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i _ We performed cDNA microarray analysis with normal prostate tissue and the prostate
cancer tissue, and identified SOD3 as the gene which the expression attenuated with prostate cancer tissu

e.

We revealed that expression diminishment of SOD3 was associated with proliferation of prostate cancer, mig
ration, and invasion. Also, we paid attention to extracellular matrix SPARC. Expression of SPARC attenuate
d with prostate cancer-derived stromal cells than normal stromal cells, and inhibited a proliferation and
the migration of the cancer cells b% inhibiting AKT phosEhorylation. SPARC acted on cancer cells via integ
rin beta 1 as a receptor. Also, 2"-hydroxyflavanone which is the plant flavonoid showed antitumor effect f

or prostate cancer via apoptosis, and revealed that 2"-hydroxyflavanone inhibited androgen receptor activi
ty, but did not inhibit androgen synthesis.
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Fig. 5. Effect of superoxide dismutase 3 on reactive oxygen species and H,0,
production by PC-3 cells.
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Table 1 Immunohistochemistry of SPARAC on prostate tissue microarray
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Fig. 2 Increased SPARC expression in PrSC (Prostate-derived stromal cells). [
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Fig. 3 Inactivation of AKT by exogenous SPARC. [
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Fig. 5 Effect of exogenous SPARC on proliferation of Prostate cancer cellsl
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Figure 1 Effect of 2’-HF on the proliferation of PC-3, DU145, and LNCaP cells. [
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