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Diffused panbronchiolitis (DPB) is a
chronic obstructive lung disease, to which
much attention has been paid because of
its characteristic clinical featuers. Recently,
it has been suggested that this disease is
related to some immunological disordersor
or predisposition. In this respect, hyper
IgA nemia, the elevation of cold hemaggl-
utinin titer, chronic sinusitis and HLA-
antigen Bwd4 were found in many patients
with this disease. In the previous paper,
we reported the subsets of peripheral ly-
mphocytes in patients with DPB, in order
to determine whether immunologicaldisor-
ders exist at the lymphocyte level. As
compared with healthy controls, in DPB
cases the percentage of Leu-2a and OKT8*
positive cells decreased significantly, the
percentage of Leu-3a and OKT4* positive

cells increased significantly and Leu-3a,/

Leu-2a ratio and OKT4' OKT8' ratio
increased significantly. By minocycline
(MINO) nebulizing therapy, these immu-
nological abnormarities and symptomes
were improved.

In this paper, we investigated the effect
of MINO on polymorphonuclear leukocytes
(PMNLs) function. Concentration of MI-
NO in bronchoalvolar lavage fluid (BALF)
was less than 2ug,/ml immdiatly after
50mg of MINO inhalation by ultrasonic
nebulizer. These low concentration of MI-
NO in BALF (2u¢g,/ml) did not influence
in vitro PMNLs randam migration, chemil
uminescence, glucose oxidation, pagocytosis
of opsonized yeast cells or opsonized E.
coli. These data suggested that using dose
of MINO in this therapeutic protocol did

not any influence on PMNLs function.
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CHsa: Kent’s method

C. : Quchterlony method

Ca ¢ Quchterlony method

Cl : Clg deviation (C|gq DV methed)
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Fig7 Working hypothesis of pathoyen-
esis of DPB (from Ref 18)
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