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PTTG3P/miR-146a-3p/PTTG] & EEIE R 5 RIS
EBMPRIER"

FER.T K.A AL B, FHES
(FEREAKXFWESE = EEEEIA, £ K 401120)

(BE] BE WiTEKRBHEABLER 3(PTTG3P)/# RNA-146a-3p(miR-146a-3p) /& 4k 5 #: 4t &
(PTTG1) i@ % f£ 47 5] B2 & (PCa) & B AL P e94E A . ik qPCR &M PTTG3P £ 4% F R B4 PCa %
M LNCaP 5 &% #3440 PCa(CRPC) %48 it PC3,DU145, 4174 PCa A2 5 CRPC AR Al #9 R ik 2 %, MEd &

K PTTG3P #4& & PTTGl FHE AR (ShPTTG1) . 4% 4 LNCaP % e, ¥ 20 i 5 % LNCaP 4L (3F ) \LNCaP/
PTTG3P 28 (# # it & ik PTTG3P #4K) . LNCaP/PTTG3P/shPTTG #1 (# # it %k ix PTTG3P # 4k +shPT-
TG) ,qPCR # il 2m it 3%, 28 22 PTTG3P mRNA , miR-146a-3p % & & K F ;4K 9 tm fo 75 7& 55 B 4o ) &2 LLNCaP
R A KRS RS R T B &40 LNCaP @0 #2 5% /% & 7 ; Western blot #2 ) &40 LNCaP @ # PTTG1 &
G & A KT AR PTTG3P/PTTG] # % £ miR-146a-3p mimic %8 e & + ¢9 48 A, A1 1 miR-146a-3p mimic
% LLNCaP % 2 # % miR-146a-3p mimic 28 J&, £ s 3k &l L & % PTTG3P i & ik i, # & miR-146a-3p
mimic+PTTG3P @, %% X8Ik E £ %I 4E PTTG3P . mir-146a-3p 5 PTTGl M# £ 2, &R MK T
M F AR PCa 20 i LNCaP 424778 PCa 2822 ,PTTG3P mRNA £ CRPC @2 PC3.DU145 A= 20 4% ¥ & ik
KFEFHP<0.05), £EHEMH T, LNCaP/PTTG3P A8 48 it 5 7% & & 5 E st /1394 LNCaP 4 5
(P<C0.05); M LNCaP/PTTG3P/shPTTG #2142 LNCaP/PTTG3P 4 % I 7+ 7& 5 B 6 BT s bk /1 39 B 1K
(P<C0.05) ;miR-146a-3p £ CRPC ¥ & A4k T #7174 PCa 2% (P<C0.05), it %k ik miR-146a-3p T 474 LNCaP
i PTTG1 & ik, it &k PTTG3P T i 453X — 46 A (P <C0. 05), _;.1@ i &k PTTG3P Tid it miR-146a-
3p/PTTGI i@ 342 # PCa w) CRPC 3t &, AU T 4 2 PTTG3P i it 5% 4 M 45 4 miR-146a-3p, £ PTTGI
FEKTFREA,

[REBIR] EHhBELEARE 3;miR-146a-3p; EHRMN B IR BT 18 Z R B AT 7 B2 & Bk a7
) I
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Role of the PTTG3P/miR-146a-3p/PTTG1 pathway in castration-

resistant progression of prostate cancer’
HUANG Shengquan ,JIA Min ,ZHOU Chun ZHI Yi LI Weibing”
(Department of Urology sthe Third Affiliated Hospital of Chongqing Medical
University sChongqing 401120,China)

[Abstract] Objective To investigate the role of the pituitary tumor-transforming gene 3 (PTTG3P)/
microRNA-146a-3p (miR-146a-3p)/pituitary tumor-transforming gene 1 (PTTG1) pathway in the castration-
resistant transformation of prostate cancer (PCa). Methods Real-time quantitative PCR (qPCR) was used to
detect the differences in PTTG3P mRNA expression between androgen-dependent PCa cells LNCaP and cas-
tration-resistant PCa (CRPC) cells PC3 and DU145, as well as between primary PCa tissues and CRPC tis-
sues. PTTG3P overexpression vectors and PTTG] interference vectors (shPTTG1) were constructed and
transfected into LNCaP cells. The cells were divided into the LNCaP group (control) , LNCaP/PTTG3P group
(transfected with PTTG3P overexpression vector),and LNCaP/PTTG3P/shPTTG group (transfected with

BB . FHIXH HARRFEEEEHE FI A (este2021jeyj-msxmX0117 , CSTB2022NSCQ-MSX0962) 5 T K i iy o X 3 Ailt BF 5% 5 1 1 448 &%
F(20210126), © i@{EE# ,E-mail:650191@hospital. cqmu. edu. cn,
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PTTG3P overexpression vector and shPTTG). Under castrated conditions, qPCR was used to detect the ex-
pression levels of PTTG3P mRNA and miR-146a-3p in each group of LNCaP cells. Cell viability assays in
vitro were conducted to assess the growth status of each group of LNCaP cells,colony formation assays were
performed to evaluate the tumorigenic ability of each group of LNCaP cells,and Western blotting was used to
detect PTTGI protein expression levels in each group of LNCaP cells. To investigate the role of miR-146a-3p
in the PTTG3P/PTTG1 pathway, LNCaP cells were transfected with a miR-146a-3p mimic to establish a miR-
146a-3p mimic cell line,and then transfected with the PTTG3P overexpression plasmid to create a miR-146a-
3p mimic + PTTGS3P cell line. A luciferase reporter assay was conducted to verify the relationship between
miR-146a-3p and PTTG]1. Results
PCa tissues, PTTG3P mRNA expression was higher in CRPC cells PC3,DU145,and tissues (P <C0. 05). Un-
der castration conditions, the cell viability and colony formation ability of the LNCaP/PTTG3P group were
higher than those of the LNCaP group (P <C0. 05) ;cell viability and colony formation ability in the LNCaP/
PTTG3P/shPTTG group were lower than those in the LNCaP/PTTG3P group (P <C0. 05) ;miR-146a-3p ex-
pression was lower in CRPC than in treatment-naive PCa tissues (P<C0. 05). Overexpression of miR-146a-3p
inhibited PTTG]1 expression in LNCaP cells,and overexpression of PTTG3P reversed this effect (P<C0. 05).
Overexpression of PTTG3P promotes the progression of PCa to CRPC through the miR-146a-3p/

Compared with androgen-dependent PCa cells LNCaP and treatment-naive

Conclusion

PTTGI1 pathway. The mechanism may involve PTTG3P competitively binding to miR-146a-3p,thereby upreg-

ulating PTTGI1 expression.

[Key words] PTTG3P;miR-146a-3p;pituitary tumor-transforming gene 1;androgen-dependent prostate

cancer;castration-resistant prostate cancer

B 5 IR 958 (prostatic cancer, PCa) J& 4 3k 5 4 56
TR UL IR o i RE A G AE T R 2
— L 2 3 25 97 ¥ (androgen deprivation thera-
py» ADD) I FiRI7 I PCa B4R N A 70 Z4F,
S F ARG 22 F30 97 18 22508 3 T 2 i ) b
T R R PR EAT I R LT I A7 8 d & 23 ik
J& Z2 B B B, B 25 SRR BT PR HT 91 MR 9 (castration-re-
sistant prostate cancer, CRPC) BBt , CRPC HJllfi &
TR T i 5 R PR A TR AT A K e B A G
B,

HEr2 M, ADT Tt 25 ¥ 59 7= 4= 9 2 2 FhpL il . 42
H5 : MEW & 32 /K (androgen receptor, AR) JE K #i 4 i@
BB 55 % WO . e AR AL L POU T 26 ) I8 HE 2
(POU class 3 homeobox 2, BRN2) 4 § i ##1 & 4 43
W PCa e 43 AL ] ARMER R IKE T AR {55 F 30 - 1l
5| i 95 T 40 M ( prostate cancer stem cells, PCSCs) i
PEHIT . BRI, CRPC A A% .0 23 F WL AT A Bk 5 4 1
M. O 4ok, K 85 9E 4 B9 RNA (long non-coding
RNA, IncRNA) & 3L AT 45 PCa #9387 112 Wi A o
Py Fe CRPC () G 5 ] 71 {1 HAE CRPC 3k
i EL AR AE R L N B, G, #8578 IncRNASs
1E CRPC H Y H) BEH S IT 4 37 BIA 97 R mt 2 43k 10
WA

TR AL R & K 3 (pituitary tumor-transfor-

ming 3 pseudogene, PTTG3P) J& 3 4 98 55 {1k FE K] (pi-
tuitary tumor-transforming, PTTG) &% il it Z —,
5 PTTG1 J PTTG2 A A w B [W I 1%, th CHEN
LEUHF 2000 A RS E . DA MR R LPTTGL f
PTTG2 1 Z Fh b 98 vh % 45 4 98 £ 3, 0 PT-
TG3P 45 9 2% Ty 66 & 01 9N O 2“0 o) i (R 3
PR SRR S & B, PTTGSP 78 8 i % il
Tob A1 P 24 i 3 A RN A 28 R AN BT B A Sy T A
FH5 L ZE M 40 9 Chepatocellular carcinoma, HCC)
e, R KK 5 R K/ CTNM 40 30 % o AR A7 R
B A G, it 2235 PTTG3P 1] 14 3 Jifr 583 40 i 14 44 41
WABH TE RS RE Ty B MR Y SR RS T AR AR, PT-
TG3P 7E PCa HBYAMEFH AR WA IE . AR E IR AR
SRR PTTG3P £ CRPC #t & i () Uy BE ., If itk — 2
i AT Ho 3l o W ¥ PTTGL 20 PCa 25 # iK1 % L 1
S TR
1 #MRE5RZE
1.1 HH S5 A

R B AR Bt WA PR AP RFBE A Y 10 4937 i CRPC £ 41
K10 Bl % P01 i PCa HEURA ARFFE N 4. T A
PRAARAE T — 196 °C B IR W AU R 5% L )5 22 50 96 4l
o NSRRI E PCa 418 LNCaP 5 CRPC 4
PC3.DU145 W [ 5% [ i 7Y 1% 35 ) £ 5 H 0 ; TRIzol
] . Lipofectamine2000 i ] £ W T 32 [ Invitrogen
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2\ Al 5 PrimeScriptRT i #] & Al SYBR Green real
time PCR Xl & W H H A& TaKaRa A A ; PTTG3P
dRBFRIE A EEE SR A ARERAF. PT-
TG1(1 3 000),B-actin(1 = 3 000)—Hi {3 Ab-
cam 2~ 1) 3 Apollo Yy . Giemsa Yy W FH 7 M i1 856 17
AR A B A 5 3 O 3R Tl I A I R & A
e F W) H 32 H Thermo Fisher Scientific 2 #] .,
1.0.2.5.5. 0 pmol/L [ K& i H 3% E Sigma-
Aldrich Corporation 23 ], A< B 5% € 38 & & K = #}
KA A 22 5 S HEE (R LS . 2020, 04, 0D,
1.2 7%
1.2.1 @mpiissu

JHR 5T PTTG3P £ CRPC i J& v i 1 H . 75
53 3 5 A 18 B IR Y H A PTTG3P i ik 19 LN-
CaP FRE S Y L & , i 44 ) LNCaP/PTTG3P 45
3% LNCaP/PTTG3P 4141t JH# 17] PTTG () H 4k
shRNA #F 17 4b B, fiy 4 & LNCaP/PTTG3P/shPT-
TG1 4., LIACA LNCaP 40l 2 % 8 (LNCaP 41) .
1.2.2 qPCR

i TRIzol iR 7] (32 [H Invitrogen 2 ) # HL4H
a0 i 5 RNA, PrimeScriptRT iXF| & & M 5#6
B cDNA, PCR L 51 %) /7 50 F , PTTG3P: iE [7]
5-AAA CGA AGA ACC AGG CAT CCT T-3', i If]
5'-GGG AGC ATC GAA TGT TTT GCC-3'; GAP-
DH:iE[1 5'-CGC TGA GTA CGT CGT GGA GTC-
3", 5'-GCT GAT GAT CTT GAG GCT GTT
GTC-3';miR-146a-3p 1E11] 5'-TGG AGA AGC AGG
GCA CGT G-3', 11 5'-GTG CAG GGT CCG AGG
T-3';U6: iF 11 5'-CTC GCC TTC GGC AGC ACA-
3" 0 5'-AAC GCT TCA CGA ATT TGC GT-3',
* M SYBR Green real time PCR if 5| F StepOne-
Plus qPCR {X (& [E Thermo Fisher Scientific 2 &)
BEATY G, N FEFE 95 C HAEYE 1 min; 95 “CAR P
15 5,60 “CiB k 15 5,72 “CHEM 45 s, 3L 40 NE IR,
B IO AR B XS B8, PTTG3P L GAPDH N5 4
Bl miR-164-3p LA U6 Ky NS5 Fn i fk B B9 56 H %
B,
1.2.3 RO fiE =%

WAL LL 1107 /FLAY %% BE b T 12 fLAR , 1
10 % a4 LT B9 RPMI-1640 R 5558 M 9% 24 h
Jo o 4 B BE VR B LR B e (1. 0.2, 5.5, 0 pmol/L)
MY IGFR AL IR, 48 h S5 BEEEIE 1k AU A
1.2.4 AEHRER

4 A DL A5 5% B2 (1 000/ L) H2 70 T 6 L AR, 43 il
% 5.0 pmol/L HRE i 58 e85 3R al & 10 %
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FMEMCR LT (35 [ Gibeo 23 7)) 1 85 97 5 i 45 15 5%
14 dCRE 7 REW 1 0O . FLIETHE  PBS BEE 40,
0.5 N4 M4 Z R BB WY 4 30 min, i1
50 /™ 4 L i Se R A
1.2.5 &% 9 %% ¥ & (Western blot)

6T FH 5 28 P R R0 B RIPA 2% fife 0 24 1 40
A5 i 2R R i 8 1 e R O TR - SR TN O T e 8 e
i, YK (sodium dodecyl sulfate-polyacrylamide gel elec-
trophoresis, SDS-PAGE) 43 55 J5 % EN & 58 {90 £ M5 i
(% E Merck Millipore A ), JERH 28 5% g ¥
B4 % 0.1% Tween-20 ) PBST % fift) == i £ 14
2 hJ5.4 CHE —H (PTTGL Bactin) iF K. BEE T
37 CHAM S AW MARICH P E 1 h, RH
Image Quant LAS-4000 4 ¥ i 4% & 4¢ (B 38 FH
YT HERD WM S K (E L LA B-actin iy
AE
1.2.6 RAEFEHREFEH

F B AR PTTGL 3'-UTR 45 24k (pISO-PT-
TG1) 8% 28 48 BUIR 45 Bk (pISO-mutPTTGL) 51 ¥
P 2% W % IR FOBL (pRL-TK) 4L Jv & 96 L 4 4
LNCaP 4 ffd , [7] B i A miR-146a-3p mimics &% B ¥
XN T B AE R A BRAFD . 924 h )5,
i W% S E B R 45 (35 [E Thermo Fisher Sci-
entific 23 /) M 5E % K L /¥ 90 R IS Pk L AE
1.3 %itsam

K SPSS13. 0 B4 Ab BEE 4 L THE ORI LA = £ 5
Fon ) LGB R B R 3R 5 22 43 BT B Student s ¢
Ko, L P<<0. 05 HERA G2 XL,
2 % R
2.1 PTTG3P mRNA % ik K -F £ CPRC %56 % 4
wrI g

5 LNCaP 40§l l %, PC3 #1 DU145 4 PT-
TG3P mNRA K ik K & (P <<0. 05), WA 1A,
HE—2 R 10 1] CRPC & K 10 #il#]iH PCa &
M AR A, LB 5 WG PCa 24U L3, CRPC 4
A PTTG3P mRNA £ B KW E T & (P <
0.05),& 1B,
2.2 i & PTTG3P 3 3% LNCaP 48 i 5 48 & )
A0 AR

qPCR 45 % % 8] LNCaP/PTTG3P %0 PTTG3P
mRNA £ kK& T LNCaP 4, iESE PTTG3P mR-
NA TERE 7 Je i i rh sl i 3k, WK 2A, IRAMF
TG LI R R, B G b~ & e vk BE T, T 2H 20
P15 2 35 3 W B A B &V 2 T R & e 19 LNCaP/
PTTG3P 4 40 L #7156 ¥ 5 T LNCaP 40, WL I# 2B,
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TR SR 25 R R L AE 5.0 pmol /L LR E e B E LT LNCaP 41, IWIKE 2C~F,
o M AL PR L LNCaP/PTTG3P 41 40 g 7 [

2.0+
X 1.54 3
i #®
= =<
£ 1.04 Z
E x
£ 0.54 E
0
A LNCaP PC3 DU145 B #¥138PCa CRPC

A:qPCR £l PTTG3P mRNA k7K F7E LNCaP . PC3.DU145 4l g H 19 6% ; B: gPCR 4l PTTG3P mRNA 7E#]i5 PCa 2141 Hil CRPC 4
AUy FRIR K #E . P<<0. 05,
1 PTTG3P mRNA 7 CRPC #13E CRPC 4Bl K 42 R rh i R 3A 7K FEEL 8

a

-o- LNCaPZH
150+
-A- LNCaP/PTTG3P4H
B+
2 ~
p £ 100+
2
3 §
3
5
C LJ L) L] LJ L
LNCaP%R LNCaP/PTTG3PZH 0 1.0 2.5 5.0
A B bE®EE (umol/L)

150 4

-

o

o
1

SERETHE ()
3

LNCaP£H LNCaP/PTTG3PH

LNCaP£H LNCaP/PTTG3PZH

o

c EER &Rz

150 =

-

o

o
M

SERETHE ()
3

Wi

LNCaPZH LNCaP/PTTG3PZH

E S ESiib F o LNCaP£H LNCaP/PTTG3P4H
A:qPCR $3iiF LNCaP/PTTG3P fe i # Y 4 iyt PTTG3P mRNA Ji Dy it 35 B B BE Ve BE 1L 6 ik 4b 38 LNCaP 20 0 J5 19 44 51 48 g 47 1% 52
B 58t AT s C~F o bt 8 e ol 25 A 380 3% 1 97 b 38 LNCaP 40 M0 A 20 1 52 B 1 92 36 % A Bk 43 # 5 ¢ - P<C0. 05, 5 LNCaP 41 lh#K .
B2 PTTG3P@RZFS LNCaP KM EMEZHET

2.3 PTTG3Pi#i PTTGL AR #i A H AL PCatm  PTTG3P/shPTTGL 4 PTTGL & [k K F# LN-
B A ) A AR CaP/PTTG3P 4 k&AL, WK 3A.B. £ LNCaP/PT-

Western blot £ & @ /5. LNCaP/PTTG3P 41 TG3P 4 b5 Y shPTTGI J7,PTTG1 & A £ kK
PTTGI & H £ ik K P8 LNCaP 4 J+ &, LNCaP/ P2zl , WK 3C. D, HIMER L5645 1 8w, A



2548

1.0.2.5.5. 0 pmol/L kK& M, LNCaP/PTTG3P/
shPTTG 40 i 77 15 4 LNCaP/PTTG3P 41 W] &
TREC(P<0.05) ¥k & 2z LNCaP 41 /97K, W&
SE, UL Tt PTTGL kWi T PTTG3P 4104
JLAF TG T B 3, SRR T LS B 45 R R WL LN-
CaP/PTTG3P 4140 i 7 B 548 LNCaP 41 F 5 LN-
CaP/PTTG3P/shPTTG 41 40 Ml ¢ B 50 38 LNCaP/
PTTG3P ZH A% (P <<0. 05), W&l 3F~T1, ¥ B T4k
PTTG1 ik % T PTTG3P A5 4 52 & 6 i S
Z

2.4 PTTG3P i#iL B H miR-146a-3p f# 1k 3 2+ PT-

FTHREF2025F 11 A% 54 55 114

TG1 & F7 4]

CRPC 414 % PC3.DU145 40 i ' miR-146a-3p
ARk K3 5 W1 BAR T 403G PCa 4141 Je LNCaP 4f
M, UK 4A B, Western blot 45 % 7~ . i3 35 miR-
146a-3p A #I4] LNCaP 41 g b PTTG1 8 M1 %k,
1M PTTG3P i R80T 33 i 3, WK 4C. D, 2t
FMEIR 45 92 8 R, miR-146a-3p Al 45 5 Pk 10 ) &
PTTGI B/ B 3'-UTR 7 5 2k 1 i 2¢ 6 & i 15 v
CRF&25 60%) . 1 PTTG3P 3 1k nl 3 439k & H: 1%
P AR R 3'-UTR 45 #8044 58 0% 2 B IG M K 32 5%
M, WL 4EF,

® B0
f?) -e- LNCaPZH
PTTGT - fraly 150~ B LNCaP/PTTG3PLA
ﬁ -57- LNCaP/PTTG3P/shPTTG14H
-actm“ 0. 51
o S
= ~ 100+
a 0 M-
A B i
® i
H’ . g 50+
K
5 :
p— L} L} L) L}
o E tbF&BE (umol/L)
= 0.
a
c
a b
150 | T
£ 100+ 7
#® -
:": '’
% 50
—_
@ |
. HEam 6 @ o
a b
100 |
. 804 -1
<
& 604 Cemme
iﬂ; S
Im] R
= s | |
@ e
H KR ME I ® @ ®

A.B:Western blot IE52 i3 F % PTTG3P Bl B ¥ LNCaP 40 F PTTG1 #4335 K ¥ ; C.D: Western blot IE5Z shPTTG1 A A 2 #i ik LN-
CaP/PTTG3P 4t PTTG 4 13835 s E K JM 41 Ml 47 76 55 30 UE 55 T 48 PTTG1 %35 )5, LNCaP/PTTG3P/shPTTG1 41 41 i %) ke & iz (1. 0,
2.5.5. 0 pmol/L) I BUBMEMK & EH2E LNCaP 4K s F~T: 5o I B35 -5 pemol /L L% 8 e Bl 26 2 22 1 3 i LNCaP/PTTG3P/shPTTG1 4
A it 1Y 52 B TR AR 7 B IR T LNCaP/PTTG3P 4, 1k & & LNCaP 417K F; @ : LNCaP 41; @ : LNCaP/PTTG3P 4l; @ : LNCaP/PTTG3P/shPT-

TGL 4 ;*°

.P<C0.05.%5 LNCaP 41 % ;" P<<0. 05,5 LNCaP/PTTG3P/shPTTG1 4t #% .

3 AR PTTGI #% PTTG3P Hr SRR EF SR



FTHREF 20255 11 A% 54 5% 114

1.5+

miR—146a—3pFRiAK I

® @ ®
-

PTTG1

B-actin S S  a—

c
a
" |
et
i
Hhic —
K
® @ ®
E (BF4E#I37 -UTR)

2549

miR—146a—3pFRiEK
I - - N
o o o o

o
L

@

PTTG1E BFRIAEKT
2

o

®

(3REERI3’ -UTR)

A.B:qPCR it 78 miR-146a-3p Fik/KF-7E CRPC 4141 & PC3.DU145 4 fifd 43 5 9) 36 PCa 4148 & LNCaP 4l id 7+ ; C.D: Western blot fi}
/R i 3K miR-146a-3p W Il LNCaP 4 Jfisf PTTG1 2K [ 35K, i PTTG3P i 26 3K 0l 338 55 1% 8% 0 s EF « 96 /6 2 W4 25 5286 7w 3645 L miR-
146a-3p mimic 5 ¥4 B PTTG1 3'-UTR 45 2R 0k ol W & 310 16 2 6 W 1% 1 CF R 29 60 %) , PTTG3P a3 3k uf #8439k &2 3% 1k L it 58 48 8 3'-UTR
45 B 1956 BT P AR 2 miR-146a-3p 8% PTTG3P # 1 ; ©: LNCaP; @ : miR-146a-3p mimics; @: miR-146a-3p mimics + PTTG3P;*: P <

0.05,

B 4 PTTG3P @it E&H LA miR-146a-3p W% PTTGL Rik

3 it it

PTTG3P /£ HEE IncRNAs, 7 2 g i i v
MIVE B 3R Z UESE  (H L AE PCa i D RE AL ] i AN
BB . AT R B . A AR T HE B R AR M PCa 4l R
LNCaP K#]i5 PCa 4141, CRPC 4y & PC3.DU145
J2 CRPC #H 41 vh PTTG3P £ ik K ¥ ;o ik
PTTG3P A] B i 3438 LNCaP 4 il 75 M 2 #1255 T 1Y
FENG R LR E B BE J1 . ML 2 48 /R . PTTG3P 1
9 miRNA“ W [F i 4587, 55 4 PE 45 5 miR-146a-3p, il
il miR-146a-3p 1 PTTG1 My 454 . k1 Fi# PTTG1
FiRKF, N IR s CRPC #E )@, X ebsb LRI PT-
TG3P it 845 PTTGL {2 i PCa 4l i it 33 28 # 2FHE
Prak i, B o Honl B B CRPC 3 K36 97 /Y ¥ 78
5

CRPC 1E2h PCa I697 W S B 591 , ) B H: 2B L
IESCEE, HAT ERWAA IR AR P06 e %52
B2 BT AR RIF ST & B0 AR 1 40 M K% b B ) R 5%
1. Cepitheial-mesenchymal transitions, EMT) J & 4%
HEAEA, AT T AE LB AE RN 1L-6/15 5
e 5 556 S BT% I 7 3 (signal transducer and activa-

tor of transcription 3,STAT3) ¥ F Uil E AN, PT-
TG1 il i EMT K358 PCSCs 5 42 i i %
FH AP SON Y (B BT 11-6/STATS il 4 PT-
TG EESCRA R, #2778 CRPC W PTTG1 £k Al
it 32 H Al 38 % VA 45

PTTG3P T 2000 48 W e il , & A T 8q13. 1
et ik, 5 A 3 0K I %% Ak 2 ] Chuman pituitary
tumor-transforming gene, hPTTG) % [H & & [F] JHH
TE RIS I AEN A% S8 W 5 A 3 T e Ak W o
itig » H T A 5T & 30 H 0T AR R 8 AU 45 1 IncRNAs
Z 5w R, fEHE . PTTGSP &Kk
5B E AR K WUR B B AR Y B T PTTGSP A Y
551 R 43 3 52 10 AH 56, FL ok 3% 58 38 WA a0 i R OB i 5
RN ARBF ST 45 R E WL, CRPC 1 PTTG3P % ik
KB B T, HOHGE 3Rk T i B 1 i R AR PE PCa
21 i 7= A R R 2 RPN, $E R PTTG3P H
HAEHE PCa Wbk R TIRE .

o R B AT R AR KRS 5
YRR HERR . 1. PTENPL 38 1f f2 2 45 10 5 4L {k
[R] PR 2% M 1 1R -5k 7 &5 M 2% [l (phosphatase and
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tensin homolog deleted on chromosome Ten,PTEN)
mRNA 1§ iR S A= I 00 i e e 32 1) 2 {3 I
(tumor suppressor candidate 2 pseudogene, TUSC2P)
30 3= b A B 4 4 E L PR 2 (tumor suppressor can-
didate 2, TUSC2) il il £ 5 i ot Je " o 7 P o
PTTG3P nl i id FiHEATEN PTTGL {2 oF 40 i 1y
BEMEIE T IRE S EMTYY . KPS & 8. PTTG3P
1 AT IR 1k LNCaP 400 PTTG1 kK. ifii
MU PTTGL ik, il i % PTTG3P /i 3 i M R
FIZFHEPLRLN L IESE PTTGSP i PTTGL MKk AL
il & HEE

miR-146a-3p GE L T 5 5 Y 14 ) 76 R £ Jii 4iE
LA Dy BBV AR TR R R ¥R 1) Piwil Bf
RNA 4 5 1 2 H UL B 2 (Piwi like RNA-mediated
gene silencing 2, PIWIL2) # i i 98 4= K15 7 PCa
Hh A ] 8 T 8 SO -1 Capoptotic protease-ac-
tivating factor-1, Apaf-1) 3l g 37F 0 5 78 i e o
HE R A PTTGL S 2% e ot Je . A58 % 8L
5%k PCa 441 LNCaP 41l Jif le %2, CRPC 41 41 )t
PC3.DU145 4ii il ' miR-146a-3p 33k /K F B & f&
ik, HH AT R S0 PTTGL Bk, i PTTG3P
b IR W] R N, i — AL BE S R B, PT-
TG3P fE W IR I 55 4 RNA (competing endogenous
RNAs,ceRNA)i# 1 W fff miR-146a-3p ffFR X} PT-
TG1 mRNA B HE iz R RS 7 E o
Ht NOP2/Sun RNA HI 3 55 B i 22 % il 0t K e X
RNAI1 (NOP2/Sun RNA methyltransferase family
member K antisense 1, NIFK-AS1)/miRA-146a-3p/
Notch [A¥# 1 1(Notch homolog 1. Notchl) il j&"*
e AR /IS 4 j il g vh /A% 47 RNA f5 £ 56K 16 (small
nucleolar RNA host gene 16, SNHG16)/miR-146a-
3p 3 [ R 45 0 4450 ELA AR R

ZE LBk, A5 & B IncRNA PTTG3P i it
ceRNA #L| M B miR-146a-3p, fif kR HXF PTTGL By
SR R A S AR i PCa 20 Mo I M % 3R 3R FE P &
i, PTTG3P/miR-146a-3p/PTTG1 i ¥ #Y & Bl K
CRPC iR r 24t 17opr il ai .
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