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[Abstract] This review summarizes the pharmacological mechanisms by which Danshen (Salvia miltiorrhiza)
and its active components treat gait impairment associated with cerebral small vessel disease (CSVD). CSVD is
a slowly progressive cerebrovascular disorder, and related gait disturbances significantly affect patients” quality
of life. As a commonly used agent in cerebrovascular diseases, Danshen (Salvia miltiorrhiza) promotes blood
circulation, removes blood stasis, clears heat, cools the blood, alleviates irritability, and calms the mind. It acts
through multiple targets and pathways to treat CSVD—induced gait impairment and delay the progression of gait
abnormalities. Active components such as tanshinones (including tanshinone I, tanshinone Il A, cryptotanshinone),
phenolic acids (such as caffeic acid, ferulic acid, salvianolic acids), danshensu, flavonoids, and polysaccharides
improve cerebral microcirculation, exert antioxidant and anti—inflammatory effects, protect vascular endothelium,
inhibit platelet aggregation, and suppress thrombus formation.
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