Vol.20 No.4 Review articles 171

Calcineurin Inhibitor

Sanjutha Supitak MD,

Porntip Puvabanditsin MD.

ABSTRACT

SUPITAK S, PUVABANDITSIN P. CALCINEURIN INHIBITORS. THAI J DERMATOL 2004; 20:
171-187.
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CHULALONGKORN UNIVERSITY, BANGKOK, THAILAND.

Calcineurin inhibitors, immunomodulators which derived from microorganism fermentation products are
cyclosporine, tacrolimus and pimecrolimus. They selectively suppress T cell response through the inhibition of
calcium-dependent signal transduction mechanisms. Their effectiveness, use systemically in transplantation
medicine. Subsequently, these drugs have been approved for treatment of many inflammatory dermatoses such as
psoriasis, atopic dermatitis and allergic contact dermatitis. Tacrolimus and pimecrolimus are also effective when

used topically
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