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[Abstract] Objective To explore the association between preeclampsia/eclampsia and
maternal and fetal angiotensinogen SNPs. Methods From January 2008 to October 2015, a case-
parents/mother-control designed study was conducted among 347 preeclampsia/eclampsia cases and
700 controls to collect related information on their demographic characteristics and to detect the
related angiotensinogen SNPs’ genotypes. Both log-linear and unconditional logistic regression
methods were employed to investigate the genetic effects of maternal/fetal angiotensinogen SNPs on
preeclampsia/eclampsia. Multivariate binary unconditional logistic regression model and covariance
were used to analyze the relationship between BMI before pregnancy, weight gain during pregnancy
and overweight and obesity in preschool children. Results Both fetal angiotensinogen rs3789679 GA
and AA genotype were associated with the reduced risks of preeclampsia/eclampsia, with ORs as 0.73
(95%CI: 0.55-0.96) and 0.62 (95%CI: 0.39-0.98), respectively. For fetal angiotensinogen rs2493132,
individuals that carrying the TT genotype, presented a positive association with the risk of preeclampsia/
eclampsia, with OR as 1.60 (95% CI: 1.08-2.37). However, these associations were not statistically
significant after the correction of the false discovery rate. It was observed that fetal rs3789679 could
reduce the risk of preeclampsia/eclampsia (OR=0.73, 95%CI: 0.55-0.96) under the dominant model
(GA + AA/GG) while fetal rs2493132 increased the risk of preeclampsia/eclampsia (OR=1.66,
95%CI: 1.13-2.44) under the recessive model (TT/CC + CT). Maternal rs5051 presented an association
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with preeclampsia/eclampsia (OR=1.33, 95% CI: 1.01-1.76) under the dominant model (TC + CC/
TT). Conclusions Results from the dominant model showed that both fetal rs3789679 GA and AA
genotype reduced the risk of preeclampsia/eclampsia and maternal rs5051 TC while CC genotype
increased the risk of preeclampsia/eclampsia. Fetal rs2493132 TT genotype seemed to be associated

with the risk of preeclampsia/eclampsia under the recessive model.
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