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preventing and treating pulmonary diseases
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Abstract: Pulmonary diseases are one of the major threats to human health worldwide. Clinical treatment drugs for pulmonary diseases
include cough suppressants, bronchodilators, anti-fibrotic drugs, glucocorticoids, chemotherapy drugs, targeted drugs, biologics, etc.
Hydroxysafflor yellow A can exert therapeutic effects on various pulmonary diseases by reducing inflammation response, airway
hyperresponsiveness, oxidative stress response, preventing pulmonary fibrosis, and anti-lung cancer. This article summarizes the
pharmacological research progress of hydroxysaftlor yellow A in preventing and treating pulmonary diseases, providing reference for
the clinical application of hydroxysafflor yellow A.
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