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Figure 1. Photomicrographs and representative Na current traces from days in vitro in NHP or dog DRG neurons. In contrast, the proportion of N I S Slope 0.67 h.a. « Navl.8 antagonists potently and completely blocked TTX-R in NHP but
NHP, dog and mouse DRG neurons. TTX-resistant currents shown in red. TTX-R current decreased significantly in mouse DRG neurons. T oncenvaton () not dog sensory neurons.






