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Research advances of traditional Chinese medicine interventions
for sepsis via the NF-kB pathway*
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Abstract: Sepsis, a systemic inflammatory response syndrome triggered by infection, remains a critical
condition with limited pharmacological interventions despite current reliance on ventilatory support, continuous
renal replacement therapy, and nutritional management. Traditional Chinese Medicine (TCM) demonstrates
distinctive advantages in modulating nuclear factor-kappa B (NF-«B), a pivotal signaling pathway implicated in
sepsis pathogenesis. Substantial evidence indicates that NF-«xB serves as a central hub for inflammatory cascades
during sepsis, orchestrating the release of multiple cytokines and driving organ-damaging inflammation. Recent
studies establish the NF-«xB pathway as a key therapeutic target for TCM in sepsis management. TCM interventions
effectively attenuate inflammatory responses through precise regulation of this pathway. This review synthesizes

current evidence from global literature, systematically examining TCM-derived active compounds, compound
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formulations, and clinical preparations that ameliorate sepsis by targeting NF-«B signaling. Our analysis provides

novel theoretical insights to inform future TCM-based sepsis therapeutics.

Keywords: traditional Chinese medicine; sepsis; NF-kB; organ injury; review
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