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ytomegalovirus (CMV) encephalitis has been found at necropsy in 26% of 
patients with AIDS.1 The clinical features of CMV encephalitis in AIDS 
are not uniform. Neurological symptoms may include meningeal signs, 

disorientation, short-term memory deficits, apathy, dementia, coma, seizures, or 
brainstem involvement.2 Cerebrospinal fluid (CSF) examination is often normal. 
In only one case of AIDS-related CMV encephalitis was CMV cultured from 
CSF.3 Computed tomography (CT) findings are non-specific, including diffuse 
subependymal contrast enhancement and white matter hypodensities. Ganciclo
vir maintenance for other CMV infections in patients with AIDS does not nec
essarily prevent central nervous system disease.4 The prognosis is, even with 
ganciclovir, poor. 

A 36-year-old man with AIDS, who was on ganciclovir for CMV retinitis (7 
mg/kg 5 days a week), presented with a 10-day history of progressive frontal 
headaches, nausea, vomiting, and fever. Temperature was 38.2°C. He was apathie 
but oriented. Meningeal signs were absent. Tendon reflexes were poor and sym
metrical with bilateral extensor plantar responses. Ophthalmological examina
tion revealed a minimal increase in retinal inflammation. CT of the brain showed 
generalised atrophy and periventricular contrast enhancement. CSF contained 
118 white blood cells (WBC) per ml, of which 54% were lymphocytes, 15% mono
cytes, and 30% polymorphonuclear leucocytes; total protein was 0.91 g/1 and glu
cose 1.5 mmol/1. CMV early antigen was detected in CSF by immunoperoxidase 
staining. A presumptive diagnosis of CMV meningoencephalitis was made. Gan
ciclovir was increased to 5 mg/kg twice a day intravenously. Viral culture of CSF 
became positive for CMV after 18 days. 

A few days later he developed bilateral internuclear ophthalmoplegia and up-
and-down gaze vertical nystagmus with preserved convergence. Retrograde and 
anterograde amnesia became obvious, and he became progressively obtunded. 
Foscarnet 60 mg/kg three times a day was added intravenously, and his condi
tion improved substantially. He became alert, the headache disappeared, nausea 
and vomiting stopped, and fever gradually subsided. CT after 15 days of treat
ment showed decreased periventricular contrast enhancement. CSF examina
tion after 22 days of treatment revealed a decrease in pleocytosis (14 WBC); 
total protein was 0.85 g/1. Neither immunohistochemistry nor in-situ hybridisa
tion demonstrated CMV. Viral culture remained negative. After 6 weeks of sta
bilisation, the doses of foscarnet and ganciclovir were lowered. 10 days later his 
condition deteriorated. The patient and his family decided to stop medication 
and he died 2 weeks later of progressive brainstem involvement. 

In a patient with AIDS who presents with progressive mental deterioration 
and brainstem (oculomotor) signs, periventricular contrast enhancement on CT, 
and CMV early antigen (and pleocytosis and positive viral culture) in the CSF, 
CMV meningoencephalitis is the most likely diagnosis. Ganciclovir/foscarnet in 
induction doses may be of some benefit: our patient had a clinical, radiological, 
and virological response to this treatment. 
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