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Figure 1. Preeclamptic samples have increased mitochondrial DNA damage. In aggregate, the control group (N=6) has 0.032
lesions per 10Kb, and the preeclamptic group (N=6), 0.236 lesions/10Kb (~7-fold increase, p=0.011). When divided into fetal
HYPOTHESIS and maternal groups (control and preeclamptic groups N=3 for maternal and fetal), fetal placenta shows significantly greater
lesions (p=0.049) while maternal placenta does not display statistically significant differences in DNA lesions.
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