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Objectifs 
 Reconnaître les manifestations cliniques 

de l’AIT 
 Stratifier l’urgence de l’AIT au-delà de 

l’ABCD2 
 Proposer une stratégie d’investigations 

et de traitement 
 En français: déterminer quels tests 

demander, dans quels délais et 
comment prioriser les cas… 



Background 
  L’accès au plateau technique est 

souvent difficile au bureau 

  La plupart des milieux n’ont pas accès à 
des cliniques d’ICT rapides 

  La neurologie est une spécialité de 
symptômes… 

  Les HMA ne sont souvent pas aussi 
claires qu’on le voudrait 

  La majorité des AVC n’ont pas la 
« chance » d’avoir une ICT avant mais 
les ICT consultent davantage au bureau 
que les AVC. 

 



Définition 





Thème 1: Les SX visuels 



Cas 1 
  Un homme de 57 ans 

est rencontré pour son 
examen annuel. Il 
vous parle d’une perte 
de vision « gauche ». 

  Il est connu pour 
diabète et tabagisme. 

  Metformin, ASA, 
Atorvastatin 



Quels sont les éléments 
pertinents à l’histoire à 

rechercher? 



Questions 



DDX pertinent 
  Amaurosis fugax 

 Sténose carotidienne .. 
○  Emboli de cholestérol (plaque de 

Hollenhorst)  

  Neuropathie optique ischémique 
antérieure   
 (artères postérieures ciliaires) = 

ischémie vs artérite temporale 

  Migraine avec aura/aura avec 
céphalée non migraineuse/aura 
sans céphalée 

  Pathologie ophtalmologique 



Donc…Cas 1 
 Perte de vision « probablement » 

monoculaire gauche il y a 1 mois d’une 
durée d’environ 10 minutes. 

 Sa vision était floue mais non clairement 
noire. 

 Il a aussi noté une légère céphalée 
frontale non spécifique.  



Quels sont les éléments 
principaux à rechercher à l’EP 



Examen physique 
 TA, Pouls 
 Souffle carotidien ou cardiaque 
 Acuité visuelle 
 Fundi et réactivité pupillaire 
 Champs visuels (testés séparément si 

doute) 
 Mouvements extraoculaires 
 EP neuro sommaire… 



Quel est l’examen le plus pertinent et 
urgent chez ce patient? 

 A) Une VS et une CRP 

 B) Une  imagerie cérébrale 

 C) Une imagerie carotidienne 

 D) Un ECG 



Quel est l’examen le plus pertinent 
et urgent chez ce patient? 

 A) Une VS et une CRP 

 B) Une  imagerie cérébrale 

 C) Une imagerie carotidienne 

 D) Un ECG 



Comment aborder ce cas? 
  A) Référer le patient à l’urgence 

  B) Changer l’AAS pour du Clopidogrel, Demander un 
Doppler carotidien, un ECG, une glycémie et un 
bilan lipidique d’ici 1 mois en externe 

  C) Demander un CT scan, un Doppler carotidien, 
une glycémie et un bilan lipidique d’ici 3 mois en 
externe 

  D) Changer l’AAS pour le Clopidogrel et suivre le 
patient cliniquement 



Comment aborder ce cas? 
  A) Référer le patient à l’urgence 

  B) Changer l’ASA pour du Clopidogrel, demander un 
Doppler carotidien, un ECG, une glycémie et un 
bilan lipidique d’ici 1 mois en externe* 

  C) Demander un CT scan, un Doppler carotidien, un 
ECG, une glycémie et un bilan lipidique d’ici 3 mois 
en externe* 

  D) Changer l’AAS pour le Plavix et suivre le patient 
cliniquement 



Recommandations: patients 
à haut risque 
 
 SX moins de 48h 

 Pas de sx moteurs ou 
langagiers (sx 
sensitifs, amaurosis, 
diplopie, ½ anopsie, 
ataxie, etc.) 

 Référence pour 
évaluation la même 
journée (clinique de 
prévention d’AVC ou 
urgence) 



Recommandations: patients 
à haut risque 
 
 SX entre 48h et 2 

semaines 

 Pas de sx moteurs ou 
langagiers (sx 
sensitifs, amaurosis, 
diplopie, ½ anopsie, 
ataxie, etc.) 

 Référence pour 
évaluation en moins de 
2 semaines 



Recommandations: patients 
à risque moindre 
 
 SX datant de plus de 

2 semaines 
 Référence pour 

évaluation en moins 
d’un mois 



Risque d'AVC dans les 90 jours qui suivent un AIT chez 
les patients atteints d'athérosclérose de la carotide 
interne (ACI) 

•  JAMC 2004;170:1105-9. 
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Et si… 
 Le patient était une 

femme sous 
hormonothérapie.  

 Qui cesserait le 
traitement? 

 Quel serait 
l’augmentation du 
risque d’AVC? 



HT et AVC 

studied in most observational trials, there were no
statistically significant increases in the randomized
trials in the WHI, although there are potential
concerns of carrying out sub-analyses by age. In
the WHI, the odds ratios in the 50–59-year-old
group were 1.46 (95% CI 0.77–2.75) for CEE/
MPA and 1.09 (95% CI 0.51–2.21) for CEE
alone6,7. In the WHI, there was a reported
statistical increase in stroke with CEE alone in
women510 years from menopause, but this was
based on very few cases7,11. A collection of small
prospective studies over 2 years also did not find
an increased risk of stroke in women aged 5315.

Therefore, with the exception of data from the
Nurses’ Health Study, the risk of ischemic stroke
in younger women is either not significant or in
the range of a 20–40% increase at most.

It is important clinically, therefore, to examine
the actual or attributable risk of stroke with HT in
the various age groups. In the entire WHI popula-
tion, with an average age of 64 years, with the point
estimates for the two trials being 1.31 and 1.33, the
absolute risks were 8 and 11 additional cases/
10 000 women/year. These numbers are in the
range of being considered ‘rare’ events according to
the World Health Organization (510/10 000

Table 1 Risk for total stroke among current postmenopausal hormone users compared with women who never
used hormones, by dose of oral conjugated estrogens. Follow-up is from 1980 to 2004, as data on dose were first
collected in 198013

Variable n Person-years Multivariable adjusted relative risk* 95% confidence interval

Never used hormones 349 452 957 1 reference
Current estrogen dose
0.3 mg 25 33 391 0.93 0.62–1.40
0.625 mg 268 233 249 1.54 1.31–1.81
1.25 mg 60 59 373 1.62 1.23–2.14

*, Adjusted for age, body mass index, high cholesterol level, diabetes, high blood pressure, husband’s education,
smoking and family history of premature myocardial infarction

Figure 1 Meta-analysis of the effects of hormonal treatment. Tabulated results of pre-specified sensitivity analysis
for cerebrovascular disease. Odds ratios and 95% confidence intervals are shown on a log scale. Arrows signify no
differences in risk with added progestogen, and different estrogen preparations, but lack of a significant increase with
transdermal preparations. Adapted from reference 14

Risk of stroke in postmenopausal women receiving hormonal therapy Lobo

Climacteric 83



i. They should receive information and counseling about
possible strategies to modify their lifestyle and risk factors
(Evidence Level B).
ii. Referrals to appropriate specialists should be made where
required to provide more comprehensive assessments and
structured programs to manage risk factors (Evidence Level
B).

2.1 Healthy balanced diet: Counsel and educate individuals with
stroke to eat a diet high in fruits, vegetables, low-fat dairy prod-
ucts, dietary and soluble fibre, whole grains and protein from
plant sources and low in saturated and trans fats, low in choles-
terol (<200 mg daily for patients at increased vascular risk) and
low in sodium, in accordance with Canada’s Food Guide (Evi-
dence Level B).

i. Counsel and educate individuals with stroke about fol-
lowing a Mediterranean-type diet, which is high in veg-
etables, fruits, whole grains, fish, nuts and olive oil (Evidence
Level B).

2.2 Sodium Intake: Counsel and educate individuals with stroke
and high blood pressure to have a daily sodium intake from all
sources to less than 2000 mg per day (Evidence Level A).
2.3 Exercise: Participating in moderate dynamic exercise such as
walking (ideally brisk walking), jogging, cycling, swimming or
other dynamic exercise four- to seven-days each week in addition
to routine activities of daily living (Evidence Level A).

i. Patients should be counseled to achieve an accumulation
of at least 150 mins of moderate to vigorous activity per
week, in episodes of 10 mins or more (Refer to the CSEP
Canadian Physical Activity Guidelines 2011 for additional
information) (Evidence Level B).
ii. Most stroke patients should be encouraged to start a
regular exercise program. Supervision by a health-care pro-
fessional (such as a physiotherapist) at exercise initiation
should be considered in individuals with stroke at risk of falls
or injury, or in individuals with other comorbid disease (such
as cardiac disease), which may place them at higher risk of
medical complications (Evidence Level C).

2.4 Weight: Counsel and educate individuals with stroke to
achieve a body mass index (BMI) of 18·5 to 24·9 kg/m2; or a waist
circumference of <88 centimeters for women and <102 centime-
ters for men (Evidence Level B). (Note: these numbers are reflective
of current research based mostly on Caucasian patients. Refer to the
Reference list for waist circumference values for other ethnic groups.)
2.5 Alcohol consumption: Excessive alcohol intake increases the
risk of ischemic stroke and intracranial hemorrhage. Counsel and
educate individuals with stroke to avoid heavy alcohol use (Evi-
dence Level B). Following Canada’s Low-Risk Alcohol Drinking
Guidelines is recommended: for women, no more than 10 drinks
per week, with no more than 2 drinks per day most days and no
more than 3 drinks on any single occasion; for men, no more than
15 drinks per week, with no more than 3 drinks per day most days
and no more than 4 drinks on any single occasion (Evidence Level
C).
2.6 Oral Contraceptives and Hormone Replacement Therapy:
Individuals with stroke who are taking estrogen-containing oral
contraceptives or hormone replacement therapy should have the

risks and benefits of these treatments discussed with them
(Evidence Level C).

i. Estrogen-containing oral contraceptives or hormone
replacement therapy should be discontinued in patients with
stroke. Management alternatives should be considered in
these patients (Evidence Level B).

2.7 Recreational Drug Use: Individuals with stroke and known
recreational drug use should be counseled to discontinue use
(Evidence Level C), and should be provided with appropriate
support and referrals to services and resources for drug addiction
(Evidence Level B).

Section 3: Blood pressure and stroke prevention
3.0 Hypertension is the single most important modifiable risk
factor for stroke. Blood pressure should be monitored and
managed in all persons at risk for stroke (Evidence Level A).
3.1 Blood pressure assessment
All persons at risk of stroke should have their blood pressure
measured routinely, ideally at each health-care encounter, but no
less than once annually (Evidence Level C).

i. Proper standardized techniques should be followed for
initial and subsequent blood pressure measurement includ-
ing office, home, and community testing (Evidence Level B)
as outlined by the Canadian Hypertension Education
Program.

ii. Patients found to have elevated blood pressure (systolic
greater than 130 mmHg and/or diastolic greater than
85 mmHg) should undergo thorough assessment for the
diagnosis of hypertension (Evidence Level C).

a. A specific follow-up visit should be scheduled and
completed for the assessment and diagnosis of hyperten-
sion following an initial elevated blood pressure mea-
surement (Evidence Level C).
b. The specific visit for assessment of hypertension
should include three measurements and be conducted in
accordance with the current guidelines of the Canadian
Hypertension Education Program (Evidence Level C).

iii. Patients with refractory hypertension should have com-
prehensive investigations for secondary causes of hyperten-
sion (Evidence Level B).
iv. Patients with hypertension or at risk for hypertension

(in prehypertension state or other risk factors) should
receive aggressive risk factor modification counseling and
interventions (Evidence Level B). Refer to the recommenda-
tions in section 2 on Lifestyle Management for additional
information.

3.2 Blood pressure management
Blood pressure should be managed in all patients to reach optimal
control as follows:

i. For patients who have had a stroke or TIA, blood pres-
sure lowering treatment is recommended to achieve a target
of consistently lower than 140/90 mmHg (Evidence Level B).

ii. In patients with diabetes, blood pressure–lowering
treatment is recommended for the prevention of first or
recurrent stroke to attain systolic blood pressure targets con-
sistently lower than 130 mmHg (Evidence Level C) and

Guidelines S. B. Coutts et al.
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Quel bilan demander? 



                  Le but du bilan: déterminer l’étiologie des AVC et ICT 

20%  
 

25% 

  30%  

15% 

Autres   10% 

70% 



Recommandations: bilan 
sanguin 

 FSC 
 Électrolytes 
 PTT et INR 
 Créatinine et GFR 
 Bilan lipidique et 

glycémie à jeûn 
 Hb1Ac 
 ALT 



b. Urgent brain imaging (CT or magnetic reso-
nance imaging) and noninvasive vascular imaging
should be completed without delay (Evidence Level
B). Refer to section 1.2.i below for details.
c. An ECG should also be completed without delay
(Evidence Level B).

ii. Patients who present within 48 h of a suspected
TIA or ischemic stroke with transient, fluctuating or
persistent symptoms without motor weakness or
speech disturbance (e.g. with symptoms such as hemi-
body sensory loss, or acute monocular visual loss, or
binocular diplopia or hemivisual loss or dysmetria)
may be considered at high risk of recurrent stroke
(Evidence Level C).

a. These patients should be referred for same-day
assessment at the closest stroke prevention clinic or
emergency department with capacity for advanced
stroke care (Evidence Level B) (see section 1.3 for
further details).

1.1.2 INCREASED risk for recurrent stroke
i. Patients who present between 48 h and two-weeks

from onset with symptoms of transient, fluctuating or
persistent unilateral weakness (face, arm and/or leg), or
speech disturbance symptoms are considered at
increased risk for recurrent stroke (Evidence Level B).

a. These patients should receive a comprehensive
clinical evaluation and investigations by a health-
care professional with stroke expertise as soon as
possible, at most within 24 h of first contact with
the health-care system (Evidence Level B) (see
section 2.1.2).

ii. Patients who present between 48 h and two-weeks
of a suspected TIA or ischemic stroke with transient,
fluctuating or persistent symptoms without motor weak-
ness or speech disturbance (e.g. with symptoms such as
hemibody sensory loss, or acute monocular visual loss,
or binocular diplopia or hemivisual loss or dysmetria)
may be considered at increased risk of recurrent stroke
(Evidence Level C).

a. These patients should receive a comprehensive
clinical evaluation and investigations by a health-
care professional with stroke expertise as soon as
possible, at most within two-weeks of first contact
with the health-care system (Evidence Level C).
Refer to section 1.2 for more information on
investigations.

1.1.3 LOWER risk for recurrent stroke
i. Patients presenting more than two-weeks follow-

ing a suspected TIA or ischemic stroke may be consid-
ered as being less urgent and should be seen by a
neurologist or stroke specialist for evaluation as soon
as possible, generally within one-month of symptom
onset (Evidence Level C).
ii. Patients experiencing atypical sensory symptoms
(such as patchy numbness and/or tingling) may also be
considered as less urgent and should be seen by a

neurologist or stroke specialist for evaluation (Evi-
dence Level C).

1.2 Clinical investigations
i. All patients with suspected TIA or ischemic stroke should
undergo an initial assessment that includes: brain imaging
and noninvasive vascular imaging of the carotid arteries (Evi-
dence Level B).

a. This is most quickly and efficiently performed using
CTA at the time of brain CT. Carotid ultrasound and MR
angiography (MRA) are alternatives, and selection should
be based on immediate availability and patient character-
istics (Evidence Level C).
b. The main evidence-based rationale for vascular
imaging is to identify carotid stenosis (Evidence Level A).
CTA may be considered to allow visualization of the intrac-
ranial circulation, posterior circulation and the aortic arch.
A detailed understanding of this vasculature may guide
management decisions (Evidence Level B).
c. When performing CTA or MRA, we recommend
including intracranial and extracranial vasculature (Evi-
dence Level C).

ii. The following laboratory investigations should be under-
taken routinely for patients with suspected TIA or ischemic
stroke as part of the initial evaluation: hematology (complete
blood count), electrolytes, coagulation (aPTT, INR), renal
function (creatinine,e-glomerular filtration rate), fasting lipid
profile, fasting glucose level and A1C, and ALT (Evidence Level
C). Refer to box one for detailed list of recommended lab tests
(available at www.strokebestpractices.ca).
iii. All patients with suspected TIA or ischemic stroke should
undergo an ECG to assess baseline cardiac rhythm and to
provide information regarding evidence of structural heart
disease (i.e. previous myocardial infarction, left ventricular
hypertrophy) (Evidence Level C).
iv. In cases where the ECG or initial cardiac rhythm (e.g. 24 or
48 h ECG monitoring) does not show atrial fibrillation but a
cardioembolic mechanism is suspected, prolonged ECG
monitoring is recommended in selected patients for the detec-
tion of paroxysmal atrial fibrillation (i.e. older patients with
recent embolic stroke of undetermined source who are poten-
tial candidates for anticoagulant therapy) (Evidence Level B).
v. Echocardiogram may be considered in cases where the
stroke mechanism has not been identified (Evidence Level C).
vi. Selected patients with clinical evidence of ischemic stroke
who are not admitted to hospital should be assessed for func-
tional impairment when appropriate (e.g. cognitive evalua-
tion, screening for depression, screening of fitness to drive,
and functional assessments for potential rehabilitation treat-
ment) (Evidence Level B).

Section 2: Lifestyle and risk factor management
2.0 Persons at risk of stroke and patients who have had a stroke
should be assessed for vascular disease risk factors and lifestyle
management issues (diet, sodium intake, exercise, weight, alcohol
intake, and use of oral contraceptives and hormone replacement
therapy) (Evidence Level B).

GuidelinesS. B. Coutts et al.
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Recommandations: Bilan 
cardiaque 
 ECG =  tous 

 Si ECG ou monitoring cardiaque de 
24-48h = N….. 
 Considérer monitoring cardiaque prolongé 

ad 30 jours    
○  (si candidat à anticoagulation si forte 

suspicion d’une source cardiaque)* 

 ETT à considérer si pas d’étiologie   



 Facteurs de risque de FA 

Furberg et al. Am J Cardiol 1994;74:236-241. 

* p < 0,05;  IC 95 % 

0 16 4 8 12 

Âge   
(intervalles de 7 ans)* 

ICC* 

Cardiopathie valvulaire* 

AVC* 

Sténose mitrale* 

Diamètre de  
l’oreillette gauche* 

Régurgitation aortique* 

Hypertension* 

Sexe 
(hommes vs femmes) 

1,03 (1,00-1,05) 

1,02 (0,77-1,35) 

2,67 (1,57-4,55) 

3,27 (2,23-4,81) 

1,57 (0,95-2,60) 

4,35 (1,42-13,35) 

1,62 (1,15-2,29) 

2,69 (2,21-3,27) 

1,39(1,05-1,83) 



L’utilité de l’imagerie 



n engl j med 370;26 nejm.org june 26, 2014 2467

The new england  
journal of medicine
established in 1812 june 26, 2014 vol. 370 no. 26

Atrial Fibrillation in Patients with Cryptogenic Stroke
David J. Gladstone, M.D., Ph.D., Melanie Spring, M.D., Paul Dorian, M.D., Val Panzov, M.D., Kevin E. Thorpe, M.Math., 

Judith Hall, M.Sc., Haris Vaid, B.Sc., Martin O’Donnell, M.B., Ph.D., Andreas Laupacis, M.D., Robert Côté, M.D.,  
Mukul Sharma, M.D., John A. Blakely, M.D., Ashfaq Shuaib, M.D., Vladimir Hachinski, M.D., D.Sc.,  

Shelagh B. Coutts, M.B., Ch.B., M.D., Demetrios J. Sahlas, M.D., Phil Teal, M.D., Samuel Yip, M.D., J. David Spence, M.D.,  
Brian Buck, M.D., Steve Verreault, M.D., Leanne K. Casaubon, M.D., Andrew Penn, M.D., Daniel Selchen, M.D.,  

Albert Jin, M.D., David Howse, M.D., Manu Mehdiratta, M.D., Karl Boyle, M.B., B.Ch., Richard Aviv, M.B., Ch.B.,  
Moira K. Kapral, M.D., and Muhammad Mamdani, Pharm.D., M.P.H., for the EMBRACE Investigators and Coordinators*

A BS TR AC T

From the Division of Neurology (D.J.G.), De-
partment of Medicine (D.J.G., P.D., A.L., M.S., 
J.A.B., L.K.C., D.S., M. Mehdiratta, K.B., 
M.K.K.), and Dalla Lana School of Public 
Health (K.E.T.), University of Toronto, the Uni-
versity of Toronto Stroke Program (D.J.G.), 
Division of Neurology, Department of Medi-
cine, and Brain Sciences Program, Sunny-
brook Health Sciences Centre and Sunny-
brook Research Institute (D.J.G., R.A.), the 
Heart and Stroke Foundation Canadian Part-
nership for Stroke Recovery (D.J.G.), and the 
Applied Health Research Centre, Li Ka Shing 
Knowledge Institute of St. Michael’s Hospital 
(V.P., K.E.T., J.H., H.V., A.L., M. Mamdani), To-
ronto, McMaster University, Hamilton, ON 
(M.S., D.J.S.), McGill University, Montreal 
(R.C.), University of Alberta, Edmonton (A.S., 
B.B.), Western University, London, ON (V.H., 
J.D.S.), Department of Clinical Neurosciences 
and Radiology, Hotchkiss Brain Institute, Uni-
versity of Calgary, Calgary, AB (S.B.C.), Uni-
versity of British Columbia, Vancouver (P.T., 
S.Y.), Queen’s University, Kingston, ON (A.J.), 
Thunder Bay Regional Health Sciences Centre, 
Thunder Bay, ON (D.H.), Université Laval, 
Quebec City (S.V.), and Vancouver Island 
Health Research Centre, Victoria, BC (A.P.) 
— all in Canada; and the National University 
of Ireland, Galway (M.O.). Address reprint 
requests to Dr. Gladstone at the Regional 
Stroke Centre, Sunnybrook Health Sciences 
Centre, A442-2075 Bayview Ave., Toronto, ON 
M4N 3M5, Canada, or at david.gladstone@
sunnybrook.ca.

* A complete list of participating sites, investi-
gators, and coordinators for the 30-Day Car-
diac Event Monitor Belt for Recording Atrial 
Fibrillation after a Cerebral Ischemic Event 
(EMBRACE) trial is provided in the Supple-
mentary Appendix, available at NEJM.org.

N Engl J Med 2014;370:2467-77.
DOI: 10.1056/NEJMoa1311376
Copyright © 2014 Massachusetts Medical Society.

BACKGROUND
Atrial fibrillation is a leading preventable cause of recurrent stroke for which 
early detection and treatment are critical. However, paroxysmal atrial fibrillation 
is often asymptomatic and likely to go undetected and untreated in the routine 
care of patients with ischemic stroke or transient ischemic attack (TIA).
METHODS
We randomly assigned 572 patients 55 years of age or older, without known 
atrial fibrillation, who had had a cryptogenic ischemic stroke or TIA within the 
previous 6 months (cause undetermined after standard tests, including 24-hour 
electrocardiography [ECG]), to undergo additional noninvasive ambulatory ECG 
monitoring with either a 30-day event-triggered recorder (intervention group) or 
a conventional 24-hour monitor (control group). The primary outcome was newly 
detected atrial fibrillation lasting 30 seconds or longer within 90 days after ran-
domization. Secondary outcomes included episodes of atrial fibrillation lasting 
2.5 minutes or longer and anticoagulation status at 90 days.
RESULTS
Atrial fibrillation lasting 30 seconds or longer was detected in 45 of 280 patients 
(16.1%) in the intervention group, as compared with 9 of 277 (3.2%) in the con-
trol group (absolute difference, 12.9 percentage points; 95% confidence interval 
[CI], 8.0 to 17.6; P<0.001; number needed to screen, 8). Atrial fibrillation lasting 
2.5 minutes or longer was present in 28 of 284 patients (9.9%) in the intervention 
group, as compared with 7 of 277 (2.5%) in the control group (absolute differ-
ence, 7.4 percentage points; 95% CI, 3.4 to 11.3; P<0.001). By 90 days, oral anti-
coagulant therapy had been prescribed for more patients in the intervention 
group than in the control group (52 of 280 patients [18.6%] vs. 31 of 279 [11.1%]; 
absolute difference, 7.5 percentage points; 95% CI, 1.6 to 13.3; P = 0.01).
CONCLUSIONS
Among patients with a recent cryptogenic stroke or TIA who were 55 years of 
age or older, paroxysmal atrial fibrillation was common. Noninvasive ambula-
tory ECG monitoring for a target of 30 days significantly improved the detection 
of atrial fibrillation by a factor of more than five and nearly doubled the rate of 
anti coagulant treatment, as compared with the standard practice of short-duration 
ECG monitoring. (Funded by the Canadian Stroke Network and others; EMBRACE 
ClinicalTrials.gov number, NCT00846924.)
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and at 90 days, the proportion of patients treated 
with anticoagulants was significantly higher in 
the intervention group than in the control group: 
18.6% (52 of 280 patients) versus 11.1% (31 of 
279), for an absolute treatment difference of 7.5 
percentage points (95% CI, 1.6 to 13.3; P = 0.01) 
(Table 3). In the intervention group, 38 of 280 
patients (13.6%) switched from antiplatelet to 
anticoagulant therapy, as compared with 13 of 
279 (4.7%) in the control group, a difference of 8.9 
percentage points (95% CI, 4.2 to 13.6; P<0.001).

DISCUSSION

We found that ambulatory ECG monitoring for a 
target of 30 days was feasible to implement as 
part of routine stroke care, detected atrial fibril-
lation in one in six patients (which had not previ-
ously been detected by means of standard 24 to 
48 hours of monitoring after stroke), was supe-
rior to an additional round of 24-hour ECG mon-
itoring and clinical follow-up (the detection rate 
with 30-day monitoring was increased by a factor 
of five), and had an incremental yield over a pe-
riod of 30 days. Moreover, prolonged monitoring 
nearly doubled the proportion of patients who 
subsequently received anticoagulant therapy for 
secondary prevention of stroke — a finding we 
interpret as a clinically meaningful change in 
treatment that has the potential to avert recur-
rent strokes. These findings, taken together with 
mounting observational data linking subclinical 
atrial fibrillation to cryptogenic strokes10-13 and 
a randomized trial supporting 7-day monitoring in 
the acute phase after the occurrence of stroke,19 
provide strong evidence supporting adoption of a 
more intensive approach to the detection of atrial 
fibrillation in patients with unexplained stroke 
or TIA.

Evaluating patients for atrial fibrillation af-
ter a stroke or TIA is important because of the 
treatment implications. We targeted patients at 
risk for stroke recurrence who were potential 
candidates for anticoagulant therapy, yet in prac-
tice such patients typically receive only antiplate-
let therapy if atrial fibrillation is not detected. 
When atrial fibrillation is detected, anticoagula-
tion is strongly advised, whether the atrial fibril-
lation is paroxysmal or sustained, because the 
stroke risks are similar20-22 and patients with 
either type of atrial fibrillation benefit from 
anticoagulation.20,23,24

The finding of even brief atrial fibrillation in 
this population is considered important, given 
increasing evidence that brief subclinical atrial 
fibrillation predicts subsequent episodes of atrial 
fibrillation and is an independent risk factor for 
recurrent stroke.25 In the Asymptomatic Atrial 
Fibrillation and Stroke Evaluation in Pacemaker 
Patients and the Atrial Fibrillation Reduction 
Atrial Pacing Trial (ASSERT), any subclinical 
atrial tachyarrhythmia lasting longer than 6 min-
utes predicted clinically evident atrial fibrillation 
(hazard ratio, 5.6) and stroke or systemic embo-
lism (hazard ratio, 2.5).4 In the Mode Selection 
Trial (MOST), any atrial high-rate episode lasting 
longer than 5 minutes predicted clinical atrial 
fibrillation (hazard ratio, 5.9) and stroke or death 
(hazard ratio, 2.8).26 Our primary outcome of 
atrial fibrillation lasting 30 seconds or longer is 
consistent with guidelines27-30 and, although arbi-
trary, is a potentially clinically important and 
actionable finding in this population. Expert 
opinion differs regarding the minimum duration 
or frequency of atrial fibrillation captured by 
ECG that warrants anticoagulation. Until future 
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Figure 2. Incremental Yield of Prolonged ECG Monitoring for the Detection 
of Atrial Fibrillation in Patients with Cryptogenic Stroke or TIA.

The proportion of patients in whom atrial fibrillation was detected increased 
with increasing duration of ECG monitoring. The data reflect the timing of 
the first detected episode of atrial fibrillation; data for 2 patients are not 
shown because the exact date of the detection of atrial fibrillation was un-
known. Atrial fibrillation was detected in 6 of 277 patients who underwent 
monitoring with a 24-hour Holter monitor (the control group). In the group 
of 284 patients who underwent 30-day monitoring, atrial fibrillation was 
detected in 21 patients within the first week of monitoring, in 33 within the 
first 2 weeks of monitoring, in 35 within the first 3 weeks of monitoring, and 
in 42 within 4 weeks of monitoring (including 1 patient with atrial fibrillation 
that was first detected on day 34).
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Plaque aortique et AVC… 



EPIDEMIOLOGY, CLINICAL SIGNIFICANCE, AND MANAGEMENT OF AORTIC ATHEROMAS

TABLE I

Characteristics of Complex and Simple Atheromatous
Plaques

Complex Plaque:
Protruding atheroma >4-mm thickness
Presence of mobile components
Presence of > 2-mm surface ulceration

Simple Plaque:
Protruding atheroma <4-mm thickness
No mobile debris
No surface ulceration

Epidemiology
The prevalence of aortic atheromas on TEE

varies, depending on the population studied.
In a community-based TEE study from Olm-
sted County, Minnesota, aortic atheromas were
present in 51% of randomly selected residents
aged 45 years or older, with a greater preva-
lence in the descending aorta.11 In the same
study, complex atheromas were present in 7.6%
of Olmsted County residents, and the preva-
lence of both simple and complex atheromas in-
creased with advancing age, smoking, and pulse
pressure. In patients with known significant
carotid artery disease, the prevalence of aortic
atheromas was 38%,12 and 92% in those with
significant coronary artery disease.13

Aortic Atheroma: Is It a Risk Factor
for Stroke?

Aortic atheromas have long been suspected
to be a hidden source of stroke based on post-
mortem studies and clinical observations.14,15

Figure 1. Complex atheromatous
plaque TEE showing complex athero-
matous plaque in the distal thoracic
aorta with mobile components pro-
truding in to the lumen from the
posterior wall. The thickness of the
plaque is > 4 mm.

The presumed mechanism of stroke is throm-
boembolism from unstable plaques to medium
and large-sized intracranial arteries. Many
autopsy- and TEE-based retrospective case se-
ries7,16–19 and case-control studies,3,8,20–24 have
reported a strong association between aortic
atheromas and stroke. The incidence of athero-
matous plaques involving the thoracic aorta
was consistently higher in patients with sys-
temic embolism (peripheral and cerebral em-
bolism) compared with that of the control group,
and the association was independent of other
traditional atherosclerotic risk factors such as
age, hypertension, and diabetes. However, a
true cause-and-effect relationship could not be
established because of the retrospective nature
of the studies.

Subsequently, several prospective follow-
up studies25–29(summarized in Table II) have
shown an association between aortic atheromas
and stroke. In a prospective follow-up study in-
volving 42 patients with protruding atheromas
of thoracic aorta on TEE, Tunick et al reported
vascular events in 33% of patients who had
complex plaques, as opposed to 7% in matched
controls.25 On multivariate analysis, only the
presence of protruding atheroma independently
predicted vascular events [odds ratio (OR) 4.3,
95% confidence interval (CI) 1.2 to 15.0, P =
0.005]. The French study group followed a co-
hort of 331 stroke patients, and found aortic
atheroma of more than 4-mm thickness to be
an independent predictor of recurrent stroke
[relative risk (RR), 3.8; 95% CI, 1.8 to 7.8; P =
0.0012].26 Similarly, Mitusch et al prospectively
studied 181 patients with aortic arch atheroma

Vol. 25, No. 2, 2008 ECHOCARDIOGRAPHY: A Jrnl. of CV Ultrasound & Allied Tech. 199



Bottom line… 
 ECG = tous 
 Holter ou télémétrie 24h = minimum 
 ETT = utilité moins claire mais 

recommandation pour l’ensemble des 
cas, peut-être sauf si:  

 
 AVC lacunaire prouvé à l’imagerie 
 Source carotidienne convaincante (encore 

là…) 



ETO: Qui? 

 Endocardite  

 Lésion suspecte de thrombus à l’ETT 

 Lésions multiples au CT ou à l’IRM  

 AVC chez le jeune (moins de 60-65 ans) ou en 
absence de facteur de risque classique 

 ATCD d’AVC chez un patient se présentant 
avec un nouvel AVC et sans explication 



Monitoring cardiaque 
prolongé si… 
 En absence de CI à l’ATC et sans cause 

définie 
  MCAS 

 ECG anormal (infarctus ancien, ischémie aigu, 
BBG, etc)  

 Troponines élevés 
  Valvulopathies (sténose mitrale++) ou dilatation de 

l’oreillette gauche 
  Sx d’arythmie (ex: palpitations) 
  Source cardiaque fortement suspectée cliniquement ou 

radiologiquement (ex:lésions de plus d’un territoire) 



Le temps d’enregistrement 
dépend surtout… 
 Des ressources locales et de l’aspect 

réaliste de la chose…un pacemaker 
n’est pas souhaitable pour tous!!! 

 Monitoring externe = préférable 
 



Recommandations: 
antiplaquettaires 

diastolic blood pressure targets consistently lower than
80 mmHg (Evidence Level B).
iii. In patients with nondiabetic chronic kidney disease,
blood pressure lowering treatment is recommended for the
prevention of first or recurrent stroke to attain a blood pres-
sure consistently lower than 140/90 mmHg (Evidence Level
C).
iv. For recommendations on specific agents and sequence of

agents for the secondary prevention of ischemic stroke, refer
to the Canadian Hypertension Education Program treatment
guidelines (14).

v. Randomized controlled trials have not defined the
optimal time to initiate blood pressure–lowering therapy
after stroke or TIA. Blood pressure–lowering treatment
should be initiated or modified before discharge from hospi-
tal (Evidence Level B).
vi. Patients who are not started on hypertensive therapy in

acute care should have arrangements made for follow-up
with primary care for ongoing evaluation and management
(Evidence Level C).
vii. For children, blood pressure should be targeted below
the 95 percentile for age, height and gender (Evidence Level
B).

Section 4: Lipid management
4.0 Patients who have had an ischemic stroke or TIA should have
their serum lipid levels assessed and aggressively managed (Evi-
dence level A).
4.1 Lipid assessment

i. Fasting lipid levels [total cholesterol, total triglycerides,
low-density lipoprotein (LDL) cholesterol, and high-density
lipoprotein (HDL) cholesterol] should be measured on all
patients presenting with stroke or TIA (Evidence Level B).

4.2 Lipid management
i. Patients with ischemic stroke or TIA should be managed

with aggressive therapeutic lifestyle changes to lower lipid
levels, including dietary modification, as part of a compre-
hensive approach to lower risk of first or recurrent stroke
(Evidence Level B).
ii. A statin should be prescribed as secondary prevention to

most patients who have had an ischemic stroke or TIA in
order to achieve an LDL cholesterol of less than 2·0 mmol/l,
or a 50% reduction in LDL cholesterol from baseline (Evi-
dence Level B) (15).
iii. Statin therapy is not indicated for prevention of intrac-
erebral hemorrhage (Evidence Level B).

Section 5: Diabetes and stroke
5.0 Patients with diabetes who have had an ischemic stroke or
TIA should have their diabetes assessed and optimally managed
(Evidence level A).
5.1 Diabetes assessment

i. Patients with ischemic stroke or TIA should be screened
for diabetes with a fasting plasma glucose, glycated hemoglo-
bin (A1C) or 75 g oral glucose tolerance test soon after
admission to hospital (Evidence Level C) (16).

ii. For patients with diabetes and either ischemic stroke or
TIA, glycated hemoglobin (A1C) should be measured as
part of a comprehensive stroke assessment (Evidence Level
B).

5.2 Diabetes management
i. Glycemic targets must be individualized; however,

therapy in most patients with type 1 or type 2 diabetes and
stroke or TIA should be treated to achieve a glycated hemo-
globin (A1C) level ≤7·0% to reduce the risk of microvascular
complications (Evidence Level A) and, in individuals with
type 1 diabetes, macrovascular complications (Evidence Level
C).
ii. To achieve an A1C ≤7·0%, patients with type 1 or type 2

diabetes should aim for a fasting plasma glucose or prepran-
dial plasma glucose target of 4·0 to 7·0 mmol/l (Evidence
Level B).
iii. The two-hour postprandial plasma glucose target is 5·0 to
10·0 mmol/l (Evidence Level B). If A1C targets cannot be
achieved with a postprandial target of 5·0 to 10·0 mmol/l,
further postprandial blood glucose lowering, to 5·0 to
8·0 mmol/l, can be considered (Evidence Level C).
iv. Adults with diabetes and ischemic stroke are at high risk
of further vascular events and should also be treated with a
statin to achieve a low-density lipoprotein cholesterol
≤2·0 mmol/l (Evidence Level A).
v. Unless contraindicated, low-dose acetylsalicylic acid

(ASA) therapy (80 to 325 mg/day) is recommended in all
patients with diabetes with evidence of stroke or cardiovas-
cular disease (Evidence Level A).

Section 6: Antiplatelet therapy in ischemic stroke and
TIA
6.0 All patients with ischemic stroke or TIA should be prescribed
antiplatelet therapy for secondary prevention of recurrent stroke
unless there is an indication for anticoagulation (Evidence Level
A).

i. Acetylsalicylic acid (80 mg to 325 mg), combined ASA
(25 mg) and extended-release dipyridamole (200 mg), or
clopidogrel (75 mg) are all appropriate options, and selection
should depend on the clinical circumstances (Evidence Level
A).
ii. Short-term concurrent use of ASA and clopidogrel (up to

90 days) has not shown an increased risk of bleeding (Evi-
dence Level A); however, longer-term use is not recom-
mended for secondary stroke prevention, unless there is an
alternate indication (e.g. drug-eluting stent requiring dual
antiplatelet therapy), due to an increased risk of bleeding and
mortality (Evidence Level A).
iii. The combination of ASA (81 mg) and clopidogrel 75 mg
is still of uncertain benefit in the Canadian setting for early
prevention of recurrent stroke when used within 90 days, and
should not be routinely used in all patients (Evidence Level
C). Although the CHANCE clinical trial has demonstrated the
efficacy of 21 days ASA and clopidogrel therapy in a Chinese
population, the generalization of these findings to the Canadian
population and North America standards of care remains

GuidelinesS. B. Coutts et al.
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unclear. These findings will be further investigated in the
POINT trial.
iv. At the present time, there is not enough evidence to guide
management if a patient has a stroke while on a specific
antiplatelet agent (Evidence Level C). In all cases of recurrent
stroke while on antiplatelet therapy, all other vascular risk
factors should be reassessed and aggressively managed. Refer
to Prevention of Stroke section 2 on Lifestyle and Risk Factor
Management for additional recommendations.
v. In children with stroke the usual maintenance dosage of

ASA is 1 to 5 mg/kg per day for the prevention of recurrent
stroke (Evidence Level B). The usual maximum dose is
81 mg/day.
vi. The evidence for clopidogrel use in children is sparse at
this time. Clopidogrel may be considered an alternative for
adolescents at a dose of 1 mg/kg/day up to a maximum of
75 mg/day. Younger children may have higher anti-platelet
effects of clopidogrel, and the suggested doses should be con-
sidered within the range of 0·2–0·5 mg/kg/day (Evidence
Level C).

Refer to Prevention of Stroke section 7 on Stroke and Atrial Fibril-
lation for additional recommendations on anticoagulant therapy.

Section 7: Anticoagulation for individuals with stroke
and atrial fibrillation
7.1 Detection of Atrial Fibrillation

i. All patients with suspected TIA or ischemic stroke should
undergo a 12-lead ECG to assess baseline cardiac rhythm and
identify atrial fibrillation or flutter, and to provide informa-
tion regarding evidence of structural heart disease (i.e. pre-
vious myocardial infarction, left ventricular hypertrophy)
(Evidence Level C).
ii. In cases where the ECG or initial cardiac rhythm moni-

toring (e.g. 24 or 48 h ECG monitoring) does not show atrial
fibrillation but a cardioembolic mechanism is suspected, pro-
longed ECG monitoring is recommended in selected patients
for detection of paroxysmal atrial fibrillation (Evidence Level
B) (17).

7.2 Prevention of recurrent stroke in patients with nonvalvular
atrial fibrillation

i. Patients with TIA or ischemic stroke and atrial fibrillation
should receive oral anticoagulation (Evidence Level A).

a. In most patients, direct oral anticoagulants (DOAC)
such as apixaban, dabigatran, rivaroxaban, or edoxaban
(when available in Canada), should be prescribed in pref-
erence over warfarin (Evidence Level B).
b. When selecting oral anticoagulants, patient-specific
criteria should be considered (Evidence level C). Refer to
table 7 for additional information on anticoagulant medi-
cations, available at www.strokebestpractices.ca.

ii. The time to start oral anticoagulation following TIA or
ischemic stroke is unclear and therapy should be started as
soon as it is thought to be safe for the patient (Evidence Level
C).
iii. For patients with acute ischemic stroke and atrial fibril-
lation, routine use of bridging with heparin is not recom-

mended (Evidence Level B). Physicians should use
antiplatelet agents until the patient is anticoagulated (Evi-
dence Level C). Refer to Prevention of Stroke section 6 on
Antiplatelet Therapy for Ischemic Stroke and TIA for additional
recommendations on antithrombotic therapy.

7.3 Enhancing anticoagulation therapy and minimizing bleed-
ing complications

i. Medication adherence is important for patients on all
oral anticoagulants. For patients with atrial fibrillation that
are taking warfarin, careful dosing and consistent interna-
tional normalized ratio monitoring is recommended to mini-
mize adverse events; warfarin efficacy is dependent on
maintaining therapeutic international normalized ratio
control, and declines significantly when the international
normalized ratio falls below 2·0 (Evidence Level A).
ii. For patients prescribed apixaban, dabigatran, rivaroxa-

ban, or edoxaban (when available in Canada), renal function
should be routinely monitored, and measured at least once
annually or when there is a change in health status (Evidence
Level C). Dose adjustments may be required based on
changes in renal function if detected.
iii. Concomitant antiplatelet therapy with oral anticoagula-
tion is not recommended in patients with atrial fibrillation
unless there is a specific medical indication (Evidence Level
B).

Section 8: Management of extracranial carotid disease
and intracranial atherosclerosis
8.1 Symptomatic carotid stenosis
Patients with TIA or nondisabling stroke and ipsilateral 50% to
99% internal carotid artery stenosis should have an evaluation by
an individual with stroke expertise and selected patients should
be offered carotid endarterectomy as soon as possible (Evidence
Level B).

i. Carotid stenosis should be measured by CTA alone or two
concordant noninvasive imaging modalities such as MRA
and carotid ultrasound or digital subtraction angiography
(DSA) [Evidence Level C].
ii. Individuals with mild stroke or TIA should have carotid

endarterectomy performed within 48 h of symptom onset
(NASCET Trial, NNT = 3) (18), and within 14 days for
patients who are not clinically stable within the first 48 h
(Evidence Level B).

a. Carotid endarterectomy should be performed by a
surgeon with a known perioperative morbidity and mor-
tality of less than 6% (Evidence Level A).

iii. Carotid stenting may be considered for patients who are
not operative candidates for technical, anatomic or medical
reasons (Evidence Level A).

a. Interventionalists should have expertise in carotid
procedures and an expected risk of peri-procedural mor-
bidity and mortality rate of less than 5%.

iv. Carotid endarterectomy is more appropriate than carotid
stenting for patients over age 70 who are otherwise fit for
surgery because stenting carries a higher peri-procedural risk
of stroke and death (Evidence Level A).

Guidelines S. B. Coutts et al.
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Chicken… 



Thème 2: Les engourdis, les 
étourdis 



Cas 2 
  Homme 69 ans 

  AAS, candesartan, metroprolol 

  Tabagisme et HTA 

  Il vous consulte pour des paresthésies 
brachifaciales gauches survenues il y a 
10 jours. 

  TA 142/80mmHg 

  Il n’a pas remarqué de céphalée, de sx 
moteurs our de trouble de langage. 



Autres questions? 



Donc 
 Les symptômes sont apparus sur qqs 

secondes. 

 Ils ont débuté à la main puis irradié 
rapidement au visage. 

 Les sx ont duré 30 minutes. 

 Pas de récurrence depuis. 



Lesquels des éléments suivants 
n’est pas pertinent? 
 A) Changer l’AAS pour du clopidogrel 

 B) Demander une imagerie cérébrale 

 C) Demander une imagerie carotidienne 

 D) Demander un bilan cardiaque (ECG, 
Holter, ETT) 

 E) Tous ces éléments sont pertinents 



Lesquels des éléments suivants 
n’est pas pertinent? 
 A) Changer l’ASA pour du clopidogrel 

 B) Demander une imagerie cérébrale 

 C) Demander une imagerie carotidienne 

 D) Demander un bilan cardiaque (ECG, 
Holter, ETT) 

 E) Tous ces éléments sont pertinents 



Doit-on envoyer ce patient à 
l’urgence? 

 A) oui 

 B) non 



DDX Paresthésies 
 ICT-AVC 
 Équivalent migraineux 

 Migraine avec aura 
 Aura avec céphalée non migraineuse 
 Aura sans céphalée 

 Épileptique 
 Hyperventilation 
 Paresthésie bénigne d’étiologie indéterminée 
 SEP, tumeur,etc 



Recommandations: patients 
à haut risque 
 
 SX entre 48h et 2 

semaines 

 Pas de sx moteurs ou 
langagiers (sx 
sensitifs, amaurosis, 
diplopie, ½ anopsie, 
ataxie, etc.) 

 Référence pour 
évaluation en moins de 
2 semaines 



Au-delà du délai, comment 
stratifier le risque d’AVC? 





Les Pour et Contre de l’ABCD2 
  Facile et utile pour le 

clinique en bureau 
sans plateau 
technique 

  Peu coûteux 

  Validé (mais non 
toujours reproductible) 

  Dichotomisation selon 
des valeurs absolues 
(âge-TA) 

  Peu de spécificité 

  Ne s’applique pas aux 
« SX foireux »… 

  Ne tient pas compte 
du « timing » de l’AIT. 





0-2 4-12 2-4 >12 
Temps depuis l’événement  jusqu’à la répartition aléatoire (semaines)  

RRA d’AVC 
sur 5 ans 

(%) 

Moment de l'intervention chirurgicale 
Les études NASCET et ECST 

NST=Nombres de sujets à traiter 
 
•  Lancet 2004;363:915-24. 
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L’indice de confiance des barres verticales est à 85 %. 
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Recommandations canadiennes pour les pratiques 
optimales de soins de l'AVC de 2008 

Intervention carotidienne 
 
 Les patients ayant subi un AIT ou un AVC mineur et 

présentant une sténose carotidienne interne 
ipsilatérale de 70 % à 99 % (mesurée par 
angiographie avec cathétérisme ou par deux 
techniques d'imagerie non effractives concordantes) 
devraient subir une endartériectomie carotidienne 
dans les deux semaines qui suivent l'épisode d'AIT 
ou d'AVC, à moins d'une contre-indication [niveau 
de preuve A]. 

•  JAMC 2008;179(12 Suppl) :S1-S25. 





Risque à 7 jours 



Cas 2 
  69 ans 
 
  Il vous consulte pour des paresthésies 

brachifaciales gauches survenues il y a 
10 jours. 

  TA 142/80mmHg 

  Il n’a pas remarqué de céphalée, de sx 
moteurs our de trouble de langage. 

  ABCD2 = 2….risque d’environ 1% à 
90 jours… 



Recommandations: patients 
à haut risque 
 
 SX entre 48h et 2 

semaines 

 Pas de sx moteurs ou 
langagiers (sx 
sensitifs, amaurosis, 
diplopie, ½ anopsie, 
ataxie, etc.) 

 Référence pour 
évaluation en moins de 
2 semaines 



Cas 2+ 
  Même patient mais avec 

paresthésies brachifaciales gauches 
récurrentes ad 6 épisodes depuis 6 
mois. Il y a une “marche sensitive” 
aux sx mais aucune céphalée. 

  Il a déjà eu le bilan suivant sans 
particularité: CT, Doppler, ETT, 
Holter, bilan sanguin. 

  L’AAS a été changé pour du 
clopidrogel mais les sx récidivent 
quand même. 



Cas 2+ 
 Que faire? 



Paresthésies récurrentes de la 
personne âgée… 
 EEG N 



Cas 3 

 Femme de 76 ans 
 HTA, DM, HTA, MCAS, ACTD d’AVC 

carotidien gauche sans séquelle, surdité 
appareillée 

 RX: liste de 4 pages 
 Elle vous consulte pour des 

« étourdissements » survenus il y 3 
semaines. 



Comment établir si des 
étourdissements sont secondaires 

à une ICT? 



Étourdissements…les grands 
principes 
 Vertiges =  sensation de rotation = 

périphérique si isolé la vaste majorité du 
temps 

 Si augmentation importante avec les 
changements de position = périphérique la 
majorité du temps 

 Étourdissements = non spécifiques et 
multifactoriels 



Étourdissements…les grands 
principes 
 Épisodes similaires…récurrence = 

origine vasculaire improbable 

 SX ORL (surdité/plénitude de l’oreille, 
etc) 

 SX neuro VB (dysarthrie/diplopie,etc) 

 Si vasculaire = apparition subite 



Étourdissements…les grands 
principes 
 La plupart du temps le tout est non 

vasculaire ou multifactoriel 
 HTO, RX multiples 

 Vestibulopathie, Ménière, VPB, neuronite 
vestibulaire 

 Leucoaraïose, lacunes multiples 
 
 Sténose(s) spinale et/ou foraminales multiples 



Cas 3 
 Ses étourdissements ont débuté subitement il y 

a 3 semaines et ont été accompagné d’ataxie 
pour une durée de 3 h. Elle est actuellement 
asymptomatique. Son examen neuro est 
normal. 



Quel examen est le moins 
pertinent? 
 
 A) CT cérébral 
 B) IRM cérébral 
 C) ETT 
 D) Doppler carotidien 
 E) Holter 24h 



Quel examen est le moins 
pertinent? 
 A) CT cérébral 
 B) IRM cérébral 
 C) ETT 
 D) Doppler carotidien 
 E) Holter 24h 



Recommandations: patients 
à risque moindre 
 
 SX datant de plus de 

2 semaines 
 Référence pour 

évaluation en moins 
d’un mois 



Thème 3: Les sx moteurs ou 
langagiers 



Cas 4 
  Homme de 68 ans 
  MCAS avec stent il y a 2 

mois 
  Sous ASA et Plavix  
  Vous consulte car il a été 

incapable de trouver ses 
mots et parlait « étrange » 
pendant 10 min 

  Parésie/pesanteur du MSD 
  Épisode survenu hier 



Que fait-on avec ce patient? 
 A) On le réfère à une clinique d’ICT d’ici 

1 semaine 
 B) On le réfère à l’urgence 
 C) On le réfère à une clinique d’ICT d’ici 

2 semaines 
 D) On appelle le neurologue de garde 

pour qu’il soit évalué d’ici 72 h 



Que fait-on avec ce patient? 
 A) On le réfère à une clinique d’ICT d’ici 

1 semaine 
 B) On le réfère à l’urgence 
 C) On le réfère à une clinique d’ICT d’ici 

2 semaines 
 D) On appelle le neurologue de garde 

pour qu’il soit évalué d’ici 72 h 



Recommandations: patients 
à très haut risque 

 SX moteurs ou 
langagiers 

 SX moins de 48h 

 Référence à l’urgence 
pour une évaluation 
immédiate 

  Imagerie cérébrale (Ct 
ou IRM), imagerie 
carotidienne non 
invasive et ECG sans 
délai. 



Recommandations: patients 
à risque augmenté 
 
 SX entre 48h et 2 

semaines 

 sx moteurs ou 
langagiers  

 Référence pour 
évaluation en 24h 



Recommandations: 
combinaison d’antiplaquettaires 
 Pas d’évidence de saignements accrus 

en présence de bithérapie (ASA-
clopidogrel) pour moins de 90 jours mais 
une bithérapie à long terme n’est pas 
indiquée. 

 Le bénéfice d’une bithérapie à court 
terme (90j) demeure incertain et n’est 
toujours pas recommandé pour la 
majorité des patients.  







Bithérapie pour 30-90j? 
 Patients à haut risque 

 Sténose carotidienne ou intracrânienne non 
opérable 

 Plaque aortique de plus de 4 mm ou plaque 
carotidienne/aortique ulcérée 

 Épisodes répétés 

 Lésion (multiples) à l’IRM 



Les éléments importants pour 
la stratification du risque 
 L’âge du patient 
 La présence de sx moteurs ou langagiers 
 La persistance des SX 
 La récurrence des SX* 
 Les facteurs de risque vasculaire 
 
 Une sténose carotidienne connue 
 Une FA connue 
 Une lésion ischémique récente documentée ou un 

atcd d’AVC 



Résumé… 
Délais d’évaluation pour les ICT ou AVC mineurs 

SX de moins de 
48h 

48h-2 semaines Plus de 2 
semaines 

SX moteurs ou 
langagiers 

Urgence Dans les 24h D’ici 1 mois 

Autres sx 
(visuels, 
paresthésies, 
étourdissements,
etc.) 

Urgence Dans les 2 
semaines 

D’ici 1 mois 

Rien ne se substitue au jugement clinique… 



10.3% 

2.1% 

NNT 12 

RRR de 80% !!! 
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a 


