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Regulation mechanism of airway contraction and surface liquid secretion
and regulation effect of naringin in this process
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Abstract: This article reviews the regulation mechanism of airway smooth muscle contraction, the
progress on the research and treatment of cough variant asthma, the regulation mechanism of airway

epithelial liquid secretion, and the progress on the effects of naringin on the airway contraction and

surface liquid secretion, highlighting the potential of naringin for its clinical application.
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B al LIE PKA, T cAMP ¥ ¥ B J5 CFTR B
BPZJGTE, PR At PN cAMP ¥ 2 /2 )84 CFTR 1 RERY
U, PRHRRMMERE (AC, adenylate cyclase)
AEAE IS N cAMP 5 1, $8/ HOUk E ; BE R — I
(PDE, phosphodiesterase) fi % [ fi# il N cAMP,
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