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Özet
Herpes zoster, segmental veziküler döküntü, ağrı ve duyusal semptomlarla karakterizedir. Segmental motor güçsüzlük, nadi-
ren herpes zosterin bir komplikasyonu olarak görülebilir. Burada, herpes zosterle ilişkili iki motor parezi olgusunu sunuyoruz. 
Olgu 1 L2 ve L3 segmental motor pareziye eşlik eden femoral nöropati, olgu 2 ise duyusal ganglion tutulumuyla birlikte L5 ve 
S1 segmental motor parezi idi. Elektroterapi, egzersiz programı ve ağrı kesici ilaç tedavisinden sonra her iki olguda motor güç-
süzlük ve ağrıda belirgin iyileşme görüldü. Zoster motor parezi, tedaviye yanıt veren nadir bir komplikasyondur ve hekimler 
klinik takipte olası varlığına dikkat etmelidir.

Anahtar sözcükler: Zona; postherpetik nevralji; segmental zoster parezi.

Summary
Herpes zoster (HZ) is a segmental vesicular eruption, pain, and sensorial symptoms. Segmental motor weakness can rarely be 
seen as a complication of HZ. Here, we present two cases of motor paresis associated with HZ, case 1 was L2 and L3 segmental 
motor paresis with femoral neuropathy and case 2 was L5 and S1 segmental motor paresis with sensorial ganglion involve-
ment. In both cases after electrotherapy, exercise program, and medication for pain, there were no motor weakness and pain. 
Zoster motor paresis is a rare complication that responds to treatment and physicians should be careful about its presence in 
clinical follow-up.

Keywords: Postherpetic neuralgia; segmental zoster paresis; zona.

Introduction
The Varicella-Zoster virus is a herpes virus that causes 
chickenpox in childhood. On the resolution of the pri-
mary infection, residual provirus segments travel by 
sensory nerves and stay dormant in the cranial or dorsal 
root ganglion. Herpes zoster (HZ) is a common vesicular 
eruption and is characterized by segmental rash, pain, 
and sensorial symptoms, which is caused by reactiva-
tion of the varicella-zoster virus.[1] Zoster occurs during 
the lifetime of 10–20% of all people, with an incidence 
in the general population of approximately 3–5/1000 
annually. The neurological complications of HZ include 
aseptic meningitis, myelitis, encephalitis, Guillain–Barre 
syndrome, stroke, and peripheral neuropathy.[2]

A rare neurologic complication of HZ is segmental mo-
tor weakness, which was first described by Broadbent 
in 1866.[3] Segmental zoster paresis has been reported 

in 5–30% of cases in electrophysiological and clinical 
studies.[4,5] It is believed that motor involvement may 
develop due to the extension of the inflammation from 
the dorsal root ganglia to the ventral roots. However, the 
exact pathology is still unknown.[6] Many of the clinical 
findings in HZ, including polyradiculopathy and motor 
weakness, can be explained as the involvement of the 
central nervous system, in addition to the involvement 
of the dorsal root ganglion. The basic pathological neu-
ral reaction is axonal degeneration, with some degree 
of secondary segmental demyelination.[7]

In addition to standard evaluation, various diagnos-
tic evaluations can be mandatory for clinical presen-
tations. Electromyography is helpful in zoster paresis 
as it helps to establish the presence of neurogenic le-
sions and aids in prognosis in terms of the estimated 
time for recovery.[8]
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This article presents two cases of motor paresis as-
sociated with HZ.

Case Reports
Case 1 – A 73-year-old diabetic male patient was 
referred from the department of dermatology to 
our pain clinic with a complaint of sharp, burning 
pain, and itching that started after the skin erup-
tions of HZ on his left lower extremity, persisting for 
3 months. He had received antiviral therapy but not 
the varicella-zoster vaccine.

The patient complained of severe neuropathic pain 
(NRS: 10) (LANSS: 14) on his L2, L3, and L4 derma-
tomes. He described the difficulty of walking and 
climbing the stairs for the past month. No additional 
symptoms were found in comprehensive neuromus-
cular system symptoms questioning. He had been 
receiving a combination therapy of oral acyclovir 
treatment since the 2nd day of the painful zoster 
eruptions and was prescribed gabapentin 600 mg 
twice a day, a tricyclic antidepressant – amitriptyline 
10 mg, paracetamol, and codeine.

Skin examination only showed significant hyperpig-
mented macular lesions on the left anterior thigh. 
Neurological examination revealed a muscle strength 
of 3/5 on his left quadriceps muscle. Left patellar ten-
don reflex was hypoactive. Left L2, L3, and L4 derma-
tomes were hyperalgesic. Complete cranial nerve ex-
amination was within normal limits. Examination of 
the upper extremities and the right leg revealed no 
motor or sensory deficits. There was no upper motor 
neuron or meningeal irritation findings. The patient 
was hospitalized into our pain clinic for further evalu-
ation of motor paralysis and management of his pain.

Laboratory tests of vitamin B12, folate levels, renal 
functions, liver enzymes, hemogram, prostate-spe-
cific antigens, thyroid function tests, serology of 
syphilis, viral hepatitis, and HIV were all normal.

In the lumbar spinal magnetic resonance imaging 
(MRI), bilateral L5 radix compression due to foraminal 
stenosis was detected. There was no pathology in the 
lumbar plexus and cranial MRI. Needle electromyog-
raphy showed fibrillations and positive sharp waves 
with polyphasic and motor unit potentials in long 
durations in the left vastus medialis and lateralis, 

rectus femoris, and iliopsoas. The nerve conduction 
study showed left n. femoralis motor response and n. 
saphenus sensorial response as absent. EMG showed 
previous bilateral involvement of L5 roots and neu-
rogenic involvement in the subacute period, accom-
panied by active denervation in the left myotomes of 
L2-L3, a more severe effect in the innervated muscles 
of the femoral nerve, and there was also electrophysi-
ological evidence of ongoing reinnervation.

With these clinical findings, the diagnosis was estab-
lished as segmental zoster paresis.

Muscle-strengthening exercises, an application of 20 
sessions of Transcutaneous electrical nerve stimula-
tion (TENS), topical capsaicin, and tramadol of 300 
mg/day were added to his ongoing medical treat-
ment. The patient was discharged with no pain com-
plaints (NRS: 0) (LANSS: 5).

After 6 months of the home exercise program, we 
found that there was no motor weakness, but the pa-
tient complained of mild pain (NRS: 3/10). The control 
EMG study showed the findings of reinnervation.

Case 2 – An 80-year-old male patient with diabetes 
mellitus (DM) and hypertension was referred to our 
pain clinic for zoster-associated pain from a derma-
tology clinic. The patient was suffering from burning 
and a shock-like pain that had started 1 week before 
developing skin eruptions. He received valacyclovir 
treatment on the 2nd day after zoster eruptions. The 
patient complained of severe neuropathic pain (NRS: 
8/10) (LANSS: 12) and weakness at the left lower ex-
tremity. He did not complain of any additional mus-
culoskeletal and neurological symptoms. He had not 
received the varicella-zoster vaccine.

Skin examination showed significant hyperpigment-
ed macular lesions on the left gluteal and posterior 
thigh. Neurological examination revealed muscle 
strength of 4/5 on the left gluteus maximus muscle, 
2+/5 on the gluteus medius, 3+/5 on the hamstrings 
and ankle plantar flexors, and 2-/5 ankle dorsiflexors. 
His left Achilles tendon reflex was hypoactive. The 
left L5, S1, S2, and S3 dermatomes were hyperalge-
sic. Complete cranial nerve examination was within 
normal limits. Examination of the upper extremi-
ties and the right leg revealed no motor or sensory 
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deficits. There were no upper motor neuron nor any 
meningeal irritation findings. The patient was hospi-
talized into the pain clinic for further evaluation for 
motor paralysis and for pain management.

Laboratory tests of hepatitis serology, vitamin B12 
and folate levels, varicella serology, urines, thyroid 
functional tests, liver enzymes, and prostate-specific 
antigen were all normal. There were no pathologies 
in the cranial, lumbar spinal, and lumbar plexus MRIs.

With these clinical findings MRI, EMG, and laboratory 
tests, the diagnosis was established as being seg-
mental zoster paresis.

A combination of muscle-strengthening exercises, 
TENS application (20 sessions), topical capsaicin, 
pregabalin of 150 mg/day, and paracetamol co-
deine was started. The patient was discharged with 
mild pain (NRS: 2) (LANSS: 10). After 6 months of the 
home exercise program, we found that there was no 
motor weakness nor any pain. Furthermore, the con-
trol EMG study showed the findings of reinnervation.

Discussion
The most common complication of HZ is posther-
petic neuralgia and chronic pain syndrome predomi-
nantly presenting with pain and allodynia in the af-
fected region persisting for months or years after the 
lesions have healed. Meningoencephalitis, menin-
goradiculitis, cerebritis, myelopathy, retinal necrosis, 
vasculopathy of cerebral arteries present with an 
ischemic attack, and chronic headache can also be 
seen as neurological complications of HZ.[9]

Segmental zoster paresis is a rare complication of 
HZ. We noticed that the cases had some common 
features. Firstly, both patients were at advanced age. 
Case 1 had quadriceps weakness; case 2 had gluteal 
muscles and ankle flexors weakness. Although zos-
ter-associated motor paresis is rare, it is more likely to 
occur in older patients and proximal muscle groups.
[10,11] DM has been recently found to be a risk factor 
for the development of zoster-associated motor pa-
resis, recently.[12] Both of the cases had a concomitant 
disease like DM. In addition, both patients had macu-
lar hyperpigmented lesions. Case 1’s lesions were on 
the upper anterior leg and thigh muscle paresis, and 
Case 2’s lesions were on the left gluteal and poste-

rior thigh. In several studies, segmental motor paresis 
and dermatomal distribution of skin eruptions were 
in the same areas,[9,12,13] but this is not a rule.[10]

Both cases had muscle weakness that started three 
(Case 1) and 2 months (Case 2) after the skin erup-
tion of HZ. Development of motor paresis generally 
occurs during the first 2 weeks of zoster infection.[14] 
However, motor paresis has been shown to develop 
even 1 month after the skin rash has healed.[15]

Electromyographic findings of Case 1 showed femo-
ral neuropathy with axonal involvement. Mononeu-
ropathy in electrophysiological studies conducted in 
HZ limb paralysis was reported in recent studies.[16,17] 
Full- and near-complete motor recovery, weeks and 
even months after the healing of skin lesions were 
revealed in a review study.[18] Both of the cases had a 
full motor recovery that was revealed at the follow-
up polyclinic visits in accordance with the literature. 

Neither case had been vaccinated. Vaccination for 
HZ would reduce the risk of motor paresis related to 
HZ.[19] Mondelli et al.[20] showed that antiviral therapy 
could prevent motor involvement associated with 
HZ; however, both of the cases had acyclovir therapy.

Although it is very rare, segmental zoster paresis 
must be considered in diagnosis and differential di-
agnosis in patients with advanced age and DM, and 
without vaccination who especially suffer from neu-
ropathic pain with or without eruptions.

Motor paresis is a rare complication of common zos-
ter infection and can sometimes be underdiagnosed. 
Keeping in mind the possible diagnosis of motor 
paresis in evaluating patients with HZ, a differential 
diagnosis can be revealed by electromyographic 
studies after clinical questioning and examination. 
Multimodal treatment, medical neuropathic pain 
treatment, supplemented with muscle-strengthen-
ing exercise, and TENS applications, helps to reduce 
symptoms, sequels, and increase the quality of life.
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