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Neutrophil Chemotaxis by Polarization Assay in
Behcet’s Disease and Sarcoidosis

Tomomi Ogawa
Department of Ophthalmology, Teikyo University School of Medicine

Abstract

The early phase reaction of neutrophil chemotaxis
(polarization) was studied in 47 cases with Behcet's
disease and 24 cases with sarcoidosis by polarization
assay. 53 normal subjects served as controls. The
titer of polarization in Behcet's disease was signifi-
cantly higher than in the controls (p<0.05, t-test).
The titer of the active stage was significantly
higher than in the controls (p<0.05), but there was
no difference in the titers between the inactive stage
and the controls. The age, the sex, type of disease,
and colchicine did not influence the titers. The titer
of polarization in sarcoidosis, however, was signifi-
cantly lower in both the active and inactive stages
than in the controls and the inactive stage of
Behcget's disease (p<0.05). There was no difference

in the titers between each stage. In Behcet’s disease,
neutrophil chemotaxis may be activated, whereas it
may be suppressed or disturbed in sarcoidosis. Polari-
zation assay is an excellent method for detecting
neutrophil polarization in Behget’s disease and is
useful to make a differential diagnosis between
Behget's disease and sarcoidosis. In the etiology and
pathology of these diseases, neutrophils may play an
opposite role. (J Jpn Ophthalmol Soc 99 : 696—702,
1995)

Key words: Behcet's disease, Sarcoidosis, Neutro-
phil leukocyte, Polarization, Polariza-
tion assay
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