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Investigation of Anticardiolipin in Pregnant Women and Its Relationship with Abnormal Pregnancy. Lu Jie, Zhang Deting, Dai Liya.
Wenzhou Third People's Hospital , Zhejiang 325000, China

Abstract Objective To investigate the positive rate and subtype’s distribution of anticardiolipin( aCL) by its level. Methods
The levels of anticardiolipin from pregnant women were tested by technique of ELISA,and the relationship with abnormal pregnancy was
analyzed as well. Results There was positive rate of 2. 3% in 3448 cases of pregnant women with common subtypes of IgG and IgM which
mainly were low titre(73.4% ). No statistical significance occurred between aCL and abnormal pregnancy(P >0.05). Conclusion aCL

may be not the risk factor of abnormal pregnancy for its low positive rate happening in Wenzhou region.
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