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Expression of prostate cancer related long non-coding RNAs in prostate cancer and its biological function
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[Abstract] Objective To investigate the expression of prostate cancer related long non-coding RNAs (PCRL) in prostate
cancer and its biological function. Methods The expression levels of PCRL in prostatic cancer tissues, adjacent tissues and
tissues of other organs were examined by qRT-PCR. The expression levels of PCRL in androgen-dependent (LLNCaP-AD),
androgen-independent (LNCaP-Al) prostatic cancer cell lines and normal prostate epithelial cells (RWPE-1) were also compared
by using qRT-PCR. Finally, the expression levels of androgen receptor were compared between LNCaP-AD and LNCaP-Al
prostatic cancer cells by qRT-PCR after siRNA interference of PCRL expression. Results PCRL were highly expressed in the
prostate and prostatic cancer tissues. Expression of PCRL was notably higher in LNCaP-AI cells than in LNCaP-AD and
RWPE-1 cells. Interference of PCRL expression in LNCaP-Al and LNCaP-AD cells significantly increased androgen receptor
level (P<C0.000 1 for LNCaP-AlI cells). Conclusion Overexpression of PCRL in prostatic cancer is related to the progression of
prostatic cancer; and regulatory relation may exist between PCRL and androgen receptor.
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5'-AUG UUG CAG UCC AUU GGU GdTdT-3',
L Mock (ZE 532 W # I Lipofectamine2000) 1 Con-
trol (7E £5 F W " il Negative siRNA Hl Lipo-
fectamine2000) /g Xf B, ¢ 12 h J5 R H] qRT-
PCR 746 10 240 Bt o Ik % % 52 1K (androgen receptor,
AR) M £ ik, AR & & 1IE X351 ¥R 5'-GAC GCT
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Fig 1 The expression of PCRL in PCa and other tissues

I 23 45 6 7 8

12 13 14 15

A Expression of PCRL in prostate was higher than other tis-
sues; B: Expression of PCRL in PCa was notably higher than
in adjacent tissues (P=0. 027). PCRL: Prostate cancer re-
lated long non-coding RNA; BPH: Benign prostatic hyper-

plasia; PCa; Prostatic cancer. n=3, r=*s
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Fig 2 Expression of PCRL in cell lines
derived from Western population and

prostate cancer tissues of Chinese patients
1T-15T: Prostate cancer tissues of Chinese patients. Expres-
sion of PCRL in 1T-15T was notably higher than the cell
lines (P<C0. 000 1). PCRL: Prostate cancer related long non-
coding RNA; n=3, 7=%s
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Fig 3 Study on biological function of PCRL in prostate cancer progression

A Expression of PCRL in LNCaP-Al, LNCaP-AD and RWPE-1 cells; B: Expression of androgen receptor (AR) in LNCaP-

Al, LNCaP-AD and RWPE-1 cells; C: Efficiency of PCRL interference by siRNA; D: Expression of AR in LNCaP-AD cells af-

ter PCRL interfernce; E: Expression of AR in LNCaP-AlI cells after PCRL interfernce. PCRL. Prostate cancer related long

non-coding RNA; ** P<C0.000 1 vs control. n=3, 7+t
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