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Multiple sclerosis (MS) is an autoimmune, acquired T cell mediated neuro-inflammatory disorder characterized by focal demyelination in the central nervous system (CNS) and axonal degeneration. Prevalence varies by region, but in the UK prevalence is between 100 and 300 per 100,000
people. The disease usually presents between the second and sixth decades of life and has a female to male ratio of 2:1. In most there is an episodic (relapsing-remitting) course, with focal neurological symptoms and signs developing over hours to days and improving across weeks to
months. With time, the frequency of relapses decreases and there is a tendency to accrue progressive disability. In about 1 in 10 patients the disease is progressive with gradual accrual of disability from onset. Diagnosis is based on a clinical assessment, brain and spinal cord magnetic
resonance imaging (MRI) and can be supported by cerebrospinal fluid analysis. There are a broad range of immunomodulatory treatments that reduce relapse rates (Table below), but developing treatments effective in preventing long-term disability remains a challenge.
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Ever since the first descriptions of MS by Charcot in 1865, Central to our understanding of an inflammatory basis for MS relapses is the concept of disease activity. MR imaging in its capacity to There are many licensed drug treatments for relapsing-remitting Multiple Sclerosis, D Nk A )
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