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The diagnostic effect of morphology in acute myeloid leukemia with
AMLI-ETO and CBFB-MYHI11 positive”
HE Miao ,ZHAO Xiaochen .ZHU Jinhui WU Jing ,BAI Hai®
(Department of Hematology sthe 940 Hospital of the Joint Logistics
Support Force ,Lanzhou ,Gansu 730050 ,China)

Abstract: Objective To study the morphology,immunophenotype,karyotype and prognosis gene expres-
sion in patients with AMLI-ETO and CBFR-MYH11 positive acute myeloid leukemia,and to reveal the role of
morphology in these two kinds of leukemia. Methods The morphology of bone marrow cells was observed by
Giemsa staining,immunophenotype of leukemia cells was detected by flow cytometry, 43 fusion genes were
detected by PCR,karyotype was detected by G-banding.and prognosis genes of myeloid cells were detected by
using capillary electrophoresis of the first generation sequencing. Results In 16 cases with AMLI-ETO posi-
tive acute myeloid leukemia,6 cases (37.5%) were mainly granulocytes,8 cases (50%) were mainly abnormal
neutrophils,2 cases (12. 5%) were mainly primary and immature monocytic hyperplasia. In 7 cases with
CBFR-MYHI11 positive acute myeloid leukemia,6 cases (86 %) were mainly primary.immature monocytic hy-
perplasia and abnormal eosinophils,1 cases showed no abnormal eosinophilia. Conclusion The positive rate of
AMLI-ETO and CBFB-MYH11 positive forms are 87. 5% and 86 % ,respectively,suggested that molecular bi-
ology plays an irreplaceable role in the diagnosis of acute myeloid leukemia.
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WF 90% DL LR 2Pk I MAEO B8, 16 5
Ye e R LAY CBFR 56 K 5 4 5 1 4 SF- 4 ILILER 3
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A MYH11-CBFB P fill & % K, v CBFR-MYHI1
A D G 2l s & v . CBFB-MYHI11 BHME:
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1 &EME5RFE

11—k KARBET 2016 4F 1 H & 2018 4F 12
A2t AMLI-ETO BHPER) AML B35 16 ] 24 A
e, 55 11 2 5 ], R ALARE IS 35 2 (9~60 %), H
i FAB 431 AML-M2b % 14 {5, AML-M5 %4 2 {4,
ILH A A M (1. 3~56.0) X 10" /L, IfiL£1. &
35~112 g/L, Il /M (2 ~122) X 10° /L, £ CBFp-
MYHI11 P AML #5761, 5 4 f] . % 3 F]. i
AEWS 49 % (26~62 %), Hh FAB 43+ % AML-M4EO
A6 5], AML-M5 B 1 3], if 5 FEASAx - (AR (2. 3~
158.0) X 10" /L. ML 41 & A (48 ~ 102 g/L); ML /MR
(4~78) X 10" /L,

1.2 AXE50F i F HAS AL £% (Mindray BC-
5800) 33 2 1 1% (Leica DM2000) . 3 2 48 g £
(BD FACSCantoll) , PCR 1 ( Applied Biosystems) ;

i b WG 0 L ALY R G W A R R E A A
I RS 3K 7 1 [ Mindray 23 & i 208 7 1 A
BD 2 w] \PCR KA W A 1 U8 A A 9 B= 25 BH B A [R
I

1.3 Fik B R gt ah g g A A I e
THEE 44H A TR 25 5 200 M A 2 ok S Ak 4 il 4 £ L 258 1 9 4
Jit it 7R 3 X A0 A RS U P O o N i 6 i R B PCR
PRGN AL 43 Ak A R s GO IR AR e ik
R Y s — ARy 6 40 A8 TR T T kR T R T 3 A
[FLT3-ITD3, FLT3-TKD, C-kit (Exon8, Exonl7) .
DNMT3a,NPM1,CEBP«(4 3i) ],

1.4 Zit¥4m K AMLI-ETO FH % 1 f#
CBFB-MYHI11 FH M &8 35 A1 1 K B 6 B 6 240 e L =
B IR0 A R S E I TR A AN R B A, g e (AR TR I
s IHH =& RTS8

2 % e

2.1 ShEmdEs £ AMLI-ETO P& HE T+,
8 il A J it v ¥ DL R b kL A0 R g AR Sk 3 (23 0% ~
95%) ,6 15 f 3 SR LR R A0 i (21 96 ~ 64 %) A 5 i &)
A R e 48 £ (5% ~ 32 %), Hodx 2 ] LA b A4
HESAAZ 20 L CLATR 137 FR i &) B A2 40 M ™) 34 2E O &=
(78%~92%), Wk 1, £ CBF-MYHI11 FH M H#H
w4 A JE I 38 DL Sl A A A A Sy (2106 ~
88%6) » 2 19 5L 4y BA A% A B (23 Yo ~ 44 %6 ) 1 5 4 kv 41 i
(15%~30 %) [7] B} 3 25 I 1 Bl 5 5 W8 1R 14 b 4H Jfd 184
2 (8% ~12%) 1 B WLWEFR R AN M £, W3k 2.,

*1 # AMLI-ETO PR% £ 5p & i & & 88 28 Ba bk 61

"
I AR 1 i (ER
%) JERRLATML (YD S R SR %) 5 B8 5 0 R 00 L € 96 B S P R4 (%)
1 % 9 28 12 67 15
2 5 23 95 1 82 6
3 5 24 72 3 54 14
4 & 26 21 5 28 20
5" Z 27 — — — —
6 @ 28 52 32 43 10
7 % 30 64 14 65 16
8 5 35 88 4 76 9
9 5 35 32 4 46 21
10 5 40 61 15 52 28
11" 5 49 - - - -
12 I 51 37 4 42 23
13 5 52 42 16 46 31
14 % 54 68 2 85 7
15 I 57 23 3 37 32
16 5 60 29 4 36 26
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1 & 26 32 — 8 42 — 15.0
2 B 28 28 — 12 24 — 8.0
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4 49 23 30 6 32 25 22.0
5 Boo52 81 — — 87 - 0.5
6 Z 57 88 - 7 85 - 14.0
7 B 62 44 15 11 72 10 18.0
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P 4RI L A R 15 % ~32% B R B R,
NS 3415 A N [ R L N N EANT - R =
AR | JR R I R 2L DR 18 B> A LI 1b s 40 5T
Al L2 Auer /N AL R (M Chediak-Higash
OB A% 53 AN B (i Pelger-Huet 2O 71 W, 5 4b
2 ) fB A DA Ay B AN B S A R A2 (8496 ~ 9400, ok
T 0] 5 s e 240 L R S AR A S 2L LR 1
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B S B L 1 3G AR VR BR . 5 ) R &) R AN i L
R 24 % ~87 Yo MUK, MUK F & R A AL AT
T AN, AR EE M % 1~2
AL e, MPO He €855 BH M 5 2 461 [ 45 B0 42 200 g 4
L (32 % ~ 72 %) H1JE 4k 40 i W] i3 £ (10% ~
2590, I LR A0 200 B B A4 /0N | M R R D R e R B |
et RANE. BRI 0. 50%~32% , HA 1 f
Hh0.5%, g 6 Bl #H >5%, 8 FAB 8 iy
AML-MAEO, % B Bt 1) 5% e TR b 4 e 1 &2, 1%
SRy e &0 W TR PR 20 L L HC L BT v FE R R LRIV
— TR Y AR PR S R I R AURE R AR B e g e 1
B AR AR B EEE T L EANENRIES,
A R TR MR A0 B TT DL A A% Ay iR R DL
1d.3% 2,
2.3 MERA HE AMLI-ETO BHPE 8 & ¥ %k 88
Z R BG40 A5 9d . CD34, CD38, HLA-DR, CD33,
CD117.CD123 . MPO, 90 % i # # 1k CD56,80 % &
Fik CD19, 5% W B H B R F XMW R B CD7 Al
CD9, # 4 5 R IBFRFRIAHE R IR A M b ic b, i &
IABE 2 OB 40 i AR 32 CD15. CD11b, CD16, CD14,
CD64, fF CBFR-MYHI11 FH ¥ # & I 46 40 i
CD117,HLA-DR, CD38, CD13 ¥4 # % ik, CD34,

CD11b 1 CD14 fy 3Rk ¥ B, 1 R 1 ki 48 i %
ik CD13.CD33.CD11b,{H CD16 BT . i 2r A W g
PR A 4 B 1Y) f8 3 238 CD9 #il CD123,
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2.4 PR KBS BT AN K
AMLI-ETO FHPE 6 6 (40 %) B KA YL 0 4K 45 Hy 7
WL B 1(8521)(q22;5q22) 58 B (47 %) & Ye (A IRk 45y
FECHH A R, WERBF DG M2 L2 4
(A3%) BERRIEH (% 3), £ CBFR-MYHI11 fH ¥
B A (57Y0) R kg4 5%, /Il inv (16)
(p13.1q22) 3% t (165 16) (pl3. 15 q22), H 4% 3 14
3D BE G EREMMEHI A S, hE M
LR A,

BEZ Wil J5 5 A [ FLT3-ITD3. FLT3-TKD., C-kit
(Exon8.Exonl17),DNMT3a, NPM1., CEBPa (4 )]
it K B AMLI-ETO BAE 1 16 %) % FLT3-
ITD3 BT #l (6 %) B3 C-kit FHME 12 61 (75 %) &
H WTL B, 4 B (25%) ¥R WL PHME, L& 3. fF
CBFR-MYH11 BHPEZY 5 il (70 %) % WT1 BHPE, K
il PR R DL LR 4
2.5 JPRAMT fE AMLI-ETO B, & CD56 %
K Yo (RO RN IE H R R B AT 1(8521) (q225q22)
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SHLANINGEY 35 CD56 3k, Je ik &2 Ze %
Y P R AT 2 NP RS AMLLI-ETO & &
Kl A /N F 107 copies/mL H Y A fu] — Fifr 47 B0 #5 9%
NI a4 . AR A i 2 iR 0
g fby7 i R TAZE LA 20 mg/d 3 d, Bl A 4
0.1 pg/m’ 7 D)3 DACELE E 60 mg/d 3 d.FIHEH

0.1 mg/m* 7 )], 8 —AI7F Rk B s H AR 14
ol e fe 0 R A AT AT S L 10 9047 3 1 T 40 I A A
Hoh gk A 61,561 2 Bl AR A7 6 6 Hoax 4 Bl fa iR
2 BT IR YR G, BT 2 B SR IT .
CBFR-MYHI11 BHPE 35 6 F A% etk 97 )5 %8, B i 6
B AEAE 1 BAT s i T 4 MR A . AT 1 BilSET

x3 # AMLI-ETO R B E L BEBRBES T RAEER S H

HE MR ERCE e o fA ke i f5 Sk B

1 % 9 45,X,—Y,t(8;21)(q22;q22)[20] WT1

2 5 23 46,XY,t(8;21)(q22;q22)[7]/45,idem, +2,add(2) (p21)[3]/46 ,XY[6] WT1

3 B 24 46,XY,t(8;21)(q22;q22)[20] —

4 i@ 26 46,XY,t(8;21)(q22;922)[20] —

5 i 27 46,XX[20] —

6 by 28 45,X, —X,1(8;21)(q22;q22)[7]/46 ,XX[5] WTI1,FLT3-1TD3

; 5 20 47,XY . der(8)? inv(8) (p21;q22)t(8;521) (q225q22), +9.del (9) (q22), X2, der(21)? Wl

inv(8)t(8;21)[20]

8 5 35 46,XY,1(8;21),t(11322;18)[19]/46,XY[1] WT1

9 5 35 46,XY.1(8;21)(q22;q22)[18]/ 46,XY[2] WTI1

10 5B 40 45,X,—Y,1(8;21)(q22;922) »del(9) (q22)[6]/46 , XY[5] WT1

11 L] 49 46,XY,t(8;21)(q22;q22)[20] C-kit,WT1

12 i© 51 46,XX,inv(6) (p21;q21)[2]/45,idem, — X, 1(8;21) (q22;q22)[ 18] WT1

13 EH) 52 46,XY,t(8;21)(q22;q22)[6] /46,XY[14] WT1

14 5 54 46,XY,t(8;21)(q22;q22)[20] WT1

15 i@ 57 39—45,X,? del(x)(q22),46,XY,t(8;21)(q22;q22), —15.inc[ cp9] WT1

16 5B 60 46,XY[20] —

T — FR R T B
&4  fCBFBFMYHIl HERELGUBZESTRBAEERS W

%5 PERL SRR (D e o R A B $

1 i 26 47,XX,del(7)(q32) ,inv(16) (pl3q22),—17,+22, + mar WTI1

2 L) 28 46,XY,inv(16) (pl13q22)[20] —

3 b’y 40 47,XX,inv(16)(pl13q22),+8[18]/46,XX[2] WT1

4 5 49 46,XY,inv(16) (p13q22)[20] WT1

5 L) 52 46,X,—Y,inv(16) (pl3q22)/+22[5]/46,XX[15] WT1

6 o 57 46,XX,inv(16) (p13q22)[14]/46 ,XX[6] WT1

7 5B 62 46,XY,inv(16) (pl13q22)[20] —

s — FR %I R
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AMLI-ETO B, 55—, DU OR kL 40 3 2 o8 L
G AL 0 Y AT L B A% T T A R G, TR Yl Ak T
U, Auer /MA , MPO 3t 8 M1 [ X 358 AT 52 A Btk s ny
B IROEE N T Y SR b 4 R AN i 22 R
S I Nl 1 2 R Wl il - = Sl A 0 e A
ZE U0 Auver /M ALK (BCPE Chediak-Higash it
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S B s A IE A SE R =L DL BRI RE RS
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WIRRZ WY . T35, %0 H HE A 4 HE 8 TR Pk 240 i
LU 451 385 15 W B 2 s 248 A A/ sl AT K 4 L A B 3 22,
Beam AR /b Bl Bk g 4 4T AN i K A A iR B &
ERE,

)& AMLI-ETO FLIE AR S W) & R A
B 100% . [ AML-M2b %l IE A= A, LR i
A0 DA S 7R e o 240 i 3 A R T T P A SOk R
/DR AML-M1,M4 M5 %41 7] % ik AML1-ETO",
KBS R 2 B AML-M5 th 3% ik AMLI-ETO, &
LB 2# B AML-M2b 3 A% F £ AMLI-ETO [
T AML,
3.2 JE&ENT CBFR-MYHI11 BH P 9 #2 75 1E 1
FAB 2 g L AML-MAEO 3% v B 3] & B 77
TR A N S R = 2L AT I AN o 1 R A
& LA 2R S B AR A 3 A L A R A Rl i B
S WG TR MR 20 L L ] DL SR R R AN i AR JS Y
BRI A, RERR T B A AML MIE SR
TEAD L 45 B B ) 5 8 0 R PRy 4l 3% &2, 2 o i
Ly WE TR RN L, H > 506 5 bR A TR Y g R UKL A1
AT 1 W8 Tk AN 8380 JBORE AN 43 I 1 4% 1) S g T
PERLANML A R R R R S T LB AW
JIEZS L BE ATV 1Y S v R . A0 Ak 2 Y (5 S R
T it Ko PAS Y (e B & BHME . X i 2 VR B S OE H B B
F1%) &) FfE W T P 40 Y A DX 31) 1 HE g T P s 4T e
B SR TR W €, SR 22 L 3 B W R A R
MIESERIL LIS, &R CBFB-MYHI11 fH%,
{8 J2 4o SR W A 4 i 5] << 5 g Bl B IR P e 4 i >
5% fHR VLB &5 IR, OF A GEHERR CBFR-MYHI1
FHPEFTGE . ASBIF 5 & 30 g e M b 4t LA o 0. 594, T
CBFB-MYHI11 B, AH 2, A 55 W B 1 kL 40 i 1Y
AML 3 R — % CBFR-MYHI11 FH . H it CBFp-
MYH11 FHE RS 5 08 2 P kL 40 B /) A7 76 A 2 1E 41
Ko WIS A EE 30 Wt il 5k DR g 208 0 25 A st
T Wb T 25 2. R R R oy F A ) A
(MICM) £ # ¥ & F Bt 45 &, 12 W 4 6e 1
TR,
4 & ®

FAB Al WHO J2& WAl 37 19 11 I 5 78 R 45, Bl
FoFEYFH AR KR MICM AR #12 W, 51
A2 R I R A T BT B A T AR A R e A Il
LW RN AT B ) F B 2 — . Al R FAB IS RE T
JE G PR S5 8 ) YR T K TS PR A L AR B OR 3R R AE
£ AMLI-ETO H1 CBFR-MYH11 BH ¥ Y 8 % b, il

it FAB 23 ®th i) AML-M2b il AML-M4EO %} ix P
T 5L IR0 2 A 1 ol 87, 5 %0 HIT 86 %0 AF B R
A& A B A AN T AR W 2 R A, SR AR Al 1 P
ADEIIZW R LA S F R, 200 i MICM
ZRA R A A RE T AR 1R LR 2
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