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Purpose: Interleukin-6 (IL-6) can stimulate a variety of tumors including

prostatic carcinoma. Research has recently shown that IL-6 may act to

stimulate the progression of prostatic cancer. IL-6 is elevated in the sera | Zdl - E=H - ZHY - 25Y

of patients with metastatic prostatic cancer and it has been shown to be fest - 2o - s’ - A

a candidate marker of disease activity. To date, little work has been per-

formed to characterize the nature of granulocyte macrophage colony-

stimulating factor (GM-CSF) and the expression of IL-6. The aim of this

study is to evaluate the effects of GM-CSF on the expression of IL-6 in

PC-3 cells.

Materials and Methods: The bone-derived PC-3 cell line was used in this

study. Reverse transcription polymerase chain reaction (RT—PCR) was m4olxt: o006id 32 172

performed to detect the GM-CSF and also the IL-6 mRNA expression. The | xjesoixi: o0optd 52 232

IL-6 protein was measured by enzyme-linked immunosorbent assay (ELISA)

after treatments with the hGM-CSF.

Results: hGM-CSF was expressed in the PC-3 cell line. Our data indicated

that the IL-6 mRNA expression was not increased at 4, 8 and 12 hours

by the hGM-CSF in comparison to the control group, but it was slightly

increased at 24 and 48 hours. The expression of IL-6 protein was increased

at 4, 8, 12, 24 and 48 hours after hGM-CSF treatment, in comparison with

the control group.

Conclusions: The IL-6 mRNA expression was slightly increased by hGM- AL %L%{Eﬂéﬁ ARHS] dlw7|Dl

CSF at 24 and 48 hours in comparison to the control group. Yet the IL-6 Ag_é A %@;—DLEE,E 3} -

protein expression increased before the IL-6 mRNA expression. Therefore, 65-207

hGM-CSF may modulate the post-transcription pathway of the IL-6 ex- &® 130-702

pression in prostate carcinoma cells. Our data suggest that GM-CSF may TEL: 02-748-9978

have a possible IL-6 mediated pathophysiologic role in prostate cancer. FAX: 02-796-8577

(Korean J Urol 2006;47:786-790) E-mall ktulmk@

anafos.com
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Table 1. Primer sequences of the reverse transcription polymerase chain reaction (RT-PCR)

Gene Primer sequence Product size

Sense 5’-ATGTGGCTGCAGAGCCTGCTGC-3’

GM-CSF* . 424
Antisense 5’-CTGGCTCCCAGCAGTCAAAGGG-3’

L6 Sense 5’-AAATTCGGTACATCCTCGAC-3’ 205
Antisense 5’-CAGGAACTGGATCAGGACTT-3’

GAPDH' Sense 5“-GAAGGTGAAGGTCGGAGTC-3’ 8
Antisense 5’-GAAGATGGTGATGGGATTTC-3’

*GM-CSF: granulocyte macrophage colony-stimulating factor,

"IL-6: interleukin-6, * GAPDH: glyceraldehyde-3-phosphate dehydrogenase
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<— 424bp

M hGM-CSF*

Fig. 1. hGM-CSF* expression in PC-3. *hGM-CSF: human granu-
locyte macrophage colony-stimulating factor.

<— IL-6* (295bp)

Control 4 8 12 24 48 hours

Fig. 2. Time course of the IL-6mRNA expression in PC-3 cells.
The PC-3 cells were treated with hGM-CSF for the indicated
times. The IL-6mRNA expression is not increased at 4, 8 and 12
hours, but the IL-6mRNA expression is increased at 24 and 48
hours. *IL-6: interleukin-6, " GAPDH: glyceraldehyde-3-phos-
phate dehydrogenase.
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Fig. 3. The averages of the interleukin-6 (IL-6) concentrations (ng/
ml) and their standard deviation for the incubation periods as deter-
mined by ELISA. The IL-6 protein expression is significantly in-
creased at 4, 8, 12, 24 and 48 hours after hGM-CSF treatment
compared with the control group. *: p<0.05.
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