o E R AE R T 2455 hitp://www.biother.org

Chin J Cancer Biother, Jan. 2021, Vol. 28, No. 1 <17 -
. ‘A}‘x .
DOI1:10.3872/j.issn.1007-385x.2021.01.003 7&/5&‘ “ﬂ‘ 7U

IncRNA GTSE1-AS1 7ZERIZI AR FE2A 2R A Y 3R 1A KR E X LNCaP ZHfa &8
5{RZEHE N

BghE B MM, LA REGRN KFER A& MBS EE SLRINE, T &M 471000)

[ ZE] a4 % iHK5E 3449 RNA (long non-coding RNA , IncRNA)GTSE1-AS 1 7£ i 1) I8 41 23 7 (1) 22 3k J2 H 20 LNCaP
AR AR ZEHINLE] . 2 d&: AR 2017 46 11 H F5 2018 4 12 H AR 24 B g % P rv 0o 5 Bt i JR 20 HF- AU Bk ) 68 91 1 371 iR
Tt BB I AL 55 L ZRbR AR, LK 1 91 R 4 i 2 LNICaP . PC-3 . C4-2B . 22Rv 1 . DU-145 Fl IE 5 1 51| By L 5% 40 i RWPE-1, [
qPCR VRIS 4L 24 )% ZH M 2 7 GTSE1-AS1 %K F. ¥ GTSE1-ASI 3T 3¢ 1K J5URL (S8 28 ) 55 9 P4 o) HE o b o JE 40D s e 2
LNCaP 40/, I MTT 325 . Transwell /)5 % 5 73 5K i 75 GTSE1-AS1 XF LNCaP 4 g 18 5 112 22 8 /1820 . 3@ A== B2
J5 B TR AN S e F AR 5 FE P SE I 961 GTSEL-AS1 5 miR-324-3p F HE/WD 2 0K (1 7(FBXW7) =& ¥L[A 5% & , ] qPCR %
FATWB A i 235 GTSE1-AS1 %t FifsE K K B AFRIEMIFM .. 4 & GTSE1-AS1 £ 5 5 i 40 2 b Rk /K F B 23K T
FHZR(P<0.01), GTSE1-AS1 7E B 51| Iy 40 i & v (1 308 2 2K T RWPE-1 41 2 (P<0.05 5 P<0.01) . 1K1 GTSE1-AS1 7] &
2 30 LNCaP 41§ (1 36 58 A1 12 2% B J1 (P<0.05 BY P<0.01) o U3 )t 3K ] 75 3 K SLG I 52 GTSE1-AS1 H M54 miR-324-3p,
miR-324-3p HAME A FBXW7. i K 1% GTSE1-AS1 A i 3 FE Ik LNCaP 41 il ' miR-324-3p (1) 1% /K F (P<0.01) , {2 3 FBXW7
mRNA FIUE [ () FIE (3 P<0.01). £ & GTSE1-AS 7E R 51 BRJia 41 21K 41 il J Hh #9RRE , i % 3% GTSE1-AS1 #] #)iii] LNCaP
Y P RO BE T AR 2% , FLAE AL AT A 238 5 #0 1 miR-324-3p F ik M {2 4 FBXW7 £ K IR 15

[%X%E17] GTSE1-AS1; I Z e s LNCaP 4 ; 3958 ; 1258

[FEISS] R737.25;R730.2  [XEFRINEE] A [XEHRS] 1007-385X(2021)01-0017-06

Expression of IncRNA GTSE1-AS1 in prostate cancer tissues and its effect on
proliferation and invasion of LNCaP cells

LU Shuaiqi, LI Xiaohui, HAO Tongtong, HAN Xingtao, ZHANG Han (Department of Urology, Luoyang Central Hospital Affiliated to
Zhengzhou University, Luoyang 471009, Henan, China)

[Abstract] Objective: To explore the expression of long non-coding RNA (IncRNA) GTSE1-AS1 in prostate cancer tissues and the
mechanism that affects the proliferation and invasion of LNCaP cells. Methods: From November 2017 to December 2018, 68 pairs of
prostate cancer tissue and para-cancerous tissue specimens were resected from prostate cancer patients at the Department of Urology of
Luoyang Central Hospital Affiliated to Zhengzhou University; in addition, prostate cancer cell lines LNCaP, PC-3, C4-2B, 22Rv1,
DU-145 and normal prostate follicular epithelial RWPE-1 cells were also chosen for this study. gPCR was used to detect the expression
level of GTSE1-AS1 in cancer tissues and cell lines. The GTSE1-AS1 over-expression plasmid (experimental group) and negative
control plasmid (control group) were respectively transfected into LNCap cells. MTT assay and Transwell chamber method were used
to detect the effect of GTSE1-AS1 over-expression on the proliferation and invasion ability of LNCaP cells, respectively. The targeting
relationship among GTSE1-AS1 and miR-324-3P as well as FBXW7 (F-frame/WD repeat domain protein 7) was verified by
bioinformatics tools and dual-luciferin reporter gene assay. The effect of GTSE1-AS1 over-expression on downstream gene and protein
expression was detected by qPCR and WB assay. Results: The expression level of GTSE1-ASI in prostate cancer tissues was
significantly lower than that in para-cancerous tissues (P<0.01), and the expression of GTSE1-AS1 in prostate cancer cell lines was
significantly lower than that in RWPE-1 cells (P<0.05 or P<0.01). Over-expression of GTSEI-ASI1 significantly inhibited the
proliferation and invasion (P<0.05 or P<0.01) of LNCaP cells. Dual-luciferin reporter gene assay confirmed the complementary
binding between GTSEI1-AS1 and miR-324-3p as well as between miR-324-3p and FBXW?7. Over-expression of GTSE1-AS1
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significantly reduced the expression of miR-324-3p in LNCaP cells (P<0.01), and promoted the mRNA and protein expressions

of FBXW7 (all P<0.01). Conclusion: GTSE1-AS1 is under-expressed in prostate cancer tissues and cell lines. Over-expression of

GTSE1-AS1 can inhibit the proliferation and invasion of LNCaP cells, the mechanism of which may be related with the inhibition of

miR-324-3p to further promote FBXW7 expression.
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Fig.1 Expression level of GTSE1-AS1 in prostate cancer tissues (A) and cell lines (B)
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Fig.3 Effect of GTSE1-AS1 over-expression on the invasion of LNCaP cells (crystal violet staining, x100)
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Fig.5 Effect of GTSE1-AS1 over-expression on the expression of FBXW?7 and other related proteins in LNCaP cells
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