Patients with Nephrotic Syndrome
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1. Minimal Change Disease (MCD)

2. Mesangial proliferative glomerulonephritis (Mes GN)
3. Focal segmental glomerulosclerosis (FSGS)

4. Membranous nephropathy (MN)

5. Membranoproliferative glomerulonephritis (MPGN)
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