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Recent research on the nuclear factor-kappa B signaling pathway in cardiac injury in
children with Kawasaki disease
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Abstract: Kawasaki disease (KD), also known as mucocutaneous lymph node syndrome, is a systemic acute
vasculitis belonging to autoimmune disease. Up to now, the specific pathogenesis of this disease remains unclear, and it
may involve various factors such as immune response, inflammatory response, and vascular endothelial injury caused by
the activation of the nuclear factor-kappa B (NF-«B) signaling pathway. In particular, children with KD and cardiac
injury tend to have a poor prognosis, and researchers hope to explore the specific pathogenesis of cardiac injury in KD to
provide new options for clinical diagnosis and treatment and reduce the incidence rate of this disorder. This article
reviews the recent research on the role of the NF-kB signaling pathway in cardiac injury in children with KD, so as to
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provide a basis for future studies.
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