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Abstract
Spontaneous Tumor Necrosis Factor (INF) and Interleukin-18 (IL-1R)
production in Kawasaki Disease

- The effect of intravenous immunoglobulin administration -
Hiroyuki Suzuki, Michio Koike

We investigated the spontaneous production of TNF and IL-18 by
peripheral blood macrophages/monocytes from eight patients befofe
and after the intravenous immunoglobulin administration(IVIG), and
examined the relation with coronary artery involvements and the
changes of the production in these two cytokines. Various levels of
spontaneous TNF production was measured in patients studied before
IVIG but these levels tended to increase after IVIG.

Spontaneous IL-18 production was slightly elevated in two patients
before IVIG and in five patients after IVIG. There was no
relationship with coromnary artery involvements and the changes of

these two cytokines.
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