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Introduction 

Sporadic cerebral small vessel disease (SVD) is considered to be among the most 
common known neuropathological processes in the brain and has a crucial role in 
stroke, cognitive impairment, and functional loss in elderly persons [Pantoni L, Lancet 
Neurol 2010]. Recently SVD has received more attention even if clinicians have less 
to offer for the prevention and treatment of the disease [Charidimou A, et al. Int J 
Stroke 2016].  

The most common forms of SVD are sporadic non-amyloid microangiopathy 
(age- and hypertension-related SVD arteriolosclerosis) and cerebral amyloid angiop-
athy (CAA) [Pantoni L, Lancet Neurol 2010; Charidimou A, et al. Int J Stroke 2016]. 
CAA is common in older individuals and it is a major cause of lobar symptomatic 
intracerebral hemorrhage and a key contributor to vascular cognitive impairment 
[Greenberg SM et al, Lancet Neurol 2014]. CADASIL is a genetic form of microan-
giopathy, considered as a model of SVD. 

Even small vessel are difficult to be directly visualized with current techniques 
used, modern neuroimaging has revolutionized understanding of the consequences of 
SVD on the brain parenchyma [Charidimou A, et al. Int J Stroke 2016]. Neuroimaging 
expressions of SVD include hemorrhagic and non-hemorrhagic markers. Pathogenic 
mechanisms of SVD are probably not uniform, and marker on MRI may be found in 
different types of SVD [Pantoni L, Lancet Neurol 2010; Charidimou A, et al. Int J 
Stroke 2016].  

There is an incorrect tendency to less contemplate hemorrhagic component of the 
SVD process [Pantoni L, Lancet Neurol 2010; Wardlaw JM et al, Lancet Neurol 
2013]. A broader view of SVD should be maintained, particularly when considering 
preventive and therapeutic aspects, because patients with SVD also have an increased 
risk of hemorrhage [Pantoni L, Lancet Neurol 2010; Valenti R et al, Secondary Pre-
vention In Patients With Ischemic Lacunar Stroke 2016]. Moreover, different forms 
of SVD can coexiste. 

SVD is reputed to be a common cause of vascular cognitive impairment. Vascular 
cognitive impairment associated with SVD has recently received particular attention. 
Because it is thought to be relatively homogeneous in clinical and neuroimaging fea-
tures [Erkinjuntti T et al, J Neural Transm Suppl 2000; Román GC et al, Lancet Neu-
rol 2002], it is a possible target for implementing studies and therapeutic trials [Pan-
toni L, Lancet Neurol 2010]. At present, suited universal definition criteria for vascu-
lar cognitive impairment are not available.  

In particular, vascular mild cognitive impairment (MCI) due to SVD is considered 
a progressive condition from normal cognitive status to dementia with progressive 
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