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Although tumor microenvironment of highly innervated prostate considered to
be laminin-rich and up-regulation of metastasis promoting laminin-binding integrin o 60 1
contributed to perineural invasion (PNI) and following metastasis of prostate cancer, many papers
did not consider an anti-metastatic effect of laminin-binding glycan (LNBG) on a -dystroglycan in
prostate cancer (PC). Here we identified that the SDF-1-CXCR4 axis and metastasis promoting integrin
a 6B 1 upregulation occurred during EMT responsible for enhancement of migration capacity to
perineural cells and perineural invasion capacity in metastatic PC cells. We also showed that
translational repression of (3 4GAT1 by hsa-let-7i-5p miRNA was responsible for anti-metastatic LNBG
depletion occurred during EMT process. These findings suggest that the SDF-1-CXCR4 axis and
regulation of laminin receptor expression occurred during EMT especially, let-7i-5p regulated LNBG
synthesis might be important for PNI and PC metastasis.
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