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Expression and significance of regulatory B cells in peripheral
blood of patients with Guillain-Barre syndrome*

Chen-guang Hao', Yan Wang’, Jian-hua Ma’
(1. Department of Ineternal Neurology, Changji Branch of the First Hospital Affiliated to Xinjiang
Medical University, Changji, Xinjiang 831100, China; 2. Department of Ineternal Neurology, The
First Aftiliated Hospital of Xinjiang Medical University, Urumgqi, Xinjiang 830054, China)

Abstract: Objective To study the changes of CD19'CD24"CD38" Breg and CD19'CD24"CD27" Breg
cells in peripheral blood of patients with Guillain-Barre syndrome (GBS). Methods Flow cytometry was used to
detect the expression of CD19'CD24"CD38" Breg and CD19'CD24"CD27" Breg in peripheral blood of 50 patients
with Guillain-Barre syndrome and 50 healthy controls. Results The phenotype ratio of CD19'CD24"CD38" Breg
cells in GBS group was lower than that in control group (P < 0.05), and that of CD19'CD24"CD27  Breg cells in
GBS group was lower than that in control group (P < 0.05). Conclusion Decreased CD19'CD24"CD38" Breg and
CD19°'CD24"CD27 Breg cells in peripheral blood of patients with GBS may be involved in the pathogenesis of
GBS, which may be an observation index of curative effect.
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