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[Abstract]

(especially microvessels). Immunothrombosis is related to immune cells and specific thrombosis related molecules,

Immunothrombosis refers to the innate immune response caused by thrombosis in blood vessels

producing intravascular scaffolds that promote pathogen recognition, inhibition, and destruction, thereby protecting the
integrity of the host. However, abnormal or uncontrolled activation of immunothrombosis may be harmful to the host and
serve as the foundation for various infectious and inflammatory related thrombotic diseases. Therefore, understanding the
potential mechanisms of immunothrombosis plays a decisive role in developing more effective therapies for thrombosis

treatment and prevention. This review provides an overview of the mechanisms of immunothrombosis in order to

understand new treatment strategies for reducing the risk of immunothrombosis.
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