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Focal segmental glomerulosclerosis (FSGS) is a common pathological lesion that represents the onset of disease
progression. FSGS has an impact on both treatment and prognosis in IgA nephropathy (IgAN). IgAN is a common
and important cause of secondary FSGS. FSGS may be secondary to glomerular inflammation or necrosis, or

it may be the result of podocyte injury. In this paper, we studied the pathological classification of FSGS and the
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Abstract

Oxford classification of IgAN, and explored the clinical and prognostic predictions of IgQAN FSGS.
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Figure 1 Possible pathway of IgAN with segmental

glomerulosclerosis
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