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[ Abstract] Objective To analyze the clinical characteristics of patients with liver diseases
complicated by Guillain-Barre syndrome (GBS), investigate the relationship between liver diseases and GBS,
summarize the treatment experience. Methods The clinical data of 7 cases of liver diseases with GBS in our
hospital from 1996 to 2013 were analyzed, retrospectively, and the risk factors of GBS in patients with liver
diseases were explored, respectively. Results Total of 7 cases which included 5 male and 2 female with the
average age of (45.14 £ 14.35) years old in our study. There were 5 cases were viral hepatitis with GBS and 2
cases were alcoholic liver diseases with GBS. Performance for the weakness of lower limbs in 7 cases, upper
limbs weakness in 5 cases, 6 cases of sensory disturbance, 2 cases of limb pain, 4 cases of cranial nerve palsy,
1 case of ventilator. There was no connection between the kind of virus, the level of transaminase and bilirubin
and the severity of neurological symptoms. Acute viral hepatitis E in patients with GBS were more prone to
injury the cranial nerve. There were 5 patients underwent lumbar puncture and examination of cerebrospinal
fluid which showed separation of protein and cell. There were 5 patients underwent electromyography which
showed peripheral neurogenic damage. There were 5 patients recovered from the neurological manifestations
perfectly who treated with gamma globulin promptly. Conclusions The pathogenesis of GBS may be
related with infection of hepatitis virus. The clinical manifestations of patients with liver diseases complicated
by GBS is various and complicated. Patients who diagnosed and treated with gamma globulin timely have a
favorable prognosis.
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