Supplementary Figures

Figure S1. FKBPS inhibition improved P cell function in primary human and
mouse islets. A mRNA expression of Fkbp5, Nkx6.1, Mafa, Insl and Ins2 in primary
mouse islets transfected with siFkbp5 or control siRNAs for 48 h. Experiments were
repeated for 3 times. B GSI in primary mouse islets transfected with siFkbp5 or control
siRNAs for 48 h. Data were generated from three repeated experiments. C mRNA
expression of FKBP5, NKX6.1, MAFA and INS in primary human islets transfected with
siFKBP5 or control siRNAs for 48 h. Experiments were repeated for 3 times. D GSI in
primary human islets transfected with siFKBP5 or control siRNAs for 48 h. Data were
generated from three repeated experiments. Student's z-test. Mean £ SEM, *P<<0.05,
**P<<0.01, ***P<<0.001.
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Figure S2. FkbpS inhibition improved f cell function in primary mouse islets
treated with inflammatory cytokines. A-C GSI (A), insulin secretion (B), and
intracellular insulin content (C) in primary mouse islets transfected with siFkbp5 or
sictrl, and then treated with proinflammatory cytokines. Data were generated from three
repeated experiments. Student's z-test. Mean = SEM, *P<<0.05, **P<<(.01.
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Figure S3. FkbpS inhibition activates Akt/Foxol signaling in NIT-1 cells. A Western
blot analysis of p-Foxo152%¢ p-AktS®*#73 and Fkbp5 in NIT-1 cells treated with SAFit2
(1 uM) for 0, 8, 16, 24, 48 h. B Relative protein expression levels were quantified by
Image J. Experiments were repeated for 3 times. Student's #-test. Mean = SEM, *P<<
0.05, **P<<0.01.
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Figure S4. Foxol expression in NIT-1 cells transfected with siFoxol or control
siRNAs. A Western blot analysis of Foxol in NIT-1 cells transfected with siFoxol or
sictrl for 48 h. B Protein expression level of Foxol was quantified by Image J.
Experiments were repeated for 3 times. Student's ¢-test. Mean £ SEM, **P<<0.01.
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