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Dear Editor,

Herpes zoster rarely involves the lower lumbar or 
sacral dermatomes and only infrequently results in 
neurological complications such as aseptic meningitis 
or encephalitis, particularly in immunocompromised 
individuals (1, 2). We report two cases of neurological 
complications associated with herpes zoster involving 
uncommon dermatomes. These cases highlight 
that varicella-zoster virus (VZV) infection in atypical 
dermatomes may be complicated by central nervous 
system (CNS) disease, even in the presence of normal 
neuroimaging findings. They also underscore the 
critical role of cerebrospinal fluid (CSF) polymerase 
chain reaction (PCR) testing in establishing the 
diagnosis in both immunocompromised and 
immunocompetent patients presenting with 
unexplained neurological symptoms.

Case 1: A 68-year-old man with end-stage renal 
disease who had been receiving hemodialysis for 
two years presented with a three-day history of 
speech disturbance. Two days before admission, he 
experienced dizziness, syncope, and a fall. One week 
earlier, he had developed a vesicular rash involving 
the left buttock and thigh (L2–L5 dermatomes), which 
had been treated with oral acyclovir. On physical 
examination, the patient was mildly disoriented, 
had no neck stiffness, and exhibited drying vesicular 

lesions (Fig. 1a–c). Laboratory investigations revealed 
a C-reactive protein (CRP) level of 50 mg/L, a white 
blood cell (WBC) count of 5,700/µL (lymphocytes: 
900/µL), creatinine level of 7.56 mg/dL, a urea level 
of 135 mg/dL, and a platelet count of 167,000/µL. 
Testing for antibodies to human immunodeficiency 
virus (HIV) was negative. Brain imaging, 
electroencephalography (EEG), and fundoscopic 
examination were unremarkable. Lumbar puncture 
demonstrated a CSF protein concentration of 46 mg/
dL, a glucose level of 48 mg/dL (serum glucose: 101 
mg/dL), and 65 cells/mm³ (98% mononuclear cells). 
Multiplex PCR testing was positive for varicella-zoster 
virus, confirming the diagnosis of VZV encephalitis. 
Cerebrospinal fluid cultures were negative. The 
patient received intravenous acyclovir (350 mg/day) 
for seven days, followed by valacyclovir (500 mg/day) 
for an additional seven days, resulting in complete 
neurological recovery. Written informed consent 
for publication of this report and the accompanying 
images was obtained from both patients.

Case 2: A 47-year-old man with a history of chronic 
anxiety disorder treated with fluoxetine, venlafaxine, 
and alprazolam presented with a five-day history of 
severe bilateral temporal headache accompanied by 
insomnia, loss of appetite, dizziness aggravated by 
movement, and photophobia. He had no previous 
history of headaches. Physical examination revealed 
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preserved consciousness with neck stiffness, whereas 
Kernig’s and Brudzinski’s signs were absent. Vesicular 
lesions were observed in the sacral S2–S3 dermatomes 
(Fig. 1d). Laboratory investigations showed a WBC 
count of 14,400/µL and a CRP level of 2.3 mg/L. HIV 
testing was negative. Brain magnetic resonance 
(MR) imaging, including diffusion-weighted and 
contrast-enhanced sequences, MR venography, and 
fundoscopic examination were unremarkable. CSF 
analysis revealed an opening pressure of 25 cm H₂O, 
a protein concentration of 236 mg/dL, a glucose 
level of 57 mg/dL (serum glucose: 113 mg/dL), and 
187 lymphomononuclear cells/mm³. Cerebrospinal 
fluid cultures were negative. Multiplex PCR testing 
confirmed varicella-zoster virus infection, establishing 
the diagnosis of VZV meningitis associated with S2–
S3 shingles. The patient was treated with intravenous 
acyclovir (750 mg three times daily) for 10 days and 
recovered completely.

The typical clinical presentation of herpes zoster 
consists of pain accompanied by a vesicular rash, 
most commonly involving the thoracic and upper 
lumbar dermatomes (1, 2). Sacral and lower lumbar 
involvement is relatively uncommon, accounting 

for approximately 4–8% of cases (1-3). Herpes zoster 
involving the cranial and cervical dermatomes (e.g., 
trigeminal, head, and neck dermatomes) is associated 
with a higher risk of CNS complications than 
thoracic involvement (1, 2). Motor and autonomic 
complications, such as paresis or urinary retention, 
are uncommon overall but occur more frequently in 
sacral dermatomes (1-3). In both of our patients, lower 
lumbar or sacral involvement was present without 
significant motor or autonomic sequelae. 

Multidermatomal herpes zoster is also an 
uncommon presentation that often suggests an 
underlying immunosuppressive state, although it may 
occur in immunocompetent individuals as well (3, 4). 
In our first patient, involvement of multiple adjacent 
dermatomes was observed in the setting of significant 
immune dysfunction. 

Varicella-zoster virus meningitis is more commonly 
reported in younger individuals, whereas VZV 
encephalitis occurs more frequently in older adults 
(5, 6). Our cases were consistent with this age-related 
pattern. Delayed initiation of antiviral therapy has 
been identified as an important risk factor for CNS 
involvement in herpes zoster (1). Chronic kidney disease 

Figure 1. (a–c) Case 1: A 68-year-old man presenting with vesicular lesions involving the medial and lateral aspects of the 
left thigh and the ipsilateral buttock after approximately one week of oral acyclovir treatment. (d) Case 2: A 47-year-old man 
with sacral vesicular lesions that remained unrecognized until hospital admission following a five-day history of headache. The 
dressing visible above the lesions corresponds to the lumbar puncture site.
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and hemodialysis are known to impair immune function 
through mechanisms related to uremia and chronic 
inflammation, thereby increasing susceptibility to 
infections (7). Consequently, although our first patient 
was not receiving conventional immunosuppressive 
therapy, he was immunocompromised because of 
end-stage renal disease and long-term hemodialysis. 
CSF findings in VZV central nervous system infection 
typically include lymphocytic pleocytosis, elevated 
protein concentrations, and normal or mildly decreased 
glucose levels, although atypical presentations and 
cases without rash have also been reported (8-10). 
In both patients, the diagnosis was established by 
CSF PCR testing despite normal neuroimaging and 
EEG findings (11). Although asymptomatic detection 
of VZV DNA in the CSF has been reported in both 
immunocompetent and HIV-positive individuals (11), 
the clinical presentation and complete response to 
therapy strongly support true CNS involvement in our 
cases.

These cases highlight that herpes zoster involving 
uncommon dermatomes, such as the lower lumbar 
and sacral regions, may be complicated by serious CNS 
manifestations, even in the absence of characteristic 
neuroimaging abnormalities. Clinicians should 
maintain a high index of suspicion for VZV infection 
in patients presenting with atypical headaches or 
unexplained neurological symptoms in the setting 
of herpes zoster. Prompt CSF PCR testing and early 
initiation of antiviral therapy remain essential to 
achieving favorable outcomes, particularly in patients 
with impaired immune function.
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