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Figure legends 

Fig S1. Effects of CsA and FK506 on podocyte viability in cultured mouse 

podocytes in vitro. (A) MTT assays of podocytes treated with CsA or FK506 alone 

for 24 h. (B) Immunofluorescence of synaptopodin and podocin in cultured mouse 

podocytes after CsA and FK506 treatment. 

Fig S2. PAN disrupts the podocyte cytoskeleton in cultured mouse podocytes in 

vitro. (A) Immunofluorescence of F-actin showed that PAN disrupted the podocyte 

cytoskeleton. The green fluorochrome was FITC-phalloidin. Original magnification, 

×200. (B) Western blot analysis of synaptopodin and podocin levels in PAN-treated 

podocytes.  

Fig S3. PAN increases apoptosis-related proteins in cultured mouse podocytes in 

vitro. Western blot analysis of Bax, Bcl-XL, BCL-2 (A), and caspase-family protein 

(B) expression after stimulation with 25 μg/ml and 50 μg/ml PAN for 24 h.  

Fig S4. Effects of PAN, CsA, and FK506 on p38, ERK, and JNK signaling 

pathways in cultured mouse podocytes in vitro. Western blot analysis of p38, ERK, 

and JNK signaling pathways in PAN, CsA, and FK506-treated podocytes. 
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Table S1 

 

Primary antibodies Host Dilution and supplier Product ID Application 
ERK Rabbit 1:1000; Cell Signaling, Danvers, MA 4695 WB 

phospho-ERK Rabbit 1:1000; Cell Signaling, Danvers, MA 4370 WB 
JNK Rabbit 1:1000; Cell Signaling, Danvers, MA 9258 WB 

phospho-JNK Rabbit 1:1000; Cell Signaling, Danvers, MA 4668 WB 
p38 Rabbit 1:1000; Cell Signaling, Danvers, MA 8690 WB 

phospho-p38 Rabbit 1:1000; Cell Signaling, Danvers, MA 4511 WB 
Bcl-2 Rabbit 1:1000; Cell Signaling, Danvers, MA 2870 WB 
Bcl-xl Rabbit 1:1000; Cell Signaling, Danvers, MA 2764 WB 
Bax Rabbit 1:1000; Cell Signaling, Danvers, MA 2772 WB 

caspase-3 Rabbit 1:1000; Cell Signaling, Danvers, MA 9662 WB 
cleaved caspase-3 Rabbit 1:1000; Cell Signaling, Danvers, MA 9664 WB 

caspase-6 Rabbit 1:1000; Cell Signaling, Danvers, MA 9762 WB 
cleaved caspase-6 Rabbit 1:1000; Cell Signaling, Danvers, MA 9761 WB 

caspase-9 Rabbit 1:1000; Cell Signaling, Danvers, MA 9504 WB 
cleaved caspase-9 Rabbit 1:1000; Cell Signaling, Danvers, MA 9509 WB 

cleaved PARP Rabbit 1:1000; Cell Signaling, Danvers, MA 9544 WB 
desmin Mouse 1:60; Zhongshan Golden Bridge Biotechnology, Beijing, China ZM0091 IHC 
WT-1 Mouse 1:80; Zhongshan Golden Bridge Biotechnology, Beijing, China ZM0269 IHC 

Synaptopodin Goat/Rabbit 1:100/1:1000; Santa Cruz, Dallas, TX SC-21537/SC50459 IF/WB 
podocin Rabbit 1:100/1:1000; Sigma, St Louis, MO, USA P0372 IF/WB 

CaN Rabbit 1:1000; Santa Cruz, Dallas, TX SC-9070 WB 
β-actin Mouse 1:5000; Abcam, Cambridge, MA Ab6276 WB 


