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B 5 % 9% (Chronic myeloid leukemia : CML) —
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F LR A & 5 MBI O BE S PR I B T
X, MoESOEEERBE L, BRI, K E
VIR X D B LR RINEETFRE L ORENER S
T&7 ZORDABMLHIL LT, KETHRRZEME
BRI (Chronic myeloid leukemia : CML) 128
\¥% BCR-ABLI BIZTEENH Fo b, CML AEH]
WKCBWTRWEZENZT 1570V 7 47 (Phl) Bfufk
WZBWTEH SN BCR-ABLI Bz TARIZZDOHRD
R ORER, CMLBEREDFFTHL I EPHL L%
), BCR-ABLI BIZTHEWEEHOENE LiFay
v ¥ F—¥YHEH) (tyrosine kinase inhibitors : TKIs)
ASEA%E, ERRIHEA SN, HEE LWHEEIR LR
L7z, ZO#%, TKIs BHLIATE €& [ i i
R A CML JER] % ME— G W8 < e 2 4 L 72 iR
HTHo72h%, TKIs B LKEIEE O CMLIERICH
WTIIBHZ1THT & b TKIs ONIRIEERDO A TREA
FrEHTHIIE->TVD.

HAETIE, CML DA O MEHEIZBWTDH, BB
R B R T OFEREMRAT I L 72235 %e, TSR
2N E L0 FRENHREOREN R IINIITbh,
BRRBIFIZEA SN, W REFEORBEHGEN RO 725
> TWwWh. HIZE, CML X DR F - 725 BIR RN &S
FEE N FE D W BRI B OREBINT B L OHBR N
FORFE L V) TRAUE, MR BRI O A & 3 MFH
DIEFER BB THMEEMIZIIRZ Y205 5.

BiEEREERMROKRE, RE

18 P ¥ 7% A 1 9% (Chronic myeloid leukemia :
CML) &, WHO 53 ilc BT, 74 55V 7 14 7 (Phl)
ety AR B 1 B B3 S R IE S5 (Myeloproliferative neo-
plasms : MPNs) (2440 S N 4 & 1l g5 o BEE 9% BT,

FEHOBERIIALDIOGTADZY 1~2 AT, KAD
POBLRAE FLIIE DO 15% % i 2 Y. CML FhiE D 5K
139 Tt Rk LICAEFET % Abelson murine leukemia
(ABLI) #{zF &, 22F gtk LIZH-TE 3 % Break-
point cluster region (BCR) Bz T M DRl DFE R,
BCR-ABLI1 #ETF 2K END 2 LIi2H %Y. BCR i
fmT e OREDRRE, ABLI BmTEWHARD DT
O yFF—YOEENRIGEEIEL, ZoME, M
DAL HEE B G- 5 T i o Al B YT A 2 AR
(RAS, RAF, JUN kinase, MYC, STAT %) OEH NG
B &R Sh, fREE L CEMmBMEOERE LAk
L5 (K17,

BEEREERMROREDOER

CML {G# ORI 19 HLICH e a2 vz o0
WAL D, 20 A A D E, WIS HT 5 BRI
215 £ 912741 1960 4E/RIC A YD 7V F VALH
D—DTHATANT 7 ¥ DBYIZ L o TFHROWED
BOOND Loz, ZOHK, TAVT 7V OFD
ERFEWEREMELFEOT MO 72, ribonucleo-
tide reductase inhibitor TH A4 FaF I L 72k
S ThbobhbZ leolz, TANT 7 Y BLUON,
FadyoyL7idm# e s, CML EZOMEHRE T —
7 BLORREROYFEZ 725 L7200, FREDIEE
BITHW R 4~5 FELDPICAE L 2B OMEE (BriEk)
B CHEMIZE LT ah o7z, MilEEFNICD, B
LA 2 W2 TR, Phl e o iR 1330 7,
ZOVEMIEIEF R 2 b D TH o7z, 1970 FELICA D,
INFTORBHEEIIELEL 572 2 DOBRFEHEA
SNTe. Ay =720 FEB XV, [R5 s
BHTHL. IO DWBHEORFETXE I, Phl by
Wra— koA ST, HFHHOERELY 7256
L-Elchsb 4 vy —7 0 #iElE PhlBfks o
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1 CML ©%-TJ5kE
(Ref. 3) O'Hare T, Deininger MW, Eide CA, et al. Targeting the BCR-ABL signaling
pathway in therapy-resistant Philadelphia chromosome-positive leukemia. Clin Cancer
Res 17 : 212-221, 2011. & b —#Fde%)

— v ORBEMAL HlEEANER) %2 10-15% D%FEF] T
7206 L7z, Zo®IAT S NIRRT OMEE, 6~7
B, EEMEEEETLZZE WO o7 F77,
) i I R R AR A3 —, RO REMEZ A L 72
WHETH o725 DD, Z OIS IZIERIHE) G OHER

FOY X F—EHEX

1996 4£, Druker 512 & - T CML O¥:#8ffakk % H
W7z in vitro DEERIZB W T BRI 2 HER RS SN
WD APl FEY v F—VRBIRWIHERTDH

BHREEED ) A7 D7z, BaEEL A L svwagiIk
BEHEMICRONL. AT, FFr—%20EET3
FMIZBWTHHETRERIIRE SN TL E 9 M TRY
o7,

Zotk, CML ©f#E, Ko HtahwoFas v+

F— ¥ H%ES (tyrosine kinase inhibitors : TKIs) D%

IS DRSBTS L LB,

STI571 (signal transduction inhibitor 571) A3 S
72, EATHIO CMLERI 2 1 5 & L7225 THIRBRIC B W
T STIS71 ZIERZ 2~ ba— v U 2 4710 518
IR TR ERD72DA L 5T, 57< DIEBNZ B
THlEEIZAEGEE b b 726 L7z, , KGOS
BT CML B 1,106l 2 1% & L t STI571 # (553
Bl) &, ENETORERBETH -7 IFNo+ Ara-C &
(553 ) o> 11T A2 JLicakl% (IRIS study : inter-

national randomized study of interferon and cytara-
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| Falliative therapy
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Curative therapy

V

Arsnac

| splean iradiation

Busulfan
"g" Hydroxypurea —
z :i.ti.-m cell I"dl"l‘il.'ll-ll'lt.:ﬂll::ll'l = —
| Combination chemotherapy
Irtefernon alpha ] i
Imatinit ::
Dasatinily, milotinik i
Fu
f L T T T T T 1 1
1885 1903 1953 1964 1975 1383 1999 2005

2 CMLiGHDIER
(Ref. 4) Hehlmann R, Hochhaus A, Baccarani M. Chronic myeloid leukaemia. Lancet 370 :

342-350, 2007 & ) —Eke%)

10
n = 3682
05 (CML IV}
' Imatinlb, 2002 - 2012 (CKIL IV)
S-year survival 90%

0.8 4 10-year survival B35
g (CML 1A}
= 07 IFHN or 5CT, 1997 = 2004
'2 [CML INIA) S-year survival T1%
L8 054 10-year survival 1%
E {CML Iy
o os IFN or SCT, 1995 = 2000 (CML NI
E M Soymar survival 63%
‘_E 0.4 10-year survival 48%
E IFM, £ HU, 1986 - 1994
N 0.3 {CML I, M) S-year survival 53%

10-year survival 27%
oz
Hydrowyurea, 1983 — 1994, 5 yr surv. 345, 10 yr surv. 18%
0.1
Busulfan, 1983 = 1994, S-year survival 38%, 10-year survival 11%
0.0 1

0

2

T T T

hC ] ] b 20 22 24 26

Years after diagnosis

3 CMLIERADTF#%
(Ref. 5) Hehlmann R. Ann Hematol 94 : S103-S105, 2015 X ) —#Fek%)

bine versus STI571) AWK DL fiFk L FEIFZE & L THT
bz, TORRIE, MEFHERSE, MldER7NE
R, BATHIR 2N~ #ERERICB VT, STI57] #
PIFNa +Ara-C A KE LAIZ D TH o 72 FEIC
STIS71 #EIZB W TIE, KM RAIEFAL 3 % Mg s~
524 (complete hematological response : CHR)
% 95.3% DREBNZ, FTIIT P ARAS T Phl BBt
0 — Y ASH RS M E R 1 2B (complete

cytogenetic response : CCyR) % 76.2% b OIEBINZFERD
L0, FREMMRDOTHo7. ZORBROHM
R, BHN CML oF—#IRFEIZ STIG71 L&D, 4=
FZTO—BHTHAINGIIES .
Cof—MoFuy v FF—YHEETHLLF
ST (TR 2 P00 ECER L2 LD
CMLEBEZED 10 EAFRIIINT T20%HETH - 72
bOM 5 80~90%, FEMFLLTHRIT10~20%H5H 1~2
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R4 Fur¥xF—YHEHE (Tyrosine kinase inhibitors : TKIs)
(Ref. 6) Eiring AM, Deininger MW. Individualizing kinase-targeted cancer therapy : the paradigm of chronic myeloid

leukemia. Genome Biol 15 : 461, 2014 X b —#Rek%)

%L BIICEE L (K3)°,

A=F=7Z5 &k, E2itoFur rFr—¥
PSS 2 LT, 2007 4Elc=aF =7, 2009 4EI2 7 HF
SR TEA SN, 2014 FEICKRRF = 75390 0]
TKIGHIH LTI, Ao CML S LT
ENBEHICHhoz T LETXTOTKIWEHL
THYED T315I ER %4 L7ERIx LT A%
AT 58 3D TKI Th 5 KR FF = 792016 4F
B L, BUETIE, BT LA, 2R 3H, B
SHAC 1 HIDEE 5 HI O TKIs ALK THIF S hTw
% (X4)°.

U, B BRAGCTHAINTwE A YF=T7#%
2B L7255 2 AR LU TKIs 12D W TR T 5.

[55 2 #{X TKIs]

1. 54F =7 (dasatinib) (X7 Jl, SPRYCEL")

¥ F =7 (dasatinib) (2 7V &) : SPRYCEL®) i&
in vitro T4~ F=7® 350 f5nFu ¥ v FF—¥HE
VERZ=A3 4. £, ¥4 F =713 ABLI DAMZ, Src
family Fu ¥ v ¥ F—ERZ0fl, Ll nFu v
FrP—XYIIHLTHEENZAT L) Nz R
D7 REHO CMLBMEMER 205 L Lz, 54 F
=T EARF =T L OIEIE %17 o 72 E B IL[E 5 11T
A BT dH % DASISION (Dasatinib Versus Imatinib
Study in Treatment-Naive Chronic Myeloid Leukemia
Patients) WBROA R, FEFHEBH Th 2 GHG 12
71 H AN O Fif s Ml AR 7 W9 58 A B A = (28 H L |

DR TR L 72 CCyR % (confirmed CCyR)) 754 <
FoTHED 66% 20 LT 77%, MBS 2SR
# (CCyR) A X F=THD 72% 23 LT 83%, 4T
WA R E M= (major molecular response : MMR)
WA IFZTHED 28% 12K L T46% & VT NIZBNWT
BHERBICY I F T HTREVERRIR SN £,
DIMIORTRIEHEEH ICBI L T ¥ F = 7R ICB W
THRIFZEES S ONZ. Thbb, 5EMOBHEOM
B, FHFTHIIBWTRA Y F =T EKL, X
DA AR O N, WBHHG3 » H%O BCR-
ABLI1 DIEBREYD 10% U T~NDOBRIEL, f~vF=
THD64% I LT F = THTIZ84% L ARITHE
WRERME LN, ChoDERE—ETE LI, B
THH 5 VW A~ORBERERICHL Ty F=
TRET R R B S (4.6% vs 7.3%).

L LadS, SHEEFERICHEL CIEMERM o B
BRD Lol (FHF=THI%, 4 ~3F =790
%).

2. =OF =7 (nilotiib) (#3773, TASIGNA®)

=uF =7 (nilotiib) (¥ ¥~ F, TASIGNA®) i¥4
< F =T LT REE LEUOYE T, in vitro TIEA <
F =7 D 30~50 O MEMEH 24 5. M
® CMLEGI 2 W RIC—RiGH & LT=aF = 755
(300mg BX1400mg) &4 ~F=7#%5-# (400mg)
L OB B & L7258 TAHEER R B (Evalu-
ating Nilotinib Efficacy and Safety in Clinical Trials-
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Newly Diagnosed Patients (ENESTnd) trial) 7% 35 #*
E 217 ik Ciibh, RBOKE, A ~vF=THEC
W LTAIGHE, AHAEDO CML I LT, MEFs X
OHILEEFNR 205 2 EARENTL. OBk
BT A EEFHMHEB I, HHERG 12 » HRERTOS
TR EM (major molecular response : MMR)
ERET, BITOMKE, =oF=T7H5MHE (300mg
BLO400mg H5-8) iz, A~ F = 7HKGH L LK
LAEBICEWVWERRZAD (FNFN, 44%, 43%,
22%). F 7=, BB 24 » B TORBoOMIEEE
2 58 4 % % (complete cytogenetic remission :
CCyR) dZFhZFNh, 8%, 8%, 77% &, —uF=7
WHMEICBW TR REEAE LN/ $72, 54EH
DBEFOFERD, =0 F = THIB TR 2 B
LNTWwah, HMAERMIZIE, HEMIBE » ARETO
MMR IZZFNZEN, 7T7%, 77%, 60% L AEII=0F=
THREHCTRIFC, WL, BHERMGT2 5 AREETO
BCR-ABLI B #ART DIRA 523 0.0032 % Al (F1 1L
WAL OB & 2 4.5 log WA ITH L) 1ZH)5E L 7295 F1 A
54%, 52%, 33% T, BITHH 5 idati~oftE
BIZBELTDH 3.9%, 21%, 74% &, —uF=7&KY5
HCTRIFTHo 7.

L2L, GHEFIG S RO A X2 FEAFE (event-
free survival, EFS) 3 # 1 ZM95%, 97%, 93%, 5
SEHERAETFED 94%, 96%, 92% L ARELZRD L)
o7z BEMEEERNICEETH 728, 6 FH ORI
DOOIMEA XY MIERICE L TIX, ZhEholT
9.9%, 159%, 25% LN =0F = THTEHWE
mzdH -7z,

3. RZXF =7 (bosutinib) (K< 21U 7, BOSULIF"*)
KA F =7 (bosutinib) (K¥ 29 7, BOSULIF®) i&
BCR-ABL1 DAfIZ Src family ®F 1 ¥ ¥ F F—VI2ht

L CRIRI 0N e HEER 245 5.

P S B o CML ER 2 WSR2 A < F
=T L DI EAT - 72 EBR S T AHRBROAE R, F 25T
MiIEH Td 2B 12 7 HE O MMR OERE I,
AFoTHEHED37%IIN LT, RAF=THRG-H
1247% £ A EICE L, CCyRERKIZOVWTHFNZ
NOBET6%B LI T77% & RAF = THGHEN o> T
Wiz,

—7, HEBEPWICE L TR, RAF=THRE5HT27
%, 4 RF=THRGHET2TR%IZERD LN, FOHH
DREBFEFEHEEDOHBMEIC L D L DT, FHIZ, 71—
F3LDEOTH, BIOFRENKRAF=THGHETE
D ESHEEICEED Sz,

(5 3 % TKI]

1. KFF=7 (Ponatinib) (71 7V ¥, ICLUSIG")
% 3o TKI TdH %R+ F =7 (Ponatinib) (7 1
7 Wy 7, ICLUSIG®) 1&, 4 ~F=7 LKL 500 K%
D ABLI MEMGE 2 R0, KA CTRHET & M, A
DI D 4T TKIs 123 L TN ZE R TH % T3151
ZRICH L CHE—AHEARERTWE I EICH 2,
RFF TS L OREROWENE, FYF=7
DL =uF =7 IS D LEATHE, Fiok
T3151 R %2 A3 5 CML BN, B47H, 2B X
U%, Phl B2ty v s AImss (ALL) SER % x5 &
L 7=iEsV 58 T MR RBR T & 5 PACE sERCTIrb 7.
RFF =T %5 Sh/z CMLEMERRER], 45267 Fir,
RABRO EEFMEE TH 5 M EEFHKREY
(major cytogenetic response : MCyR) i3 56% T,
T35SI R ZH LERNICR - 7284, 70% b DIER
AMCYyRIZEASIN, T/, BHHEEL LTHREX
N7z TKI OHESL 2 WO F BT BIFTH -
7. SAEM BB ORE, FEFFMIEE O MCyR 123#
L725ER o S #ILLE (82%) A MCyR % #idE L T 7z,
HIZiE, 40% DRI MMR ML EO e ZxR L, 544
HRIZT3%TH 72,
AERGICHL L, BIIRPIZESEA XY M2931% (9
5 26% I3 EIE) IO LN &L — F TR EH
FEVZER0 O N E, S (46%), 95 (46
%), M/BIRAAE (45%), ARG (43%), RS (41%),
B2 DRHE (41%) Thotz, HAHINZEMEHE LT
GEELES 4%~T7%), BER (T%), B L OEERIM
£ (20%) BTNz T2, ZOHROMITICL DI
EPAEVEESL, s, G, RO B R I B
EMREEOBMAE, BLUFAORMESICX ) Z2DFE
VA2 ERT 5 EAREN, 2014 4121, MAIE
FREDfEbtE, MAEMEE, OAEB X OIHEICEL
TEFEIA b, #EISICELTY, T3IGIEREAL
7Bl L O, o fMite TKIIC b 3Ptk / A7 6012
REINLZ LERoT.

LEe, FH5 A TKIs 2 H.OMS, BAETIILLT OF#EE
T CML O#A TbhTnd (K5)MW,

SHOBE

INFTHRRTELLHIZ, FryrFF—EHEH
DOEYIL, CMLOBEICEME D261l Lirl,
SRR L2 L IZE A . B TOREIRT R X[
e LT, B#ENE doedhOomES XY bBLY,
BHERED —ONEITFLN 5.
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TKI (4 %5 =7 400mg QD/ = OF =7 300mg BID/ £ F =7 100mg QD)
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Optimal [ Warning ] [ Failure ]
nﬁﬁk-_"ﬁ FRAF-TEEL
Go=l e D TKI ~ZEE
¥
—ﬁmaah
T h 4
—> ﬁﬁﬁﬁ CML
—{ b TKI
BEER B (ponatinib <
stopElEE7R &) *

K5 CML Dik#EEHE (2018 EBEA A K54 ~)
(Ref 11) HAIME 4 M EEE ST A 54~ 2018 ML & ) — %)

1. Cardio-vascular toxicities

TKIsIC X A#E#FEEITR>TWwAhA CML BEIZBWT
E, TOAFHEOZFENLRER L HICRMOGERL T
HHOMEANRY IALVEELRMEE LTEHZHET
LAERE o TR Y, LMEOHEFRIIE, 6
SO TKIsICE VEHETH Y, ¥ F= 713K
LIRS TR, =05 =7 KRF+F=7 Tk
MEEEA XY PSHEE 225, TKIIZ X 5E#EIE
ZOWHEFITEIC BT, BRIIEARE > T vy,
W Z AU RE R B D B R kT A 2 L BRIk E LT
Wb, koT, WETIE TKIHE#FEZ 2T TWwb CML
BEICBWTE, AR Lo BEIZHEIHERED RO A
63, RIAERRTH L.0MEL XY FOFRidE
BfiiExr 052 Llhb.

LA»L, BRETIE, FRRAEFRRBEDX N =X

FERE) A7 OFECEERE, TRiAE, BETEICH

LCHa%7r—5137%L, GROMEVEHELER LN
5.

2. Treatment free remission (TFR)

D) —DODORELPEIIMIBAREOHETH 5.
TKIEHIZ & o TREI 2DV F WSS iF 015
b7z CML BEZNL L LT, wHEP ISR hETT
TEEPR 2O EX HIWE LTINE TIZW L D9
R Th T & 7219,

Stop Imatinib (STIM) study %, BCR-ABL1 &{=T
w D5 logh Lo Ao, RT-PCREZHWTDH
BCR-ABLI1 #ZFHAHH SN2V LX)V FE TOHRWSG
TR EM (complete molecular response : CMR)
AR LD 2D LM CEEMENRE LT,
TKIEEOPIEZ TR o 2 E A TH 5. BITO
R, KABOREBIL R LD 5 EROBIIIMICZSE
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£1 TKIHEHRIC X .0MEHEHSR
TKI CV changers

Dasatinib Pleural/pericardial effusion
Pulmonary hypertension

Vascular events®’~

Nilotinib QT prolongation
Hyperglycemia
Hypertension™’~
Heperlipidemia®™’~

Vascular events

Ponatinib Hypertension

Vascular events

Vascular events include coronary, cerebral, and
peripheral events. CML, chronic myeloid leukemia ;
CV, cardiovascular ; TKI, tyrosine kinase inhibitor.
*/~Conclusive data are lacking.

(Ref 12) Barber MC, Mauro MJ, Moslehi J. Cardio-
vascular care of patients with chronic myeloid leu-
kemia (CML) on tyrosine kinase inhibitor (TKI)
therapy. Hematology Am Soc Hematol Educ
Program. 8 : 110-114, 2017 & h —#Be%)

WTHRZRDLhoTz. —HT, 6 EHOREH/THT
EWFENHREEZRD, T0LL056 » AUWNICHR %R
O7z. FWIZH, HEEZEOENORER, f~xF=
TOERE5ICE ) AMMBROEE LRV E2 B Hk
DORERPMOEERF TR BN THED TN L. TWIST-
ER study {2BWTIE, TKI EH#FW 2 EMOBHRT
47% DIER TEFOMERE (treatment-free remission :
TFR) Z2BHTWV 5.

R TKI Z M L2 1E, S—ifte it
BLTEYELS, RNOSFAANERIEONL 2
O, LYEWVIERTTFR 2% 5N 5%, ENEST-free-
dom FRBRIZBWTIE, A%< ED 45 log kD BCR-
ABL1 ®34 (MR4.5) 2% 5 N7-fERIZH LT, =1
F =70 1 EHOBIMMFCIER Z T2 - 71, HFEE P
WrLREE 2@ L7z PIk#244EM, B (G1.6%)
D FE B A 5 F A W A 1 K E % (major molecular
response : MMR) I EOREEZHMERE L. A ~F=7
DOh LB, IR IS % RO 72 K5 ORERNIL,
SOF T OFEGIC L o THOREWEMR 2155 IR
LTWD, LALEDPS, H1% (11.6%) oflics
WL, FHE MRAS ~NOBAMNTE o7z

STOP 2G-TKI #&kkix, #F¥F=7wHwig=as=7
% 3 AERM DL P G-HkHE L MR4.5 I2F3# L, BCR-ABLI
MRIASRE DIARREAS 2 4EHE# L 7ER 2 3 R & L 72K

BTdHbH. TKIHIL24EM D TFR I1X53.6% Td - 7-.
SRS D RO 7ERIZ 2B TKI O /512
X o THE MR45 #1537-.

LREORRAIZE & MR OFERD, ThFEFTTHRDOAR
Wi B2 T4 % EURO-SKI trial SER AT H
LBNTWwA. ZoORBETIE, ARHEEELTAYF=
7, ZuF 7wy =785 L, MR4 DL
DEFR RSSO NER 2 W GIHFEOFIEE T -
72, 24EMOIEFIREKIZLS2% TH o 72, PILBRICHESR
EROIIERNDE LT (81%) &, RS ICLTHa
RIGHN R ROz SERBH ORER, MR4 OHfEFs
BB ORI ME—, ROEBROMERIEETLRTFTH
hHEaInz.

BT TKIWC L 2B A EA LEICB W TH
XFRIIZ B TFR FATH0 5 N5 BRRB O 5 R 5 5 H
Wi L7236, sl ms ik 2 Mad R S ER T,
AR TKIIC X 2GR SN Db Lk
V. FRCHEFERONE, REOAFHEsHIfFCTE 572
B, BRI X BRI R & L X ) HIfET &
5. L2L%ds, TKIREEOHRIEOMNGEE LT
RS FEW R IE S NIREFIC BT, FE
B TN HE RSN ERIE AR L
E—1AX TKI OBA 12138 15%, AR TKIs 0¥
H325-30% THhHhbH. XoT, T4 DCMLEE%
BWSEL20121E, TKIBHFISR D 5 HH 0 ERE
FHRTALENRDH L. FOLOIIE, X DEVSTFE
WSRO, KO CML S OFNT O 2 155E
HWLEZOLND.

CML @ H Iy B Ml i i m s it L T3
BCR-ABL1 ¥ F—E» AT 5125 22 0b & 3R]
D IREE (quiescent) IZ2H Y, FNIT L o T TKIAEHFIC
T BB ER MR L TV B EELZLNTWVS. XoT
CML #BHIZE L 720121, TKIEHE L 3 LT,
CML o H RSN 2 R & L2 FfBlom#Eo 7 7 a
—FBUHTH A, TKIE A 7 7—7 a0 rOPEH
P TKT HANC X 28 E L L D #EFEICRVS
THAWENERZ LT ILEPPLNLESTED
TFROWLELZ A SEL ke LTHifis s, 20
fls, TKI & Bcl-2 FEHIT3H 5 venetclax DHFHIZ L -
T CML &5l il 2 MBS v Assiig L, i3S &
LUBEMEAIREINTE Y, BIES I F =7 & venetrax
OB FEE OB ERGES % R R TH TH 5.
ECEAI DM, X F IV ER], TAK2 BHEH], T2,
PUPD-1 JURRBEIRMIIL T 27 F VS0 G0tk 2 o L
BT L COARMMEIRE SN TWwa 25 TH
. INOOFMERGTEOEAICLY, XL Fk
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WERPEONLFICLY, TKIHEANZ L Y iEHE
Bl X )% < o CMLERT [HRERYIE® (functional
cure) | BEOLENB LB EEMEL V.

YIS

2001 R ICE—HADF O Y v X F—YHEHTH S
imatinib 28835 L TH 5, CML OEBIZBE L. #
N F CLEME— B AT AR ok 2 [ F 53 130 B R Al 205t
TIARRERYETIE, WAEOEHIIAMW 5 F L ITIZFSD
BEZRL TV, BWICH @Y% FF—2FE L
A2, HEBEI 30% OBMIEHE Y 2 2Tk
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