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Supplemental Figure 1. Arginase and GOT activity in the serum of rats treated with 

vehicle (control) or indicated hepatotoxicants. (A) Arginase activity (U/L) was 

normalized to the activity detected in the control. The error bars represent S.E.M (n = 3) 

(t-test; p-values for APAP = 0.001 and GalN < 0.001). (B) Correlation between GOT 

transaminase and arginase activities in the serum of rats treated with vehicle (control) or 

indicated hepatotoxicants (n = 3). Correlation coefficients for linear regression are 

indicated. 

 

Supplemental Figure 2. Endothelium-independent relaxation of pulmonary arteries 

(PA) is preserved following the treatment with EVs. Concentration-dependent 

relaxation induced by the endothelium-independent vasodilator, sodium nitroprusside 

(SNP), in control (n = 6) or EV-treated (50 µg/mL; n = 6) rat PA rings incubated in the 

absence (A) or presence (B) of NOR-NOHA (10 ng/mL; n = 6). Results are expressed 

as a percentage of the relaxation induced by SNP; they were analyzed using the repeated 

measures ANOVA. 
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