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Although practising evidence-based medicine is the goal of most physicians, it can be a
real challenge to sift through the vast body of data to determine the best strategies. Most
clinical guidelines regard replicated randomized controlled trials (RCTs), metaanalyses,
and systematic reviews as the highest level of evidence to support treatment
recommendations. High-quality metaanalyses can overcome many of the drawbacks of
individual RCTs and qualitative reviews. They can reduce bias, provide adequate power to
demonstrate real differences in outcomes, and resolve the results of inconsistent studies.
This paper focuses on basic principles and terms used in metaanalysis, so that clinicians
can appropriately evaluate and use their results to guide treatment decisions.
(Can J Psychiatry 2005;50:167–174)
Information on funding and support and author affiliations appears at the end of the article.

Clinical Implications
· Metaanalysis is an important component of evidence-based medicine.
· A high-quality metaanalysis can overcome many of the limitations of individual studies.
· Pooled analyses and metaanalyses offer different types of summaries of studies.
Limitations
· The quality of a metaanalysis is only as good as the individual studies on which it is based.
· The criteria for included studies are critical to understanding the scope of a metaanalysis.
· As with other studies, a metaanalysis must consider both clinical and statistical significance.
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he foundation of evidence-based psychiatry is proper
evaluation of the evidence base. However, the body of
evidence currently available on the management of psychiatric disorders is huge. For major depressive disorder (MDD)
alone, a PubMed search from 1960 to 2004 yields over 6500
citations. These include clinical trials, reviews, opinion
papers, editorials, guidelines, and more—many of which
yield conflicting results and offer inconsistent advice. How,
then, does a busy clinician determine what evidence is useful
in clinical practice?

T

The gold standard for evaluating efficacy is still a properly
conducted randomized controlled trial (RCT). Randomly
assigning patients to an intervention eliminates any bias from
unknown characteristics of the sample that might contribute
to treatment effects by balancing these characteristics evenly
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across intervention groups. Large, stringently executed RCTs
can provide statistically and clinically relevant information,
particularly if the results have been replicated in more than
one trial. Uncontrolled studies such as cohort studies and case
series are subject to many biases and are only useful in the
absence of more rigorous data. Higher response rates tend to
be reported in uncontrolled studies, while RCT evaluation
shows less effect. For example, pindolol augmentation of
selective serotonin reuptake inhibitors (SSRIs) for treatmentresistant depression had impressive results in early case
series, but later RCTs showed no differences, compared with
placebo (1,2).
Most clinical practice guidelines, including the Canadian
Guidelines for the Treatment of Depressive Disorders (3),
consider that replicated RCTs represent the highest level of
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The Canadian Journal of Psychiatry—Review Paper

Table 1 Criteria for levels of evidence from the Clinical Guidelines for the Treatment of Depressive Disorders (3)
Level of evidence

Criteria

Example

1

Good research evidence

Metaanalysis or replicated randomized controlled trial (RCT) that includes a placebo
condition

2

Fair research evidence

At least one RCT with placebo or active comparison condition

3

Limited research evidence

Uncontrolled trial with 10 or more subjects

4

Poor research evidence

Anecdotal case reports

Abbreviations used in this article
Abbreviation

Term

95%CI

95% confidence interval

ARR

Absolute risk reduction

ES

Effect size

MDD

Major depressive disorder

NNT

Number needed to treat

NSAID

Nonsteroidal antiinflammatory drug

OR

Odds ratio

P

Probability

RCT

Randomized controlled trial

RR

Relative risk

rTMS

Repetitive transcranial magnetic stimulation

SD

Standard deviation

SSRI

Selective serotonin reuptake inhibitor

TCA

Tricyclic antidepressant

evidence (Table 1). The higher the level of evidence, the
greater the confidence in the magnitude and relevance of a
clinical intervention. Individual RCTs, however, can be subject to bias, can be too small to show real differences in outcomes, can have conflicting results, or can include
heterogeneous patient populations. This is especially true
when 2 active treatments (such as 2 antidepressants) are compared, because very large sample sizes are required to find relatively small treatment differences that may nonetheless be
clinically relevant. Hence reviews of the literature are important to arrive at an overall conclusion. Previously, reviews
were often conducted by experts in the field who evaluated the
published studies in a more or less systematic manner. It was
usually not clear, however, how studies were identified,
selected, or weighted to arrive at the conclusion. Simple
counting of studies (positive and negative) is possible, but this
does not allow weighting of studies by sample size or study
quality (4).
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Table 2 Checklist for evaluation of randomized
controlled trials and metaanalyses
Randomized controlled trial
Is a clear objective stated?
Is the sample size adequate?
Is the study population well described?
Are the interventions clearly described?
Are randomization and blinding procedures adequate?
Are validated outcome measures used?
Is attrition (dropouts) considered in the analysis?
Are the statistical methods appropriate?
Are both clinical and statistical significance reported?
Are the results generalizable to clinical practice?
Metaanalysis
Is a clear objective stated?
Is there a comprehensive search process for relevant
studies?
Are there appropriate inclusion criteria for selection of
studies?
Are studies evaluated for validity and quality assessment?
Are the included study characteristics described?
Is there an appropriate quantitative data synthesis?
Are both clinical and statistical significance reported?
Are the results generalizable to clinical practice?

Because of the limitations of qualitative reviews, there is
increasing attention to systematic reviews. Systematic
reviews involve a comprehensive search and selection of relevant studies according to explicit criteria, as well as a specific
method of evaluation that includes a quantitative synthesis
such as metaanalysis (5,6). Metaanalysis (a term often used
synonymously with systematic review) can summarize various findings of multiple RCTs more objectively than can
expert opinion or qualitative reviews (5–7). The Cochrane
Collaboration publishes the Cochrane Database of Systematic
Reviews, an electronic library of up-to-date metaanalyses of
RCTs using rigorous methodology and standardized reporting methods (8–11). Clinical guidelines now also recognize
metaanalyses, along with replicated RCTs, as the highest level
of evidence (Table 1).
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Table 3 Characteristics of pooled analysis compared with metaanalysis
Pooled analysis

Metaanalysis

Study inclusion

Requires all studies to have very similar methodology

Can include studies with different methodologies

Sample

Number of patients

Number of studies

Data for analysis

Raw data from each patient

Standard measure of effect for each study

Other analyses

Extensive subanalyses are possible (corrected for multiple Limited subanalyses are possible (regression
testing)
metaanalysis)

Metaanalysis, like any study methodology, has both strengths
and limitations. It remains important for clinicians to understand the key principles of metaanalysis to properly evaluate
the relevance of the results. This paper briefly discusses some
of the concepts and methods of evaluating studies, with a
focus on metaanalysis, and examines issues that influence
their quality and clinical relevance.

Metaanalysis
A metaanalysis is the statistical combination of at least 2 studies, and usually many more, to produce a single estimate of the
magnitude of the effect of the intervention under investigation
(5). Previously, standardization of methodology for metaanalysis has been limited, but this is improving. The Quality
of Reporting of Meta-analyses (QUOROM) statement (12)
provides a checklist for standardizing and improving the
reporting of metaanalyses, similar to the Consolidated Standards of Reporting Trials (CONSORT) statement for RCTs
(13).
The design of a high-quality metaanalysis should meet the
standards one would expect in the design of a high-quality
RCT (Table 2). These include an explicit clinical question,
appropriate criteria for study inclusion, appraisal of the
included studies’ validity, and assessment of whether the total
sample is large enough to provide reliable, generalizable
results (14,15).
What is the Clinical Question?
A clearly formulated, primary question is central to any highquality metaanalysis (5,14). The primary question, developed
a priori, determines the central focus of the review, helps physicians assess the relevance of the analysis to their practice,
and dictates selection criteria for the studies included (5). The
question depends on the available data, as the metaanalyst has
little control over populations of patients, treatment regimens,
or outcome definitions in the original trials (5,15).
Clearly formulated questions contain the dimensions of the
study population or patient type (for example, with or without
comorbidities, hospitalized or outpatient), the intervention
used, general or specific treatment strategies (for example, any
Can J Psychiatry, Vol 50, No 3, March 2005 W

antidepressant or a specific one), and outcomes measured (for
example, effect size, remission, response, or relapse) (16).
What Studies are Included in the Metaanalysis?
The next step of a metaanalysis is to identify all relevant studies that address the question. A systematic literature search is
complex and tougher than it sounds. The metaanalysis should
specify elements of the literature search, including the search
strategy (for example, key words selected and language of
publication), the electronic databases used (for example,
Medline, Embase, or Cochrane Clinical Trial Registry), and
other search methods (for example, a manual search of bibliographies of relevant papers or contacting investigators in the
field).
There is debate about the importance of including “gray literature” (that is, unpublished and difficult-to-retrieve studies) in
a metaanalysis (12). Excluding this literature may introduce
bias if the trial results differ from those that are included.
Failure to publish—the so-called “file drawer” effect (which
refers to negative studies that are filed away in a drawer)
(17)—is not a random event: studies indicate that publication
bias exists, in that the positive studies are more likely to be
published than are negative or neutral results (18–20). For
example, in one study of 767 published RCTs, 55% favoured
the new therapy, whereas only 14% of 178 unpublished
reports contained positive results (P < 0.001) (18). The exclusion of gray literature from metaanalyses has been reported to
overestimate the treatment effect by 15% (21). The recent
controversy about the efficacy and safety of newer antidepressants in children and adolescents illustrates this point. The 5
published reports on SSRIs in the pediatric age group showed
evidence for efficacy, but a systematic review that included 9
unpublished studies found overall lack of efficacy (22,23).
Conversely, unpublished studies have not been subject to
scientific peer review and so may be of poorer quality.
Once all potential available studies for the metaanalysis have
been identified, the next question regards the criteria for study
inclusion. The quality of a metaanalysis is largely determined
by the quality of the studies included (24). When separate
metaanalyses arrive at different conclusions about the same
study question, it is usually the result of differences in the
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studies included and in the amount of information culled from
these studies. For example, a metaanalysis that includes only
RCTs can have different conclusions from a metaanalysis that
also includes uncontrolled studies. Two reviewers using
defined criteria to independently select studies can improve
reliability of the selection process.
For a metaanalysis to provide reliable information, it should
meet the same standards as a single, well-designed, large RCT
(15). Trial aspects that have been used to assess quality
include reporting style, level of bias, generalizability, statistical analyses and design, data presentation, and the clinical relevance of the intervention (24). Including low-quality studies
can exaggerate the benefits of the treatment (12,25).

Pooled Analysis vs Metaanalysis
A specific type of metaanalysis pools the data from individual
patients in several studies and analyzes these data as if they
were from one large study (Table 3). A pooled analysis can be
a powerful method to reveal smaller, yet clinically relevant,
differences among treatments than can be detected by one
study alone. Because the data are similar, the treatment effect
can be expressed as an absolute risk reduction (ARR), or risk
difference (that is, the actual difference in the outcomes
between the treatment groups) (26,27). The treatment effect
may also be expressed as a relative risk (RR) (that is, the ratio
of the outcome in the treatment group relative to that in the
control group) (7,26,27). If there is no difference between
treatments, the RR is equal to 1.0; if the first treatment is better
than the second, the RR is greater than 1.0; and if the control
treatment is better, the RR is less than 1.0 (26,27). The ARR
and RR usually make more sense to clinicians than do other
statistics, such as odds ratios (ORs). Additionally, since all the
data on patient variables are available, other analyses can
examine whether specific factors, such as age, sex, or duration
of illness, contribute significantly to the treatment effects.
Clinical Example 1
A pooled analysis was conducted of 8 comparable doubleblind RCTs of venlafaxine vs SSRIs (fluoxetine, paroxetine,
and fluvoxamine; n = 748) (28). These studies could be combined because of their design similarities: all were 6 to 8
weeks in length, enrolled similar patient types, and used similar outcome measures. Four studies were placebo-controlled.
In the pooled intent-to-treat analysis at endpoint, the overall
remission rates for venlafaxine, the SSRIs, and placebo were
45%, 35%, and 25%, respectively. The ARR for venlafaxine,
compared with the SSRIs, is 45% – 35% = 10%; that is, an
additional 10% of patients treated with venlafaxine achieved
remission, compared with patients treated with SSRIs. The
RR is 45% / 35% = 1.29; that is, in this pooled analysis,
venlafaxine produced the desired outcome—remission—
29% more often than did the SSRIs.
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The limitation of pooled analyses is that they can only be performed when study methodologies are very similar. Since
many studies use different methods (such as different inclusion criteria, duration of treatment, or outcome measures), the
data cannot be easily pooled. Also, it is often difficult or
impossible to obtain original data from investigators, so
pooled analyses tend to come from either pharmaceutical
companies that have access to their own data or from investigators involved in small, original studies wherein data are
more easily shared. For more heterogeneous studies, other
quantitative metaanalytic methods must be used.
A potential liability of pooled analyses is that some relevant
studies may not be included, particularly those with less
favourable outcomes. Similar to the file drawer effect, the
issue of “cherry picking” positive studies can be addressed by
specifying the criteria for study selection. For example, in
clinical example 1, the 8 venlafaxine studies for the pooled
analysis were selected because they were used for registration
with the US Food and Drug Administration (28). A subsequent pooled analysis, the Comprehensive Pooled Analysis
of Remission Data (COMPARE), included the full dataset of
33 published and unpublished Wyeth-sponsored studies of
venlafaxine (29) and confirmed the earlier analysis results.

Statistical Methods of Metaanalysis
Other metaanalytic techniques depend on whether the outcome is continuous (for example, scores on a depression
scale) or dichotomous (that is, a “yes or no” outcome, as in
remission or no remission, 30). There are different measures
to express the effects of an intervention, for example, effect
size (ES, also known as standardized mean difference) for
continuous data and ORs for dichotomous outcomes. In a
metaanalysis, the standardized measure from each study is
weighted by a number proportional to the sample size to
derive a weighted average over all the studies; the variance of
the measure can also be computed to give an indication of the
variability of the findings (that is, the homogeneity or heterogeneity of effects) across studies (4,17,30).
ES allows outcomes based on different scales or measured in
different units to be compared (4,30,31). One example of an
ES is the difference in mean scores between treatments
divided by the pooled SD (see clinical example 2) (4,7). The
larger the ES, the larger the difference between treatments. In
behavioural studies, ES’s of 0.2, 0.5, and 0.8 have been suggested to indicate small, medium, and large effects,
respectively (32).
Clinical Example 2
An RCT was conducted comparing fluoxetine (n = 36) and
placebo (n = 32) in MDD with a seasonal pattern (33). At the
end of treatment, the mean (SD) change in Hamilton
W Can J Psychiatry, Vol 50, No 3, March 2005

Using Metaanalysis to Evaluate Evidence: Practical Tips and Traps

Figure 1 Odds ratios (ORs) for remission (17-item Hamilton Depression
Rating Scale score £ 7) for venlafaxine, compared with other
antidepressants (37). In this metaanalysis, venlafaxine was superior overall
to other antidepressants (pooled as a group), with an OR of 1.36 (note the
line representing the 95%CI does not cross 1.0, indicating a significant
effect). However, when venlafaxine was compared against single
antidepressants or classes of antidepressants, the only statistically
significant finding was that venlafaxine was superior to the selective
serotonin reuptake inhibitors (OR = 1.43).

1.03

Amitriptyline

1.03

All TCA

1.43

All SSRIs
Mirtazapine

0.69
1.36

All Drugs
0.1

0.2 0.5 1.0
2
5 10
Odds ratio for remission
Favours Comparator
Favours Venlafaxine
Horizontal lines associated with the data points are 95%CIs.

Depression Rating Scale scores for fluoxetine and placebo
were 18.5 (8.1) and 14.5 (9.4), respectively. The pooled SD
was calculated as 8.7. The ES is calculated as (18.5 – 14.5) /
8.7 = 0.46, indicating a moderate effect size. A metaanalysis
of 7 studies comparing fluoxetine and placebo in MDD found
a significant small-to-medium ES of 0.3 (34), similar to the ES
of 0.3 found in a metaanalysis of empirically supported
psychotherapies for depression (35).

The OR is a common way of estimating the effect of treatment
in trials with dichotomous outcomes. For example, if remission is the event of interest, the odds for remission with treatment A is the probability (P) of achieving remission divided
by the probability of not achieving remission (1 – P). The OR
is then calculated by dividing the odds for remission with
treatment A by the odds in the control, or treatment B, group
(4,27). Like an RR, if the OR is exactly 1.0, there is no difference on outcome between the interventions; that is, the odds
are 50:50, or even. If an OR is greater than 1.0, then treatment
A increases the odds of the outcome, and if less than 1.0, it
decreases the odds (7,27).
Can J Psychiatry, Vol 50, No 3, March 2005 W

Clinical Example 3
In an RCT comparing bupropion (n = 63)
with trazodone (n = 61), the clinical
response rates by criteria on the Clinical
Global Improvement scale of “much
improved” or “very much improved” after
6 weeks were 58% and 46%, respectively
(36). The odds of response for bupropion
are 0.58 / (1 – 0.58) = 0.58 / 0.42 = 1.38; the
odds of response for trazodone are 0.46 /
(1 – 0.46) = 0.46 / 0.54 = 0.85. The OR for
bupropion vs trazodone is 1.38 / 0.85 =
1.62, indicating that in this study the odds
are 62% better for achieving clinical
response with bupropion, compared with
trazodone.
In a metaanalysis, ORs are often presented
in graphic form (Figure 1) (37). The diamond represents the mean OR and the horizontal line indicates the 95% confidence
interval (95%CI, or the range in which
there is a 95% probability of the “true” OR
residing). The smaller the 95%CI, the
greater the confidence in the mean result. If
the line representing the 95%CI crosses
1.0, the result is not statistically significant.

Regression analyses (for example, logistic
regression for dichotomous variables or
ordinary least squares regression for continuous data) are statistical modelling techniques that can be used in a metaanalysis to predict the relative
influence of more than one variable on outcomes (27). For
example, regression analyses would determine the effect of
age or sex or treatment duration or dosage on the efficacy of a
pharmacologic intervention for depression. However, the
number of variables that can be examined is often limited in a
metaanalysis, because only the means from each study can be
used.

Limitations of Metaanalysis
The results of a metaanalysis are only as good as the quality of
the studies that are included. Therefore, the critical step in a
metaanalysis is to formulate the inclusion criteria for selecting
studies. If the inclusion criteria are too broad, poor quality
studies may be included, lowering the confidence in the final
result. If the criteria are too strict, the results are based on
fewer studies and may not be generalizable.
For example, 3 metaanalyses have been published on the efficacy of repeated transcranial magnetic stimulation (rTMS) for
depression. The 2 earlier metaanalyses found large, significant ESs of 0.62 and 0.81 (38,39), respectively, while the third
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Table 4 Examples of number needed to treat
Comparison treatments

Outcome measured

NNT

Clozapine vs typical antipsychotics (51)

Clinical response in refractory schizophrenia

5

Acetaminophen vs acetaminophen and codeine (52)

Clinical response for postoperative pain

9

Metformin vs usual care (53)

Prevention of 1 death over 10 years of treatment in obese
patients with diabetes type 2

14

Celecoxib vs NSAIDs (54)

Prevention of 1 withdrawal due to severe gastrointestinal
side effects in rheumatoid arthritis

35

Lipid-lowering agents vs placebo (55)

Prevention of 1 nonfatal myocardial infarction in men with
risk factors

53

NSAID = Nonsteroidal antiinflammatory drug; NNT = Number needed to treat

metaanalysis, selecting from almost the same studies, found a
much smaller, though still significant, ES of 0.39 (40). The
difference was that the first 2 metaanalyses included some
nonrandomized studies, while the third study did not. The
stricter inclusion criteria of the third metaanalysis led to a
smaller ES that more accurately represents the efficacy of
rTMS for depression. However, the authors also noted major
methodological deficiencies in most of the 9 RCTs included in
the third metaanalysis, including a total patient number of 175
in the studies reviewed (40). Hence the results of a
metaanalysis, especially when it comprises small studies,
should still be confirmed by large-scale RCTs.
Different study parameters exist in different trials, and factors
such as illness severity, comorbid conditions, and concomitant treatments can have effects on outcome additional to the
intervention being studied. Most investigators conduct an
analysis of homogeneity–heterogeneity to identify whether
there are significant differences among the results of the individual studies being assessed (14,41). Significant heterogeneity suggests that the studies are not measuring a common
population effect and that the differences in study parameters
are likely responsible for the varying treatment effect (14).
Different schools of thought exist regarding how much homogeneity is required for appropriate comparisons. Some would
include only studies using similar therapies and patient types
(42,43), since otherwise it is not possible to determine which
treatment made a difference for which patients (30).
However, in this case the results cannot be generalized to
other patients (41). Others would include most studies
(44,45), arguing that exact replications are rare, that heterogeneity allows the results to be generalized to a greater degree,
and that statistical techniques (for example, regression analyses) can be used to calculate whether magnitude of the result
depends on the type of intervention or on the type of patient.
Including only published studies can skew the results of a
metaanalysis, particularly if there are a large number of
172

unpublished studies with negative results. Many
metaanalyses conduct a sensitivity analysis to determine the
potential effect of publication bias and the file drawer effect.
One such method is to calculate the number of unpublished
and unidentified articles with nonsignificant results that
would have to exist to make a significant effect no longer significant (17). The fewer studies needed to achieve this result,
the more questionable the results of the metaanalysis.

How Does the Metaanalysis Apply to
Clinical Practice?
There are several things to consider when applying RCT or
metaanalysis results to management decisions in clinical practice. First, do the results apply to your patients? Second, are
the outcomes clinically meaningful to your patients? Third, is
the magnitude of the results clinically relevant?
In an RCT, the results clearly can be applied with confidence
if your patient fits all the enrolment criteria and would not
have been excluded from the analyses (46). If your patient
would not have been eligible for the trial, the results can still
likely be generalized if there are no compelling reasons why
your patient is inappropriate or unlikely to benefit from the
intervention. For example, in older patients, the benefits of
tricyclic antidepressants may be outweighed by the increased
risk of detrimental effects on cognition (47,48). The same is
true for the results of metaanalyses, with the advantage that
the diverse range of patients from many studies (if the results
are consistent across trials) allows the results to be
generalizable to a wide variety of patients (14). Subgroup
analysis can also provide useful information for applying the
results to a specific patient type.
It is also important to determine whether the outcomes measured are clinically relevant for your patients. For example, a
clinical response to therapy (that is, > 50% reduction in
depressive symptoms at endpoint) will leave some patients
still suffering from significant depression. A more clinically
W Can J Psychiatry, Vol 50, No 3, March 2005
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relevant outcome in depression is clinical remission (that is,
depression scores within the normal range at endpoint) (49).
Other outcomes, including cognitive or behavioural effects
and short-term and long-term adverse events, should also be
considered.
The number needed to treat (NNT) can be useful to represent
the magnitude of the treatment benefit in clinically relevant
terms (4,46). The NNT is calculated as the inverse of the absolute risk difference between treatment groups and provides an
estimate of how many people need to receive a treatment
before one additional person would experience the beneficial
outcome (4,27,50). For example, in Clinical Example 1, the
pooled analysis of 8 studies comparing remission rates with
venlafaxine with those of SSRIs (28), the NNT is 10 (0.45 –
0.35 = 0.10; 1 / 0.10 = 10), which means that 10 patients need
to be treated with venlafaxine to produce one additional
remission, compared with SSRI treatment. An NNT of 20 or
less is usually considered to be clinically relevant in acute
treatment of chronic diseases, while a higher NNT may still be
relevant in risk reduction for severe outcomes. Table 4 shows
the NNT for treatments for some other medical conditions
(51–55).

Summary
High-quality metaanalyses are regarded as examples of the
highest level of evidence in evidence-based medicine.
Metaanalyses can overcome many of the drawbacks of individual RCTs and qualitative reviews, but they also have limitations: primarily, they are only as good as the studies they
summarize. By understanding the basic principals of
metaanalysis, clinicians can better evaluate and use their
results to guide treatment selection and, ultimately, to
optimize patient outcomes.
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Résumé :Évaluer les données probantes à l’aide de la méta-analyse : conseils pratiques
et pièges
Bien qu’exercer la médecine fondée sur des données probantes soit le but de la plupart des médecins,
il peut être très ardu de filtrer à travers le vaste ensemble de données pour déterminer les meilleures
stratégies. La plupart des lignes directrices cliniques considèrent les essais contrôlés et randomisés
(ECS) reproduits, les méta-analyses et les études systématiques comme étant le plus haut niveau de
données probantes pour soutenir les recommandations de traitement. Les méta-analyses de qualité
supérieure peuvent éliminer bien des inconvénients des ECS individuels et des études qualitatives.
Elles peuvent réduire les biais, offrir l’efficacité adéquate pour démontrer les différences réelles des
résultats, et résoudre l’absence de cohésion des résultats d’études. Cet article met l’accent sur les
principes et les termes de bases utilisés en méta-analyse, de sorte que les cliniciens puissent faire des
évaluations adéquates et utiliser leurs résultats pour guider leurs décisions de traitement.

174

W Can J Psychiatry, Vol 50, No 3, March 2005

