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[HWZE] HIy R EVID B PR 2P fE & H 5% (acute myeloid leukemia, AML) %%&ﬁi
I RS AR R G PR AR 5 TRYT RO S 1 . ik R TR BE 2016 4F 1 ] & 2020 4F 5 J] 12 2 k4
Bt EVIL %lﬁﬁﬁé’ﬂ 7 AT 1 F, 26 F, AR 8(3~49) %, RTIH L PCR h
M EVIL JE R RGRKE, R4 6 B BB IE A28/ st (5 o FAE 2= S8 00k MR 1Y
i R i ST I T AR AR TR . 853 EVIL FHPERY AML BB 0 fE R 243 2B e, BEDT % 2020 4F
5H31H,7 {ﬁJ%E%EP 2 B BHETEIERAT T IR P . A 6 B T A B i T 4H MRS AR, S 5 8
TERS A B B 7 35 3 58 2 52 ( complete remission, CR) , 1 il #1740 RO RS AR IS IR 427 CR; 1 471
BE AT R BN S A ARATREAE, THA12)5 10 D H BT, BB # R R], A 1 51 85 58

T2, 4% 6 B3z R AL R I TS AE ) R B I H R 2k e . &5 EVIL FHYER AML 85 TR R, 5K
KA CR 2 JEAR2E L M4 1 M5 TE5 UL, S5 DR i T2 A AR AT DA B Sk eleste A8 3 Tl
[RER ] SVERER I ; EVIL B 5 5k PR i T 20 MR A ; s
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Clinical characteristics of EVI1® AML and clinical observation of hematopoietic stem
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[ Abstract | Objective To investigate the clinical characteristics, treatment response, and prognosis
of acute myeloid leukemia ( AML) with high expression of EVI1 and the effectiveness of hematopoietic stem
cell transplantation ( HSCT). Methods A total of 7 subjects diagnosed with EVI1* AML in our center from
January 2016 to May 2020 were enrolled in this study. They were 1 male and 6 females, and at a median age
of 8 (3~49) years. The expression level of EVIl gene was measured by nested PCR, analyzed together with
morphological type, cytogenetics and molecular biology data of bone marrow. To characterize the clinical
features of EVI1* AML and to observe the therapeutic effect of hematopoietic stem cell transplantation. Results

The results of risk stratification showed that all these EVI1* AML patients were at high risk. By the end of
follow-up on May 31, 2020, 2 patients relapsed during standard chemotherapy. For the 6 patients undergoing
allogeneic HSCT (allo-HSCT) , 5 achieved complete remission (CR) before transplantation, and the other 1
only achieved secondary CR after salvage transplantation. One patient relapsed during standard chemotherapy,

did not receive transplantation, and died 10 months after diagnosis. All 6 patients who received allo-HSCT
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stayed in remission by the end of the study. Conclusion EVI1® AML patients have poor outcomes, and are

at high risk of relapse, but achieve sound CR, with M4 and M5 more commonly. Allo-HSCT can significantly

improve the prognosis of EVI1® AML patients.
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2 PERE 2 E 1% (acute myeloid leukemia, AML) J&
— T S B PR AR R 1Y 365 1L 2R 0 AR PR IR, HLARRALE 2 3 1
AR A 2 F G A0 B R ARG . BN S
TR 2 L P 2 A S ARG FAB 43 ALHE 2
PERE 28 ML F A0 252253 2 MO~ M7, 7] WHO X
SVPERE R e 09 73 28 F2 B DL st L 2 S e AR
SERSEH N SE ) SRV 9 A 1 1 (ecotropic
virus integration site 1, EVI1) Z& R T YL Ok 3¢q26 |,
AEdnfid—Fh 5 DNA Z5 5 MsHRE N, Hil ik 5 A%
T MR GEBIR B VIR G, R4l , EVI-1 Y 5 3Rk
RAAE 8% ~10% ¥ A AML vpr 75 JL B MLL Jk 5
HE I I 2 279% " . FE LI MAERR B,
A 10% ~25% (15 K& M AML FIZy 50% B4k & 1 AML
LT EVIL kil , HZ2 090 k3 EVIL i 3R
IRHY) AML SBEWUS A R Balifhyy i s 2 & %
Hm ™, HAE 2019 4E (5 NCON 453 TR AN A SERG
BERE

AT 2016 4 1 H % 2020 45 5 A ABiffiiz
AML f EVIT B [5 B 7 61 85, 2455 8 i 5
AR PRI WIS 20T R D L A L S )
A A G or A BRI I R EVID R
HIZRIBEFE O, P 73 B EVIL PR B P i3 o A
Il ARARFE ZZ A1 D0 TR 7 RIOCR S e BE DR 38 1l T 41 A%
GEROEESEHiEAUE B

1 #RSHE

1.1 BFRAT%

PIAFKBE 2016 4 1 H 2 2020 4 5 112 AML
H EVIL BRI A B R 7 5835, i85 FAB 437
bR, 4351 7 AML-M2 1 5], AML-M4 2 {5, AML-M5
34, AML-M7 1 5l . W AR FBF WIS I AR08 PR | I
FHL B T B RS RS A0 L ] G R G AR
U R A A A SR Rl R AR B R A R, A
Prife: ¥ WHO 2008 #5 i 12 2 PEBE & H i (E
M3 AY) | 4E <60 % INREIE R, B DURE : M BT

2 <35 pmol/L, AST/ALT 7E 1IE % 5 PR 2 5 AT, 1l
WU <150 pmol/L.,ECOG 153 0~2 %, HEBRFRUE : )
1200 AML-M3 B i85 3% 5 5 5 A % P g 5 16 sl P 2
¥, HIV BAYE ; dE sl 2L 1 2

1.2 EVII & %0

FHE R PCR kil EVIT JER KRR, A
B AR SAZ AN o B 2lifk RNA, SR 5 100 5% 5%
A% cDNA, FHEERPE PCR 519 AR EH R EVIT KR
Fik, EVIL B19)%%1 . L 5'-CCCATGTGCCAGAG-
GAACTT-3"; F ji% 5'-CAGTGACAGCATCATAGCATAT-
GC-3"; # % 5'-FAM-CAGCCGTTACACAGAAAGTC-
CAAATCGCTAMRA-3'""%)

HAjR T 574 EVIL Fik & 251 cutoff %A 48
—bRME. 75 AML & EVIL 23524 A1Y cutoff {i
R o ABFFE S % H R R H 0B, L H AR
S A/ ABL B S A 43 LU iHER EVIL 1y 5% 5K
ABL 52— % RS R, FLAR R (9 5 | )RR 3 56 T
Wbt TR e . ARIEAIF SR, TR AR R IR
FFER 8% 76 AML g, =1. 0% K ik, <1. 0%
R,

NER g1 1| K VN S A W= - 0| 7S e =
REGIE ST B oy TR AR S A B R A

SR FH Bt R 0 308 T 15 o 118 5 R A4t R T 2R A 7
o, 255 A 7 Qe i T FAB 205l

BB S 438 TSR0 B S e BE B IA S 41
FAHUIAAE T 3848 At B SCRE I 00 o 240 B i '
FBUR )29 3k X 4 M R TP i A T 2 S 800 T,
A A A T G S R, SRR AN LSS 10° 441 i
KR RIE R, FIH CDAS/SSC &[], P12 Atk [l
J% BIF F 2. 4¢. HLA-DR, CD117, CD34 . CD38, CD7,
CD15 .CD13.CD33 .CD16 %,

YRS A A BUE A 4~ 5 mL, SR H] 24 h 5 0]
Bk, R G A BRI, AR
KA L E PR 45 A (ISCN1995) Yl
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S YR IR ATHCERE 4~8 mL, R £
#4120 RT-PCR 5 230 16 H 1M 41 Flil &5 & 4 BCR-
ABL AML1-ETO \MLL-AF4 MLL-AF9 MLL-AF6 MLL-
AF10 MLL-ELL MLL-ENL WTI %

AML T3 AH G HE PR 5848 « SR FH AR F2 A A )
ASXL1 .DNMT3A .FLT3 .RUNX1 . TET2 . TP53 ,CEBPA .
NPM1 MLL NRAS IDH2 %

1.4 wRF%

7 BB E TS G S T HETE R MORARIRTT

o 5 BIAEGE fRASAT S 5 18 3 1 T 4 B 7% A2 ( allo-

geneic hematopoietic stem cell transplantation, allo-

HSCT) , 1 e e b A R R AT i RtE R it 5
FRILETT IR 1

®1 THIBRENBERET AR

pre—
il g Qflﬁéé%
TR
1 DA+HA+MA+IA CR,MRD(-)
2 DA+MA+MA+IA+IA CR,MRD(-)
3 DAE+EA+IA+HD-Ara-C+CIAD+DAC+HAG CR,MRD(+)
4 DAE+DAE+HD-Ara-C+HD-Ara-C+EA CR,MRD(-)
5  DAE+DAE+EA+IEA CR,MRD(+)
6 MA+MA+MA+MA CR,MRD(-)
7 DAE+EA+IA+HIA+CDA+PLD+Ara-C+DAC+EA CR,MRD(-)

CR: %A% M ; MRD: # ) 5% &G 5% ; DA F 4 F F+ T 46
F i HA: & = KA B AR+ T 48 I3 s MA L K 36 BB+ 1 4% Jie,
;14734 6 2 s HD-Ara-C: K A7) & FI 4B I3 B4R FE08 55
DAC: 9 432 ; C/CDA ; 3,45 & 3% ;G & 48 A% 2m I ) 3%
B -F;PLD: % Z 1 25 Rtk

1.5 JF8EH

e M BRIS W ST AR e ) 45 3 R TIEN
SEA G ( complete remission, CR) 5 X B Ba i A4 2
J3E DA 1 R A Sk 15 B, B R DA A < 5% , MRD [
M R<10™, &K (relapse, RE) J& 46 15 8 5 & 2R 5
B8 P I 4 PR =20%
1.6 Mz

By s (E) A 22 2020 4F 5 7 31 H, FE T 5l Bl U
BACT-H . T 2s IR R 1 7 N T BT
1.7 %3t M

N SPSS 19. 0 e+ #1443 #r , AR 1R 243 A7 10 5
PR P RN T TR ves FOR, THERORL
PIMIIECE 7R A [] I [] AR EVIL 3855 5 H 850R HI T
XF ¢ K, P<0. 05 FRoR 25 A Gt Lo

2 #R

2.1 B RFH

WA R EVID A AML 825 7 45, Hrp 5340 1 41
2 6 ], P AR 8(3~49) %, AML-M2 1 f4i], AML-
M4 2 5], AML-M5 3 f4i], AML-M7 1 i, 4% 2019 41y
NCCN 45/ #E47 & 6 B2 43 )2, BB 1 i f . W2 i
I PR FBICHE M, AT T4 (29. 10+45.99) x10°/L,
MATEE (81, 42+ 14. 07) /L, IfiL /M35 (24. 0+
5.13)x10°/L, B BE AR 400 & 43 1L (62. 78+20.94) %,
Horbr MDS F46 1], 1 4575 9 1y A A 22 40 IR 1)
WS FEE G AR S 1A 3 . T R AR
22,

R2 7 BIBEIS R HIEREHE

R R 2 FABZp#1  fEREINZE WA o A% Y AML AR5 5L
1 e 3 AML-M5 e ¥ 46,XX,1(9;11) (p22;q23) MLL-AF9+
2 S 49 AML-M2 mfE & IEH AR -
3 % 10 AML-M4 [ ¥ IEH AR -
4 5 6 AML-M5 = H 47,XY,+9,der(9;17) (q10;q10) [ 19]/46,XY[ 1] -
5 4@ AML-M7 &1 I 47,XX,1(9;11) (p22;q23) ,+19[ 18]/46,XX[2] MLL-AF9+
6 ks 15 AML-M5 B T EH SET/CAN+
7 5’ 8 AML-M4 mfa ¥ IEHAZA -

s 1) RAZFE WBC(x10°/L)  HHEE AN R FEHIRTTT 2L FEiEmfal/ H &5 )R
1 NOTCH1+ATRX+ 37.68 87.3% B2 CR 29 peand
2 ASXLI+ 3.99 59.5% B CR 41 peand
3 - 6.84 80. 0% = NR 21 peand
4 DNMT3A+ASXL1+NF1+ 5.21 28.7% = CR 57 FETE
5 - 10.75 46.0% 7 CR 66 pears
6 - 1.00 86.5% B CR 24 pears
7 NRAS+IDH2+ 138.25 50. 0% & NR 10 BET:

CR: %44 NR: A4
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2.2 hFRREMBEIFHSE

7 BB 1 RS A L4 (138. 25x10°/L) ,
1 B 85 MDS 564k i A 1E i LK 2R b . FAB 43
AU M2 1 4], M4 2 5] ,M5 3 f5i] , M7 1 {3,
2.3 BHAESR

7 151 B B ey B 34 36 ik HLA-DR (CD117
CD33 %548 Rbr s, 5 fil 321k CD34,4 ffi| 3£ ik CD13,
3 filFeik CD14,3 fil3ik CD15,3 fi|3%ik CD64,3 fi 3
ik cMPO, 1 ffil5R ik CD123, 55 4 4 13235 T kR
% CD7,2 535 B ik AR& CD19 4%,
2.4 mpaEEFAESTAMFESE

7 BB E A 4 B IE RS, 3 G R SR Y
BEHW IR O FY kA, Hrp 1 gl E R
der(9;17) (q10;q10) , & H BLER EVIL DL AR Y HAth fil
GAEE R PRE, HAy 2 BB E R 1(9;11) (p22;923),
¥ MLL/AF9+, #i¢ & NCCN f& 1% B 4 )2, 7 ] /8 35
2.5 EVII £ R4k

S TFRISHE, B UGE B B AN i T R R (8
K CR) B, At B g 3.6.12 N, Z &R, R4
BEEHE, DL ABL EFSh 2B @ of RT-PCR & A
W EVIL JEH KA, 7 BlEEAEWIZH H K CR B
EVI1 #5355, 6 617 55 5L B 1 i 40 i A% A 1) 28
TERARET EVIL A 5 2235, (B M Aij (1) 238 /K- 5 0)
IR, 225 A5 L (P<0.05) . 1753 i
T AU RS AE Y 6 91 58 25, 1 517 B 4L 1 i) R 3]
MAEfE 12 D H,5 BB FETERRAEIS 12 4~ H EVIL {58
I 0 EVID (3R TR B3PS i) B B T R, 22 57
AYt2E R L (P<0.05, & 1)

100 °
o0 o .
T e o ——
wd ¥,
[} a
S S booe
60 ...b L4

0 I | | I I ]
Y1z HIKCR BHERT MG BRE B
34NH 64MH 124H
Hore il

EVI1 A% ik (%)

g
RE

a:P<0.05,b:P<0.01, 54 bk

B 1 762EARRELRE EVIL RiZE

2.6 S5

Rifivs 28 2020 45 J] 31 H,7 Bl A TR 1 57
BT IR IR B gL S = 8 %k, Hrh 5 fl8H
MRD [Pk, 7 i 5 35 v 2 401 B8 7 Ak T 3 AR
I E K, FA S AN R IR B A, Ho 1 T
Wi2)5 10 S HBET:, 53 1 B E TR 5 i
REIE 27 E] CR,MRD Bk, 2 bl U5 i 1k 1) 8], S 7%
MG 10 DR IR RE R . &S5 BIURELE T 73 H
T 00T 20 MRS A IR A A% 4438 1) CR,MRD B,
Ao B REIE A R S 2, MRD FR22 (M, 2R Ty
LT[R, 6 5] 28 5 B R PSR 2 o

3 itig

SPERER E I (AML) 2 — L B
WG 22, BEFH AR 22 A TLE 2 IR S TR A R
W1t AML #9205 HL ) R 5E 35 TG 20 )=, 2610 42
AML GBF VR RS T EEER . HIARZ
OrTHRCHIRE ) 8 AFAE— 2858 EVIL $0A 2
2R H i B R 2R B U R DN 2 — , i
T ARG ST A B S T, 0SS T B MU 40
oA T IG5 . A SCHRARIE , EVIL A e ko2
AML BF ML BUG A R R . 7ERER EVIL A H
MR R EVIL ARG 228055 JL AR 1 L 200 0 F 384
ST PE . T AR VF 2 WESEPEAL T EVIL R kX
AML 8 & T J5 1Y 52 i, 2019 4F (1) NCCN 45 R & 6
EVIL ZER A SE R B R m ™

EVIT 55 23X 1E AML CML MDS 45 F 6 35 Il
FG A IR R AR L IR B 4. 5% 1Y
AML B FAFAE 3q B AE, Horh 50%35 ) 3426, 1 LAY 1y
inv(3) (q21;q26.2)/t(3;3) (q21;q26.2) 58 7% H MTE
2.0% ~2. 5% AML 1" EVI1 78 JL-FFF 4 1 inv
(3)/1(3;3) AML hfify S ik e ot — 263k
A 3q R EUEFAZ R AL E AML(AML-NK,
acute myeloid leukemia with normal karyotype ) "1t 1] fig
BRI O W R R 3q 15 AL EE AML o
RDIL, T EVIL BERTEL 27% 9 )L AML HAg 1
Fiko PILIA Ty, EVIL B 58 2k n] R 7. T 3426
AU T AR S AML f 42 284, 3l G5 2 7r AML-
NK (& HAETERUE 1) 3q26 B L 27 0 A5
WA 4 iR O E R AL, T 3 1 G 0 AR AR R S 1Y
BERTE 3 TP ORISR,

EVIL @3k 5 11923 FHE AML %0 H . Al
B EVILAEW ) 11q23 BHERYJLE SR AML g
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EAE L DA LS I N EVIL i i T4 i e
MLL 95 25 1 09 5% SR 30 05, R MLL-AF9 98 8 [ 7E 1
I AR b 4ERE EVIT 3655 1(9;11) (p225423)
Sy MLL-AF9 i 45 3 PR BH 4 2o Az dn i (e
M ) &A= 3% 5 IR BEA MR B R A A5
A RET I, EVIL 1 %355 MLL J
HE 1 Z (A1 AH B2 w] DAGRE (I 4 Ak, EL I pg
SERAE AML R R B B AN ST R B,
EVI1 F2 A4 MLL EHERY JLE AML-M4 F1 M5 3.
Rk IR S ME . 7E M7 WAL EVIL 1)
Gk A5 HBUR R AANKR . ENwAaRE, 7
Jiifr AML o M5 b i 30 MLL 8 HE ) & B s, B
11q23/MLL S HEZME (A 0 B H EVIL JE R 5 %k
A A O RRE AR R B, T IR E LA
5 8 E A M4 5 M5 72 )3 B 195 11) (p22;
q23) & MLL-AF9 +, 5 [ P 4 19 # 38 A — 2, 8 m
EVIL 533519 AML A BB A7 76 5 B (%) A% 40 Ak fii
] 254 DAL BIBIFIE 438 B A I 7 1 LA 45 31, mT DA
K EVIL i RA Y 11923 S el ot

PAEA WA N EVIL A 258 KA RE SURRAY W
T EHBE MRDY . ARG, SET- Y 1 R 5 7E B K
W I MRD % )5, EVIL {5 &k, H & ki)
EVI1 3358 58 KM% Ja 119 EVIT K3k KA AR
TSR, I 1 BIFERYT v & R A TR Rt
P 1) A8 B A AE T AR YT o AR v EVID ek 3k
ik, e EVIL SR SRR (P<0. 01) {H 3] jE
VIR RIREL B . A S B E 2 ERAST IS TER AR
A, EVID 5K m B T2 Rk 7E
R I W] S B AN, (HATS R 52 B (P<0.01) o 42/R EVIL
F2 8K 54588 MRD (/KA 2, 5 DUAE A9 W
FAH—3

WG &I, EVIL BHE RS AML 31 CR %45 EVII
BRI 9 £8 5 TC I SR B (E R &) 52k, Sk DAL ot 14
JaRSAE T Lk 3% EVIL 5 60k o s 0
AR T HEERIERES | DTFRE, FHEE
FIRFN 2%, S 5] MRD $%B1 ., {H 2 #i7E E AL
PRk, HiE AR R E 2R R, 6 BB E
A5 R i i T An i RS Af, o 5 il 7E CR1 7RS4,
L BT RO, RAT BN E R BE TG
10 N ASET:. BNBEDTER - IR], 6 914 52 55 35 R 1 1.
T-YH RS A Y £ E RS G i, Horh 5 51 BB A A3
[ C T 2 4. IARRTTE IO BRA, 45 & BEAE N
SR A5 R AT LI EVIL BHPE RS AML 83 CR 2

BCEVIT B 8 3 TR AR, S 25 D) I T 240 o % A T
DI B B S o

AN AL INEER], T B B T ARl 8 %,
bR 1B 49 %5 HABIY N 15 2 LU I D4E &L
L PUR EVIL R (120 2 RA T 5 AR AR T /N Y
SPERER LR T . IR IR 25 R LB, EVIL
FEPRIRA 510G REFSEPRIC R I mFeATr
Mo st B 5w, 7 B % £ 5 I RUNX1-RUNXITI
[ AML1-ETO; t(8;21) ] .PML-RARA t(15;17) CEBPA
XGEAE FLT3 BpA: RUAE T fe R AP AFRic

EVI1 J& — AN K B9 MDS1-EVIL & Z% 3 [ i
(MECOM) [1)—f 43 , MECOM = A JLA™ 38 8 59 452 1 e
SEA, g 2=/ 3 RO B E A R 2K EVIL
(145kDa) \EVI1-A324 il MDS1-EVI1, HAEjHE N2
WF5E AR EVIL 2K 8, R A D5 X 43 HiA
EVIL R RAFINRER Lo AWFIEUESL T EVIL I
MDS1-EVI1 & H B A MRAEH EVIT 2K EH R T
T I AEL A0 e S BE B T, 1 MDST-EVIT #1335 1.
IR R o 18R R B AR A TG0 B X 43 K
JURMEAME AR AR EART

25 L XA P12 1 2 RE AR 00 AR
AT AT Rl S PR B 58 A8 R DR g s D I o 2 1Y
AW EVIL BHPER 8 A A A IS AT REAE CR1
AT S L R e M T A MRS A, T G I S R Y
TG o BRTAWE SIS B D | J5 2h 75 B pias — 20
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