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Discussion
TNFEs may be recurrent, stereotyped, brief (usually <30 
min) with a wide spectrum of clinical features. They are 
common in CAA, being found in about 14% of patients with 
probable or possible CAA. TFNEs may be caused by CSS, 
cSAH, or lobar CMBs. The prevalence of TFNEs among 
patients with sCAA is significantly higher in those with 
CSS/cSAH and anatomically related to cSAH. Other possible 
TNFEs-mechanisms include cortical spreading depression or 
focal seizure activity. The differential diagnosis of TNFEs 
include TIA, seizure and migraine. Repeated CT scan 
revealed acute c-SAH. cSAH is common in subjects with 
sCAA and may cause a significantly higher risk of future 
cerebral bleeding events (ICH or cSAH) regardless of the 
severity of the baseline CMBs burden. Acute Brain CT may 
fail to show the CAA related hemorrhagic abnormalities. 
SWI-MRI  should at least be planned early for elderly 
patients with atypical TIA presentations.

Conclusions
Any decision on acute treatment with anti-PLT or 
anticoagulant drugs for presumed TIA should take 
into account the possibility that transient symptoms 
may be related to an underlying CAA (CAA-related 
TFNEs) which is likely to increase the risk of drug-
related cerebral bleeding. SWI-MRI may be 
reasonable and should be performed as soon as 
possible in this clinical setting. 

Case description
We present a 67 years old man, admitted to the ER for 
paresthesia starting at in his left hand, spreading up his left 
arm into the left side of his face over less than 10 minutes. 
Neurological examination was unremarkable. Acute brain CT 
scan was unremarkable. The patient was discharged after 
anti-PLT therapy with aspirin 300 mg daily was started. 
Although his medical history included several cardiovascular 
risk factors (hypertension, dyslipidemia, bilateral carotid 
endoarterectomy and ischemic cardiomyopathy) he wasn’t 
on anti-PLT therapy previously. The same night and the day 
after he experienced two further identical episodes and was 
readmitted to the ER. A repeated brain CT scan showed c-
SAH of the right central sulcus. Brain MRA was 
unremarkable. Brain SWI-MRI showed disseminated CSS, a 
finding consistent with CAA. Anti PLT was discontinued. 
Antiepileptic treatment was initiated.

Figure 1. 
Repeated CT scan showing  focal cortical 
sub-arachnoid hemorrhage in the right 
central sulcus.
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Figure 2. 
SWI-MRI showing disseminated 
superficial cortical siderosis consistent 
with CAA.
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