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Purpose: To evaluate whether factors related to lipid and glucose meta- FEZ - g2
bolism have a potential role in the progression of prostate cancer, we
measured the mRNA levels of the peroxisome proliferator-activated recep-
tor (PPAR), fatty acid elongase (ELOVL), and two glycolytic enzymes in
prostate cancer (CaP) tissues. FMzeolx}: o006 12 42
Materials and Methods: Prostate tissues, obtained from radical prosta- RIEHQIR} : 2006 48] 252
tectomy (n=10) and transurethral resection of prostate (n=18), were quickly
frozen in liquid nitrogen for RNA measurements. Transcript signals of
PPARa, PPARy, ELOVL2, ELOVL5, phosphoglycerate kinase 1 (PgK1)
and phosphoglycerate mutase 2 (PgM2) were measured using a reverse-
transcription polymerase chain reaction. s s i
Results: The transcript signals of PPARa and PPARY were down-regu- Eﬂlizﬁz—ﬂ{::ﬂ ofojcst
lated in CaP tissues. In addition, the mRNA level of PgM?2 in CaP tissues " -_r%*ﬂ;iﬂ‘._z.*e-_rl ohey 4=
was lower than that in benign prostatic hyperplasia (BPH) tissues. How- 3056-6
ever, the messages for ELOVL2, ELOVL5, and PgK1 were not significantly © 705-034
changed. TEL: 053-650-4663
Conclusions: These results suggest that lowering of the PPARa, PPARY FAX: 053-623-4660
and PgM2 messages may be involved in aberrant and uncontrolled E-mail: dykim@mail.
prostate cell growth and differentiation. (Korean J Urol 2006;47:661-666) cuacks
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Table 1. Primer sequences for the polymerase chain reaction
(PCR)

Gene Primer sequence (5 —3’) Genel bank
accession no.
PPARa  5’-CTCGTCCACAGGAGGTTTGT-3* BC071932

5’-GACTCGGAAGCAGGAAGGT-3’

PPARY  5-TGAATGTCGTGTCTGTGGAG-3> L40904
5’-CCTCGCCTTTGCTTTGGT-3’

ELOVL2 5-GCTGGGAGGAGAAAGATGG-3° BC060809
5’-AGGCACTCTGGACGCTAATG-3’

ELOVL5 5-CCAACCATCCCTGAAGAAGA-3* BC067123

5’-GCTGTGATGACACCAGGATG-3’

PgK1 5’-CTGTGGGGGTATTTGAATGG-3> NM_000291
5’-CTTCCAGGAGCTCCAAACTG-3’

PgM2 5’-GGAGATTGTTCCCCAGATCA-3* BC001904
5’-GTTTCCTCATCACCCAGGAA-3’

B-actin 5’-GGACTTCGAGCAAGAGATGG-3* NM_001101
5’-AGCACTGTGTTGGCGTACAG-3’

18S rRNA 5’-GTGGAGCGATTTGTCTGGTT-3° M10098
5’-ACGCTGAGCCAGTCAGTGTA-3’

PPAR: peroxisome proliferator-activated receptor, ELOVL: fatty
acid elongase, PgK1: phosphoglycerate kinase 1, PgM2: phospho-
glycerate mutase 2

meter (Pharmacia Biotech. Milwaukee, USA)E 260nm %
280nmol A 9] FFEE ZH5t] F RNAY &5 $&5
Axslgh AP 22 4 oheksk §x% 41].—«,] mRNA 4t
& =73} AF DNA thermal cycler (MJ research, Water-
town, USA)E AH&-38to] th5o] oA FFEL At
<< AgstYTh £ RNA 20pgS oligo (dT) primere} M-
MLV reverse transcriptase (Promega Madison, USA)Z <A
AN A A& cDNA F&S primer (Table 1)$} 37 WA
(94°C, 28, £ (pnmeroﬂ w}a} 56-60°C, 15), =3 (72°C,
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27 Fo FE590 S AES 1% agarose 2 /ol
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t}. Primer A2t Primer3 software® S AF&-31S3th.
HZ3 MY HAZ2-E 150mM NaCl, 25mM Tris-HCI (pH
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Nonidet P-40, protease inhibitor (Roche, Basel, Switzerland)E
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Fig. 1. Representative examples (upper panel) and densitometric
analyses (lower panel) of the polymerase chain reaction (PCR)
products for peroxisome proliferator-activated receptor (PPAR)a
and PPARY, corrected for the 18S rRNA value, in each sample.
The values are expressed in arbitrary densitometric units (A.D.U.)
as the mean+SE of human prostate tissue; either benign pro-
static hyperplasia (BPH) or prostate cancer (CaP). *p<0.05, vs.
BPH (Mann-Whitney test).

vinylidene fluoride membrane®] £ ZTF. Membrane 3%
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°] mRNA Zdo] HyMe 22 (PPARq, 0.498+0.175,
n=6, p=0.022; PPARY, 0.335+0.058, n=6, p=0.011)°|A] A ¥
AH) )% %3] (PPARq, 1.065+0.104, n=10; PPARy, 0.803

ZX|oj M2 PPARq, PPARY &

| Phosphoglycerate Mutase 22| 28 4 663

BPH CaP
BPH CaP

0.8 -
£
El J BPH
%_ 06 Il CaP
(o]
<
zZ
x>
nao 0.4+
©<
3
o
< 02
Z
4
£

0
ELOVL2 ELOVL5

Fig. 2. Representative examples (upper panel) and densitometric
analyses (lower panel) of the polymerase chain reaction (PCR)
products for fatty acid elongase (ELOVL) 2 and ELOVLS, cor-
rected for 18S rRNA or p-actin, respectively, in each sample.
The values are expressed in arbitrary densitometric units (A.D.U.)
as the meaniSE of human prostate tissue; either benign
prostatic hyperplasia (BPH) or prostate cancer (CaP).
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Fig. 3. Representative examples (upper panel) and densitometric
analyses (lower panel) of the polymerase chain reaction (PCR)
products of phosphoglycerate kinase 1 (PgK1) and phosphogly-
cerate mutase 2 (PgM2), corrected for the 18S rRNA value, in
each sample. The values are expressed in arbitrary densitometric
units (A.D.U.) as the mean*SE of human prostate tissue; either
benign prostatic hyperplasia (BPH) or prostate cancer (CaP). *p <
0.01, vs. BPH (Mann-Whitney test).
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Fig. 4. Expressions of peroxisome proliferator-activated receptor
(PPAR)a, PPARY and phosphoglycerate kinase 1 (PgK1), cor-
rected for P-actin, in each sample. Values are shown in arbitrary
densitometric units (A.D.U.) as the mean+SE of human prostate
tissue; either benign prostatic hyperplasia (BPH) or prostate can-
cer (CaP). *p<0.05, vs. BPH (Mann-Whitney test).
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