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Experimental research progress of Chinese medicine intervention in NF-kB signaling

pathway to prevent and treat target organ damage in hypertension
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(Abstract] Hypertension is one of the important risk factors for many cardiovascular diseases. The prolonged high blood
pressure can cause damage to target organs such as the heart, brain, kidneys and blood vessels, and its prevalence and disability
rate are increasing. The damage of target organ for hypertension patients is related to the imbalanced immune inflammation, and
nuclear factor-kB (NF—«kB) is the hub of mediating inflammatory response. NF-kB signaling pathway is one of the important target
sites of Chinese medicine in preventing and treating target organ damage of hypertension cases. This paper has reviewed the
researches in the past five years on the prevention and treatment of target organ (heart, brain, kidneys, blood vessels etc.) damage
due to hypertension by the way that Chinese medicine monomer and its effective components, compound preparations and
acupuncture acts on NF—kB signaling pathway. It aims to provide new theoretical bases and ideas for preventing and treating target
organ damage of hypertension with Chinese medicine.
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