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Fig. 1 Proposed representation of the pathophysiological pathway associated with cerebral micro-
bleeds.
Cerebral microbleeds might act as a link between the amyloid cascade pathway and the vascu-

lar pathway. APP =amyloid precursor protein; AP =amyloid beta.

CMBs location

A) Lobar area B) Deep area C) Both area

Cerebral amyloid angiopathy related Hypertensive arteriopathy related

Fig. 2 Representative images of each group classified by the topographical distribution of CMBs
on T2* weighted MRL
Images show representative findings of individuals with CMBs in strictly lobar areas (A), those
with strictly deep areas including infratentorial areas (B), and those with in both areas (C). CMBs
were defined as rounded areas of signal loss (arrowheads). Strictly lobar CMBs share risk factors
with cerebral amyloid angiopathy. CMBa in deep areas or both areas are considered to be asso-
ciated with hypertensive arteriopathy.
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Abstract
Cerebral microbleeds: clinical features and management

Yusuke Yakushiji, M.D. and Hideo Hara, M.D.
Division of Neurology, Department of Internal Medicine, Saga University Faculty of Medicine

Cerebral microbleeds (CMBs) on gradient-echo T.* weighted MRI, which are characterized histologically by
the presence of hemosiderin around small vessels, are now accepted as a manifestation of cerebral small vessel
disease (SVD) pathologies, including hypertensive small vessel disease and cerebral amyloid angiopathy (CAA).
CMBs are often detected in patients with stroke, Alzheimer’s disease, and mild cognitive impairment. The patho-
logical differences in MBs according to distribution is now well known, with MBs in deep regions considered to be
associated with hypertensive arteriopathy, whereas strictly lobar MBs share risk factors with CAA.

Evidence suggests that CMBs should not be considered to be clinically “silent”. When CMBs are detected in
healthy adults, physicians should recognize that subclinical SVD might have begun in their brain. Chronic hyper-
tension can affect HA-related CMBs, as well as CAA-related CMBs. Furthermore, both types of CMBs are risk
factor for intracranial hemorrhage under the antithrombotic drug use. Thus, CMBs should be considered as
“warning sign” for inappropriate blood pressure control and antithrombotic drug use.

It seems clear that CMBs should be an important component of future studies to investigate how SVD influ-
ence neurodegeneration via neurovascular units in elderly populations.

(Clin Neurol 2012;52:1106-1109)
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