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Abstract

This case report investigates the manifestation of cerebral amyloid angiopathy
(CAA) through recurrent Transient Ischemic Attacks (TIAs) in an 82-year-old
patient. Despite initial diagnostic complexities, cerebral angiography-MRI
revealed features indicative of CAA. Symptomatic treatment resulted in im-
provement, but the patient later developed a fatal hematoma. The discussion
navigates the intricate therapeutic landscape of repetitive TIAs in the elderly
with cardiovascular risk factors, emphasizing the pivotal role of cerebral MRI
and meticulous bleeding risk management. The conclusion stresses the im-
portance of incorporating SWI sequences, specifically when suspecting a car-
dioembolic TIA, as a diagnostic measure to explore and exclude CAA in the
differential diagnosis. This case report provides valuable insights into these
challenges, highlighting the need to consider CAA in relevant cases.
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1. Introduction

Cerebral amyloid angiopathy [CAA] is a vascular pathology characterized by the
deposition of Af3-amyloid peptides in the walls of cortical and leptomeningeal

vessels, leading to small vessel damage [1] [2] [3] [4] [5]. The accumulation of
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amyloid protein in cerebral vascular walls increases the risks of both ischemic
and hemorrhagic events [1]. The prevalence of CAA increases with age, and it is
often associated with conditions such as hypertension. Understanding the signi-
ficance of CAA is crucial as it presents challenges in diagnosis and management,
especially when manifesting through symptoms like Transient Ischemic Attacks
(TIAs) [1] [3].

This case report details the case of an 82-year-old patient experiencing repeti-

tive Transient Ischemic Attacks (TIAs) as an initial manifestation of CAA.

2. Case Report

An 82-year-old hypertensive patient was admitted with recurrent left hemipare-
sis episodes, predominantly brachio-facial, spontaneously regressing within 30
minutes. Despite an unremarkable cerebral angiography-MRI, vascular-like
nonspecific hypersignals associated with leukoencephalopathy were observed.
With a presentation of recurrent TTAs and an ABCD2 score (a tool used to pre-
dict short-term risk of stroke in patients with TIAs) < 4, dual antiplatelet therapy
(aspirin and clopidogrel) was initiated. However, daily symptom recurrence in-
dicated a potential cardioembolic origin. Subsequently, a cerebral angiogra-
phy-MRI with SWI sequences was performed to look for a new ischemic event.
The MRI revealed features suggestive of cerebral amyloid angiopathy, including
subarachnoid sulcal hemorrhage, microbleeds, and superficial cortical siderosis
(Figure 1). Cerebral MRI showed T2 FLAIR hypersignal lesions predominantly
in the semiovale center (Figure 2). The diagnosis of probable cerebral amyloid
angiopathy was made following Boston criteria. Symptomatic treatment, including
correction of cardiovascular risk factors and hypertension control, resulted in an
improvement, reducing the frequency of daily TIAs.

Four months later, the patient developed left hemiplegia, aphasia, agitation, and
altered consciousness. Cerebral AngioMRI revealed a large right fronto-temporo-
insular hematoma causing mass effect (Figure 3). The patient was admitted to

the intensive care unit and passed away ten days later.

Figure 1. Cerebral MRI with SWI sequences reveals distinctive features, showcasing sub-
arachnoid sulcal hemorrhage, microbleeds, and superficial cortical siderosis (depicted in
the right figure). Additionally, the left figure displays a sulcal hyperintense T2 signal as-
sociated with the subarachnoid sulcal hemorrhage.
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Figure 2. T2 FLAIR hypersignal lesions related to leukoencephalopathy.

Figure 3. Cerebral AngioMRI disclosed a sizable hematoma in the right fronto-temporo-
insular region, inducing a noticeable mass effect. The left picture illustrates the hematoma
on the T2 FLAIR sequence, while the right picture captures the hematoma on the SWI
sequence.

3. Discussion

Repetitive Transient Ischemic Attacks (TTAs) are a therapeutic challenge, espe-
cially in the elderly with cardiovascular risk factors [1] [3]. Cerebral amyloid an-
giopathy [CAA] should be considered in the presence of a stuttering focal neu-
rological deficit of brutal onset. The initial step is to establish the indication of
thrombolysis. In cases of sudden-onset focal neurological deficits, cerebral MRI
helps identify possible ischemic signs on diffusion-weighted imaging (stroke) or
their absence (TIA). The T2* sequence is valuable for excluding microbleeds,
cerebral amyloid angiopathy, or hematoma [1] [2]. Managing bleeding risk is
essential, especially when anticoagulation is required, notably in cardioembolic
TIAs [3]. Antiplatelet agents and anticoagulants are contraindicated in CAA [3].
Patients with CAA revealed by repetitive TIAs and superficial cortical sidero-
sis have a higher risk of large lobar hematomas [1] [2] [3], as observed in our pa-
tient. The treatment of cerebral amyloid angiopathy is primarily symptomatic,
focusing on managing cardiovascular risk factors [1] [2] [3]. Controlling hyper-
tension is a critical element in these patients, especially to reduce the risk of he-
morrhagic transformation. The target blood pressure in this patient population
is <120/80 mmHg [3]. In our patient, hypertensive peaks were directly correlated
with recurrent deficits (lasting approximately 15 minutes). Blood pressure con-

trol helped reduce the number of daily TIAs.
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Superficial cortical siderosis can cause transient focal neurological deficits [2]
[3]. The pathophysiology of these events is controversial, but the most plausible
hypothesis is focal cortical depolarization that can generalize. Clinicians may
suggest antiepileptic treatments such as sodium valproate, lamotrigine, or topi-

ramate [3].

4. Conclusion

In cases of repetitive TIAs suggesting a cardioembolic origin, obtaining an SWI
sequence is crucial to raise awareness of the possibility of cerebral amyloid an-
giopathy. This article provides some insights into the challenges posed by repeti-
tive TIAs and underscores the significance of considering cerebral amyloid an-

giopathy in the differential diagnosis.
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