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Fig. S1 ZC3H13 increased in AKI. (A) Quantification of ZC3H13 mean fluorescence intensity in kidney biopsies from AKI mice (n = 6). (B) Tubular injury score in kidney biopsies from 6 control patients and 8 AKI patients. (C) Quantification of NGAL mean fluorescence intensity in kidney biopsies from 6 control patients and 8 AKI patients. (D) Quantification of ZC3H13 mean fluorescence intensity in kidney biopsies from 6 control patients and 8 AKI patients. (E) Quantification of ZC3H13 mean fluorescence intensity in cisplatin-treated HK2 cells (n = 3). (F) GO and KEGG enrichment reanalysis of GSE165100. Data are showed as means ± SD. *P < 0.05, **P < 0.01.
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Fig. S2 The knockdown and overexpression of ZC3H13 affected m6A modification, G2/M cell cycle arrest, apoptosis and injury. (A) Quantification of ZC3H13 protein in HK2 cells with ZC3H13 knockdown (n = 3). (B) Quantification of ZC3H13 protein in HK2 cells with ZC3H13 overexpression (n = 3). (C) Quantification of E-cadherin mean fluorescence intensity in cisplatin-treated HK2 cells with ZC3H13 knockdown (n = 3). (D) Quantification of Vimentin mean fluorescence intensity in cisplatin-treated HK2 cells with ZC3H13 knockdown (n = 3). (E) Quantification of E-cadherin, Vimentin, KIM1, and NGAL proteins in cisplatin-treated HK2 cells with ZC3H13 knockdown (n = 3). (F) Quantification of Cyclin B1/Cyclin D1 proteins in cisplatin-treated HK2 cells with ZC3H13 knockdown (n = 3). (G) Quantification of P53 and P21 proteins in cisplatin-treated HK2 cells with ZC3H13 knockdown (n = 3). (H) Quantification of BCL2 and BAX proteins in cisplatin-treated HK2 cells with ZC3H13 knockdown (n = 3). (I) Quantification of E-cadherin, Vimentin, KIM1, and NGAL proteins in HK2 cells with ZC3H13 overexpression (n = 3). (J) Quantification of E-cadherin mean fluorescence intensity in HK2 cells with ZC3H13 overexpression (n = 3). (K) Quantification of Vimentin mean fluorescence intensity in HK2 cells with ZC3H13 overexpression (n = 3). (L) Quantification of Cyclin B1/Cyclin D1 proteins in HK2 cells with ZC3H13 overexpression (n = 3). (M) Quantification of P53 and P21 proteins in HK2 cells with ZC3H13 overexpression (n = 3). (N) Quantification of BCL2 and BAX proteins in HK2 cells with ZC3H13 overexpression (n = 3). Data are showed as means ± SD. *P < 0.05, **P < 0.01.
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Fig. S3 The knockdown of ZC3H13 in AKI mice. (A) Quantification of ZC3H13 mean fluorescence intensity in kidney biopsies from AKI mice with ZC3H13 knockdown (n = 6). (C) Quantification of P53, P21 proteins in kidneys from AKI mice with ZC3H13 knockdown (n = 6). (C) Quantification of Cyclin B1/Cyclin D1 in kidneys from AKI mice with ZC3H13 knockdown (n = 6). (D) Quantification of E-cadherin, Vimentin, NGAL, BCL2, and BAX protein in kidneys from AKI mice with ZC3H13 knockdown (n = 6). Data are showed as means ± SD. *P < 0.05, **P < 0.01.
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Fig. S4. ZC3H13 affected the expression of NABP1. (A) Quantification of NABP1 positive area in kidney biopsies from AKI patients. (B) Quantification of NABP1 protein in kidneys from AKI mice (n = 6). (C) Quantification of NABP1 protein in HK2 cells treated with cisplatin (n = 3). (D) Quantification of NABP1 mean fluorescence intensity in cisplatin-treated HK2 cells. (E) Quantification of NABP1 protein in cisplatin-treated HK2 cells with ZC3H13 knockdown (n = 3). (F-H) The expression of NABP1 in HK2 cells with ZC3H13 overexpression, as measured by qPCR (F), western blot (G), immunofluorescent staining (H) (n = 3). (I) Quantification of NABP1 protein in kidneys from AKI mice with ZC3H13 knockdown (n = 6). (J) Representative images of NABP1 immunofluorescent staining, and quantitative results in kidneys from AKI mice with ZC3H13 knockdown (n = 6). Data are showed as means ± SD. *P < 0.05, **P < 0.01.
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Fig. S5 Quantification of several indexes in NABP1 knockdown or overexpression HK2 cells. (A-B) The knockdown of NABP1 in HK2 cells was confirmed by western blot (A; n = 3) and qPCR (B; n = 3). (C-D) The overexpression of NABP1 in HK2 cells was confirmed by western blot (C; n = 3) and qPCR (D; n = 3). (E) Quantification of E-cadherin, Vimentin, KIM1, and NGAL proteins in cisplatin-treated HK2 cells with NABP1 knockdown (n = 3). (F) Quantification of E-cadherin mean fluorescence intensity in cisplatin-treated HK2 cells with NABP1 knockdown (n = 3). (G) Quantification of Vimentin mean fluorescence intensity in cisplatin-treated HK2 cells with NABP1 knockdown (n = 3). (H) Quantification of P53 and P21 proteins in cisplatin-treated HK2 cells with NABP1 knockdown (n = 3). (I) Quantification of BCL2 and BAX proteins in cisplatin-treated HK2 cells with NABP1 knockdown (n = 3). (J) Quantification of E-cadherin, Vimentin, KIM1, and NGAL proteins in HK2 cells with NABP1 overexpression (n = 3). (K) Quantification of E-cadherin mean fluorescence intensity in HK2 cells with NABP1 overexpression (n = 3). (L) Quantification of Vimentin mean fluorescence intensity in HK2 cells with NABP1 overexpression (n = 3). (M) Quantification of P53 and P21 proteins in HK2 cells with NABP1 overexpression (n = 3). (N) Quantification of BCL2 and BAX proteins in HK2 cells with NABP1 overexpression (n = 3). Data are showed as means ± SD. *P < 0.05, **P < 0.01.

[bookmark: _GoBack][bookmark: _Hlk156545194][image: F:/20240922/93-第二次回复编辑意见/Figure-sRGB修改版/FigS6.tifFigS6]Fig. S6 Quantification of several indexes in ZC3H13 overexpressed HK2 cells with NABP1 knockdown and cisplatin-treated HK2 cells with IGF2BP1 knockdown. (A) Quantification of E-cadherin, Vimentin, and NGAL protein in ZC3H13 overexpressed HK2 cells with NABP1 knockdown (n = 3). (B) Quantification of P53, P21, Cyclin B1/Cyclin D1 in ZC3H13 overexpressed HK2 cells with NABP1 knockdown (n = 3). (C) Quantification of BCL2 and BAX protein in ZC3H13 overexpressed HK2 cells with NABP1 knockdown (n = 3). (D) IGF2BP1 was increased in cisplatin-induced AKI mice, as confirmed by WB (n = 6). (E) The knockdown of IGF2BP1 in HK2 cells was confirmed by western blot (n = 3). (F) Quantification of IGF2BP1 and NABP1 protein in cisplatin-treated HK2 cells with IGF2BP1 knockdown (n = 3). (G) qPCR showed the mRNA levels of IGF2BP1 and NABP1 in cisplatin-treated HK2 cells with IGF2BP1 knockdown (n = 3). (H) NABP1 mRNA decay rate after actinomycin D (10 μg/ml) administration in ZC3H13 overexpressed HK2 cells with IGF2BP1 knockdown (n = 3). (I) Quantification of NABP1 protein in ZC3H13 overexpressed HK2 cells with IGF2BP1 knockdown (n = 3). Data are showed as means ± SD. *P < 0.05, **P < 0.01.
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