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Posterior reversible encephalopathy syndrome
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Editor – Tan and Tan reported a case of severe hypertension in 
which the patient had mild symptoms and normal neurological 
examination.1 Although interesting, we are concerned about the 
diagnosis of such a case.

Posterior reversible encephalopathy syndrome (PRES), also 
termed reversible posterior leukoencephalopathy syndrome, 
is a clinico-radiological diagnosis.2 The occurrence of PRES is 
related to autoregulation failure of cerebral blood circulation 
and/or endothelial dysfunction.2 Vasogenic oedema revealed 
by apparent diffusion coefficient (ADC) maps as increased 
signal intensity, preferably involving the posterior white matter, 
and reversible clinical manifestations like seizures, altogether 
contribute to the diagnosis of PRES.3 As mentioned in their 
abstract, ‘hypertensive encephalopathy (HE) is a subset of 
posterior reversible encephalopathy syndrome’.1 This appears 
problematic, as the latter should be a subset of the former. HE 
may occur with or without abnormal neuroimaging findings, the 
former of which may be diagnosed as PRES.

The 52-year-old man complained of worsening occipital 
headache and giddiness and denied weakness, blurring of vision 
or altered sensation. Neurological examination yielded no positive 
findings. In this regard, the diagnosis of encephalopathy is only 
supported by headache, giddiness and abnormal computed 
tomography (CT) findings. However, according to the National 
Institute of Neurological Diseases and Stroke, encephalopathy is a 
term for any diffuse disease of the brain that alters brain function 
or structure; the hallmark of encephalopathy is an altered mental 
state; depending on the type and severity of encephalopathy, 
common neurological symptoms are progressive loss of memory 
and cognitive ability, subtle personality changes, inability to 
concentrate, lethargy and progressive loss of consciousness.4 Global 
brain dysfunction is also referred to by the Nature Publishing Group.

Taken together, this is a case of severe hypertension with 
unidentified hypodense appearance in CT. The diagnosis of 
encephalopathy is not supported by the clinical manifestations. 
Magnetic resonance imaging is necessary for a reliable 
diagnosis. n
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Cardiac investigations in acute ischaemic stroke
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Editor – I read with interest the retrospective study from Bahl 
et al highlighting cardiac aetiologies (up to 24%) in an unselected 
young population with acute ischaemic stroke (n=167).1

Atrial fibrillation (AF) is responsible for up to one-third of acute 
ischaemic strokes and may be the index presentation of AF.2 With 
an established efficacy of oral anticoagulation in the prevention of 
stroke associated with thromboembolic events and AF, thorough 
cardiac investigations are warranted to reduce morbidity and 
mortality, particularly in a young patent population.

Bahl et al investigated patients for AF with ambulatory 
electrocardiography (ECG) monitoring and a mean duration of 
68.4 hours (2.9 days), however detection of AF was low (1.8%; 
2/109). The authors acknowledged the need for prolonged 
ambulatory monitoring and the AF-SCREEN collaboration has 
endorsed handheld patient activated ECG devices as a preferred 
screening tool.3 The National Institute for Health and Care 
Excellence (NICE) has appraised similar technology (AliveCor®), 
reported to be cost-effective and have both a high sensitivity and 
specificity in the detection and interpretation of AF.4 Furthermore, 
EMBRACE demonstrated that AF lasting 30 seconds was detected 
in 16.1% of cryptogenic stroke patients with use of a 30-day event 
triggered recorder compared with 3.2% with a 24-hour monitor, 
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