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[ Abstract ]
chronic autoimmune disease affecting the peripheral nervous system mediated by cellular and

Chronic inflammatory demyelinating polyradiculoneuropathy (CIDP) is a

humoral immunity, characterized by limb weakness and sensory impairment. The main feature of
CIDP by electrophysiological and pathological examinations is the demyelination of peripheral
nerves. First-line treatment for CIDP includes glucocorticoids, intravenous immunoglobulins, and
plasmapheresis. Some patients respond to current treatment not well and have a poor prognosis.
Progress in the pathogenesis, diagnosis, and treatment of CIDP worldwide was reviewed in this

article, aiming to provide references for the clinical diagnosis and treatment of CIDP.
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Figure 1 Distribution patterns of neurofascin (NF) 186, NF155,

REFHX

contactin 1 (CNTN1), contactin associated protein 1 (CASPR1) and
neuronal cell adhesion molecule (NY*CAM) at the nodes of Ranvier,
paranodes and juxtaparanodes of human peripheral nerve (This

picture is original by the authors)
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Table 2  Clinical features of patients with chronic inflammatory demyelinating polyradiculoneuropathy seropositive for

autoantibodies against the proteins at the nodes of Ranvier and paranodes
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Figure 2 Model diagram of peripheral nerve demyelination in patients with chronic inflammatory demyelinating polyradiculoneuropathy. As
shown in this figure, exogenous or endogenous factors initiate an autoimmune response through antigen-presenting cells, resulting in the
production of autoimmune antibodies targeting the myelin sheath and macrophage infiltration into the peripheral nerve, which causes myelin

vesiculation and macrophage phagocytosis, eventually leading to demyelination of peripheral nerve (This picture is original by the authors)
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