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SET-NUP214 (TAF1-CAN) (1 t(9;9) (g34;q34) 5 del (9)
(934.11934.13) T2l , 2 L th—F /0 WL A Rl JE IR, dc
T 1990 - 7E 1 i St A 4 A Y A I (AUL) S8 gk
B, B4Rk, B NSOk TE SET-NUP214 FH I 2
PR 5 (AL ) 48 1], HoHr 4 K 2285k Sk T itk e 40l (4
I (T-ALL) , SPESE 2 A% (AML) A 3 i) (359 2 [= 41 3¢
HRAGE ) P, FATT I B 43 AT 2015 4F 1 H % 2017 4F 1 H i
ME AR EBIGH B 419112 SET-NUP214 BHYE AL 5 19
M ARG, IS SCHR AR PR ] AR B2 28 DL s 1
PRAFAE

w57 %

— JR R

20154F 1 H 2 2017 4% 1 A K Be L un 9112 AL 54 396
151, Horh AML 267 f4i], B-ALL 9344, T-ALL 284, AUL 5 4], 2.
PEVE G 4 1 i (BAL) 3461 2t SET-NUP214 FH M AL
445, [FIRFFRATTRT 1990 4F 2 2016 4 f [ P AMH 5 SCHR A T
583 0T 4845 SET-NUP214 B AL s il ekt .

Z ik

1. f 98 3= K I« >R 32 [ Becton Dickinson /A )
FACS Calibur i CAHIACGHEA TR, DAl B se BB |
TS5 B2 375 1. 25 Sk 5% [ Becton Dickinson 22 7™ i 5N
2 [# Beckman Coulter 23 7] 7= i o AT RN R DLt o HEke
AR, LU A0 S 5 ERRIC (FITC . PE . PerCP Fll APC) HifA
¥4t )543 51 5 CD34 . HLA-DR . CDI0,CDI9.CD20.CD7.
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ILETH . [H K [ IRE#3 4 (81471589 .81273259) ; i 7 4 B
HT R SRR RTS8 (142300410078)

YE B - 450003 FBM R2p N R B e TR 44 R 5 B MLV
SERIFTE T (R 25 e XAt RRAK BT ORZE kst L MED) | il
R (R EDY)
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CD38.CD117.CDI3.CD33.CDllb . CDI4,CD64 ,CD3.CD4,
CD8.CD5.CD56 .cMPO ,cCD79a.,cCD3 %% . S 41 i 1 i
EHURFRIE > 20% M Fihi s k56 > 10% K BAM:

2. YO RRETL BT IR TT BT HBUR R PUEE B R AR AL, H
FUREFE 24 ~ 48 h, R 7, 45 TR O\ A0 M 33k 1% 2 E Br A
£ (1ISCN, 2013) YA T4 A

3. A RIS - 5% FH 5% ] AB 7500 SR 56 )t 22 2 PCR
AR, 15R TRIZol 2 3% [ Invitrogen 23 Rl il 1L
S A Sl B 3 PRGN R 0 A LR AT A P s 2 B
FRA W BURYTT T EDTAPLEE B HEFEAS , TRIZol 1A H2 LR
RNA J5 # a5 S B B UEA TR . PCRP=412% L T
AW TARRA B AL TR A E o

4. AIT 7 R IR 5 YT 7 AL BRI DA
MA MEA /7 %, - 3LI7 58 21 ~ 28 RE & B 861N T
B, ARG (CR)H 4 T UL LYY s RS CR # HEA T HRK
VAT 5L BOA YT (96 K0IR 9T 5 %8 4 VDLP 2 Hyper-
CVAD B 7 %)"™ . JUREAIT 5 FEAUSEIRIA T R b
79I e A e TR A 5

RS g =Y 8L

N F SPSS22.0 # A i AT Ge i 243 o TR VERI LR A7
BATERIZFR . 1750 H1R H Kaplan-Meier )7, AETE3R 1)
Ho AR Log-rank #6536, P < 0.05 K25 547 Geit2# i L,

&% =R

— Fk B¢ 4 6 SET- NUP214 filfi & 5L P4 BH M AL 523 (I
PRAFAE

1. — RS - 4 15) SET- NUP214 Fill 5 %5 K BHPE AL 5 [H]
1912 AL 11 1.01%,, It K21 AML 2 41 (M, \M.) , AUL FiI
T-ALL %% 171, Horf SET-NUP214 B T-ALL . AML 4351l /5
[ 3 T-ALL . AML 114 3.57%F1 0.75% ., 4 f5i| H 35 44 g 4R 1% 1
PE, 74 IS 33(14 ~ 38) %, A I H 437 WBC 24 5.8(1.6 ~
135.4) x 10°/L, H Ao B i 4 4 B 1L 451 24 0.740 (0.568 ~
0.912), fryEsrAlFik CD34.CD7, H T-ALL B &1 H 6
Fhrik CD33 K55 . H ML R T Y (o (A A% B3 My - 1E B A% 1
215, B A LR A AZ R 1451 (3% 1) , 556 RT-PCR &1
SET- NUP214 gl A 36 R 24 R BHAE 30 P 45 7% b el 5067 05,
Y07 F SET 2K 25 75 41 i F (exon7) Fl NUP214 3 [H 4
18 5-4h T (exon 18) Z JA] (B 1),

2. 3BT IT AL 2 9] AML BB 3 4 DAIMA 5 245 LT
LRI CR, Hi AML-M, BB TEEE 2 A7 BRI E BT
o R PEAR ST AE T 5 T AML-M, SR F AR 2 TG 14 A &
%Ko AUL BE LI MA 2155 2 7 1A CRBAESS 4417
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K1 A]SET- NUP2L4 Rl 5L A B S I £ e PR ORL

Gl ¥ Gl WBC MR Wik BT
Gy e R Fra

B (F) (A0IL) AN ~ I N S

1 B 31 3.6 0.568 CD34.CD117.CD7.CD71.CD38, 46,XY[2] AUL MA CR

CD33.CD123 \HLA-DR

2 B 35 8.0 0.912 CD34.CD117.CD38.HLA-DR.CD33, 46-49,XY,del(1)(p13p31),t(3;6)(q27; AML-M, MEA CRJ&
CD11b.CD7,CD71,CD123,CD4 q21),del(2) (p11),inc[cpl31/46,XY (7] N3

3 B 38 1.6 0.560 CD34.CD38.HLA-DR.CD33.CD13, 46,XY[20] AML-M, DA  CR
CD123,CD19.CD7.CD71,MPO

4 3 14 1354 0.960 CD34.CD38.CD10.CD5.CD33, 46,XY,add(2)(q37),del(11)(q21)[10]/ T-ALL MEA NR

CD7.cCD3.CD71.CD99.TdT

46,XY[10]

TE: AUL: 2R MR I s AML : 2 MR 2R 100 s T-ALL - 200k T IR CL20AR 100 s MA J5 58 R FEREBR BB 11 s MEA J5 58 - K4
B ARFTIAH PTRRAE Y s DATT 58 : SRAL % K PRI s CR: 5E il s NR . RZEfH

—
SET exon7‘ NUP214 exon18

30
&8s 2T T €69 &6 &

B 1 SET-NUP214 flt & 3 K BH 1 20 1 i 5 & PCR ™= 4 e
SR (TS R M A )

FRDLELST o] &E & A AP AR R G A LR, S Ak 4k
1T s T-ALL S35 DL MEA 5 R LT LT REAR LB, 4k
2L VDLP J5y ¥ RAby7 17 R IA E 3 S i, B TR 22 L)
Hyper-CVAD B J5 Z4L57H.

L SCHRARE R S A AT 2

1990 % 2016 4% [ P 4hSCik -4zl SET-NUP214 FH%:
AL 48 fi] (32 2) , Hirh T-ALL 39 4] (81.25% ) . AML 3 4l
(6.25% )  Ffih 25 % 1 M %5 (408 AUL. B-ALL % ) 6 fil
(12.5% ) ; "h {37 4F % 28 (8 ~56) ¥/, J 4  72.09% (31/43) .
UL B g5F 32 A% A CD77(96.8% ) . CD34*(83.9% ) .
cCD3"(83.9%) .CD33'(71.0%) F1CD13°(29.0%) . ‘& ALYLfh
R R oy B 2ok K ot (9;9) (934;934) B del (9)
(034.11¢34.13),

R SCRR i AR A7 R SE Y 23 B R A AR i
Z R A H A R AT A (7 ) A 4N A A2 A 40
(16441, 35 S 2L R 8 1 T2 MOAS AR ) | ZE A7 AT S s P 2 R
H 24 BT (0S) 514 (33.3£19.2) %1 (86.249.1)%,
ZA AR () =6.250,P =0.012),

W’

SET-NUP214 J& A i —Fp 5 WA Rl A 22 N i = H

I, [ 9 A0 SCRk AR GE A WL 48 5], Choi 25 43t 325 4]
AL %, SET-NUP214 B 345 , K 25 ALK 0.92% , A
396 149112 AL 1 4 i) SET-NUP214 B , & 7= %y 1.01%,
SCHEHR B IE2S AL Z o0 4R B0, HAE T-ALL BH 3k
3.3% ~ 10.3%"*' . FEBE 4 1] SET-NUP214 [H: AL f 314k
ARk, 7E T-ALL H A BRI 368 3.57%; L) 45 R34 53
HRARIE—5

{H A3 S TE A, SCRRIR I 48 1] SET-NUP214 FH 1 AL H
i AMLAYA 31 (1Y 6.25%, HL¥ 4 [ A SCRik) IR Btk
il AML HE AR A (1 50% ) , s A, T S5 3.
AR T-ALL S5 911 554 /A5 56 5t il g R 22 SCHRAURT ALL
i T-ALL i % 3647 SET-NUP214 gt & 5L P i 46 I, i
TE AML H3% il A 56 PR 0019 B 4 ke = et
SET-NUP214 fil A 2 [H 76 AML 1 (%) i 25 5 B F 2 & 1%
Tl 95 491 119 G HR 3R« Choi 45 1 i A 213 il AML & BE 2 fi]
SET-NUP214 BH 4, BH: N 0.94% , AT 455 2 AT

B Y 0 VA A TR 3 A X LA . B SET-NUP214 i &
L DR B B e e AR S S AR AR 2 D v T LI S5
SET-NUP214 filt & 55 5 i A7 4% , )5 v Bt 54 1) 45 o7
15 : SET-NUP214 i & %5 [F £ 1 SET exon7 A1 NUP214 exon
18 Bl 4 i Bk, T SET exon7 5 NUP214 exonl7 it 45 /b
i areiores! ey b S SCERIRIE MRS . %5 T RT-PCRJ5 1%
X F SET-NUP214 il & 35 PG D 9 AUk, FRATTHE R X 012
AL 35K H RT-PCR 5 1 i A e il 5 FE 1A

G A3 SCHik 4 8 SET-NUP214 [P AL X2 K Ak 7 Tt
245, R He A= A7 00, s 2214120 A Gorello 25 Y BF 5%
1, 6 441l SET-NUP214 FH 1 T-ALL 2 rf 4 7212 W )5 12 ~
2440 NFET PR METR R & 5 U 45 o AR 31 240
TR0 - 6 B B JR 3 b, 4 BIAE SRR IR B B R B2 K
SBIFET, i G KB 7.8 A o ARBER 6l AUL i
FXTAST SN 2% ST LT RRARA CR; T-ALL 5 X
FRATTIN 2 , HESARYT 2 T BRARA SR A, 5 SCkAE —
. B ] BERICE LS (1 IS 1 TS « SCHRIRE FAR 5 2
FBH 34 OS I3k 79% ™ s FRATT Y 25 SR Al 2/ s 1 1 20 i S
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F2  SCHRARIE 48 4 SET- NUP214 Bl & JE [K P4 AL I R 0k
PR e e R L
S50 () B [mCH)  Scik
1 B 19 - EH AUL - - (1]
2 B 35 CD34.CD13.CD33.CD15.CD11b E# AML-M. = > 24 [2]
3 I 15 - - T-ALL - >83 (3]
4 = 10 - - T-ALL - >83 (3]
5 % 17 - - T-ALL - >37 (3]
6 W 40 CD34.CD7.CD38.CD117 EH AUL & - (4]
7« 42 - 1EH B-ALL - - [5]
8 B 38 - EH T-ALL Pt >29 (6]
9 4 19 - EH T-ALL =& >23 (6]
10 5 47 - - T-ALL - - (6]
1 %« 271 - - T-ALL % 12 (6]
12 0 19 - - T-ALL e >3 (6]
13 5 18 - - T-ALL 7w 24 (6]
14 9 23 - EH T-ALL Pt 17 (6]
15 %« 12 CD34.CD13.CD33.CD7.CD41.cCD3 E S MPAL 2 >12 [7]
6 11  CD33.CD7.CD2.CD5.cCD3 - T-ALL 7 10 (7]
17 B 8 CD34.CD5,CD10.CD7.cCD3 - T-LBL = >30 (7]
18 % 43 CD34.CD13.CD33.CD7.CD5.CD3 46,XY,dupl T-ALL - - (8]
19 - - - - AML - (9]
20 - - - - AML - - [9]
21 - - - - ALL - - (9]
22 4B 28  CD34.CD33.CD7.CD5 E S T-ALL 7 - [10]
23 %« 55 CD34.CD13.CD33.CD7.cCD3 47 XY,del(11),del(12),+14 T-ALL - >31 [11]
24 B 32 CD34.CD13.CD33.CD7.CD5.cCD3 46,XY,del(13) T-ALL - 42 [11]
25 B 32 CD34.CD33.CD7.cCD3 46,XY,del(16),del(12) T-ALL - 21 [11]
26 20 CD34.CD33.CD7.CD5.CD8.cCD3 46,XY,del(3),del(12),add(17) T-ALL - >33 [11]
21 B 20 CD34.CD13.CD33.CD7.cCD3 E% T-ALL - 9 [12]
28 I 56 CD34.CD33.CD7.cCD3 P T-ALL - - [12]
29 B 23  CD34.CD33.CD7.cCD3 EW T-ALL - >182  [12]
30 H 27 CD34.CD13.CD33.CD7.cCD3 - T-ALL - 15 [12]
31 B 45 CD34.CD7.cCD3 IEH T-ALL - 30 [12]
R B 23 CD34.CD33.CD7.CD10,cCD3 EH T-ALL - [12]
33 - - - - T-ALL N - [13]
34 - - - - T-ALL & - [13]
35 B 34 CD34.CD33.CD7.cCD3 46,XY,t(3;10) T-ALL b 49 [14]
36 %« 37 CD34.CD7.cCD3 46,XY,1(4;16) T-ALL 7 > 64 [14]
37 B 29 CD34.CD13.CD33.CD7.cCD3 =S T-ALL P > 44 [14]
38 5 41 CD34.CD33.CD7.cCD3 47 XY, +4 T-ALL 2 >46 [14]
39 23 CD7.cCD3 EH T-ALL 7 5 [14]
40 B 30 CD7.cCD3 EH T-ALL = > 66 [14]
41 5 36 CD34.CD33.CD7.cCD3 =F S T-ALL 2 >24 [14]
42 9 45 CD7.cCD3 P T-ALL w >33 [14]
43 5 38 CD34.CD33.CD7.cCD3 Bh T-ALL = 9 [14]
4 5 28 CD34.CD33.CD7.cCD3 RS T-ALL 2 >30 [14]
45 5 20 CD7.cCD3 48 XY,+21, +21 T-ALL 7 >28 [14]
46 U 48 CD34.CD7.CD5.cCD3 =S T-ALL P> >24 [15]
47 5 45 CD34.CD33.CD7.cCD3 - T-ALL P >6 [15]
48 5 19 CD34.CD13.CD33.CD7.CD11b.CD19, 4 Z¢ B-ALL ® - [16]

CD22.cCD79a

¥

TE - FOR MR B IEE I s AUL: SRR 00 5 AML: 2 PEBE AR 100 s MPAL: TR G RBLAE U T-LBL: T bk [ BR 4 itk
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FZH 2 4F OS & 2 5 Tk 41 (4390 86.2% 11 33.3%, P =
0.012), I, E¥I2 AL Hhifids SET-NUP214 g5 5L
TZEEA BV AL (R0, O R 2 R A 4G T
THEAEAE , SE PR R 1 AR AR

SET-NUP214 i 5 5L R 7E AML H () UG 5 SCEER SCRik
B, BRI 140 E AR 4RGE - I (AML-M,) 22 DA
W HEiFH AT LAY RRIL CR, I T2 W15 44 H 1232 IR i 4>
MA TR RIA B 22 CRY . el 244 SET-NUP214
PHM: AML #4288 B 25 54097 LA B2 BN S CR, AML-
M. B FAEPUENEY T o B AR 7 AE T s AML-ML B F 4K
TE CR G MIN A K , (U R REBR A HAth 75 & B 3 (A5 24 4%
T XFBRIR TR A5, T H AT SCRRRAE 19 SET-NUP214
FH T AML 55 46115 A 2% L (O 6 8 e B4 3 6 i), FATTIA
“h SET-NUP214 fili 5 JE RIAE AML H A T8 2 S AS WA
T 0 b fl - BE DR AE AMIL T 2 A B TR R I 28 AMIL
I PRAFIE A — 25 AT

Zi LTk, SET-NUP214 BHE AL 43/ UL 6 e F 4744
BYE,Z R T-ALL, 5 5% 604 A% B 43 A xfE LUAS: A JC B
PR o iR S5, BRTIUS 25, 5 3k PR 2 ot 1 40 i RS A nT
M 3% HWU 5 1M SET-NUP214 BH: AML 811 R 45AE H §i i
AW

2 % X ik
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