(P BZAR L) 20184528511
CHINA ONCOLOGY 2018 Vol.28 No.1

22

- inE -
LncRINA RP11-79H23.3.1% & Bk J% 2m i, P
AVER R LR A . REVIHR

UL, FRERE
HRERIR A E Yo Sl 3t HEIK 400016

[(FE] T=5E/M: BRTLZKEEIFHMILURNA(ong non-coding RNA, IncRNA)K 7 £k 5B E
MRAERZEVIRFR, {HXTIncRNA RP11-79H23 3 A IUARIE . %A 5 B 7E#R 1 IncRNA RP11-79H23 .37 b e
ET4UM R 1R R FE R A RIRIINLN . Foik: RFBIRES 7 ik A%t 5 s 8 38 00 e e 55 2H 26 AT 40 % 4y
M, BB G St 5 6 R B 5K A B S b (real-time fluorescent quantitative polymerase chain reaction, RTFQ-PCR)
KB B E AN, e Se  SUR IR B N EERE b A sv-HUC-1. JEERCREEI4I Ml i RP11-79H23.3 ()35 . @it i
YLpIRES2-RP11-79H23.3 L 1%L 5, K 41H 14077 & (cell counting kit-8, CCK-8)FIEAU 1) %A ill EJ
T B 3 A S 1, 383 Transwell /N 25 F-FAR R 5256 43 SR I ETZ0 M 0412 2 FT B R 7y, RO R R4 R
Hoechst33342 & Tunel i AN MIJE 1=, ST A0 AL 5o 5 68 P TENTE B e 40 M o (e i, SR R EE A IR Y
WS E 2, A [R] ENik(Western blot) /3 #7id FiARP11-79H23.3 5 EJH i H PI3K/AKTAE 538
B R EARREEN. %8 LncRNA RP11-79H23 375 B bt 20 2UR0 B Bt ET4H i b 2658 T (P <0.001,
P<0.01), pIRES2-RP11-79H23.3%% 4 EJ4Hu4E B E7~, RP11-79H23.3F) KI5 5K Je il &2 1 In(P<<0.01).
FYHARP11-79H23 335 015 S BRIEEIAM MM T, AR, ¥ Y4pIRES2-EGFPA[{E HFEJAN LA E . 1258/
TAERE ST, [FIF, Western blotét B B 7R, #YspIRES2-RP11-79H23.3)5 7] LiAPTENZEEI4HM P %Rk, Tif
p-PI3K. p-AKT K p-Gsk3pHE A I #IA(P<0.05). £if: LncRNA RP11-79H23.37E B i 4 4340 e B Ji BT g v
flRFRIL(P<<0.001, P<<0.01), I HITFRIARP11-79H23 34 AR B m 4 st s . RZBMITRERL DT, HAEFANLHI
A8 5PI3K/AKTE 5@ A K. $275IncRNA RP11-79H23 378 B s Se 1 idg v R S BINVE R, Wl RE SN
TRIT IR I 2 1 FR A R

(48R ] Bepme: K8EIESYRNA; RP11-79H23.3; EJ4Hj

DOI: 10.19401/j.cnki.1007-3639.2018.01.003

hESY S R737.14 CHMFEERS: A IEHS: 1007-3639(2018)01-0022-08

The role of IncRNA RP11-79H23.3 in bladder cancer cells and its mechanism CHI Hong, CHEN
Junxia (Department of Cell Biology and Genetics, Chongqing Medical University, Chongqing 400016,
China)
Correspondence to: CHEN Junxia E-mail: chjunxia@126.com

[ Abstract] Background and purpose: Long non-coding RNA (IncRNA) is closely associated with
carcinogenesis and tumor development. However, the function of IncRNA RP11-79H23.3 has not been reported yet.
Therefore, the study aimed to investigate the role of IncRNA-RP11-79H23.3 in bladder cancer cells and its mechanism.
Methods: Microarray analysis was performed on 4 cases of bladder cancer and cancer adjacent tissues. The relative
expression levels of RP11-79H23.3 in bladder cancer tissues, paracancerous tissues of patients, normal bladder cells
sv-HUC-1 and bladder cancer cells EJ were detected by real-time fluorescence quantitative polymerase chain reaction
(RTFQ-PCR). pIRES2-RP11-79H23.3 was transfected into bladder cancer EJ cells by LipofectamineTM2000. The
proliferation of EJ cells was detected by cell counting kit-8 (CCK-8) and EDU. The invasion and migration ability

of EJ cells were detected by transwell assays and wound healing assay respectively. Apoptosis was detected by flow
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cytometry, Hoechst 33342 and TUNEL assay. The localization of PTEN in bladder cancer cells was detected by
immunofluorescence. The cytoskeleton formation was observed by phalloidin staining. Western blot was adopted to
analyze the protein expression levels of PI3K/AKT signaling pathway in EJ cells after RP11-79H23.3 transfection.
Results: The expression levels of IncRNA RP11-79H23.3 in bladder cancer tissues and bladder cancer EJ cells were
significantly downregulated (P<0.001, P<0.01). pIRES2-RP11-79H23.3 was transfected into EJ cells with a high
transfection efficiency. Increased expression of RP11-79H23.3 could induce apoptosis of bladder cancer EJ cells. In
contrast, overexpression of pIRES2-EGFP promoted the proliferation, invasion and migration, while transfection
with pIRES2-RP11-79H23.3 suppressed stress fiber formation. Evidence from Western blot showed that RP11-
79H23.3 could upregulate the expression of PTEN in EJ cells and downregulate the expression of p-PI3K, p-AKT
and p-Gsk3p (P<0.05). Conclusion: The expression of IncRNA RP11-79H23.3 is significantly downregulated in
bladder cancer tissues and bladder cancer EJ cells (P<0.001, P<0.01). Moreover, the proliferation, migration and
invasion of bladder cancer cells are restrained after the transfection with RP11-79H23.3. LncRNA RP11-79H23.3
may be related to PI3K/AKT signaling pathway. It is indicated that IncRNA RP11-79H23.3 plays an important role

in bladder cancer and may become a target for the treatment of bladder cancer.
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Fig. 1 Heat map of differentially expressed IncRNA in bladder

cancer tissues (T) and adjacent non-tumor tissues (N)
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Fig. 2 The expression level of IncRNA RP11-79H23.3 was
detected by RTFQ-PCR
A: The relative expression of RP11-79H23.3 in bladder cancer
tissues, para-carcinoma tissues of patients and normal bladder cells
sv-HUC-1, bladder cancer cells EJ were detected by RTFQ-PCR;

B: The expression of RP11-79H23.3 in EJ cells transfected with
pIRES2-EGFP or pIRES2-RP11-79H23.3. " : P<0.001; : P<0.01
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Fig.3 The cell viability of bladder cancer EJ cells transfected with pIRES2-EGFP or pIRES2-RP11-79H23.3 detected by EAU and

CCKS experiments, respectively
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Fig. 4 Apoptosis of EJ cells transfected with pIRES2-RP11-79H23.3 by flow cytometry and Annexin V-PI double staining (A), Hoechst
staining assay (B, x800) and tunel assay (C, x200) was adopted to detect the apoptosis in RP11-79H23.3 overexpressed cells
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Fig.5 The invasion and migration of EJ cells transfected with pIRES2-EGFP or RP11-79H23.3 were detected by wound healing assay (A,

crystal violet staining, x40) and Transwell assay (B, x10), respectively
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Fig. 6 Phalloidine FITC staining of RP11-79H23.3 overexpressed cells
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Fig. 7 Immunofluorescent assays were used to detect the expression of PTEN in EJ cells transfected with pIRES2-RP11-79H23.3
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Fig. 8 Western blot analysis of PI3K/AKT signals-related protein in EJ cells transfected with pIRES2-EGFP or pIRES2-RP11-79H23.3
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