DPTFEBEEMERS

HBoELHE M o FESE M
Mmool B o TIESS M

B}E - MEBE
1. P FEBZNAR

1. HIFFARE o3

TSN 2k 72 A % 4 CIR BRI & 1S
T5, TO—DL LT, WIS PHLED
BREGUEZ £ U2 BRI b5, The 3
3L 7o B EE BRI i H sk O e Rk JAS-R X 2
DX B BEEFESIRTMIETH S, JAS-R
IR S OZALIC & > CEBER L RIFERE OO
TR 2R 25, e & el e e
HOBERLRER LD ThHbH, 22T, KRS~
M) v o Al EORREGM 2 BREREET L s &
52 EI2k o, JAS-RAMMIEE AImEMIL, S
512, W ORGHAAT & HEFE T A R & LT
DOMFERMPANE AL ST L e TE LWV T
LT, KEER T ClE, JAS-R MR
MlE A R Y OFBSFHES N, & 512 Anglo-
poietinl DFENFFETH 5o TN DEALAEE
PRI S L T2 0 LT 217> TWwh,

2. AT FLI-1 & x5t

R G KT FLI-L i3~y ZICHIMR 2R Z &4 5
friend leukemia virus OFEMEBAIZH 5 MInTF & L
TRE SN2 TNT TOZEIC L I, &
AT MR R ARIMER D 53 LIZ LT H b 2 & h35
Mo TETWL, O/ v 77w <7 ZIZIM/IMR
BIOMEBOEEAEIZL Y BESE D, €2
T, bivbiud FLI-1 o &5 1 s Mgtk T o 3
Watet L7ze 32 & @%EMEAmE (CML)
Miukko K562, KUS12, TCC-SHHEIZ 3B\ CHH
ING — VISET B T E VI L 72, FLI-1 121 iso-
forml & 2 DFEFE L, isoform2 (ZHIILE O AV AFHE
L, isoforml I I2HICDAGEIET B o FLI-1 A%
BRFTHEI L EFE 2N, isoforml 2HE [
FLLTEHCTWDLETHAHH) I EIFHETE 598,
isoform2 OHEREIL F 72 S LT v, CML 1
&ML (HSC) offEibe ZEz 6N TEY,
HSC Tt % 72 FLI-lisoforml 285 L T2 w2
ENRFRENDL, 72 CML M To b E 2
FLI-FI 2G5 L Twat &EE 265, £ 2T,
FLI-1 o #8E & CML O 43 FIFH B L UV HSC ol
B L CrES 2 O T B,

2010

0. HFEEZHMEL

1. BA N7 B F VAR SR

TEREE A X RS RS L, R
BIFREEBER>TETWD, LA L, MHEREDR
TR - ALFHRE TR ) SRS A DFEED
WELMETH L, AL, SRR BIT AR
B O Z O S LI Z 1T > T b,

LA N7 v FOVALEERILESE (HDACD &
A CHIEGEH 2% 5 2 E MG S hTw b,
HDACILIZE A F ¥ 7213 T% < pb3 b 7k F ik L
ZEALT B HOIEIEMIIRIE Tl p53 DZE R
WHAINEIEFF AL LS ET 5 MDM2,
MDM4 2SE 5B LCTw5, L2 #E L, HDACI
&I O BE RIS X B BRI S % KA A
HE otk 2 v CiET L7z HDACIs (Nv 7o
> fE & depsipeptide) X p53 % 7 & F VA L
MDM2, MDM4 & O #E& % ki5 L 72 Z O ik
pPo3 XL ¥ F T b & [l L %28 b d 5 2 & 23
BB L 720 F72 HDACI & gt oz L b &
bOTRFEL , WEFMBEDO 7R =2 A%
ML LTI,

2. DNA FRA vV A5 —¥ 1 HEREEREEO

st

DNA FHA VAT —¥IHEHEGEE DNA b
RA VAT — ¥ T EEOMEZ KA AMIL T
LTCwWh, DNA FRA VAT —VILRLZDH
REOD B & B2 b X OFEREZ W CMREF L,
LT LOEEL T I BEM O E LKA TV
o HIEETIC, DNA FEA VY RAT—FIDEF
AA 2 ETHEORESH S22 ) DDodh b,

. AFHEFME

1. FHEVER ZEMGAE 2B 3 2 F5E

W6 2 i JE (Spinal Muscular Atrophy :
SMA) & Survival Motor Neuron 1 (SMN1) #fx
T ORIEF 7213 ZRE TR 2 2 FI/NERMHI T
SCBRBE O AT O KT & i ZEE & 9
L HEROARSERIZOMBEEERETH L, B M
1%, SMNI & (213 2 SMN2 @ 5 T-AEFES 5 2%,
SMA FIEZFF ¢ 2 L X TE R\, il S, Wik
ZF T 5 D DIEERA DOE DB 505, 7T
706 FBOEM-ASMN2 TIiEY M v (O)
MAHF Iy (T) ICERSNTWT, SMN2 253
BEANDLHEOMRNA EHET 7Y B RE, 2
NOEDPHITIEFICHERET S SMN P pEA S LR
DTHhH, RNAKEE Y /37 1L RNA OO
HHW®5HTOXANIBWTHEEG L CZD UL % il i

— 239 —



LTWbe A7 FA4 v ZHHINER T T RNA #4
5 2N Ta BH hnRNP A1/A2 13 SMN1/2 O 45
TIIIYDATITA Y v ZICEERS L T2l
MAEFEH L T 2 EDMEH Sz, RNAL T
A ZRADEREDLEL I IV TDATIA LV T)
fRAEL, =7V 7%80 mRNA 2SWIN$52 &
MR ENT, —H T, mnRNP A2 iz ki v
> T ORI DR O T Tt 2N T S, IS
Ji BT SMN @ mRNA & OEHEOMESEH%E LT,
FIER L~V C SMN O FH IS L T\ 53
Hotzo ZOMMEMED D L, A2 13 OIREET
¥ SMN1/2 ® mRNA & fila A T & L T,
SMN OFIIRZMREL T LT ERbhrolze 2D
FHIZ, SMA DFELEEAEZ L ETINETER
SNTELHEEED 7O 2 L3R L ), RNA
FEEY VRN LI hTERE TS Y, B
e TN E L CREEORSICEN L5 L%
AbN5b,

2 ERHE O BLE

T IV NA T — SRR A I E T & AR
BThHb, UL, TOIEEMIERENDEIZH
T LIHREIIAM % A% v, # Z T, Brain-de-
rived neurotrophic factor (BDNF) &z ¥4 1l
R L, BEREOMBIZ W THRE ANz Tw
Bo FORER —D0 SNP AHYHTHE N AE 0 i 2
TEBIET B R L7,

Bt il

1. H
1) Wrge

MATGIRIZ BV TR AR OFAEAEH ST
Wi DARHIILH &I HOHAREE A LA
REx o7z, FOMMIIHS THEET, I3
FITPEDIEK & Z 2 SN T b, 0%, BN E
P ORENE DS AN % TS & 9 2 Bl L -
TN D EZEZLNTE, HKAEIZDREIZIDOT
BT RS, BT OMOBEC L o CIESEMIE
Pt L OV b E RS & O EFFZRICILD LA T
Bo A DSHEST L 7o BB SE BRI T i o R T ik
JAS-RIEFZ O LX) Wfseic@ L7z Tdh b, &
ORI &V CHMEL O RZRE T T, HIwEH
fao s, B ts L TR - 7RG~ 53t
ZOWTHIZEZ D T WD, Fok OIFZEDTH MK D
TRREMRAT DA T {, FRMZIGEEOREND D
BWNAERERA NI NEHZ25Z2EDTX LW
EEZTWD,

PUESROMIETIZT O A L — AHEE v 2 b

2010

YIT 2 F VAL R ESREZE L CDNA- MR A Y
AT —P-THEEZPLICHEZEDO TV D, &
S OIEH OPUIEEERh H D 55- T R 25T 28 R
Thb, b AN VET v F MBS HESR - b &
DN X 2 B o Bk = O F O AT,
DNA-FRA VA5 — V-1 DL kD5
REN I EDORRA DL DN TE, S RITEHR
SIS RE e B G O BB SLE L E 2 T\ b,

BRIV ZEHE IS 272 Tld, SMN2I2 & %
BEEVE LRI hnRNP AIVA2 SR TS 4 2 >
7B LUOEROMAICBWTEHS L TWD 2 &A%
HL7ze 2O LTER RGO VB L
TH72 R EREREOFEHP VI 2D LEZT
Wb,

TN I NA T —IHTILEETL T L /T - gL
OB A AE R & o L [F THES L T\ b, BDNF
D—H D SNP A EH OFIFETERKRE L # L T 5
ZEERE L. IS DD HILEEDEE -
FHICEBCE 2872 2RSSO NS b o & HifE
LTw5,

2) N~ ETk

FENTOSTHEWY: - BIRFUIZEOFERILI R
DNA ¥ =7 2 ¥ v 7 OMKEHIIML TW b, REE
EO INLOERIZEAR LTI hT 52
ERTEEEZTWD, F72, DNA WK O IEH#
WEI X A, AR OKEE S NEF B L 72,
HLUIRIZ I TRk 22 Hii %0 2 O B FR A8 T 12 B
LT, +oRERRMtSTELh o7 mIdRE R
BMECTH Lo BIETHITITFNICBIT AHTE0 5k
BELZ2b0THY, BAE - WRE~ND, H—ED
FEEZXD 720,

3) #H

BHEDHFEL - REFEBEAOET - FH IS L 72,
HAELZHBBINTIR %L, FAELO L) EREhS
NS OMETH L, g - FEEOMrbn=—X
EHEMD S OFMERE & A L1, Bk
HILRPUETH S,

2. FHm

AR BRI HARFERFEE R LD B h o T2
WIZEIZm o L > T L, EIZ, £ oM - 1f
WEDPSDOIEN L > TRDOAT v FIZHED D HD
ThoLI w208, —BOENEHLOIIZEL
DL ENPUETHS ), Fiz, SN
T TSR & W I ER R R S 0 53 TP IR0 T % oS
Mbid, MEERAED L) EREFICRELZLO
THRIFIUD VT 2, FOERTIE, 43T
MR L O HE L, HAICHERT 5288 %

— 240 —



HHMTLEPHLEEZ TV D,

LS S |

I. RE#

1) Rocha-Sousa A'’, Hayashi T, Gomes NL'’, Penas
S" Brandao E'’, Rocha P'’, Urashima M, Yamada H,
Tsuneoka H, Falcdo-Reis F'’ (' Hospital de Sdo Jodo).
A novel mutation (Cys83Tyr) in the second zinc fin-
ger of NR2E3 in enhanced S-cone syndrome. Graefes
Arch Clin Exp Ophthalmol 2011 ; 249(2) : 201-8.

2) Ahmad R, Rajabi H, Kosugi M, Joshi MD, Alam M,
Vasir B, Kawano T, Khabanda S, Kufe D. MUC1-C
oncoprotein promotes STAT3 activation in an autoin-
ductive regulatory loop. Sci Signal 2011 ; 4(160) : ra9.

3) Akiyama M, Kawano T, Mikami-Terao Y, Agawa-
Ohta M, Yamada O (Tokyo Women's Med. Coll.), Ida
H, Yamada H. Erythropoietin activates telomerase
through transcriptional and posttranscriptional regu-
lation in human erythroleukemic JAS-REN-A cells.
Leuk Res 2011; 35(3) : 416-8.

4) Kawano T, Akiyama M, Agawa-Ohta M, Mikami-
Terao Y, Iwase S, Yanagisawa T (Saitama Med.
Univ.), Ida H, Agata N, Yamada H. Histone deacety-
lase inhibitors valproic acid and depsipeptide sensi-
tize retinoblastoma cells to radiotherapy by increas-
ing H2ZAX phosphorylation and p53 acetylation-
phosphorylation. Int J Oncol 2010 ; 37(4) : 787-95.

. FERR

1) Horiguchi-Yamada J, Kawano T, Yamada H. Tran-
scriptional regulator DACHI1 plays a role for cell sur-
vival of human megakaryocytic leukemia cells. The
69th Annual Meeting of the Japanese Cancer Associ-
ation. Osaka, Sept.

2) Kashima T, Yamada H. hnRNP A2 modulates SMN
synthesis at translation level. The 33rd Annual Meet-
ing of the Molecular Biology Society of Japan. Kobe,
Dec.

3) BRERY, W Y, BEER AREE
Fospa) PabEm, NAEARY, WE M,
Wk BV, ROEETY, BRBEETV(CHRELT
ER). SvEE im0 M Rtk L 7o 2
L— A, 872 M HARME AR el s, Mg, 9 1.
(R 2010 5 51(9) = 1125]

4) WE B, RHZETE, LAk, BB, S
OX, WHNMEF, WH ® B s o5 L
MLLT3 OB, 5 72 [a] H R Mg 7S Mg 4. B,
9 H. [E&i 2010 ; 50(9) : 1222]

2010

5) Horiguchi-Yamada J, Kawano T, Iwase S, Yamada
H. Transcriptional regulator DACHI is involved in
cell survival of human megakaryocytic leukemia cells.
The 72nd Annual Meeting of the Japanese Society of
Hematology. Yokohama, Sept. [ififil 2010 ; 51(9) : 1013]

— 241 —



		2012-03-22T11:34:51+0900
	東京慈恵会医科大学




