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Levels of Tumor Necrosis Factor-alpha, Interleukin-6, and Interferon-gamma During the

Active Phases of Pustular Psoriasis, Palmoplantar Pustulosis,
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Inflammatory serum cytokines are produced by lymp-
hocytes and target organs in inflammatory skin diseases.
Changes in cytokines fluctuate daily during disease activity.
Comparisons of serum cytokine levels, cytokine species, or
flow cytometric changes during the disease course might
not be adequate. In addition, daily target organ examina-
tions are difficult.

In this report, we determined disease-specific cytokine

balances by continuously measuring the levels of in-

flammatory cytokines (interleukin-6 [IL-6], interferon
gamma [IFN-gamma], and tumor necrosis factor-alpha
[TNF-alpha, TNF- « ]) in patients with pustular psoriasis
(PP), palmoplantar pustulosis (PPP), Stevens-Johnson syn-
drome (SJS), and Bechet's disease (BD) during the course
of the disease. For the purpose to clarify the effectiveness
of the biological drugs, for example, anti-TNF-alpha/anti-
IL6 drugs, we measured these cytokines of various

inflammatory cutaneous diseases.
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