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INTRODUCTION:
Mitral stenosis (MS) is an obstacle to leftatrioventricularblood ow 
during diastole. It remainslargelydominated by the rheumaticetiology. 
Thromboembolic complications occurin 10 to 20% of cases and these 
a r e  m a i n l y i s c h e m i c s t r o k e s w i c h c a n b e s u b c l i n i c a l 
orclinicallymanifest,revealingheartdisease. Therfore, they expose to 
the occurrence of vascularepilepsy, representing about 7% of 
epilepsies [1].

PATIENTS AND METHODS :
This is a retrospectivestudyconducted over a period of 18 years, 
betweenJanuary 2000 and December 2018, carried out within the 
cardiologydepartment of the Moulay Ismail MilitaryHospital in 
Meknes-Morocco, reporting 36 patients, havingpresentedat least an 
e p i l e p t i c s e i z u r e r e l a t e d  t o  a  M S  c o m p l i c a t e d  b y  a n 
ischemicstoke,conrmedeither by CT scan and/or brainMRI. Thus, all 
patients followed for epilepsyduringchildhood and/or adolescence or 
thosewith normal brainimagingwereexcluded. All our patients 
underwent a cardiovascular and neurologicalexamination, a 
restingelectrocardiogram(ECG), a 24-hours Holter ECG if the basal 
rhythmwas sinusal to the resting ECG, a transthoracic and 
transoesophagealechocardiography (TTE and TOE) and  CT scan and / 
or brainMRI.

RESULTS:
These were 20 men (55.5%) and 16 women (44.5%), average age 35.8 
+/- 5.7 years (range: 22 and 52 years), selected on the basis of 986 cases 
of MS followed in our department, a frequency of 3.6%.

The inaugural epileptic seizure was an exclusive mode of revelation of 
the MS in 5 cases (13.8%). The EEG was abnormal in 31 cases (86%).
The resting ECG revealed permanent atrial brillation (AF) in 29 cases 
(80.5%), while it was paroxysmal in 7 cases, detected with the 
24hoursHolter ECG.

On TTE and TOE, the MS was severe (mitral valve area ≤1.5cm²) in 27 
cases (75%) and moderate in the other cases The left atrial (LA) was 
dilated in all patients with an average area of   33.6 cm². A thrombus of 
the LAparticularly of the LA appendage was detected by TOE in 22 
cases (61%). While an aspect of spontaneous contrast was present in 31 
cases (86%).

Brain CT was performed in all patients, showing a cortical stroke in 25 
cases (69.4%). In the absence of abnormalities, MRI detected cortical 

lesions in T1 hyposignal and T2 hypersignal consistent with stroke, 
mostly small.

Therapeutically, all our patients were put on a vitamin K antagonist 
(VKA) . A mitral valve replacement by mechanical prosthesis was 
indicated in 10 cases (27.7%), a mitral commissurotomy in 17 cases 
(47%) and regular follow-up in case of moderate MS.

DISCUSSION:
The MS forms an obstacle to the diastolic lling of the LV, which 
creates a pressure gradient between the LA and the LV. The average 
pressure of the LA increases, then it expands, thus favoring the 
occurrence of arrhythmia, particularly AF.

The dilation of the LA, the severity of the mitral stenosis and especially 
the presence of spontaneous contrast (SC) are the main predictors of 
the occurrence of thromboembolic complications in MS [2].

The size of the LA is a marker of the severity and chronicity of the 
pressure and / or volume overload to which it is subjected.

Thus, intra-LA CS is reported in 55 to 67% of cases of MS; even 100% 
in case of associated AF. Its presence is considered to be a 
thromboembolic risk marker justifying the prescription of VKA, even 
in patients with sinus rhythm [3].

In our sample, the SC was observed in 86% of the cases, due to the 
severity of the MS and the size of the LA, which is very dilated in the 
majority of the cases.

AF is present in 30 to 40% of symptomatic MS cases. It is rst 
paroxysmal and then becomes permanent. Its embolic risk is well 
demonstrated by the various studies and constitutes a major predictive 
factor for the occurrence of thromboembolic accidents. These 
accidents can be expressed in the form of strokes which are sometimes 
fatal or disabling.

Strokes present a high risk of epilepsy [5]. Although the 
pathophysiology of post-stroke epileptic seizures (ES) is not fully 
understood, several theories have been discussed, usually 
differentiating early and late attacks (occurring more than 6 to 12 
months after stroke). Indeed, the occurrence of an ischemic stroke is 
considered to be an acute cerebral aggression, which can induce ES or 
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even a status epilepticus, by increasing the extracellular concentration 
of an excitatory neurotransmitter: Glutamate . The latter, is likely to 
favor the occurrence of ES or neuronal discharges during experimental 
studies [6]. In addition, the occurrence of ES in the acute phase of 
stroke increases the risk of developing autonomous vascular epilepsy. 
Thus, the vascular lesion constitutes an aberrant structural 
modication, forming a potential epileptogenic focus [7].

Vascular epilepsy is dened as the occurrence of at least one 
unprovoked seizure at least one week after the occurence of the stroke 
according to the International League Against Epilepsy [8]. In the 
majority of cases, the series reported concern elderly subjects with 
multiple cardiovascular risk factors. In our sample, epilepsy is 
observed in a younger population, less than 52 years old; this is due to 
the specic presence of an embolic heart disease (MS).

The incidence of epilepsy after a stroke is assessed differently in 
several studies and varies from 4 to 50% depending on the types of 
stroke [9,10]. Thus, the frequency of epilepsies is higher in cases of 
hemorrhagic stroke than ischemic [11,12]. The cortical location of the 
stroke is an epileptogenic factor; it is considered in the various studies 
as an independent factor, predictive of ES in comparison with 
subcortical lesions [13-15].

Performing the EEG after a stroke lacks specicity to judge patients 
who will develop epilepsy. Among the EEG of the patients in our 
series, ve were without abnormalities, which justied that the 
normality of recording does not always eliminate the presence of 
epileptogenicity. We will retain the typical electroencephalographic 
image: the Periodic Lateralized Epileptiform Discharges [16].

Regarding treatment, there are no specic therapeutic trials on patients 
with vascular epilepsy.

Thus, it is consistent to consider that beyond the early period of the rst 
two weeks after the stroke, the occurrence of a seizure in the context of 
acquired brain injury exposes to a risk of recurrence sufciently high to 
prescribe treatment antiepileptic. [17].

This prescription must take into account the comorbidities of the 
patient, his age and the drug interactions in this case VKA treatment.

It is likely that most rst generation antiepileptics, including 
phenytoin, phenobarbital and carbamazepine, are not the most suitable 
for the treatment of post-stroke epilepsy due to their potentially 
negative impact on functional recovery and their pharmacokinetic 
prole including the risk of drug interaction [18].

These antiepileptic drugs, having an enzyme-inducing property 
dependent on cytochrome P450 3A4, are likely to have an impact on 
the balance of anticoagulation and to be responsible for 
thromboembolic complications in the event of overdose or 
hemorrhagic complications in the event of stop treatment. New 
generation antiepileptics (Lamotrigine, Gabapentin and 
Levetiracetam) present less risk of drug interaction and provide a 
benecial contribution to functional recovery [19,20].

CONCLUSION:
MS is a potentialembolic source causing stroke and exposing to an 
increased risk of occurrence of vascular epilepsy, which can reveal 
valvulopathy even before the appearance of specic clinical signs. 
Antiepileptic drugs are indicated from the rst seizure and their 
interaction with VKA requires close monitoring of coagulation and 
perfect therapeutic compliance.

Primary prevention, in our context, by eradicating rheumatic fever and 
early detection of rheumatic valve disease, remains necessary to 
prevent valvular disease's complications.
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