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Intravenous immunoglobulin (IVIG) is used in treating many cases of autoimmune

and inflammatory conditions thanks to its multiple anti-inflammatory and

immunomodulatory properties. The clinical use of IVIG has been for the patients

with primary immunodeficiencies, but lately it is expanding its usage to the realms

of treating patients with neurological conditions. Both the efficacy and safety of

IVIG treatment in chronic inflammatory demyelinating polyradiculoneuropathy

and Guillain-Barré syndrome have been studied successfully. However, the use

of IVIG treatment in other neurological conditions still remains investigational

despite several successful reports. Considerable numbers of mechanisms have been

suggested in order to explain the effects of IVIG, but the exact mechanisms are not

understood yet. This review covers the new developments in clinical fields and the

possible ways in which IVIG could help in the future.
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Table 1. Clinical Uses of Intravenous Immunoglobulin Therapy
1. Replacement Therapy in Primary Immune Deficiency
1) Agamma/hypogammaglobulinemia
Bruton’s disease/infantile X-linked agammaglobulinemia
Common variable immunodeficiencies
2) Hyper IgM syndromes
3) Specific antibody deficiency
4) Combined T- and B-cell deficiencies
Severe combined immunodeficiency diseases
Wiskott-Aldrich syndrome
Ataxia/telangiectasia
2. Adjunct or Passive Immunotherapy
1) Chronic lymphocytic leukemia
2) Recurrent infections in children with AIDS
3) Bone marrow transplantation
Cytomegalovirus pneumonia
4) Parvovirus B19 infection—related diseases
5) Prophylaxis or treatment of sepsis in the preterm infant
6) Disorders related to staphylococcal or streptococcal exotoxins
Toxic shock syndrome
Kawasaki disease
3. Autoimmune Disorders
1) Immune cytopenias
|diopathic thrombocytopenic purpura
Neutropenia
2) Immune coagulopathies
IgM, immunoglobulin M; AIDS, acquired immune deficiency syndrome.
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Table 2. Intravenous Immunoglobulin Therapy in Neurologic and
Neuromuscular Diseases

Chronic inflammatory demyelinating polyneuropathy

Guillain-Barre syndrome

Multifocal motor neuropathy

Inflammatory myopathies

Dermatomyositis

Myasthenia gravis

Stiff Man syndrome

Relapsing-remitting multiple sclerosis
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