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Mechanism and research progress of Salvia miltiorrhiza in treatment of
hypertensive nephropathy
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Abstract: Hypertensive nephropathy has become the second major cause of end-stage kidney disease. Modern medicine believes that
hypertensive nephropathy is inseparable from vascular endothelial dysfunction, oxidative stress and inflammatory response, and renal
fibrosis is its most common pathological feature. At present, it is believed that the key to hypertensive nephropathy is to control blood
pressure. In clinical treatment, the occurrence and development of hypertensive nephropathy is usually controlled by applying
antihypertensive drugs. However, some studies have pointed out that strengthening blood pressure reduction will slow down but will
not prevent the process of kidney damage. Therefore, looking for new treatment has important clinical significance. In recent years, a
large number of RCTs have proved that many traditional Chinese medicine injection for promoting blood circulation and removing
blood stasis combined with conventional Western medicine treatment is more beneficial to improve the effectiveness of treating
hypertensive nephropathy. Danshen (Salvia miltiorrhiza Bge.) has the effect of activating blood and removing blood stasis without
hurting syndrome. Many studies have shown that S. miltiorrhiza and its preparations have a variety of pharmacological effects,
including regulating blood pressure, regulating blood lipids, inhibiting oxidative stress and inflammatory reactions, protecting vascular
endothelial cells and inhibiting fibrosis. However, there is still a lack of systematic explanation for the treatment of hypertensive kidney
disease. Therefore, this article aims to systematically discuss the pharmacological mechanism of S. miltiorrhiza in the treatment of
hypertensive nephropathy from the aspects of traditional Chinese medicine and modern medicine, so as to provide a solid
pharmacological basis for better promoting the clinical application of S. miltiorrhiza and its preparations in hypertensive nephropathy.
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Fig. 2 Anti-oxidative stress and anti-inflammatory response of S. miltiorrhiza
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Table 1 Mechanism of action of S. miltiorrhiza and its main active ingredients in treating hypertensive nephropathy
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= Va2 LY N NLRP3/caspase-1 i 33
PR B % NF-xB f1 TGF-B1/Smad il ¥, A5 IF4H 4 TGF-B1. 34-35
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