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Abstract: In recent years, the incidence rate and mortality of lung diseases are increasing year by year. It is of positive significance to
find active and effective drugs to prevent and treat lung injury. Platycoside D is a pentacyclic triterpenoid saponin isolated from
Platycodonis Radix, which has various activities. Platycoside D plays a prevention and treatment role in lung diseases by reducing lung
inflammation, alleviating lung oxidative stress, inhibiting lung tissue fibrosis, preventing lung tissue cell apoptosis, inhibiting pathogen
adhesion, inducing apoptosis of lung cancer tumor cells, and reducing the invasiveness of lung cancer tumor cells. This article
summarizes the research progress on platycoside D in prevention and treatment of lung diseases, summarizes its mechanism of action,
and provides support for the clinical application of platycoside D.
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