The store-operated calcium channel inhibitor Auxora improved renal function following
Ischemia induced acute kidney injury In rats
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Figure 1. Previous studies have demonstrated the importance of activated adaptive immune measurements. B) Total infiltrating cells are shown; C) Total CD4+ IL17A+ cells loss). Note prominent necrosis and tubular congestion in I/R vehicle (Black Arrow) and 6) Yu et al., BBRC 495, 1864, 2018
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