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Abstract

Simultaneous measurement of multiple cytokines by a bead array method in bronchoalveolar lavage fluid of patients with
ALI/ARDS

Y. Nakano", S. Fujishima®, T. Miyasho”, Y. Kitagawa”, K. Suda”, T. Nishimura", Y. Ogawa”, A. Kurihara", F. Saito”, M.
Shimizu", H. Koh", W. Yamada", M. Nakamura”, S. Tasaka", N. Hasegawa", H. Yokota”, A. Ishizaka"

1) Department of Medicine,
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4) Department of Veterinary Biochemistry, School of Veterinary Medicine, Rakuno Gakuen University

[Background] There have been many reports showing the increase in single or several lung cytokines of patients with ALI/
ARDS. However, cytokines are composing complex networks by playing multiple unique or redundant roles, and it is not
easy to clarify the pathophysiological roles just by measuring individual cytokine. Therefore, we preliminary determined a
set of multiple cytokines by a novel technique in patients with ARDS. [Methods] Bronchoalveolar lavage (BAL) fluid was
obtained from normal volunteers (controls) and patients with ARDS, after obtaining informed consent. Diagnosis of ARDS
was determined, following the American-European consensus conference. Totally 17 cytokines (TNF-a, IL-1 /3, IL-6, IL-8,
IL-2, IL-12, IEN- y |, IL-4, IL-5, IL-10, IL-13, G-CSF, MCP-1, MIP-1b, IL-7, IL-17) in the BAL fluid were measured by
a Bio-plex “suspension array system. One way ANOVA was used for statistical analysis and significance was accepted at
p<0.05. [Results] We detected 16 cytokines, except GM-CSF, in ARDS patients and the levels were significantly higher than
those in controls. [Conclusion] We could detect a significantly higher levels of 16 cytokines out of 17 in the BAL fluid of

ARDS patients by a novel beads array method.
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