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Diffuse alveolar hemorrhage in children
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Abstract: Diffuse alveolar hemorrhage (DAH) is a clinical syndrome with major clinical manifestations of
hemoptysis, anemia, and diffuse infiltration in the lung. DAH has a high mortality rate in the acute stage and is a life-
threatening emergency in clinical practice. Compared with adult DHA, childhood DHA tends to have a specific spectrum
of underlying diseases. It has long been believed that idiopathic pulmonary hemosiderosis (IPH) is the main cause of
childhood DAH; however, with the increase in reports of childhood DAH cases, the etiology spectrum of childhood
DAH is expanding. The treatment and prognosis of DAH with different etiologies are different. This review article gives
a general outline of childhood DAH, with focuses on DAH caused by IPH, systemic lupus erythematosus, anti-neutrophil
cytoplasmic antibody-related vasculitis, COPA syndrome, or IgA vasculitis.
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