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Acute Cervical Myelitis: A Rare Complication of Varicella Zoster

Virus Infection

Akut Servikal Miyelit: Varisella Zoster Viriisiiniin Ender Goriilen Bir Komplikasyonu
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Dear Editor,

A 59-year-old female patient was admitted to the neurology
inpatient ward due to bilateral lower extremity and left upper
extremity weakness with accompanying paresthesia for almost 40
days. She also had difficulty in differentiating between urination
and defecation, but otherwise did not have incontinence. Two
weeks prior to the onset of her symptoms, she had developed zona
zoster-related lesions on the back of the right side of her head, for
which she received PO. acyclovir for one week.

Her past medical history revealed hypertension and
hypothyroidism. She had also been taking methotrexate and
hydroxychloroquine for rheumatoid arthritis. Her family history
was unremarkable. Neurologic examination revealed mild
paraparesis (4/5 bilaterally) with mild left upper extremity
weakness (proximal 5-/5, distal 4/5). She described hypoesthesia
below the left elbow and distal to L2 bilaterally. She also has
saddle anesthesia. Left patellar reflex was hypoactive and plantar
responses were flexor bilaterally. Before admission to our hospital,
she had already been investigated with thoraco-lumbar spinal
magnetic resonance imaging (MRI), which revealed spondylosis
and mild disc bulging at various levels. Also, an electromyographic
investigation disclosed bilateral mild L2-3 radicular compression
and left carpal tunnel syndrome findings. Upon admission,
we ordered cervical MRI due to zona zoster history at the C2
dermatome. Imaging findings were consistent with a cervical T2W
hyperintense lesion, involving roughly three vertebral segments,
with contrast enhancement (Figure 1A, B, C, D). Cerebrospinal
fluid (CSF) contained 41 mg/dl protein and 68 mg/dl glucose.
No white blood cells or microorganisms were detected. CSF

immunoassay revealed negative anti-Varicella Zoster virus (VZV)
IgM. However, the anti-VZV IgG antibody level was >5000 IU/I,
which was consistent with intrathecal synthesis. The patient was
referred to the infectious diseases department; no further treatment
was recommended. She received 1 g IV methylprednisolone for
3 days. On follow-up, her walking difficulty recovered and the
severity of paresthesia decreased.

The incidence of zona zoster is about 3-4/1000 patient-years
(1). The reactivated virus can invade the nervous system and lead
to meningitis, encephalitis, myelitis, radiculitis, and polyneuritis.
Very few cases of VZV myelitis have been reported in the literature
(2). It is a rare complication that typically occurs within 3 months
after rash (usually, but not invariably at the same dermatomal
level). This is usually a self-limiting, monophasic disorder with
or without sensory involvement and sphincter problems (3).
Myelopathy involves the thoracic segment of the spine in >80%
of cases. In patients who are immunocompromised (involving
patients on immunomodulatory treatment), it can be progressive
and fatal. Pathologic analysis of autopsy cases has demonstrated
tissue infiltration,
thrombosis, and Cowdry a type inclusion bodies. MRI typically
reveals a T2 hyperintense lesion with T1 contrast enhancement. It
can be diagnosed by several methods, the most common of which
are the presence of VZV DNA or increased titer of anti-VZV IgG
in CSE DNA is more detectable during the first week, whereas
antibody is more detectable later on (2). Although treatment with
IV acyclovir or other antiviral agents is recommended, it does
not alter outcomes significantly, which are usually good in most
immunocompetent patients and also half of immunocompromised

necrosis, inflammatory cell vasculitis,
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Figure 1. VZV-related lesion of the cervical spinal cord. A) T2W sagittal image demonstrating hyperintense appearance between lower medulla and

upper border of C4. B) The lesion appears hypointense on T1W sequences. C) Contrast enhancement involving posterior aspect of the cord at the level of

C2. D) T2W axial image at the level of C2 indicating almost symmetrical hyperintense lesion located centrally and more posteriorly

VZV: Varicella Zoster virus

cases (2). Our patient was receiving immunosuppressive therapy
so she was immunocompromised. However, she recovered almost
completely, even without IV acyclovir. If a patient develops signs
and symptoms of spinal cord involvement after zoster, VZV
myelitis should be kept in mind.
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