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[Abstract]

Agioedema, as a clinical symptom, is often combined with wheals and diagnosed as urticaria. As to angioedema

without wheals, it is considered an independent disease. According to the causes, angioedema is divided into 2 types: hereditary an-

gioedema and acquired angioedema. As a rare disease, hereditary angioedema is often misdiagnosed and mistreated , although it is se-

vere and life-threatening sometimes. It is therefore necessary to introduce how to identify and treat hereditary angioededa patients.
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