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CASE REPORTS
LATE POSTPARTUM PREECLAMPSIA WITH POSTERIOR REVERSIBLE 

ENCEPHALOPATHY SYNDROME

RITESH KAUNTIA, ROHITH VALSALAN, SHUBHA SESHADRI, VINAY R PANDIT, M. M. PRABHU  

ABSTRACT

Posterior reversible encephalopathy syndrome is a reversible syndrome characterized 
by headache, seizures, altered mentation, and loss of vision associated with white 
matter changes on imaging. We report here a 27 year-old lady three weeks postpartum, 
presenting with posterior reversible encephalopathy syndrome. She was treated 
successfully with antihypertensives and showed dramatic improvement. This condition 
is important to recognize and needs to be treated promptly to prevent morbidity and 
mortality in pregnancy and postpartum.
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INTRODUCTION

Reversible posterior leukoencephalopathy 
syndrome (RPLS) or posterior reversible 
encephalopathy syndrome (PRES) was first 
described by Hinchey in 1996.[1] She described 
it as a reversible syndrome manifested as 
headache, altered mental functioning, seizures, 
and loss of vision associated with white matter 
changes, suggestive of edema mainly in the 
posterior regions of the cerebral hemispheres, 
but also involving the brainstem, cerebellum, and 

other cerebral areas. Postpartum preeclampsia is 

a rare and under-recognized condition occurring 

in 5.7% of all cases of pregnancy-induced 

hypertension.[2] PRES is a very rare condition 

and so is usually not suspected. This causes 

delay in diagnosis and treatment, which can 

lead to permanent neurological damage. We 

report here a case of postpartum preeclampsia 

presenting with PRES, emphasizing the fact 

that early diagnosis and treatment can prevent 

complications.

CASE REPORT 

A 27 year-old lady presented to the emergency 

department three weeks postpartum after 

she experienced headache, blurring of vision, 

nausea, and vomiting for one day. She had 

a normal pregnancy and all her antenatal 
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blood pressure recordings were normal. She 
had undergone a caesarean section in a 
local hospital due to nonprogression of labor; 
postoperative and the subsequent puerperal 
periods were uneventful. Examination revealed 
that she was conscious, oriented, and afebrile 
with a blood pressure of 200/110 mm of Hg. 
The results of her general examination were 
unremarkable. A central nervous system 
examination revealed diminution of vision 
in both eyes with regard to perception of 
hand movement. Pupillary reactions and 
results of a fundoscopic examination were 
normal and plantars were flexor. Results of 
abdominal, cardiovascular, and respiratory 
system examinations were unremarkable. Her 
complete blood picture, kidney function test, 
liver function test, clotting parameters, and 
electrocardiogram were within normal limits. 
Urine examination revealed 2+ proteinuria. 
Echocardiogram did not show any evidence of 

left ventricular hypertrophy. MRI of the brain 
showed symmetrical hyperintense signals 
in the white matter of the bilateral occipital 
lobes in T2-weighted and FLAIR sequences 
[Figure 1]. MRV was done to examine the 
deep venous system which was found to be 
normal. She was started on antihypertensives 
(amlodipine and labetolol), and her vision 
improved to 6/6 after 48 hours following 
commencement of the treatment. She was 
followed up and MRI at  one month after initiation 
of treatment showed disappearance of the 
hyperintensities [Figure 2].

DISCUSSION

PRES has become better recognized with 
the progress made in imaging modalities. 
Most cases are associated with hypertensive 
emergencies,  a l logenic bone marrow 
transplantation, solid organ transplantation, 

Figure 1: FLAIR sequence of MRI of the brain 
demonstrating hyperintensity in the white matter of the 
bilateral occipital lobe

Figure 2: Follow-up MRI of the brain demonstrating 
disappearance of hyperintensity
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autoimmune disease, high-dose chemotherapy, 

toxemia of pregnancy, cryoglobulinemia, and 

thrombotic thrombocytopenic purpura.[1,3] Two 

theories have been proposed to explain the 

pathophysiology. The more popular theory 

suggests that hypertension leads to failure of 

autoregulation, subsequent hyperperfusion, and 

vasogenic edema. The other theory suggests 

that vasoconstriction and hypoperfusion leads 

to brain ischemia and subsequent vasogenic 

edema.[4]

PRES is characterized by high signal intensity on 

T2-weighted and FLAIR images, predominantly 

in the posterior regions, which is caused by 

subcortical white matter vasogenic edema. 

Supplemental diffuse weighted imaging (DWI) 

and apparent diffusion coeffi cient (ADC) map 

images are helpful in distinguishing vasogenic 

from cytotoxic edema, which represents foci of 

irreversible ischemia. Atypical features have 

been seen in neuroimaging like significant 

anterior, cortical, brainstem lesions, recurrent 

RPLS episodes, foci of permanent injury, 

hemorrhage into lesions, and unilaterality.[5] 

Preeclampsia is characterized by hypertension 

and proteinuria during the antepartum and 

postpartum periods. When associated with a new 

onset of seizures which is not attributable to other 

causes, it is termed eclampsia. Usually it occurs 

between 20 weeks of gestation and 48 hours 

postpartum. If it occurs after 48 hours and up to 

30 days after delivery, it is called late postpartum 

preeclampsia or eclampsia.[2,6,7]

Our patient presented with features suggestive 

of preeclampsia with cortical blindness. The 

differential diagnoses considered were cerebral 

venous sinus thrombosis, pregnancy-related 

stroke, reversible cerebral vasoconstriction 

syndrome (RCVS) with PRES, and postpartum 

preeclampsia with PRES.[8] An MRV (magnetic 

resonance venogram) was taken to rule out 

venous sinus thrombosis and its results were 

normal. As DWI and ADC imaging facilities 

were not available, vasogenic edema could 

not be distinguished from cytotoxic edema. 

Pregnancy-related stroke was an unlikely 

diagnosis as the patient recovered dramatically 

and the MRI lesion disappeared on follow-up. 

Therefore, a diagnosis of PRES was made. 

RCVS is a differential diagnosis which was 

considered but we thought PRES is due to failure 

of autoregulation and vasogenic edema. MR 

arteriogram could not be done to rule it out.

The diffi culty in diagnosis of late postpartum 

preeclampsia is that there are no preceding 

symptoms during or after delivery. Most cases 

of postpartum eclampsia begin abruptly with 

headache days to weeks following delivery.[9] 

They also have associated visual disturbances 

and can progress to eclampsia. Other 

complications can include aspiration pneumonia, 

pulmonary edema, disseminated intravascular 

coagulation, permanent neurological deficit, 

encephalopathy, and death. PRES is reversible 

after appropriate treatment, which makes it 

important to recognize and treat the etiology 

to prevent its progress to irreversible damage.
[10] This case report demonstrates that early 

treatment with control of blood pressure 

can reverse this condition and also prevent 

progression to eclampsia, thus emphasizing the 

need for early diagnosis and treatment. Thus, 

patients should be warned of preeclampsia 

symptoms, not only in the antenatal period 

but also in the postpartum period so that this 

condition can be recognized early.[10,11]
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