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Advance of study on the related mechanism

of the tumor mediated by CUEDC2
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Abstract: CUEDC?2 is a kind of protein that has been found in many tumors. It has been shown that there’s a close
relationship between CUEDC?2 and the formation of tumors, also the subsequent treatment, which has been paid
more attention in recent years. Therefore, this article summarizes the advance of study on the related mechanism of
the tumorigenesis mediated by CUEDC2 from the effect of CUEDC2 in breast cancer, the signal pathway and

macrophage in inflammation, melatonin, heat shock protein and many other aspects.
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CUEDC?2 (CUE domain-containing protein 2) #&
— i 287 NMEIERIFEH RN Z D REEA R, &
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TRAF IS 29 40 DR LR R 3L AL R CUE 25 #4350
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MR b, IFURRE . OP B R AT g Y e
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2 EE R B3 PR A AL IEAR, BET T
A PR PG S Uim v, 3 AE 4 ) L e 4 i b 42
4 JE 5 AL EE (18 (mitogen activated kinase pathway,
MAPK) 15 5 5% F 380 8% IO B0G, M IR 9 22 38 3 5
T LM A P A R R e, 0 ) L e 0 P M B
1T PR TE 7L (04 R AR R e ok 78 AR e 31 - 4y B
fI1E I, #2277 CUEDC2 W] fE Xt 5L e () e fE A —
JERFNHIVER .
1.2 CUEDC2XJHEH R Z R8T

ER 7324 ERa F1 ERB WA AL, J8 55 e A4 e
WR G RBOE B B R RE T, e TR
FeH 221k Pl Musgrove' B 7 K FL, CUEDC2 1E
9 ER SRR 7, mets A i ERo A ERB
IR

W K BE 2 5 4% ERa I EE A RIE, R4
HMEBE N ERo R EHRE, PREIEK, — B
W5 ERa 454, #ie 5l ERa 8 7K B PR
JIZUR . A CHRIkE, ERo 4ol R )G, £
2 h  ERo B A KA. HiE, EHAEEETH
CUEDC2 ¥, ERa & /KPR FiF, &
CUEDC?2 ¢ % 5 25410 1 Mt % % % ERa 1) B fig 7
1T ERa 5 CUEDC2 2 [a] (1) #H H.AE FH H A K36 T
MR, HEM CUEDC2 ] B /2 55 ERa 20 i
4i4, N ERa [ HREKT, FHIH ERa
(R G SR S M TS ER o 28 1 AS B e 1
DAY RF MR A 5B B E AR N B IE & K

T 7, BRI A S I ERe 5 )
B FEMREQSES, BHETHREN. 4
ERo SR 45 & el A K I 715 5 18 BRI 5,
MR RESE, SHCEOREEANREZ, £ZA
TR RIIE — 5k, 454 TR DR S 3 7 X I HE R
N gefF B ™. Dhimolea %5 ™ 7t & B, i # ik
CUEDC2 2= 3 £t ERo M\ 41 Jid #% 52 057 A8 v 4= 20 Jifd 73
fi, 43 MK ERo ()& I R4 £, 1 CUEDC2
WAL A R, R EM N E. BT
ERa B A F MR, T H 5 CUEDC2 i3t 5E
AL EBERAEERMIEK, 78 CUEDC2 ] R |
ERo A%, #3E10 1A 7T §8 52 2] ERa [ 5% 5605
PE R LT REI R AE o

REMACERY, EFLIYE R AR R
i, ERB HIRIE R ZEMHIR ¥ A2 ss R ER,
#£ CUEDC2 NFEMITE LT, HEWE G ERB (1
SRR VERS N 2 /% /£ 4, 1 CUEDC2 {0\ fit #H
AN ERB e S0 1, 1 HL I R0 4 F e &

CUEDC2 &34 N B i .. CUEDC2 AMUAEE
MEBCGR 321k ER RAMH EAER, ik fe AMERCR AR K
i 1 7 A ) ERP (¥ %% 0 M P B4R CUEDC2
REfs H ] ERP [ FE G Ve, (HIF AN ERP 1 4R
H#£IA /K, Kk, CUEDC2 & i it i ERB 5
FLRE I K DNA (1) 25 & fig 77 10 490 i) 3 5 S 1 1)
B I 52 96 4F 52, CUEDC2 fig % & 2% 410 1] ERa Al
ERB [ S Bmis e, S5 i o,
1.3 CUEDC27E A 43t #4514 Hr B9 1E A

PG W IR T R AR U Y L e R )
BITFB, IR SR S SRR AI 98 35 R I P 20 Wi 97
AR SRR BRAR R 25, F BN 73R yT R £
B 50 00 LR N 0 WA I6 97 IO 2 AL, ER () 45
FE R Ih BB S o A AR K R R 1 At 5L G 2
(tamoxifen, TAM) J& H §if B FH )32 1 7L e A 70
WHRIT 25, e — Mk B E MER R S AR R ), B
ZiR S MR AL, FTLES M S ER 454G, B
M TAM-ER E &4, {H2%) 40% K ERo FHE () i
Jo BB A B 2 R IR T R B R

Pan 25 PR SR, 1 B LR CUEDC2
HE R, B 3L R 4 6 At 5 25 1 SR
AH S 155, ik CUEDC2 (MR BE B R S E K .
THAb, A A B S T 24 1 1 b R A R 2 A A%
“F -xB (nuclear factor-kB, NF-kB) #% 3% vif 14 $2 15 I
WM, Hik, HEEAMAME, CUEDC2 il LMEN—
ANTEALE B o W T 24 1) TN 4R AR, (H H AT AR
CUEDC?2 5 Wi 1, Ji Ji8 4 M0 7 A2 At B 85 S5 it 245 4 1)
BURIFFA B . Btz oh, Jm e N R e A K
[X-F 5244 2 (human epidermal growth factor receptor-2,
HER?2) 72 5 22 1) FL e U W R 7, 72 7L IR
Jr AR T A R L, T CUEDC2 A1 HER?2 [
FILMSL, UESET CUEDC2 7 7L IR N 20 Wi T
H I LEAE T MY, SR, CUEDC2 #)a] DA% 18 1
LA 1 AL 95 4 A 5 8 R 24 P A, SR 9]
CUEDC2 7£ A~ [] Jit 8 (1) it 24 v BAG AN [5) 1) A F AL
%IJ [12]0

2 CUEDC23I B 2257 2 4mpe A HARY TS

B2 53 R — N IRRI A W A AR,
20 L AE 4 R B U 285 DNA A RRTH (G, 3#).
DNA &3 (S ). DNA &R # (G, #1). H4
I3 ZH (M )4 AN B e i B .

AR BE RS AT /4 (spindle assembly checkpoint,
SAC) e fEA 2257 2N N A7 12 1) — AN ORUEH IE#f s
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AT BB AL, B 32 A 7 AH ok G 5 5 4k 7 ) 1)
R E 5K H & H R RAHE ERER . 4l
FRAE EH AT R AR AR o RS FR R, B 2R
WO g A, 22 Sy 24 TH A R R ER T 2 (mitotic
arrest deficient 2, Mad2) 5 4 ffd 43 24 & HH 25 11 20 (cell
division cycle protein 20, Cdc20) Z5 8 H 4 T-1E & 4
ki B RR 2y R ki B 6k, SEYESA 2
SRR SR A B S A A R R E A
(anaphase promoting complex/cyclosome, APC/C) 4k
A, BTz AR A0 8 1 B1 (cyclin B1)
143 55 i 1) 2 (1 (securin), 7E DR 28 2H & 4 (044
¥r o3 s e dm i) U BB BT SRS I A B IE A,
iR A R, R T H Nz &R
E3 fi§ APC/C [\471t], APC/C H&1EAS DL, S
# cyclin Bl 5 securin (177 & AGFEAR, 3 1M {2 ik 4H
PR AR B8 J 5 WFF IR . APC/C St 4 i J H A %
HAMZ FZ G ARG AR B, oy
G, s . §ELR) APC/C 2R Cde20 B%
% Cdc20 [& J5 ) 1 (Cdc20 homolog 1, Cdhl) 45 &,
Cdc20 A1 Cdhl 72 4> ] BLIR B AN 25 G 5 i A 1
APC/C BB EE H, /0 HifE M H S A M AR BRBEOE
APC, i Cdhl 3&ATE G, JAZ 5% VF 2 40 i 5 JH R
7R U RGN R R B B R, BT
APC JE&E W55 5 1 (1 2 A8, APC/CY™ At APC/C™
PRI S IR O 5 B AR R A% A

FEYHML A 229y %4, CUEDC2 {4 it 11 25
KA B4 1 (cyclin-dependent kinase 1, CDK1) fi#
RG22 5 Cde20 tHEAEH, MRk CUEDC2
1R AT BE B L B 5 Cde20 45 &, T fE Mad2 M
APC/C™ A1k R, JFBEJE BE APC/CE T,
EAEEME, R AR CUEDC2 4 ft 5l #
Cyclin B [f4EIR, 1fif Hid 3Rk CUEDC2 n] LL5[ i
APC/C*™ [ 2 T 3% . 4% |, CUEDC2 £ APC/
CO it &8 7 R AE A, B Xz &
E3 fil§ APC/C &5z, {2iif 2250 R 2 5
R U, o, APC/CE™ (TR AFAEE — A
NETPERR, BINHE LR E S E AWK
%G R # T CUEDC2 ) Mad2 5 Cdc20 iR
B BT, SAC 57, APC/CY® ¥kl K2,
APC/CE g 1Y,

1E M B o0 B 1 5L, Cdhl 45 2840 T B R
IRE M AR H APC 454, H B 2 5 H AW,
Cdhl E®ERELL, APC/C™ A REWS R APC/CE™
76 G-S I JE IR IE, il APC (FRIEMEH R,

X140 P N S T 468 — %6 DNA S il DL A&
FRRHENM B A2 14y B, b, CUEDC2
e 5 Cdhl 45 4 )F B APC/C™ 131, T
FrAm i B E 3 Aeyclin A) =AU R ] K
#fi VE BB 2 (cyclin-dependent kinase 2, CDK2) Ji5 4%
O, T CDK2 1E A& G,-S i i 1) — AN Sl
SLIRUESE, 4 A BRI CUEDC2 i % R 14
PR AR, APC/C™ G MM B, S8 Cyclin A
2 Z AR, CDK2 KiG Ll G, HIBH A U,

£ EFTAn, CUEDC2 i@ it 43 5% APC/CY il
APC/C™™ HEATIAT, it 453 dh G, i S
HAR LV . Rakoff-Nahoum F1 Medzhitov "™ #iff 57
B, CUEDC2 71 nJ Bt <= 3 S0 K H 1 A Fe e 1%,
M F B AR AT 2 7P A TG AR I AR e
PS5 R B TG S UM O, R 2 s A B e e
EARES R ARG, HiF 2 Ptk H iR 5,
XFRR BT P A e B AR AR e, AR AR S
LA PR AN R e i 0 A PR P b A PR R AE B TR
HE— 2 IR %A 56 CUEDC2 78 48 Jif J& 3 v 46 FH (1)
AT, K R T S T R A e & .

3 CUEDC2HERAERS & B ha91EM

RSN AR SEATAE, W] e B N PR
MAL W, FeAERERANTR e, &&SEME
K
3.1 CUEDC2XINF-kB5JAKI1/STAT3{5 5@
EEER

NEZC 8 ORIy R ORI BUR SRR =X VN ]
2 i A0 e 5 B OE 48 L ) NF-xB Al Janus 3
ity ZH A 5 % 3 S s s A R (janus kinase/signal
transducers and activators of transcription, JAK/STAT)
ERcpiil - TI1E SR

NF-«B 7240 5] 5 75 3 1 R s A1, Hi
TG 5 75 3 RIA I — B T R R T K 2 B4
iR EE Y, ERZHMH R, NF-«B
T 5 ) & B 5% (inhibitor of NF-xB, 1kB)
i mAAAE TR R, DBl S s TR AT AR A
PLICE P (19 T AL 7E . IkB 4§ (IxB kinase, IKK)
s NF-«B {5 55 FBICHI R 2 —, HE I
IKKo, TKKP A1 V% IKKy 3% 3 A% P, 78
Z WA T, RERSERF (tumor necrosis factor,
TNF) Al /% 1 (interleukin-1, TL-1) 2541 i &0 51 34
ATRABGE IKK a4k, sEmuiigie kB EH,
MNF-kB Jlid%, Pz R E AR . X —dE



E]

TR, 55 CUEDC29™ 3R K AL AR ML HOWF 7E HE Fié 1171

f NF-xB MR, NF-«B & A ANZIHS H 1)
R4t A, (30t H R IR s 5 o ZE Bk Y 1t 7 R B
CUEDC?2 fgs 45 & IKKa Al IKKB -8 F i1k,
T 441 NE-kB 15 5@ 8%

A KA1 F1 DNA 45145 5 1 34(GADD34) s £
H % ER I 1 (protein phosphatase 1, PP1) 4= i) — 4>
WA B, CUEDC2 7] PL5 GADD34-PP1 4545,
5 PP1 FE-40 IKK B R4k, J¥ B IKK-CUEDC2-
GADD34 5414, 40| NF-xB {3 53 B (180 242,

IKK &P Blie(s 588 3 TNF 524k 4
F<[KF (TNF receptor associated factor, TRAFs) 152
{4 FH 22 (receptor-interacting protein, RIPs) 7E IKK
FEeE T RIEE EENEN, dREXEEORY
% NF-xB {5 5 il %% . CUEDC2 fg % 4 25 3% il
TRAFs 1 RIPs () & ik, By 1k BB 3 i 3%k 1 7= A=
IKK o s U

SOCS3 & 4H L X 115 5 #1 ]4) (suppressors of
cytokine signaling, SOCS) Fjif& &) — 51, A LA
B 22 Fft 9 0E IR - FIPL 4 R F-15 53R 1A, #Iff] NF-«xB
EE k. iR B/C (Elongin B/C)
5 AW AE SOCS 1 T v+ 4y EEL, WKW
CUEDC2 & % Jin 3% SOCS3 #1 Elongin C ] X M.
SOCS3 Al CUEDC2 K454 v g 55 SOCS3 #4411
A%, ffi SOCS3 il Elongin C ¥ 'S 254, M
) SOCS3 fIFAfE, FasE SOCS3 &HH 7, A%y
i) NF-kB {5 5@ 1 .

JAK/STAT {5 53 it P 1% 2 R i AH 0% 52 4k
it 2 BRI (JAK) Fl#% ¢ R F (STAT)3 /Nl o0 4L
ST R R I — 25 4l I R T A5 5 5 Sl
M, Z5MBHEE. o, R SR R S
YF % HE A 2. CUEDC2 ANMY fg % 41014
STAT3 [ RR A Je L S s 1, B Re ] JAKIL (1)
iR AL, Xt JAK1/STAT3 {5 Sl g = A= 44, ilid
BHPUE TR RIE, Pk EEAE, ER
SiE ) iR A R AR R R AR B 1R L BT 4L,
STAT3 45 45 NF-«B {55 5 0 B 1 i 0 F B, IRtk
CUEDC?2 i n] DL i@ it ¥ 4% STAT3 M 5% i NF-«xB
EREpLL B

Z5 I, CUEDC2 ANMY AT LA H 2 1 15 NF-«xB Al
JAK1/STAT3 {55 i@ %, i&n] LU SOCS3 ()42
PR ] B R 5 S . (i T NF-«B Ml
JAK1/STAT3 {5 538 B 7E 98 i 175 5 I 98 o 1) | 224
H, #E CUEDC2 fg % % Hi18 1t: 458, B 1k 5%
R, AT 0 1 e R 110 A A A

3.2 CUEDC23tEMEZHARIETS

Chen £ PV B9t % 8], CUEDC2 2 5 W4 i )
Re SR BT/, miR-324-5p HePRILE 5 W 20 i 1 43
{3t #2 R T CUEDC2 % 3%, CUEDC2 ()4 2
2 P RN M 3 B, LR A P ) 5
iE SN, 3k —BAESE T CUEDC2 7E 48 9iF [ N 1 (1)
HEER

4 CUEDC27EHfth JusaIEH

41 CUEDC25#REZWxHR

#B B 2 (melatonin, MT) 3= 2 & g 2, 54 420 fivi &6
iy AR B =R () — PR, B FL IR AR
AR F r o S R 2R R 2 AR (MTL) 45 601 A
FT, MTI )Rk 50 7 4R B0 ER FHA: 2L AR 240
AR B A A A £ AN SR DR 1 B0 B R B
AR AN, MT1 5 CUEDC2 R IA #a #4—3,
R P e A P vy, SRR RO TEFLIR
o A0 ) B TR A gt SR DA % 7L s 4 o 8 i et
£+, MTI1 5 CUEDC2 m fg#H BAE 3L [ 2 5 3¢t
i 5 mES S, Wik, ALREALL T MTL 5
CUEDC?2 [1) 3R ik $& /R AT Be A7 78 M R sk 22 1)
AR, T AT REE %

Choi % " B 58 & I, CUEDC2 5 i o 2%
[t % 52 AR A7 (E SR 5% &2, CUEDC2 w] g i %f PR
ATER (#0612 2E MT1 [F)3RIE ;1 MT1 7]
W BE 4 MR MAPK {2 B 5 5O % 10 4 %
p38MAPK 15 5 3 % 5K 5 M ER (1) 3% 14 B L #% 5%,
M 52 0 CUEDC2 )ik, {H B AR 1 A S AL A7)
AT B LS
42 CUEDC2x#R=EBRIEA

#AK 70 A (heat shock proteins, HSPs) /& —Fijr
BA S PAHBIE RN AN 2 E A, LB E AR
IEWHT B, I 3RAS IE A FI A R LA 145 R 3 B 2R
¥ L. HSP70 j& #k e & A b+ EE I — K,
RENSAE NI Z PPy, ALHEIEGL. Sl A8 1)
RAE PR AR B8 B 2 F R B KT
A7 1 (heat shock factor 1, HSF1) J& # K o 4% 5%
A7 SRR A 22—, B AT USRS P 41 A= 28R
HE N SR, BRI P BV SR B aRIA Y

CUEDC2 7] LLiffi i 5 HSP70 1) 45 & Sk 41 i 1L
FEAREYE, Hoh CUEDC2 ) CUE 45 #4455 HSP70
ff) PBD &5 #43Fl CT [X 35k 1) 45 & /- 5 7 CUEDC2
5 HSP70 2 A I #H HAE . A antk, CUEDC2
I fElsE T 5 HSF1 454 /4% HSP70 [k B9,
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7%

Jee: 4T M B A7 55 4K 36T HSPT70 40 7 FE 1B O %
PE, BRI HSP70 B LSS IR e e e T2, (R,
HSP70 #i N N R EITEER Hirz — P % F
CUEDC2 #J PLA1 HSP70 s o F H. 61 P 775 H 4 1
PEAR IS PE, HEI CUEDC2 2 — i i % 7E Jit 983 1)
TBIT RS 4y H AR B R R SR A, H
B — W 5

5 NEERE

HATR 287t C 4K B, CUEDC2 {E MR K
ke TG JadT ke R iEE EEEH. R
Pt Rt e, ST

ISR, CUEDC2 fg i i #1152
A 1 22 38 T #0048 B 3G 5E, T SR 1A () CUEDC2
RERE G0 N 20 WA VR TT BT 52 1%« FEAH A 22 5y 5,
CUEDC2 (1) IETf R IE Re i (2 3 22 7 24 A 31 J5 1
Ak, BribEg R AT E FEUN MR R - FER
i )z %, CUEDC2 i % NF-kB 45 JAK1/STAT3
{55 0 B I R R0 B R, B SO S
HuE k. F4k, CUEDC2 51 M &A1k 75 2
TE MR R AR v ) 8 R B A ST

SR, B4 CUEDC2 H IE T IR A 5 (112
Wr AYG YT, 3 T HEAT IR N BB SRR R
CUEDC2 (W &5 N BA T2 M BRI I sE =
X, FENTEREVR T R A B

(& £ X #
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