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Intravenous immunoglobulin and plasmapheresis for the

neurological diseases

Suk-Won Ahn, MD, PhD.

Department of Neurology, Chung—Ang University Hospital, Chung—Ang University College of Medicine, Seoul, Korea

Intravenous immunoglobulin (IVIG) has been used for nearly three decades and is proving to be efficient in a growing number of
neurological diseases. IVIG therapy has been firmly established for the treatment of Guillain—Barré syndrome (GBS), chronic in-
flammatory demyelinating polyneuropathy (CIDP), and multifocal motor neuropathy (MMN), either as first-line therapy or adjunctive
treatment. IVIg is also recommended in patients with worsening myasthenia gravis and is beneficial as a second-line therapy for
dermatomyositis. Therapeutic plasmapheresis has been used for intractable neurological diseases that cannot be cured by conven-
tional immune therapy. Currently, the use of therapeutic plasmapheresis has been approved for immune-medicated neurological
diseases. This review describes current therapeutic mechanisms in the immunobiology and clinical applications of IVIg and plasma-

pheresis in neurological diseases.
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Table 1. Efficacy of intravenous IgG in neurological diseases: evi-
dence from clinical trials

Indication Level of Evidence
Guillain-Barré syndrome Class |
CIDP Class |
Multifocal motor neuropathy Class |
Myasthenia gravis Class |
Dermatomyositis Class |
Stiff-person syndrome Class |
Polymyositis Class IV
Neuromyelitis optica Class IV
Autoimmune encephalitis Class IV
Reflex sympathetic dystrophy Class IV
Necrotizing autoimmune myositis Class IV

Multiple sclerosis Class | (not effective)
Alzheimer disease Class | (not effective)
Anti-MAG paraproteinemic neuropathy Class | (not effective)
Inclusion body myositis Class | (not effective)

( )

Postpolio syndrome Class | (not effective
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AAE B2 BkEERS(rebound reaction)o] YR H},
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