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In the earlier communication on experimentally induced hypersensitivity pneu-
monitis, the author emphasized the importance of neutrophils in the transitional
perioid between the acute and granulomatous stages. The author postulated that
lymphocytes play some role in the decrease of neutrophils prior to the granulo-
matous stage when lymphocytes are concomitantly increased.

In this report, the author describes the result of immunological analysis of
the lymphocytes obtained from the lung tissue at the various stages of hypersen-
sitivity pneumonitis. The lymphocytes were increased in number at all stages
compared with normal lung and this was contributed by both T and B-lymphocytes.
In contrast to B-lymphocyte which failed to show a sequential change in number,
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T-lymphocyte showed a gradual increase in number up until one to two weeks

after the final exposure and declined thereafter. As the reason for this, it was

postulated that whereas B-lymphocyte system had already been maximally sti-
mulated at the time of the final exposure, the effect of the latter to T-lymphocyte

system was further potentiated.

From these results of T and B-lymphocytic

behavior, it is possible that both humoral and cellular immunities, either individual-

ly or through interaction between the two.

Further studies on the subsets of

T-lymphocyte may help clarify the pathogenesis of this disease.
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Fig. 1. Lymphocytes harvested at each stage.
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Fig. 2. Percentage of T and B-cells at each stage.
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