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Guillain-Barré Syndrome Associated with Shiga Toxin-Producing and

Enterotoxigenic Escherichia coli Infection
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Guillain-Barré syndrome (GBS) is the inflammatory neuropathy that affects the myelin and nodal or para-nodal areas of

peripheral nerves. Immunoglobulin G GM1 antibody is well known as the cause of GBS associated with Campylobacter jejuni

infection. However, the relationship between other specific infectious agents and autoantibodies is not yet well elucidated in

patients with GBS. Recently we have experienced a case with GBS associated with anti-GM1 and phosphatidic acid complex

antibody that occurred after Shiga toxin-producing and enterotoxigenic Escherichia coli enteritis.
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Figure. Initial and 6 weeks follow-up nerve conduction study of the case. (A) Illustrates the findings of initial nerve conduction study. (B) Illustrates

the finding of the follow-up nerve conduction study after 6 weeks. NCS; nerve conduction study, APB; abductor pollicis brevis, ADM; abductor

digiti minimi, EDB; extensor digitorum brevis, AH; abductor hallucis, L; left, R; right.
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