Activation of CFTR channels in absence of internal fluoride using a highly parallel automated patch clamp system
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Used voltage prototocols and typical current responses. In red is preactivation, in dark activated current.

On the right are two examples of a leaky (left) and a non-leaky (right) well. Note the difference in tail 20 uM
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current revealing leak vs. residual current. CFTR was measured at 100 or 80 mV respectively.

v' 384 Amplifiers, 384 Pipetting Head
v" High Gigaseal rate on HEK, CHO, LTK, RBL, iPS and RBC
v" Fast solution exchange for ligand gated channels

v" Partial Usage of the Chips Possible (32 wells per run)

v Temperature controlled cell hotel (4 - 70 ©C)

v" Customized Chips for different hole sizes, allowing
optimal access and seal resistances for different cell lines

v Upgradable Current Clamp Option

v Upgradable Temperature Control Option
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