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[ Abstract] X-linked agammaglobulinemia (XLA) is a primary immunodeficiency disease caused by BTK
gene mutation. The B lymphocytes in the patient's peripheral blood are significantly reduced (< 2%), the level of
various types of gammaglobulin is low, and the clinical symptom is repeated and serious infection. Now, the main
attention isaboutrespiratory symptomsin XLA, but gastrointestinal symptoms are not rare, which is worthy to
study. In this paper, we reviewed the clinical manifestations, Laboratory and imaging findings, possible
mechanisms, diagnosis and treatment of gastrointestinal symptoms in patients with XLA, to provide new ideas for
the clinical diagnosis, treatment and research of XLA.
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