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Abstract: With the continuous advancement of medical technology, the research on tumors has been continuously

Research Progress in Expression and Mechanism of CUEDC2 in Tumors

deepened. It has been found that CUE domain containing 2( CUEDC2) can promote the degradation of progesterone recep-
tors and inhibit the progression of breast cancer through the ubiquitin-proteasome pathway. As scholars continue to study, it
has been found that they may also regulate the development of tumors through signal pathways such as nuclear factor-«B and
Janus kinase-signal transducers and activators of transcription signaling pathways. It can also affect the metabolism of tumor
cells ultimately by participating in influencing the Warburg effect. CUEDC2 is highly expressed in breast and colorectal
cancers ,and shows low expression in lung and gliomas. CUEDC2 shows differential expression in different tumors. Here is to
make a review on the research progress on the specific mechanism of CUEDC2 involvement in tumorigenesis according to the
existing literature reports.

Key words: Tumors; CUE domain containing 2 ; Signal transduction; Tumor metabolism

¥ E PRRAE DT S AU GE T, 23R B AE H) R
RARICRE I _E T, A il ) K R B
i, Rt A fH LR o, R R FLRE S E
RS R B . BRI B LR, B
R SRR E 2 3R B0 SR 5 A7, i BUL R Y56
34 BT B WIKOT R R AAYT R 2
5, BERBEANEIE. 8RR EIRE

DOI; 10. 3969/j. issn. 1006-2084. 2018. 16. 010

EEWME: AZFEAXFHRT 7 ZHLEA B (YKD2017KJBW
(LH)002)

#3845 4% E-mail :hmx6412@ 163. com

JR R 2R E R ), G A RS R

S B T 5, — L33k S A JHE 2 & AR ZKAEL I & B
JEERIER, TR RN M & LE & &, CUE(couling
of ubiquitin conjugation to ER degradation ) %% 4 15§, 2
(CUE domain containing 2, CUEDC2) &2 —FffH&F
CUE Z5t3 198 1 T, 5 I i & Ak JR AR AR
M. & XS CUEDC2 MBS AR A , H7E 4 il
RAFVREANE 2 o B, 0K X CUEDC2 7 i

W PR FIBLRT A TR o
1 CUEDC2 4451
CUEDC2 WA¥% et 5 HA &1 CUE 4544

BAEFEVM KR, CUE H 3 4 o BIEHT S H M,



- 3172 -

BE2EL5R 2018 4E 8 H 4 24 245 16 3 Medical Recapitulate, Aug. 2018, Vol. 24, No. 16

Hr iy MFP B)7 512 R R AEVER, AT B4R
W R, (077 R s, T2 5 — 2R3
g shY . AN IER CUE £ 4 T
55 144 ~ 187 N EIEERITH), B & 57T M EERER
3, B 171 ARG BLGRAS T 5 , 38 i SEIHIE B A
A CUE 453y CUEDC2 & H7ENLIR N Z R 1bhidE
B R EEEEA.

CUEDC2 HJ4» T8 %k 32 000, 2 287 14
ERARRRIEE AR, /] 2R R T AR A
LI E BB K O BE A FLR i Rk,
A S5 4R 55  SE R R
HEREAR, R ERSTARE SERESESH
gt
2 CUEDC2 5pgagtaxis

TR —FP R 2B . SR & A R R
RZ , AFEFE R MG AT e, FRERE
B, X HARR I DIREE B , i — R R i R AR
K&, Hrp CUEDC2 fEh—FMIIRBE AT Z RS
FARA L H ,CUEDC2 =35 T IR 4 i i i
HE—25AIFSC T CUEDC2 7EZLARIE 45 B 1 7 55 i
W& & R B A T 5Bk
2.1 CUEDC2 XfZLBRFEMIER FLBREMRA R
JB— B BUIE Lotk MR R , S 2 B H L T B
JEZ—, T 2007 4EFRE 2= itiE , CUEDC2 @i A
WIS A 7 2 5 3 AR 52 (R A ELVE A, 9 iE 3538
17 F R A AR AR R F B AR 52 4k o B A, [ B
T LA 1) AR 52 A 9 2 S P 5 L UK 285 (AR 5
SRS T 0 4 LA i B! . CUEDC2 gy
MR 2 A, S B R KRR, 2 SR T
A UATT = AT 25 M EEJRE .

KBRS Btk B, CUEDC2 & £ iA T3
MRS FLR S E RS, RS 5 h
72.8% F163.3% B = FIEHILRAL ., H LA
CUEDC2 ik 5 Ki-67 fhyiE s 5l b a5 ¥y o 3235
ANERAEKHEFZE 2 ZREFEREFEMR, EELT
CUEDC2 RZX HHAMBH R ERBAR, HEE
BEBEARMBNE T, ZERg™ @ T
EL R B 98 40 e MCF-7 B BFF 58 & B 3t & ik 1)
CUEDC2 % H e T L R B R R R L, LR
FifrEg 240 0 Ehy b B -] 70 5% Ak , B R 2L B e 4 M
MEEBIRE, B LR MHE—FPRE, £ IRE

MCF-7 ZHjfi 13 35 CUEDC2, 34| 4 CUEDC2
REME 12 2F M P Bt A5 It UL mE-3-3 G/ 25 B UG B
( phosphatidylinositol-3-kinase/protein kinase B, PI3K/
Akt) {5538 HIE Ak , 2 T 5 | 2 2L B o0 40 i % 4 5 e
Ji338 %), Pan 1 @ id KB FLIRE BB ARA
e, &3 CUEDC2 SHEME Z & o BIRIEBEERE
AR E , EBA T CEDC2 f 78 B 223K AT A X T4t
BOEIFIRYT BN , ELBG T iR A R T Re
PE—2PUESE T CUEDC2 23| 9 N 2 IR ¥7 %
AR
2.2 CUEDC2 &5 HpRmIfER  BEE AKX
B IBIBUE AR R 45 B R Y R R 2 BT
= S 76 5B P i h HEAR 5 3 L, M
iR e o 2 Y . S ELIR B R R B,
R HRIZEE R P A 20% ~25% BT Ak %
B, H B I, Chen %M 5L,
CUEDC2 ;2 E W 4 g 2 BE #) 5< 52 3 19 7] , CUEDC2
it miR-324-5p WK, 5 ERAME 52
IEAER . WA/ B CUEDC2 WU fin 7 HCfE R 45
RIEHR, IHENE LWIELRIE T RA SR
HWE G M, FEMHESE CUEDC2 5455 R (45
F s 0 % B RS ED o T R 5 45 BB R 1R
PR HH I 4 TEH I ERT A ERE L.
RS 2 S IRTE ST, N4 R R 41 ILOVO
SW620 {22% BE J1 ¥ 3% , JF Kl 2] CUEDC2 & H 7
LOVO ,SW620 ' mRNA kBl Wi, FHpd
LU B, S E R IR B 55 B # CUEDC2
RRHLMF =8 0, MER TRKE LR
M8 IEM] T CUEDC2 ZEH 245 il K A E
SRS ER R R, W] CUEDC2 Al BEX 45 &
f M B R B R A
2.3 CUEDC2 X i A9VE T AR B B R A F 52
PUASGET, 23K SE T A SR 160 J7 A, 243K
B LR B , BRR B T BOR R W st B R 4%,
{ELITEE FR) 28 95 58 DR FEFRATIoR BB 1S B A Ul R
16 o I B BOE VR R AT R 5 988 22 IR A 9 2 I
A K SR [P AL R E R o Rk, FTRE
BRAS BT VAT HE R AR B TS AR hn 5 o
Sun 20 % FLE i 985 20 L R 0 R 4 4
1, CUEDC2 7EfF{ RNA F12E H BUK BRI, T
/K- CUEDC2 78 H 3R 35 5 fifi i 8 8 & A A it



BE2A450R 2018 4E 8 H 4F 24 45 16 3] Medical Recapitulate, Aug. 2018, Vol. 24, No. 16

- 3173 -

] ARG , 8 X T 8R B SE 56 h & B, CUEDC2
AIE T PI3K/ Akt 345 , T R A1 A4 &1 s B s 400 A
) 38 BE JF 1 AR B N R B R AR K, T R BR
CUEDC2 [ J5 , HR 3k T KA Bl T it st i 28 4
MIRAER o

W E U] T CUEDC2 5 ifi i AH 5 1 B9 [R]
4 CUEDC2 Rk 1& 0L, #AT A FE T 6 3, 45 1
CUEDC2 fRFRIX I & W LA A7 [E] O 31 M H
1M CUEDC2 &5 3R 3K i i K8 2 v 457 2 7 B 1] Oy 61
A, TTIX — A 7 B 8] (4 25 5 i — 25HiE S8 CUEDC2
55 it e A M K B 26, AR T B B VA i R TS
(DB 737 R
2.4 CUEDC2 M MfEH RELSZHFH
FERHAF T G PRI, FBE 5B 40 TR A5 4R = N\ B fie
B B . R &S FARIBYT BT
BEMAAT, BEN S FARFRRARIHEK
IR, B R RME . BB TR R R
HIEZEMRIE, 7 Janus ¥ #E§ 1 (Janus kinase 1,JAK1) -
555 S N 5% 58005 K 7 3 (signal transducers and
activators of transcription 3, STAT3 ) ( p-STAT3,
STAT3) jd e X T J5 Jo 8 T 40 g B A B 2 1 ) 4
YEFgLTS)

Li % @5 B S IE ] CUEDC2 () 3235 78 JiE I
AL ORI R PR T X RAEFHATE
TR ML, T 8 PR CUEDC2 76 48 i i 88
U251 4 Jfd 5 wb i 223842 3 7 firb 988 200 o # 3 %
T 2 22 P & BRI A, [ A, 3 BE 3R R
CUEDC2 B /R i #H X 8 R, i — 2P R KW,
CUEDC2 Hjidt BER B MBI BERR 1L STAT3 W% 5 1L,
] STAT3 f¥43% , i B, CUEDC2 f) 3R 35 % #%
F kB(nuclear factor kappa B,NF-«B) % {L7& 2|4 i
Y. CUEDC2 HyRIEFEARTE B = S B %
K STAT3 il NF-kB {5518 PRSI , X T I B 1
R SRR BIEIER
3 CUEDC2 EMERXREXZRTEERIE

e i & A R R, B TR Sl B
S R R A AR T LR R 4 R R
S I G R i G R 2 S SRR AL LA TR 4
UKL , T 1 I B A BT 3y, B R AN BB
s & JE . Hrp CUEDC2 3R 5 Mg 2 DA C,
YE BB DIREE B, HXF s AL a3

BXEK,

3.1 NF-«Bi#i})§ NF-«xB2—1THEHARFEFINH
£ % F W T, f1 c-Rel, RelB, pS0, p52 I p65
(RELA)S /™B 5% 20 B, 45 B 8] DA TR A 7 =X, 8%
FREIL R BRI RIKHE R AE . NF-«B
AR ) 2 R 52 B A% A, — BRI E

NF-«B 5 Sl I§ 2S5 R N R EZ R
Bz —, HAG 58 F v] RB Y M R AR B
CUEDC2 X NF-«kB 31 , &2 2| 3 i b g8 & A B 1
o A5 R IE R KH Ry Bk CUEDC2 £ [ 1) /]N
LBk = NF-«B 3@ B30 150, 545 NF-«B @ gt T
T BEBOEIRAS , Bust—2E T CUEDC2 %itF NF-«B
s EAEERRTER,

24 NF-xB 5HAPHI5 kB HEAERE, AT T
EHER S IkB ¥ EF (inhibitor of NF-kB kinase,
IKK) (75 P 98 55 A2 40 M SR NF-«B oG5
AR Z B R ERRWRET, Hh KK, 5
DNA 454 T 5 5%, SR REM KL, Li
2314556 CUEDC2 7] 5 IKK f¥ 7 3£ IKKo 1 IKKB
MHEAER, I 5EEAHRES 1 /4,7 GADD34 1
A, f# IKK & & {4 (IKKa . IKKb 1 IKKy & &%) %
BER 1L, BT IKK K~EE1E B A W T 1L, B
CUEDC2 ;& IKK 35 1% i) E 21757 .

AR RIER GBS MR B R AEH K, @
ST EE A RAH I AE A b R I, IKKB 7E% b B2 40
L H B BN S5 R AE IR, B 2 T BUME K R
) 5B R, BT L IKK/NF-«B 38 B4 B0 45 S i 4 35 AT
Vo558 S8 HE A 8 BT B o
3.2 JAK-STAT {ZE @ JH#:  JAK-STAT (5538
PR B S BRI A G 32 A % SR Al F STAT FiZE
H B RS JAK = A, 2R R
— MR FZAEERN RESENR, S 50%
TRE AU A K b AR I SR B2 E B A YT
T (S S EBABOE 1B R i JAK ¥ STAT B
F2fk, STAT DAl R s 7 IR — R AR X% B A 4 i
%, %454 DNA, X SRR F BT R 5. B
S5, 1E B S 10 T S B M Y R 4 AE AT
HAL, T SEAISBE SR I & R R

R IKZBNIEGE I A7 7E JAK [ STAT
F) S8 B B BE O, T STAT MG 5214



- 3174 -

BE2EL5R 2018 4E 8 H 4 24 245 16 3 Medical Recapitulate, Aug. 2018, Vol. 24, No. 16

F5EBE AR, MREAEKEFZE AN
F 6. JAK %) STAT3 765 vk b8 o e B #4548
B R PRBERR AL TS AR S, (15 AR OC B B R Rk 2R
R, AR e R 240 B Y A, 5 R A o A G
B, 4 FBCEMEME KR A SRR, b EE I
9o IR EL IR | L R S 22 PR AE Hh AT G Y STAT3
MISE RS . HEE L E BN EE
KJE5 JAK-STAT3 {55 3@ & A 5%, ¥ JAK 1 5
AG-490 fin A\ H 40 B bk AGS 4RI B IR W, T A
M) JAK2 \STAT3 \P-STAT3 & H K35 B E K, X
E—FHUE JAK-STAT 55 @ X T B R K
REAREBRER

CUEDC2 i+ 48 fg [N 75 5 /9 JAK1 F1 STAT3
HIBEBR AL, FFIM ] STAT3 % RiEME. oAb, il 52
& ¥ CUEDC2 5 SOCS3 % K B A th [F 1 A,
CUEDC2 i i3 34 38 5 &M E H C i 458 R 5 fn
SOCS3 ffgE M , N JAKL/STAT3 {554,
T bR i 2 e R R
3.3 CUEDC2 Z5mfCist g 40 AR X
EW RN —EZR SRR ks, B
AT BV P MR AR A B, TS R T SOk
M =RRIGI - ERERE . fEF 2B 40
o EE B AR R IR A M (Warburg) 2500 B B
R

Lin 2557501, 4 B i 0 o A S 2L 1R -1 AR i
HREAKMEBRAREER , ErEs E RO .
PRI Al S T A T 3L TR IS S P 15 12, i T 2 s
Warburg 3808, 7 57 38 13 W50 40 M s o 72 v
W, AT EE R EEE 14 A E R AR
PRI R R VB T M2 S5 K 19095 e, 3 T AR 2 e g 4
FfLF¥) Warburg 3505 , {5 28 A JFF 4 B 88 ) 28 28 TS
250 Ma %HESE T Lin28/let-7 M1 5 5
PDK1 (35, FT 2 2 e 400 Jfa v 1) A 48000 B A 1
Warburg 245 , 378 T 18 15 788 40 B Fe 1R a8 o

Zhong %" {1 # T CUEDC2 75 9 41 Jfa 1R 14 4
P I FEAE A, CUEDC2 W] 3@ 1 A e 0l B2 B R
%A (glucocorticoid receptor, GR) A2 4 &l %12
% H 3 (glucose transporter 3, GLUT3) f{)#i5, GR 45
& GLUT3 FF¥l H AL 40 i H i % 5% , CUEDC2 &
A LB ORGP 14-3-36 2 1 R AR SE 1, (6 L7 i
MBS IR S B A (lactate dehydrogenase A,

LDHA) (£, 38 i fif e 240 B %o 4 25 4 1 48 B A0
A=A, #F— R £, CUEDC2,GR /GLUT3
1 14-3-3f/LDHA £ i 40 M b = 3135 , 2R ik g
MR A ENERE R EERE

3.4 CUEDC2 Z5F«44#HMEE HMEHAEL
SRR-NERMENAEY SR, EMERRA
JGURF R SR AT AR A 22 A AT . e 24
ZUIE ,APC/C RS 5EHRIEMH EZ R/ H
FER—MEZITREAEB ZREEB EEXEH
CDC20 FI CDHI £ I FEATHOE ™ o 45 R (R 45 &
7 /5 (spindle assembly checkpoint, SAC) ELA M #1,
1, M R RS G B YRR, B 2257 24 PH A
#RFAE E 2 (mitotic arrest deficient 2, Mad2 ) . BubR1
(Mad3) A 224334 H Bub3 456 T8 UK 2257 24K
BEREGWK, M APC/C-CDC20 &% ; — H & 220
SEYIEEIR, SAC RTE, A4 HRESREERS
CDC20 7355, JH IR Je (K o3 B, A 2253 2 vh Hh 3B
HEAEH

CUEDC2 & —F 41 Jfd 8 15 7], A 22 53 2L ],
CUEDC2 #¢ Jo] #A 2 F B L 0 1 IR AL, B FT 2
#k SAC W51 , FF AT P45 SAC M) APC/C fiE £,
R 2250 2\ Fb BA 21 e 3 9 SR M . CUEDC2
MW R fLiE 7] 5 CDC20 %5 &, ff Mad2 A APC/
C-CDC20E & W W fif 85, IF R #F APC/C BT 1L,
CUEDC2 i3 fE3Rik-FE APC/C R B B0E , B
AR R 0 B AR AR B A5 4, X S 45 R R,
CUEDC2 & F 2z 7y AT W R 58 W 35 5, 7+ B
CUEDC2 48 n] A By TR i & /& . CUEDC2
IBR] Lhgh4 CDHL, #iitk] APC/C-CDHI )&, T
faE M FEAE B A R0 M A 3 G, BE) S 1
HIEEAL . (HSTEERSMNR IR, i BU4 AR DNA $i
fait, @i L AME S8 1 B 172 ik g
Z R & E M CUEDC2 & H B #%, BE APC/
C-CDHI H)¥& ¥, AT LA 40 B JA 3 450 T G, 3,
T4 —1~ DNA &5 i it [ , b5 T 2 E A AR
E AR I 2 AR
4 N &

CUEDC2 2—Ff A HEDRRMED, FEK
PRAE TR RAE IhIR8 () & A & J R4 g BE ) 254
I 25 S VR, I A2 I () R AR R SR I
HIER (Hid B R Z e R &K . CUEDC2 B4



BE2A450R 2018 4E 8 H 4F 24 45 16 3] Medical Recapitulate, Aug. 2018, Vol. 24, No. 16

- 3175 -

YOEA S5 RAE MR P VR . /RN AEIETE 3 i
KEEIE TR, CUEDC2 iR 7E iR i e A P i A
ZHMAE, L SIE G E R TR SR AE 1
KA BN, Fr 55 7L B 2 A IR
{H CUEDC2 2 76 I H B 3238 19 22 S v B A Y
Z 5L MR HTIE, X 265 FEK & CUEDC2 fE
D TURRE 25 MR [ IR 7 R A6 BEAR A, I RE DN R OR 1Y
iR T SR BEHT AT T RS o

S 30k

(1]

(2]

(3]

[4]

(5]

(6]

(7]

(8]

(9]

[10]

(11]

[12]

[13]

[14]

Ferlay J, Soerjomataram I, Dikshit R, et al. Cancer incidence and
mortality worldwide: Sources, methods and major patterns in
GLOBOCAN 2012[ J]. Int J Cancer,2015,136(5) :359-386.
Kang RS, Daniels CM, Francis SA, et al. Solution structure of a
CUE-ubiquitin complex reveals a conserved mode of ubiquitin
binding[ J]. Cell 2003, 113(5) :621-630.

FEAEM, KB, 5241, 4. CUEDC2 H CUE &5 H938 i Rk 4l
R EHPIHRT] . A BAREIR,2011,22(4) :509-512.

Man J,Zhang X. CUEDC2 : An emerging key player in inflamma-
tion and tumorigenesis[ J]. Protein Cell ,2011,2(9) :699-703.
Zhang PJ,Zhao J,Li HY,et al. CUE domain containing 2 regu-
lates degradation of progesterone receptor by ubiquitin-protea-
some[ J]. EMBO J,2007, 26(7) :1831-1842.

Musgrove EA. Estrogen receptor degradation: A CUE for endo-
crine resistance? [ J]. Breast Cancer Res, 2011, 13 (4):
312-313.

BRSO , E AR, 45 FURR T 4141 CUEDC2
XK Ay For R X [T]. & W0 34 20 3K, 2016,
23(11) :862-866.

ZEWR, G, I H, 4. CUEDC2 @53 | g-I] Brég b fe
PEAFLIE MCF-7 40 iR 2256 o [ 1]. DU B2 %, 2016,
24(11) :1681-1683.

FER, Mo, KA, % CUEDC2 @53 {& {b PI3K/Akt {5
5300 AR LM A M AR R [T ] BRAR R B 2, 2017,
25(2) :183-185.

Pan X, Zhou T, Tai YH, et al. Elevated expression of CUEDC2
protein confers endocrine resistance in breast cancer [ J]. Nat
Med,2011,17(6) :708-714.

Watt DG, Horgan PG, Mcmillan DC. Comment on " Prognostic
performance of inflammation-based prognostic indices in patients
with resectable colorectal liver metastases" [ J]. Med Oncol,
2015,32(5) :1-2.

Chen Y, Wang SX,Mu R, et al. Dysregulation of the miR-324-5p-
CUEDC2 axis leads to macrophage dysfunction and is associated
with colon cancer[ J]. Cell Rep, 2014,7(6) :1982-1993.
BIRAR, §1F 08, 4R 5t %, 4. CUEDC2 7E AR RZ TR e
SHEAR R P REKT]. BEREER(E¥R),
2017,57(2) :34-38.

B, 81 F e, AR 1A, 4F. CUE 25403 2 Rk 545 Hi
WS R I R R AR [ T]. M 7 % B 2 B 2 41, 2017,

[15]

[16]

[17]

(18]

[19]

[20]

[21]

[22]

(23]

[24]

[25]

[26]

[27]

(28]

[29]

[30]

38(5) :399401.

Sun L,Bai L,Lin G,et al. CUEDC2 down-regulation is associated
with tumor growth and poor prognosis in lung adenocarci-
noma[ J]. Oncotarget 2015, 6(24) :20685-20696.

Chen R, Cohen AL, Colman H. Targeted Therapeutics in Patients
With High-Grade Gliomas: Past, Present, and Future [ J]. Curr
Treat Options Oncol ,2016, 17(8) ;1-11.

Chen J, Mckay RM, Parada LF. Malignant Glioma: Lessons from
Genomics, Mouse Models, and Stem Cells [ J]. Cell, 2012,
149(1) :3647.

Yu H, Jove R. The STATSs of cancer--new molecular targets come
of age[ J]. Nat Rev Cancer,2004,4(2) :97-105.

Li F,Tang C,Jin D,et al. CUEDC2 suppresses glioma tumorige-
nicity by inhibiting the activation of STAT3 and NF-kB signaling
pathway[ J]. Int J Oncol ,2017,51(1) :115-127.

Pede V, Rombout A, Vermeire J, et al. Expression of ZAP70 in
chronic lymphocytic leukaemia activates NF-kB signalling[ J]. Br
J Haematol 2013, 163(5) :621-630.

Allen IC, Wilson JE, Schneider M, et al. NLRP12 suppresses
colon inflammation and tumorigenesis through the negative regula-
tion of noncanonical NF-kB signaling [ J]. Immunity, 2012,
36(5) :742-754.

Anand PK, Malireddi RK, Lukens JR, et al. NLRP6 Negatively
Regulates Innate Immunity and Host Defense Against Bacterial
Pathogens[ J]. Nature, 2012, 488(7411) :389-393.

Li HY,Liu H,Wang CH, et al. Deactivation of the kinase IKK by
CUEDC2 through recruitment of the phosphatase PP1[ J]. Nat
Immunol ,2008 ,9(5) :533-541.

Greten FR, Eckmann L, Greten TF , et al. IKKbeta links inflamma-
tion and tumorigenesis in a mouse model of colitis-associated
cancer[ J]. Cell ,2004, 118(3) ;:285-296.

Wang SW, Sun YM. The IL-6/JAK/STAT3 pathway: Potential
therapeutic strategies in treating colorectal cancer (Review) [J].
Int J Oncol 2014, 44(4) :1032-1040.

Niwa Y, Kanda H, Shikauchi Y, et al. Methylation silencing of
SOCS-3 promotes cell growth and migration by enhancing JAK/
STAT and FAK signalings in human hepatocellular carci-
noma[ J]. Oncogene, 2005 ,24 (42) :6406-6417.

Slattery ML, Lundgreen A ,Kadlubar SA et al. JAK/STAT/SOCS-
signaling pathway and colon and rectal cancer[ J]. Mol Carcinog,
2013,52(2) :155-166.

Emst M, Najdovska M, Grail D, et al. STAT3 and STAT1 mediate
IL-11-dependent and inflammation-associated gastric tumorigene-
sis in gpl30 receptor mutant mice [ J]. J Clin Invest, 2008,
118(5) :1727-1738.

Gao SP,Mark KG,Leslie K,et al. Mutations in the EGFR kinase
domain mediate STAT3 activation via IL-6 production in human
lung adenocarcinomas [ J]. J Clin Invest, 2007, 117 (12) .
3846-3856.

Al-Zaid-Siddiquee K, Turkson J. STAT3 as a target for inducing
apoptosis in solid and hematological tumors[ J]. Cell Res,2008,



- 3176 -

[31]

[32]

[33]

[34]

[35]

[36]

BE2EL5R 2018 4E 8 H 4 24 245 16 3 Medical Recapitulate, Aug. 2018, Vol. 24, No. 16

18(2) :254-267.

Garcia R, Bowman TL, Niu G, et al. Constitutive activation of
Stat3 by the Src and JAK tyrosine kinases participates in growth
regulation of human breast carcinoma cells[ J]. Oncogene,2001,
20(20) :2499-2513.

FBE . JAK2/STAT3 {553 % 75 B i & o5 AL k) o 1) 1 B
AG490 FHIwFoE[J]. IR EZS T4 ,2013,29(5) :681-682.
Zhang WN, Wang L, Wang Q,et al. CUEDC2 ( CUE Domain-con-
taining 2) and SOCS3 ( Suppressors of Cytokine Signaling 3)
Cooperate to Negatively Regulate Janus Kinase 1/Signal Trans-
ducers and Activators of Transcription 3 Signaling[ J]. J Biol
Chem,2012,287(1) :382-392.

Compan V, Pierredon S, Vanderpene B, et al. Monitoring mito-
chondrial pyruvate carrier activity in real time using a BRET-
based biosensor; Investigation of the Warburg effect [ J]. Mol
Cell ,2015,59(3) :491-501.

Lin L, Huang H, Liao W, et al. MACC1 supports human gastric
cancer growth under metabolic stress by enhancing the Warburg
effect[ J]. Oncogene 2015, 34(21) ;2700-2710.

Iansante V, Choy PM, Fung SW, et al. PARP14 promotes the
Warburg effect in hepatocellular carcinoma by inhibiting JNKI1-
dependent PKM2 phosphorylation and activation[ J]. Nat Com-

[37]

[38]

[39]

[40]

[41]

[42]

[43]

mun,2015,10(6) :7882-7897.
Ma X,Li C,Sun L,et al. Lin28/let-7 axis regulates aerobic gly-
colysis and cancer progression via PDK1[ J]. Nat Commun 2014,
10(5) :5212-5225.
Zhong X, Tian S, Xiang Z et al. CUE domain-containing protein 2
promotes the Warburg effect and tumorigenesis[ J]. EMBO Rep,
2017,18(5) :809-825.
Nigg EA. Mitotic kinases as regulators of cell division and its
checkpoints[ J]. Nat Rev Mol Cell Biol,2001,2(1) :21-32.
Sullivan M, Morgan DO. Finishing mitosis , one step at a time[ J].
Nat Rev Mol Cell Biol,2007,8(11) :894-903.
Musacchio A, Salmon E. The spindle-assembly checkpoint in
space and time [ J]. Nat Rev Mol Cell Biol, 2007, 8 (5):
379-393.
Gao YF,Li T,Chang Y, et al. Cdk1-phosphorylated CUEDC2 pro-
motes spindle checkpoint inactivation and chromosomal instabi-
lity[ J]. Nat Cell Biol 2011, 13(8) :924-933.
Zhang WN, Zhou J, Zhou T, et al. Phosphorylation-triggered
CUEDC2 degradation promotes UV-induced Gl arrest through
APC/C(Cdhl) regulation[ J]. Proc Natl Acad Sci U S A,2013,
110(27) ;:11017-11022.

WA 9:2018-03-20 &5 [E] F 11 :2018-06-23 4l : R #h



	51.pdf
	52.pdf
	53.pdf
	54.pdf
	55.pdf
	56.pdf

