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Introduction

Population-based studies [2,3,28] and studies conducted
in hospitalized patients [6, 27] have shown that patients
with dementia have a higher mortality rate, indepen-
dently of the effects of age and comorbidities [2]. Early
mortality in stroke patients is influenced by the size and
location of stroke [5],while late mortality is influenced by
age, physical impairment and comorbidity [4, 5, 13, 31].

Mortality rate was found to be higher for patients
with vascular cognitive impairment than that of people
without cognitive impairment, and to be similar to that
of patients with Alzheimer’s disease (AD) [25].Cognitive
decline frequently occurs in stroke patients. However, its
impact on post-stroke survival remains unsettled [31].
The risk of death within 20 months after stroke was
found to be increased in patients who had a low Mini-
Mental State Examination [7] (MMSE) score 3 months
after stroke [31]. The long-term mortality rate was

■ Abstract Causes of early and
delayed death after stroke differ. It
has been suggested that delayed
mortality rate was increased in pa-
tients with post-stroke dementia.
Prestroke dementia is frequent: its
influence on survival in stroke pa-
tients has never been evaluated.
The aim of this study was to evalu-
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ate the influence of prestroke de-
mentia on early and delayed mor-
tality rate after stroke. In a cohort
of 202 consecutive stroke patients
aged ≥ 40 years admitted between
November 1995 and May 1996 in a
primary care center, the prevalence
of prestroke dementia was deter-
mined using the Informant Ques-
tionnaire on Cognitive Decline in
the Elderly (IQCODE) with a cut-
off of 104. Patients were followed-
up for 3 years. Statistics were per-
formed using life-table methods.

Of 202 patients, 33 had pre-
stroke dementia. Of 142 survivors
at month–6, 44 were demented, of
them 15 having prestroke and 29
new-onset post-stroke dementia.
No patient was lost to follow-up.
The risk of death at month–6 was
higher in patients with prestroke
dementia (RR 2.7; 95 % CI:
1.6–4.8). However, independent
predictors of early death were age,
severity of the deficit at admission,
type and etiology of stroke. The

risk of delayed death was higher in
patients with prestroke dementia
(RR 4.97; 95 % CI: 1.76–13.98) as in
patients with new-onset post-
stroke dementia (RR 6.24; 95 % CI:
2.67–14.57), compared with non-
demented patients. The mortality
rate did not differ between patients
with prestroke and new-onset post-
stroke dementia. Dementia at
month–6 was an independent pre-
dictor of delayed death (RR 5.7;
95 % CI: 2.4–13.4), with age and
stroke recurrence. Causes of death
did not differ between demented
and non-demented patients. De-
mentia adversely influences vital
outcome in stroke patients, per-
haps partly because the therapeutic
approach differs between de-
mented and non-demented pa-
tients.
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outcome · cerebral ischemia ·
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found to be 3 fold higher in patients demented 3 months
after stroke, compared with non-demented patients, af-
ter adjustment for demographic factors, associated car-
diac diseases, stroke severity and stroke recurrence [29].

Prestroke dementia is frequent in stroke patients [8,
9] but its influence on survival has never been studied.

The aim of this study was to evaluate the influence of
prestroke dementia on early and delayed mortality rate
in stroke patients.

Materials and methods

The protocol and the first results of the Lille Stroke/Dementia study
have already been published elsewhere [9–12]. We included patients
aged ≥ 40 years with ischemic stroke or cerebral hemorrhage related
to arterial hypertension.We excluded patients (i) with TIA,stroke due
to cerebral venous thrombosis, subarachnoid or lobar hemorrhage,
history of severe head trauma or neurosurgery, (ii) without reliable
informant, (iii) referred from another hospital, and (iv) who did not
live in the urban community of Lille (1.2 million inhabitants),because
the follow-up was performed in other centers.

■ Methods

Patients were examined according to a standardized procedure
[9–12].We prospectively collected the following data: age; sex; educa-
tion level; presence of arterial hypertension; diabetes mellitus; hy-
perlipemia; previous TIA or stroke; cigarette smoking; high risk car-
diopathies according to the TOAST criteria [1]; and significant
stenosis of the internal carotid arteries (narrowing of 50 % or more of
the lumen). The severity of the clinical deficits was scored according
to the Orgogozo’s scale[21].Stroke subtypes were defined at discharge
according to the TOAST criteria [1].

On CT without contrast performed at admission, we determined
the presence of silent infarcts, the presence and severity of
leukoaraiosis and of cerebral atrophy [9–12]. The location of the in-
dex stroke (hemispheric territory or posterior fossa) was determined
on the neuroimaging data judged as the most appropriate, i. e. a de-
layed CT (87 patients) or MRI (82 patients). In 33 patients delayed
neuroimaging was not performed because of early death (27 patients)
or refusal (six patients). When the stroke lesion was not seen on the
first CT, stroke location was determined on the basis of clinical data.

The assessment of prestroke dementia was conducted within 48
hours of stroke onset by means of a French translation of the Infor-
mant Questionnaire on Cognitive Decline in the Elderly (IQCODE)
[14, 15, 16, 17, 20]. The main interest of the IQCODE at the acute stage
of stroke is that it does not require any participation of the patient at
a stage of the disease when neuropsychological functions may be in-
fluenced by stroke.We classified as having pre-existing dementia, pa-
tients with IQCODE scores of 104 or more [14].

Patients were followed-up at 6 months and then annually after
stroke over a 3-year period, by a visit with a neurologist or by tele-
phone contact with the patient’s family or general practitioner. We
recorded the occurrence of new stroke either during the visit with the
neurologist, or by telephone contact. We considered as stroke recur-
rence the occurrence of a focal deficit clearly different from that of the
index stroke and lasting for more than 24 hours, with stroke involv-
ing a different anatomic site or vascular territory from that of the in-
dex stroke, or with stroke related to another presumed cause accord-
ing to TOAST criteria [1]. When possible, the diagnosis of recurrent
stroke was confirmed by hospital charts.We did not take into account
TIA.

Patients who received the visit with the neurologist underwent a
battery of neuropsychological tests. Cognitive functions were as-

sessed according to a previously reported procedure [9–12]. Demen-
tia was diagnosed according to the ICD–10 criteria [30], Alzheimer’s
disease (AD) according to the NINCDS-ADRDA criteria [18] and vas-
cular dementia (VaD) according to the NINDS-AIREN criteria [26].
For patients who could not undergo the neuropsychological testing,
who could not or refused to undergo the visit with the neurologist, or
who died over six months after the last visit or telephone contact, the
diagnosis of dementia was based on the IQCODE score obtained from
the patient’s closest relative with a cut-off of 104 and a duration of
cognitive symptoms of more than 6 months required for the diagno-
sis of dementia.

For each patient who died within the follow-up period, the date
and the probable cause of death were recorded by an interview of the
family or the general practitioner: we distinguished vascular deaths
(deaths secondary to stroke: cerebral edema, non-specific complica-
tions related to decubitus; deaths secondary to stroke recurrence, my-
ocardial infarction, other cardiovascular pathology), non-vascular
deaths (pneumonia, other infection, deaths secondary to another
known cause) and deaths of unknown cause.

■ Statistics

As the causes of early and delayed death differ,we first determined the
predictive factors of mortality within 6 months after stroke, evaluat-
ing the influence of prestroke dementia. Deaths were recorded for pa-
tients with and without prestroke dementia and the unadjusted mor-
tality rate was estimated using life-table methods. Specific causes of
death were tabulated for the 2 groups and compared using the chi
square test of association. Kaplan-Meier survival analysis was used to
determine the cumulative proportion of patients surviving in the
groups with and without prestroke dementia.

The influence of demographic variables and of other potential
predictors of survival was assessed using the log-Rank test for the fol-
lowing variables: sex, primary education level, arterial hypertension,
diabetes mellitus, dyslipemia, cigarette smoking, previous
stroke/TIA, stroke severity (severe deficit if Orgogozo’s score at ad-
mission < 50), stroke etiology according to TOAST criteria [1], stroke
topography (hemispheric territory/posterior fossa), presence of
silent infarcts on CT, stroke recurrence occurring within 6 months or
between stroke and death. The relative risk was computed using the
Cox proportional-hazards analysis. Cox proportional-hazards analy-
sis was also used for categorical variables (age, cerebral atrophy score
and leukoaraiosis score). Multivariate analysis was performed using
the Cox proportional-hazards analysis including prestroke dementia
and other potential predictors of survival. Only variables with a
p < 0.20 in the bivariate analysis were considered for multivariate
analysis.

We used the same statistical methodology to evaluate the influ-
ence of prestroke and of new-onset post-stroke dementia diagnosed
at 6 months on the risk of delayed death among the 6-month sur-
vivors. For this analysis we considered recurrence which occurred be-
tween month–6 and the death or the end of the follow-up period.

We then evaluated the relation between prestroke dementia and
(i) the use of the most efficacious antithrombotic drugs based on
stroke etiology at discharge and before the month–6 visit and (ii)
drugs for the treatment of the main vascular risk factors prescribed
at discharge and received by the patient before the 6-month visit. We
evaluated the relation between dementia at month–6 and (i) the use
of the most efficacious antithrombotic drugs based on stroke etiology
before the month–6 visit, and (ii) drugs for the treatment of the main
vascular risk factors received by the patient before the month–6 visit.
We considered as the most efficacious antithrombotic treatment for
stroke prevention the prescription of antiplatelet drug for infarcts re-
lated to atheroma or lacunar stroke, anticoagulant for cardioembolic
stroke, absence of antithrombotic drug for cerebral hemorrhage, ei-
ther antiplatelet drug or anticoagulant for stroke of undetermined
etiology and for dissection of cervical arteries. When antiplatelet
drug was prescribed in patients with cardioembolic stroke because of
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contra-indication to anticoagulant, the treatment was considered as
adequate but not as the most efficacious.

Results

At the end of the follow-up period, no patient was lost to
follow-up.

Of the 202 patients, 33 had prestroke dementia. At
month–6, of the 142 survivors, 44 patients were de-
mented: 15 had prestroke dementia, 29 were diagnosed
as new-onset post-stroke dementia at the 6-month visit.
The etiology of dementia could be determined in 39 out
of the 44 demented patients: 19 patients were diagnosed
as AD (10 with prestroke dementia, 9 with new-onset
post-stroke dementia) and 20 as VaD (4 with prestroke
dementia, 16 with new-onset post-stroke dementia).

Of the 202 patients, 12 had a recurrent stroke within
6 months after the index stroke: hospital charts could be
obtained in 11 patients who suffered from a recurrent is-
chemic stroke. Of the 142 survivors at month–6, 18 suf-
fered from at least one recurrent stroke: hospital charts
could be obtained in 17 patients (12 ischemic stroke, 5
cerebral hemorrhages).

■ Predictive factors of early death 

Of 202 patients, 60 (29.7 %) died within 6 months after
stroke.

Bivariate analysis

The mortality rate was higher in patients with prestroke
dementia: 18 of the 33 (54.5 %) patients with prestroke
dementia and 42 of the 169 (24.9 %) patients without
prestroke dementia died within 6 months.The 2 survival
curves differed significantly (p < 0.0001) with a relative
risk of 2.7 (95 % CI: 1.6–4.8) (Fig. 1).

Causes of early death are detailed in Table 1. There
was no difference in the breakdown of vascular versus
non-vascular causes of death (p = 0.85) between patients
with and without prestroke dementia. Stroke recur-
rences were not more frequent in the group of patients
with prestroke dementia (p = 0.695): 1 of the 33 patients
with prestroke dementia (3 %) underwent stroke recur-
rence within 6 months while 11 of the 169 patients with-
out prestroke dementia did (6.5 %).

The significant results of the bivariate analysis for
categorical variables are detailed in Table 2. Bivariate
analysis for continuous variables revealed that the risk
of early death was higher in older patients (RR 1.07; 95 %
CI: 1.04–1.09), severe cerebral atrophy (RR 1.8; 95 % CI:
1.4–2.4) and severe leukoaraiosis (RR 1.5; 95 % CI:
1.2–1.9).

Multivariate analysis

The following variables were entered in the model: age,
dyslipemia, tobacco, cerebral hemorrhage, cardioem-
bolic stroke, lacunar stroke, prestroke dementia, hemi-
spheric stroke, Orgogozo’s score at admission,
leukoaraiosis score, stroke recurrence < 6 months. Be-
cause of multicollinearity, the variables cerebral atrophy
and high-risk cardiopathy were not entered in the
model.

Multivariate analysis revealed the following indepen-
dent predictors of early death: age (RR 1.06; 95 % CI:
1.03–1.09), Orgogozo’s score < 50 (RR 3.9; 95 % CI:
2.2–7.0), cerebral hemorrhage (RR 3.5; 95 % CI: 1.7–7.2),
cardioembolic stroke (RR 2.0; 95 % CI: 1.1–3.6), stroke
recurrence < 6 months (RR 2.7; 95 % CI: 1.3–5.4).

Fig. 1 Risk of early death in function of prestroke dementia

Table 1 Causes of early death as a function of prestroke dementia.

Cause of death Patients with Patients without
prestroke dementia prestroke dementia
(n = 18) (n = 42)

Vascular death 14 (77.8 %) 33 (78.6 %)
Death related to stroke 11 (61.1%) 22 (52.4%)
Stroke recurrence 1 (5.5%) 5 (11.9%)
Myocardial infarction 1 (5.5%) 0
Other cardiovascular cause 1 (5.5%) 6 (14.3%)

Non-vascular death 3 (16.7 %) 8 (19 %)
Pneumonia 3 (16.7%) 4 (9.5%)
Other infection 0 2 (4.8%)
Cancer 0 2 (4.8%)
Other known cause 0 0

Unknown cause 1 (5.5 %) 1 (2.4 %)
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■ Predictive factors of delayed death 
in 6-months survivors

During 76 person-years of follow-up in the group of 44
demented patients, 20 patients died, with a mortality
rate of 26.3 deaths for 100 person-years (22.2 deaths for
100 person-years in the group of patients with prestroke
dementia and 28.6 for 100 person-years in the group
with new-onset post-stroke dementia). During 211 per-
son-years of follow-up in the group of 98 non-demented
patients, 9 patients died, with a mortality rate of 4.3 for
100 person-years.

Bivariate analysis

Of 142 survivors at month–6, the cumulative proportion
of survivors at the end of the follow-up period was
80.26 %. The cumulative proportion of survivors was
54.55 % in the group of demented patients and 91.84 %
in the group of non-demented patients. The 2 survival
curves differed significantly (p < 0.0001) with a relative
risk of 5.8 (95 % CI: 2.6–12.8). Among the 15 patients
with prestroke dementia, 6 died by the end of the follow-
up period; among the 29 patients with new-onset post-
stroke dementia, 14 died by the end of the follow-up
period. The cumulative proportion of survivors was
60 % in the group of patients with prestroke dementia
and 51.72 % in the group of patients with new-onset

post-stroke dementia, with no significant difference be-
tween the 2 groups (RR 1.4; 95 % CI: 0.5–3.5) (Fig. 2).
Among the 19 patients diagnosed as AD at month–6, 11
died by the end of the follow-up period; among the 20
patients diagnosed as VaD at month–6, 5 died by the end
of the follow-up period. The cumulative proportion of
survivors at the end of the follow-up period was 42.11 %
in the group of patients diagnosed as AD and 75 % in the
group of patients diagnosed as VaD, with no significant
difference between the 2 groups (RR 0.4; 95 % CI:
0.1–1.1).

Causes of delayed death are detailed in Table 3. There
was no difference in the breakdown of vascular versus
non-vascular causes of death (p = 0.69) between de-
mented and non-demented patients. There was also no
difference in the breakdown of vascular versus non-vas-
cular causes of death (p = 0.64), between patients with
prestroke dementia and patients with new-onset post-
stroke dementia. In the group of patients diagnosed as
AD, causes of death were vascular in 45 % of patients,
non-vascular in 45 % and unknown in 10 %; in the
group of patients diagnosed as VaD, causes of death
were vascular in 80 % of patients and non-vascular in
20 %. There was, however, no difference in the break-
down of vascular versus non-vascular causes of death
(p = 0.308) between patients diagnosed as AD and pa-
tients diagnosed as VaD. Stroke recurrences were not
more frequent in the group of demented patients: at the
end of the follow-up period, the cumulative proportion
of survivors without stroke recurrence was 83.14 % in
the group of demented patients and 71.77 % (in the

Table 2 Predictive factors of early death: results of the bivariate analysis (Kaplan-
Meier analysis). RR: Relative risk estimated using the Cox proportional-hazards
method. CI: confidence interval. Only significant results are given.

Variable Number of Deaths RR (95% CI)
patients

Vascular risk factors
Dyslipemia No 157 54 (34%) 0.4 (0.2–0.8)

Yes 45 6 (13%)
Tobacco No 166 57 (34%) 0.2 (0.1–0.7)

Yes 36 3 (8%)
High risk cardiopathy No 146 33 (23%) 2.3 (1.4–3.9)

Yes 56 27 (48%)

Cognitive status
Prestroke dementia No 169 42 (25%) 2.7 (1.6–4.8)

Yes 33 18 (55%)

Etiology of stroke
Cardioembolic stroke No 154 36 (23%) 2.3 (1.4–3.9)

Yes 48 24 (50%)
Lacunar stroke No 165 57 (35%) 0.2 (0.1–0.7)

Yes 37 3 (8%)
Cerebral hemorrhage No 177 48 (27%) 2.1 (1.1–3.9)

Yes 25 12 (48%)

Severity of stroke
Orgogozo’s score < 50 No 120 15 (13%) 5.6 (3.1–10.1)

Yes 82 45 (55%)

Stroke recurrence
Stroke recurrence No 190 50 (26%) 3.6 (1.8–7.1)
< 6 months Yes 12 10 (83%)

Fig. 2 Risk of delayed death in function of dementia at month-6
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group of non-demented patients (RR = 1.9; 95 % CI:
0.9–4.3).

The significant results of the bivariate analysis com-
paring the risk of delayed death between demented and
non-demented patients for categorical variables are de-
tailed in Table 4. Bivariate analysis for continuous vari-
ables revealed that the risk of delayed death was higher
in older patients (RR 1.06; 95 % CI: 1.02–1.09), severe
cerebral atrophy (RR 1.9; 95 % CI: 1.3–2.8) and severe
leukoaraiosis (RR 1.8; 95 % CI: 1.3–2.6).

Multivariate analysis

The following variables have been entered in the model:
age, arterial hypertension, previous stroke, high-risk
cardiopathy, dementia at month–6, Orgogozo’s score at
admission, leukoaraiosis score, stroke recurrence. Be-
cause of multicollinearity, the variable cerebral atrophy
was not entered in the model.

Multivariate analysis found the following indepen-

dent predictors of delayed death: age (RR 1.04; 95 % CI:
1.01–1.09); dementia at month–6 (RR 5.2; 95 % CI:
2.3–12.0); stroke recurrence (RR 4.1; 95 % CI: 1.7–9.7).

■ Dementia and treatment

At discharge, of 175 survivors, 143 received the most ef-
ficacious antithrombotic treatment. There was no sig-
nificant relation between prestroke dementia and pre-
scription of the most efficacious antithrombotic
treatment (p = 0.38), prescription of drugs for diabetes
mellitus (p = 0.66), dyslipemia (p = 0.54) or arterial hy-
pertension (p = 0.61).

Data about treatments received by the patients before
the 6-months visit were available only in the 110 of 142
survivors who underwent the visit with the neurologist
at month–6. Demented patients received less frequently
than non-demented patients the most efficacious an-
tithrombotic treatment (p = 0.006), a drug for the treat-
ment of diabetes mellitus if any (p = 0.04). There was no
significant relation between dementia at month–6 and
prescription of drugs for dyslipemia (p = 0.90) or arter-
ial hypertension (p = 0.71).

Discussion

Dementia 6 months after stroke is associated with a
higher long-term mortality rate. However, even if the
risk of death is higher in patients who were demented
before stroke, prestroke dementia was not an indepen-
dent predictor of death after stroke. Early death is re-
lated to age, severity of the deficit at admission, etiology
of stroke, and stroke recurrence. Besides dementia at
month–6, independent predictors of 3-year mortality
are age and stroke recurrence. The delayed mortality
rate did not differ between patients with prestroke de-
mentia and patients with new-onset post-stroke demen-
tia.

Our results on the influence of dementia on the vital

Cause of death Patients with Patients with new- Non-demented
prestroke dementia onset post-stroke patients (n = 9)
(n = 6) dementia (n = 14)

Vascular death 2 (33.3 %) 9 (50 %) 3 (33.3 %)
Stroke recurrence 2 (33.3 %) 3 (15 %) 1 (11.1 %)
Myocardial infarction 0 3 (15 %) 0
Other cardiovascular pathology 0 3 (15 %) 2 (22.2 %)

Non vascular death 2 (33.3 %) 8 (42.9 %) 5 (55.6 %)
Pneumonia 1 (17 %) 3 (15 %) 1 (11.1 %)
Other infection 0 2 (10 %) 1 (11.1 %)
Cancer 0 1 (5 %) 2 (22.2 %)
Other known cause 1 (17 %) 2 (10 %) 1 (11.1 %)

Unknown cause 2 (33.3 %) 3 (7.1 %) 1 (11.1 %)

Table 3 Causes of delayed death in function of de-
mentia at month–6.

Table 4 Predictive factors of delayed death in 6-months survivors: results of the
bivariate analysis (Kaplan-Meier analysis). RR: relative risk estimated using the Cox
proportional-hazards method. CI: confidence interval. Only significant results
are given

Variable Number of deaths RR (95% CI)
patients

Vascular risk factors
Previous stroke No 122 20 (16%) 3.4 (1.6–7.6)

Yes 20 9 (45%)
High risk cardiopathy No 113 19 (17%) 2.4 (1.1–5.3)

Yes 29 10 (34%)

Cognitive status
Dementia at month–6 No 98 9 (9%) 5.8 (2.6–12.8)

Yes 44 20 (45%)

Severity of stroke
Orgogozo’s score < 50 No 105 17 (16%) 2.1 (1.0–4.5)

Yes 37 12 (32%)

Stroke recurrence
Stroke recurrence between No 124 21 (17%) 3.0 (1.3–6.8)
month–6 and year–3 Yes 18 8 (44%)
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outcome in stroke patients who survived the acute stage
are in the same direction as those from the New York
group [29]. The reasons of this increased mortality rate
remain difficult to explain. Dementia could be associ-
ated with a more severe global vascular disease, and a
higher risk of complications [29]: however, in our study,
the causes of death did not differ between demented and
non-demented patients, even if the number of vascular
deaths tended to be higher in the group of demented pa-
tients and the highest in the group of patients with VaD.
In Tatemichi’s study [29], deaths secondary to stroke re-
currence tended to be more frequent in demented pa-
tients but the difference between groups was not statis-
tically significant. However, we cannot exclude a type II
error in both studies (New York and Lille).Another pos-
sibility is that dementia could be a worsening factor
when an intercurrent disease occurs, either because of a
decreased capacity of responding to aggressions or be-
cause demented patients receive less aggressive treat-
ment: in our study, at discharge, the choice of the an-
tithrombotic drug and the prescription of drugs aiming
to treat vascular risk factors were not influenced by pre-
stroke cognitive status; however, 6 months later, de-
mented patients received less frequently the most effica-
cious antithrombotic drug and a drug for the treatment
of diabetes mellitus if any. This is in accordance with
previously reported studies [19, 24] that suggested that
antithrombotic drugs are less frequently prescribed in
demented patients [19] and that often vascular risk fac-
tors are not treated in patients with severe dementia
[24]. However, this is certainly not the only explanation,
as in our cohort, causes of death did not differ between
demented and non-demented patients; moreover, stroke
recurrences were not more frequent in demented pa-
tients. However, our data are incomplete: they are only
available in patients who underwent the visit with the
neurologist; we did not have any data concerning obser-
vance, which could be decreased in demented patients
[23]; we do not know the reason why treatments have
been withdrawn in some patients; we do not have any

data concerning the way associated diseases are treated
in the 2 groups of patients.

Prestroke dementia in our study was not an indepen-
dent predictor of early death: However, patients with
previous dementia were older and had more severe
deficit at admission [9]. In patients with prestroke de-
mentia, as in non-demented patients, early death ap-
pears to be related to stroke characteristics more than to
patient’s characteristics.

Our study concerning the influence of type and cause
of stroke confirms previous data [4, 5, 13, 22, 31] leading
to the opinion that our population is not too severely bi-
ased: the risk of early death is higher in patients with
cerebral hemorrhage, and in patients with cardioem-
bolic stroke. Our results concerning the influence of age
and of the severity of the clinical deficit are also in ac-
cordance with the literature data [4, 5, 13, 22, 31]. The
short-term like the long-term mortality rates are higher
in patients with recurrent stroke: this finding empha-
sizes the importance of secondary stroke prevention.

Our study confirms the adverse influence of demen-
tia on the long-term mortality rate in stroke patients. In
drug trials conducted at the acute phase of stroke, the
prestroke cognitive status should be taken into account
as the delayed mortality rate is increased in patients
with prestroke dementia.Moreover, the evaluation of the
efficacy of new drugs is usually performed after 3 or 6
months: the evaluation of cognitive functions should be
considered as a secondary end-point, because new-on-
set post-stroke dementia is independently associated
with long-term mortality.
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