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Amygdala nuclei play important roles in emotional responses, fear, Activation of PKCo+ neurons does not directly alter the
depression, and pain process?ng. How.ever, the .idel}tity qf the anxiety behavior
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study, we showed most of the ERK positive neurons were colocolized

with PKC o6+ neurons in different pain models in mice. Optogenetic
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activation of PKC o6+ neurons was sufficient to induce hyperalgesia
without changing the anxiety behaviors in naive mice. And also,
chemogenetic inhibition of the PKC 6+ neurons showed significantly
reduce the acute pain response induced by 5% formalin injection.
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Conversely, activation of SOM+ neurons changed the anxiety Inhibition of somatostatin neurons induced chronic hyperalgesia
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1. 70% of pERK positive neurons are colocolized with PKCo+ neurons in inflammation model.

2. Activation of CeLL PKCo6+ neurons produce chronic hyperalgesia in naive mice.

3. Chemogenetic silencing the CeL. PKCo6+ neurons reduce the formalin-induced inflammation pain.
4. Activation of CeL. SOM+ neurons produce anxiety behavior in naive mice.
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