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Co-occurrence of Guillain-Barmé Syndrome and Acute Disseminated
Encephalomyelitis with Dual Positive of Anti-GT1a and Anti-GM1 Antibodies
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Acute disseminated encephalomyelitis (ADEM) and Guillain-Barré syndrome (GBS) are both rare post-infectious neurological
disorders. The co-existence of these conditions has often been reported despite of low incidence. We describe a 20-year-old
male, who presented with acute flaccid paralysis and encephalopathy. The patient showed reversible MRI lesions suggesting
ADEM. This case showed anti-GT1a IgG and anti-GM1 IgM antibodies positivity. We suggest that certain immunogenicity
within central and peripheral nervous system may share a common autoimmune process during the disease course.
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Table. Nerve conduction studies on 2 days and 6 days after onset of
symptoms

Motor NCS (2 days) (Tmls‘) znc/:; A“(‘I‘I’lli;‘)lde
Median nerve (Rt./Lt.) 3.4/3.3

Wrist-elbow 61/62.5 8.8/18.2

Elbow-axilla 70/63.2 8.8/15.2
Ulnar nerve (Rt./Lt.) 2.3/2.3

Wrist-below elbow 57.5/59.3 17.3/19.0

Below elbow-above elbow 65.0/62.5 17.3/19.0

Above elbow-axilla 65.0/69.2 17.1/18.7
Peroneal nerve (Rt./Lt.) 4.8/4.5

Ankle-below fibular head 53.2/46.8 18.9/18.6
Tibial nerve (Rt./Lt.) 4.2/4.4

Ankle 46.9/47.9 33.7/29.6

Knee 28.6/24.3
Facial nerve (Rt./Lt.) 2.3/2.5 2.2/4.1

NCV Amplitude

Sensory NCS (2 days) (m/s) (V)
Median nerve (Rt./Lt.)

Finger-wrist 44.4/46.4 40.6/33.0

Palm-wrist 44.1/40.9 67.6/41.7

Finger-palm 34.4/37.9 19.2/33.7

Wrist-elbow 53.4/56.4 33.5/36.6

Elbow-axilla 61.8/59.1 33.4/35.3
Ulnar nerve (Rt./Lt.)

Finger-wrist 37.0/37.0 16.5/14.0

Wrist-elbow 56.7/59.5 33.2/24.0

Above elbow-axilla 51.6/54.5 90.4/59.4
Superficial peroneal nerve (Rt./Lt.) 38.2/43.3 16.5/28.0
Sural nerve (Rt./Lt.) 40.0/40.9 30.1/18.1

2 days 6 days

F-wave latency Latency (ms) Latency (ms)

Median nerve 25.74/26.37 NP/NP
Ulnar nerve 27.47/25.39 NP/NP
Peroneal nerve NP/49.36 NP/NP
Tibial nerve 52.98/49.85 54.72/55.64
Hereflex 2 days 6 days
Latency (ms) Latency (ms)
Right tibial NP NP
Left tibial NP NP

NCS; nerve conduction study, NCV; nerve conduction velocity, NP; no
potential, T.L.; terminal latency, Rt.; right, Lt.; left.
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Figure. Brain MRI and spine MRI of the patient on 6 days after onset of symptoms. T2 FLAIR images showed high signal intensities in the bilateral
medulla (A), pons, midbrain and basal ganglia (B). Sagittal T2-weighted images showed high signal intensities from the cervicomedullary junction
to C7 level (C). Axial gadolinium enhanced T1-weighted image did not show any significant abnormal finding. On 34 days (D, E) after onset of
symptoms, high signal intensities in the bilateral medulla (D), pons, midbrain and basal ganglia (E) were resolved. MRI; magnetic resonance
imaging, FLAIR, fluid-attenuated inversion recovery.
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