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[ Abstract] There are progresses in diagnose, novel anti-bodies and treatment of chronic
inflammatory demyelinating polyradiculoneuropathy (CIDP) in recent years. The treatment of paranodal
anti-bodies mediated CIDP is specific. Based on the guideline of CIDP in China in 2012, this guideline
revised the definitions of typical, untypical and IgG4 antibodies mediated CIDP. Moreover, the clinical and
electrodiagnostic criteria as well as treatment of CIDP are published. This guideline aims to provide the
diagnosis criteria and treatment of CIDP to clinical neurologists.
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Figure 1  Magnetic resonance imaging (MRI) of brachial plexus.
Normal MRI of brachial plexus (left); The MRI showed significant

hypertrophy and signal intensity in brachial plexus (right)
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