ONLINE SUPPLEMENTARY FIGURES
Fig. 1. (a) mpkCCDcl4 cells viability measured by MTT assay after 24h incubation with 10-10 to 10-6 M CsA. Results are shown as % viability compared to untreated cells. (b) Quantification of 3 different immunoblot analysis of the effect of CsA at 10-8 M on the phosphorylation of (p) p65, ERK and JNK proteins from LPS-treated mpkCCDcl4. (c-f) CXCL2 production measured by ELISA in mpkCCDcl4 (c), primary cultured MCD (d), RAW 264.7 (e) and BMM cells (f), treated or not with siRNA control or against TLR4, incubated with 10 ng/mL LPS. Values are presented as mean ± SE compared to the untreated control. ***, p<0.001.

Fig. 2. mpkCCDcl4 were transfected with a Let-7i mimic or a mimic control and the effect on Nod-1 expression was assessed by immunoblotting. -actin was used as control.

Fig. 3. Bacterial load in bladder of Lpsn and Lpsd mice treated with CsA (5 mg/kg) or his vehicle for 5 days and 24h after UPEC infection. Values are presented as mean ± SE compared to the untreated control. ***, p<0.001.

Fig. 4. Bacterial load in 24h post-infected bladder of wild-type mice treated with CsA (5 mg/kg) for 5 days or with a synthetic Let-7i mimic (mimic miRNA) intraperitoneally injected (2 nmol/mice) just before UPEC (HT7) infection. Values are presented as mean ± SE compared to the untreated control. ***, p<0.001.

Fig. 5. Bacterial load in 24h post-infected bladder of wild-type mice treated or not with CsA (5 mg/kg) for 5 days or with an anti-Let7i intraperitoneally injected (2 nmol/mice) just before the UPEC (HT7) infection. Values are presented as mean ± SE compared to the untreated control. ***, p<0.001.

