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Fig. 1 Measuremert of migration of
alveolar macrophages.
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Fig. 2 Incubation time and alveolar mac-

rophage chemotaxis
Each vertical bar represents mean of
chemotactic differentials in 6 normal
subjects.
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@® : random migration
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Fig. 3 Cell numbers and alveolar macro-

phage chemotaxis
Each vertical bar represents mean of
chemotactic differentials in 7 normal
subjects.
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@ : random migration
Incubation time : 24 hours
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Fig. 4 Concentration of L-glutamine in the
medium and alveolar macrophage
chemotaxis.

Each vertical bar represents mean of
chemotactic differentials in 6
subjects.
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Fig. 5 Smoking and alveolar macrophage
chemotaxis in normal subjects.
Each horizontal bar represents mean
+ SEM
*CT: chemotaxis
**RM: random migration
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Fig.6 Amount of smoking and alveolar m
macrophage chemotaxis in 7
healty smokers.
Each horizontal bar represents mean
+ SEM
*CT: chemotaxis
**RM: random migration
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Fig. 7 Alveolar macrophage chemotaxis in
bronchial asthma
Each horizontal bar represents mean
+ SEM
*CT: chemotaxis
**RM: random migration
O : nonsmoker
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Fig. 8 Alveolar macrophage chemotaxis in
bronchial asthma (nonsmokers)
Each horizontal bar represents mean
+ SEM
*CT: chemotaxis
**RM: random migration
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Fig. 9 Glueocorticoid hormone and alveo-
lar macrophage chemotaxis in bron-
chial asthma (nonsmokers)

Each horizontal bar represents mean
+ SEM
*CT: chemotaxis
**RM: random migration
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Fig. 10 Serum IgE levels and alveolar
macrophage chemotaxis in bron-
chial asthma (nonsmokers)
Each horizontal bar represents
mean + SEM
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Fig. 11 Skin test and alveolar macrophage
chemotaxis in bronchial asthma
(nonsmokers)

Each horizontal bar represents
mean + SEM
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Studies on migration of monocytes and alveolar macrophages
in patients with respiratory diseases
Part II. Studies on alveolar macrophage chemotaxis in
patients with respiratory diseases
Toshio SATO

Second Department of Internal Medicine, Okayama University
Medical School, Okayama 700, Japan

(Director: Prof. I. Kimura)

Cells were taken from the peripheral lung by bronchoalveolar lavage in 43 subjects
including 15 patients with bronchial asthma, 11 patients with sarcoidosis, 4 patients
with hypersensitivity pneumonitis, 2 patients with lung fibrosis, and 11 normal adults
as controls. Chemotaxis of alveolar macrophage to zymosan activated serum was ob-
served, using an agarose plate method. The results were as follows.

1) The chemotaxis of alveolar macrophages from healthy smokers was increased,
compared to that of nonsmokers. The alveolar macrophages from smokers with bron-
chial asthma or sarcoidosis also showed increased chemotaxis.

2) Alveolar macrophage chemotaxis was significantly decreased in asthma patients
(nonsmokers) than in healthy nonsmokers.

3) Alveolar macrophage chemotaxis in asthma patients(nonsmokers) was not in-
fluenced by the regimen of small or middle doses of glucocorticoid hormone.

4) The chemotaxis of alveolar macrophages from patients with sarcoidosis(non-
smokers) was significantly decreased, compared to that of healthy nonsmokers.

5) Alveolar macrophage chemotaxis was increased in a patient with hypersensitivity
pneumonitis, and decreased in patients with lung fibrosis.

Key words: alveolar macrophage, chemotaxis bronchial asthma,

broncho-alveolar lavage



