


Case Report

Delayed Postpartum Atypical Posterior Reversible Encephalopathy Syndrome Following Caesarean Section: A Case Report


Abstract
Posterior reversible encephalopathy syndrome is a clinicoradiological neurological disorder characterised by acute neurological symptoms and vasogenic brain oedema, most commonly involving the posterior cerebral regions. It is associated with several precipitating conditions, including hypertensive disorders of pregnancy and the postpartum state. This case report describes a 22-year-old primigravida who presented on the thirteenth postoperative day following lower-segment caesarean section with severe occipital headache, giddiness, repeated bilious vomiting, and one episode of generalised tonic–clonic seizure with postictal stupor. On admission, she had severe hypertension with a blood pressure of 180/80 mmHg, while neurological examination showed no focal deficit or meningeal signs. Laboratory evaluation showed transient renal dysfunction and neutrophilic leucocytosis. Magnetic resonance imaging of the brain revealed bilateral parieto-occipital T2/FLAIR hyperintensities with additional involvement of the right temporal lobe, left frontal lobe, and posterior limb of the left internal capsule, consistent with posterior reversible encephalopathy syndrome. Magnetic resonance venography excluded cerebral venous thrombosis. She was treated with antihypertensive therapy, anticonvulsant therapy with levetiracetam, and supportive measures, with close neurological and haemodynamic monitoring. Her headache and vomiting resolved, no further seizures occurred, renal function improved, and she was discharged in satisfactory clinical condition. This case highlights the need to consider posterior reversible encephalopathy syndrome in postpartum women presenting with severe headache, vomiting, hypertension, or seizure, even beyond the immediate puerperal period.
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INTRODUCTION:
Posterior reversible encephalopathy syndrome (PRES) is an acute clinicoradiological syndrome defined by transient neurological manifestations and typically reversible vasogenic oedema in the cerebral hemispheres. Headache, seizures, visual field defects, disorientation and, rarely, focal neurological deficits (FNDs) are typical presentations of PRES. Imaging, particularly T2-weighted and FLAIR imaging, usually demonstrates bilateral parieto-occipital hyperintensities. Lesions may also be present in the frontal and temporal lobes, basal ganglia, thalamus, brainstem, cerebellum and deep white matter (Hinduja, 2020; Anderson et al., 2020; Li et al., 2020).
Recent peer-reviewed reviews likewise describe PRES as a heterogeneous clinicoradiological syndrome in which severe hypertension, renal dysfunction, seizures, and imaging abnormalities extending beyond the classic posterior distribution may occur (Fugate et al., 2025; Mourid et al., 2026).
The mechanisms involved in the pathogenesis of PRES remain incompletely understood and are likely multifactorial. Impaired cerebral autoregulation and disruption of the blood–brain barrier secondary to endothelial dysfunction are likely major mechanisms responsible for vasogenic cerebral oedema. Predisposing conditions include hypertensive disorders, renal failure, autoimmune disorders, cytotoxic drugs, and pregnancy-induced hypertensive conditions that may lead to pre-eclampsia and eclampsia (Anderson et al., 2020; Triplett et al., 2022; Ando et al., 2022). PRES may occur during gestation or in the postpartum period. Although most cases occur at term or in the early postpartum period, postpartum onset may be delayed and can create diagnostic uncertainty because the differential diagnoses of headache, vomiting, and seizures include eclampsia, cerebral venous thrombosis, intracranial haemorrhage, ischaemic stroke, and metabolic derangements (Triplett et al., 2022; Vuong et al., 2024; Kouam Djembi et al., 2025; Ullah et al., 2024; Mapari et al., 2024).
Renal dysfunction has been reported in association with PRES (Khan et al., 2015). Pregnancy-induced hypertension has also been identified as a high-risk maternal condition (Arora et al., 2024). Postpartum hypertension remains clinically important after delivery, particularly when neurological symptoms occur in the puerperium (Garneni et al., 2026).
The case discussed here is notable for delayed postpartum presentation on postoperative day 13 following caesarean section, severe hypertension with a generalised seizure, and atypical involvement of additional brain regions on MRI beyond the typical parieto-occipital distribution. This case illustrates the need to consider PRES in a postpartum patient with symptoms of acute brain dysfunction even several days after delivery, together with the need for urgent neuroimaging and prompt therapy.


Although PRES is recognised in hypertensive pregnancy and the postpartum period, delayed presentation with severe neurological symptoms and MRI involvement outside the classic parieto-occipital regions can complicate differentiation from other postpartum neurological emergencies.
Objective:
This case report aims to describe delayed postpartum PRES presenting on postoperative day 13 after caesarean section with severe hypertension, generalised seizure, and atypical MRI involvement, and to emphasise the role of prompt neuroimaging in establishing the diagnosis and excluding important postpartum neurological differential diagnoses.
  CASE PRESENTATION:
A 22-year-old primigravida presented to the Department of General Medicine with severe occipital headache for 1 day, giddiness since the morning of admission, and 7–8 episodes of bilious vomiting for 1 day. She experienced a single generalised tonic–clonic seizure at approximately 7:00 AM on the day of admission, associated with upward rolling of the eyes, tongue biting, and postictal stupor. She was on postoperative day 13 following an uneventful lower-segment caesarean section (LSCS). According to the attendants, she had been apparently well until 1 day before admission, when she developed sudden-onset occipital headache radiating to the neck, followed by recurrent bilious vomiting, giddiness, and a generalised seizure. There was no history of urinary or faecal incontinence, fever, loose stools, earache, tinnitus, recent head injury, or excessive postpartum bleeding. There was no previous history of epilepsy, chronic hypertension, diabetes mellitus, renal disease, autoimmune disease, or other central nervous system illness. The antenatal and intrapartum periods were reportedly uncomplicated, and the LSCS was uneventful. On arrival at the emergency department, the patient was conscious but lethargic following the seizure. Her pulse rate was 94 beats/min and her blood pressure was 180/80 mmHg; she was afebrile. General examination revealed pallor without cyanosis, clubbing, icterus, lymphadenopathy, or pedal oedema. Cardiovascular examination revealed normal first and second heart sounds without murmurs. Respiratory examination showed equal air entry bilaterally with normal vesicular breath sounds and no added sounds. The abdomen was soft, with a well-healed postoperative LSCS wound and no hepatomegaly or guarding. Neurological examination showed a Glasgow Coma Scale score of E4V5M6; the pupils were 3 mm bilaterally and reactive to light; plantar responses were flexor bilaterally; and there was no focal neurological deficit or meningeal sign. Fundus examination showed no papilloedema or hypertensive retinopathy.
Routine investigations - Initial investigations revealed haemoglobin 12.7 g/dL, total leucocyte count 11,410 cells/mm³ with neutrophil predominance (90%), platelet count 3.72 lakh/mm³, and ESR 62 mm/h. Biochemical investigations showed blood urea 39.7 mg/dL and serum creatinine 1.76 mg/dL, with sodium 139 mmol/L, potassium 3.45 mmol/L, chloride 110.93 mmol/L, calcium 8.29 mg/dL, total protein 5.2 g/dL, albumin 2.8 g/dL, total bilirubin 1.0 mg/dL, AST 29 U/L, ALT 17 U/L, and ALP 204.4 U/L. Coagulation parameters were within normal limits. HIV and hepatitis B surface antigen were non-reactive. Peripheral smear showed a normocytic normochromic blood picture with neutrophilic leucocytosis. During hospitalisation, blood urea decreased to 18.2 mg/dL and serum creatinine improved to 0.95 mg/dL. At discharge, haemoglobin was 10.6 g/dL, total leucocyte count was 8,470 cells/mm³, platelet count was 2.17 lakh/mm³, haematocrit was 31.8%, neutrophils 74%, lymphocytes 19%, and monocytes 7%.
In view of severe postpartum hypertension and generalised seizure, urgent neuroimaging was performed. MRI of the brain demonstrated nearly symmetrical T2-weighted and FLAIR hyperintensities involving the bilateral parieto-occipital regions, right temporal lobe, left frontal lobe, and posterior limb of the left internal capsule, consistent with PRES. An incidental broad-based cerebrospinal fluid (CSF)-intensity lesion measuring approximately 5.1 × 1.1 × 3.0 cm in the right parasagittal frontal region was also noted, compatible with an arachnoid cyst. The basal ganglia, thalami, brainstem, cerebellum, ventricular system, basal cisterns, cortical sulci, and sellar structures were unremarkable. MR venography demonstrated a hypoplastic left transverse sinus, with the remaining major dural venous sinuses patent and no evidence of cerebral venous thrombosis.
Based on the clinical presentation of severe postpartum hypertension with a generalised seizure and the characteristic MRI findings, a final diagnosis of posterior reversible encephalopathy syndrome (PRES) in the delayed postpartum period was made. MR venography excluded cerebral venous thrombosis as an important differential diagnosis. The patient was admitted for intensive neurological monitoring and referred for multidisciplinary management involving the Departments of General Medicine, Neurology, Obstetrics and Gynaecology, and Ophthalmology. She was managed with antihypertensive therapy for blood pressure control and anticonvulsant therapy with levetiracetam, along with supportive treatment. Antihypertensive therapy included labetalol 100 mg orally twice daily and nifedipine 10 mg orally twice daily. Levetiracetam (Levipill) was administered at a dose of 500 mg orally twice daily for seizure control. At discharge, labetalol 100 mg twice daily and levetiracetam 500 mg twice daily were continued, together with Cilacar-T 40/10 mg once daily. Dolo 650 mg was advised as required. The discharge prescription also included Taxim-O 200 mg twice daily for 2 days, Ganpan 40 mg once daily for 5 days, and Oxintoff Plus once daily for 14 days. Magnesium sulfate was not documented among the treatments listed in the discharge summary.
[image: ]During hospitalisation, her blood pressure normalised, headache and vomiting resolved, and no further seizures occurred. Neurological examination remained normal, and renal function improved. She was discharged in satisfactory clinical condition with oral antihypertensive and anticonvulsant therapy and advice for close follow-up.




Table 1. Timeline of Clinical Events
	Time
	Clinical event

	Postoperative Day 12
	Developed severe occipital headache, giddiness, and 7–8 episodes of bilious vomiting.

	Postoperative Day 13 / Admission (09 June 2026)
	Developed one generalized tonic–clonic seizure with tongue biting and postictal stupor. Blood pressure was 180/80 mmHg.

	Hospital Day 1 (09 June 2026)
	MRI brain and MR venography performed. MRI findings were consistent with PRES; MR venography showed a hypoplastic left transverse sinus with no evidence of CVT. Antihypertensive and anticonvulsant therapy initiated.

	During hospitalization
	Blood pressure and neurological status improved; headache and vomiting resolved; no further seizures occurred; renal function improved.

	Discharge (16 June 2026)
	Discharged in satisfactory clinical condition with oral antihypertensive and anticonvulsant therapy and follow-up advice.




`Figure 1: MRI brain report demonstrating bilateral parieto-occipital T2/FLAIR hyperintensities with additional involvement of the right temporal lobe, left frontal lobe, and posterior limb of the left internal capsule, suggestive of posterior reversible encephalopathy syndrome.



DISCUSSION:
Posterior reversible encephalopathy syndrome (PRES) is a potentially reversible clinicoradiological syndrome that commonly manifests with headache, seizures, altered mental status, and visual impairment; nausea and vomiting may also occur. Important precipitating conditions include hypertensive disorders, renal failure, autoimmune disorders, cytotoxic drugs, pre-eclampsia, eclampsia, and other pregnancy-related conditions (Anderson et al., 2020; Li et al., 2020). The precise pathobiology of PRES is complex and remains incompletely elucidated (Hinduja, 2020). Cerebral autoregulatory impairment and endothelial injury are thought to play major roles, leading to disruption of blood–brain barrier integrity and vasogenic oedema (Anderson et al., 2020). Endothelial dysfunction associated with a pregnancy-related hypertensive state may further increase capillary permeability and contribute to cerebral swelling (Vuong et al., 2024). In the present case, the neurological presentation occurred 13 days after caesarean section in association with severe hypertension. The available hospital records documented PRES as the final diagnosis; therefore, the case is best described as delayed postpartum PRES associated with severe postpartum hypertension (Vuong et al., 2024; Kouam Djembi et al., 2025). A 2025 case report likewise emphasised that PRES should be considered in postpartum women with marked neurological symptoms even when characteristic signs of pre-eclampsia are absent (Kouam Djembi et al., 2025). Our patient presented with severe throbbing occipital headache, recurrent vomiting, dizziness, a generalised tonic–clonic seizure, and marked hypertension of 180/80 mmHg, which is consistent with the described clinical spectrum of PRES. In a large descriptive analysis of typical and atypical PRES cases, headache, altered mental status, seizures, visual symptoms, nausea, and vomiting were among the most common manifestations (Li et al., 2020). Seizures may be a prominent or initial neurological feature of PRES (Ullah et al., 2024). However, the differential diagnosis of seizure in a recently postpartum woman includes eclampsia, cerebral venous sinus thrombosis, intracranial haemorrhage, ischaemic stroke, metabolic causes, and primary epilepsy (Mapari et al., 2024). Therefore, clinical examination alone may be insufficient for diagnosis. Brain MRI was essential for establishing the diagnosis of PRES and demonstrated bilateral parieto-occipital T2/FLAIR hyperintensities, with additional involvement of the right temporal lobe, left frontal lobe, and posterior limb of the left internal capsule. The classic distribution of PRES involves the bilateral parieto-occipital regions; in the present case, the additional frontal, temporal, and internal capsular involvement represented an atypical distribution (Anderson et al., 2020; Li et al., 2020). In a descriptive analysis of 556 cases, MRI abnormalities were also reported in regions outside the parieto-occipital areas, including the basal ganglia, frontal and temporal lobes, brainstem, thalamus, cerebellum, and deep white matter. Such atypical lesions may mimic other disorders and complicate diagnosis (Li et al., 2020). Therefore, the frontal and temporal lobe involvement in our patient is of particular interest. Recent literature has similarly reported postpartum PRES with involvement outside the traditional parieto-occipital distribution (Kouam Djembi et al., 2025). T2-weighted and FLAIR imaging are important for visualising vasogenic oedema, whereas diffusion-weighted imaging and apparent diffusion coefficient (ADC) mapping can help distinguish vasogenic from cytotoxic oedema and infarction (Anderson et al., 2020; Sheikh-Bahaei et al., 2020). Laboratory abnormalities in our patient included transient renal dysfunction, mild anaemia, hypoalbuminaemia, and initial neutrophilic leucocytosis. The elevated serum creatinine, which improved during hospitalisation, indicated transient or reversible renal dysfunction. Renal disease and dysfunction are recognised associations of PRES and may occur with disturbed cerebral vascular autoregulation (Anderson et al., 2020; Li et al., 2020). Improvement in renal function alongside neurological recovery further demonstrated the reversibility observed during this admission. Management of PRES focuses on early identification and treatment of the precipitating cause, careful blood pressure control, seizure management, and supportive care (Anderson et al., 2020; Ullah et al., 2024). Treatment is individualised according to the underlying cause and severity of the neurological presentation. In hypertensive patients, blood pressure is reduced in a controlled manner to avoid cerebral hypoperfusion (Ullah et al., 2024). In our patient, recognition of severe hypertension and characteristic MRI findings led to prompt initiation of antihypertensive and anticonvulsant therapy. Thereafter, vomiting and headache resolved, no further seizures occurred, neurological examination remained normal, and renal function improved. This favourable clinical response is consistent with the generally reversible nature of PRES when the underlying cause is recognised and appropriate treatment is provided (Li et al., 2020; Ullah et al., 2024). Nevertheless, severe PRES may be associated with intracranial haemorrhage, cerebral infarction, permanent neurological deficit, or death, and delayed treatment or extensive oedema may increase the risk of irreversible injury (Li et al., 2020). Thus, the term ‘reversible’ should not be interpreted as indicating that the syndrome is invariably mild. The main clinical point of this case is its delayed postpartum presentation on postoperative day 13, with a generalised seizure, severe hypertension, and atypical MRI involvement beyond the classic parieto-occipital regions. Recent postpartum case reports have emphasised early consideration of PRES in women presenting with neurological manifestations after delivery. Our case likewise suggests that PRES should remain a diagnostic consideration in postpartum women presenting several days after caesarean section with neurological manifestations (Vuong et al., 2024; Kouam Djembi et al., 2025; Mapari et al., 2024). Postpartum headache and vomiting should therefore be evaluated carefully, particularly when accompanied by hypertension, vomiting, visual disturbances, confusion, or seizure. In such settings, prompt neurological assessment and appropriate brain imaging are important (Kouam Djembi et al., 2025; Mapari et al., 2024). Early MR imaging can support diagnosis while helping to distinguish PRES from other potentially serious postpartum neurological conditions. In summary, this case supports maintaining clinical suspicion for postpartum PRES, obtaining timely neuroimaging, excluding important mimics such as cerebral venous thrombosis, and promptly managing severe blood pressure elevation and seizures. The complete clinical recovery observed during admission following early treatment underscores the importance of timely recognition of this potentially reversible neurological emergency before irreversible brain injury develops.

CONCLUSION:
This case demonstrates that posterior reversible encephalopathy syndrome should remain an important diagnostic consideration in postpartum women who develop severe headache, vomiting, hypertension, altered sensorium, or seizures, even when neurological symptoms arise several days after delivery. The presentation on postoperative day 13 after caesarean section, together with severe hypertension, a generalised tonic–clonic seizure, and MRI abnormalities extending beyond the classic parieto-occipital regions, illustrates the diagnostic complexity of delayed postpartum PRES. Brain MRI was central to establishing the diagnosis, while MR venography helped exclude cerebral venous thrombosis, an important postpartum neurological differential diagnosis. The patient improved clinically following antihypertensive treatment, anticonvulsant therapy with levetiracetam, supportive management, and close neurological monitoring, with resolution of headache and vomiting, absence of recurrent seizures, normalisation of blood pressure, and improvement in renal function during admission. The case supports timely neurological assessment and appropriate neuroimaging in postpartum patients with acute neurological symptoms so that PRES can be recognised and managed promptly while other serious causes are excluded. 
LIMITATIONS:
This case report has several limitations. First, it describes a single patient; therefore, the clinical presentation and favourable outcome cannot be generalised to all patients with postpartum PRES. Second, although the patient demonstrated characteristic MRI findings and clinical improvement, follow-up neuroimaging confirming radiological resolution was not available. Third, the independent contributions of postpartum status and severe hypertension to the development of PRES cannot be determined from a single case. Finally, long-term neurological follow-up was unavailable, limiting assessment of recurrence risk and long-term prognosis.
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Scan Parameters: MRI of Brain has been performed in
multiple planes. Axial T2 W1, Coronal, Axial FLAIR, Sag T1,
Axial DWI, SWAN & Sag Inhance have been performed.
Findings:

Bilateral cerebral hemispheres:

— Near symmetrical areas of T2/ FLAIR hyperintensities
noted in bilateral parieto-occipital, right temporal, left
frontal lobes & posterior limb of left internal capsule.

— Broad based CSF intensity lesion noted in right para-
sagittal frontal lobe measuring ~5.1 x 1.1 x 3.0 ¢cm (Apx
Tr x Cc) with its base towards interhemispheric fissure --
Likely arachnoid cyst.

Basal ganglia and thalamus: Unremarkable.

Brainstem and Cerebellum: Unremarkable.

Ventricles, basal cisterns and cortical sulci: Normal.

Sella and suprasellar structures are normal.

Orbits: Normal.
Nasal cavity and paranasal sinuses:
— DNS to right with bilateral inferior turbinate
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Non-Contrast MR Venography:
— Hypoplastic left transverse sinus.

= Rest of the major dural venous sinuses: Patent.
— No evidence of CVT.

IMPRESSION: 22-year-old female with h/o headache,
vomiting & giddiness, MRI of brain demonstratec:




