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[ Abstract |

Kawasaki disease( KD) is predilection in infants and young children under 5 years of age. KD

mainly affects small and medium blood vessels of the whole body, and its complications are aneurysm formation and

coronary artery expansion. KD has become the main cause of pediatric acquered heart disease. At present, the patho-
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genesis of KD is still unclear. The diagnosis of KD is mainly based on its clinical features, laboratory and imaging ex-

aminations, and the clinical treatment of KD needs to be further improved. The research progress in pathogenesis, di-

agnosis and treatment of KD is reviewed in this paper.

[ Key words| Kawasaki disease(KD); Pathogenesis;
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