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Abstract: A desintegrin and metalloproteinase (ADAM) is a kind of membrane-binding or secreted pro-
teins, whose members are widely distributed with many functions,affecting a series of physiological and path-
ological processes of the human body and participating in the regulation of many diseases. A desintegrin and
metalloproteinase 12 (ADAMI12) ,as a member of ADAM,regulates cell phenotypes by influencing biological
activities such as cell adhesion, metastasis,invasion, proteolysis, signaling transmission and so on. ADAMI12
has obvious overexpression in a variety of tumors,inflammation, normal pregnancy and so on,but in adverse
pregnancy,the overexpression is inhibited and even shows a lower expression than normal level,such as in re-
current abortion and endometriosis. ADAMI12 with low expression is closely related to adverse outcome of
pregnancy,and low expression of maternal serum in children with preeclampsia and 21-trisomy syndrome has
also been found in recent years,indicating ADAMI12 has potential for future disease screening. This review

briefly demonstrates the research progress of ADAMI2 in related diseases of obstetrics and gynecology by re-

viewing the structure and function of ADAMI12.
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