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We previously reported that the pathway of pVHL-atypical PKC—JunB in a hypoxia—inducible
factor (HIF) independent manner contributed to the progression in clear cell renal cell
carcinoma (ccRCC), and detected chemokine (C-C motif) ligand-2 (CCL2) as one of a
downstream effector of it. To obtain findings of overcoming resistance to existing
anti—-VEGF therapies, the purpose of this research is to investigate the utility of CCL2
as a novel therapeutic target in ccRCC. In this study, we evaluated CCL2 expression in
ccRCC clinical specimens, and confirmed that CCL2 expression involved in tumor growth
and vascularization in xenograft derived from ccRCC cell lines. Moreover, we confirmed
the anti—tumor effect of CCL2 neutralization antibodies to xenograft derived from ccRCC
clinical specimens and cell lines. These results suggest that CCL2 could be a potential
therapeutic target in ccRCC.
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