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INTRODUCTION. There is no knowledge of the molecular mechanisms driving human neck pain. We @ METHODS. Patients undergoing C1-2 fusion:
examined the transcriptomics profile (RNAseq) of the C2 dorsal root ganglion (DRG). >10 DRG from patients with acute pain

Aims: 1) Identify transcriptional changes that could be associated with persistence of pain; >7 from patients with chronic pain
2) Identify phenotyping measures to be associated with RNAseq in future analyses.
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