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Abstract Hereditary angioedema (HAE) is a rare genetic disorder characterized by increased vascular permeability
mediated by bradykinin, clinically manifesting as recurrent episodes of cutaneous, gastrointestinal, and laryngeal edema.
This article systematically reviewed the major triggers and molecular mechanisms of HAE, with a focus on the clinical
features of gastrointestinal involvement, key points of differential diagnosis, and trigger management strategies. Combined
with the research progress in the past three years, the current application of novel targeted therapeutic agents in the
prevention and treatment of HAE was also summarized. This review aimed to improve the awareness of HAE among

gastroenterologists, reduce misdiagnosis and unnecessary invasive interventions, and standardize the diagnosis and

treatment approaches.
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