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Supplementary Figure S1. (A) Kidney medulla extracts at both points were processed for
gPCR. There is no increase in Wnt1 transcription or Wnt pathway activation (Axin2, LEF1) in
medulla, in contrast with cortex. There is also no rise in fibrotic gene readouts like aSMA and
fibronectin or activation of TGFB expression. This confirms the specifity of cortex-limited
Wnt1 secretion in our PT-Wnt1 mice. (B) A more detailed study of inflammatory gene
activation in the cortex of PT1-Wnt mice showing no significant rise in any of the
inflammatory measured at either 20 or 32 wks.



