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Supplementary Figure 1 

 



 

 

Supplementary Figure 2 

 



Supplementary Figures Legends 

 

Supplementary figure 1: Levels of L-1β, IL-5, IL-6, MCP-1, IFNγ, MIP-1α, MIP-1β and CXCL1(KC) in 

serum of mice treated as in figure 4A, were measured 24h after CLP by ELISA. Statistical analysis did not 

reveal any significant variation between PBS and RSV-treated groups in these conditions. Data were 

derived from Dr. Wang Binbin PhD Thesis. 

 

Supplementary figure 2: A) U937 cells were treated with increasing concentrations of resveratrol ranging 

from 0 to 100µM for 6h with or without pre-incubation of chloroquine 50µM or 100µM for 1h. Western 

blot analysis of p62, MyD88, LC3 was performed using GAPDH as loading control. B) Human primary 

monocytes were treated with 40µM RSV for the indicated time points (2-6h). Western blot analysis of 

MyD88, LC3 and p62 was performed using β-tubulin as loading control. C) Immunoblot analysis of 

expression of MyD88, LC3 and p62 in U-937 cells (upper panel) or human primary monocytes (lower 

panel) treated with 40μM RSV for 0, 2, 3, 4, 5 and 6h pre-incubated with 5mM 3MA for 1h and then treated. 

GAPDH was used as loading control. D) Immunoblot analysis of expression of p62, MyD88 and LC3 in 

human monocytic U-937 cells (left panel) or human primary monocytes (right panel) treated with 40µM 

RSV for 6h with pre-incubation of either 50µM chloroquine, 10µg/ml E64D+10µg/ml pepstatin A or 10µM 

lactacystin. GAPDH was used as loading control. E) U937 cells were treated with 0, 40 or 80µM of 

resveratrol for 6h alone or in presence of 80µM chloroquine, 200nM bafilomycin A1 or 5µM MG132. 

Western blot analysis of p62, MyD88, LC3 was performed using GAPDH as loading control. Data shown 

in B, C and D were derived from Dr. Wang Binbin PhD Thesis. 

 

 

 


