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Figure S1. Ricin stimulates autophagy in a dose-dependent manner. A549 Cells were treated with ricin at 

2 nM, 0.67 nM, 0.22 nM for 18 h. Then, cell lysates were examined for LC3 or p62 levels by immunoblot. 

Actin was used as the loading control. Quantification of LC3-II and p62 normalized to actin is shown 

under the blots from one representative experiment. Immunoblot of LC3 from single experiment was 

spliced to rearrange the order of samples.   



 

Figure S2. Ricin intoxication (6h) modulates autophagy in A549 cells by decreasing the ratio of LC3-

II/LC3-I, which can be reversed by Baf A1, related to Fig 1C and 1D. The ratio of LC3-II/LC3-I is shown in 

the histogram, presented as mean ± S.E.M of 3 experiments (**,  p < 0.01; n.s,  p > 0.05).  

 

Figure S3. Ricin intoxication modulates autophagy in HUVECs, related to Fig 1C. Quantification of LC3-

II/ LC3-I and p62 normalized to actin is shown under the blots. 

  



 

Figure S4. Toxicity of SMER28 and perifosine. HFF or A549 cells were incubated with compounds at the 

indicated concentrations for 24 h, their viability was measured by Alamar blue. Data are shown as mean 

values of duplicate wells ± S.D. from one representative experiments (n = 2).  

 

Figure S5. Activity of Retro-2.1 against ricin in L929 cells. Cells were respectively incubated with Retro-

2.1 at the indicated concentrations for 1 h and then challenged with increasing doses of ricin for 18 h in 

the presence of compounds. Protein synthesis inhibition assay was performed and analyzed as shown in 

Figure 2. Each data point represents the mean of duplicates ± S.D. of one representative experiment (n = 

2). 

 

Figure S6. SMER28, Retro-2.1 and their combination have no apparent toxicity on L929 cells. L929 cells 

were treated with compounds as in Figure 5, cell viability was analysed by Calcein-AM assay. Each 

column represents the mean of duplicate wells ± S.D. of a representative experiment ( n = 3). 



 

Figure S7. Model depicting that Autophagic degradation is involved in cell protection against ricin toxin. 


