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Biological therapy for psoriasis

Porntip Puvabanditsin MD.

ABSTRACT:

PUVABANDITSIN P. BIOLOGICAL THERAPY FOR PSORIASIS. THAI J DERMTOL 2004; 20:
1-9.

DIVISION OF DERMATOLOGY, DEPARTMENT OF MEDICINE, FACULTY OF MEDICINE,
CHULALONGKORN UNIVERSITY, BANGKOK, THAILAND.

Psoriasis is a chronic abnormal activated T cell-mediated disorder from unknown antigen stimulation. Recently
targeted T cell modulators were approaches with satisfactory results. This article reviews the basic knowledge of

biological therapy for psoriasis.
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