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[ Abstract] Objective To study maternal antiphospholipid antibodies and other markers of prothrombotic
state changes in patients with severe preeclampsia, looking for sensitive, effective indicators to predict early onset
severe preeclampsia. Methods Seventy cases of pregnant women with severe preeclampsia were investigated,
including 32 cases of early-onset severe preeclampsia and 38 cases of late-onset severe preeclampsia. 30 cases of
normal pregnant women were randomly selected as the normal control group. All pregnant women were singleton
pregnancies, excluding chronic hypertension and chronic kidney disease. ALL pregnant women had blood routine
examination, blood lipid, renal function, liver function, glucose tolerance, and four items of blood coagulation,
including thrombosis dissolved two mer (D-Dimer), antithrombin I[TI(AT-III), 24 hour urinary protein quantitative
anticardiolipin antibodies (ACA)-1gM, IgG, and anti-B2 GPI antibody and etc. index. Results Positive rate of
antiphospholipid antibody and ACA-IgM titer in early onset severe preeclampsia was significantly higher than
late-onset severe preeclampsia and normal control group, the difference was statistically significant (P<<0.05),
Positive rate of antiphospholipid antibody in Late-onset severe preeclampsia was higher than the normal control
group, the difference was not statistically significant (P>0.05); Prothrombotic state in cases of early-onset and
late-onset severe preeclampsia patients were more severe than normal pregnancy group, the difference was
statistically significant (P<<0.05), but prothrombotic state showed no difference between early-onset and late-onset
severe preeclampsia, the difference had no statistical significance (P>0.05); Between antiphospholipid antibodies
quantitative and severity of prothrombotic state had no significant correlation. Conclusion Detection of
prothrombotic state changes in pregnant women with risk factors help to predict severe preeclampsia, and further
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by antiphospholipid antibodies positive rate and ACA-IgM titer values we can identify early-onset and late-onset

severe preeclampsia.
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