HMHERS (BB 4348 H1% PIK3044E9 A)

¥ F = TiEEPIC A L 2 & 72 LFi % Major BCR/ABL
AAEIET b2a3 7 4 7 % B 7218 B (s o 1 1

T ERE AL BRI
ES = N~ LV N
HoF & m ER m W
N R A 5 —HB
TEMR AL LA

e # B #

£ =
ST A IE, T F =TI L DEERE?»S 6 » AtRlc2Mim{bs 272 L7z b2a3 ¥ 1 7 Major BCR/
ABL mRNA By rh g gtk Mmoo 1 B 28 L -0 THET 5, EBNIX 71 % Bk, BEHEEAEICL)D
LB R R NEH @R . B C HIMEREL O BN % 526 72 72 D I MR B & B b AL, HLERmE & #ir%
Zo MEMENAB L7 4 T TN T 4 THREEFHEETH 722 & L), BEEHEAEEEY & S s
N7z E#iZERIE O Major BCR/ABL mRNA FEm=if4. minor BCR/ABL mRNA FEmIRAEIT VTN EMET
& - 72705, Major BCR/ABL mRNA EMAREIZT b3a2 & b2a2 Ol 7 4 T LB 54 XOBIE/N Y FH

BOONTzo FHF =TI X BB L o THER DI AR 2157205, i6HH
IEPHB L7720, I F = 7R GEZEEL TakzEOTWzEZ A, 671

DEHIEILICE 5 72,

F—TJ—K

A 2 2R T 7 I AR A
TRIZENE) ¥ 7 SRR LR~

B AR, Sk, 7o v ¥+ —¥HEHR, BCR/ABL. b2a3

#

Tl

P S I (chronic myeloid leukemia : CML)
3. ZREMERE ML L~V DM Gt i im e ¢ (9
22) (q34:qll.2) BN, 74T TNV 7 1 THMhL
M 5 A 22 AR EICEE SR o v
¥+ — ¥ BCR-ABL L ENTHIET 5 2 L2055
NTWaY, Z ORI ER ERAMIL O 5 E BEhHIC X
0. BB L ORI AIMEROZFH RN % B, K
RS EE RSBk 2 oA M MBL L, iR IEEk D
B A SN OVHFRINTH 5o %< 1L 3-5FMD
BT S L BRIk O L R DS T4 3-9
A ORI %2R T SFERDIINT 2 2 kin b ~E R
T 5

(2 PEE R R =2 R (chronic myeloid leukemia-
chronic phase : CML-CP) 12713 v ¥ — PRHEH
(tyrosine kinase inhibitor : TKI) DBIZ&IZ L V) G RE
PUEINTBY, BHELICELEITCbTHTH
Bo XHIE 1 BIEBBICIBWTE 21X TKI TH
LY FTIEEIMRTKIOA ~F =7 LKL T
SN OBITP D R EFEbIT\n52,
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SRR A1, T =TI X AEEREDS 6 7 A
B Z 2 LM TR CTH S b2a3 ¥ 147
Major BCR/ABL mRNA [t CML o 1 5l % #2585 L 72
DTHET %,

fiE 51

FEB - 71, Bl

FIF AR, BRI

BEAERE © B (233%) . HNEE (71 5%)

KR - 40 IARZE, WIEiE B BEIRIA. e,
T I S o

BUREE © B, EIRMUE. 18R R4 IZ &Y Lk
PTEERZRPRH @R . RS T IMERE o8 % 5280
7ozl B Bb v, 2015 45 12 H TH), LR
NE~NFRA T & 7o 72

WFZREHUE © & & 166 cm, A5 62 kg, AR 36.6C .
M 126/66 mmHg. =i#kiEH.

WIZ IR AT I - HIMEREL 36,900/l & 0 72 B hn %
. B A EK (promyelo 1 %. myelo 10%.
meta 12%) ELUFHEIEERK (7 %) OBM%ERDH 72, AR
Ejk$ 4.08x105/ul, Hb 12.5g/dL & BIMLIZEEE TH



=1 VRRORREFRR

Peripheral blood

CBC Biochemistry

WBC 36,900 /uL TP 7.5 g/dL
Blast 0 % Alb 4.3 g/dL
Promyelo 1 % AST 33 IU/L
Myelo 10 % ALT 18 TU/L
Meta 12 % LDH 538 TU/L
Stab 8 % BUN 17.5 mg/dL
Seg 48 % CRE 1.28 mg/dL
Eosino 1 % UA 6.1 mg/dL
Baso 7 % FER 388.1 ng/mL
Lymph 10 % sIL-2R 1,600 U/mL
Mono 2 % Coagulation
Aty-lym 0 % PT-sec 13.9 sec
Other 1 % PT-% 92 %
RBC 4.08 x105/pL.  PT-INR 1.05

Hb 12.5 g/dL APTT 32.7 sec
PLT 32.6 x10"/uL.  FIB 404 mg/dL

FDP 9.0 ug/mL
NAP score 44 points

D\ VMO FH 2 BN FRD 7 b o 7o HALSAAR
T, LDH 5381U/L, sIL-2R 1,600 U/mL & &%
720 NAP A2 I 713 44 points THRAEZ /R L T 7z
(G2 1). JEEE CT MATCTHE % FRO 7228, 1) o EifER
u%b&#ot(mlnJ@Mﬁﬁ%%\@%CT%%;
" CML . BB & EAT L 72,
wRIMmAR R (K2, H2)  BHAEEMIEE
(NCC) 48 .6x10%uL. M/E L 74.9 TH 0 |, JEKERFR D
1 7 T AR T A R ER A & B rh Bk F TR B
@Eﬁ*ﬁﬂ?@iﬁﬁﬂ ROz, FRERR B L UFRFEGRANE
CIREM R B LR e o 7o B REE AL ER K 30/ 1L
bE%ﬁ‘%iiF%&(ﬁi@‘%ﬁ LTBY ., EZETHEZIKD

x2 BHEFIREMR

Myelogram

NCC 48.6 x10%/uL
M/E 74.9
MgK 30 /uL
Erythroid 1.3 %
Myeloid

blast 0.6 %

pro 2.9 %

myelo 19.4 %

meta 22.9 %

stab 21.1 %

seg 25.5 %
Eos 4.0 %
Baso 0.7 %
Mono 0.1 %
Lymph 1.1 %
Plasma 0.1 %
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1 [EZCTHRE

B s Nz, Lot 6 CML-CP A5t b i/,

FISH A X 5 Qe ARAETIEIM 3 IZRT L) 12
BCR/ABL @& 75 V% 96.0% 8.8 . e kT (G-
band #:) TldHmkizmiE t (9:22) (34 qll.2) 252
5 N7zA5, Major BCR/ABL mRNA ZE&MAT. minor
BCR/ABL mRNA EEBEITVWIN LTS 572,
L7 L. Major BCR/ABL mRNA ZE A 12 Tl
HENLLDERL ST A4 XOWIENY A0 51
72 (K4), BHDF XA TF/8% — 2 Th A b3a2 1% 446
bp. b2a2 1% 371 bp TH V) ABL DYWL A% exon2 12 H
BHHS, A EFED SN BEIE N Y K A4 XX 197bp TH
V. ABL OYIH A exond DEBALIZ S % b2a3 HHk DN
YRTHBEIENEZ LN, UEDORER LD b2a3 ¥
A 7" Major BCR/ABL mRNA B CML-CP & &l &
N, FHF =7 L BEEDBIE S 7z

5 =7 100 mg/day TIHEAFIAG S NLME R

=

X2 BEi%R May Grunwald Giemsa (MG) 22 X 400



BCR/ABL (FISH) G-Band
P; '3-'7 M9 I P
. = ] vy 44 ! ¥
8% :M wa ?fu n’a‘i‘
- > 1 3 4 5
RETTHNL ‘
G2 w8 2 ¥ . Kl
b8 &8 B8 w8 BE 35 B4
6 7 8 9’ 10 " 12
e A8 &% K& &8 38
13 14 15 16 17 18
b S ax 8
19 20 21 ?7' X Y

a7 I196.0%

3 ZREeMRE

Major BCR RT-PCR (%)

Neg Patient
[ | i | Neg fEHEarrO—IL
i -
M A B A B Patient : B & R{K
EIE/ NN R4 X

A:BCR/ABL mRNA b3a2- - -446bp
b2a2---371bp
b3a3---272bp
b2a3---197bp

B: B —actin mRNA 279 bp

46, XY, 1(9;22) (q34;q11.2) [20/20]

% (hematologic response : HR)® % 57245, M/ A

bd “—  279bp (B —actin mRNA)

@ — %197bp

4 BITFRE

SRR AL SR O

DM R % 312K Lz, FmEk

VAT T =}

3.8X10Y/uL E THA L7z B IC— I ZREE L, FdE=
¥ F =7 80mg/day (2w LT, HRG Ei) K
LanbiaErED7 (H5), kG2 1 7 A
AT L 72 g #lite Tk, BCR/ABL @& 7 Vi
87.0% AT HEARREIFBDO SN h o7z DTk,
M E R 09228 (Cytogenetic Response : CyR)® [21&
EL5 T HLPRBITHEEDbN LML REO VT F,
HIEFIGS 6 7 A RO EMERIIIZ B THIMERO 3N
RO B AL, SR L b7z,

42

43,300/pL & BN, FAY M CEFEERERMIAE (Other
(2 35% & 534H) DOEIATED Sz, SRR R,
Blast 77.8%T. ~)VA ¥ ¥ — ¥t (POD) &k,
I A7 I —¥_EYMm (EST) &%, Periodic Acid-
Schiff et (PAS) Bt TH-72 (M6). 77— A1
4 k1) —T CD10. CD19. CD33. CD34 Mk, CD3.
CDI3 B TH - 720 HEFT 2 51%. CD10. CD79a.
TAT Btk & B ) v 83RO 2 {5 s 7
(I 7), FISH % Tld. BCR/ABL @& v 7+ )V %
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* Blastic Crisis: 24 #5{t

®5 mRREE

x3 FMEE(LOREMRR

Peripheral blood

CBC Biochemistry

WBC 43,300 /uL TP 7.3 g/dL
Blast 0 % Alb 4.2 g/dL
Plomyelo 0 % AST 28 TU/L
Myelo 0 % ALT 20 IU/L
Metamyelo 1 % LDH 328 1U/L
Stab 5 % BUN 14.4 mg/dL
Seg 31 % CRE 1.43 mg/dL
Eosino 2 % UA 7.2 mg/dL
Baso 0 %
Lymph 23 % Coagulation
Mono 3 % PT-sec 11.2 sec
Aty-lym 0 % PT-% 122 %
Other 35 % PT-INR 0.91

RBC 3.74 x105/ul

Hb 12.0 g/dL

PLT 8.8 x10*/uL

94.0% . JetfR#T (G-band ) TIZAINGIGe tofh Bk
RO (K8)o LLEoiEr s 2y v A iw
oSBT s, &FREREEZEEL T
FZTEVP (EY 27 ) AFr+ 7L Fovyay) ik
DB % BIAG L 7225, IMERIRA> 70 £12 &0 it
IS5, CML-CP 22 5 45 290 9 H . &tkiz b 5
%5 89 9% H Tk iR S 7=,

Z

CML IZ#8® 51 % Major BCR/ABL % X 5 #1571
1. BCR #{zT E? exon 12~16 (b1~bbd) IZFFHET 5

I~
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Y & . ABL {5 ¥ 1L® exon 1b~3 (alb~a3) 127
T 58WEEA L 210kDa O F X 5 % v 37
P210OBCRABL 2 8l 3~ 2, TN B IEEIZ ABL &= T O
exon2 7 HEEG- &AL, b3a2 ¥ A TA355%., b2a2 ¥ 1 7
M 45% T HH, X O THilZ exon3 7 H LG S N7z
b3a3 X b2a3 ¥ 4 7D F A T BIZT VI S L 5Y,

ABL 5T ® exon2 7 B 5 Sz 4 v o871k, TK
(SH1). SH2. SH3 F A A » % &t 2%, exon3 |2 & - Tz
BEN/y 2 871%, SH3 F XA Yo N Ko 2/3
R CTWBEY, BCR/ABL ¥ * J & {n1 OIS E O
REIX. ABL #1175 N K42 BCR #z 1D 5
M\ —2 T A% EETHI 2L, TKIGEITHE
TLIEIWEHDLEEZONT WA, IEH ABL EinT- O
TK FAA VIESH3 KA VICE YW AICHIBEINTS
N IZEAETEEZRS 2\, L2l BCR/ABL ¥ X
5% 78713 BCR T ® N Kt T 4 B2 L.

FOFER SH3 F A A v o TK GO EIHIHEE A
ENbo SHICMBANOEMD Y 7 F IVIRER (Jak-
Stat 4. Ras-Raf-MAP ¥ F—+¥ %, PI3 &+ —¥-Akt
H L) BIEHALL TT R b — 2 AOIH] & B Gl E
L7572, BCR/ABL ¥ A5 % Y8712 X A IMERE
AEDIER OIMBkEA L0 EE I ES L % 557, SH3
AR L TV BEEIE. CML % #3585 2 RE I3 REr
LH. TKiEHB L OV 7 FMEEROEEH A 5
<, SH3DRIEL TW2\» BCR/AABL ¥ A5 % Y37
EHE L 72A . R E L THETS BV DR L
A A R I REME A D o F72. SHI DRI L T 5
BCR/ABL ¥ 25 % » /37 %43 4 CML & TKI O
FEAZBEAF IR T 5 & iy ST 589, RIEH] X
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a) MG %t X600
b) POD ¢4 x 600
¢) EST 4xfa x600
d) PAS s x1000
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a) HE 4t X 200
b) fEdetn (CD10) X200
c) fEdets (CD79a) x 200
d) HEgets (TdT) %200



BCR/ABL (FISH)

BETTIL

e TFIV.0%

CML-CP & &lrs i, —FZ & T = 72 B2 FUS
#RL 147 HCTHRIZE 7. 2Dk, 2 ABERETE
MM 21T > T 22 b b $, BITH 230
HWE FEMEILICESL &V IFEICETORWET
Hotz,

F7:. CML BT 2 it h 2 o bBid, &
HEREOMEZRIE L, FIBR2L INE /T 5560
FICEROBRTH L LEZ, FHREARTHD I LN
FHE N0, A OMRE TIIHZE LD BHgmig
AN BT (9:22) fEEIZINZ T trisomy 8 # A9 5
FEsEO6NTE Y, SMHERLEIC D trisomy 8 135
fFLCTwiz, L Ly AREEBITIZ CML-CP SIERF 2B
WO, AR R IO T o 72,

INSEETE 2729 2 THERGEIRTIE & 7 5 725 A
& LT, BERREIC B LTIV 7 & o i
ST REREEZHETE TR Lo 2RSSR T R
7T ADKTRDIT N, T2, FHF = Th
W& e B HGHRER L LT ATP #5& 780 T3151 25 7
ML LHONTWEDS, SRIFEKA L, BRTFERETE
2 AT 29, I OFEIZIEES R h o 72,

KNT, BRBIET 7 A TOBE ORI ONWTEE
5, —#%f7% Major BCR/ABL mRNA & Tl
BCR #{5¥® exonl3 (b2) B X W ABL #&{r+® exon2
(@2) #7994 <—L LTHWVWTBY, b3a2 H %\t
b2a2 ¥ 4 7OMH Z W EEICT 505, SEO X9 Lk
BIET 5 A TTEREEORERE 25720, Mgy i
R T X 2 EMRENFEHTH 722 L AVRIE
SNz BT 5Y O Tid, b2a3 ¥ 4 7 Major
BCR/ABL L MBS NIz 4 ZDOWENE/N Y a8 72

™o ¢4 & & - -
= | = g A o
Wy Uﬂ LR 4 o4 .f @
? 3 4 5
= b s S - 1 & - “ %
i 2% B »® 328 2L KA
2
6 7, 8 ’, 10 ", 1
ae or &¢ sa &F =
13 14 15 16 17 18
-
a ” P " T i
19 2 21 2, X ¥

45, XY, add (7) (p11.2),

der(9) add (9) (p11)t(9;22) (g34;q11.2),
add (11) (p11.2), -20, der (22) t(9;22) [4/20]
8 RME(LIFORBHIRE

45

JEFIZDOWT, BRI T v — 2 — 7 T AP Thl
G OWRERIN ZREL, b2a3 ¥4 T ThHhbHI L %
EREL T\ 528, BUfE, Ukt &0 ENO—#HEE T
MEES OERT. Rtttz &x AR s LTE
i L TV ABIERRIEE vz, MikBiET o 4 7 &k
ETLHILIIRETH L, T, EEMRETIIRNTE
BTz, T REEFE L OV T OGRS E A L
< EMMATOMIE N Y N0 CHEELT 2130k
3%, SRICBWTE, MRE(ET 8 A 7I3EE oM
ETIEME SN WITREDSH S 2 &2 BHTRETH
D, AEROMBRCIBINRA O LB & oG E G
Bzl BELLOWE Y v 7 — BB RRIKE &%
IR L S5 T T EDWETH D,

4

FHF = TR IC SR L R & 72 L7 b2a3 ¥
4 7 Major BCR/ABL mRNA B4 CML @ 1 5 % £ 5%
L7zo BY A TI200 T DIRRFEBR R T 125 O WS (345
HDTHOIHTHLI NS, Gk ZLOMRSLEL S
FEBIDOFERNZ L D IRRED IR A 7% ST < Z &2 HIFF
ENd,

-
=[=]

REEOFE I35 18 8] H AM A MLk 2 & 5 4 (FL
M) I2BWTHEL,

X [
1) Hk 3 PR RS IR OB & . H R
KNEe 14:1-8, 2013.
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