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Introduction 

 

1 

     Metabolic  syndrome  is  a  combination  of   medical  

disorders that, when  occurring  together, increase  the  risk  of  

developing   cardiovascular  diseases  including  strokes. It  

affects  one  in  five  people  in  the  United  States  and  

prevalence  increases with age. Metabolic syndrome is also 

known  as  metabolic  syndrome  X, cardiometabolic  syndrome, 

syndrome  X, insulin  resistance  syndrome,  Reaven's  syndrome  

and  (CHAOS) that stands  for  coronary artery disease, 

hypertension,   atherosclerosis,  obesity  and  stroke (Renaldiet 

al, 2009). 

 

     The   pathophysiology  of   metabolic  syndrome  is  extremely 

complex   and   has  been  only  partially  explained.  

Development  of  visceral  fat,  increased  plasma  levels  of  

tumor  necrosis  factor-α  (TNF-α)  and  interleukin-6  (IL6)  and  

altered  levels  of  a number  of  other  substances  (e.g., 

adiponectin,  resistin)  play  a  pivotal  role. It  is  not  contested 

that  cardiovascular  risk   factors  tend  to  cluster  together,  but  

what  is  contested  is  the assertion  that  the  metabolic  

syndrome  is  anything   more  than  the  sum   of   its  constituent  

parts  (Narasimhan and Raynor, 2010). 

 

     Components of the so called (metabolic syndrome) were 

frequently  found  in  stroke  patients and patients with 

http://en.wikipedia.org/wiki/Pathophysiology
http://en.wikipedia.org/wiki/Visceral_fat
http://en.wikipedia.org/wiki/Blood_plasma
http://en.wikipedia.org/wiki/Adiponectin
http://en.wikipedia.org/wiki/Resistin

