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RIE~—H—D 1D>TH 5D ST2 O FIREIL, FEATHA, Coombs f2{E ATHA ##, Coombs Bk
ATHA BEONEIC A BICEfE %R Lz, Coombs B4 ATHA & Coombs f&ME ATHA DR THEZEMHE
H ST ST2 A, HMEREL, Hb i, FRMERFES g6 MIZOWT, ZEETORELT
5 &, ST2 & AmMEE L M CHEBEREOHEZRY. BMEKSEIZ OV TIL, ST2 & FHERkD
MICEERECHBEZRD, FEEEKE ORI R LA DHBE 2 H 7, ATHA OREHRES
BRI S DDRIENREES LTV AD Z R S,

A. WFEERY

H oA im S M (autoimmune hemolytic
anemia: AIHA) i%. FRIMERIZHT9 5 H CHUERELDN
FLRRELEZ DR TW5, HOHUKELAKF L
L CiE. Thelper 2 #lifi (Th2) A3MEAL 2R REARE
ENTWVAR, KEETFTNL< T ZAOMFHBIE, T
helper 1 #Hfa (ThD) EALZREGIERH SN TEY .,
FERNDDPN TN D, Fiz, ATHA DK 10%Z588
% Coombs &t ATHA DIREE IR EIZ DWW TR TZH
BT TR,

HOPEEAICEET 591 A romdiE
E % Coombs [&#: ATHA & Coombs [5G4 ATHA |
BOCHBT 5L, Th Bz x4 114 &
Thl V&AL - Th2 #fil &2 & 724 IL12 2BV T
Coombs B4 ATHA & Coombs [&ff: ATHA T
Bz R L7zZ &5, Coombs [k ATHA Ff2
R EOTFENR TR I, RESCT LAX—
Dv—H—0D 1 2TH5H ST2 OfFEEL, I
ATHA ##. Coombs 2 ATHA #. Coombs [t
ATHA BEOlEIZERICE . ATHA DOJFHE%E b
LTWARREMEN R SN D & & 2 MEF DR
TEHE L7z, 4E. ATHA OGEREMRAL BH
(2 ST2 OENEIZ IR T 2 A-FIZOWTHT 2 B8 2
ol

B. e
WhslZ RMEREE S 1e6 BEKE I 1 FROE
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BE~OT »r— NI XV ELEE M EE &2’
SNTIER] (20 LA L. DA T v A RIGERRD
&, Coombs BEME ATHA £ 20 5, Coombs [atf: ATHA
B 86 f5il, JE ATHA B¥ 17 B2l U7, MREMKRER
DOMEAECFRERER, 2D ICRMERKEES 16
B ELISA ¥ X 0 BIE Lz ST2 L iR E Iz oW T
3 B CHERET L, AMERSEIC DV T, @
FE2HED 63 FEFNZOVWTEHET & — ML, ST2 R
ECHBEERF L,

(fWERE~DELE)

AL, BIRERRFBAMEREEERR
EBIVEMMEEZEBESTARIN TV S (B
A07-63 &),

C. WFFEHER
Coombs [Bt4 ATHA B Coombs &t ATHA B, FE ATHA

B 3FEMIT, ST2, HMLEkEL. Hb, FRMILEKFHES
IgG BIIABRELZRD, 4 HAM T, AMmEK
& ST2 OMTIEDHBENRRED bivic, HMEKE
ST & ST2 I FIREE & DRI TIE. FHERD ST2
BE L EOHBEZRL, FBEITAOMBEEZTRL
7o

D. &%
AN ST2 1%, LDAEDOFir~v—H—L LT
EEEESNTERY ., FOEEICIILENREOL



EPRESNTWD, £, EEERBEARLED
JHEMRBOREIHERE DT L X —ERE
BEF2 OB CAEERBETHEREERT L
DIE SN TBY, Th2 MECHMERTHRE L
TND I PO REOTHEERERHEIN TN D,
SEIORBF T, Bk ST2 #E & FOMHEE %
N, HEBERPAOHBEZRLEZZ DL, T
NE—RBOEFTIH AR AT SO LIEREN
ATHA ORREIZEEE LT3 TRt Rme Shiz,
%7z, Coombs [ ATHA < Coombs f&ft: ATHA
FVEEEZRLIZZ LD, Bilouim o &
ST CHMERNEYR LT3 Z & bl Sh iz,
1% IL17 R IL33 72 K DD KiE~ — B —DEl
FRIZDOWTH, ATHA BB TRETE2ED W E 2
W5,

E. &
ST2 DENRERCLFRER & DEFE NS . ATHA DOFRAE
BRI RIEDN B S L TN 2 ATREME S HER S vz,

F. BFEsRER

L RWICHER

Nakata J, Tamaki H, Ikegame K, Kato R,
Yoshihara S, Kaida K, Inoue T, Kamesaki T,
Okada M, Ogawa H. Direct antiglobulin
test-negative autoimmune hemolytic anemia
associated with HILA-haploidentical stem cell
transplantation. Int J Hematol 93(4): 558-560,
2011

2. FREFR

Tomonori Toyotsuji, Toyomi Kamesaki, Eiji Kaj
ii. Coombs-positive and negative autoimmune he
molytic anemia might immunologically differ.
E@IR M % 527595 Page461, 2011. #73E] H Ak
oA 20114E10H 14A ~16H, &4 HE.

Mikachi Hayashi, AZUMA Daisuke,IZUMI Youichi,
OGITA Kaori,NAKAMURA Kozue.KOYAMA Takayuki .
KAMESEKT ~ Toyomi ., KIKUCHI Akira .Partial
improvement by rituximab treatment in a child
with primary chronic cold agglutinin disease .
FEPRIMLIE 52 %% 9 B Page463,2011. %5 73 [5] A A
e, 2011410 H 14 B~16 B, &4 HE.
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fRREE, WEB, FERAL, EFER, =HaiE,
Mg, HE, FEEA, BIEEE, IREE,
FHEEZ, BAESY, AIFERE. Fludarabine.
rituximab ffAEEIZ L Y Coombs & ATHA %
3k L7z CLL. ESPRIfLIE 52 % 8 & Page726,2011.

TR, BEEE, BRI, RE—, e
X¥, IKHER, MWEEE, BmEs, fio
A, /MMUMEZ, @IFEE, FGHIE. OMV EYLE I
U727 — A ARt H st i 2 L o 3L R
Bl NERA 48 BTu ST A e E
Page307, 2011.
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EIMIZ 33T 5 TET2 OEREMRHT

W A%« TR

MEEE

(BT - 20%)

B AP AEGR., 2EERME AR, BREEMEEER R & OFHRIESE D 10-20% TET2
DOHRERKBIEREN LB BN D, TET2 OFRBEINMET 32 &, 5-methylcyotosine % 5-hydroxy
methyleytosine (2254 HEERTEMEMMET LU, ESMEARIEEIENT 5, TET2 OB
Tk, BREHEEMEERICBT &M v Y T 4 —EBRIIFESE LTS,

A. TFEER
BEERRUEGER., S EMEa LR, B
MEREE 2 & OBRERIER O 10-20% 2 BERER R
ERNALND TET2 O, EMIZBIT 28rELH
BNTT B,

B. #fFE5IE

V= b Ty TETER S L2 AyulT-449 < 7 X
(Tang et al 2008)i%. ~T v 7~ Z—» TET2
DAV Ry 2IBAIRTWS, ZOYFT AL
A 3 BUNIZEL T 5729, Ih4 14.5 B O
fa(E14.5 FL)% AT, TET2 &, BERIEME.
IEIMRE DR 21T > 7,

(fm PR~ DEE)

BIGKFEE TS ER, BEROAKRD
b, EREMICHT A+ EREREIT> T
AT L7,

C. R
Ayul7-449 ~ 7 2D TET2 mRNA OFBITE 4

Blv o 20K 20%I{E T L TR, Ayul7-449 <
AL TET2 (BRB~ TV A ThHZ LA L,
TET2 % 5-methylcyotosine(5-mC)% 5-hydroxy
methylcytosine (5-hmCIZEH# T HEEREEL A
LTW%, TET2 EFEH~ VA TIL, E14.5 FL,
BRI, MoV TS DNA O
5-hmC BB LT,
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E14.5 FL O¥Em&MEIAE L, TETS FEET
WLV 3T L Tz, E145 FL 2B L
Loy b= 20T, TET2 O3HE
BETIEVELLENbOD, HEKODT 07
N, EEEOMRE, fEsEM (M. . M) 2R
7o —7J5. TET2 OFIURTIC &V &M EHETE
PEIEERICHEIN L T v | TET2 {KRFE FL L 54
HEHAREAEEBET L, LI E U by
7 ADEM D KE4E TET2 ERBEMBIZ LY &
Do, BHBRMEOARTIEZRLS, B Mg, T
MRIZBWTYH TET2 (EREBMES KL HE HD
TW=,

D. B

TET2 OFABMKT T 5 & & e ffais 3 T
L, Ly bevR0iEMX, TET2 KFEE
MRIZEVEDOND LT RoTe, ThB, B
BEESEMEREE N 7 v U T 0 — 2 AT BT O
VeEDEEZDBND,

TET2 OFEBUXTIZL Y, 5-mC % 5-hmC (& H# 3
HEEREEAMET L, &M a2 8m-5 5,

F. Wk
L. ESCEER
@®Shide K, Kameda T, Markovtsov V, Shimoda
HK, Tonkin E, Fang S, Liu C, Gelman M, Lang W,
Romero J, McLaughlim J, Bhamidipati S, Clough J,



Low C, Reitsma A, Siu S, Pine P, Park G, Tomeros
A, Duan M, Singh R, Payan DG, Matsunaga T,
Hitoshi Y, Shimoda K: R723, a selective JAK2
inhibitor, effectively treats JAK2V617F-induced
murine myeloproliferative neoplasma. Blood 2011;
117(6866-6875)

@Nakaya Y, Shide K, Niwa T, Homan J, Sugahara
S, Horio T, Kuramoto K, Kotera T, Shibayama H,
Hori K, Naito H, Shimoda K: Efficacy of NS-018, a
potent and selective JAK?2/Src inhibitor, in primary
cells and mouse models of myeloproliferative
neoplasms. Blood  Cancer J. 2011;1: e29;
doi:10.1038/bcj.2011.29, 2011 http://www.nature.
com/bci/journal/v1/n7/full/bci201129a.html

2. FRER

@Shide K, Kameda T, Shimoda H, Kamiunten A,
Sekine M, Hidaka T, Katayose K, Kubuki Y,
Kitanaka A, Shimoda K. TET2 is essential for
survival in mice, and decreased TET2 expression
enlarges HSC compartment and aters cell
differentiation. American Society of Hematology
53" Annual Meeting, 2011.12.10-13, San Diego,
CA,USA

@Shide K, Nakaya Y, Kameda T, Shimoda H,

Hidaka T, Katayose K, Kubuki Y, Matsunaga T,

Homan J, Kotere T, Shibayama H, Naito H,

Shimoda K. NS-018, a potent novel JAK2 inhib

itor, effectively treats murine MPN induced by

JAK2V617F mutant. % 73 [E B AMKFSF
£, 2011.10.14-16, & B

@®Nakaya Y, Shide K, Niwa T, Horio T, Homan J,
Sugahara S, Kuramoto K, Hori K, Naito H, Shimoda
K. Selective and preferential inhibition of an
activated form of JAK2 by a novel JAK2 inhibitor,
NS-018. % 73 [H A AM K F L FMES,
2011. 10. 14-16, & HE

@Shimoda H, Toyama T, Shide K, Kameda T,
Kubuki Y, Hidaka T, Katayose K, Sekine M,
Kamiunten A, Shimoda K. A familial platelet
disorder with propensity to myeloid malignancy
with haploinsufficiency of RUNX1. %5 73 [E] H AIf1.
WP FHES, 2011.10.14-16, 4 HE
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G P I 7 b —RIBEE DT
WEmAE AT Zuvv (KERKEMEWMRBZEET - 200%)

MEEE

WESEFE & CIZH 4 1 PNH BE IV ORI, BREICRIT 5 HMGA2 DFEBZRIT L, 12 %
Gtk B 2R VBB ORI 3430 2 IZB W THRMIML T HMGA2 DRBPABIZE W & 2
HLER, ZORALFOEFICOVWTIIREFTHATH S, TI T HMGA2 OFBEREHD
GPI RIBHIRAD 7 v —F e KIZB D 2 H - 2B FOBRR D2, PNH BE OLFHEREED
FLEHIR & RISk O IEEE MR D S ) AEFIDFITICETF LT,

—FH@TNHY 7+ A7 72— (ALP) MLIE - EERHEDREER Z/HEE TS5 Mabry
SERRED GPL 7 1 — A FRIC A2 PIGV OBETFRE IER T 2 RKEPIGV RBIETH D Z
EVNERH LT 2o T2 M, FOE ALP IEDRIEHF LA LI LT,

A BB

&2 I PNHIZ 31T 5 GPLRIEMAE OYE I
FrOfEBA% B LT\ 5, FEFEE 12 BYAR
BE R0 PNH B ORMMLIZISWT
B IR T HMGA2 OFBENFEICTTEL
TWAE, v U AL ER Tl
2B 5 HMGA2 OREBITENR 7 v —F 7R
WA ST AW LT, S4EEIL PNH BH
2B\ T HMGA2 ORBITEZ M LT, H2
WITE IO E MR OMETEIC B b 5B E T
DEREERT D, ERFLICER SN
Ktk PIGV KIBSE (SRR 72 i ALP MSEIZ D
WCZDOREMFEHAONCTLIEE2AD
®HTHAE LTz,

B. BFEEITIE

KA M DFHERDIZIE 100%53 GPI KEBHIA
ThHD BTV PNH BEOGHERE | EH
oy hr— & UTH CEE OSBRI HMIDH
DY/ 5 DNA BRI LT, =7 Y i
TOLY MEOFy FTEBL, KERT—
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7 =% —SOLiD4 TLRESZ Y —7 =R
L. &FMIEERDS ) A EICDRHDHER
PR 5, MHLEERZ YT —ETY
— 7 T ADFERE T D & LITHEREARAT 21T
9o —HHERM PIGV RIBIEDE ALP MLEIC
DWTILGPL 7 v I —BIER TS 5 i T
NHY T AT 7 Z—EPLAP)%® LR—F —
& LT PIGV KEHDWIMORT v T DiE
{ZF/RIB CHO MIMIC RIS EHEMERIE &
V.| BEEIRH~OWRE AR LT, ETHEE
EiEH D PLAP #E8 L 2 OUIMREAL 2 H &
SIHTCREAT LTz,
(REE~OERE) BFOMTIC OV TIEE
HWOE b -5 MaBEERERICHRE LEARE
ZTTWa LBl A7 —hFartk
Y REHTVWD,

C. FERER

AEOT Y Y — AOFTIZ OV TIZ 2 flD
VI T REKZ, BERTTTHD,
SR PIGV KABSEIZ T B ALP MSED



B2 OV TiE, PLAP DB & v %y
E CRImD GPL 7 v B — (s 7' F L % Gl
L. GPI 7> W—LiE&EH#2 5 GPL b7 R
TIZ—ERBL ZEBRASMTR 5T, T
72%H GPL 7 > 51— KRBT TIX PLAP D& >
NRIEABED oA FTGPL FT AT 3
F—BIZ Lo TSN B b DD, GPI 23
IMENRN DI —E BRI P Il S
DI EPHALNIT 0Tz, BERIRF~DilEEE
id~r /) —2% &t GPI FRAENRERET S
PIGV LIEDEH D GPI A& HERETFDOKXE
T, BRICEZY, NFUATIF—FD
KPR TIIR<E I bhehotz,

D.&5%

HMGA2 13, BYEDRZERIBR OFIEIZ b
DI LM TEY | PNH BEF ORI T
FHNTTHEL TV 5, HMGA2 OFRBTE%L
K9 EROBEFORRITHFHICEETH S
DTET Y — AT EZRSEDLERD S,

BT IVHY T F AT 7 Z—EMIEHN, PIGM
KAECRGIHE Shiz PIGL KIBETIZR
LIRWZ &3 CHO M%7~ Lo
KERAERIT GPI KIBEIZR W T B RO
ThdEEZLNS,

E. #i

SR PIGV REBIEOET NI Y T4 AT
7 Z—FMIEIX GPI 7 v A—RERTH BT
NV T+ RAT77Z—ENRGPI T A7 3
F—RIZ Lo THlr s h it s T
2 D23, Z OiEREE PIGV LA DO % #10D GPI
EERORBTROND Z EXNEALMR-
7
F. WFoesE
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L. fCFEER
@Murakami Y, Kanzawa N, Saito K, Krawitz
PM, Mundlos S, Robinson PN, Karadimitris A,
Maeda Y, Kinoshita T. Mechanism for release
of caused by

alkaline  phosphatase

glycosylphosphatidylinositol ~ deficiency in

patients  with  hyperphosphatasia  mental
retardation syndrome. J Biol Chem. 2012;
287(9): 6318-25. ‘
@®Murakami Y, Inoue N, Shichishima T, Ohta
R, Noji H, Maeda Y, Nishimura J, Kanakura Y,
Kinoshita T. Deregulated expression of
HMGA? is implicated in clonal expansion of
PIGA deficient cells in paroxysmal nocturnal
haemoglobinuria. Br J Haematol. 2012; 156(3):
383-7.

2. FRRR
@Murakami,Y., Krawitz, PM., Robinson, PN,
Mundlos, S., Maeda Y., and Kinoshita,T., :Release
of alkaline phosphatase caused by PIGVmutations
in patients with Hyperphosphatasia-Mental
Retardation syndrome (HPMR), recently found
second inherited GPI anchor deficiency.: Glyco
212011.8.22, Vienna.
O LR, KHEBEKTF, #H L, AT¥
7y REREHNARREZIZICD LT
GPT RIBJEIZDUVNT : 45 48 [EIffifk s o R
A AR, 2011.9.3. 4 E
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BRI R 3 S AR RE R ~ B AE IZRBIT D (D8 /Perforin® T HIfEDEIMIZI 7 1 AR

U URBEORISE TRT D

Wt E

AFERR (REFFEFURHBEREREIERT MK - RN - 8d%)

PR (RBIFERIRBERERENIERT MK - RN - ERDBRE)
FEREE  (RRRFFEBEHRERSEIERT 403 < BRTHEARIT - 8130
BEFINEK  (ARRFFISRBEREER SIS g - ERAF - #E30%)

MRS

JER A OB B R ISR B AR PSP M - PR - G

B BRFRIR A~ BRI LB SR RE R O BERA | B RIERFRECHAEARRMERE L2 & & KT
HIRBEA TH D, 22 FIORFEREME~EFKZ L 5 EBHO BN FMN MEZERE S8, 7 X
RY VEDhEE L IEEDBHOIBENO THIRY 7y b2 B L= E Z A, (D8 /perforin’ T MM 7 1
ZRY VEDBECARICHEML TV, S5V 7aRRY VEIED 4 EFIZBNT, Y7 axRY v
FEIEIT X A EMEITIX CD8 /perforin® T ML EAEA LTz, Z DI &5 CD8 /perforin® T HifiE
DAL 2 U CRIFERZRREEMIZ D S 85 2 E BN S, CD8 /perforin' T Ml DHEIN
WERFERRE R ~ERREEDY 7 a0 AR Y VRO F A CEER~—I— v B3 LB 2 bhi,

A. HFEEED ‘

RERIETE R~ IR & £ O RREIL, FhE
BICRUERRE DR R, B RMERIFEREE, BAELR
BIEE M % & e MR FRIRBHEMTH D, RIFHR
TR~ T A D B (X AR 77, S PRI RE
L7 ARY R0 ATG 72 E OREIGIRIE N
TEHREDLBUZHEREA LTS, RIFEK
R~ ETERR DFERFIT T MR EE OB N
BEbEHTHIBR+HHIE@ER I TWRNY,
T2 13 IRE RS BRI BB B E OB BEIC BV TA
Y =37 a—7F )72 CD8 /perforin® T HINLASHERE L
TBY, #FoF VI aF VT 13 CD4" THIEIZ
BB ENR o2 EERBRICHRELTWD,
2T T MBOEE R S DICH DA T DI DR
RIEER~ERREED T fiiay 7ty b E1BE
BUSPEIZ DWW THRHT L7z,

B. WS-

TR BRI T 2000 £E02 5 2011 €E 6 HE TT
WHO syl S & 2lra -5t 253 BIDERERIE.
RIEERED 5 b 12 ] (4. %) BRFERETER., ER
xR LT\, 5 22 BlORFERIEE R~ B K
PESRBE GRIFHREFER~ERE D B
B REGRE 8 . FRMEARIEERE 3 i, MfRiE
BEERIFERES 3 B, FPAERRMEEM 8 ) 20
Haoxtg s Uiz, U A VARG D RIFERIK
R~ TR ORISR L, £/2v 72 X
R CHEAOIREBEDR & RFEHMEEEIXT T
DIEFNZBWTEHEER, AR EEIT LR LT,
SHBREAIIS 7 v AR VEFNC L AIBEEZZIT.
2tk EOFEEIZ R LTI MDS @ IWG2006, AR
BRI & BREFRFEHRBOTA BT A ZfEn
A Tz, THIY T2y N2MTT 5720,
BRSO RMIMOBEERE DBEL, EF a2 ba—
& UCEF 30 fil, RIFERINFERL 2 bV WVERER
T RGIE (EREEE 30 f1l b RIARICHAT 21T o 72,

CD8 subpopulation Z #4357z, FITC ££5#k CD8
Pk PE #=5% perforin & CCR7 (CD197) Hiifs, PerCP
FEE CD62L & (D28 Hiff, APC 42 CD27, CD45RA
L CD45RO Fifk% FHV 7=, Regulatory T #ifA (Treg)
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EHEATS B 7= FITC g% CD4 ik, PE 3% FoxP3
Pk, APC #Z7% CD25 HifA& A L7z, £/ Thi7
IR % fRHT3 A 72 PE #ZEg; 1L-17 HifA, PerCP i=
=% CD4 HifE & {#HMH L7=, Perforin, FoxP3, IL-17
2 RN OTR Z BT T A BRILEER I RES
1To72, T —H % CellQuest software |2 & Y fi#HT
{7077,

(fEmEm~DEE)
BEIZIZA T —b Rarvr FE{TW, XE
TRIE%* G,

C. WEERER

22 5D H HEF 10 17 m ARY EEIZ 2 E
M 8 TRIFR RS % R L Hb fEIX ) 6. 5g/dL
6 9.3g/dL & R_X—R T A N 2. 8¢/dL EH LTz,
v uARY VEDEEIERDFHO T MY T
v NERHER U & A CD8Y/perforin® T MfAN S
I ARY VRGFETHEIZEML W (FEY
BE: 45.7+8.6%, n=10, FEFTTHEE: 18.5+8. 5%,
n=12, P fE<0.0001, EHF=a> br—/): 16.9+
7.0% n=30), EHIZV 7 aRARY EHHED 4JE
FllzBWT, EMPFICIIERSRMEM AP 0
CD8*/perforin® T HRRDEE L EIEB A LT
B ENHERINT-, CD8/perforin’ T HifE D
subpopulation % CD27* CD62L'* CCR7'** CD45RA*
CD45RO*ZFIL L TR Y effector memory T HEfED
YTy hE—FL W, FhIZH L Treg (CD4*
CD25Me" FoxP3*) & Th17 (CD4* IL-17%) #A fa o
population [XIRIFERIKFE AL~ BB EIZEB N T
?7mxﬁUVﬁ%®Em%K%§L1wﬁmo

D. &%

v a ARV B RIGE R LT IRFERIETE
B~ BB E TIX (D8 /perforin® T MM N EBE
LAY ML THEAN LTV -, Z 3 CD8Y/perforin® T
RN IE LR IR 2 U CORIFER R BB AR
PR EAIMELETIZLERETAHLDT
HY . FREREER~ERROEBEEOFIZILY



7 B ARY VINRIT DIEBIRENFEDNCFET S
LEZ b,

E. &

BHEPHREMIZIS 1T D CD8/perforin® T ML D HE
M7 va AR REICHT RS LR <A
B3 AZ D, CD8/perforin® T MZOHEMIL
REFREER~EEREEDS 7 0 2R VKIS
HICBWCTHERCHEELRFRl~—I—I2 RV ES,
E72ZD XD RREEFNIH L TIIERAIZS 7 v X
RY REERBDIRETHDHEEZ NS,

F. WFgExE
L. FRSCERE

@Nitta H, Harada Y, Okikawa Y, Fujii M, Arihiro K,
Kimura A, Harada H : Good’s syndrome-associated
pure red cell aplasia with myelodysplastic syndrome.
Internal Medicine 50(18) :2011-2014, 2011.

@Nitta H, Harada Y, Hyodo H, Kimura A, Harada H :
Expansion of CD8/perforin * T-cells predicts response
to ciclosporin A therapy in patients with erythroid
hypoplasia/aplasia. Brit. J. Haemtol. (in press)

2. FRER

@Nitta H, Harada Y, Hyodo H, Kimura A, Harada H :
Expansion of CD8"/perforin © T-cell subset in patients
predicts response to cyclosporin A therapy in patients
with erythroid hypoplasia/agplasia. 53rd Annual
Meeting of the American Society of Hematology, San
Diego, USA, 2011.

@ Nitta H, Harada Y, Kimura A, Harada H :
Myelodysplastic syndrome with pure red cell aplasia,
clinical new entity. 73rd Annual Meeting of the
Japanese Society of Hematology, Nagoya, 2011.
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MmEHEFT A7 =) UfEEEE (NIBD) BLUANTTVVOEER
WeEtH & EE B GRJIERAR NREEE  HLR - RESHHARESE 2R

WRES

EHASEGRBRE BT A ENEEREICET 2RISR, BIU, Ml BSRERNEICT 4 58F L — b
oA AN (BHREEOTHUEDR CET DERIFEROERICHE, HREHZEL L ToMmiE NTBI &5 &
UNTT P ORIESBEGER Lz, NIBI HIEY AT AZBWTE I E TREATE SN T KR EFERD
FEEMICELTZOMEAZHLNCL, WERZED TEXLER, BIRA TR LEREOEWVWEE LIRIE Y
AT L FREET D ENTE, V—F VIEFMLE NIBL BIEZED TWD, WATLT, RES AT LD
FRL—F —DBFRBEDTWD, —FH, ~"TUPAEIIE, 3 D isoforms (hepc—20, hepc—22,
hepc—25) DFRIEFEREZFHEL L7z liquid chromatography — tandem mass spectrometry (LC-MS/MS) AT
AEAVWTEREME TV VU REEED TV D, REBRITZEICBREF 5D 5 HOIE 111 RIKIZ-OV T NTBI
EBLOANT UV EREHR SN TR Y | IREBICBIT 2HE &SRB OBRIC OV THRICEH LWEE
REBPEELOOH D,

A. BB/ " brand/Agilent Technologies) % #£ % L 7=
BHRSRGERERE IR 2 ENEEEEICETS  non-metal HPLC AT AZZEIR LA, Lol EH
BRI, B L0, BMESERIEICST 585 L TAREACHREICRET BHICL Y =X T 1
— MEEOH AL (BREEOTHUENR) 1B M3E EFbh, RRERAERLER-oTNDH I L
T AR OMEEFZEL LT, MENBI BI U BB L7z, Zhicxt LT, Chelex 100 Resin
TV OREERITV., RERL ERAE, REE  Bio-Rad) RN Y 7 I RBIRIC & B FRELE % fE
BB AT — 2 2EHT5, &bl @BEAME FTILICEV A7 7Ty FRBUICHKII L, R,
NTBI {72 b ONEAT U VB BRI KBEROZ  ([REEESICB T 54 NTBI E2EEEOE,
Wi, M. DR, FERIMBARLONL S - w—N—  BELLCEERE, RKLTHILMAREL o, #

& LCOREEEIBRT D, # A 36 4 DOIiE NTBI OFHIEA, HE 1 0.206 +

0.091 zM (n=20), % :0.212 = 0.095 M (n=16)
B. BrsEhik ThHDIEEHE L TE/ (Sasaki K., TkutaK., Kohgo
[NTBI #5E] Nonmetallic PEEK (polyether Y., et al., Mol. Med. Reports 2011, 4:913-8),

—ethylketone) tube %V 7= 2796 BioSeparation [~ P BlE)] ~T oY U BIENE API4000QTRAP
Module with 2998 Photodiode Array Detector (Applied Biosystems/Life Technologies) {Z UPLC
(Waters) 2. OmniSpher 5C18, G100 x 3 Repl, glass ACQUITY TM systems (Waters) Z#H A &G b E &
column with ChromSep guard column SS (Varian LC-MS/MS ZHESE L. 3 TEEH D isoform (hepe—-20, —22,
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-25) ORFFERZ IR THO CTRAMGEE Lz, @A
40 2 DIMIE~T T VU BEER, hepe—20 : B 3. 767
+ 2.565 ng/ml (n=21). ZE 1.387 + 1.882 ng/ml
(n=19) .
0. 702 £ 0.519 ng/ml,

hepc—22 : B4 1.212 + 0.574 ng/ml. %
hepc-25 : B4t 16.240 +
12.940 ng/ml, Zt% 8.159 + 13.830 ng/ml Th 3
T &%, PR 21 FEEAS BRI RS, B
IEVER BRI EE, FRRE | BRm. [H%
P il 3 R AR (AR DR BRI R DFESLIC &
2 SR 5 B i M I E ORRAT ) OB FRIREE (2
Bk 22(2010)4F 3 AFAT) 1o &, EMNOBGRHEE
B L ORBHR A MRS ICEAT U, BEAXT R OHE
EER->TE T,
[EERBOmY V] S EHEOEEIZ LY
JEJNER R 2 BRI FEDIEE % 75 LAR
ZRITT, YHERICELNTE LR OREER T
B LTI OMmBE L B U, BEICIIMSEZ i L
o ZOWMBEIIRGFIESK KTy 7R EBEOWE
WHEEL., BEOMRBIERZ# -, BRI
{75 2 MR L. NTBL 72 B ONEANT VPV HIED T2 %
DRIAE % Z L EUTNRIE Y 27 MCT 754 L
7o

[ E~DOEE] Yk ®Ebh TR
W, BN ZRER R4 AT, ID &S, ILTH
T CIHERMRICERE L THaskRBEEEL{ D) %
ER L, EAERRRE RIS DT,

C. WFERER

[BEBERIED NIBL 72 b NTA~TF P RIE] B
BN SERERE IS D IANEKENEIC B3 2 Bk
W B R D BEMIE 19 BiE, BLO, BlEsaE
FUEIZ R 28F L— MREOF AN (BEEED
FRISEZR) ICBY 2 BRI B &GO B ML
92 BRIZ OV T, NIBL 22 b AT T P DRIEMN
KT L. MRBICIRT D & SR# OBRIz o
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WTHERICH LWEERBFERIEE L>ob 3,

[Deferasirox (DFX) 23 fLiEEA= UIBC 72 & D #kEIHEST
MEEICE % 5 HBOMHT] ABFFEHET DMk 2 F
A L7e BRI CIE 7208, deferasirox 12 L A8k L —
MRRIERATHIC, S-S UIBC « TIBC &\ o7z v —
A —RHRAB DR VEESEE R TEGNEES
DT EDRBIICH b T\, Bx il oAz
L C. iron-free DFX %> DFX-Fe O ML H TOIETEM,

M {HERR° UIBC I E 24T 5 IR EH B 4 5 2 C
LESZEEMAL, ML L7 (Tkuta K, et al :
Interference of deferasirox with assays for serum
iron and serum unsaturated iron binding capacity
during iron chelating therapy. Clin Chim Acta.
2011 Nov, 412(23-24):2261-6),

D. &%

BEET 111 BEOREZER L TE 22, JE
FERICEE L RIE TR EOMER LV 2T A F
DRBIFEEL TR LY, MAT, EEKIZL DK
ERLEICRELTHIT TWA 2 hh, Bohr
AEBEEEEORVERTH S L5 = &
NTED,

BN SEFEHBRE BT 5 ENSEIEICET 5
ERPRBTFEIC Bk D BEMIE 19 MK, IR ik
FRBRE KT B8k L— MEEOF AN (R
FEOTHSEDR) BT 2 HBRFEIC RGO B
175 92 B{AD NIBI 72 b NEA~T LD UAEL Y |
BB TIE—HB. BRI AENE, RBERICE
V5 ML¥E NTBL fE 7 b QN T L 2 AE DI {048
T ENFREARRIIC 5 B, FRE 24 FEELIE L B
EHLE HERRIT LR EEE O MIENTBI 72 & T~
VUVERREL, HPOBERERICEET S DL
T, FEREOEVHNEL Y, R, KEEFED
HERBITIT B RE & SR O BMRIC OV THER
RICHT LWEEREREZAELHT - E ARSI 5,



¥7-. iron—free DFX <2 DFX-Fe D MLiEH TOFLE
2, IMESRSe UIBC BIE 21T 5 LRI EREEL2 5
ZTLEI ZLEMALLZ &1, 5%, BRI
BERBRIE I D8k L — MNEEOF Rk AT
LT < I, 8k UIBC OB E 2R3 3 0l E
EREREEXDHDOTH D,

E. ##®

NTBI HIFEIZiE non-metal HPLC ¥ AT A%, ~7
TUVRIEICIE LCMS/MS VAT LEFNTIEA
L. BIESEOR#E LR LIEEEO & mEE
BIES AT DEMRTHZENTETND, ZOR
F. NIBI BIEIZEE LTI RIRE O R E LT
BIENTEEL 2V, —FH ~T YV RIEIELT
13 3RO isoforms & FRHCHIET 5 Z L R HRE L
BRolr, TNHEDVAT AERNWTELNIZEFTA
DI NIBI fH 72 b IC~T7 ¥ (hepe-20,
hepc—22, hepc—25) JEEEZ I, AERRBIZEDO MR
RRIZBT 2HE L SAMOBRIZOVWT, —#T
BN, RER BRRAHE, BEBRRICKT oM
ENIBLEZR DA T VP AEOEE 2 i 5 Z
& REREZRERPEIZ E THEATL,

& bz, iron-free DFX *° DFX-Fe DIfiEH TOF
FEAS, MESRS° UIBC HIE 21T O hBRICE#ESE L
52 TLES T EEMFH LT LiE, Wl SaaR
FEIZXTT B8k% L— MREORREZ MBI L T
BICEERFREEZ DD TH D,

F. WRsesE
1. MCFER
® Tkuta K, Ito S, Tanaka H, Sasaki K, Torimoto
Y, Fujiya M and Kohgo Y Interference of

deferasirox with assays for serum iron and serum
unsaturated iron binding capacity during iron

chelating therapy. Clin Chim Acta. 2011 Nov,

412(23-24) :2261-6
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® Tanaka H, Li Z, Tkuta K, Addo L, Akutsu H,
Nakamura M, Sasaki K, Ohtake T, Fujiya M, Torimoto
Y, Glass J and Kohgo Y : Iron facilitator LS081
reduces hypoxia—inducible factor—-1 o protein and
functions as anticancer agent in hepatocellular
carcinoma. Cancer Sci 2011, 103(4):767-74

® Sasaki Tkuta K, Tanaka H, Ohtake

K, T,

Torimoto Y, Fujuya M and Kohgo Y : Improved
quantification for non—transferrin—bound iron
measurement using high performance liquid
chromatography by reducing iron contamination.
Mol Med Reports 2011, 4(5):913-918

® Sato K, Torimoto Y, Hosoki T, Ikuta K,
Takahashi H, Yamamoto M, Ito S, Okamura N, Ichiki
K, Tanaka H, Shindo M, Hirai K, Mizukami Y, Otake
T, Fujiya M, Sasaki K, and Kohgo Y : Loss of ABCB7
of mitochondrial iron

gene: pathogenesis

accumulation in erythroblasts in refractory
anemia with ringed sideroblast with isodicentric
(X) (q13). 2011, 93(3):311-8

® Ohnishi K, Torimoto Y, Ikuta K, Tanaka H,
Hosoki T, Tanaka S, Hamano A, Sato K, Fujiva M,
Sasaki K, Kohgo Y. ; Detection of soluble HFE
associated with soluble transferrin receptor in
human serum. Int J Mol Med. 2011;27(3) :435-440
o WA HKRREDHSTENY : SRHBEE
v —h— DA L HLERAR. pd8-53, T
J% vol.9 no.1, 20124F

o AMmEk. mgEw: [AR BB XT3
ay AR MzESHATIHA] MK - Elss
YRE ZIMJE. Medicina 48(11) :414-416 2011 4
B BRGE & BRETR. B ARBERMEES
100(9) :2412-2424 2011 4

o Emwsk, mg#: [HHEOmEE] ghimx



f&. G.I1.Research 19(5) p455-461 2011 4F

& ‘HIEER., B [BiEEEm] &RH B
LB 71(2) 1199-204 2011 4
o EARUE. ARwik, mEe  [FEETHDL

nNoMmikBERELMERE] B LHBR
99(7) :1155-1161 2011 4F

o MIAREM. EEEE. o ARBRL BABE,

wHEH  SEREOFMOBRR L SHOBE. [
PR 62(6) :774-780 2011 4F

o EHWE. mEW : [REShoob 54 Kek]
PROEE SOV Y A7 ) THE mik7a T
47 21(6) :813-820 2011 4F

® EMIE, WEME. SORREUE. EHEH RS
v 7, p312, HILEE, 201145 H 9 A

2. FRER

mERH - S E SORR. BEEHEE. F 108 |
AANBEZESHERS 2011411 A 13 B e
(RAARBLOEEIC W, BEAN4 AL 11
RICEREIZ /o THNET)

& RAOMIRE, KIMEW, FUREEA, BHEF,
FIERESE, R¥PET, AR, SHAEK, BANK
7, R BR~ U XDk - Hepeidin AR RIZ
BIFDBMP6 Z St L7ev 7S VROB S, BAZ—3
R. %16 M AARITEFERRS 2011 4 10 A 20-21
B &k

o ‘Emrmik, MM, BANE &m%#H  &no
#x L — M deferasirox (2 X AIMiESRI L OVRAE
s AR ER~ORE., 0. % 12EH
AREMRFRFHES 201147 H 17-18 H, JI|
I

® Ichiki K, Tanaka H, Tkuta K, Hosoki T, Ito S,

Shindo M, Sasaki K, Torimoto Y and Kohgo v : Effect
of deferasirox on gene expression involved in iron

metabolism in mouse iron overload model. Poster
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presentation. The 73" Annual Meeting of the
Japanese Society of Hematology. October 14-14
2011. Nagoya

o xR BRI, AE TEEk, HT &, fdik —
Z, 0 T, KT FW, BA BE, &% %~
TV nRNA WZ BT B Splicing Variant O[FE.

—HXATR. 55 35 [E] H ARG N A A1 = 2L
£2 201149 A 13-14 H. S

o ik —Z, B &R, AW Tk, e Rk,

THE, ek BRI, FHE 75, KM 8, B B
Z, ®E WA I —Tcaralt L ATV
FEHTE. — MR OB, 535 BRGNS A A =
AFERPMES 201149 A 13-14 B. fEE

& R F, xRk BRI, M HE, EAK
E, W EE], SR B, B i, AE Tk,

R WEZ, ik # FEECRBTANTB I HlE
DORE. —MOE. 535 B HAZ NS AP =2
FRFMES 201149 A 13-14 B. 5

® JtoS, Ikuta K, Tanaka H, Sasaki K, TorimotoY
and Kohgo Y ! The effect of deferasirox on the
spectrophotometric assays for serum iron and
serum unsaturated iron binding capacity during
iron chelation therapy for iron overload. Poster
presentation. 2011 IBIS Meeting Biolron |,
2011. 05.22-26, Vancouver, Canada

® Ichiki K, Tanaka H, Ikuta K, Sasaki Y,
Sasaki-Noguchi M, Shimonaka Y, Hosok Ti, Sasaki
K, Ito S, Ohtake T, Torimoto Y and Kohgo Y : An
abnormal iron metabolism in intergerron treatment.
Poster presentation. 2011 IBIS Meeting Biolron R
2011. 05. 22-26, Vancouver, Canada

® Hosoki T, Ikuta K, Ohtake T, Tanaka H, Sasaki
K, Torimoto Y and Kohgo Y: Reliable quantification

of non-transferrin-bound iron (NIBI) in healthy

volunteers by improved high sensitive method



using HPLC. 2011 IBIS Meeting Biolron

b

2011. 05. 22-26, Vancouver, Canada

G. MBI EMEDHRE - BERR (PEZET)
1. Firmds

RAOLT  [BHTE FL— AL, BHEF &
B, AERR, e KBRI EHEE=. ENHE
H:20114F1 A 14 B, ERHER : 201241 A 12
B

2. EHHERGE
ZML

3. Foft
BAELAP
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NEFRASIEICRIT 5 RBEE
WEHIIE B BT AWBRERFREZAFERNERSE g3

T EBREFFEND,

MEEE : BANRMRERITERK 21 €2 A X0 BAERBHEIM(AA)., &Y R
(MDS)B L ORI B A SRR (CBFS) 20 & & L PR EE2 BB L7, L E =
—ILE R LORMMEHREAS 2 itk GHEKRY, BRNELEHR <. BREmE
A% 1 ik (BEHBE—FRTFHE) TToTW5, LE=—Fa»5 31 4 AT 500 4
Bl Ea—Shl, VE2—FERIZ AA 28 246 1, MDS 23 53 i, B BEEERME & M
7 (JMML) 2% 45 i, CBFS 7% 45 i, &MEAMER 23 . ZOMA 137 flTh o7, F
DPRETHL/MRBEERARERBO TR, TREWEITI ZLICL 0 TOBEIEER L5

A. BIERRY

/NEAA, MDSE X U'CBFSIZR KB T, 2032
Bz s d LOARE TiERRv, 22 CTRA/NLMES
RITBVTAA, MDSHE L UCBFS# %4 & Lizthf
BWEIT) Z &l otz

B. BrELHE
TREMEESREAETBRRENEIRCEREB L, A
A, MDS, & 2 \ICBFSHR DI A IEFIARAE LT
BEd, SERNOEFEBRICELZ L OV, BEEEK
BEFEIT UL, VE 2 —TEBER L OSEN M HRE
Az2fisk (BoBEXRFNER, ERIMEERER R
B T, BEOREIEAL % (L HEE—RER
BEfRBERER) TIT- 77,
(WEmEm~DEE)
PREZETS L OENIE REICOWTIE, 452
REEFHMEZEROAREE T, ELIZEER
DEEREEORB LG L BITIT- 7,

C. WrofER

VE o —BEA 0 31 » AT 500 Bl L E 2—
Shiz, UEa—fERIX AA/refractory cytopenia of
childhood(RCC)/CBFS 7% 266 #l% 57, HHEE
ENRBEDBENE HIZ AA THo=DN 64

(24%). L HBIZRCC THoZDM 71 (27%).
JRERE L /NEBEOBMIN B L o700 41
B (16%) THotz, 40 ] (18%) lIHEFRR T2
W HEETH o7z, TDI1Eh, FFJEE AA A3 22 f

(8%). CBFS #3204 (8%) &bz, CBFS ®
5 LT iE Fanconi 1A% 7 4] (3%) . S RMEMA1L
REFEMN 3 B (1%) . Shwachman-Diamond SE{EEE
D581 (2%) THotz, & CBFS izoWTlL, &
BHYHEH COBGTIR2ETT0,
D. BF

RCCiZ2008F DWHO L TRB SN 7-H LR
BHELETHY ., k., bAETIZ. RCCEWVS 2
FRI RN TV o7, SEIOFERILIT, 1t
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K. DRETRW SNIZAADINRCC & 2L M
EODRIREERH D, FHRBOEE~DKI, MDS
~DBATEED., BEMTRICOW T RITIZEN
SRVETHAH, £7o, REEN. HTFEDEN
B ZRB IRV, FRBROEYZHREVICONT
DOBRFTLHETH A 9,

E. %

AA, MDSE X U'CBFSE %5 & Uiz R ia 1T
ST LWLV, BT LLBENES TIIRVIAL
DEBOBMOBERLR -1 EXBNE, &%
13 &< RCCIZDWTOBEKRMER LRI 24
EXbB,

F. Wroesk
1. FmXXHE
1. Yagasaki H, Kojima S, Yabe H, Kato K,
Kigasawa H, Sakamaki H, Tsuchida M,
Kato S, Kawase T, Morishima Y, Kodera Y.
Acceptable HLA-mismatching in unrelated
donor bone marrow transplantation for
patients with acquired severe aplastic
anemia. Blood. 2011 Sep
15;118(11):3186-3190.
Nishio N, Takahashi Y, Ohashi H, Doisaki
S, Muramatsu H, Hama A, Shimada A,
Yagasaki H, Kojima S. Reduced-intensity
conditioning for alternative donor
hematopoietic stem cell transplantation in
patients with dyskeratosis congenita.
Pediatr Transplant. 2011 Mar;15(2):161-6.
3. Pulsipher MA, Young NS, Tolar J, Risitano
AM, Deeg HJ, Anderlini P, Calado R,
Kojima S, Eapen M, Harris R, Scheinberg
P, Savage S, Maciejewski JP, Tiu RV,
Difronzo N, Horowitz MM, Antin JH.
Optimization of Therapy for Severe
Aplastic Anemia Based on Clinical,
Biological and Treatment Response
Parameters: Conclusions of an
International Working Group on Severe
Aplastic Anemia Convened by the Blood



and Marrow Transplant Clinical Trials
Network, March 2010. Biol Blood Marrow
Transplant. 2011 Mar;17(3):291-9.

Kamio T, Ito E, Ohara A, Kosaka Y,
Tsuchida M, Yagasaki H, Mugishima H,
Yabe H, Morimoto A, Ohga S, Muramatsu
H, Hama A, Kaneko T, Nagasawa M,
Kikuta A, Osugi Y, Bessho F, Nakahata T,
Tsukimoto I, Kojima S; Japan Childhood
Aplastic Anemia Study Group. Relapse of
aplastic anemia in children after
immunosuppressive therapy: a report from
the Japan Childhood Aplastic Anemia
Study Group. Haematologica. 2011
Jun;96(6):814-9.

Yoshida N, Yagasaki H, Hama A,
Takahashi Y, Kosaka Y, Kobayashi R,
Yabe H, Kaneko T, Tsuchida M, Ohara A,
Nakahata T, Kojima S. Predicting
response to immunosuppressive therapy in
childhood aplastic anemia. Haematologica.
2011 May;96(5)771-4.

Kojima S, Nakao S, Young N, Bacigalupo
A, Gerard G, Hirano N, Maciejewski dJ,
Deeg J, Marsh J, Zhang FK, Lee JW,
Ozawa K. The Third Consensus
Conference on the treatment of aplastic
anemia. Int J Hematol. 2011
Jun;93(6):832-7.
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JAK2 BinFEROERERH

BEH%E My Bk

RS

OIER B R E D MR R R #d)

TESR D FRRE FRRARAT BT I I IREER LR & AT TH D LNA 70— 712 L BRI ET O
ERAVEIEILE 225, JAK? 85 TR 2 SR E IR TR SRR 2 B L, AR
Wi, RO JAK2 7 VAN—F 2% 0.01%E THRIHFRETH Y, EBME A5 7 L0,
RIZ JAKR EROFE|EBHFARETH D Z &b, BRBREERONF~OIEEVF SRS S

b,

A. WIEEBY

HBEEIEMENEYS (myeloproliferative neoplasm :
MPN) 28V T Janus Kinase 2 (J4K2) &5 D S
NER (JAK2V6LTF) BEShz, —@EkBEo
MEAE TH->TH, HER, K8, ~Foip
MEAREINEIE L TH Y, D SNP BT O X 5 12,
BETEREOBRECH A UL 7 CIRRERICBEDE
BRORREETBEBT DL ETERY, Z0L5 728
BD, JAKIVEITE 7 LIANR—F o b EET A
BN DR ESINTNWD, —FT, JAK2V61TF 2
ROFEIT MPN OB ZHESED-OICEET
HDHIH, KRE L TERBRE R JAK2V61TF BB
~D ==L\, E T THRIFIE TIL JAK2V61TF 25
R mBE I T & 2oL 2R AT,

B. WAk

JAK2 B AERIERIRF & JAK2V61TF EmFIZ@n
TIAv—y bERAWT, Y FORBET
ZHARICHIBIS Y, MERISHOY I E
BsaXI &FEINDHIREER CUETE LWV V( 7
v 2 B R Uiz, BB AN TR
ThD LNA Fo—7 %431, SHICPCRIZLS
HEWE % 3 L7z, LNA 7 1 — 7% JAK2V617F & 5T
R RANZHEA U, JAK2V61TF BT DHEIE % $hE
FNZFRE T 2&E % o, WIBRISH, Q-probe & I
EhasEkt a—T2HnCH o rdo
JAK2V61TF BT HEDOEMOFELBRH LT,
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Q-probe 13 JAK2V61TF TALICA—"—F » 745 &
IEETEN, JAK2VEITF BEFICNN—T = hvy
FeRBEIFEENTWE, FO7=9, JAK2 B4
EE{nF & Qprobe & DFEAITIZI R~ v FNAETD,
JAK2VOITF R T LA L7 L il L e —F 0
FREERENTRZ L &5, ZHICLY, UK H

ATEIRT & JAK2VOLTF B F 2 KR T 5,

(fm B~ DELRE)
PRIV TIE, AR EANCLELR L
WCHBETHAZITY, 0825729 2 TXEIC
LoREZ/LIZLELE, oL x, REREDL
NRVWEEITFEDORR E LD & Lz,
Hiz, AETIHEANERE ELERLEHETS
72, BLSHRBEE, e M A - BETR
Hroffgelz B3 2 MR et ICED b FikIciE-
T, EABFREEER L OCZOEBETIZH ZH5e
EEICL D ERETRRERLEITY, 7 O®%MHTIZH
Wiz, BAFROBFHIY, fioa s Pa—F—%
Yy NO—7 LIVt S nicay Ba—2—% T
TV, ZOFERIIAMERBEBICEE LT, EAK
BEHEEPHMEIRET b0 L L,

C. WFFERER
JARK2VO1TF 7 VAR —F VBRSO ¥ > % F

WTHTHEANIZ & Y JAK2V61TF BiETF OB 23 %
Tk 25, JAK2V6LTR 7 LAA—F1 0.01%E Tl



BWTHBM X < JAK2V61TF BB T ORHEBFEET
bolz, £, ZOEJAK2 BATBETFHEED /) A
RIHBEENT, WO TERE, 1o, BEER
JAK2V61TF BETFORELHPITE 2FETHL T
Enbhol,

D. B%&

ARFFEIC BN THESL U7 Ff iR 1L JAK2V617F
T LIS—F 2 0.01% % HEEIZHBIFTRE TS Y, BEHE
DOHE LB L TCHBHARVWRE Tho T, ik,
BEEO®RETIE JAK2 BAREER RO 7T v
NREELNDZ LI L DEGENEEL 2o TW D
W, AEMICB W TIL JAK BARE R TFREDO T 7
FIVITHERR ST, W TIERMEIZ JAK2V6LTF EinF
DEEZHFITE D, FH—, JAK FAERHERkD T
TFNARECTZE LTS, REFTES 7T ror
— 7 DALEN L ESICEFAR, ERBOHBIHFTHE
Thb, KEMTE, MPN OFEEBEIIRWNCHFST
BLEZDLND,

E. &

ABRIHERS B S DICRAB RSN TR B O
LFIBENDEL OBEET~— I — OB - TR~
BISHATETH Y, BRREEFZOSE~OEE
HEBHFIND,

F. BFsERER

1. FRSCHEE
@ Morishita S, Komatsu N, Kirito K, Koda
H A, Sekiguchi Y, Tsuneda S, and Noda N:
Alternately binding probe competitive PCR
as a simple, cost-effective, and accurate
method for JAK2V617F allele burden in
myeloprolifertive neoplasms. Leuk. Res.
2011; 35 (1632-1636)

2. FEFEEK
@ YL

G. AU PEEHEDOHRE « B&IR (FPEZET, )
1. BFErEuE
EEME, BEOEM, ZFTHRE, FHE, ML
Rk, ERBE, WP#HK, JAK2 ERTOER
fiENT 55, KPR 2012-034580

2. EMBTERE
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3. F D,
BAELAP



SRIRAE /M SR B SRR 2 RE MR MM GIPS HBAE) Dt ST

WHEEm & - mllE

MREE

RO R FE MR MR - PR

FREM)

AR SR OREMR, IBRIENRRICE DR AW PR ET V2 BET 570, Sk
PRI A SIEGRRED O & > T h 2 RIEM M/ MREFE D BH 5 5 BB LM MIAGPS
Rz RSE Uiz, VBRR L7z iPS MIRIC BV TH LR K OMLER~ DML 2 FER T 3 = L T
. EMAEZ inviro THET D ETVOBEITHI Lz, 4%, ZOMIEKE Y —L L L

T. FPDITBIT A &EMEEL IR T3 & & bl

A. TFEER

BN REGRRILZ ORA - BFENE IR
HORMNRE | EEHRBE M E ) R85
WL, REORIEMF O & IBREN DR
BEENTWD, EMMIEICHETE BRBEFD
MIH SR OB A ERTAZ & T, 2o
RICEZ R EMRNRET NV ETHILNRTE S
LEZDND, TORYD, FEREICERHELRS
ZETTRB T H D FKHEM M /NMR R ¥ EFPD) D
iRz b LI, FELREMEIISGPS M) % T
T35 2RI,

B. WAL

FPD % A BIR 4 39E L, s iasiE
12 & o TR UTe BB D BSR4 B B AE R D IR
WCERER U, BB % A5 HE SE AR F e Mk o0
FEH(DMEM, FCS 10%) T L7z, BX# 28
THAEZFHIIE(E D R ERRHESF A, HDF)DiEE &
HIEDMEE o 7o 7o, IR L & 2 A Tk
REENRTED L iPS MBLOBERTALZ &
BHEHATWD DT 10 EHE LA BB L
770

Lha A NANY Z—pMXIZY RT3
7 4”F(MYC, SOX2, KLF4, OCT3/4)® cDNA % #i
BRI, L ha AN RNy — D TNk

95

BRENDOREZ1To T & 21,

293GPG % FV T amphotropic 72 7 A LA % fE&L L
o D4 BEOL MR TANRE, BiCEE
Sug/mL DRl 7 & X L (RYSHhR % & o HRIK)
RSP O HDF 12z, 4 FE2EALE
(Day0), Day7 =, ¥ L TR o~ 7 2 MR
FMMAMEF)D 7 4 —4# — 2 HDF % £ X L.
day9 (ZEEHOABAESERRAR A O & D25 iPS #M
DEDIZEE L, Z0L&, VFal5300
e e EIEDD, @HD PS MIEEEH
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