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INTRODUCTION 

Disease-modifying treatments of multiple sclerosis 

allow a reduction of diseases activity visible on magnetic 

resonance imaging (MRI), a reduced probability of relapse in 

the short term and potentially a reduced rate of accumulation 

of irreversible disability in the long-term. Several arguments 

support the idea that initiating treatment early should proved 

greater clinical benefit than when treatment is started later in 

the course of the disease (Tintoré et al, 2008). 

An important goal of treatment is to prevent 

accumulation of irreversible neurological disability and in 

particular to prevent conversion to a secondary progressive 

course, initiating effective treatment early in the disease course 

in order to reduce relapse rate and the underlying 

inflammatory process may delay irreversible neurological 

damage and conversion to a secondary progressive course 

(Fisniku et al., 2008). 

The current therapeutic paradigm in multiple sclerosis 

consists of starting with an immunomodulatory treatment, either 

an interferon- or glatiramer acetate, and then advancing up a 

therapeutic pyramid in case of inadequate controlled. The 

successive steps of this pyramid might be firstly to switch between 

first-line therapies, and then to escalate to a more aggressive 
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therapy such as immuosuppression with mitoxantrone or 

alemtuzumab, or natalizumab. All these latter agents have been 

shown to reduce mean relapse rates by 60% or more (Anu et al., 

2007). 

Escalation therapy in multiple sclerosis recommended 

first-line therapy with an interferon- or glatiramer acetate, 

followed by a switch to the other class of therapy in case of 

inadequate response and then escalating to mitoxantrone or 

natalizumab if the switch was not successful (MSTCG, 2008). 

Induction therapy represents a more aggressive 

approach in which powerful immunosuppressant drugs are 

used right from the beginning to tackle the disease process 

hard and early (Jayne, 2008). 

Recently, three additional studies compared the efficacy 

of glatiramer acetate with that of high-dose subcutaneous 

interferon- found that the efficacy of glatiramer acetate is 

comparable to that of interferon- 1b on a wide range of 

clinical and MRI outcome (Sorensen et al., 2008). 

At recombinant interferon- has been detected, the 

presence of neutralizing antibodies (NAbs) to varying degrees, 

in all clinical trials of these preparations in multiple sclerosis 

(Sørensen et al., 2005). 
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Promoting remyelination is an important goal in the 

treatment of multiple sclerosis for a number of reasons. From a 

structural point of view, remyelination restores the integrity of 

white matter tracts in the nervous system and functionally 

improves axonal conduction by restoring the normal salutatory 

mode of rapid conduction leading to recovery to normal 

neurological function. Importantly, remyelination re-

establishes signaling between the axon and the myelin sheath. 

This is important, since trophic factors released from myelin 

are believed to play a key role in maintaining axonal survival 

(Kassmann and Nave, 2008). 

Currently, at least four potential therapies to promote 

remyelination in multiple sclerosis are under investigation. 

These are cell transplantation, inhibition of the trophic factor 

LINGO-1, prolactin and glatiramer acetate (Chandran et al., 

2008). 
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AIM OF THE WORK 

Review the new data about pathogenesis and diagnosis   

and treatment of multiple   sclerosis for proper management of 

similar cases. 


