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Cytokines in Patients with Multiple Sclerosis

Koichi MIYAGI
Department of Medicine (Neurology), Shinshu University School of Medicine
(Divector : Prof. Nobuo YANAGISAWA)

It has been suggested that several cytokines, such as tumor necrosis factor (TNF), interleukin (IL)-1,
interleukin (IL)-2, and activated monocyte/macrophages play important roles in demyelination in multiple
sclerosis (MS).

We assessed @ production of IL-1 in the supernatants of mononuclear cells in the peripheral blood of
patients with MS, @ TNF levels in the sera and CSF by ELISA, @ soluble IL-2 receptor (sIL-2R) levels in
the sera by ELISA, and @ the percentage of CD14 positive cells {monocyte/macrophages) in mononuclear cells
of peripheral blood by flow cytometry, and compared them in different stages and types of MS.

Levels of IL-1a were significantly increased in MS patients as a whole compared with controls (p<0.05),
and especially in acute relapsing MS during an exacerbation (p<0.01). Levels of TNF were also significantly
increased in both CSF and sera of patients with MS (p<0.01), especially during exacerbation of the acute
relapsing type. Serum levels of sIL-2R were significantly increased in the exacerbations of acute relapsing
type and chronic progressive type (p<0.05, p<0.05). The percentage of CD14 positive cells was also increased
in MS patients as a whole, in particular during the exacerbation of acute relapsing type (p<0.01).

These results suggest that these cytokines and monocyte/macrophages may play important roles in the
demyelination process in MS. Shinshu Med. ., 40 : 567 —575, 1992
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