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Neural activity in the amygdala has a crucial role in shaping the unpleasantness of painful 3.1. Recording of amygdalar neural dynamics during pain perception
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several types of amygdalar neurons express opioid receptors, raising the possibility that
modifications to neural signaling in the amygdala may be a primary means by which opioid
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multiplexed form of fluorescence in situ hybridization that provides the ability to spatially S
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localize single RNA molecules at sub-cellular resolution, using up to 100 different RNA
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