Edinburgh Neurology Course 2018 CPC
A 26 year old male soldier presented in July 2017 with a 2 week history of headaches, nausea, dizziness, weight loss and reduced exercise tolerance. The previous month he had returned from a 7 month tour of Iraq where he was well, although had noted weight loss.  He was previously well. When he joined the Army (2013), screening echocardiography had revealed a dilated aortic root. Marfan’s syndrome was considered (195 cm tall, arachnodactyly and pectus excavatum). A cardiologist felt Marfan’s unlikely and decided against further investigation. 
July 2017: Presented with headaches, nausea, vomiting, and dizziness; he sustained a wrist fracture in a fall during an episode of dizziness. He was diagnosed and treated for labyrinthitis to little effect.
4 August 2017: admitted to hospital after TLOC during which he sustained a minor head injury; preceded by feeling lethargic, onset unwitnessed but others alerted by thud and found him immediately afterwards unconscious, and remained so for reported 20 minutes, no convulsive activity and no other seizure markers. 
· Examination: temp 38.9C, conscious and orientated with bilateral optic disc swelling. Investigations: Hb 128 g/L, WBC 7.6 x 109/L, platelets 196 x 109/L, urea 5.5 mmol/L, sodium 131 mmol/L, adjusted calcium 2.25 mmol/L, CRP 4 mg/L
· Non-contrast CT head normal
· Other investigations including MR imaging: see below

He was treated with aciclovir, ceftriaxone, and levetiracetam. Doxycycline, rifampicin and bisoprolol were added, aciclovir stopped after viral PCR negative on CSF. Further advice from the ID team led to quadruple TB therapy including dexamethasone. 
5 September 2017: Transferred to Regional Infectious Diseases Unit, Edinburgh. He continued to complain of headache and intermittent fevers of about 38 C. Further neuroimaging similar to previous, with a wide radiological differential recorded. He was managed with broad spectrum antimicrobials, TB treatment stopped after ID review suggested TB unlikely. Gradual improvement, discharged home after 6 weeks in hospital, headache all but resolved and apyrexial for a week.
November 2017: admitted to another hospital with worsening headache; neurology consulted and transferred to regional neurology unit on 19.11.17. He reported persistent headaches, sometimes worse when supine. He felt ‘mentally fuzzy’, and was lethargic, sleeping many hours during the day and night. He continued to lose weight, about 20 kg over preceding 6 months.
Examination: Fluctuating mild fever. Apathetic and unconcerned. Addenbrooke’s Cognitive Examination-III: 75/100, attention 15/18, memory 15/26, fluency 4/14, language 25/26, visuospatial 16/16. Bilateral optic disc swelling, left hemianopia, and bilateral abducens palsies. He briefly developed left facial UMN weakness. No limb signs. 
Neuropsychology assessment identified severe impairment of fluency, verbal memory, and attention with very marked reduction in processing speed and aspects of executive function with the conclusion that the picture was one of subcortical cognitive impairment affecting many frontal lobe functions.

A diagnostic procedure was performed.
Investigations
· Routine blood investigations: repeatedly normal during hospital admissions
· Infectious screen included negative results for: N meningitidis and S pneumoniae PCR, Ziehl-Neelsen stain (CSF), Borrelia, Treponema, and Leptospira serology, Spotted fever group IgG and IgM, Epidemic typhus group IgG and IgM, CMV, HHV6, HHV7, Hepatitis B, Hepatitis C, Hepatitis E, Tick-borne encephalitis virus, West Nile virus, Chikugunya virus, Rift Valley virus, Sandfly fever virus (Sicilian, Naples, Cyprus, and Toscana serogroups)
· Yellow fever virus IgG positive; thought to be related to YF vaccination
· Antibodies to: RF, ANA, ENA, C3, C4, dsDNA, anti-phospholipid, ANCA, PR3, MPO; NMDAr and VGKC all negative
· Serum and CSF ACE: normal
Imaging

· Transthoracic echocardiography (August 2017): Pericardial effusion; markedly impaired systolic function (LVEF 35%)
· CT Chest abdomen and pelvis (Aug 2017): unremarkable except for splenomegaly
· MR head Aug 2017: T2 FLAIR high signal lesions in right hemisphere white matter (see image)
· MR head Aug 2017: worsening appearances: white matter involvement extending through right hemisphere
· MR head Sept 2017: similar appearances
· MR head Nov 2017: Worsening appearances, with extensive white matter involvement of both hemispheres (right worse than left), pons and cerebellar hemispheres. No diffusion restriction. Perivenular enhancement post contrast.
· MR head Nov 2017: Diffuse white matter involvement with the comment: “there is no white matter in his brain that has escaped involvement.” 
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Figure 1: Axial non-contrast T2 weighted image from August 2017
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Figure 2: Sagittal non-contrast T2 weighted image from August 2017
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