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Research progress on pharmacological effects of oxymatrine in treatment of
neuropathic pain
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Abstract: Neuropathic pain is a chronic pain caused by damage or illness of the somatosensory system, and commonly used therapeutic
drugs in clinical practice often have adverse reactions such as drowsiness, dizziness, and addiction. Oxymatrine is the main active
ingredient in Sophorae Flavescentis Radix, which can exert multidimensional anti-neuropathic pain effects by reducing oxidative stress
damage, inhibiting neuroinflammatory reactions, regulating neurotransmitter homeostasis, and inhibiting the activation of pain
signaling pathways. This article summarizes the pharmacological research progress of oxymatrine in treatment of neuropathic pain,
providing reference for the basic research and clinical translation of oxymatrine.
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