIRELZ FH
W BB T8 A%1T), Southern blot 1%
BEIWQ-PCR & (v — I —%FfF o4
— D41 FACS, X-gal Y4 (APT Y&
4) | Western blot 1£) (&> THae% ., B
MRS,

(8) MyoD X Pax7 ¢cDNA % modify L7z A
727 " FfD Lentiviral vector (240
dystrophin vector & [RIRFIZIAHRE (B Is T
BN VBRI ~D o LFFE, 4y 485H
DRIAT H% 2 TND, ZOHAIT5%E
Yeft, . Western blotting (1% C, A
{5 FOBERE AT &2 /0 (bR HIHERA D
ZETITO,

9) EF NI (mdx ~ 7 AN H FRAEALT
9o FEEREIKIL, FRARA (2 FEIR) . Bk
N ORENIR) | B PESHIC LD, A
ARSI AN IAE FH L 72w, 7272 UES
U & DT IMIE T )T D50
FOSITAEEINDT=01Z, EARITER D F
(2 FK506 D1 Ofe -7k T ha—
VAT,

(L0)RREHE AL, A& - ORI 1T 5
I PR RO 720 R R E) A B A TR
BALL U THEAS T OUNE /), ATEVIRNT 2
TV % (RiR)

4. WFERR

FT. BEMEICHNDT AN AR Z—DAE
R OV DIERE DR A I 27807 ~— T —
B15F(LacZ, eGFP), IO MR dystrophin
& dystrophin/eGFP fusion 8151 ‘BHHH~D
R B EFH S AL 3K+ (MyoD, Pax7)72&
Th%, CMV, RSV, CAG 72 & DIEFE R 7 1
— &2 —LISMT, B #& T FE S )72 Human Skeletal
a-actin gene promoter (HSA), CK6 (modified
Creatinin Kinase promoter 6), MHCK7 72& % H
Wiz, TRTOFEBD YR, TAIVART S —
IETRRSNAFRBLZ MR TET,

(2) FAEIR myoD-ER(T) %~ 7 A H SR AE 2 H4M
JAIZE AL ex vivo 3L W in vivo T tamoxifen
IZRDE R ~DEFHE BRI LT, ZhE

BhiaRE BRRL-ET VOIRHL, mdx ~v
AFREIH~DBHER dystrophin BA5E ANIC
KB LTz, (19. Kimura et al 2008)

CWERR L= <7 % —LvHS A dys/eGFP %
mdx mouse ‘B A I CIE G EL T, BHIRI72%
BAMERR L, FRICAEBLFRIRHIE L TE S O
IS HE M - i D REA & L T specific force &
contraction {Zxf 3 A HFRERZA TV, T 7Y
D IHILE T AP F & RE 2 [EIE LT
WAZEWHRIRTET, (11. Kimura et al 2010)

(4 E=7 v E — 2 — O FisH I O 7 2R M
DD, TNENDFRBLI By MBI
—ZHW TgM T %A LT, A MSCV
Tt —S—E AWy N CTE R, D,
2% figits D FEBUEEA T LTz, B & 5 O i #f
HEX A TN DFRBLOENEIALNZI LT (type I,
IIA > IID/X > 1IB, ZILHDIERRICHESE T'm
T — IO G DI LD IRE IS H D
AIREMEZ IR S LT, (2. Suga et al 2011)

5. ERRERLE

(RFFEAREEE . WFSE 003 M ONHLEERFZE 12
1T

UdesEsmse) (BE 19 14)

1. Ishizaki M, Maeda Y, Kawano R, Suga T,
Uchida Y, Uchino K, Yamashita S, Kimura
E, Uchino M. Rescue from respiratory
dysfunction by transduction of full-length
dystrophin to diaphragm via the peritoneal
cavity in in utrophin/dystrophin double
knockout mice. Molecular Therapy, in
press. 2011

2. Suga T, Kimura E*, Morioka Y, Ikawa M,
Li S, Uchino K, Uchida Y, Yamashita S,
Maeda Y, Chamberlain JS, Uchino M.
Muscle fiber type-predominant promoter
activity in lentiviral-mediated transgenic
mouse. PLoS ONE, 6(3): 16908, 2011

3. Ikeda T, Kimura E, Hirano T, Uchino M.
The association between dermatomyositis
and papillary thyroid cancer: A case report.

Rheumatology International, in press.
2011

4. Yamashita S, Ueda A, Hirahara T, Kimura
E, Hirano T, Uchino M. Fulminant
myelopathy following neurogenic proximal
weakness associated with human T-cell
lymphotropic virus type 1 infection.
Internal Medicine, in press. 2011

5. Mori A, Yamashita S, Uchino K, Suga T,
Tkeda T, Takamatsu K, Ishizaki M, Koide
T, Kimura E, Mita S, Maeda Y, Hirano
T, Uchino M. Derlin-1 overexpression
ameliorates mutant SODI1-induced
endoplasmic stress by
reducing mutant accumulation.

reticulum
SOD1



10.

11.

12.

13.

14.

Neurochemistry International, in press.
2011

Kimura E*, Hirano T, Yamashita S, Hirai T,
Uchida Y, Maeda Y, Uchino M. Cervical
MRI of subacute myelo-optico-neuropathy.
Spinal Cord, 49, 182-185, 2011

Miura A', Kumabe Y', Kimura E*
Yamashita S, Ueda A, Hirano T, Uchino M.
Diffusion and ADC-map images detect
ongoing demyelination on subcortical
white matter of an Adult Metachromatic
Leukodystrophy patient with autoimmune
Hashimoto thyroiditis. BMJ Case Reports;
10.1136/bcr.01.2010.2631, 2010

Kimura E*, Goto H, Migita A, Harada S,
Yamashita S, Hirano T, Uchino M. An
adult Norovirus-related
encephalitis/encephalopathy ~ with ~ mild
clinical manifestation. BMJ Case Reports;
10, 1136/bcr.03.2010.2784, 2010

Sakaguchi H, Yamashita S, Miura A, Hirano
T, Hirahara T, Kimura E, Terasaki T,
Maeda Y, Uchino M. A novel GJB1
frameshift mutation produces a transient
CNS symptom of X-linked
Charcot-Marie-Tooth disease. Journal of
Neurology, 258: 284-90, 2010

Kawano YT, Nakama TT, Hata Hi, Kimura
E*, Maruyoshi N, Uchino M, Mitsuya H.
Successful Treatment with Rituximab and

Thalidomide of POEMS Syndrome
Associated with Waldenstrom
Macroglobulinemia.  Journal of the

Neurological Sciences, 297(1-2): 101-4,
2010

Yamashita S, Mori A, Kimura E, Mita S,
Maeda Y, Hirano T, Uchino M. DJ-1
forms complexes with mutant SOD1 and
ameliorates its toxicity. Journal of
Neurochemistry, 113(4): 860-70, 2010

Kimura E, Li S, Gregorevic P, Fall BM,
Chamberlain JS. Dystrophin delivery to
muscles of mdx mice using lentiviral
vectors leads to myogenic progenitor
targeting and stable gene expression.
Molecular Therapy, 18(1): 206-13, 2010

Yamashita S, Migita A, Hayashi K,
Hirahara T, Kimura E, Maeda Y, Hirano
Y, Uchino M. Amyotrophic lateral sclerosis
in a patient with Kartagener syndrome.
Amyotrophic lateral sclerosis, 11(4): 402-4,
2010

Fukuoka H, Hirai T, Okuda T, Shigematsu

15.

16.

17.

18.

19.

(=

1.

RIER]

Y, Sasao A, Kimura E, Hirano T, Yano S,
Murakami R, Yamashita Y. Comparison
of the Added Value of Contrast-Enhanced
3D Fluid-Attenuated Inversion Recovery
and Magnetization-Prepared Rapid
Acquisition of Gradient Echo Sequences in
Relation to Conventional Postcontrast
T1-Weighted Images for the Evaluation of
Leptomeningeal Diseases at 3T. AJNR Am
J Neuroradiol., 31(5): 868-73, 2010

Yamashita S, Kimura E, Hirano T, Uchino
M. Tumefactive multiple sclerosis.
Internal Medicine, 48(12): 1113-4, 2009

Yamamoto F, Yamashita S, Yamamura A,
Watanabe M, Kimura E, Yamashita T,
Hirano T, Uchino M. Abnormal spinal

MRI  findings in  human  T-cell
lymphotrophic  virus type I-associated
myelopathy.  Clinical Neurology and

Neurosurgery, 111(7): 624-8, 2009

Yamashita S*, Kimura E*, Yamamoto F,
Migita A, Kanda E, Mita S, Teramoto H,
Uchino M. Flexor-dominant myopathic
phenotype in patients with His46Arg
substitution in the Cu/Zn superoxide
dismutase  gene.  Journal of the
Neurological Sciences, 281(1-2): 6-10,
2009

Kimura E*, Okamoto S, Uchida Y,
Hirahara T, Ikeda T, Hirano T, Uchino M:
A reversible lesion of the corpus callosum
splenium with adult influenza-associated
encephalitis/encephalopathy: a case report.
Journal of Medical Case Reports, 2(1):
220, 2008

Kimura E, Han JJ, Li S, Fall BM, Ral,
Haraguchi M, Tapscott SJ, Chamberlain JS.
Cell-linage Regulated Myogenesis for
Dystrophin ~ Replacement: a  Novel
Therapeutic Approach for Treatment of
Muscular Dystrophy. Human Molecular
Genetics, 17(16): 2507-17, 2008

(BF 36 1)

Suga T, Kimura E, Morioka Y, Ikawa M,
Uchino K, Koide T, Uchida Y, Yamashita
S, Maeda Y, Li S, Chamberlain JS,
Uchino M: Muscle fiber
type—predominant promoter activity
in lentiviral-mediated transgenic
mouse. 18th Annual Congress of the
European Society of Gene and Cell
Therapy, Oct 22-25, 2010, Milan,
ITtaly

Kimura E, Uchino K, Suga T, Koide T,
Uchida Y!, Maeda Y, Yamashita S,


http://casereports.bmj.com/content/2010/bcr.01.2010.2631.abstract
http://casereports.bmj.com/content/2010/bcr.03.2010.2784.abstract

10.

Chamberlain JS, Uchino M: Lentiviral
vector mediated delivery of
full-length dystrophin for gene
therapy of muscular dystrophy. 15%
International Congress of the World
Muscle Society, Oct 12-16, 2010,
Kumamoto, Japan. Kumamoto Citizens’
Hall

PR, BRI, RMAE , SFR
B, WIAEA, AR, NI
VT bay h AEFRERR IS T D

Ommaya Reservoir. 3 15 [l H AR
YUiE 2238 4S, 2010. Oct 8-9, fEEE =
—KT IV

KFFHERL, ARHE—, FEEME, A
PR, JORIEM, A&t M, FERZ,
Vw%ﬁ,M$i£,%iﬁ—%,$ﬁ
— Y Lo, R— /xmﬁﬁ
i %ﬁbt%ﬁi%% P I E
(PML) ® 1 5]—. %5158l H zlszﬁﬁfx,m Ui
%%CMﬁﬁ,mm BEE 2—FRT L

W re i, AR M, & /7, HE
#, Han JJ, Li S, WHAK_, IuT &,
BiH %5 Chamberlain JS, PNEF 3: &
NIRRT & 2 B & s & b
7 4 —DIRRWEFE. 5 28 [A] B AR
IR, July 15-16, 2010, A,
NV T 4 AR

WOT -, CEIREME WHEBE, KmE
:,ﬁﬁ W,MT,ﬂﬁwfm,MT
KEB, miH B, FEELZ, N R,
ﬁ%%Ziﬁ%ﬁ747V¥“r@ﬁ
W29 B AT A K-ciclosporin M%)
K. 5 28 [Al B AMRB IR TR,

July 15-16, 2010, A, /X7 ¢ 2k
biES

Kimura E, Uchino K, Suga T, Ishizaki
M, Koide T, Uchida Y, Maeda Y,
Yamashita S, Chamberlain JS, Uchino
M: Lentiviral  vector mediated
delivery of full-length dystrophin
for gene therapy of muscular
dystrophy. 13" Annual Meeting of the
American Society of Gene and Cell
Therapy, May 19-22, 2010, Washington
DC, USA.

Ishizaki M, Suga T, Kimura E, Maeda Y,
Uchino M: Transduction of full-length
dystrophin to diaphragm ameliorates
respiratory dysfunction in severe
dystrophic mouse. 13" Annual Meeting
of the American Society of Gene and

Cell Therapy, May 19-22, 2010,

Washington DC, USA.

1B, K P, PN, N
L &, miH s N

‘H_jl Ij\jﬁﬂﬁ#!
B 3 : Lentiviral vector Z H W 7=
Duchenne BfFY A ha 7 ¢ —&LEFIE
JENFSE. 551 [B] H AR SRS, May
20-22, 2010, AL, HEEEEZ +—7

W B, AR B, KA M, AimE s,
VR, B Eﬁi‘c: DJ-1 3785 SOD1
CHHAARH L Mt 2T 5. 28

11.

12.

13.

14.

15.

16.

17.

18.

51 [m] A AR#h 7 ey May 20-22,
2010, A, REEEETZ +—7 A

Kimura E, Uchino K, Suga T, Ishizaki
M, Koide T, Maeda Y, Uchino M:
Full-dsytrophin packaging in
Lentiviral vector for a gene therapy
of Duchenne muscular dystrophy. 17%
Annual Congress of the European
Society of Gene and Cell Therapy, Nov
20-25" 2009, Hannover, Germany

Ishizaki M, Suga T, Kimura E, Maeda Y,
Uchino M: Transduction of full-length
dystrophin to diaphragm ameliorates
respiratory dysfunction in severe
dystrophic  mouse. 17" Annual
Congress of the European Society of
Gene and Cell Therapy, Nov 20-25%,
2009, Hannover, Germany.

Kimura E, Suga T, Ishizaki M, Uchino
K, Uchida Y, Maeda Y, Chamberlain JS,
Uchino M: Mdx diaphragm muscle as a
target of dystrophin gene therapy.
14" TInternational congress of the
World Muscle Society, Sep 9-12' 2009,
Geneva, Switzerland

Yamashita S, Kimura E, Yamamoto F,
Migita A, Mita S, Teramoto H, Uchino
M: Flexor—dominant myopathic
phenotype in patients with His46Arg
substitution in the Cu/Zn superoxide
dismutase gene. 14" International
congress of the World Muscle Society,
Sep 9-12'" 2009, Geneva,
Switzerland.

Kimura E, Ishizaki M, Uchino K, Suga
T, Koide T, Maeda Y, Li S, Chamberlain
JS, Uchino M: Viral vectors mediated
dystrophin gene therapies for
muscular dystrophy models. The 8%
French—Japanese Workshop on Muscular
Dystrophy, July 3-4%, 2009, Paris
France.

AR W, B Az, N, e
H, Han JJ, Li S, WHA -, T &,
AifH %, Chamberlain JS, WEF fk: &
MBI LD EREELH YA N
07 4 —OIRENFZE. 5270 H ARk
B HE, June 11-12, 2009, REAS
RS

wORZ, AR H, N, HE
f, Han JJ, Li S, WHZA ., LT &,
A M *®, Chamberlain JS, AN :

Lentiviral vector % U 7= Duchenne
T A a7 4 —& a1,
%27EHK%%%%$%%£,mm
11-12, 2009, REATTEAfE

eIEipEim *ﬁF%ﬂ%fukm%z
ﬂ%Ey%, BORRER, 1R B, R
Z, N 3 VYyxo~7¢%0 K=
4%#%@Ltlwlﬁ”ﬁﬁﬁvﬁ
nsuazyy \ZRE S POEMS JE{m#E
DB, 2 ﬂjﬁ$%%ﬁ%?é%£,

June 11-12, 2009, REATERHE



19.

20.

21.

22.

23.

24.

25.

26.

217.

28.

i S, ARG, AR I, NEF
ﬁ:m/xlm74~ﬁiéﬁ A

HREME mﬁ%ﬁ%ﬁ@«@¢4
wx«ﬂ& L BB TEE 2T
lﬁlﬁﬁfﬁﬂfxﬁfﬁ*/\’%é, June 11-12,
2009, REARTTRAEE

Eﬂﬁr?ﬁfﬁ, A9 71, % %“fl\lj‘?ﬁﬂb;
—, AF M, #iHE s, N e Y
A ka7 4 —FT IV~ 7 ADMNRIEEE
ﬁ@*ﬁ& ORI~ DR 2R dystrophin

2 X DR RE . HR2TIE 1 AR

$$fxlnﬁ$”*/\’%§§, June 11-12, 2009,
AT RESE
KHWR NEFTLE, E OB, /b

h, A, WEHZ{:
[H %&, Chamberlain]JS, WEF 3k: B
hEgin % # —4 > k& L72 Duchenne
muscular dystrophy OVEEMNIZE. & 50
[l B AR a2, May 20-22, 2009,
i EEEE > Z—

WF B, A% B, AK M, Al
VUL, P DET UL 2

20009, ﬂh“lWW2/5~—

AT %, qRHEdR, & B, A,
WEF 3 BRIE~DO Y X br T VE
ﬂKié%VXFD74~%?w7¢
A D IERAEREC 5. ZE50[R] H A
BFBAE, May 20-22, 2009, {LiEEH

Rt 7 —

8 F0, 2I6A, AR H, MR,
Wi A (AR KA R MR N L) -
V<7, %Y K~ KRR ZED
LB~ o/ a7 ) v iESPE
POEMSYEMERE #5710 H AR PR 5 5
EEL. Mar 20-21, 2009, 47 =EEFS

Ku&*%

EE%M,HKER A+ H, #MFE
G MH%%»iﬁf%ﬁ,¢%am
BT, R OB, (L FOAER, 5,
R, NEF 3k IREMRaERE LS LA

FEEA 2 LT 7 AL ZEED 13
5. 2 13 [\ H AR RRILE R SR A
Oct 10-11, 2008, HAKFLAH

IE%’V’E LA B, I—Jﬁﬁiﬂﬁ\, T
B, Eﬁk (WF B, A H, 1
KRR, RiiE %, PR, N uﬁk

HWHEVﬂ?L»ﬁ %%&é?ﬁ*l/f; UFTEN TS

. Z5130A] E32K$$fxfichﬁir4/\’“/\

Oct 10-11, 2008, HARKFEEEE

ﬁ%%i KEREE, AREES, T
A H BEARFZIAEYT— 9
i) i%ﬁﬁﬁﬁf (X9 HEANE T
7 a—, %Mﬁﬁﬁﬁﬁumryﬂ
BT — g VHRERHINES, Sep
13-14, 2008, ﬂ:;% HEA YR

AN W, w EE, NI, HE
i, Han JJ, Li S, WHA—, [IIF &,
AifH %, Chamberlain JS, lj\??ér Ak -
a2 % — 7 > M LIy A
=t LM%%ﬁﬁ% %526 [A] A
AR T2, June 26-27, 2008,
PR T Y v RART L

55

H>‘L—“t}z‘f

ﬁ

29.

30.

31.

32.

33.

34.

35.

36.

wORE, AR M, B, hHE
&,E%%@H@$M%L

W, RTH s, NEF oAk s

L7z dystrophin &

2 AR iR

4> Jun 26-27, 2008, iU A

>
]
m

I s, AFt W, HEFERE, (L F
KER, miM B, FEHRZ, N Bk
Tacrolimus 23E%H T cyclosporine 234
2T o I B RIEWERED 2 B, 2 26
[]Eﬂﬁif?%§ﬁ§§§§é§§%ﬁé§, June 26-27
2008, HHEET U o AKRT )V

WEF SO, AP W, & F%, NE
i, miH %, Li S, Chamberlain JS, W
B 3%: Lentiviral mediated gene
therapies for Duchenne muscular
dystrophy model. #5140 A RE{5F18
RS Jun 12-14, 2008, FLIE,
AbIE E R

AlRHER, EsEA-, ATHE 8, NHEK
=, A& H, N eHtHRTT v
A VAT B — T PTG I~ O
dystrophini& A Z549[0] H AR A s
2 Mayl5-17, 2008, /337 ¢ affik

T EE-, AIRHERE, FARRES, /N
W, WA, AK M, AiH 6
NI 3k oA RE T f —EF L~
A2 D'ERT~D 54 dystrophin i A
ORhE. H 49 B H KRSk,
May15-17, 2008, /337 ¢ =ik
WK@% HEH2, A% H, il
s, NUF ok PR IC BT B
dystrophln O))%f BT A ReEL. 5 49
[B] H AR, May 15-17, 2008,
NV T 4 AR

A& H, Han JJ, Li S, Fall B
Gregorevic P, Haraguchi M, Meuse L,
B ORE, NETW, WEE#,%E
® | Chamberlain JS, W ® % :
Lentiviral vector ZHu 7= Duchenne
muscular dystrophy OVEEMNIZE. & 49
[B] A AR 4s, May 15-17, 2008,
IR T 4 AR

IF B, A& B, AM M, AiH
SEBF B2, NEF Bk A SOD1 /N
RN ER % 2 — &/F&Lt%%r
ALS OBARTIRHBAFE. &5 49 [] H Apf
B E, May 15-17, 2008, A%
=yt

6. WFZEi
(Dﬁ%ﬁ%ﬁ

*H

M (KIMURA EN)

REANE - EAETH R - Bh#

WFoe & 60433025



