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Fig,1, Saturation curves of specific H?-
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Fig, 2 A Dose-dependent hydrolysis of
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Fig, 2B Time course of the hydrolysis
of cAMP by cAMP-PDE from crude ex-
tracts prepared from the guinea pig
lung
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Tab,The Changes of Beta-adrenoceptors, cAMP-PDE Activity and cAMP in the
Allergic Asthmatic Guinea Pigs

B-adrenoceptor

; . T T T cAMP-PDE c AMP
Group n Bmax Kd (pmolemintemg (pmolo-mg wet lung
M X v
(fmol/mg protein) (nmol) Protein™?) tissue™1)
Control 10 217.35+590,32 5,5712.36 20,28+3.81 6.54:£2,09
Asthma 10 162,104:14,728 4.02+1,60 27.49+4,558 4,13+2,078

& P<0,05 Versus control
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Changes of Beta-adrenergic Receptors and cAMP-PDE Activity

of Asthmatic Lung Tissue in Guinea Pigs

Song Pingfang, Ling Peiji, Mao Baoling, et al (Department of Respiratory Diseases, Daping

Hospital, Third Military Medical College, Chongging 630042)

Abstract The changes of the number of beta-adrenergic receptors, the acti-

vity of cAMP-PDE and the level of cAMP were observed in the guinea pigs
with allergic asthma with radioligand assay, radioenzyme assay and radioimu-

*
noassay respectively, It was found that there were a 25% decrease of the

number of beta-adrenergic receptors on the lung membrane, a 36% decrease of
the level of cAMP in the lung tissue, and a 35% izcrease of cAMP-PDE acti-

vity in the asthmatic animals as compared with those of the control, A close

positive correlation was observed between the number of beta-adrenergic recep-
tors and cAMP level,but a negative correlation between cAMP-PDE activity

and cAMP level in the asthmatic group,
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