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Abstract

Cerebral small vessel disease is the pathological process
that affects small vessels of brain, including small arteries, arterioles,
capillaries, small veins and small venules. There are 2 main types of
pathological features: type 1, arteriolosclerosis, and type 2, cerebral
amyloid angiopathy. The consequences of small vessel disease on
the brain parenchyma are heterogeneous as various findings on
neuroimages including lacunar infarction, white matter hyperintensities,
enlarged perivascular space, and cerebral microbleed. Aim of treatment
is controlling risk factors especially hypertension. However risk of
bleeding is increased, so antithrombotic treatment should be carefully

considered among these patients. (J Thai Stroke Soc. 2017; 16 (2): 27-35.)

J Thai Stroke Soc. Volume 16 (2), 2017 |27



YN

Cerebral small vessel disease (SVD)
= Aa o @ A &
Wunnzidanuddgitesunanmduainguas
nItialsanaaatiaaauadannnd 20%" wazvinlw
WNaaIINIIAalsavaaatiaaguaINInTwnIn
F0ILYIN2 uanmnﬁﬂ'aLﬂumm@;madmﬂﬁmkﬂ
ANNILROND 45%° G'Eamjﬂiﬂ SVD nuiains
LRAILAL AN T8 13NN NIITIFNRAINAAY
mi%'m:mjaLﬁumsﬁadﬁuﬁﬁﬂmiﬁakmmmma

o a ] v = a ,

nydinlie Geazlanadfiuazidoasallln

X
uneanun

A191NAAINN
Cerebral small vessel disease “i18AINY

= '

mﬂqﬂiﬂmmﬁ@ﬁﬂammwaaﬁﬁwm?ﬁamwﬁLﬁ(ﬂ

ﬁmﬁnmﬁmﬁammmﬁnluawaaély'\i LL@ii::(;]"]_l small
arteries, arterioles, capillaries, small vein L8z small
venules* laganufadndudsaanidunaaaiionuas
Afldurindiaan superficial arteries S99 WLANMUAR
Unfvasnasaifonluszey peripheral white matter,
leptomeningeal arteries LLa:mﬁaJ deeper arteries WU
11 basal ganglia, thalamic, cerebellar white matter
W& brainstem® #%3usanlsAUSLIas periventricular
white matter ﬁf’uifnwuwm%amwmawaamﬁa@

venules T9138n71 venous collagenosis®

i 1° Aetiopathogenic classification of cerebral small vessel disease

Type1 arteriosclerosis

Type2 sporadic and hereditary cerebral amyloid angiopathy

Type3 inherited or genetic small vessel diseases

Example : Cerebral Autosomal Dominant Arteriopathy with Subcortical Infarcts and Leukoencephalopathy (CADASIL),
Cerebral autosomal recessive arteriopathy with subcortical infarcts and leukoencephalopathy (CARASIL), Mitochondrial
encephalomyopathy, lactic acidosis, and stroke-like episodes (MELAS), Fabry’s disease, hereditary cerebroretinal

vasculopathy, hereditary endothiliopathy with retinopathy, COL4a1 mutations

Example :

Type4 inflammatory and immunologically mediated small vessel disease

Wegener’'s granulomatosis, Churg-Strauss syndrome, microscopic polyangiitis, Henoch-Schonlein
purpura, cryoglobulinemic vasculitis, primary angiitis of the central nervous system (CNS), Sneddon’s syndrome, CNS
vasculitis secondary to infections, CNS vasculitis associated with connective tissue disorders such as systemic lupus

erythematosus (SLE), Sjogren’s syndrome, rheumatoid vasculitis, scleroderma, dermatomyositis

Type5 venous collagenosis

Type6 other small vessel diseases

Example post-radiation angiopathy and non-amyloid microvessel degeneration in Alzheimer’'s disease

Pathological features
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Pathogenesis and features of SVD
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Figure1: MRI findings of cerebral small vessel disease

Figure 1A: lacunar infarction on MRI (FLAIR image). Figure 1B: diffuse white matter lesion/ leukoaraiosis on MRI
(FLAIR image). Figure 1C: multiple microbleed on MRI (SWI).

Clinical manifestations of SVD
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