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Advances on oncogenes of 1q21 amplified breast cancer

WEN Jing, QIU Xian-xiu, ZHU Zi-ting, ZHANG Xiao-qing" (Guangdong Medical University, Dongguan 523808,

China)

Abstract: Breast cancer is a highly heterogeneous tumor, and chromosome amplification is one of the main factors driving

the heterogeneity of tumor cells. Amplification of the 1q21 region is the most common event of genome copy number change in

human breast cancer, and patients with breast cancer with this region amplification are at increased risk of disease progression,

drug resistance, and death. Chromosomal aberrations associated with the expansion of 1q21 can lead to the dysregulation of

oncogene expression in this region, thereby inducing breast cancer metastasis, chemical resistance, and tumor recurrence. In

this review, the oncogenes related to 1q21 amplified breast cancer and their functions were summarized, in order to provide

scientific basis for the development and optimization of the diagnosis and treatment of 1q21 amplified breast cancer.
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SIMTHE DUECS BE R — Bk | 4D 2 RNAG i it
H BRI RERLNE | W02 18 % £ D RERZ A LA KBS Wb ) £
PESETT I, BFFESEE T 3T BUR SR 0 S 7
FUBE ) IZAFAE 121 370, ARIIDFTE BB T
A2 R ] RE 2 Ak Hh e Sk LI A SR BB T3
M RIS b o AR SCERIR T 1921 3R AL ZL AR A DG A 3K
JEFEI , LUHE— 0 R FURR B 75 e, LA
ROAGFLIRE R 1921 DX S IR RA A )7 5

1 BZHRm#EE 9 &HE E (B-Cell Lymphoma 9
Protein, BCL9)

BCLO &N T YLk 1q21.2 Xk, H4ifd &M
FE LM, ZEASTH 6 MAFEX, KN
[Al 453, (Homologous Domain, HD), 435k 5%
H 1 Pygo 45/ T HDI1. 5 B-catenin A A H 9 HD2,
BE NS S Ik HD3 LA K HD4 % HD6 14 45 by 1, 74,
FEL I Wit 5516 S K, BCLY 8 11 R 2/E R
TR A, TE40 A% N % 4% B-catenin Al Pygo 25 14, H
HBCLY (1 HD1 45#44% 5 Pygo [A] Y5 45+ 5k g H5 1R
SER A E 254, 1 BCLY [ HD2 S5#308 iR e 5
B-catenin [ 88 15 fiE N- A viig M FL %42, T 2498 1 TCF/
LEF-B-catenin-BCL9-PYGO U B &A% 5 A4, DAL
TG 20 M Wint 75538 fif B 3 PR B 53
1.1 3UBRS%  BCLY X F e9 3 3%

Elsarraj %5 " YE T 00 25 959 (9L Mg 1) B dle 42
B, BIRIR 26% 1 F2 22 M 7L B E 2B H BCLY
FEIH S8 ek, H R Bl I L R i B S B
] B PR 75 2 509 (i ZLARIR P BCE 6 T, SRR A
B R AT T BCLO PR 84 S 4 L 451
Fve T AR 7R 33 5 AR 28 R LR BCLY ik
K- 2 25 1 T A R A B AT — B X IR
R, LU U P ARG BCLY WS ik,
HHZFAT S 2R H 1g21 X4 #5] % BCLY %
PRI DL fin 4k 5
1.2 BCLY it & ik 53U 69 48 X ik

FEFLIRE F, BCLO FER P34 Y i 35 o g ot J
R Ji] $ 25 T BCLO JER R & AR i i s o 1) i L
0 A% P R K- (9 BCLY 5548 7% i XU S48 DL A 98 1Y)
o FIURFAE 22 [0 A7 A 0 3 R DI MY 7 B A B o
BCLY 3RAKF-5 = FIMEFLARE 1 CD8 T 4=
RGN 5 AR, R A
BCLY ik 2 LA, X Sufffgt 45 1 Ui BCLY
e T RO R B R0 PRSI &, BCLY &
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1.3 BCL9 it &K iA4x SUMR IR 09 T s AT A

1 F IR BCLY AT LA i) 57 4 G 488 Wt {55
WS 5 LA KR (U I iR
BCLY # [/ HD2 4543, 54 7 B-catenin & [1 N K
i 5| A AR YR BCLY 5 B-catenin 2Z [8] (AH B AEH] ,
AT L A D e AR 1 A R R RS T 1
AN 7E = BAVESLIRE T, PE— ST Kk 038 1 A ik
# ) PR BCLY-B-catenin & &4 v LIFN ] Wnt {5514
S, AR UEAH AR EEE T A0 R Mg P9I, D8 DI T T
21t - 184 AR 2 R 4B B4 81, e 2 A e A4 e 7
P NI BCLY HA B bR fEH, AT
DAk = AU 0 T B s e i e 1

2 BEZAREEImS% 1 E & (Myeloid Cell Leukemia-1,
MCL1)

MCLI1 SENL T Y fiik 1921.2 X, & ABE £ H i
Jpa ML-1 41 2R ) BRAZ e 40 i - FR B & B ) 1 5
FHE . MCL1 AR —HMe i T r, AT LU 4
RT3 SR AN M 1 A0 AR 0 1. MCLL J8 F BCL-2 &
FRIR, R F A — 5 A g8 T 45 3 DA 2 Y
AN, RN SRR - R FEVERT, o A
TARAMYIE T EA T,

2.1 SUBRAE Y MCLI A B #9 538

FEFEIE A 2 A7 3k R DR A AT, 2 B
MCL1 JE K 7E Z B S pAgg 2SR rp it B4 34, ifii HLAEFL
Ji98 T MCL T JE DR 938 el s i 1Y s, 1E1R 28
PEZLIRIE T, MCL1 = 23k 19 B X & A A2 RTR
77 RN 2% , HEMZ 25 )t 52 S i a7
HMCL1 ¥ DU B fnimi 2 U sa s dH Ay 7w Ainfk
I7 JE BCXT 1) = B FLRR IR TR R AR A A 20 AT, AR YT
Ji MCLI1 fy kAt — 4 i 2
2.2 MCLI i f& ik 53U 69 4 X 1

MCL1 ¥ DLE 3G 32 56 PR A L vh R vk
Ik, T ELAE R R R 3540 5 MCL (R 61k
#4 . Campbell 5 P FERF I FL T, & B MCLL i
FiL GENEALE 9 B HR UL HEA R
S0 SRS, R MCL1 2635 7K 7] LAFH T4
T = B 2L i ANl = B FL s A R TS R 8
MZ, MCLI JERY 12 2L AR b — R It %) 350
JaRE
2.3 MCLI it & ik 4% SUR IR 64 2 A AF A

TEME &k R R AR, AR RIEMCLL /]
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AE 25 T LM 20 M AR A e i A3, (HJ2 X MCLI
T BE A AR W] IR I 1 #8 1| MCL1 ] LABGE VR 7 1Y
% J1. 2021 4F Campbell 5 " FERFFEFLIUR T, A2 30
MCL1 PR BR I AT LA S AR AR, [R]A4E [ MCL1
(R 25 ] DL 2B R A o Ak, 7E =
PEFLUIE b, AR IR SE D AR DG T g5 S LA
( Recombinant Human Tumor Necrosis Factor Related
Apoptosis-inducing Ligand, rh-TRAIL) FIMCL1 #i
I A-1210477 B 259046 ] LU A R A= 1 AL
HIATFE KB, 7E MCL1 BRI L T, th-TRAIL 7]
DL A0 MR AR BR I 7E GO/G 1 31, (RIS 2 A i S
HLO TR LS ATk 4 . X SRR gT 45 sk iE T
MCL1 S8 FRIBTEFL IR Ay 2%, #Em MCL1 J2
S MRFLIR IR T 24 A ROR IS —

3 BREREEZIEZEET R E ( Adenosine Deami-
nase RNA Specific, ADAR )

ADAR EN T Yok 1g21.3 X, %L gh i
B rT DAFE mRNA KA IR (Adenosine, A) 7K fif it
I NI (Inosine, 1), fAIFK A A-to-1 4k . X2
Gt nT LA 1ot Z2 R0y 2 AR R g Bk R T, 3L
FP L S8 o B PELDREE LT O S, e
FERR T 5] 5 a2 2R B B a5 U 5 5 0 i £ £
FMERZIR () B 82 05 25 38 3 A R R 1) 510 5 il
RNA fifase 55 L,
3.1 $UMLJEF ADAR AR #9538

A-to-1 Zi 5 J2 7L i 9 AT A S 20 70 S 19 5 kv ok
PR, Hob 121 §7345] & ADAR HE R $2 DL E 34 n Al
ERE ISR G S AR SR A E B R fEFLIR
FEFEAS Y, ADAR LY 1S RO H 558 44%, 5L
¥ UUBU AR A 5 - R KT S IEAIE P, Wi ADAR
BE TR B 2238 7K -5 2L A8 200 101 240 2 e A1 230 S 1 A
P KL UL 1921 §7 1451 & ADAR S 5 L
Bahn, PR S 2Rl e 40 A X i A7 7F ADAR JEH
IR —IE .
3.2 ADAR:iE &k 5 SUR R 69 4E XA

5 ss 41 2UM F, ADAR i[RI 7E 2 IR 96 41 4R
[ 2eik 2 LR, 35 ZLIRE A0t mRNA 448 4
R TR FRAAR — 2P, BRI AR R
], ADAR 3 [K 7 FL R 20 23 b 1 22 325 7K OF 511 TR
LA R AE ARG, T, 5 R R RR A L, 1R AR
I ADAR P FEIA K-8 3 T 2 s, #9840
ADAR B R FEFLAR LA 2 ) 8K 5 R 1 Fils
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AR P PR ET X ADAR 38 78 i A L 1)
G Y7 ST ADAR T8 BB AT R LA S i L B8 19
BETRIT R
3.3  ADARid & ik 45 SUR IR 69 T AR AT A
FEFLIIE AN R T, WF5E R B IIE ADAR LR 36
IR AT LA L8 0 L F A AR A, D A
Tl MBI B AR PRI A A3 R BTN s A ] DL
g TP, Nakano % P fE LA tH R BE, FHEfY
ADAR # [ 7] DL 3d 13 4 % DHFR 3£ 4 3" -UTR H' miR-
25-3p FlmiR-125a-3p (Y4557 0, 5 DHFR JE 5
Fik, A A LRI 20 B 3 B BE T LA SO R
WS 2P . X SERIFIY 45 R K B ADAR £ 5 1) RNA
gt ] BEAR R — I A LB A TS B

4 RN#FEAR oEA (Endosulfine Alpha, ENSA )

ENSA GEMAEGL AR 1921.3 XA, 125 K 4 fis
()8 1 5E T cAMP 38 15 985 8 11 (cAMP Regulated
Phosphoprotein, ARPP) Zj%. ENSA & FH# % & R
il e JIK 57 1A ABCCS 11 P I PE i i, ABCCS8 J& ATP
RS PR 3 1)1 S SASE, ASE T R BA  F Jo R
e, FEFR PR B A0 B RE IR 5 2 T R HE A AR
FABS, Ak, ENSA B AT 225y S4B s AR 56 22
SR 5 R B (PR 1 LA, A7 ENSA 7]
DI EOR 2257 248006 , g RGO . 2 25 KT
PR AU 2l A1 P AR , B AR A 244y 243 R PO,
e = BAPEFLAR R, 302 4% HE B R IR 4 RN SR 4l
BiE oK, ENSA KRR 1q21.3 X B 2 95, i H.
LR DL 5 R IR 2 EAE G AL 5T & 3
ENSA A] LIS iR 1k STAT3 (p-STAT3) HI/KF, M
M3 5% STAT3 5 SREBP2 Jii 8l 145G, p-STAT3 Xt
SREBP2 (%% 351801 75 ENSA 1755 it JIH [ s Qi 2 378
T R HE 2 SRR BT %R 45 R 5 ENSA T DLl
AL VAT = PP LR b AR A A A A e A
K, 1 H.ENSA (4 38 7 DL 7L B 40 i X STAT3 17
il 770 SRk BT

5 ANZFEEBEKEH 1 EEA (Tuftelin 1, TUFT1)

TUFTI BN T YLK 1g21.3 X, 5 MOk
LY cDNA SCE TR BOUR S, B 5881
SEERIRETT, T H AR RN S RS . T AR
B4, TUFT1 DK 78 20 B g 3 o o 238, [A] B 52 0
5 R 20 R %) B B RN AE S BV Liu 25 PR AR Sl
ARFNGHMLZR P —FUR I, TUFT1 1EFL IS REA T iy
FIRAOV BETHE, JF BRI 5 g Ko | 4l
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BUE0r 0 IRELEEFERS SRR R TS 2 IE ARG, 4]
TUFT1 9235 0] LABH A Je 40 it i 3 58, 280G A4
JLJEL SRR | O FLA AN T Ak, Wu S PO RS
R, TUFTI 78 =BAEFLIRERH S b 2Rk B, T EL
IR 5 B AT R RARAR DG, ML i —2P &
L, TUFT1 2 3k 5 52 5 o0 A bl 8 H 5 il
RNA ( Differentiation Antagonizing Non-Protein Coding
RNA, DANCR) 7K P-4 3F = B P L i 14 2 1 e
J&; [z, ULER DANCR 1] LAgk 3% TUFTI 5 S/ 4
J A A2 78 0, Sk SRS 2 SR 3 A e PR it 3R
ik TUFT1 5 e i AR R REE RS S SR ARG, Rl T
TUFT1 400 0] 68 T = BA M 2L I 58 2016 7 10 8
TEFE A

6 CDC28 ERMEBATIHA 1BEE(CDC28
Protein Kinase Regulatory Subunit 1B, CKS1B)

CKSIBEN T YA 1q21.3 KX, S&—Fh/NMiy
21 it JE S AR R A EVE R . B AT D) AE
FEFR W] CKS1B 5 4 it J& 1 2 ORI R Bl 2 12 &
W T~ T 200 X S ] PR ARG A A 5 A 00 o 2 R R Tl
PR AL AE B0 AP, o6 200 B B fef 7 52 o 38 2% A
T [AIRE T DL 4k 22 & i DNAMY, CKS1B % |14 ik
AT DA 8 98 A7 40 D S 4 DNA 453453 52 1o 5 s, 70 o 38
FAF T RIS S, AR MR R . 7EFL
PgE T, CKS1B B 44 5 Hoad F IR B UIAHC, [R]]
CKS1B 4 M Flid 38 5k B 4556 8 L) S fis A R
RIFMXE™, $—B D eist s, ilid siRNA T
P CKS1B &3k AT LA ) 2L W s 200 B 1) A4, 450 3 4t
HIIERS FIR 2808 1, ot HiE R LI R,
XFiZ siRNA T4t 2 B HH 00 114 2 728 1A 240 if m] 45 R
DA BRI ™, X Sepi st 45 5% B, CKSIB J2 1921 97
B L R LM I B R R R A T
VEF o BEAN , e R 307 AT (U 5- S bR s e il
NS i FLARIE AR AR, 5 26 1k CKS1B Al APk
2 FUMR I ANk 28 25 W A BURE Y. Bz, CKSI1B
JEAK K SR FLI R SR T 1 T BEAR R A A

7 INEERE

SPLR R 2 — o 55 AN [ 218 2R B S (A s PR AE
AREY S BB, RAEGIA TR IR 5 A4 Bdlcs
TR RIEER], R 2 ARG T IR AR
RIFIET PRI B 5E R . DAL, A BEAE T et —
HHAATT ZRIRA ML T i LR B Y B AL
PAGE S 47 R T 7 IS R . PR L, SR i e Y
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(AR DL B AT 2 1 S5 o M AR DR —35 43 T LA 38 9 381
DNA 8 DU FEZR fb . T2 1) DNA #5 DUz | DA
it 22 T e Y JRE R B R 1 12 A, T e 23 M R 4
AR A 0 A B AR, i — R AR E
IF H 4 S 808 1) & Az sl it Jig , A I & B ke
HVE R TR SR BE D 1B 1 sl e g 1
TlE R R B2

NEFLUIRE TR 2 A 1921 XSk 48 , RAE
2 DX IR RHE T DU 7S B TR 0 S b, R IX
AT RO LR IRE 1) UK SR 2R, R A EOm SE 1
PUR 1q21 93442 1 L Mg 2 e 1) G o0 T4 A B 1
TER LW RNEYT I T 58, 3064 o JR A A A7
RELEE, 121 XY 1 & FEOCE L HE R A
AN, Foh 5 — S SR SE R B . AEFLIRE T,
62% HY /R FE Y 1S S PR i 2R 7K 7 2 /08 in 2 4%, Tfii 5L
29 63% MY HEIL S 1q YL RAOC, X2k it —
RSB 1921 §7 34T R Sh B B E B . AR
ST YR 1921 H ETE S 2L A DG R B0
FEPH A Fe R L LA S PT REAOVE AL, s 5idin 103
T 1q21 PG RZLRE S FE IR, B SR ZLIRIE
LW AR PR B T RFARAE

SR, 1q21 38X — i RS T 2L E &4
B B KB I 2 UGB AE R R GERR, B AT ARAT 5 i
B Lo FTLMERD 1921 3548 S 2R BUS 59K +
SRR, AR B R T LI & RS A B B
H1q21 § BRI AL, DL S AR SLAZ 1 X
N H A SO, BHHE R 1q21 373 B FUS 7 9
R, HATE R R AWK B 2 S 1921 35X
— 35, ARedE— LI FH A E 2 R A LR T AL
BRI RS S o 28 DA, 76 1921 9 1A 2L e
B2 — RN B S N, I B AL S e+
VF 22 Al At T R A O IIRERIZE N . gl Sk
W INE 2 BRI, DRI HE A ZIIFE 1921
PRI I PRI B RR YT, 5T 2k — 20
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