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A Proposal and Considerations for Treatment Approaches of Psoriasis
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Abstract

Objectives : To investigate treatment approaches of psoriasis, and to provide universal and holistic standards
to assist in optimizing patient care and future research.

Methods : Review articles of psoriasis regarding pathophysiology, risk factor or treatment were searched from
Pubmed (January 2016 to June 2020). Treatment approaches were investigated based on the searched articles.
Additional data collecting was done for further discussion by searching Pubmed and Google scholar with
keywords relevant to the approaches, and the relevant references of articles retrieved were manually inspected to
be included.

Results : Modalities to directly regulate the relevant helper T cell or inflammatory cytokines can constitute the
treatment approaches of psoriasis. Modalities to treat gastrointestinal tract inflammation, to correct metabolic
syndrome and to improve epidermal lipid abnormality via whole body lipid metabolism can also constitute the
treatment approaches of psoriasis. Probable adverse effects of long term use of western medication should be
addressed carefully, and alleviating the hazards of western medication can be a treatment approach of psoriasis.

Conclusion : Treatment of psoriasis should take account of systemic aspects such as gastrointestinal tract and
lipid metabolism. Treatment approaches of psoriasis established on the pathophysiological basis can serve as

universal standards.
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