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Supplementary Movie
Changes of the nuclear morphology of human neutrophilic granulocytes during UVA-induced NETosis. Staining: Hoechst. 

Supplementary Figures
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Supplementary Figure 1: Quantification of locally-restricted light-induced NETosis. NETosis rates are 60-70% higher in the center of light exposure compared to non-illuminated areas. N = 2 independent experiments. Error bars = SD. 
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Supplementary Figure 2: Functionality of NET inhibitors.  NETosis in response to PMA (100 nM) is inhibited by 4-ABAH (100 µM), iNE (5 µM), DPI (1 µM) and Y-27632 (20 µM), even after inhibitors were treated with 70 J/cm2 of 375 nm, ruling out that inhibitor function was altered by light exposure. Induction of NETosis by PMA is not altered upon the addition of DMSO (solvent for inhibitors) in the highest concentration used (1%). Cells were kept in RPMIcomp. + 10 mM HEPES. N = 2 independent experiments. Error bars = SD.
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Supplementary Figure 3. Reaction of triplet-riboflavin with tryptophan. Tryptophan can transfer an electron or a proton to excited triplet-riboflavin (type I photoreaction). This intermediate can further react with molecular oxygen and thus generate ROS. Riboflavin is transferred back to the ground state. This schema is based on previous published reactions between riboflavin and tryptophan1-4. 
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Supplementary Figure 4. ROS dependency of light- and PMA-induced NETosis. (A) Catalase/SOD significantly inhibits NETosis and Trolox (50 µM) clearly reduces NET rates, when added after full illumination with 70 J/cm2 of 375 nm. Cells were kept in RPMIcomp. + 10 mM HEPES. N = 3 independent experiments. Error bars = SEM. Statistics: two-tailed paired t-test. *p < 0.05. ns = not significant. (B) Inhibition of NADPH oxidase activity by DPI (1 µM) shows clear reduction of NETosis induced by PMA (100 nM) whereas the inhibition of mitochondrial ROS production by MitoTEMPO (5 µM) has no impact on PMA-induced NETosis. Addition of catalase (2,000 U/ml), PEG-catalase (2,000 U/ml), catalase/SOD (2,000 U/ml, 50 U/ml) or of a mixture of catalase (1,000 U/ml) and PEG-catalase (1,000 U/ml) reduce PMA-induced NETosis by around 30-50%. Cells were kept in RPMIcomp. + 10 mM HEPES. N = 2 independent experiments. Error bars = SD.
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[bookmark: _GoBack]Supplementary Figure 5. Light-induced NETosis is dependent on extracellular ROS. (A) NET rates in response to light of 375 nm 70 J/cm2 are enhanced in the presence of the culture buffer HEPES (10 mM). N = 3-4 independent experiments. Error bars = SEM. (B) Without irradiation, H2O2 levels are stable with and without addition of riboflavin and tryptophan. After stimulation with 100 nM PMA extracellular H2O2 increase within 30 min up to 3 µM. “+” = addition of 2 mg/l riboflavin and 1 mM tryptophan. “(+)” = 0.2 mg/l riboflavin and 0.024 mM tryptophan within RPMI. N = 3-4 independent experiments. Error bars = SEM. (C) During AmplexRed measurements NETosis is stably induced by PMA (100 nM) and light in RPMIcomp. with HEPES (10 mM) and HBSScomp. supplemented with tryptophan (1 mM) and riboflavin (2 mg/l). N = 3-4 independent experiments. Error bars = SEM. 
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