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In spite of many published cases of MS exacerbation after trauma (1,2,3,4,), in epidemiological studies such correlation 
was not found (5,6,7,8,). Causal relationship between MS and trauma confirmed in many  clinical case reports and MRIs, 
was explained through the breakdown of the blood-brain barrier (3,4). Trauma in particular mild concussive injury to the 
head, neck or upper back my result in an increase in BBB  permeability by impinging on the brain and spinal cord. In such  
situations trauma acts as facilitator of  the pathogenetic mechanism of  lesion formation. It is well documented that trauma 
may cause hyperintense lesions demonstrated on T2 images, often misdiagnosed as MS in non-MS patients, and in many 
individuals such changes are found accidentally. Why should it be different in MS patients? 
Poor correlation between size and site of MS lesions and clinical manifestations of MS  is the reason that there is many 
time lack of  appearance of new MS symptoms after traumatic episodes. It  is well known that many demyelinating 
plaques occur so often in non-eloquent areas without provoking clinical symptoms, and in such situations the correlation 
between traumatic injury and MS could not be found. Therefore epidemiologic data comparing various severity of 
traumatic lesions and clinical symptoms in general population, or even in MS patients  are not appropriate. It is reasonable 
to count that traumatic break down of BBB occurs after severe traumatic CNS injury. If it happens  in eloquent area it will 
cause clinical symptoms in MS patients or even trigger initiation of MS in genetically prone individuals.  
 
Conclusion is yes; brain trauma may cause new lesions in MS patient, and may even trigger initiation of MS in geneticaly 
susceptible patients. The unpredictability and variability of the clinical manifestations of the disease, the difference in the 
genetic and immunologic backgrounds of individuals as well as their degree of clinical and pathological involvement and 
level of MS activity, point that epidemiological studies are inappropriate in this specific area. 
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