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[Abstract] Objective To explore the clinical and laboratory characteristics in favor of the
diagnosis of Ph/BCR- ABL positive acute myeloid leukemia (Ph/BCR- ABL ©° AML). Methods
Retrospectively analyzed the clinical and laboratory characteristics of 12 Ph/BCR-ABL® AML cases from
Feb, 2006 to Dec, 2013, with classic myeloid blast crisis of chronic myeloid leukemia (CML-MBC) as
control, and followed-up the survival in these two cohorts of patients. Results The median age of 12 Ph/
BCR- ABL * AML was 27.5 years, 10 cases (83.3% ) showed non/mild splenomegaly, and mainly
comprised of M, and M, subtypes according to FAB classification. The median number of basophils and
megakaryocytes in peripheral blood and bone marrow was lower than that of CML-CBC patients. All the
cases expressed myeloid antigens, 8 cases (66.7% ) expressed CD34, 11 cases were detected with t(9;22),
5 cases (45.5% ) with additional chromosomal abnormalities, including 1 case of inv(16). All the cases
had BCR- ABL transcripts at diagnosis: 3 (25.0% ) cases were ela2type and the remaining was b2a2/
b3a2type, among which 1 case coexpressed CBFB- MYHI11. Two out of 6 cases existed AML- like
mutations: 1 case of CEBPA and the other of FLT3-TKD. For all the patients, 7 cases achieved complete
remission (CR), including 6 out of 7 cases receiving induction chemotherapy combined with tyrosine
kinase inhibitor (TKI) achieved CR, and 1 out of 3 cases receiving chemotherapy alone achieved CR. The
median overall survival was 16.5 months, that of allo-HSCT group was 33.5 months, which was higher than
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that of non- HSCT group (5.5 months). Conclusions

The expression of ela2type BCR- ABL, the

coexpression of fusion genes which were more common in AML, the existence of AML-like mutations
were all indications of a de novo Ph/BCR-ABL"~ AML. Low induction CR rate and short survival of Ph/
BCR-ABL" AML implied that chemotherapy combined with TKI and followed by allo-HSCT in CR was

the only effective way to improve their survival.
[Key words] Leukemia, myeloid, acute;
some; Fusion gene, BCR-ABL
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Ji 35 A% 27 R0 (B8 43125 WA K A7 7E Ph G (o (A A
(8% )BCR-ABL il &5 L[5 10 4] , 75 A 2 (91 A5 5 s 1E
JE 9 B A ) 21 Ph Y% €214 1 (5% ) BCR-ABL fil & 5
B 12 68 5 8 4, Lo 4], rP AR 27.5(17~
45) % B ML CML-MBC #3# [43(32~63) %) J4F
52(P=0.001) . Jo/ B WBUNE i K 2 10 141 (83.3% ) ,
Z T LA CML-MBC (3 41],30.0%) (P=0.027) .

Ph/BCR-ABL" AML 35 FAB 73 I L M, (4 441]
33.3%) Fl1 ML (3 ], 25.0% ) >k 3= , AN 1 rg Rk 4 i
LU A7 R 200 L L A1) L A A R 5 A1 T i
CML-MBC #35, Z 7 WA Gt =2 L (P{EH<
0.05), P/BCR-ABL" AML 5 CML-MBC It J& Fi1 4
MO A 2R AE U L 1

2. GoRE 4y RUHRAE - 12 4] P/BCR-ABL® AML
B Y B R U Hor 1 R A R AR
ik FIE T4 CD34 % 8 141 (66.7% ) , 5 HiL g
CML-MBC (7 il , 70.0% ) Fb §% 25 55 oG8 it 24 7 X
(P=1.000)

3. 40 35 A% 2FFRAE < 11 9] Ph/BCR-ABL™ AML
BERIE] (9;22) , Al gy (i 6 1], PERH g gk
S E SH1(45.5%) , b 16 R inv(16) o FEBHM
e o 4K 5w L ] AIK T M A CML- MBC (8 1],
80.0%) ,{H2E 5 oGt 27 L (P=0.183) .

4. 4y FHEYISARRAE 12 ) 5 R £ LG
PCR # Wl | BCR- ABL filt 5 2 A , ela2 #!
(P190°™ ") 3 f4i] (25.0% ) , 4% 9 4]y b2a2/b3a2 7l
(P210°™*%) , Horp 1 il [a] i 4 CBFB-MYHI11 fil 5
FER IR,

6 1] Ph/BCR-ABL" AML £ ¥E4T AML % L%
ARG, 1451 CEBPA 2848 FHM: , 1 ] FLT3-TKD %42

FHYE, 4% 4 Bl 5228 BH M . 6 51 P/BCR-ABL" AML £
H 5 il A CML-MBC % 517 ABL 3§ X 28747
Fer i , 5745 PR A8 5 43 1R 1461 (G250E+F359C) |3
7] (M224V+Q252H+T3151 ,M244V M315T) ., 40
YRS L2 R HE 2RI LR 2.

5. 3897 K+ 12 15l Ph/BCR-ABL® AML %15
IR R RS 2% (CR) 7 Hil, CR %R 58.3%, 1
T 4L CML-MBC £ % 1 CR K (1 4, 10.0% ) (P=
0.031), 10 )5 % 1 Ph/BCR-ABL" AML % 1 3
BI473+7" AML FE 7 24077, 16113545 CR; 7 9] [F] B
A TKIIRYT & 6 13K45 CR; 1 4 Bl 4Ly BEA TKI
BT L7 CML-MBC # % Jo—1% CR. Ph/BCR-
ABL" AML &35t 1 65 T2 5 24~ H 1 RIAT allo-
HSCT, 4% 11 i AEAby 7 sk & TKIVRYT T 3~ H N
ARATH 43 MW 2 G2 5 3 W, o8 4 I W A 5% R
(CHR)# 6 5 ; 7] 3453 % K} 6 ] #7) CML-MBC
A T—HIFR CHR, AR FBRIN 1 I (e fApz 71
IEH 1B AT allo-HSCT, 4% 10 491 4 B £E 467
IS TKITRYTHT 3 H 31 MCyR, =i 2 71| 3K
5 A A LB AL 24 S % (CCyR ), 6 {91 AT 3545 20 it 18
22 R M CML-MBC 8 % J6— 19 35 MCyR .
B 24, 12 1] Ph/BCR-ABL® AML H 3% v fii 4= 77
9116.5(1~45) 1 H , 6 BIRAH B 1 BIFL T 4 B i
BAYIPUE 25, 1 I T R &, R, ik
17 133.5(13~45)4 H , 6 BIHER AL B & TR A A A7)
55(12D)4 A B AL TAER M4 . 10
B L) CML-MBC 835 ¥R TR, BRI 16130
il FHE VP 1R 97 , R A A s (1~10) 1 H L 2=
F Ph/BCR-ABL' AML (% .

W B

Ph 4% {4 {4 F1 BCR-ABL filt & % [H J& CML 2 3
Y AR I P S, R AR Sk R B B TR 1%~2%

%1 PWBCR-ABL® AML 5 CML-MBC £ 3 Ilfi IR 4R MIIE A 2B 0E 1 LA

P PR %"’*’E(W"ﬁé& D34 B
4151 5 (fl, 4Ry MAERKX WBC O HGB  PLT  JFUUA W JRIR B . Fix  ORERE
Bk () IO0] (0L (@) (A0 A KA A R L] [106)]
Ph/BCR-ABL" 12 8/4 27.5 10(83.3) 97.0 86 67.5 0.66 0 0.630 0.005 3 8(66.7) 5(41.7)
AML
CML-MBC 10 7/3 43 3(30.0) 17.6 90 88.0 0.56 0.015 0.490 0.063 31 7(70.0) 8(80.0)
PlE 0.616  0.001 0.027 0.075 0.692 0.291 0.948 0.025 0.291 0.003 0.000 1.000 0.183

4 : Ph/BCR-ABL" AML : Ph % ({41 (T ) BCR-ABL fil A5 5E K BHE 2 E 86 2 A 1L ; CML-MBC 18 VEEYE (A 1l 2B AR



H A IR 245 2015 4E 5 A 4536 454553 Chin J Hematol, May 2015, Vol. 36, No. 5 -401-
F2 12 Ph/BCR-ABL" 2V R 1M (AML ) 8 8 40 s AL 2 oy 1A W2 R fiE
il A Al L PR 2T AML ¥ IL58AF  ABL X 9848
1 46,XY,t(9;22)(q34;q11)[ 2 ];FISH:BCR-ABL 92% ela2 ENIL A
2 46,XX,t(9;22)(q34;q11)[ 10];FISH:BCR-ABL 88% b2a2/b3a2 E Sl G250E \F359C
3 46,XY,t(9;22)[ 11/46,idem,13q~[ 11 ];FISH:BCR-ABL 95% b2a2/b3a2 [ ESI
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CML- MBC. 15 7' BCR- ABL [H 4 41 jy % # 17
CEBPA 27551, A A BLPH S5 . CML-BC i3
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