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Abstract: Atopic dermatitis (AD) is the most common chronic inflammatory skin disease characterized by relapsing

pruritic eczema—like lesion and induced by genetic predisposition, epidermal barrier disruption and dysregulation of the

immune system. AD is a complex and systemic disorder associated with a variety of clinical features. Patients with AD are

at risk of developing atopic comorbidities, such as food allergy, allergic rhinitis, asthma and allergic conjunctivitis etc.

AD and its comorbidities may share a common pathogenic pathway, so biological agents designed to inhibit specific molec-

ular targets of immune responses can have an impact on comorbidities by changing inflammatory state. This review summa-

rizes the research progress of the biotherapy in the treatment of AD and atopic comorbidities.
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Table 1 Biological agent for treating atopic dermatitis and atopic comorbidity
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