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Supplementary Figure 1. uPAR-ITGB3 signaling mediated miR-30 sponge-induced
cytoskeleton damage. Phalloidin staining of F-actin showed that miR-30 sponge caused
loss of F-actin stress fibers in cultured podocytes, which was alleviated by uPAR siRNA
and integrin B3 inhibitor. Quantifications of the results were performed and Two-way

ANOVA was used for the comparisons, *P<0.05 considered statistically significant.



Scramble uPAR-siRNA cyclo RGDfK
Sponge - + - + - +

304 -~ ~—Mock-NC Mock-uPAR siRNA
— ® Mock 5 o —Mock-cyclo RGDfK —Sponge-NC
~ = G . —
g } e Sponge il Sponge-uPAR siRNA —Sponge-cyclo RGDfK
= 200-
S 5
© 53 1
c =
0 100 * ? 2
® 5 ? o
k) & ? 14
=
0 T T T 0
0 4 8 12 16 20 24
&° N &
& & q.‘-"o Time (h)
o Ny ©
& &8

Supplementary Figure 2. uPAR-ITGB3 signaling mediated miR-30 sponge-induced
motility enhancement of the cultured podocytes. (A) Wound healing assay showing
enhanced cell motility in miR-30 sponge-treated podocytes, which was abolished by
uPAR siRNA co-transfection or integrin B3 inhibitor (Magnification 100%). (B)
Quantification of the results in A. Two-way ANOVA, *P<0.05. (C) The Real-Time Cell
Analysis of podocytes consistently showing similar results as in the wound healing

assay in B. n=4 in each group.
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Supplementary Figure 3 The generation of miR-30acd transgenic mice (miR30TG).
(A) Schematic representation of the generation of podocyte-specific miR30TG mice.
(B) Sequence of the miR-30acd transgene. (C) PCR genotyping of miR30TG mice that
gave rise to a 542 bp product, and the NPHS2-Cre transgenic mice that yielded a 481
bp product. (D) gPCR analysis of miR-30a, -30c and -30d in the glomeruli of podocyte-
specific miR30TG mice and control mice, showing that miR-30a, -30c, and -30d were
indeed increased in the transgenic mice. Two-tailed student’s T test, *P<0.05 versus

control mice.
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Supplementary Figure 4. LPS upregulated RAC1 and CDC42 expressions in
cultured podocytes. Quantification of the results was shown on the right. Two-tailed

student’s T test, ¥*P<0.05 versus vehicle control.
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Supplementary Figure 5. uPAR overexpression activated ITGB3 and caused
enhanced podocyte migration. (A) pCMV3-PLAUR-HA plasmid transfection
increased UPAR protein in the podocytes. Two-tailed student’s T test, *P<0.05 versus
mock control. (B) uPAR overexpression in podocytes activated ITGB3 (Magnification
600>). Quantification of the results was shown on the right. Two-tailed student’s T test,
*P<0.05 versus mock control. (C) uPAR overexpression enhanced podocyte motility in

the Real-time Cell Analysis. All values are expressed as the means%SD.
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Supplementary Figure 6. uPAR is up-regulated in glomeruli of various kidney
diseases according to Nephroseq (Hodgin Diabetes data). (A) uPAR expression is
upregulated in Hodgin Diabetes data , Group: Diabetic db/db mice vs. Non-diabetic
mice. (B) uPAR expression is upregulated in the glomeruli of patients with vasculitis
compared with healthy living donors (Ju CKD Glomerular data). (C) uPAR is
upregulated in glomeruli of the patients with lupus nephritis compared with healthy

living donors (Ju CKD Glomerular data).



