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< Abstract >

Maternal floor infarction (MFI) is a

95

relatively rare form of placental abnormality
and is one of the known causes of fetal growth
restriction (FGR) and intrauterine fetal death
(IUFD). We report three cases of MFI that
were diagnosed in our department.

The average age of the patients was 37, and
none of them had connective tissue or
autoimmune disorders. All patients became
pregnant through spontaneous conception,
and two developed hypertensive disorders of
pregnancy. All patients had FGR in the range
of -2.0 to - 3.0 SD, and one developed FGR
the trimester. Doppler

during second

ultrasound revealed abnormal umbilical
blood flow in two of the patients, and
cardiotocography revealed abnormalities of
the fetal heartbeat (> level 3) during labor. All
patients underwent emergency C-section. All
newborns were subsequently admitted to our

neonatal intensive care unit. Developmental



delay and autistic features were observed in

one of the newborns during follow-up.
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