










Fig. S6. Overexpression of FSTL1 did not change the inflammatory responses after UUO in mice.
mRNA levels of Tnf-α, Tgf-β, Il-6, Il-1β (A), Mcp1, and Cxcl1 (B) are presented. Kidneys collected from
control (contralateral right kidneys of pcDNA3.1 treated mice), pcDNA3.1-treated and FSTL-HA-treated
UUO 3D mice were used for mRNA analysis by real-time PCR. n=5. Rpl19 was used as the internal control.
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Fig. S12

Fig. S12. FSTL1 enhances Wnt signaling in IMCD3 cells. (A) Both recombinant mFSTL1 and
hFSTL1 proteins promoted mWnt3a mediated TOPflash luciferase reporter activity in IMCD3 cells.
Cells were transfected with TOPflash luciferase reporter and pRL-TK Renilla plasmids. 24 h after
transfection, cells were treated with and without mWnt3a (100 ng/ml) in the absence or presence of
mFSTL1 or hFSLT1 (200 ng/ml) in serum-free media. 16 h later, cells were harvested for luciferase
assay. (B) Both mFSTL1 and hFSTL1 decreased BMP-4 mediated BRE luciferase reporter activity
in IMCD3 cells. Cells were transfected with BRE luciferase reporter and pRL-TK Renilla plasmids.
Cells then were treated with and without BMP4 (20 ng/ml) in the absence or presence of mFSTL1 or
hFSTL1 (200 ng/ml) before luciferase assay was performed. n=3-4. *P<0.05; **P<0.01;
***P<0.001.
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Fig. S13

Fig. S13. Transfected FSTL1 promoted transfected Wnt1-, Wnt2-, Wnt8a-, Wnt9a- or Wnt10b-mediated
8×TOPflash luciferase reporter activity. NRK-49F cells were co-transfected with 8×TOPflash luciferase reporter
plasmid and FSTL1-HA plasmid in the absence or presence of Wnt1-HA (A), Wnt2-V5 (B), Wnt8a-V5 (C), Wnt9a-
V5 (D), or Wnt10b-V5 (E) plasmid. pTK-RL was included to control for transfection efficiency, and relative light
units were calculated as ratios of firefly and Renilla luciferase values. n=3-4. *P<0.05; **P<0.01.
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Fig. S19. Effects of FSTL1 on TGF-β signaling. (A) Neither mFSTL1 nor hFSTL1 proteins altered TGF-β1 mediated
CAGA luciferase reporter activity in IMCD3 cells. Cells were transfected with CAGA luciferase reporter plasmid and
treated with and without TGF-β1 (10 ng/ml) in the absence or presence of mFSTL1 or hFSTL1 (200 ng/ml). (B) Effects
of increasing doses of hFSTL1 on TGF- β1 signaling in IMCD3 cells. Cells were transfected with CAGA luciferase
reporter plasmid and treated with increasing doses of hFSLT1 (0-500 ng/ml), in the absence or presence of TGF- β1. (C)
NRK-49F cells were co-transfected with CAGA luciferase reporter, in the absence of presence of FSTL1-HA plasmid and
treated with and without TGF-β1 (20 ng/ml). (D) NRK-49F cells were co-transfected with CAGA luciferase reporter, in
the presence of scrambled siRNA (Ctrl) or Fstl1 siRNAs and treated with and without TGF-β1 (20 ng/ml). ***P<0.001.
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