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25 Figure S1. Disruption of CXCRG6 reduces a-SMA protein expression in the kidney.
26  A. Representative Western blots show the protein levels of a-SMA in the kidneys of
27 WT and CXCR6 KO mice 4 weeks after DOCA/salt or vehicle treatment. B.
28 Quantitative Western blot analysis of a-SMA protein levels in the kidneys. ** P<0.01

29  vs WT controls, * P<0.05 vs KO-DOCA, and # P<0.05vs WT-DOCA. n=6 per group.
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