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Identification of perineural invasion related molecule in prostate cancer using
phage display screening
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i Perineural invasion (PNI) is important mechanism for extra-capsular
extension of prostate cancer (PC). In this study, we identified integrin a 6 and laminin binding

glycan (LNBG) on a -dystroglycan were important molecules for PNI of PC by using phage display
screening and several molecular cell biologic analysis.

We found that LNBG expressing PC cells without expression of integrin a 6 inhibited perineural
invasion capacity, functioning as a tumor suppressor. Both LNBG depletion and up-regulation of

integrin a 6 of PC cells and activation of SDF-1-CXCR4 signaling requried by enhancement of
perineural invasion capacity of PC cells.
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Potential candidate for interaction of neuronal and perineuronal cells.
“Integrin a6 +Sorbitol dehydrogenase
(CDA49 antigen-like family member F) -Ligand-dependent nuclear receptor-interacting factor
~Collagen type IV alpha-3-binding protein -Histone H1.0
“Transforming growth factor-beta-induced protein ig-h3 .NAD(P)H dehydrogenase [quinone] 1
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Enrichment

+26S protease regulatory subunit 4 ~Cytochrome b-c1 complex subunit 7
TCP-1-gamma ~Cytochrome c oxidase subunit 2 (2 clone)
Beta-1,4-galactosyltransferase 6 +40S ribosomal protein S2 (9 clone)

~Alph idase 2 +60S ribosomal protein L6 (2 clone)

+ATP synthase subunit a Zinc finger protein (2 clone)

~Junk protein (12 clone)
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