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[Abstract]

agulation and inflammation. Factor Xl can be activated by contacting with a variety of substances, such as heparin de-

Coagulation factor XII is a kind of plasma protease that activates the contact system that promotes co-

rived from Mast Cells, misfolded protein, collagen, nucleic acids, polyphosphate and so on. Since Factor Xl genetic defi-
ciency does not cause significant bleeding, it has been thought for decades that this factor is dispensable in the body's
blood clotting response. But in recent years, it has been found that Factor XII plays a key role in some clotting and inflam-
matory diseases. This article reviews the progress of Factor Xl in related diseases such as thrombosis and inflammation,

and provides a basis for taking Factor Xl as a new drug target for the treatment of thrombotic embolism and inflammation.
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