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Abstract

Introduction: The common mechanism to the syncope is a transient alteration in cerebral blood flux, this fact 
generate a temporary decrease in the brain metabolism with involvement of the ascending reticular system and 
cerebral cortex. The syncope due to mitral stenosis does not appear in the reviewed literature.
Objectives: To show a clinical case from a patient with mitral stenosis that debuts with recurrent syncope.
Clinical case: A 45-year-old patient, mestizo without history of disease, a farmer, is admitted to the internal 
medicine ward for recurrent syncope. He was evaluated by a neurologist and a cardiologist; he was diagnosed with 
critical mitral stenosis with severe pulmonary hypertension and a right ventricular Systo-diastolic dysfunction. After 
the mitral valve replacement by cardiovascular surgery, he did not suffer syncopal episodes again and leads a 
normal biopsychosocial and work life.
Comments: The critical mitral stenosis causes decreased in the ventricular filling and decreased the cardiac output 
with decreased cerebral blood flux, accentuated by the severe pulmonary hypertension and the right heart failure. 
This fact caused repetitive syncope.
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Resumen

Introducción: El mecanismo común a todo síncope es una alteración transitoria del flujo sanguíneo cerebral, que 
provoca una disminución momentánea del metabolismo cerebral, con afectación del sistema reticular ascendente 
y córtex cerebral. El síncope por estenosis mitral, no aparece en la literatura revisada.
Objetivos: Presentar un paciente con estenosis mitral que debuta con cuadro de síncope recurrente.
Caso clínico: Paciente de 45 años, mestizo, sin antecedentes de enfermedad, trabajador agrícola, ingresa en sala 
de medicina interna por padecer síncopes recurrentes. Fue valorado por neurólogo y cardiólogo; se diagnosticó 
estenosis mitral crítica con hipertensión pulmonar grave y disfunción sistodiastólica de ventrículo derecho. Luego 
de la sustitución valvular mitral por cirugía cardiovascular no volvió a padecer episodios sincopales y lleva una vida 
normal biopsicosocial y laboral. 
Comentarios: La estenosis mitral crítica ocasiona disminución del llenado ventricular y disminución del gasto 
cardiaco con disminución del flujo sanguíneo cerebral, acentuado por la hipertensión pulmonar grave e 
insuficiencia cardíaca derecha. Ocasionó síncopes repetitivos.

Palabras clave: síncope, estenosis mitral, hipertensión pulmonar, gasto cardiaco, flujo sanguíneo cerebral.
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Introduction

The common mechanism to the syncope is a 
transient alteration in cerebral blood flux, this 
fact generate a temporary decrease in the 
brain metabolism with involvement of the 
ascending reticular system and cerebral 
cortex, which causes a decrease in the level of 
consciousness. Based on previous experien-
ces in the tilting - table test, the drop in mean 
arterial pressure below 60 mmHg causes an 
alteration of the self-regulating mechanism of 
the cerebral flux with the consequent appea-
rance of syncope. If this loss of brain flux is 
maintained above a critical time, around 5 
minutes, it can cause irreversible neurological 
damage. The causes of the syncope are 
numerous; however, it is necessary to make a 
differential diagnosis with other causes of 
decreased consciousness, which are not 
considered syncope, such as the vertebro-
basilar transient ischemic attacks (TIA), 
metabolic disorders such as hypoglycemia, 
hypoxia, poisoning, etc. There are two types of 
syncope: the syncope of cardiovascular origin 
and the neurally - mediated syncope (1-4).

The treatment of the syncope must be oriented 
to solving the underlying cause and avoiding 
the recurrences. The cardiogenic syncope 
should be treated by the specialists, with 
specific treatments (pacemakers, defibrilla-
tors, drugs, surgery and cardiac intervention). 
In the cases to the neurally - mediated 
syncope, the postural and hygienic measures 
should be the first therapeutic step. Other 
treatments (drugs, pacemakers) have not 
shown great benefits (4-9).

There are many causes of syncope to be 
known, but the mitral stenosis does not appear 
in any, less as the unique symptom. This debut 
is frequent in the aortic stenosis, in primary and 
secondary cardiac tumors, in second and third 
degree atrioventricular blocks, in the sinus 
node disease, cardiac arrhythmias (especially 
ventricular), the cardiac tamponade, the 
primary pulmonary hypertension, the Brugada 
syndrome, the long QT syndrome, but not in 
the mitral stenosis (9-13).

The syncope of cardiovascular origin (14-16) is 
frequent (from 3 to 5% of emergencies 
attended; from 1 to 2% of hospital admissions). 
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hypoxemia due to increase in the resistance 
and fibrosis of the hematoalveolar barrier that 
causes a vicious circle and as such can cause 
syncope. The consequences of the right heart 
failure, the tricuspid insufficiency and the 
hematoalveolar perfusion difficulty constitute a 
multifactorial scheme that explains the 
decrease in the cerebral flux, with dramatic 
consequences at the level of the reticular 
substance, the cerebral cortex and the 
justification of the cardiac syncope due to the 
critical mitral stenosis (15-18) (Fig. 1,2). The 
pulmonary arterial systolic hypertension (57 
mmHg) contributes to the seizure in the 
recurrent syncope (Fig. 3)

Fig. 2 A Doppler echocardiogram of the mitral 
valve (MV). It shows the auscultatory elements 

of cardiac cycle changes in critical mitral 
stenosis

Fig. 3  The axis of 4 cameras from the apex of 
the Doppler echocardiogram. An elevation of 
pressures is observed in the right ventricle 
that infers severe pulmonary hypertension: 

Maximum pressure gradient of 47 mmHg and 
Systolic pressure of the Right Ventricle of 57 

mm Hg

The Sildenafil was effective on the severe 
pulmonary arterial hypertension and with 
effective pre and post-surgical efficacy of the 
acquired heart disease (critical mitral stenosis) 
(15-18).
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The 20% of the population suffers from 
syncope at least one time in their life. The 
prognosis is highly variable and it is according 
with the cause. Those of cardiac origin present 
an estimated mortality between 18% and 33% 
annually. The main predictor of mortality in the 
patients with syncope is the presence of 
structural heart disease (10).

The clinical case described in this article show 
a patient to be admitted with clinical charac-
teristics of syncope without family pathological 
history or personal heart disease, no 
symptoms to remember it.

The objective of this clinical case is to show a 
patient with mitral stenosis who debuts with 
recurrent syncope.

Clinical case

A 45-year-old patient, mestizo without history 
of disease, no harmful habits, farmer, who 
during 6 months he was suffered from syncope, 
with total loss of consciousness.

The family pointed that the generalized tonic - 
clonic seizures last from 30 to 35 minutes, this 
including the seizure  postictal period of the 
syncope, then the patient recovers, remem-
bers nothing and continues to work, in most 
opportunities related to physical effort and 
rarely unrelated to it.

The patient was examined by the doctor, the 
neurologist and the cardiologist, posteriorly a 
simple and a contrasted computed tomogra-
phy (CT) of the skull, electrocardiogram, 
electroencephalogram, telecardiogram and 
complete hematological study were performed 
him. The results were normal. After a careful 
questioning and a detailed physical examina-
tion, a critical mitral stenosis is diagnosed with 
severe pulmonary systolic hypertension. A 
color Doppler echocardiogram was performed 
him and a right ventricular systo-diastolic 
dysfunction was found. Due to this, it was 
logical to consider the above as the cause of 
syncope.

The use of phosphodiesterase - 5 inhibitors in 
cardiac surgery, with pulmonary arterial 
hypertension, is being studied due to the need 
to prevent the postoperative complications and 
the appearance of right ventricular (RV) failure 
(15-18); that was already present in the patient. 
It was started with a dose of 50 mg daily and 

increased to 50 mg every 8 hours, depending 
on the echocardiographic result. After 6 
months, he underwent to a surgery with open-
heart mechanical mitral valve replacement in 
the Cardiology Institute and Cardiovascular 
Surgery of Cuba. The postoperative evolution 
was excellent. After the postoperative period, 
he was kept under pharmacological treatment 
with 150 mg of sildenafil for 6 months, he 
stayed asymptomatic, without syncope, and 
additionally he received the administration of 
warfarin, with INR (International Normalized 
Ratio) between 2 and 3.

Comments

Although the mitral stenosis is not related as a 
cause of syncope, this patient suffered 
syncope, with recurrent generalized tonic-
clonic seizures.

In this patient, the mitral stenosis (Fig. 1,2 ,3) 
could have been the cause of syncope, due to 
the degree of stenosis and its repercussions on 
the pulmonary arterial pressure, the tricuspid 
regurgitation and the right heart failure (15-18).

Legend: LA (left atrium); LV (left ventricle); AV (healthy 
aortic valve); RV (right ventricle).

Fig. 1   Two-dimensional echocardiogram on 
the left parasternal long axis. It shows a large 
atrium, with difficulty to open the mitral valve. 
The mitral valve area is 0.25 cm2, the same as 

in the short axis.

Pathophysiologically the critical mitral stenosis 
causes decreased left ventricular filling. This is 
due to a mechanical difficulty at the level of the 
mentioned valve to the passage of the blood 
coming from the left atrium and therefore, a 
decreased cardiac output. Besides, the 
secondary severe pulmonary hypertension 
causes a decrease in the gas exchange, 
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Mr. Editor:

The interesting Editorial made by Arteaga and Rodríguez (1) highlights 
the great contribution of the scientific communication and the open 
access to knowledge as a way of understanding the characteristics of the 
diseases that can become pandemics (1). This becomes relevant when 
facing the current emergency that constitutes the COVID-19, caused by 
the SARS-CoV-2 coronavirus, which has caused thousands of deaths 
and infected at the worldwide. The information about the COVID-19 is 
important for the health professionals as well as for those in training. This 
Letter to the Editor highlights the importance of the scientific 
communication and the updated teaching among the health science 
students about the zoonotic diseases.

The zoonosis is defined as that disease caused by etiological agents 
such as parasites, bacteria, fungi, viruses and prions, which are 
transmissible from animals to the humans and vice versa (2). The 
zoonoses caused by emerging and reemerging pathogens are a 
permanent global risk (3,4). The SARS-CoV-2 it is zoonotic in nature as it 
can be transmitted to humans from the animals. The bats have been 
proposed as a reservoir while the intermediary is still unknown (3,4).

The SARS-CoV-2 is a single-stranded, with positive-sense RNA virus 
that has an envelope and belongs to the family Coronaviridae, subfamily 
Orthocoronavirinae, gender Betacoronavirus, sub gender Sarbecovirus 

http://revistas.unheval.edu.pe/index.php/repis/
https://doi.org/10.35839/repis.4.2.697

(3,4). In humans it produces COVID-19, which is characterized by acute respiratory syndrome with flu-
like symptoms, and may be aggravated by pneumonia (3,4).

An interdisciplinary approach to face the constant threat of zoonotic diseases is that of "One Health" 
(3,5), which interrelates in a conglomerate the human, the animal and the environmental health in its 
various fields. The scientific information based in this approach should be disseminated among the 
biomedical and the health professionals, promoting that it be open access to enhance the scientific 
communication (1).

Additionally, it is important to make curricular innovations in the curricula of the biomedical and health 
careers in order to update and integrate the latest knowledge about zoonoses, emerging and re-
emerging pathogens, highlighting the relevance of the "One Health" approach. The students should 
also be trained in scientific communication strategies (6) and promote them participation in scientific 
dissemination events where these topics are discussed, in order to cooperate with the development of 
the critical scientific thinking skills (6). On the other hand, the speed of generation of scientific 
knowledge is a requirement to promote in these students the reading of scientific articles in English, 
because this is currently the language of the scientific communication (6).

Despite the fact that the aforementioned constitutes a proposal, it can contribute to the training of 
quality professionals by proposing a teaching that is consistent with the demands of the society 
regarding the challenges that zoonotic diseases pose to us and will permanently pose to us.
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