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Supplementary Table S1. List of short interfering RNAs (siRNAs)
	siRNAs
	Sequences（5’-3’）

	si-Ptpro#1（Sense）
	CGAAAGAAGCACCUGCAGAUGTT

	si-Ptpro#1（Antisense）
	CAUCUGCAGGUGCUUCUUUCGTT

	si-Ptpro#2（Sense）
	CAUUCGAGAUCAUGAAUUUGUTT

	si-Ptpro#2（Antisense）
	ACAAAUUCAUGAUCUCGAAUGTT

	si-Ptpro#3（Sense）
	GCGACGUCAUCUACGAGAACGTT

	si-Ptpro#3（Antisense）
	CGUUCUCGUAGAUGACGUCGCTT

	si-Wt1（Sense）
	AAAUAUCUCUUAUUGCAGCCUGGGUTT

	si-Wt1（Antisense）
	ACCCAGGCUGCAAUAAGAGAUAUUTT

	si-c-Abl（Sense）
	CUCCGGGUCUUGGGUUAUAAUTT

	si-c-Abl（Antisense）
	AUUAUAACCCAAGACCCGGAGTT

	si-NC（Sense）
	UUCUCCGAACGUGUCACGUTT

	si-NC（Antisense）
	ACGUGACACGUUCGGAGAATT




Supplementary Table S2. List of primers for qRT-PCR
	primers
	Sequences（5’-3’）

	Ptpro-forward
	AGGCTAGTCTCCATGAACGAAG

	Ptpro-reverse
	TCCTGGGGTGAGTTGTATCC

	β-actin-forward
	GGCTGTATTCCCCTCCATCG

	β-actin-reverse
	CCAGTTGGTAACAATGCCATGT




Supplementary Table S3. List of primers for ChIP-qPCR
	primers
	Sequences（5’-3’）

	Ptpro-ChIP-forward
	GCCAAGAAGCTCTAAGTGCC

	Ptpro-ChIP-reverse
	TCCTGGAATATTGCCGGTGA
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Table S4. Physical and biochemical parameters of db/m and db/db diabetic mice
	Variables
	db/m
	db/db
	db/db+AAV-NC
	db/db+AAV-Wt1

	Body weight (g)
	23.37 ± 0.83
	49.08 ± 1.41***
	49.98 ± 1.23
	48.47 ± 1.73

	Fasting blood glucose (mmol/L)
	4.87 ± 0.43
	22.70 ± 1.98***
	21.65 ± 2.06
	23.87 ± 2.00

	HbA1c (mg/L)
	115.53 ± 13.54
	371.90 ± 30.40***
	341.40 ± 33.77
	355.15 ± 36.79

	Serum insulin (ng/mL)
	0.18 ± 0.01
	9.95 ± 1.03***
	9.54 ± 0.98
	8.87 ± 0.89

	Triglyceride (mmol/L)
	0.88 ± 0.10
	1.83 ± 0.14**
	2.10 ± 0.20
	1.98 ± 0.21

	Cholesterol (mmol/L)
	1.93 ± 0.83
	5.11 ± 1.41***
	5.09 ± 1.23
	4.99 ± 1.73

	SCr (μmol/L)
	88.87 ± 4.40
	96.77 ± 4.93
	92.49 ± 4.18
	95.21 ± 4.89

	BUN (mmol/L)
	9.86 ± 1.10
	17.26 ± 1.11***
	17.80 ± 1.09
	12.32 ± 0.69#


12-week-old male db/db mice were subjected to renal in situ injection with podocyte-specific AAV-Wt1 or AAV-NC and analyzed 8 weeks later. Data are expressed as mean ± SEM. n = 6. **P < 0.01, ***P < 0.001 compared to db/m group. #P < 0.05 compared to db/db group. One-way ANOVA followed by multiple comparisons test.






Supplementary Fig. S1
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Supplementary Fig. S1. c-Abl knockdown ameliorates high glucose (HG)-induced podocyte injury. Podocytes were transfected with c-Abl siRNA (si-c-Abl) or negative control siRNA (si-NC), followed by exposure to HG or normal glucose control (LG) for 48 h. A. Western blot analysis confirming successful knockdown of c-Abl protein and the effects of c-Abl knockdown on p53 activation (n=3). B. Flow cytometry analysis of podocyte apoptosis (n=3). C. Western blot analysis of Nephrin, Podocin, Bax, Bcl-2, and Cleaved Caspase 3 in podocytes (n=3). D. Representative images of phalloidin staining showing the podocyte actin cytoskeleton (n=3). Scale bar: 20 μm. E. Quantification of podocyte migration ability as assessed by Transwell assay (n=3). Scale bar: 100 μm. F. Relative number of adherent podocytes on collagen I measured by crystal violet staining (n = 5). G. Immunofluorescence staining of Paxillin in podocytes. Scale bar: 20 μm. H. Western blot analysis of Paxillin and α3β1 integrin in podocytes (n = 3). Data are presented as the mean ± SEM. *P < 0.05, **P < 0.01, ***P < 0.001. One-way ANOVA followed by multiple comparisons test (A-H).






















Supplementary Fig. S2
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[bookmark: OLE_LINK40][bookmark: OLE_LINK31]Supplementary Fig. S2. PTPRO is an important mediator of WT1-conferred inhibitory effects on c-Abl/p53-mediated podocyte injury. Podocytes were transfected with Wt1 overexpression Plasmid (OE-Wt1) plus Ptpro siRNA (si-Ptpro), followed by exposure to HG for 48 h. A. Western blot analysis of the total and phosphorylation levels of c-Abl and p53 proteins under HG conditions (n=3). B. Immunofluorescence staining showing the subcellular localization of p-c-Abl and p-p53 in podocytes (n=3). Scale bar: 20 μm. C. Western blot analysis of the protein levels of Bax, Bcl-2, and Cleaved Caspase 3 (n=3). D. Flow cytometry assay detecting podocyte apoptosis (n=3). E. Phalloidin staining of the F-actin cytoskeleton. Scale bar: 20 μm. F. Detection of podocyte migration by Transwell assay (n=3). Scale bar: 100 μm. G. Relative number of adherent podocytes on collagen I measured by crystal violet staining (n = 5). H. Immunofluorescence staining of Paxillin and β1-integrin in podocytes. Scale bar: 20 μm. I. Western blot analysis of Paxillin and α3β1 integrin in podocytes (n = 3). Data are presented as the mean ± SEM. *P < 0.05, **P < 0.01, ***P < 0.001. One-way ANOVA followed by multiple comparisons test (A, C-G, I).






















Supplementary Fig. S3
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Supplementary Fig. S3. Podocyte-specific Wt1 overexpression recovered the expression of α3β1 integrin in db/db mice. n = 3. *P < 0.05, **P < 0.01, ***P < 0.001. One-way ANOVA followed by multiple comparisons test.
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