T RESZE - $503% - £08H] - 20204 12 8 DOI: https:/doi.org/10.26549/yzlcyxzz.v3i8.6239

Research Progress on the Role and Mechanism of Tanshinone
II A Sodium Sulfonate in Chronic Obstructive Pulmonary
Disease

Jing Qian
Inner Mongolia Medical University, Hohhot, Inner Mongolia, 010050, China

Abstract

Tanshinone IIA is a fat-soluble active ingredient extracted from the traditional Chinese medicine Salvia Miltiorrhiza, and it has high
medicinal value, in the protection of cerebral ischemia, it not only has the effects of anti-inflammatory, anti-oxidation, and inhibition of
cell apoptosis, but also significantly improves coronary blood circulation, it can be used clinically for the treatment of coronary heart
disease, angina pectoris, and myocardial infarction. Studies have shown that it has a certain effect on the treatment of chronic obstruc-
tive pulmonary disease. Therefore, this paper reviews the effects and mechanisms of Tanshinone II A on COPD in recent years, and
provides references for in-depth research.
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