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Introduction 

 

            Border-zone (BZ) or Watershed (WS) infarcts involve the 

junction of the distal fields of two non-anastomosing arterial 

systems. Classic neuropathologic studies describe two distinct 

supratentorial WS areas, one between the cortical territories of the 

anterior cerebral artery (ACA), middle cerebral artery (MCA), 

and posterior cerebral artery (PCA), and the other in the white 

matter along and slightly above the lateral ventricle, between the 

deep and the superficial arterial systems of the MCA. The former, 

superficial areas have been commonly referred to as the external 

watershed (EWS), and the latter have been referred to as the 

internal watershed (IWS) (Momjian & Baron, 2005). 

   

   Watershed infarcts reportedly account for 10% of all brain 

infarcts. Although the pathological and imaging characteristics of 

WS infarcts are well-described, their pathogenesis remains 

debated whether they are caused by impaired cerebral perfusion 

or by embolisms from the heart, aorta, and stenotic parent artery 

(Yong et al, 2006). 

 


