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microvascular abnormalities and fibrosis of surrounding tissues,
which can damage the axons and the Schwann cells. Radiationinduced plexopathy can develop months or years following therapy
and is dose dependent.
Tumor invasion is usually painful and more commonly affects the
lower trunk, whereas radiation injury is often painless and affects the
upper trunk. Imaging studies such as MRI and CT scans are useful but
can be misleading with small microscopic invasion of the plexus. EMG
can be informative if myokymic discharges are appreciated, as this
finding strongly suggests radiation-induced damage.
EVALUATION AND TREATMENT OF PLEXOPATHIES
Most patients with plexopathies will undergo both imaging with MRI
and EDx evaluations. Severe pain from acute idiopathic lumbosacral
plexopathy may respond to a short course of glucocorticoids.
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Figure 459-4 Lumbosacral plexus. Posterior divisions are in orange,
and anterior divisions are in yellow. (From J Goodgold: Anatomical
Correlates of Clinical Electromyography. Baltimore, Williams and Wilkins,
1974, p. 126, with permission.)
complication of retroperitoneal hemorrhage. Various primary and
metastatic malignancies can affect the lumbosacral plexus as well;
these include carcinoma of the cervix, endometrium, and ovary;
osteosarcoma; testicular cancer; multiple myeloma; lymphoma; acute
myelogenous leukemia; colon cancer; squamous cell carcinoma of the
rectum; adenocarcinoma of unknown origin; and intraneural spread
of prostate cancer.
RECURRENT NEOPLASTIC DISEASE OR RADIATION-INDUCED PLEXOPATHY
The treatment for various malignancies is often radiation therapy,
the field of which may include parts of the brachial plexus. It can
be difficult in such situations to determine if a new brachial or lumbosacral plexopathy is related to tumor within the plexus or from
radiation-induced nerve damage. Radiation can be associated with
TABLE 459-10 Lumbosacral Plexopathies: Etiologies
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 etroperitoneal hematoma
R
Psoas abscess
Malignant neoplasm
Benign neoplasm
Radiation
Amyloid
Diabetic radiculoplexus neuropathy
Idiopathic radiculoplexus neuropathy
Sarcoidosis
Aortic occlusion/surgery
Lithotomy positioning
Hip arthroplasty
Pelvic fracture
Obstetric injury
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Guillain-Barré Syndrome and
Other Immune-Mediated
Neuropathies

GUILLAIN-BARRÉ SYNDROME
Guillain-Barré syndrome (GBS) is an acute, frequently severe, and
fulminant polyradiculoneuropathy that is autoimmune in nature. It
occurs year-round at a rate of between 1 and 4 cases per 100,000 annually; in the United States, ~5000–6000 cases occur per year. Males are
at slightly higher risk for GBS than females, and in Western countries,
adults are more frequently affected than children.
Clinical Manifestations GBS manifests as a rapidly evolving areflexic
motor paralysis with or without sensory disturbance. The usual pattern is an ascending paralysis that may be first noticed as rubbery legs.
Weakness typically evolves over hours to a few days and is frequently
accompanied by tingling dysesthesias in the extremities. The legs are
usually more affected than the arms, and facial diparesis is present
in 50% of affected individuals. The lower cranial nerves are also frequently involved, causing bulbar weakness with difficulty handling
secretions and maintaining an airway; the diagnosis in these patients
may initially be mistaken for brainstem ischemia. Pain in the neck,
shoulder, back, or diffusely over the spine is also common in the early
stages of GBS, occurring in ~50% of patients. Most patients require
hospitalization, and in different series, up to 30% require ventilatory
assistance at some time during the illness. The need for mechanical
ventilation is associated with more severe weakness on admission, a
rapid tempo of progression, and the presence of facial and/or bulbar
weakness during the first week of symptoms. Fever and constitutional
symptoms are absent at the onset and, if present, cast doubt on the
diagnosis. Deep tendon reflexes attenuate or disappear within the
first few days of onset. Cutaneous sensory deficits (e.g., loss of pain
and temperature sensation) are usually relatively mild, but functions
subserved by large sensory fibers, such as deep tendon reflexes and
proprioception, are more severely affected. Bladder dysfunction may
occur in severe cases but is usually transient. If bladder dysfunction
is a prominent feature and comes early in the course, diagnostic possibilities other than GBS should be considered, particularly spinal
cord disease. Once clinical worsening stops and the patient reaches a
plateau (almost always within 4 weeks of onset), further progression
is unlikely.
Autonomic involvement is common and may occur even in patients
whose GBS is otherwise mild. The usual manifestations are loss of
vasomotor control with wide fluctuation in blood pressure, postural
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