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Abstract:  

Varicella zoster virus (VZV) is a human neuro tropic alpha herpes virus that causes chickenpox (varicella) in children. VZV 

reactivation in adults (Herpes Zoster) may lead to neurological complications, including transverse myelitis. However, 

transverse myelitis caused by VZV reactivation is rare in immunocompetent patients. We report a case of transverse myelitis 

caused by VZV in an immunocompetent older patient, which was confirmed by polymerase chain reaction. A 43-year-old 

man visited our hospital with complaints of  painful vesicular lesions over left side of the chest and back since 10 days, two 

days later he developed weakness of both lower limbs and decreased sensation from below the level of the nipple. Five days 

later he developed retention of urine. MRI Spine showed features suggestive of transverse myelitis extending from C2 to 

T10 level. His CSF analysis  showed lymphocyte predominance and PCR for VZV DNA was positive. The patient was 

treated with acyclovir and steroids and his neurological functions improved. For older patients, early and aggressive antiviral 

treatment against VZV may be necessary even though these patients are immunocompetent. 
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Introduction 

Varicella-zoster virus (VZV) is a human herpes virus that causes chickenpox and herpes zoster [1, 2]. The most 

common neurological complication of VZV reactivation is herpetic neuralgia, which is usually self-limited. 

However, VZV reactivation in immunocompromised patients can cause disseminated infections and severe 

neurologic dysfunctions, including meningitis, neuropathy, myelitis, stroke, and encephalitis [3]. Transverse 

myelitis is an unusual complication caused by VZV reactivation in immunocompetent patients [4]. To date, few 

cases of transverse myelitis are reported and most of them were not confirmed microbiologically [5-9]. We 

report a case of transverse myelitis caused by VZV in an immunocompetent older patient, and this case was 

confirmed microbiologically by detection of VZV DNA in the cerebrospinal fluid (CSF) by polymerase chain 

reaction (PCR). 

Case report 

A 43 year old male patient came to our hospital with history of painful vesicular eruptions over left chest around 

the nipple and back. He took Ayurvedic medication for the same. However, there was no relief in pain. 2 days 

after developing the lesions, he developed weakness of both lower limbs, initially he had heaviness which 

progressed over the next 5 days and patient was unable to walk without support. He also noticed decreased 

sensation from below the nipple level. 2 days prior to admission he developed retention of urine and was 

catheterised in a local hospital. On admission, the patient was conscious and oriented, blood pressure was 

110/80 mmHg, the heart rate was 76 beats per minute, and body temperature was 36.3°C. Crusted vesicles were 

observed over T1 dermatome on the left side(Figure 1). Neurologic examination showed decreased power of 3/5 
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in both lower limbs. The deep tendon reflexes of lower limbs were exaggerated and plantar was extensor 

bilaterally. Also, the sensations of  touch, joint position, vibration, pain and temperature was reduced below the 

level of T4. Magnetic resonance imaging (MRI) Spine indicated diffuse hyperintensity of the spinal cord 

extending from C2 to T10 level, suggestive of transeverse myelitis(Figure 2). The results of blood tests were as 

follows: white blood cell count, 9400 cells/cumm; hemoglobin, 15.2 g/dL; platelet count, 2.71,000 cells/cumm; 

erythrocyte sedimentation rate, 20mm/hour. HIV, HbsAg, HCV spots- non reactive. HIV ELISA- Negative. 

CSF analysis indicated abnormal values for white blood cell count (220 cells/cumm; 12% of neutrophils, 88% of 

lymphocytes), and protein (86 mg/dL), sugar (93 mg/dl) and a negative result for bacterial culture. VZV DNA 

was detected by PCR amplification in CSF. CSF Oligoclonal bands and NMO antiobodies (neuromyelitis 

optica) were negative. Intravenous acyclovir was initiated at 500 mg every 8 hours and continued for 21 days. 

Intravenous Methyl prednisolone (1g/day) was given for 5 days and then oral Prednisolone was started at 60 

mg/day. The power of both legs improved to 5/5 with a rehabilitation program involving strength training. His 

bladder dysfunction recovered. However, sensory impairment below level T10 persisted during the time of 

discharge. 

 

 

Figure 1- A 43 year old man with Herpes Zoster in the Left T4 dermatome 
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Figure 2- MRI spine showing long segment intramedullary hyperintensity

extending from C2 to T10 level suggestive of Transeverse Myeli

 

 

DISCUSSION 

VZV is a human neurotropic alphaherpesvirus that causes chickenpox (varicella) in children [1, 2]. After 

primary infection, the virus becomes latent in cranial nerve and sensory root ganglia [2, 3]. However, VZV 

reactivation may occur with advanced age or immunosuppression, particularly in cases of cell

immunosuppression [1-3]. VZV reactivation may cause neurological complications such as chronic pain 

(postherpetic neuralgia), cranial nerve palsy, zoster paresis, meningoencephaliti
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multiple ocular disorders, and stroke [2-4]. The most common manifestation of VZV reactivation is herpes 

zoster. Unvaccinated individuals aged 85 years or older have a 50% risk of developing herpes zoster [10]. 

However, transverse myelitis is one of the rarest complications, particularly in immunocompetent patients [1-

3].Myelitis and encephalitis due to VZV reactivation are more common in immunocompromised patients [1]. In 

these patients, VZV myelitis may occur without typical skin lesions and can occur far different level of skin 

lesion [4]. By contrast, in immunocompetent patients, VZV myelitis has a typical presentation (dermatomal 

rashes followed by myelitis at the corresponding level) and good outcomes [1, 4]. Older patients may show a 

variety of neurologic symptoms from local paralysis to severe neurologic dysfunction due to multiple causes; 

therefore, thinking of several possibilities is critical and various examinations are needed to differentiate the 

causes. To date, no predictable markers of disease progression are available to patients with VZV myelitis [4]. 

Therefore, clinical suspicion and aggressive evaluation are crucial for the early diagnosis of VZV myelitis. The 

detection of VZV antibodies and VZV DNA in CSF are confirmatory diagnostic tests. Imaging studies are 

useful for the diagnosis of VZV myelitis. MRI of VZV myelitis is likely to show T2-hyperintensity in the spinal 

cord . Although the standard treatment regimen for VZV myelitis is not yet established, there is anecdotal 

evidence for treatment of VZV myelitis with acyclovir [4]. Moreover, there is little evidence that early antiviral 

treatment reduces the risk of VZV myelitis. Therefore, the early diagnosis and antiviral treatment of VZV is 

essential to recovery from myelitis and minimize its complications, and this treatment is crucial to prevent the 

development of postherpetic neuralgia.  
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