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Case Report

Post-her petic Brachial Plexopathy : Diagnosisand MRI Findings

Anuja Sagdeo'

ABSTRACT
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Herpes zoster or shingles is the reactivation of a dormant varicella zoster virus (VZV), typically in the dorsal root
ganglia. It usually manifestswith sensory features of pain, paraesthesiaand vesicular rashin the affected dermatome.
Lesscommonly, other neural structuresare affected. Thisisareport of acase of brachial plexopathy highlighting the
differential diagnosis, investigation, treatment and prognosisof thisuncommon but important condition.

CaseDescription:

A sixty three year old female presented with
progressive weakness in the left arm and hand,
worsening over 10 days. A diagnosisof shingleshad
beenin Primary Care and weakness appeared aweek
after the rash. Subsequently, the rash settled though
pain persisted and low dose Amitriptyline was
started.

Past medical history included hypertension, knee
osteoarthritis, dyspepsia, erythema nodosumand
tonsillectomy.

Three weeks later patient was seen in ambulatory
care clinic with weakness in left arm. Examination
revealed a flaccid, diffuse, areflexic weakness,
without wasting, affecting elbow flexion and
extension, wrist & finger extensors, long finger
flexors, and dl intrinsic hand muscles in the left
upper limb. Power at the shoulder and periscapul ar
muscleswas preserved. Sensory impairment to light
touch and pin prick was present. There was no
clinical evidence of Horner’s syndrome and rest of
the neurological examination was unremarkable.
Initial management included IV Acyclovir. Routine
investigations such as full blood count, renal and
liver function, inflammatory markers, blood
cultures, HIV test were negative including serum
viral screen. Cerebrospinal fluid (CSF) analysiswas
normal. CSF culture and oligoclona bands were
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negative. CSF PCR was negative for Herpes
simplex1land2,VZV.

Magnetic resonance imaging of the neck revealed
increased signal intheleft brachial plexus extending
from the level of the exiting nerve roots. Cranial
MRI scan was norma. The appearances were
consistent with an inflammatory brachial
plexopathy.

Once CSF Herpes PCR was known, acyclovir was
discontinued and 1V Methylprednisolone 500 mg
OD for 5 dayswascommenced.

Her condition remained unchanged over the next 3
weeks. Oral prednisolone was commenced at an
initial dose of 60 mg aday for 8 weeks then tapered
over next 2 months. Seven months later, there was
substantial motor improvement in all affected
muscle groups and the sensory deficit had resolved
with completeresolution of her pain.

Discussion:

Herpes zoster infection is common with a lifetime
risk of 25-30%". Incidence increases with age and
can necessitate admission to hospital®. Occurrence
may herald adrop in the virus specific cell mediated
immunity’ and presentation with neuropathic pain
and localised vesicular rash in a dermatomal
distributionistypical.

Neurological
reactivation of
infection.

complications may follow
latent varicella-zoster virus

Recognised complications include myelitis,
meningoencephalitis, Brown-sequard syndrome,
plexitis,poly or mononeuritis, polyradiculitis and
segmental zoster paresis’.
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The incidence of involvement of motor function is
reported to bearound 0.5%t0 3%’

Risk factors for these uncommon manifestations
include advancing age, diabetesand smoking.

This appears to occur from a direct invasion of the
virus from the dorsal root ganglions to the anterior
horn cells, which causes inflammation of the motor
nervesresultingin motor deficits’.

Cases of brachia plexus involvement related to
shingles are generally based on weakness following
painful skin lesions. However the interval between
the skin lesions and weakness ranges from days to
months’. Chang et a describes an evolving motor
paresis 3 days prior to the rash’, which may reflect a
different process albeit linked to shingles than
paresisweeksafter skinlesionshaveresolved.

Pathological findings are described with
histological evidence ofextensive lymphocytic
infiltration and myelin breakdown in the brachial
plexus; and perivascular lymphocytic cuffing in the
cervical spinal cord in a man with a left arm
monoplegia developing 3 weeks after shingles in
C4,5,6 dermatomes. This suggested that the motor
neuropathy was due to an inflammatory
demyelination process that recovers in most
patients; and that the prolonged post herpetic
neural giaisdueto an ongoing inflammation™.

The Magnetic Resonance imaging appearances
(Figure 1) are consistent with plexitis /
plexoradiculitis.

Figurel: MRI Image of Inflammatory Brachial
Plexopathy (Arrow)

Other casereportsdescribed a so theuse of thenerve
conduction studiesto consolidate the findings of the
MRI scan. Eyigor et a. published in 2006 a case
report where there was a doubt about the diagnosis
and the nerve conduction studies were used to
confirm the MRI findings. The studies showed
partial degeneration of the superior, middle and
inferior trunksof the brachial plexus consisting with
their MRI findings’.

In addition to the suggestive MRI and
neurophysiological findings, an evidence of herpes
zoster infection must exist to deem it asthe cause of
theplexopathy. Thiscan beeither the presence of the
classic herpes zoster skin lesions or by confirming
theinfection by other meanssuch asviral PCR, vira
culture, or immunohistological analysis of skin
scrapings. It is also important to exclude other
potential causes of motor paresis, especially when
there is a doubt about the diagnosis, such as brain
lesions, MS or GBS. In this case, we performed
Cranial MRI scan to exclude central structural
causes, lumber puncture to exclude central
infections and Multiple Sclerosis/ GBS and serum
test to exclude HIV that can present in any form or
shape.

Conclusion : Herpeszoster caninvolvethe brachial

plexus and affect motor and sensory function.

Neurological manifestations after herpes zoster

typically appear 2-3 weeks after development of

rash. Magnetic Resonance Imaging (MRI) can
support topographical diagnosis. In the absence of

an agreed evidence base for optimal treatment, a

multidisciplinary management approach,

combining physiotherapy and occupational therapy
with systemic Acicyclovir, empirical steroids and
analgesiaappearsappropriate.
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