EIESE, 35() : 571~579, 1987

SR B REAR BT PR X IFERERO
SRS-A ¥z LTC, pes:iEmEsg

A EE K BR FHIMEMTF
i =
BN KRS 1 ARl EE

Release of SRS-A, Especially LTCs, from Peripheral Neutrophils
and Eosinophils in Patients with Bronchial Asthma

Keisaku FuJiMoTO, Toshio KOBAYASHI, Sawako YOSHIKAWA
and Shozo KUSAMA
Department of Internal Medicine, Shinshu University School of Medicine

N

To determine the ability of polymorphonuclear leukocytes (PMN) in patients with bronchial
asthma and other pulmonary diseases to release slow reacting substance of anaphylaxis (SRS-A),
we measured SRS-A by bioassay and LTC, with the RIA method after challenging PMN with
Ca-lonophore A23187 (Ca-I, a known SRS-A and LTC,-releasing factor) The neutrophils and
eosinophils were separated from PMN using Percoll density gradient centrifugation and were
examined for their ability to release LTC,.

1) The amount of SRS-A (LTC, equivalent) from PMN using the bioassay method correlated
with that of LTC, using the RIA method.

2) The amount of LTC, released from PMN was significantly higher in patients with non-
steroid-treated bronchial asthma, COLD, and pleurisy than that in normal subjects, whereas
in patients with steroid-treated bronchial asthma, the amount of LTC; released from PMN
was not significantly higher. ' ' R

3) The amount of LTC, released from PMN correlated with the percentage of eosinophils in
PMN.,

4) The amount of LTC, released from eosinophils was higher than that of LTC, from neutrophils.
The release of LTC, from PMN reflected the population of eosinophils in PMN, It was sig-

nificantly higher in patients with bronchial asthma, COLD, and pleurisy. It is suggested that LTC,

released from eosinophils was related to the pathophysiology of bronchial asthma. Shinshu Med.

J., 85:571—579, 1987

(Received for publication January 6, 1987)
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Leukofriene Gy release (ng/ml,3X10° PMN-leukocytes)
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