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Multiple sclerosis (MS) is an inflammatory disease in which the myelin sheaths around the axons of brain 
and spinal cord’s neurons are damaged by autoantibodies, resulting in demyelination and scarring. Our 
previous studies have shown that the amount of ganglioside in the brain may serve as a hallmark for the dis-
ease. Serum IgG anti-GM1 antibodies are associated as potential biomarkers for the diagnosis of demyelin-
ation. Serum IgG anti-GM3 antibodies may be accepted as biomarker for BBB integrity. Autoantibo dies 
against gangliosides GD1a are associated with acute motor axonal neuropathy and acute motor-sensory 
axonal neuropathy. Interferons (INFs) and Glatiramer acetate (Copaxone) are immunomodulators. Laqui-
nimod is a new experimental immunomodulator investigated as an oral treatment for MS.
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Introduction

Multiple sclerosis (MS) is a chronic inflammatory disorder of the central nervous sys-
tem (CNS), traditionally considered to be an autoimmune, demyelinating, inflammatory 
and neurodegenerative disease. The initial MS therapeutic strategies were directed at 
immune modulation and inflammation control. Disease-modifying drugs (DMDs) re-
quire long-term, regular injection or monthly parenteral infusions, which may impact 
the patient’s compliance. The aim is to prevent demyelination and to reduce axonal loss. 
During the different MS phases patients use various drugs: in attacks – Corticosteroids; 
immunomodulators -Interferon beta-1a, Interferon beta-1b (INFs) and Glatiramer ace-
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