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A Case of Late Postpartum Eclampsia 14 Days after Delivery
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Dong Sik Yu, M.D.? and Sang Soo Lee, M.D.?
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University of Ulsan College of Medicine, Gangnung, Korea

Eclampsia is a syndrome characterized by pregnancy-induced hy-
pertension, edema, proteinuria, and generalized tonic-clonic convul-
sions, occurring between 20 and 40 weeks of gestation or within 48
hours of postpartum. A convulsion that shows up more than 48 hours
after delivery is late postpartum eclampsia. A 40-year-old woman was
admitted due to a headache and generalized tonic-clonic seizures in
{4 days of postpartum. Two months prior to the admission, she had
been admitted to the hospital because of mild proteinuria. Her blood
pressure on arrival was 160/100 mm Hg. There were no focal
neurologic signs. She was given lorazepam and valproate sodium

intravenously and her convulsion was stopped. A brain MRI showed
multiple bilateral high signal intensities in the both deep white matter
and the parieto-occipital cortex. Cerebral angiography showed a dif-
fuse vasospasm. We report a patient with late postpartum eclampsia
occurring 14 days after parturition whose seizures was accompartied
by preceding headache and proteinuria as a pre-eclamptic sign. (J
Korean Epilep Soc 2005:9(1):97-100)
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BAAHQ, lupus antocoagulant @, anticardiolipin &
A, ehlal C9} S, antithrombin I, 2321} 59} 8, &
FAHARE delgith. QM (++)& 7 A9} BlsEt
Aok AHAEe FH X-4E Ftolddt. SF A Al
B3t HHAGSEGY 45 Y I B As
gol T ITh Y 294 P32 180/90 mmHge|3l
T AAFSHHGARY Aty e] At BEEou thE
2HTABARE Aol BAIE A% 2810 o]
Ay B W Alobdaks AdolsiTh HAp
TP A A 2 AT 9 g FAHETY 9
ok=Al ) thabAd o] W] T17h2dA o 589, T27%0 =
A4 2 FLAIRGAIAM 1&g o® =ik (Figure 1),
bAoA wi sk B4 E A (disorganized) o13ith 3

A 3UA AT AN E AdERSIEARE el ¢
A 495 FEL 5~1087 xolxo] AdHA shFef 2~
3§VA‘. HEeRG D AlZY, AT B

Paolgiet, 9Ynz
/éc’] 2ot QS

) AR Y DAL
2 EollA] =HEH dule] A A
T (Figure 2) ~HZol= X

L_N\

Figure 1. T2 weighted (A) and FL-
AR (B) axial brain MRl show mul-
tiple bilateral high signal intensities
in the both deep white matter and
the parietal cortex.

Figure 2. Lateral {A) and antero-
posterior (B) view of the right inter-
nal carotid angiogram show diffuse
arterial narowing which represent
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