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SET::NUP214 fusion gene-positive acute leukemia in three patients: a literature review
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Abstract Objective: To enhance the understanding of SET:: NUP214 fusion gene-positive acute leukemia.
Methods: A retrospective analysis was conducted on the clinical data of three patients with SET::NUP214 fusion
gene-positive acute leukemia admitted to the First Affiliated Hospital of Guangxi Medical University from July
2018 to November 2019, and a review was carried out in combination with relevant literature. Results: Among
the three patients with SET:: NUP214 fusion gene-positive acute leukemia, one was diagnosed with acute T-
lymphoblastic leukemia (T-ALL), one with acute myeloid leukemia (AML), and one with acute lymphoblastic
leukemia L2 (ALL-L2). Two patients had positive BCR:: ABL fluorescence in situ hybridization (FISH) test re-
sults at the time of diagnosis in the First Affiliated Hospital of Guangxi Medical University. The conventional
treatment for ALL was ineffective. Both of the two ALL patients relapsed within 1 year. One AML patient
achieved complete remission after chemotherapy and then underwent allogeneic transplantation, but relapsed ten
months after transplantation. Conclusion: SET::NUP214 fusion gene-positive acute leukemia is rare, mainly seen
in T-ALL, and the chromosomes can be normal. BCR::ABL FISH is conducive to early diagnosis, and the confir-
mation requires fusion gene detection. The hormonal chemotherapy regimen for ALL is ineffective, with a short
survival period and poor prognosis. Allogeneic transplantation may improve the prognosis of such patients.

Keywords SET::NUP214 fusion gene; acute leukemia; treatment

[EE&DH] T TH%EAE X PARREZ RS HBE FRRTRE (N0.22020096 1) 5 | 78 A& BRI K SHE) N H T H
(N0.S2022092)

[EfE1E# ] & 14, E-mail : zhaowh21@163.com

[k H 3] 2024-08-20



+ 1696 -

IR RER R 2024 Dec. 41(12)

SET: : NUP214 il & K tH FX SET-CAN fil & Jik
, B 2% H Von Lindern MU 1992 4E 7 — 4 & ik
KA A I (AUL) B 3% R L, LT 2tk
T 9k B 40 L (9 0fL 995 (T-ALL) , o % 06 2848 1 1L
N 0.41% (3/731) 3] 1.01% (4/396) , 1£ T-ALL &1 Ky
3.3%(3/92)~10.3%(6/58)*"", ] LTS M i & (A 1
I CAMLO™ "™, 2k B bk B 41 A 19 1995 (B-ALL)"™,
AULP" R HoA A [ s ™' SET: : NUP214 fi
A RO SV I R BOR IR YT R TR PR AR —
S, H EARTHBE W AR BAAf . SET: :NUP214 il & 5
BT B 1 28 3 A o7 AN U, TG =7 AR Sl el
A 4y AT ) PR B R OK 2 5 — Bt B B 2018 4F 7 H
22019 4F 11 HltiE 19 3 491 SET: : NUP214 fili & K& [A]
BHPE S0 s 2 5 (0 I IR % k) 2 52 50 [l 9 A AH
5 CHR R IR T SET: : NUP214 il & 3L A %t & vk (5
I 23 B g, DUk — 2 32 =6 SET: : NUP214
A 2 DAL S R AR

1 IR E R

B 1 N27 % o, 2019429 H B“A5 3 bk 2
GERh KR ERTERBHERE , B H T ER L B
5 PR R I A S i B, T A b L R, TR A HE
FEEAIE , 1E G R B T Brsk G v6 77 R I aF 5%, i
gk AT V3G O, A 1S EEAT HL S B0 IR
W52 A M, NBE 1A A ET H B AR T
/AN i P N = = 7 NN 1 =l
R N &5 BE VA AT 1 J 2 AN Rk B 4 45
K#13 ecmx4 cm, T I8 L0, 35 8 BE AT, O il B A
R % . SE A A, MF A A 40t $37.75%
10°/L, 4T3 A 109.6 g/L, /Mt % 133.8x10°/L,
A0 JE AT I 97% 5 4 248 M ;i i 4 A 2 - i R AR
RV K, bk L R G AR S TR Stk o5 91%, %28
YR NS — LUK 3, 5 WL IMTRE D038, 7%
BB A—, 1~314, % R Rk 28 i & i L2
(ALL-L2DEHHER . oM JR IR a2 A w4
i ) 96%, £ % % A HLA-DR.CD7.CD19.CD33.
CD38.CD58.CD123, #i /3 % ik CD34. BCR::ABL
7GR IR A (FISHD £ AR K - 1IR2G 92%. B Hi
Yo KA B 7 Hr - 46,X X, der (51, SET: : NUP214
2 35 DR S M ARG BE 1 o 9 AR IR i 2 < BT IL 7R

g S He A5 27.55% « LKl PHF 6, 28 67 £ ¢.415G>T,
p.Glul39Ter, 48 5 4 3K 47.7%, 2 Wi “ALL-L2 IL7R.
PHF6 3£ K 9848 , SET: : NUP214 fil & 3 [K] BH 4 7 1
fifi, 2019 4F 10 H 10 H T 45 7 VDCP+315 [ T4 i (&
F iV 25 mg/m’xd1\d15+Z2 40 % % 30 mg/d1 ~d3+
IR % 750 mg/m’xd1.d15+Hh ZE KA 7.5 mg/d1~
d14 5 mg d15~d28+55 '] 4§ 3 750 1U/d4) 5 1k
7. SRS FIRRTBEEM, /N R
(measurable residual disease, MRD) : 7] I, 0.16% 1]
CD7'CD10CD19°CD33°'CD34"CD38 4l ffl . J7 24T
i : SE A, MRD FH% . 20194F 12 H 12 H T
Hyper CVAD B+3#5 '] 4 Jiff 77 2 ( FH & 114 1 g/m’
d1, Bl BE M HF 3 g /m? q12 hxd2~d3, J5 148§ 3 750
TU/dD 55 TIRPLIEYT » BB RHESERRES
ZZf# , MRD B 1% , SET: : NUP214 5& % A& Wl BH 4% .
2020 4E 1 A 2 HHF 4647 HyperCVAD-A J7 % A ik
% 300 mg/m* q12hxd1~d3 Mt F L 2 50 mg/m’xd4.
KFF 515 25 mg/m>xd4 i ZE KA 40 mg/d1~d4,d11
~d14. 55 1408 3 750 TU/AS) & 2 IR PLE AL ST o
JE B E A AT, 7T 11.5% JR %)
MU, BEEEAOMBE L. BEZIIGEATHR
SR [R) 4 4 B S S DR I T 4R B RS R AR, R 5 3
i RTE M, 10 HEHER, 5K

HE 2939 % Aotk , 2018 48 7 H R “ R A B itk
gk 2 H &7 ANBt. 24 H il & B 3 &
R Ve 22 R e, TE R RGBT, BAT IR A A
AR 2R WU B, A R JER R 5 M N B, 2% &R Y
B [t 56 3 9k B 45 35 G, 98 B OR - CF 35030 ik B 45
GERITIR , /N — A S5 K S 2R A 2L 4 i ok AR T %
YN [ T8 BORS A FU A A AN 2, et FURORLR 1% 43
B . AR CKp(-) , EMA(-),CD3
(-),CD5(-),CycLinD1(-),SOX-11(-),CD20(-),
CD21(-),CD79a(-),CD10 5 (+),Bcl-6(-) , Bcl-29+
50%0, c-Myc (+40%) , CD138(-) , PD-1(-) , CXCL-
13(-), vimentin(-) , Ki-67 (+£] 60%) . J5 {7 4% 58 45
R :EBERs(-). Nt —Li2W ABt. ABTZAR: X
SN = 1 SN0 = S =N SN B N -84
TR i e 2 R ORI LA, e KRB AR 3 em, MK
I o PR AR KR A, RS R, 0 B R A, A
o SEEHRCE, MUH AL : A0 M %0 18.72x10°/L, Il
ZLEE 105 /L, ML/ # 178%10°/L , A0 & ifiL w] W,



FiPEAE , %5 SET::NUP214 fili A 35 DK FH M S0 A s 5855 3 01 9 ek E ) - 1697 -

63% 5 44T A 5 1 B8 200 2% < o B 2 A B R VR R, R
RVA R A ZINE], w34 5w, Yk s
62.5% , LIS MR /INA—, Z WL B DD %A= B
A= 1~30 . S A FIR AL A % g
1] 76% , B 75 CD5(dim) .CD7.CD10.CD13.
CD38.cCD3.TdT. # R EZH., w2k
Ttk B 4 o 19 1955 CETP-ALL) 7] fig . TCR %: A B HE
R : TCR & % Kl & 4= EHE. BCR:: ABL FISH £
< 1R2G 82%. 13 14 vk B2 41 i 1 1 % (CLL) FISH
K9 - D13S25 61%, RB1 66%. 4% o 4k 1% %4 . 46,
XX, il A FE ] E PRI : SET: : NUP214(+) .
K RA4F : NOTCHI : 55 26 % 27 55 28 . 5 34 b & T
A 3UTR #4r X3 5 R AE . 12 “ETP-ALL SET: :
NUP214 il & 5 R BH %, NOTCHT BHAE” B i . 2018
££7 H 15 H ¥ Hyper-CVAD A J5 5 (¥R fif ik i 300
mg/m’ q12hxd1~d3 .Mt Lh 2 50 mg/m*xdd K& 5
1% 25 mg/m*xd4 i ZE K FA 40 mg/d1 ~d4.d11~d14)
BT, J5 S A E RN M 10K : ALL 58 4 2
B8 %, MRD &l - 5% 40 B 20 15 H A0 7%,
¥ % % i& CD7.CDI10. CDI13. CD34. cCD3. TDT.
I7 RPEA O < A0 B 2 G A, MRD FH % . 2018 4F 9 H
7 H IF 4647 Hyper-CVAD A J7 % A % 300 mg/
m2 q12 hxd1~d3 Mt b2 50 mg/m’xd4 K4 5 i
25 mg/m’xd4 . HhZE KL 40 mg/d1 ~d4,d11~d14. 5
T4 3 750 TU/AS) 28 1 R AL A7 IR AR H IRAS
VAR, 55 14 REFTTA B R D . 2t
JiL 5 s i B G ARV B, B 4R 5 15.5%. MRD 5
qH B 20 5 A 40 B 7%, % 75 CD7.CD10.CD13
(dim).CD34.cCD3.TdT. SET::NUP214 fit & LK
BH M . 97 RO Al N - ALL B K, ME Y8 1t 1 0 .
2018 4F 11 H 12 H 7% & i+ K AL B ERHK LA
o+ R I L +55 1] 4 B 77 R4 AT (R %

P1 500 mg/m*xd1, K +E B 8 mg/m’xd2~d4, K +E
THH 100 mg/m*>d2~d6 , 7 M it fiZ 2.2 g/d2~d6,
AR 3 750 TU/ATD B 40T o B3 TR RE T
1) 300 EERE I 9% (AR TR+ B8 )« T Y PP 3 oy | JBR e
ST HGHIRYT e, 1N H JRET .

BHEI NS G HME,2018ESHR“Z 1 A
RN, BET 201846 HHIMkE . Z /1,24
b B 2 IR R s 4 T2 1.82x10°/ L I 4T R
54 g/L I /NBCEH$ 193%10°/L A 4R 40 i 0.29% 10°/

Lo NBEA A : 2 ML 2%, 47 B 5 AT ol fid S 504
Ji bk EL A R EH HARL L em, L VGBI AT,
5 JE B H AT RE, TR, R R AR
56 35 B BB AH DG A A M - e LK R R
YRI5 77.5% , 2SR A A, RN
B Sk o, AR A AN LY A B AR E ()
2% B AML-MO FT BB PE KD o Fyie o0 B . 7 5L 4d
g1 5 A k% 40 78%, & E K ik CD7. CD33.
CD117.CD11B.CD34. BCR::ABL FISH: IR2G:
77%. Y& AR 4% B 5 #T < 46, XY der (5;17) (p10;
ql0),del(11) (p13),del(12) (p11),del(14) (q24) ,
+mar, inc"/46, XY, FE K KA : PHF6 T LR,
TET2 % X RAF , ASXLI [F] L 948 . b & & A -
SET: : NUP214 fil & 3 K BH % . 12 W : AML-MO &
Je iR SET: : NUP214 & K BH 4 = fE 4 . 2018 4F
8 H 11 H T 1A J7 & (1A A 10 mg/m*>d 1~ d3-+Fi]
B 100 mg/m’xd1~d7) % S4by7 . 2 & FEg
2% AR AN 5 14%. MRD A« R 44 40 il 5 A
¥ 41 L 1Y) 4.5%, % 75 CD7. CD33. CD34. CD117.
CD123.TdT. J7 20 Al v AML &7 2 f# . 2018 4F
9 H 30 H 46 T oK FE R BR-+ R 75 S BTRE B 1 77 52 CK
FE B R 10 mg/m’xd1~d3+F ¥ B 7 1 g/m*>q12 hx
d1,d3,d5) HiE ST . BB Y & MRD
PR , $R R 52 A %M . SET: : NUP214 JE (X BH 4% .
2018 4F 11 H 9 H 7 Fik 77 255 1 IRULIE 4L TT, 2018
12 A 19 H T @ = RAZ BRI+ Hp 70 BT b i
FCE =R B, 2 mg/m>>d1~d7+ 6 B M 1 g/
m’q12hxd1,d3,d5) 2 2 IR [EA6IT , 20194 2 H 28
H AT [ B 57 56 (R 3k ifn 40 B # d R (55 41 55, A+ it
A+,HLAFCH 12/12 F0 &) , Bk HE 57 %8 : BUACY,
M N BB - B MNC 31.22x10%kg, i& i MNC
30.28x10%kg, CD34 4H i) 3.12x10%kg. 4 & I i iy
T4 : S MNC 15.28x10%kg, i f] MNC 15.21x
10%/kg, CD34 4il il 4.7x10%kg. RJ5 Tl %K+1 &
72 2 Ty i+ R S WA TR R A P s 0 . LA
ST B Mt i B & B R R 58 &% A, SET: -
NUP214 @& 3L RIBAM: . 201947 A 31 HE &5 4
4 1 %% : AML-CR ‘& %8 %, MRD £zl : 7] W, 4.5% 5
W R AR 40 M, %3k CD7.C33.CD34.CD117. %% j&
AML F£ 48 J5 MRD & & . 2019 4E 8 A ik it & 4h
M40 B R A 1 X B 4 5 75 CRm2, 2020 45 1 H



- 1698 -

IR RER R 2024 Dec. 41(12)

P IR B R AT 3k L4 B S S R BE SR A
2020 -4 H S B EBE40 M2 SR AR 40 & 80% , B

AEATIEIT 8N H G, 3 EHELIEEN
M1,

F1 3FISET: :NUP214 & 35 [A] BH 14 2ot (1 i 9 28 3 A I PR 7 A

HYM B ; . AAE
Lo W , ; - ii Y ih ,
BRI B EU bt R e o A R AR G ]
¢ (x10°L) (%) = ? A
Srdm NI g
1 %39 T-ALL 1945 62.50 46,XX[20] CVAD  JET: 6+
CDI13,CD38, i 0T AT
+HE 141l
¢CD3,TdT
46,XY, der(5;17)
ol Glosqio) deiany P g gk
2 H25 AML-MO 124 77.50 ' " (pl13),del(12)(pll), > HSCT  #ET: 25+
CD34,CD22 ASXLI
S8 del(14)(q24) ,+mar,
- inc[6]/ 46,XY [14]
HCI;)Al-;)RC,I():?; ’ PHF6. 7+ i
30 &7 ALL-L2 3794 91 Lpal Ao 46,XX,der(5)[15] IL7R HSCT Hk 18+
CD123,CD34

HSCT: & Il T 40 i # 4 ; Hyper CVAD-+8; ] & i - PR BRI+ 52 L 2+ IR B+ ZEOR R+ 15 T &1 -

2 X#EE S FHITiIE

SET: : NUP214 il 5 Jik PR /2 2tk (1 afi g w2 W
1) il & BE 5], Song ST AL 4 T 1992—2021 [H A4
AN RIE Y SET: : NUP2 14 fili & 3 8 BH 4 55 3 81
%, =% W+ T-ALL.AML.CML.MS } AUL, F1 7
RIFAEWS N 29.0(8~58) % , A 3 il K o R I A %
)5 SCHRARTE AR
2.1 SET::NUP214 @& & [K /) & 9 WL #1 SET: -
NUP214 fiti & % K B del(9) (q34.1134.13) B t(9;9)
(q34; 3D LR, Hodm b (1) & AL T AZ RN, X 1%
i & mRNA 1) #% % H 7= 4 — 2 % ", SET: :
NUP214 fili-& 3 PR 5 SOAS [R] 8 28 1 0095 09 117 B Ak
BLI A B . A 523 AN SET: : NUP214 fil & 2k
K5 CRM1 45 & T SE G4, 50 CRM1 301 ,
M T CRM1 /3 ) mRNA & NES # & H 1)
W2 W 5 e 3 I AH 56 () 3 sk F2 AE 3 K
B, SET: : NUP2 14 filt - 3 [R] e 1o 4100 i) J5 4 - 40 B 4>
b5 5 40 A R A, S B0E I R AT 18
B2 F NN, SET : : NUP214 il & 3 [K i HOXA FE K]
YEFF R MR IE 1 R IA T HOXA FE R T 8041
JHONEIEREY: ORI I I N (N s S NS S S i
I 0 A

2.2 SET::NUP214 & 5 K 5> F AW =R A

SET: : NUP214 il A 5% PR 1 14 i 35 1) 44 (o iR 4%
BARIA — 75 52 /A A% B R 1 49 v, 1E 9 A%
B 46.2%, H 2 M 5 34.6%, HoAh 7 % 8L S
19.2%. SET: : NUP214 @l & 3 [K () 46 H 3 DLdE i
R Y AR B A M R I, TR — 2P 1 4y
TR, 4 FISH . 56 I %6 Ot 7€ & PCR (RT-PCR)
% o Rosati %" H FISH f Il #] 7 BCR: : ABL1 I
1 N5 S (ABL #8410 f1 2 N 615 5 (BCR £
BEO B AE LR 4 52 CIE B S 5 R E N 2R2G) , Jl i
CGH . RT-qPCRilF 5 1% 7 55 5 79 del (9) (q34.11q3
4.13) o AL 3 B 3 3@ i FISH kil & B 1
BCR: : ABL I 1R2G {5 5 = & , [ i i@ i RT-
qPCR K %] T SET: : NUP214 g & B K (1 /2 76, #F
— B iFS2, B4R SET: : NUP214 k= FISH (1) 55 7 P
BREF (EfE B BCR: : ABL 54 & B9 5 et iR B
Egak e, A BT 1) RS W AR T O R
PR,

SET: : NUP214 fil & 2 PR {1 14 i 3 ][] B i i
HABFER R A 7 B2 W) & PHF6 .NOTCHI R
A5 K HOXA T8 33K, PHFG6 5% — i X 3% 40 it g #0
) 3 R, HL Bl 2 B 5 AR i 8 iR 1T T 40 e ) S kR
BT RE 3 A5 i 1 3 I 2 S T R 4 5 1 I A A
X B0 R 7755 L9 40 B % AL I R, 5 TS



FiPEAE , %5 SET::NUP214 fili A 35 DK FH M S0 A s 5855 3 01 9 ek E ) - 1699 -

ANRA RN, NOTCHI 2 [ R E A, R H
195 41 B 2B K, 6 T-ALL 09 0T (6 &2 321 9K 2 55 4 B
YER W05 7= A — s e s AR SO 1R
NOTCHI 7% , 35 2 34 3511l PHF6 5877 , 5
SRR TE A O JE R AR —
2.3 SET::NUP214 &2 KGY7  SET::NUP214
fill A ik DR BH PR AR S AT AU, B Bk, TR
ZECIN ) Yang Y Xu S50 [ Lee 25072 3 4l 18
2B F AR IT AR T AFAE T 25 SO0 B2 ot R 41K
B %, Ben &2 3 SET: : NUP214 filt & 35t [F] BH
BE MR R PRI R AN R EE T
SET: :NUP214 il & 5= R B 14 28 %% . Hi24fE Ichijo 55
I FL, SET : : NUP2 14 Fil 75 Jk PR BH 4 55 25 i 245 R L
il A BE A& SET: : NUP214 @il & 85 (140 T4 &= A1
CBRAGAE B AT 5 270 1 0 o W R R R 2 AR
Mg . H AT 25 WL B TR E R,
MR R . ASCEE1VEE 2T AILE L
ST ALL ZBUE 16T 77 5 MRD $7 2L BH 1% , 5 0
HEL R, B 3 R B KGR AR
FHRIT TR IE B E R LM, JGAT R R,
A AEWF 1A 254N H 3275 SET: : NUP214 fift & 5 [ B
PR B8 N RE &R ISR AT 7 5, BT IR 19 R )= 47
fife , & A A7 I (] o

S 3 K B2 A AT 203 SET: : NUP214 i & 3 K]
PESVPE (1 R TR R e SRR
Zhu SR YR 2 BAT A B A AT S (1) SET: -
NUP2 14 il J (5 BH P 88 35 00 B8 A8 20 R4y 4,
AT EAF AT . SRR R IR M ANk T 4H
BH 2 B A AE (OS) 43 il 2 (86.24£9.1)% Fl
(33.3+19.2)%, 2 R A it 22 5 X, Zhu E G 11
T A RN ST 411 3 5 OS 2R 433 8 72.7% Fi140.0%
AR E 3L T R MR S AT T R AR R
B 2R B ROIRSAT R R, IR 1
BELEK T AL, WX TS B R B
1897 77 s

25 b, SET: :NUP214 fil & J& K] 2 2 3 ifiL s A
/b WA R, EEWF T-ALLH, LS FEZ K.
XK B AT = B ) 259 X A SRR T
HEBUBERANEMNITEMERE, R K, B
AR, PR RS AE o] G R B EH TS -

STk :

[1] SONG JY,LI H B,FAN S J. SET-CAN/NUP214 fusion
gene in leukemia: general features and clinical advances
[J]. Frontiers in oncology,2023,13: 1269531.

[2] VON LINDERN M, BREEMS D, VAN BAAL S, et al.
Characterization of the translocation breakpoint se-
quences of two DEK-CAN fusion genes present in t(6;9)
acute myeloid leukemia and a SET-CAN fusion gene
found in a case of acute undifferentiated leukemia[J].
Genes,chromosomes & cancer,1992,5(3): 227-234.

[3] VAN VLIERBERGHE P,VAN GROTEL M,TCHINDA J,
et al. The recurrent SET-NUP214 fusion as a new HOXA
activation mechanism in pediatric T-cell acute lympho-
blastic leukemia[J]. Blood,2008,111(9) : 4668-4680.

[4] CHEN B,JIANG L,ZHONG M L,et al. Identification of
fusion genes and characterization of transcriptome fea-
tures in T-cell acute lymphoblastic leukemia[J]. Proceed-
ings of the national academy of sciences of the United
States of America,2018,115(2): 373-378.

[51 YANG Q Q,QIAN H L,JIN Z L,et al. SET-CAN fusion
gene as poor prognosis predictor in adult T-cell acute lym-
phoblastic leukemia[J]. Leukemia & lymphoma, 2020,
61(1): 217-220.

[6] MENDES A,JUHLEN R,MARTINELLI V,et al. Targeted
CRM-inhibition perturbs leukemogenic NUP214 fusion
proteins and exerts anti-cancer effects in leukemia cell
lines with NUP214 rearrangements[J]. Oncotarget,2020,11
(36): 3371-3386.

[7] SAITO S,NOUNO K,SHIMIZU R,et al. Impairment of ery-
throid and megakaryocytic differentiation by a leukemia-
associated and t(9;9) -derived fusion gene product, SET/
TAF-Ibeta-CAN/Nup214[J]. Journal of cellular physiol-
0gy,2008,214(2): 322-333.

[8] OZBEK U,KANDILCI A,VAN BAAL S,et al. SET-CAN,
the product of the t(9;9) in acute undifferentiated leuke-
mia, causes expansion of early hematopoietic progenitors
and hyperproliferation of stomach mucosa in transgenic
mice[J]. The American journal of pathology, 2007, 171
(2): 654-666.

[91 ZHANG H Y,ZHANG L J,LI Y,et al. SET-CAN fusion
gene in acute leukemia and myeloid neoplasms: report of
three cases and a literature review[J]. OncoTargets and

therapy,2020,13: 7665-7681.



1700 -

IR RER R 2024 Dec. 41(12)

[10] CHEN X,WANG F,ZHANG Y,et al. Retrospective analy-
sis of 36 fusion genes in 2479 Chinese patients of de novo
acute lymphoblastic leukemia[J]. Leukemia research,2018,
72: 99-104.

[11] ROSATI R,LA STARZA R,BARBA G,et al. Cryptic chro-
mosome 9q34 deletion generates TAF-lalpha/CAN and
TAF-Ibeta/CAN fusion transcripts in acute myeloid leuke-
mia[J]. Haematologica,2007,92(2) : 232-235.

[12] LIU Z H,LI F D,RUAN K,et al. Structural and functional
insights into the human Borjeson-Forssman-Lehmann
syndrome-associated protein PHF6[J]. The Journal of bio-
logical chemistry,2014,289(14): 10069-10083.

[13] WENDORFF A A,QUINN S A, RASHKOVAN M, et al.
Phf6 loss enhances HSC self-renewal driving tumor initia-
tion and leukemia stem cell activity in T-ALL[J]. Cancer
discovery,2019,9(3): 436-451.

[14] LIN N,LIU Z H,LI Y,et al. Determining the appropriate
treatment for T-cell acute lymphoblastic leukemia with
SET-CAN/NUP214 fusion: perspectives from a case re-
port and literature review[J]. Frontiers in oncology,2021,
11: 651494.

[15] HERRANZ D, AMBESI-IMPIOMBATO A,PALOMERO
T, et al. A NOTCHI1-driven MYC enhancer promotes T
cell development, transformation and acute lymphoblastic
leukemia[J]. Nature medicine,2014,20(10): 1130-1137.

[16] BREIT S, STANULLA M, FLOHR T, et al. Activating
NOTCH1 mutations predict favorable early treatment re-
sponse and long-term outcome in childhood precursor T-
cell lymphoblastic leukemia[J].Blood,2006,108(4): 1151-
1157.

[17] ZHU H H,ZHAO X S,QIN Y Z,et al. B-cell acute lympho-
blastic leukemia associated with SET-NUP214 rearrange-
ment: a case report and review of the literature[J]. Oncol-
ogy letters,2016,11(4) : 2644-2650.

[18] GAO M G,HONG Y,QIN Y Z,et al. Prognostic signifi-

cance of SET-NUP214 fusion gene in acute leukemia after

allogeneic hematopoietic stem cell transplantation[J].
Medicine,2020,99(50) : €23569.

[19] #& e e, 2= K g, X 4k, 55 . SET-NUP214 il & 35 [A FH 14
Ak B DO R 23 B (D], FR S LR A A RS, 2017,
38(12): 1062-1065.

[20] LEE S G,PARK T S,CHO S Y,et al. T-cell acute lympho-
blastic leukemia associated with complex karyotype and
SET-NUP214 rearrangement: a case study and review of
the literature[J]. Annals of clinical and laboratory science,
2011,41(3): 267-272.

[21] XU X Y,ZHAI Q L,JIN H,et al. SET-NUP214 fusion gene
involved early T-cell precursor acute lymphoblastic leuke-
mia in adult with B marker expression[J]. International
journal of general medicine,2021,14: 659-664.

[22] BEN ABDELALI R,ROGGY A,LEGUAY T,et al. SET-
NUP214 is a recurrent y$ lineage-specific fusion tran-
script associated with corticosteroid/chemotherapy resis-
tance in adult T-ALL[J]. Blood, 2014, 123 (12) : 1860-
1863.

[23] ICHIJO T,CHROUSOS G P,KINO T. Activated glucocorti-
coid receptor interacts with the INHAT component Set/
TAF-Ibeta and releases it from a glucocorticoid-responsi-
ve gene promoter, relieving repression: implications for
the pathogenesis of glucocorticoid resistance in acute un-
differentiated leukemia with Set-Can translocation[J]. Mo-
lecular and cellular endocrinology,2008,283(1/2): 19-31.

ASCH %K

FEIE, B, FEK, £ SET: :NUP214 f@l & FE K 1
PE Sk 9 8 3 B SCER R ST D). ) PG B R K 2
%, 2024,41 (12) : 1695-1700.DOI: 10.16190/j. cnki. 45-
1211/r.2024.12.017

SHI Z Y,WEI Q, WEI Y L, et al. SET: : NUP214 fusion
gene-positive acute leukemia in three patients: a literature
review [J]. Journal of Guangxi medical university, 2024,
41(12): 1695-1700.DOI:10.16190/j.cnki.45-1211/r.2024.
12.017



