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Expression of IncRNA PCGEMI1 in prostate cancer and its effects on
proliferation, apoptosis, invasion, migration and epithelial

mesenchymal transition of prostate cancer PC3 cells
FU Qiao ZHANG Wei YANG Jun HU Zhi ZHANG Zhichao SUN Wei
ZHANG Chaoyang XU Lv WANG Xiao CHU Hao ZHANG Jingyu
(Department of Urology, Wuhan Third Hospital, Wuhan, 430060, China)
Corresponding author: FU Qiao, E-mail: {rx20110526(@163. com
Abstract  Objective: To investigate the expression of IncRNA PCGEMI in prostate cancer tissues and the
effects of IncRNA PCGEMI1 on the proliferation, apoptosis, migration,invasion and epithelial mesenchymal tran-
sition (EMT) of prostate cancer PC3 cells. Methods: Thirty-five prostate cancer patients diagnosed in Wuhan
Third Hospital from January 2018 to December 2020 were selected to collect their cancerous tissues and adjacent
tissues. IncRNA PCGEMI expression was detected. IncRNA PCGEMI1 silenced cell line (siPCGEM1), IncRNA
PCGEMI1 overexpressed cell line (IncRNA PCGEM1) and negative control (NC) were constructed in vitro with
prostate cancer PC3 cells. Cell proliferation was detected by clonal formation assay. The expressions of prolifera-
ting protein Ki67 and PCNA were detected by western blotting. The apoptosis rate was detected by flow cytome-
try. The expressions of apoptotic proteins Bel-2 and Bax were detected by western blotting. Transwell assay was
AeW A KR T EEEEFHAFA B (No: WXISA05)
PR 2 E RS R (KX, 430060)
WBAZAE F ATHF . E-mial : frx20110526@163. com
SIRAS AT IR %45, 55, IncRNA PCGEMI £ T 81 i 9 41 20 v 118 2 35 K X A 7 i o8 PC3 20 B 38 4 L 0 o L 42
22 TR AL R I T AL 1 R R L . I PR s PR AP AL 2 35, 2023,38(11) : 856-861,866. DOT:10. 13201/5. issn.
1001-1420. 2023. 11. 010.
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used to detect cell invasion in each group. The expression of E-cadherin and Vimentin was detected by western
blot. Results: IncRNA PCGEMI1 expression level in cancer tissues of 35 patients was significantly higher than that
in paracancer tissues (P<C0.05). Compared with siPCGEMI1 group. the level of IncRNA PCGEMI, the relative
expression level of Ki67 protein, the relative expression level of PCNA protein, the cloning rate, the relative ex-
pression level of Bel-2 protein, the relative expression level of Vimentin protein and the number of invading cells
per unit area in IncRNA PCGEMI1 group and NC group were significantly increased (P <C0. 05). Compared with
siPCGEMI group, the relative expression level of E-cadherin protein and Bax protein in IncRNA PCGEMI1 group
and NC group were significantly decreased (P <C0. 05). Compared with IncRNA PCGEMI1 group, the IncRNA
PCGEMI level, the relative expression level of Ki67 protein, the relative expression level of PCNA protein, the
clone formation rate, the relative expression level of Bel-2 protein, the relative expression level of Vimentin pro-
tein and the number of invading cells per unit area were significantly decreased in NC group (P <C0. 05). Com-
pared with IncRNA PCGEMI1 group, the relative expression level of E-cadherin protein and Bax protein in NC
group were significantly increased (P<C0. 05). Conclusion: IncRNA PCGEMI1 expression levels in prostate cancer
tissues are abnormally elevated. Reducing the expression level can effectively inhibit the proliferation, invasion and

promote apoptosis of adenocarcinoma PC3 cells. The invasion ability of PC3 cells can be suppressed through the
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regulation of EMT process.

Key words IncRNA PCGEMI; PC3 cells; cell proliferation; cell apoptosis; epithelial mesenchymal transition

i 51 iR 955 (prostatic carcinoma,PCa) J&—Fl
U2 AF 55 1 0 I e 20 S 3 A A I, HE e
KA T 5 MR 28 A . WAL BUER YT )5 PCa
REER N AT B B AR T — B R R AR 45 5
R Ry e 7% TR U 3R B 1 T 51 B9 (metastatic
hormone resistant prostate cancer, mCRPC) , [f] B} £
PCa i85 A A 238 K ot i 928 200 i DA g i ok ot %
IR ZEHE A WG 25 bk 2 R 48 b, JF HOAT 3 )& B
B R A REGRFEWIETY . HATIRYT PCa
W7k BB F R AT T AN IR KR
W98 & B K 85 9F 4i % RNA (long non-coding
RNA, IncRNA) AT L3 2 2 Ff AL 1l 98 55 i 9o 1) ik
J& L3R4 IncRNAs B IESE T LR FEBUR/ERY .
IncRNA PCGEMI1 34 F Y a1k 2q32. 3 L, In-
cRNA PCGEMI A7 1 % i 8 % Ji& 19 4 1 72 0F
Z R A gUh 2 B Xue T HER
Z M, IncRNA PCGEM1 & —f ¥£ PCa 48 Jifs vp 4%
S E R AN IncRNA L AT 2 PCa 4 Jfd (%) 3 5 F1
T, b A B % 4k Cepithelial mesenchymal
transition, EMT) 43 il % 5 2 A {0, X4 41 ifg (] A 7%
FEAE I ORG % 8 FB 2% b B2 A G B 2 7 LV EAS
FhE H (E-Cadherin) F#3A T, AL EHRERE FX
F ek A, {45 (8] BT Ae AR 12 4 40 i OB 28 11 (Vimentin)
FeIk bR iR AN AR R L AR A5 3 A R U L T B T e
1R 28 M KRB o« i i 0 o ik A B 6 R AR 1 g
SRR S P R 1 KR I AR A R BB R BN
WANEMER R G, T I AR T PCa
BEWAL T H AL P, IncRNA PCGEM1 7K
- AR 3R PC3 4 M, 43 5 s I At s PCGEML
ER35, Kl PCGEMI XF C3 41 Ml 34 5 172 L 12
ROEH A EMT B2, LU 8 PCa & B9IGTT
P9 E PRI LA

1 #R5FE
1.1 HHZUbRA S = 240 il

PEHR 2018 4E 1 H 2020 4F 12 AfERMN 5 =
B BEfi 2110 PCa (B35 35 1], B IR 21 21 e g 55 4 21
(>2 em) ;PCa PC3 44 [ H FERE B 4 HE .
1.2 EEH 5

Lipofectamine 2000 Wy H Invitrogen 42\ & ;
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40302) 14 H IR A Y RHE A R /) s B R AL
F N EAERHE A BRA R 8 R A i 2545 A
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5000, TBS ¥ o L ALSEFF R L 5256 4 F A9 N 2
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10° /mL,. M A B Transwell /NEH, fE 37 C 4
PR EE 3% 24 b, BTG TR A 25 48 25 /N 5 D9 41 L 326 B
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K%M, 5 siPCGEML1 4 It %, IncRNA PC-
GEMI1 4 #1 NC 4 PCGEM1 /K i Z 5 (P <
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GEMI1 7K 3 & 3 R (P <<0. 05) . LI 2,
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P miR-590-3p/SOX11 il i75 & £ i Ji 20 it 14 5
T, BM2H 2 IncRNA PCGEMI (1) %3k 7K
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At R LA ST SR F PC3 1R R SE 5 4 L 44
AT IncRNA PCGEMI L Bk Al i 2 35 10 40 il &
A3 )RS I 4% 2H 40 B ) 8 A LR T AR B RE T



+ 860 - I R W PR Aok 23 ks %538 &

10° 10

Bax MR e smm 26 kDa 10° 10°

107 sl 10°
BCl-2 s S s 21 kDa e b

10’14

Propidium iodide

10"} 10’
GAPDH IS SN S 36 kDa . o TR,
10 1070 107 10° 10° 1O 100 107 10° 10°
SIPCGEMT LneRila  NC SiPCGEM1 LncRNA PCGEM1
® Annexin V-FITC @
1.5F 1.0F 25}
1)
x| — K 0.8 — 201 o
#1.0f 1)2 #w N
2 ﬁ)—) 2061 12) 5 157
= o) Y 1)2)
L W o 4L H 10k -
M o5t 1 o 04 = 1)
3 ) 5 — 2 ——
@ 0.2 5 5F
00— 00— 0—
SiPCGEM1 LncRNA NC SiPCGEM1 LncRNA NC SiPCGEM1 LncRNA NC
PCGEM1 PCGEM1 PCGEM1 ®

a: WB R T A SC B 1 23K 5 b: 3 =X 40 I ASOAS I 40 L 08 T KO s e AT M R E R EEE A AT R T2 %, 5 siPC-
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MR STHE S . ARWFIEE SR S B R AR S 56 IncRNA PCGEM1 AT LUAE #F PC3 41 g (14 34 7 .
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fE XA BE TS 3Z B A S B MR A R dE =0, A
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i A O T B 22 ) 02 A B A O T RIS
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PG HAE L] B 10 T A 26 F B Bel-2 Rk
FEHMRBE TR, 5 siPCGEML 4 i,
IncRNA PCGEMI £ #1 NC 41 *h Bax & F#H 4 %
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Bax & #F 8 T2 8 (1A X 22 35 7K F 8 3 T &, 1 e 0
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XA BE S Bel-2 FIGEE AL,
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A EEIE B 180, iR 4 225 S B E, H B A R 4R 28
fiE 7 458 . Dongre 552 T 5% 22 WA L b JR3 40 4R 28
AERGE ST A I 5 EMT i 72 % U141 56,
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BHRMKEHEA . 385 Y900 R R AT S
fit 7134 5% B E-cadherin 2 H ) 235 K F & B
Vimentin & H 2 T E-cadherin & H4M 5 —Fh &
T B VE T PR 40 EMT o 9 % . Vimentin 2
— P[] SO A R R A B R AR T, X R AR IR
2 TR MR LT YRR B 5 Fligsh E Y A
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iM% B AR S T AR AL R AT A
T EMT M K& A M X FREKFE LR, 5 siPC-
GEM1 4 It # , IncRNA PCGEMI1 4 #1 NC 41 E-
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