Constitutive activation of PDGFR-B in renal mesenchymal cells drives renal fibrosis
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Introduction Summary & Conclusion

- PDGFR-3 i1s expressed on all renal mesenchymal cells PDGFR-B activation in the FoxD1 lineage of renal mesenchymal cells |leads to:

- PDGFR-f is upregulated in renal fibrosis mesenchymal proliferation & profibrotic activation

(reviewed in Boor et al., NDT 2014)

mildly decreased kidney function and secondary tubular injury

decreased EPO production and anemia

- FoxD1 is expressed in progenitors of renal aggravated fibrosis in injury models

fibrosis, which is reversible using PDGFR- inhibitor (TKI - imatinib)

mesenchymal cells

healthy flbretlc -

(reviewed in Gomez and Duffield, Kidney Int. 2014)

Constitutive activation of PDGFR-B in renal mesenchymal cells is sufficient to drive

AIM: What is the consequence of PDGFR- activation in the kidney?
4 progressive renal fibrosis.

Methods & Results
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