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Glomerular parietal epithelial cells (PECs) is squamous epithelium which lines along Bowman’s capsule. During
normal glomerulogenesis, PECs and podocytes derive from the metanephric mesenchyme, induced by the
ureteric bud. Recent studies identify a role of PECs as stem or progenitor cells for podocytes in normal kidney or
in podocyte-injured animal models and human glomerular disorders. A few signaling molecules such as Wilms’
tumor 1 (WT-1), Notch, Wnt/B-catenin, miR-193a, and growth arrest-specific protein 1 (Gasl) have been
implicated in the regulation of PECs differentiation into podocytes.
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