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Expression and clinical significance of long non-coding RNA PCAT4 in prostate cancer
Zhang Cheng, Qin Chao, Wu Jie, Cheng Gong, Hua Lixin"
(Department of Urology, the First Affiliated Hospital of NJMU, Nanjing 210029, China)

[Abstract] Objective: To investigate the expression of long non-coding RNA (IncRNA) prostate cancer associated transcript 4
(PCAT4) and its clinical significance in prostate cancer. Methods: Real-time-PCR method was used to determine the relative expre-
ssion of PCAT4 in 48 cancer samples and corresponding paracancerous tissues from patients with prostate cancer, as well as prostate
cancer cells PC3, 22RV1 and normal myofibroblast stromal cells WPMY-1. The relationship between the expression level of PCAT4
and the clinicopathological characteristics of patients with prostate cancer was analyzed. We detected the effects of PCAT4 on the cell
proliferation and migration of prostate cancer cells by RNA interference, CCK-8 assay, and migration experiment. Results: The rela-
tive expression levels of PCAT4 in the prostate cancer tissues and adjacent tissues were 6.15£1.58 and 1.77+0.65, respectively (P<
0.001), while the relative expression levels of PCAT4 in the prostate cancer cell line PC3 and 22RV1 were higher than that in
WPMY-1. The high expression of PCAT4 in the prostate cancer tissues was found in 30 cases of 48 cases, and 18 cases were low ex-
pression. The relative expression level of PCAT4 in prostate cancer tissues was associated with Gleason score and T stage (both P<
0.05), and was not associated with age, tumor size, lymph node metastasis and multiple lesions (all P>0.05). In addition, the siRNA-
mediated knockdown of PCAT4 in PC3 and 22RV1 cell lines significantly decreased the ability of proliferation and migration (all P<
0.05). Conclusion: The relative expression level of PCAT4 was elevated in prostate cancer. PCAT4 may promote the carcinogenesis
and development of prostate cancer by affecting the proliferation and migration of prostate cancer cells, which can be used as a poten-
tial novel target for the diagnosis and treatment.
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Figure 1 Detection of relative expression level of PCAT4 by RT-PCR
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Table 1 Relationship between PCAT4 expression and clinicopathological characteristics in patients with prostate cancer

. " - PCAT4 ik

I AR BS54 BE (%) ] =A%) ] EE (%] P1E

AR 0.599
<65 % 21(43.8) 14(66.7) 7(33.3)
=65 % 27(56.2) 16(59.3) 11(40.7)

I 2R AN 0.493
<2.5 cm 29(60.4) 17(58.6) 12(41.4)
=25 cm 19(39.6) 13(68.4) 6(31.6)

Gleason 174 0.030
<74y 15(31.3) 6(40.0) 9(60.0)
=74y 33(68.7) 24(72.7) 9(27.3)

LI 0.762
II 20(41.7) 13(65.0) 7(35.0)
Ir.v 28(58.3) 17(60.7) 11(39.3)

T 4330 0.034
T, 28(58.3) 14(50.0) 14(50.0)
T,.T, 20(41.7) 16(80.0) 4(20.0)

liNERL 2 0.115
A 42(87.5) 28(66.7) 14(33.3)
FHYE 6(12.5) 2(33.3) 4(66.7)

Z Rkt 0.551
34k 24(50.0) 16(66.7) 8(33.3)
FAME 24(50.0) 14(58.3) 10(41.7)
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Figure 2 Knockdown efficiency verification of three kinds of PCAT4-siRNA
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Figure 3 Changes of cell proliferation after knocking down PCAT4
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