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Supplementary Figure 1. Starvation induced autophagy. &9 tklls were transiently transfected with GFP-LC3 and #tarved in EBSS
for 24 h or preincubated with 3-MA (1 mM) for 2 h followed by station in EBSS for 24 h. Scale bar,/dn. B) U87 cells were starved
in EBSS for 24 h or preincubated with 3-MA (1 mM) for 2 h follod/dy starvation in EBSS for 24 h. The conversion of LC3-1 int@3:II
was then analyzed by immunoblotting with anti-LC3 antilesdi The results of three independent experiments weressqui@s meatt SEM
*p < 0.05 compared with controffp < 0.05 compared with EBSS-treated cells. (Colours are @sibthe electronic version of the article at
www.iospress.nl.)
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Supplementary Figure 2. #2_1 did not induced ROS and autophagy in U87 and SH-SY5Y cellsCél)s were untreated or treated with
ABa2-1 (20 uM) for 48 h. ROS generation was assayed using a fluorescerce@meter. The results of three independent experimeeits w
expressed as meah SEM. There was no significant difference of ROS productiomvben two groups. B) Cells were untreated or subjected
to ABa2—1 (20 uM) or AB1—42 (20 uM) treatment for 48 h. Beclin-1 expression and conversiol.©8-1 to LC3-Il were determined by
western blotting after various treatmenf8:actin was used as a loading control. C) Quantitation of evesblotting analysis. The results of
three independent experiments are expressed as #n&M *p < 0.05 compared with control.



