ET-12 AND ANG Il IN IgAN

ET-1 and ANG Il both play fundamental
roles in the pathophysiology of IgAN"-2°
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The combined effect of ET-1 and ANG Il
contribute to disease progression in IgAN*
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*Data from a cohort of 542 patients with primary IgAN who were followed longitudinally in the Toronto
Glomerulonephritis Registry. Time-average proteinuria (TA-proteinuria) was the most important
predictor of kidney function decline (R?=0.162, F=104.5, P<0.01)!

fIn 96 patients with IgAN receiving supportive therapy with ACEi/ARBS, 35 (36.5%) achieved either partial
remission or complete remission at 3 months. Complete remission is defined as proteinuria <0.5g/day,
partial remission was defined as proteinuria <lg/day with at least a 50% decline from baseline'®

ACEi, angiotensin-converting enzyme inhibitor; ANG Il, angiotensin Il; ARB, angiotensin Il receptor
blocker; ECM, extracellular matrix; ESKD, end-stage kidney disease,ET-1, endothelin-1; HCP, health care

professional; IgA, immunoglobulin A; IgA, IgA subclass 1; IgAN, IgA nephropathy; KDIGO, Kidney Disease:

Improving Global Outcomes; Na*, sodium; QoL, quality of life; RAA, renin-angiotensin-aldosterone;
TA, time-average
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treatments that preserve kidney function for patients with IgAN
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