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New advances in studies on cardioprotective effects of luteolin

Qing-cen Wang', Xin Yin®, Luo-hui Zhou', Hong Wang'
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People’s Hospital Affiliated to Changzhi Medical College, Changzhi, Shanxi 046000, China)

Abstract: Both developed countries and developing countries are facing serious challenges of cardiovascular
disease. Due to its complexity, multi-mechanism and blending with other diseases, it’s difficult to prevent and treat it.
Finding new and effective drugs for cardiovascular disease have become the common goal of medical and health care
in all countries.
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