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Levels and the Prognosis of Primary Membranous Nephropathy
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Abstract

Vitamin D is well-known for its role in regulating calcium, phosphorus, and bone metabolism. Current reserachs have indicated that
vitamin D is involved in the regulation of the inflammatory response. As the main regulator of cellular response to hypoxia, HIF plays
an significant role in stress conditions, modulates inflammation, cell metabolism, and apoptosis. Primary membranous nephropathy is
mainly caused by an abnormal immune response subsequent to inflammatory diseases. This review explores the correlation between
serum levels of vitamin D and HIF with the development and prognosis of primary membranous nephropathy, while screening
for other risk factors that affect the prognosis of primary membranous nephropathy, aiming to provide new therapeutic targets for
delaying and treating idiopathic membranous nephropathy.
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