




“I have observed in many, that when, the 
Brain being first indisposed, they have been 
distempered with a dullness of mind, and 
forgetfulness, and afterwards with a 
stupidity and foolishness, after that, have 
fallen into a palsie, which I often did 
predict.”

--Thomas Willis (of Circle fame), 1684
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• Periventricular & subcortical  white matter hypodensities
• Cerebral volume loss
• Lacunar infarcts

Small vessel injury



• Hyperdense MCA sign - Left MCA (M1) 
occlusion

• Loss of left insular ribbon, basal ganglia
• Loss of GW differentiation, L temporal lobe

Large vessel occlusion



• Leukaraiosis: Confluent high periventricular white matter T2/FLAIR signal

• Demyelinization, enlargement of perivascular spaces, gliosis, and axonal loss



GRE

DWI

• Micro-hemorrhages – ‘blooming’ 
on GRE.  Can be 2/2 long 
standing HTN

• Scattered foci of restricted 
diffusion – small infarcts.



• Diffuse cerebral volume loss
• Ex vacuo dilation of ventricles
• Lacunar infarcts in basal ganglia
• Hemorrhage on GRE
• WM abnormality c/w chronic small vessel ischemic disease
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• 18F-FDG PET images in vascular dementia

• Hypometabolism affecting cortical, subcortical, and cerebellar areas is often 
seen

• The hypometabolism of the left cerebellum (far right) is characteristic of cross-
cerebellar diaschisis, caused by diminished afferent input from the contralateral 
cortex.

• Typically better spatial resolution than SPECT

• Proposed 15-20% increase in diagnostic accuracy of PET relative to SPECT























Management

Primary prevention Secondary prevention

1. Early diagnosis and

Rx of acute stroke

2. Prevention of stroke

recurrence

3. Slowing of progression

(Rx of risk factors)

Aim of treatment 1. Slow progression

2. Symptomatic

3. Rx of neuropsychiatric 

symptoms




