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Figure 1: BDNF has no effect on early developing low frequency NM neurons. BDNF did not an increase in low-voltage activated potassium currents elicited in Voltage Clamp. However, the addition of
significantly affect passive or active properties for low frequency early developing NM neurons. ANA-12 does not reverse these effects, suggesting that BDNF binds to TrkC to induce these changes. Funding: NIH, NIDCD RO01 DC017167 (JTS) NIH, NIDCD 1F31DC02136601A1 (KM)
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