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Supplementary Figure S1. The dependence of the reversal potential, Erev (left axis) and the 

mean peak photocurrent at 0 mV (right axis) generated by GtACR1 in NRVMs on the Cl- 

concentration in the pipette. The data points are the mean values ± sem (n = 3-4 cells for Erev 

and 6-8 cells for peak currents). 
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Supplementary Figure S2. The influence of light on the AP shape in NRVMs expressing 

GtACRs. (a) Inhibition of an AP by switching on the light during the depolarization phase in a 

GtACR1-expressing cell. Light (schematically shown as the green bar): 510 nm, 230 µW mm-2. (b) 

Shortening of the AP duration by switching on the light during the repolarization phase in a 

GtACR2-expressing cell. Light (schematically shown as the blue bar): 470 nm, 250 µW mm-2. In 

both panels the red lines show current traces recorded upon illumination, the black lines, traces 

recorded from the same cell in the dark. 
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