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Introduction
Movement disorders occur in 2–3% of patients with AIDS and
are mostly caused by toxoplasmosis abscesses [1]. However, other
rare etiologies such as progressive multifocal leukoencephalopathy
(PML) or human immunodeﬁciency virus (HIV)-associated dementia have been described [2, 3]. The diagnosis of PML is supported by typical MRI ﬁndings and the detection of JC virus (JCV)
DNA in the cerebrospinal ﬂuid (CSF) [4]. The lesions are mostly
located in the parietal and occipital regions. Isolated infratentorial
PML lesions have been reported, but they are a very rare ﬁnding in
HIV-infected patients [5]. We report on an AIDS patient who presented with right-sided posterior fossa tremor in all probability due
to an isolated infratentorial PML lesion.
Case Report
A 35-year-old HIV-infected German man presented with a
slowly progressive unstableness and diplopia. Three months later,
the physical examination showed a persistent rest, postural and
kinetic tremor of the right hand, bilateral saccadic eye movements
and a dissociated gaze nystagmus to the right, without further neurological deﬁcits. His CD4 cell count was low (40 cells/ml), but increased (110 cells/ml) after the antiretroviral medication was closely monitored.

Neurophysiological, CSF and MRI Findings
Electroencephalographic examination and nerve conduction
studies were normal. Acoustic evoked potentials showed a reduction of peak V during right-sided stimulation. Magnetic stimulation
of the cerebral cortex revealed an increased central motor latency
to the right arm (right 18.3 ms, left 8.1 ms). Tremor analysis showed
a 4- to 5-Hz tremor (ﬁg. 1).
CSF routine laboratory parameters were normal. Initially, CSF
JCV (600 copies/ml) and BK virus (BKV; 200 copies/ml) had been
detected by polymerase chain reaction (PCR) (real-time PCR with
taqman probes). Three months later, CSF JCV PCR was negative,
whereas the BKV load had increased to 1,500 copies/ml. Other CSF
examinations including the assessment of an infection with Treponema pallidum, mycobacteria, Cryptococcus neoformans, cytomegalovirus, varicella zoster and Epstein-Barr virus were negative. CSF
HIV load was low (140 copies/ml). Brain MRI revealed bilateral
hyperintensities without contrast enhancement in the ﬂuid-attenuated inversion recovery (FLAIR) sequence with localization in the
mesencephalon, the posterior pons, cerebellar peduncles and slightly in the white matter of the cerebellum, as well as a slight cerebellar atrophy (ﬁg. 2).
Discussion
The tremor in our patient was a posterior fossa tremor in all
probability due to an infratentorial PML lesion. Recent studies
showed that lesions of different etiology with location in the posterior fossa can induce low and high frequency tremor [6].
The etiology of the lesion was in all probability PML, because
initial CSF analysis by PCR detected JCV DNA, which is a very
speciﬁc and sensitive parameter. Some features of PML are unique
in our patient. PML with an isolated manifestation in the posterior
fossa is a very rare ﬁnding in AIDS patients, and only a few cases
of PML, predominantly affecting the cerebellum, have been described in patients without immunodeﬁciency [7], hematological
malignancies or AIDS [5]. JCV infection of cerebellar granule cell
neurons was recently shown by Du Pasquier et al. [8] in a HIV-infected patient, suggesting a role for JCV in cerebellar atrophy dur-
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Fig. 1. Tremor analysis. Bipolar surface re-

cording with electrodes at a distance of 4 cm
on the extensor digitorum communis muscle right (line 1) and left (line 3) and the
ﬂexor digitorum superﬁcialis muscle right
(line 2) and left (line 4). The investigation
was done with the Nicolet Viking IV (Nicolet Inc., Kleinostheim, Germany); vertical
point-to-point distance indicates an amplitude of 200 mV. Line 1 shows rhythmic
muscle activity with a frequency of approximately 4.5–5 Hz.
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Fig. 2. Brain MRI shows bilateral hyperintensities (arrows) in the mesencephalon, the posterior pons, the cerebellar peduncles and slightly in the cerebellum white matter, as well as a slight cerebellar atrophy (FLAIR sequence). No contrast enhancement was observed.

ing HIV infection. The simultaneous detection of CSF BKV DNA
by PCR and its increase in the control analysis may favor BKV as
an (additional) etiological agent. Single cases of HIV-associated
BKV-induced neurological disease reported a subacute meningoencephalitis in combination with other systemic manifestations
and a fatal clinical outcome [9]. In contrast, our patient stabilized
despite increased CSV BKV load. Thus, in our opinion, BKV infection does not seem to play an important role in our patient.
During the observation period of 6 months and optimized antiretroviral therapy, neurological deﬁcits lessened, CD4 cell count
rose and CSF JCV load became negative. Likewise, beneﬁcial effects of antiretroviral therapy on the survival of AIDS patients with
PML have been reported, particularly if symptom progression was
halted and CSF JCV load was under control [10].
All in all, our case demonstrates a rare manifestation of HIVassociated PML. We conclude that PML should be considered even
in isolated atypical lesions in the posterior fossa in patients with
AIDS.
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