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Analysis of pathophysiological mechanisn of coronary arteritis in Kawasaki
disease model mice
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Kawasaki disease is a systemic vasculitis that affects infants and young
children. KD patients may develop cardiac inflammation, most commonly involving coronary arteries.
Understanding of KD pathophysiology is limited by the low availability of human tissues of the
disease, so we induced KD-like coronary arteritis in mice using FK565. This study revealed that
activated and cytotoxic NK cells infiltrating around the coronary arteritis express the chemoline
receptor CX3CR1 and functionally contribute to the development of coronary arteritis in KD.
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