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Abstract 

Hypertension and cerebral amyloid angiopathy are the most common causes of cerebral mi-

crobleeds. The pattern of microbleeds on T2*-weighted gradient echo sequence of magnetic 

resonance imaging of the brain can be indicative of the etiology of intracerebral hemorrhage. 

We describe a case of cerebellar hemorrhage with cerebral microbleeds secondary to chronic 

hypertension. © 2020 The Author(s) 

 Published by S. Karger AG, Basel 

Introduction 

Cerebral microbleeds are now considered meaningful imaging markers of microangiopa-
thy and represent focal accumulations of hemosiderin-containing macrophages [1]. Hyperten-
sion and cerebral amyloid angiopathy are the most common causes of cerebral microbleeds 
[2]. The pattern of microbleeds on imaging can be indicative of the etiology of intracerebral 
hemorrhage [3].  



 

Case Rep Neurol 2020;12:266–269 

DOI: 10.1159/000508760 © 2020 The Author(s). Published by S. Karger AG, Basel 
www.karger.com/crn 

Reddy and Savitz: Hypertension-Related Cerebral Microbleeds 

 
 

 

 

267 

Case Report 

A 52-year-old man with poorly controlled hypertension, diabetes mellitus type 2, and a 
left putamen subcortical ischemic stroke, who was noncompliant with medications, presented 
with right-sided weakness. On arrival his blood pressure was 218/125 mm Hg. Physical ex-
amination revealed dysarthria, right hemiparesis, and ataxia of the right hemi-body. Magnetic 
resonance imaging (MRI) of the brain showed right cerebellar hemorrhage and multiple ex-
tensive foci of susceptibility on gradient sequence, predominantly centered within the basal 
ganglia, thalami, brainstem, and deep and subcortical white matter of both cerebral and cere-
bellar hemispheres (shown in Fig. 1). Additionally, brain MRI also demonstrated extensive T2 
hyperintensities within periventricular and deep white matter as well as the right thalamus 
and pons which could reflect chronic microvascular ischemic changes. Electrocardiogram and 
echocardiogram demonstrated severe concentric left ventricular hypertrophy, and admission 
urinalysis revealed proteinuria consistent with end-organ injury of hypertension [4]. Basic 
metabolic panel showed preserved renal function with an estimated glomerular filtration rate 
of 106 mL/min/1.73 m2. Cerebral amyloid angiopathy was considered in this patient; how-
ever, the distribution of microhemorrhages, the patient’s age, and absence of cognitive impair-
ment (determined based on neurological examination) argued against this diagnosis. He was 
diagnosed with hypertensive hemorrhage. He was started on carvedilol and lisinopril for hy-
pertension and discharged home with outpatient physical therapy. At discharge and 1-month 
follow-up clinic visit, the patient continued to exhibit residual dysarthria and right hemipare-
sis. A review of home blood pressure log during the clinic visit demonstrated elevated blood 
pressure despite maximal doses of amlodipine, carvedilol, and lisinopril. Consequently, 
clonidine was added to his antihypertensive regimen. Workup for resistant hypertension was 
planned; however, the patient was lost to follow-up after the first clinic visit.  

Discussion 

T2*-weighted gradient echo or susceptibility-weighted imaging on MRI has enabled de-
tection of the location of cerebral microbleeds. Approximately 80% of patients with intracer-
ebral hemorrhage exhibit cerebral microbleeds [1]. The pattern of cerebral microbleeds is in-
dicative of the cause of intracerebral hemorrhage. Lobar microhemorrhages are typically seen 
in cerebral amyloid angiopathy caused due to accumulation of abnormal amyloid protein in 
the vessel wall [1], whereas hypertensive microhemorrhages are commonly seen in the deep 
and infratentorial regions of the brain [3]. The deep and infratentorial location of micro-
hemorrhages and evidence of end-organ injury in the heart and kidney in our patient were 
consistent with hypertensive cerebral microbleeds. 

Statement of Ethics 
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Fig. 1. MRI brain showing multiple extensive foci of susceptibility on gradient sequence predominantly 

centered within the basal ganglia, thalami, brainstem, and deep and subcortical white matter of both cer-

ebral and cerebellar hemispheres. 
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