POSTERIOR REVERSIBLE ENCEPHALOPATHY SYNDROME WITH BLOOD
TRANSFUSION?
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INTRODUCTION

Posterior reversible encephalopathy syndrome (PRES), also called reversible posterior leu-
koencephalopathy syndrome (RPLS), was initially described by Hinchey in 1996(1). It is character-
ized by several symptoms, including headache, vision change, paresis, nausea, and altered mental
status(2). The pathogenesis of PRES Syndrome is still not clear. However, hypertension and endo-
thelial injury tend to be present in almost all cases.

Here we are presenting a 30-year-old woman, gravida 3 and Para 4 came to the emergency depart-
ment with complaints of anuria, loss of appetite and vomiting a day after delivering an Intrauterine
death (IUD) baby at home and a history of postpartum bleeding. At the time of arrival in the emer-
gency department, the patient was fully conscious and oriented to time, place and person. She had
a pulse of 98 bpm, blood pressure of 170/100 mmHg, respiratory rate of 24breaths/minute and body
temperature of 98.6°F. All systemic examinations, including the abdominal, respiratory, cardiovas-
cular, and central nervous systems, were unremarkable. Baseline investigations including Hemo-
globin were 4.3 g/dl with Mean Corpuscular Volume was 54/Fl, Total Leukocyte Count was 7.2 x
109 and Platelets count was 150 000. Sodium was 135; Potassium was 4.7mmol/L, Chloride was
103mmol/L, and Bicarbonate was 17mmol/L. Urea was 97 mg/dl, and Creatinine was 6.1 mg/dl. On
ultrasound, no retained part of conception was found, and kidney size and echogenicity were within
normal limits.
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Our impression was Acute Kidney Injury due to postpartum haemorrhage. The treatment was
started with Amlodipine 10 per day, Omeprazole 40mg, Metoclopramide, Iron Therapy, and 4 pints
of Packed Cell Volumes were transfused.

On day 4th, her Urea and Creatinine were in a declining pattern, and her urine output was also
improved, but the patient suddenly developed a loss of vision bilaterally. Her fundoscopic exami-
nation was normal at that time, and the other examination was unremarkable.

Her MRI brain shows T2 High Signal Noted B/L symmetrically within the Cortex and Subcortical
region of both parietal and occipital lobes, which was associated with gyral swelling. These ap-
peared low on T1W and high on FLAIR and T2W. These findings are suggestive of PRES Syndrome
(Figure 1). On day 8th, she recovered her vision gradually, and 2 days later, after clinical improve-
ment, the patient was discharged with medication and followed up in the outpatient department.
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Figure 1a. MRI Scan of the patient diagnosed | Figure 1b. MRI Scan of the patient diagnosed
with PRES Syndrome with PRES Syndrome

DISCUSSION
Hypertension, uncomplicated and complicated pregnancies, immunosuppressive medications such
as steroids, cyclosporin and tacrolimus (3), hemolytic uremic syndrome, hepatic syndrome, acute
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intermittent porphyria, HIV, and blood transfusion are also contributing factors for PRES syndrome.
A clear female preponderance of cases exists.

The failure of autoregulation and the blood-brain barrier in the pathogenesis of brain oedema in
PRES. As this posterior circulation has less sympathetic innervation than the internal carotid artery
territory, it may be more vulnerable to autoregulation failure(4). The parieto-occipital area was
involved in 98.7% of cases, the posterior frontal region was involved in 78.9% of cases, and
according to the McKinney study, the temporal region was involved in 68.4% of patients (5).

Blood transfusions can dramatically increase overall blood volume, which can induce brain blood
flow pressure. Vasogenic oedema in PRES is thought to be caused by a sudden increase in perfusion
that leads to a rise in cerebral capillary perfusion pressure, ultimately exceeding the ability of the
autoregulation mechanism(6).

Our patient was severely anaemic, so four pints of packed cell volume were transfused during her
hospital stay. She acquired PRES syndrome a couple of days later, implying that she developed
PRES syndrome due to blood transfusions. It is suspected that PRES may be a significant issue in
massive blood transfusions. A high index of suspicion and timely care will help minimize morbidity
and mortality and pave the way for a quick recovery. This should be borne in mind when dealing
with patients needing emergency blood transfusions.

CONCLUSION
PRES syndrome was suspected in a woman presenting with postpartum haemorrhage, and four pints of blood
were transfused. Therefore, it is essential to keep in mind that such cases can be suspected after transfusion.
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