Supplementary Figure Legends

[bookmark: _GoBack]Figure S1. Activation-induced autophagy in T cells is BECN1-dependent but MTOR-independent. (A) Effector TH1 and TH2 cells were incubated with either media alone or activated with plate bound anti-CD3 and soluble anti-CD28 antibodies for 16 to 18 h in the presence or absence of 100 nM rapamycin. NL were added for the last 3 h. LC3-II turnover was assessed by immunoblotting and detection of T289 phosphorylation of pRPS6KB was used as indicator of MTOR activity. (B) Bar graphs represent the mean+SEM of autophagy flux on activated (± rapamycin) and resting cells from seven independent experiments. n.s: not statistically significant. (C) Effector TH1 and TH2 cells were activated with plate bound anti-CD3 and soluble anti-CD28 antibodies in the absence (-) or presence of 100 nM rapamycin added prior (0) or at different time points after activation, as indicated. Cells were lysed after 24 h, and T389 phosphorylation of RPS6KB was monitored by immunoblot. (D) TH1 cells were infected with lentiviral vectors expressing along with a puromycin resistance gene, a scrambled (Scr) or 2 different shRNA that target mouse Becn1 (Bec88 and Bec92). Puromycin-resistant cells were incubated with either media alone (Rest) or activated with plate bound anti-CD3 and soluble anti-CD28 antibodies (Act) for 16 to 18 h (NL were added for the last 3 h). LC3-II turnover and BECN1 downregulation were assessed by immunoblot. Autophagy flux in activated cells where Becn1 had been silenced or in scrambled RNA-expressing cells was calculated. Bar graph represents mean+SEM of 3 independent experiments. *, P<0.05; ns, not statistically significant. (E) Effector TH1 cells were incubated with either media alone or activated with anti-CD3 and anti-CD28 antibodies or IL2-stimulated for 20 h. NL were added for the last 3 h. LC3-II and SQSTM1/p62 expression were quantified by western blot. Bar graph represents mean+SEM densitometry of LC3-II and SQSTM1 of 4 independent experiments. **, P<0.01; ns, not statistically significant.
Figure S2. Macroautophagy is induced in Th1 cells in response to IL2 signaling. (A) TH1 cells were left resting or stimulated with IL2 (10 ng/mL) for 16 to 18 h and then processed for electron microscopy. Representative resting (magnification x8000) and IL2-stimulated (magnification x6000) TH1 cells are shown. Bar graphs (mean+SEM from 20 cells per condition) indicate (B) the percentage of autophagosomes (APG) and autolysosomes (AUTL) from the total autophagic vacuoles (AV) content; (C) the percentage of cytosolic area occupied by AVs; and (D) the average AV size. **, P<0.01; ***, P<0.001; ns, not statistically significant.

