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Advances on the role of PTTGI in the pathogenesis of tumors
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Abstract; Pituitary tumor transforming gene 1 ( PTTGI ) is an oncogene which isolated from the pituitary gland.
PTTG1 was previously reported to bind and inhibit separase to affect sister chromatid separation and lead to
chromosome aneuploidy, activate the DNA damage response pathway to induce p53-dependent senescence,
and also transactivate some oncogenes and promote cell transformation and tumorigenesis in nude mice. It can
also promote tumor growth and invasion by affecting Wnt/B-catenin, epithelial-mesenchymal transition
(EMT) , and TGFB/SMAD3 pathways. This article provides ideas for the development of tumor therapeutic
drugs targeting PTTG1.
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STV B AL B S
1 PTTGI1 #ik

PTTG1 £ F43 5 N s 5 B C s D RE L, H:
C K% PXXP JEFF 25 T AT 4E 40 g A= K 1 2
(fibroblast growth factor 2, FGF-2) FIILE PN i 4 K
[A ¥ (vascular endothelial growth factor, VEGF) [ 2
WG, A A SR R i & A . PTTG %
PRAR K- FT BE A 20 i 5% (b D R R &L, PTTG1 7E
AL B BA oA M A% RS G (AR o) B
TFs A M S, 2SI D B S I 2 B (0 A
NERSE M7 22 fgeg 2 2B o A Ay P Sre i il R
TREWIE c-Myc AN FIEETT cyclinB1 F1410 A J& 4
HH M PE BB 1 (cyclin-dependent kinase 1,
CDK1) By2i%

A0 5T AR A BERR AL 1Y PTTG1 55 M i K ik
PRAAOG, B PTTG1 23R O A A O A T
A%, S ECAN AR AL AN I AL H ™ gk B A T 5 e
MARES . TEHFLS AN, PTTG1 5 45 #4 A
K, BRI PTTGL 2 5 B IR JE Uk S 1 ) 4% 45 4
(trans-Golgi network , TGN ) 5 Z1 Bt ik DA Sz 4% J&] X 45,
SAPNESS N B RSN - S U R
PRS2 ARG IR RN A2 400

2 PTTG1 EMEXFEHHIIER

PTTG1 FEAR Z % 40 i v i 38 B 8 &5 T 1B %
P2 L, 3 S 3R 5 MR BB A OG T i
PTTG1 #EMR rh it IR W IR I 5 H 2 5015 58
FEA BT IR B 259, TR SCEE PTG 7EJF
Jegs 9 R 8 AR S B A ST R T A
2.1 PTTGl1 EFELZRFHRIER

HF4H e (hepatocellular carcinoma, HCC) J& i
Tt AR E UL — s, 78 R s A 1 PTTGL
3R Y O A 5 R DL O WU B A O, HL T R
AL PRI AE A R DL B £ AL SR A #E HCC AR T,
4N, &b PTTGI 43 b 35 N i £F 4 b A1 O¢ & A
MMP9 MMP8 TIMP4 il ACTA2 )33k, Wil /b T £F
et AL PTTG LA i 8 7 R JL K DLKT
PRI P SR 40 B 1) 355 T R BRI £ 4 Ak, DA T 5% i
JESREDE SR A R B N AR G B IR R, PTTGL 3%
K37 TNF-o 55 il 2T B I BUE LA c-Mye kK

PRHE TNF-o MG 0 P90 40 i 36 5 . PTTGI 38 m]
Phid e b e 20 -] 58 J5i %% 4K ( epithelial-mesenchy-
mal transition , EMT){E&{EJ&H??HH@E@%*@SW o
I3 1 25k /b PTTG R 283k %6 T4l T4 1 %
HEREEHA—ERE X,
2.2 PTTGI1 7ERIFIIRE & % P RI1EH

PTTG1 TEHT A B th 1 = R ik 5 9 Feg UL 5
PRIZH RS  pS53 WU = 7K T IR P 3R 32 AR A G (]
J25 TMPRSS2: ERG filt 5 RETEK . PTTG1 52 H[F]
FEKAE AR g i RNA PTTG3P 845, & At i 45 1k
miR-146a-3p3H4 I PTTG1 ik, X2 PTTG1 1E i
3 Ji A v Rk B SRR 22— i A R A & R
RE e F KT 2O AH G, A 3R 2 AR PR
Casodex AbH A2 IE# Z 5200 U HT S R 958 LNCaP 41 g
JERF W PTTG1 2 H K- HIE MUK PTTGI 1 HE
{51 52 M 2 K LNCaP 4 (4 338 5 R KL
UL PTTG1 W] LA o7 4 84 2% 0 300 38 ot &z 2 LA
E R 20 L 14 Bl FE RS B RE T . 2 AE PTTGL i 3%
ISPYRTH B PC3 4 il vh & 35 SMAD3 B, PTTG1
XF 96 20 M 1 BE 52 2 Bk SMAD3 I il X 5% B
PTTG1 i@ i SMAD3 23k S 41 #F w1y 71 i 9 200 e
AR Bz PTTGI W i A i 2 o) 384, 3 5 41
il SMAD3 e A i7F i 1) it Ji 2E A, AR RELL SMAD3
5 PTTG1 RS I R 2%, WA R FIZE R TT
gzl
2.3 PTTG1 ERRELFHRIER

2 JB Y 2 e AL 14 D A L A g | R
IR R RS I B . PTTG1 1E 2 e B B9 ( glio-
blastoma multiforme ,GBM) & pFA B E T, H
#3552 ECT2/PSMDI14/E2F1 RhfE 54 /K SF B i,
JEH PTTG1 0] GE i 1 ¥4 7% TGF-B/PI3K-AKT-mTOR
[ PR DR ARE S g S 98 400 e i A5 AR K RS AR LA
K6 REARMa P T1 Al PTTGT 38 ] LI i AKT/
c-Myc/ cyelinD1 52 W J12 J50 983 200 Mo ) 391 , 4 2 i 3k
T2, 24 STAT3 UG I, PTTGL #3800 MM 5 1 1%
c-Mye 1 Bel-2 235, [RINHITH] Bax ik, T4 =5 40
JHL TG 7 400 ) 40 T, R AR R
I PTTGL Y 5% 535 %, DL & BH W7 TGF-B/PI3K-
AKT-mTOR {553 B BT eIl e L
2.4 PTTGl EEEMEEZRPRIER

PTTG1 525 e tAFfE — i 8K, B nl fd i
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i HE W A KRS . PTTGI J5 ) 1Y 5% i
I A AR AR S B R s R e, sk
&M M1 (FoxM1) B8 BL 35 45 B W 9 40 i p
PTTGI J5 8 F 1 -391 £ -385 bp X454, Wi
PTTG1 By ik HAZ#E HCT116 F1 SW620 45 1 1
AN A F1 1R 28, BBk PTTGI BEAK T i R ik
FoxM1 Y HCT116 4l 55851 {HJE PTTG1 X
fiem i 3] PI3K/AKT 15 5 i 3 & F5E40 98 N 71
PERT™ SR BERFSE 4 T8 M R AR VE 5 S 56 BT F G R
AL, AU MIREAS LA S B E AR AN ) A G 33k ) T 13 BH
PTTG1 7E45 H W Ji v S5 5 338 09 B IR DA B L & 4%
D REATISR AN, T ZEARWIRER .
2.5 PTTGl ERELRFHNIER

i3 S NS L AR AR e 2 — R R
AW BT EE )R R Z —, PTTGL 7 8 45 fifi iz 19
PERE R IEAE T, E RE A S AT RS 3 AE AN A
IR, T ELAT AR A T, 7% aarF SRS 5
(aarF domain containing kinase 5, ADCKS5) /& #iL7Y
P G ) B, 7 Tl 98 45 9 vh K 3% 35, ADCKS
A B 1o R AL 5 S PR SOXO Sl 345 g g ik IR
PTTGI &3k | DT 3 553 Jii 46 40 e 1) 12 %6 68 0 iR
ZERE 1, X J& PTTG1 78 il b s KB W i A 2
—3 PTTG1 Wy 223k 5 AR (lung adenocar-
cinoma, LAC) & # 09 Mg % % M1 ¢, IF H &A%
PTTG1 3k A] LIE TGF-B1/SMAD3 {5 54
SRIGINTH LAC 40 ML ry 3858 . X Ui PTTGL SR
Ji¥ TGF-B1/SMAD3 {55538 % ] fit & HF & LAC A3
B IETRTT R PV AE RO bR . BT XTIX — TS 7R S0 A, i
% PTTG1 5% 7 5, 55 48 5 (ionizing radiation, IR)
X A549 4 ufZZE6E J1 I EI/E A , Il T TCF-B1/
SMAD3 i385 IR 75 W PUIIE T 4 ff S i | iX
A B R LLC 107988 /0N B g 40 i 54 A% O 4E
KA

BRI LA Ak, PTTGL A 78 HE /s 48 Bl fiti %88 ( non-
small cell lung cancer, NSCLC) "' 3% miR-186 #l
miR-655-3p i 45 1M =5 K i5. 1E EGF &b BT m ik
PTTGI43 180/ 3 5T 4 J& £ 1 B2 18 i il NSCLC
YN T MR 28, BR T miR-186 4b, miR-655-3p
W e 0 A AR PTTGL 2635, W &M A549 A
PC14/b 4IRS SR8 . BT L, 7E M 1697
H A AT LA miRNA 38 i I PTTG1 ik sk

WS H R I TGF-B1/SMAD3 15 5 30 B 417 il i s A
K SR G IR 7 VE b I SR SR AR SRS A
2.6 PTTG1 FEHAPELRFHMIER

TEKS 40 i sgE i, PTTG 6 5 %% 5% 1 ZEBI1
HAE, G E-AS G Ok Ak R 40 - 8] 5 BT i
b, 5 2 48 JE RS I 40 g 1= 281 BR T R
EMT, % €N PTTG1 38 1] LI MMP-2 K425
e R S I R BN A
PTTG1 W Hefe i 11 B i 4R 4 i o 1= 28, O HL L3R
i%5% miRNA-186 Fl miR-655 3% i#: ) PTTG1
VAT g it AL SLC25A17 i ERH k{2
PR LR A0 M A & AT A B R R,
PTTG1 7] €3 i 4 #% CHEK2, OCIAD2 . UBE2L3
HZNF367 55k 52 nim Ji% Jbt g e 8 GO 5, £ 3 %
gk e 20k SRR N 1) PTTG & 44 BUE
YEH AT 530

YA A PTTGL o RE 52 i s () ik Je . 78
Z RYEE BT PTTG1 BEfEE B-catenin A% LL K
fifi GSK3B LR 1L, il i3 Wnt/B-catenin {55 1 %
SEUERE ARG A L X T RRAERE N, PTTGL AT L
WG MAPK {5 5 38 [ o 41 1 JIEL 729 983 40 i 384 5
BEAR, PTTG S RERE NF-kB {5538 1 35 7 1A 930
MR 5 1R 2ERE

SIMTH Z, PTTGL A 98 I, 75 K 2 ¥
HRE I B R A c¢-Myc , MMP2 | cyclinD1
SESLIN I IR, 52 N 240 AE R B R R R 4 )R AR 1
(1) & 1R R A2 E gl A= K R 28 SR PTG 7 Jif
S SR I IR P B miRNA 28BS RNA 258
R HE LR S i A S RIBE R, HETid
WA 58 2 WAS [R) Mg v 53 PTTGL &5 3R 3A 1Y A
A Jst Y, s W HAE I BLHI, 2 5 Wnt/B-catenin |
MAPK TGFB1/SMAD3 il PI3K/AKT 2513 i #% ok
PR HE e ) 8 J2 |, i DR AR ML an PTTGT & 4%
IIAE A ELAR S b ol 8 P B 7 0 . IR A0 B 5
FEHLHI T AR SR %

3 PTTG1 ZEMEETHHIER

EFXF PTTG1 Wy MR T £ 202 Bl %8 E PTTGL
(IR VAT Y , 38 3L B PTTG (13305 DA i 40 il A
Do bR S A AN 28 . BR R K M AR A TT A1, SR AR
PEMTT 225 a0 AR AT, SR A TT 25 R AR 5 7
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il PTTG1 Bk, =7 A AT LA £ R Ak (8] 46 61 1
75 23 i AR MDA-MB-231 L8 %% 41 il v PTTG1
mRNA FFE VE LM PTTGL %357 . SiRNA
T PTTG1 3k iR A=E R Ath VT iR 97 34 . 5 4
il MDA-MB-231 4 ifi fz %, MMP-2 Fil MMP-9 i 4
DI PTTG1 $EIE R 3k, 10 PTTGL B 57 ik
TR A LI 28, 3850 02 fifk = FAth 7T A 3 B 4 A =
e Y X WA T 2 24 4 S LR R 40 T
XF PTTG1 ZRik (#7571

MicroRNA A iy — F 557 U8 458 Kl 7 FE Jea VR ¥7 v
WAREEEM, WAEE T, miR-374c-5p fE s
AR PTTG1 263k il T EMT @420 #l HCC #E
2P, miR-MTCO3P38 b fig il it STAT3/PTTG1/
MYC KAl g R ), s gy £, T3R5
SEPE TR Y microRNA , 8 5L 8L [0] PTTGI b i s H AR
By SE 0] R kR XS AU 25 W
BT EA —E R L,

i FiR 5 B ASNE A £ X PTTGI ) RNAL A1
il 20 MG B AR 28, (ER R A T I 8T 5 Tk
H S TE IR A RN S A AL XA T O R BRI R,
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