
Multiple Sclerosis (MS) 

MS is a chronic inflammatory disease which attacks the central nervous system, 

affecting the brain and the spinal cord. The body overproduces antibodies that 

specifically attack the myelin sheath, 
eventually causing hardened scars or plaques in multiple regions. This causes the 

transmission of electrical messages and nerve impulses to slow down and short 

circuit, resulting in a variety of neurological problems. 

Viruses that may be part of the initiating event in MS include Measles, Herpes, 

Epstein Barr and 
Chlamydia Pneumoniae. Viruses such as these are  
capable of changing their codes so that they can  
camouflage themselves to survive on the host’s 
body. This molecular mimicry confuses the immune system and can trigger an 

autoimmune attack. 
The sequence of events in MS are as follows: 

The body is exposed to a virus which creates an immune response at an early 

age - either the virus is not eliminated or it adapts its 
identification markers to mimic myelin basic protein. 

The immune system calls into action the T cells which either produce high 

amounts of TH1 or TH2 helper cells. These produce IgG antibodies that bind to the 

basic myelin protein, mistakenly 
identifying it as a foreign invader. 

The T cells, in response to attack, produce the B cells or produce TNFα and 

other interferon 
cytokines. 

The TNFα enables macrophages to reach the site of inflammation and attack by 

crossing through the blood-brain barrier. 

The macrophages release biological compounds such as arachidonic acid and 

free radicals to break off and destroy the myelin. 

In MS, there appears to be an imbalance between the production of TH1 and TH2 

helper cells. 
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