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The acute bulbar palsy (ABP) is a rare regional variant of Guillain-Barré syndrome (GBS) that usually affects oropharingeal muscles in the absence of
prominent limb weakness. ABP can occur as either isolated form (ABPi) or associated with other symptoms ABP-plus syndrome (ABPp). [1] The anti-
GD3 antibody has a significant association with oculomotor nerves involvement but it has never been associated with ABP variant of GBS. [2] We
describe a case, never described before, of ABPp syndrome with positivity of anti-GD3 antibodies without ophtalmoplegia.
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It has been recently highlighted that ABP without limb weakness can be
considered a regional variant of GBS either isolated or plus (ABPi and ABPp)
[1]. The most common neurologic findings accompanying ABPp syndrome are
areflexia/hyporeflexia (91%), ophtalmoplegia (82%) and gait ataxia (82%). Our
patient indeed showed two out of the three signs, ataxia and
areflexia/hyporeflexia. Of note, there are few reports that describe acute
oropharingeal palsy with positivity of anti-gangliosides antibodies [3]; the
antibodies most frequently detected in this form are anti-GT1a and anti-GQ1b.
The anti-GD3 antibody is rarely found in GBS (4%) and most frequently in
Miller-Fisher syndrome (26%) [4]. This antibody is distributed in high
percentage in every cranial nerve and his role in GBS variants remains unclear
[5]. Although a significant association exists between the anti-GD3 antibody and
the dysfunction of ocular motor nerves (III, IV and IV) [4]; we described the
first case of a patient with ABPp associated to anti-GD3 antibodies and
without ophtalmoplegia or diplopia.

A 37-year-old male developed progressive acute difficulty swallowing and hypophonia 15 days after an episode of diarrhea. The day after the events,
he showed distal numbness of the four limbs and gait ataxia. He had unremarkable past medical history. He then was admitted to our neurology
department and his neurological examination showed (four days after the onset of symptoms) ataxia, positive Romberg sign, severe dysphagia to both
solids and liquids and nasal quality of voice. Extraocular movements were fully preserved. The deep tendon reflexes exam showed hyporeflexia of
upper limbs and areflexia of lower limbs. The strength examination was normal (Medical Research Council grade, 5) in all four limbs and in the neck
muscles. A slight tactile hypoesthesia was present in the palms of hands and the soles of feet. The complete blood count and blood chemistry results
were normal. His cerebrospinal fluid, obtained five days after the onset of the symptoms, showed normal protein and cell content. Brain and spinal cord
MRI with gadolinium was normal. The patient’s serum was tested for the presence of anti-gangliosides immunoglobulin IgG and IgM antibodies against
GM1, GM2, GM3, GM4, GD1a, GD1b, GD2, GD3, GT1a, GT1b, GQ1b and Sulfatides (Immuno-Dot-Blot Assay). The serological test was positive
for IgM anti-GD3 antibodies and hypothetical cross-reaction with anti-GT1a or anti-GQ1b antibodies were excluded because the patient’s serum was
examined even at lower dilution factors.
Five day after the onset of the symptoms, nerve conduction studies [Table] showed prolonged distal motor latencies (left Median nerve and both
common Peroneal nerves); H reflex was bilaterally pathological. Sensory conduction velocities were reduced in both Median nerve and left Sural nerve.
Repetitive Nerve Stimulation (on Facial, Spinal Accessory and Ulnar nerves) and Single Fiber Examination (on Extensor Digitorum Communis) were
normal. Electrophysiological data were suggestive of a mild demyelinating sensorimotor polyneuropathy. A diagnosis of Acute Bulbar Palsy with
ataxia was made based on clinical examination, serological test and electrophysiological findings. A nasogastric tube was inserted because of severe
dysphagia. Intravenous immunoglobulin was administered at dose of 0.4 mg/Kg/day for five days. Three days later the patient showed a dramatic
improvement of his symptoms and a full recovery was achieved in ten days. The nasogastric tube was removed the day after the end of therapy with
Immunoglobulin. At follow-up (one month) nerve conduction studies and neurologic exam were normal. The repeated antibodies assay at the
follow-up serum was negative.
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This report suggests expanding the spectrum of clinical syndromes associated with anti-­GD3 antibodies. Furthermore, it
highlights the need for identifying a wider anti-­ganglioside screening panel in patients with atypical forms of GBS and apparent
negativity of the frequent antibodies against GT1a and GQ1b.
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