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~2%1) v 1 mimKAEM10mlA» 5 Histopaque
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A— ) TER%, 10% FCS TR B EH10,
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1250pl 323U 72, ZBXRIziz FCS %50
plEmL 7z, Doz L2 #L 72 cluster %,
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NN, B-estradiol THIZITEFENERT, 1
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BEK 17 14
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TAE W 25.2+10.9% 28.1+12.45%
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7, B AROBERBICBLIZTRELZD
BFICOWTREBABELEY S, 2T
M, ZBEELRRNES»LHLPICL,
FoWBRETEELMEL 55 ) >/ B
BB LV IBRALIVREEMI 2. £D
R, ARLREFREEOTELEE i
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WEDH D,

72, AW B DIEEIC A L T Beynon 513,
RAERICHE 2 ET 5 RREELRDEL, X T
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B-estradiol ) > <BREHZEAL RGO EHIVERM
i3, 10pg/mlN B E T3R5k @RS A H Nz
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The clinical features and pathogenesis of premenstrual asthma :
Effect of progesterone and 3-estradiol on lymphocyte activation
Motoko Goro
Second Department of Internal Medicine,
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(Director : Prof. I. Kimura)

Although premenstrual worsening of asthma is recognized, little is known about the
pathophysiology. Monthly variation in endogenous progesterone and S-estradiol may be
associated with the etiology of premenstrual asthma (PMA). T lymphocytes play an important
role in the pathogenesis of asthma. Therefore, to clarify the pathogenesis of PMA, the clinical
features and effects of progesterone and S-estradiol on lymphocyte activation were studied.
1) Thirty one asthmatic females of reproductive age were surveyed. Fourteen asthmatics
(45%) claimed their asthma symptoms worsened just prior to or during the menses. Comparing
asthmatics with and without PMA, the former group showed significantly more severe steroid
dependent asthma. - _

"2) Progesterone and A-estradiol suppressed lymphocyte blastogenesis stimulated by phyto-
hemagglutinin (PHA), mite and Candida antigen. There was no significant difference in the
suppression rétte b_etween asthmatics and normal subjects, or between male and female.

These findings suggest that T lymphocytes may be activated by causal allergens when
progesterone and B-estradiol levels decrease during the premenstrual period. Activated T

lymphocytes may contribute to the pathogenesis of PMA.



