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Abstract : A state of micro-inflammation is common in patients with chronic kidney disease, and the
persistent presence of micro-inflammation can further aggravate renal damage. How to improve the micro-
inflammatory state of chronic kidney disease patients is one of the hot spots of research at home and abroad.
Thrombomodulin, which is closely related to the damage of renal vascular endothelium, is the key to regulating
various physiological reactions, and plays a role in anticoagulation, anti-inflammation, endothelial cell protection and
vascular homeostasis maintenance, providing a new target for the anti-inflammatory treatment of chronic kidney

disease. Therefore, this article reviews the mechanisms of thrombomodulin inhibiting micro-inflammation in chronic

kidney disease.
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