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Abstract FosB expression is increased in the IC of CPH rats Intensity plots for 2 differential ions shown from IC fROI
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pharmacological targets to alleviate COPC-associated pain using a rat model of comorbid pain hypersensitivity L © 0 ; Bos i 3 2 J y
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IC, particularly changes in fatty acid elongation and desaturation patterns. Since SREBP1c regulates key B Naive
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SREBP1c using siRNA in the IC. This intervention reduced referred pain by ~60%, establishing a mechanistic Lidocaine microinjection in the Insula Cortex attenuates comorbid pain in the rat e o e

link between lipid metabolism and pain modulation. Our findings identify the IC and modulation of lipid A B | " |
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