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Fig. 1 Sex and monocyte chemotaxis in
normal subjects.
Each horizontal bar represents
mean + SEM.
*CT: chemotaxis.
**RM: random migration.
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Fig.2 Smoking and monocyte chemotaxis
in normal subjects.
Each horizontal bar represents
mean + SEM.
*CT: chemotaxis.
**RM: random migration.
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Fig. 3 Monocyte chemotaxis in bronchial
asthma.
Each horizontal bar represents
mean + SEM.
*CT: chemotaxis.
**RM: random migration.
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nEN CT 0.75+0.06um, RM 0.42+0.030m T
MEEICIIFEEEZERBZOHLNT, T Bdom
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Fig. 4 Attack and monocyte chemotaxis
in bronchial asthma.
Each horizontal bar represents
mean + SEM.
*CT: chemotaxis.
**RM: random migration.
@ : steroid dependent.
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Fig. 5 Serum IgE and monocyte chemo-
taxis in bronchial asthma.
Each horizontal bar represents
mean + SEM.
*CT: chemotaxis.
**RM: random migration
@ : steroid dependent.
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Fig. 6 Skin test and monocyte chemotaxis
in bronchial asthma.
Each horizontal bar represents
mean + SEM.
*CT: chemotaxis.
**RM: random migration.
@ : steroid dependent.
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Fig. 7 Age of onset and monocyte chemo-
taxis in bronchial asthma.
Each horizontal bar represents
mean + SEM.
*CT: chemotaxis.
**RM: random migration.
@ steroid dependent.
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Fig. 8 Glucocorticosteroid hormone and
monocyte chemotaxis in bronchial
asthma.

Each horizontal bar represents
mean + SEM.
*CT: chemotaxis.
**RM: random migration.
@ : steroid dependent.
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B ERBELORIZILS, 19754 Snyder-
man 522}3 hyper IgE syndrome (235> T H#
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Studies on migration of monocytes and macrophages
in patients with respiratory diseases
Part I. Studies on monocyte chemotaxis in patients with
respiratory diseases
Toshio SATO
Second Department of Internal Medicine, Okayama University
Medical School, Okayama 700, Japan

(Director: Prof. I. Kimura)

Monocyte chemotaxis to zymosan-activated serum was observed in 51 subjects in-
cluding 31 patients with bronchial asthma, 7 patients with other respiratory diseases,
and 13 normal adults as controls, using an agarose plate method.

The results were as follows:

1) Monocyte chemotaxis in normal subjects showed no significant difference between
females and males or between smokers and nonsmokers.

2) No significant difference was observed in monocyte chemotaxis between normal
subjects and patients with bronchial asthma.

3) Monocyte chemotaxis was significantly increased after asthma attacks, although
middle dose of glucocorticoid hormone were administered, compared with the non-attack
stage and with during an attack.

4) Monocyte chemotaxis was not affected by serum IgE levels, although random
migration of monocyte was significantly decreased in asthma patients who had serum
IgE more than 500 IU/ml.

5) No significant difference was present in monocyte chemotaxis between two asthma
groups defined by age of onset(<or > 40 years old).

6) There was no significant difference in monocyte chemotaxis between skin test
positive and negative groups.

7) Small doses of glucocorticoid hormone did not affect the chemotaxis of monocytes
from asthma patients.

8) Monocyte chemotaxis was decreased in 2 of 3 cases with hypersensitivity pneu-
monitis, and markedly increased in one patient with generalized aspergillosis.

Key words: monocyte, chemotaxis, bronchial asthma



