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2 q Fig.5 Serum HMGB1 levels are associated with pain. (A) Serum HMGB1 levels in C57 mice at 1, 2, and 4 weeks after TNBS induction of CP. (B) Serum
- HMGB1 levels in MCDM mice at 4 weeks post-TNBS. (C-D) Serum HMGB1 levels in CP patients. Each dot represents one patient. Patients were stratified

by pain scores: 5-10 (n = 26) and 1-4 (n = 7); non-CP (CTR, n = 2).
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