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Abstract:Most experts in the field of psychiatry recognize that neuroscience advances have yet to be translated into clin-
ical practice. Themain message delivered to laypeople, however, is that mental disorders are brain diseases cured by sci-
entifically designed medications. Here we describe how this misleading message is generated. We summarize the
academic studies describing how biomedical observations are often misrepresented in the scientific literature through
various forms of data embellishment, publication biases favoring initial and positive studies, improper interpretations,
and exaggerated conclusions. These misrepresentations also affect biological psychiatry and are spread through mass
media documents. Exacerbated competition, hyperspecialization, and the need to obtain funding for research projects
might drive scientists to misrepresent their findings. Moreover, journalists are unaware that initial studies, even when pos-
itive and promising, are inherently uncertain. Journalists preferentially cover them and almost never inform the public
when those studies are disconfirmed by subsequent research. This explainswhy reductionist theories about mental health
often persist in mass media even though the scientific claims that have been put forward to support them have long been
contradicted. These misrepresentations affect the care of patients. Indeed, studies show that a neuro-essentialist concep-
tualization of mental disorders negatively affects several aspects of stigmatization, reduces the chances of patients’
healing, and overshadows psychotherapeutic and social approaches that have been found effective in alleviating mental
suffering. Public information about mental health should avoid these reporting biases and give equal consideration to the
biological, psychological, and social aspects of mental health.
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On31October 2019, twopsychiatrists—CalebGardner
andArthur Kleinman—published an opinion article in
theNew England Journal of Medicine.1 They wrote:
Ironically, although these limitations [of “biologic
treatments”] are widely recognized by experts in the
field, the prevailing message to the public and the rest
of medicine remains that the solution to psychological
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problems involvesmatching the “right” diagnosis with
the “right” medication. Consequently, psychiatric
diagnoses and medications proliferate under the ban-
ner of scientific medicine, though there is no compre-
hensive biologic understanding of either the causes or
the treatments of psychiatric disorders.
Like other leaders in the field, Gardner and Kleinman admit
that the neurobiological analysis of psychiatric disorders has
not yet been translated into improved clinical care.2,3 More-
over, they acknowledge, for the first time in a prestigious bio-
medical journal, that psychiatrists deliver another message to
their non-psychiatric peers in medicine and to laypeople.

Gardner and Kleinman1 suggest that this misleading mes-
saging negatively affects patients, caregivers, and society at
large. We believe, however, that most psychiatrists are not
aware that they contribute to it or passively accept it. They
do not intend to deceive patients and the public. Therefore,
in the absence of convincing evidence supported by observa-
tional studies, they might miss Gardner and Kleinman’s impor-
tant message. Here we review the academic literature describing
the misrepresentation of biological psychiatry, its sources, diffu-
sion through mass media, and social consequences. Indeed, as
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documented in numerous academic studies, there is often a huge
gap between the observations reported in biomedical publica-
tions and their representation in mass media. In the first part
of our review,we describe themisrepresentations of the scientific
observations that are already present in the biomedical litera-
ture and spread in the media, with a focus on psychiatry. In
the second part we review academic works that have exam-
ined how mass media cover biomedical research, with exam-
ples related to psychiatry. The third section briefly describes
the consequences of these misrepresentations. The last section
discusses the possible reasons why journalists, scientists, and
scientific institutions contribute to the misrepresentation of
biological psychiatry.

To summarize our approach here, we do not aim to fuel
the debates that split psychiatry and related disciplines in-
volved in mental health—in particular, the relationships
between social sciences, psychology, neuroscience, and bio-
logical psychiatry (see Kendler [2005],4Miller [2010],5 and
Rose & Abi-Rached [2013]6 for thorough discussions). The
multi-causal etiology of mental disorders is gaining accep-
tance, although mono-causal theories are still influential in
psychiatry.4,7 Therefore, the contribution of genetic and envi-
ronmental factors to the etiology ofmental disorders is discussed
here insofar as the mono-causal thinking still predominates in
mass media. More specifically, we do not intend to question
biological psychiatry per se, but the message delivered to the
public. Psychotropic medications do alleviate psychiatric
symptoms. For example, psychostimulants effectively treat
attention-deficit/hyperactivity disorder (ADHD). It is ques-
tionable, however, to promote this treatment by asserting that
it corrects an underlying dopamine deficit, although this claim
has been often put forward by mass media.8–10 In the same
way, thousands of biological studies have effectively helped to
improve our understanding of mental disorders, even though
the outcome of this knowledge in terms of diagnostic and treat-
ment is still modest. In particular, the value of negative findings
is often underestimated, although they serve the goal of identify-
ing and then discarding unfounded hypotheses, such as the sero-
tonin deficit theory of depression, which has often been invoked
in advertisements for antidepressants.11

THE DISTORTIONS ALREADY PRESENT IN THE
SCIENTIFIC LITERATURE
Scientific publications and their corresponding press releases
represent the raw material used by journalists. If these publi-
cations already misrepresent or misinterpret scientific obser-
vations, these distortions are very likely to spread into the
corresponding media documents.12 These distortions there-
fore are a concern not only for the scientific community but
also for the public.

Data Embellishments
Fraud consists in fabricating observations to validate a the-
ory, but cases of blatant fraud are extremely rare.13 Several
types of data embellishment are common in the biomedical
396 www.harvardreviewofpsychiatry.org
literature.14 Researchers’ surveys have revealed that 2% of
them admit to having falsified their data at least once. More-
over, 14% of the interviewees said they were aware of col-
leagues who had embellished their data.15 Based on a survey
of 390 statisticians, Wang and colleagues16 drew up a list of
questionable requests from biomedical scientists. Themost fre-
quent ones were: (1) the deletion or alteration of some data in
order to obtain a significant effect, (2) the termination of data
collection as soon as a significant effect is observed, and (3) the
multiplication of statistical tests until obtaining a positive effect
and its selective reporting. During the past five years, more
than three-quarters of these biostatisticians have received at
least one request for partial falsification.16 These practices,
called p-hacking, are therefore common and explain why the
p values just below the critical threshold of .05 are abnormally
frequent in biomedical science.17

Preferential Publication of Positive Results
All disciplines combined, the percentage of scientific articles
reporting results that confirmed researchers’ hypotheses in-
creased from 70% in 1990 to 86% in 2007.18 Considered to-
gether, psychiatry and psychology have the highest positive
outcome rate of all scientific disciplines examined by Fanelli.19

The preferential publication of positive biomedical findings
might result from two trends: either researchers choose not to
submit their negative results for publication, or editors reject
them more frequently.20–22 For example, Ioannidis examined
41 meta-analyses reporting an association between brain vol-
ume abnormalities and psychiatric disorders. He showed that
the number of primary studies reporting a significant difference
between patients and controls was twice as high as what
should have been observed on the basis of the corresponding
meta-analyses.23

Clinical trials reporting the beneficial effect of a medica-
tion are more often published than those reporting no effect,
and studies about psychotropic drugs are not immune to this
publication bias.22,24,25 This bias has been revealed by ana-
lyzing the outcome data of the clinical trials that have been
registered with the Food and Drug Administration (FDA)
but not published in medical journals. For example, among
a total of 74 randomized, controlled trials of antidepressants
registered with the FDA, 37 of the 38 trials reporting a posi-
tive effect were published in peer-reviewed journals. By con-
trast, among the 36 trials judged as negative by the FDA, 22
had not been published, 11were published but reported positive
outcomes, and only 3 trials published results in agreement with
the FDA’s judgments.26

Inaccurate Description of the Methods
In scientific publications, the methods must be described in
sufficient detail to allow other researchers to replicate the ob-
servations and to provide readers with all the information
needed to judge the quality and implications of the results.
Unfortunately, the description of the methods is often vague
or incomplete.14,16 For example, a study published in 1999
Volume 28 • Number 6 • November/December 2020
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concluded that the brain level of the dopamine transporter is
70% higher in patients suffering from ADHD.27 This article
was widely covered by the lay press because it claimed to re-
veal the biological cause of ADHD and to demonstrate the
merits of psychostimulant medication, which inhibits the do-
pamine transporter.28 In their 1999 article, the authors failed
to specify that four of their six patients had a previous history
of psychostimulant therapy.27,29 Subsequent studies have
shown that the brain level of the dopamine transporter is sim-
ilar in controls and in untreated ADHDpatients and that pro-
longed psychostimulant treatment increases this level.30

Misrepresentation of the Data
Within individual scientific articles there is often a huge gap
between the observations per se and their presentation or
interpretation—in particular, in the summaries. Numerous
studies have characterized and quantified these embellish-
ments,14,31,32 called spin in the specialized literature, and
psychiatry journals are not immune to them.33 The most mis-
leading form of spin consists of an obvious inconsistency be-
tween the observations described earlier in the article and the
conclusions drawn at the end of the article or in the summary.
For example, a study reported that treating children with
ADHDwith a psychostimulant does not improve their reading
performance and does not decrease their risk of early school
dropout.34 On the sole basis of a slightly lower grade-repetition
rate, however, the authors concluded that this treatment
improves their academic performance in the long term.
This conclusion spread in newspapers.12 Indeed, on 21
September 2007, theWashington Postwrote: “This is the first
study that shows that taking stimulants for ADHD improves
long-term school performance.”

Less extreme forms of beautification are much more fre-
quent in biomedical publications—in particular (again), in
their summaries.32 A common form consists in highlighting
a statistically significant effect without mentioning the figures
that question its clinical significance.31 For example, 159
summaries asserted a statistically significant association be-
tween ADHD and the 7R allele of the gene coding for the do-
pamine D4 receptor, but only 25 summaries mentioned the
size of this association,12 which is actually weak: 23% of
the children diagnosed with ADHD are carriers of this allele
versus 17% of control children. The omission of this quanti-
tative information in 84% of the summaries was found in the
same proportion in newspaper articles.12

Many articles reporting a correlation between a pathology
and a risk factor improperly suggest that it is a causal factor.32,35

When this improper interpretation also appears in the cor-
responding press release, it is likely to be found in the press
articles covering the study.35 For example, a brain-imaging
study published in 2017 reported that some subcortical brain
areas are smaller in patients with ADHD.36 The largest differ-
ence between patients and controls was related to the volume
of the amygdala, and it was much smaller (mean difference =
1.5%) than the natural variability within healthy controls
Harvard Review of Psychiatry
(SD = 9.4%). The authors concluded that “our results confirm
that ADHDpatients truly have altered brains, i.e. that ADHD is
a disorder of the brain.” This conclusion, which also appears in
a corresponding press release, implicitly suggests a causal link
between these brain abnormalities and ADHD. In some news-
papers this causal interpretation was more explicit. Indeed, on
16 February 2017, the Daily Telegraph (UK) headlined:
“ADHD is result of brain disorder, not bad parenting.” Inside
the article the journalist wrote: “The scientists behind the study
say their findings prove for the first time that the condition has a
physical cause.” Yet, structural changes in certain brain areas
are not necessarily the cause of mental disorders, as the au-
thors acknowledged in a comment on their study.37 For ex-
ample, the most robust difference between the brains of
depressed patients and those of healthy controls relates to
the volume of the hippocampus. A large, international study
showed that this volume reduction is modest (1.2%) and ap-
pears only after years of depression.38 It is not observed in pa-
tients diagnosed with a first depressive episode. Consequently,
this minimal atrophy of the hippocampus might be the conse-
quence of chronic depression rather than its cause.38

MASS MEDIA ARE UNAWARE OF THE RESEARCH
PROCESS

Initial Scientific Findings Are Uncertain
Because positive findings are preferentially published in bio-
medical journals, it follows that the first study on a new ques-
tion most often reports a larger effect size than subsequent
studies on the same issue.39,40 This devaluation of initial stud-
ies by subsequent studies is frequent and affects all domains of
biomedical research.39–41 For example, among 43 initial stud-
ies asserting the effectiveness of a psychotropic medication,
16 of them were invalidated by subsequent studies and 11
others reported effect sizes much larger than those of subse-
quent studies.42 Regarding research associating a risk factor
with a pathology, we conducted a large comparative study
on 663 initial studies.43 We observed that, on average, one
in two initial studieswas either contradicted or strongly atten-
uated by the corresponding meta-analysis. This replication
ratewas highly variable, however, depending on subdomains.
For example, among 46 initial studies reporting a significant
association between a genetic risk and a psychiatric disorder,
only three (7%) were confirmed, whereas this percentage was
larger (38%) regarding neurological diseases. The sample
sizes of these initial genetic studies were smaller for psychiatry
than neurology. Thus, most initial studies in psychiatry ap-
peared underpowered to detect small genetic risks.43

Mass Media Preferentially Cover Initial Studies
The low confirmation rate of initial studies is not shocking in
itself: science is a cumulative process that evolves from prom-
ising but uncertain initial studies, toward a consensus based
on a corpus of independent studies confirming, or not, the
initial studies. Unfortunately, mass media do not take this
www.harvardreviewofpsychiatry.org 397
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process into account. We observed, on a sample of 5029 associ-
ation studies, that newspapers favored initial studies (13%were
covered) over subsequent studies (2.4%) and meta-analyses
(1.6%).44 As a result, half of the studies covered by newspapers
were actually disconfirmed by subsequent studies. The confir-
mation rate was lower for psychiatry (26%) than for neurology
(63%).44 In addition, newspapers hardly ever inform the public
when the studies they have covered are contradicted. For exam-
ple, among the top ten scientific studies about ADHD that
attracted the largest media interest during the 1990s, sevenwere
initial studies, and all of them were either fully disconfirmed or
strongly attenuated by subsequent studies.28 These seven initial
studies were covered by 158 newspaper articles, whereas,
among the 43 subsequent studies following up the initial ones,
only 2 were echoed by the press (3 articles each). All but one
failed to mention that the subsequent study disconfirmed a pre-
vious study.28

Journalistic standards, which favor novelty and attractive-
ness, explain in part the journalists’ preference for initial stud-
ies. Moreover, it is exacerbated by the higher visibility of
initial studies compared to subsequent studies. For example,
four of the seven highly covered initial studies mentioned
above were published in prestigious journals (Lancet, New
England Journal of Medicine, Science), whereas all but one
of the 43 subsequent studies were published in journals with
lower impact factors.28

This example illustrates a general observation: newspa-
pers strongly favor studies published by prestigious scientific
journals,44 even though the initial studies that they publish
are as often disconfirmed by subsequent studies, as are the ini-
tial studies published by journals with lower impact factors.43

Newspapers preferentially cover these initial studies because
these prestigious journals also produce press releases highlight-
ing the studies they publish.45 Indeed, these press releases
are the direct source of more than 80% of the press articles
reporting biomedical findings.45,46 Moreover, most newspa-
per articles are very closely inspired by these press releases
and take up their biases and exaggerations without criti-
cism.31,35,47,48 Finally, newspapers further accentuate publica-
tion biases by almost exclusively covering studies reporting a
positive effect.44

Mass Media Rarely Inform the Public About the Uncertainty
of Initial Studies
If the initial studies published in scientific journals are, as we
have seen, uncertain, communications in conferences are even
more so. Newspapers do not hesitate, however, to cover
them: out of 734 front page articles covering biomedical find-
ings from 2000 to 2002, 43% reported communications at
conferences.49 Of these, only half resulted in subsequent pub-
lication in peer-reviewed journals. Among newspaper articles
covering these conference communications, less than one in
five informed the reader of their preliminary and uncertain
nature.49 Similarly, among press articles covering initial stud-
ies published in peer-reviewed biomedical journals, only one
398 www.harvardreviewofpsychiatry.org
in five mentioned that these discoveries were preliminary and
should be confirmed by subsequent studies.50,51

THE CONSEQUENCES OF MISREPRESENTING
BIOLOGICAL PSYCHIATRY

Implications for Attitudes and Beliefs About Mental
Disorders
Misrepresenting biological psychiatry to the public bolsters
the view that “mental disorders are increasingly conceptualized
as biomedical diseases, explained as manifestations of genetic
and neurobiological abnormalities.”52 Indeed, the percentage
of American people who are convinced that schizophrenia and
depression are genetic brain diseases increased from 61% in
1996 to 71% in 2006.53 Similar increases were also docu-
mented in Austria, Germany, and Scotland.54 The effects of
this biogenetic belief on public attitudes toward mental disor-
ders have been reviewed.52,55–58 Although laypeople adhering
to this belief tend to blame patients less for their symptoms,
they perceive them as more dangerous and are more pessi-
mistic about a possible recovery.52,55 For caregivers, this
neuro-essentialist conceptualization dampens their empathy
toward patients.52 Its effects on patients’ self-blame and guilt
are mixed, depending on the pathology.52,58 Patients adher-
ing to this view aremore pessimistic about recovery, however,
and focus their expectations on psychotropic medications.52,58

Moreover, some studies59–61 showed that patients with less en-
dorsement of biogenetic beliefs about depression seem more
likely to recover, although other studies reported no relation-
ship.62 This specific point has yet to be discussed in a system-
atic review, however; it needs further investigation. Finally,
expected stigmatization discourages patients from seeking
help.56,57 Altogether, this neuro-essentialist conceptualization
negatively affects several aspects of stigmatization, reduces
the chances of patients’ healing, and overshadows psychother-
apeutic and social approaches that have been found effective in
alleviating mental suffering.1

Social Prevention Is Kept in the Background
Mental disorders run in families. Until recently, this indisput-
able fact has been mainly interpreted as evidence that mental
disorders are genetic diseases. At first glance, twin and family
studies had fueled this view by showing that mental disorders
are highly heritable.63 Actually, some rare genetic variants
appear to be strongly associated with intellectual disability,
autism, and schizophrenia, but they explain only a small
percentage of cases.63

Recent genetic and epidemiologic studies have softened the
view that genetic defects play a major role in the etiology of
mental disorders. First, extensive genome-wide association
studies have demonstrated that common mental disorders
are not the product of one or a few DNA sequence variants
of high penetrance.3,64 Instead, the genetic risks for most psy-
chiatric disorders result from the additive effect of numerous
common variants of very small effect.3,63Moreover, it has been
Volume 28 • Number 6 • November/December 2020
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shown that genetic risk factors can, in some cases, be either
detrimental or protective, depending on the environmental
conditions.65,66 Indeed, genetic diversity is favored by the
evolutionary forces that shape species; it increases species’
abilities to cope with changing environmental conditions.66

Second, although the heritability of mental disorders is
high, the concordance between monozygotic twins is usually
low (e.g., 30% for schizophrenia).67 This suggests either that
the genetic component of heritability is overestimated or that
environmental conditions are required to trigger the expres-
sion of mental disorders.67,68

Third, interactions between gene and environment have
been thoroughly investigated since the highly popularized
study by Caspi and colleagues,69 who reported a genetic sus-
ceptibility to depression induced by stressful life events. Sub-
sequent studies and meta-analyses have disconfirmed this
genetic susceptibility and reaffirmed that social stress (e.g.,
job loss, previous history of child maltreatment) is strongly
associated with depression.70,71 Although the genetic suscep-
tibility hypothesis seems plausible in psychiatry, it is not yet
supported by sound experimental evidence.72,73 “There are
few (if any) clear examples of gene by environment interactions
in psychiatry, and their scope for informing either our under-
standing of disease pathology or clinical practice remains lim-
ited at present.”72(p 1092)

Fourth, recent attempts to disentangle genetic from envi-
ronmental components in the etiology of mental disorders
have taken advantage of natural experiments and provided
convincing evidence that psychosocial conditions play a ma-
jor causal role, at least for some disorders, such as the familial
transmission of major depression.74

Altogether, recent genetic and epidemiologic studies con-
firm the importance of environmental factors in the etiology
of commonmental disorders.75 This would represent a major
advance for preventive psychiatry and a great hope for society
because, unlike genetic risks, psychosocial risk factors are
amenable to social policies. Unfortunately, when mass media
cover studies investigating together the genetic and environ-
mental factors conferring risks for commonmental disorders,
such as depression or ADHD, most of them—in particular,
TV programs and websites—emphasize genetic risks.10,76,77

Many newspapers also elaborate on psychological factors,
but social factors (e.g., socioeconomic status, children born
to teenage mothers, preterm birth)9 are almost never men-
tioned by mass media.77–79 Some psychiatrists cited by mass
media have a role in generating this biased coverage;10 when
communicating with journalists about their findings, biomed-
ical scientists tend to go beyond the implications stated in
their publications.50,80,81

Implications on Health and Research Policies
In democratic societies scientific arguments are oftenmobilized
to legitimize political decisions. A qualitative survey among
decision makers in the German political and administrative
system showed that mass media have a substantial impact
Harvard Review of Psychiatry
on policy processes.82 Indeed, political and administrative in-
stitutions strongly invest in media observation. It allows pol-
icy makers to identify topical questions and provides them a
repertoire of scientific arguments that will be used to legiti-
mize decisions. Mass media also offer decision makers both
feedback about their activities and a way to influence public
opinion. A survey of Belgian, Canadian, and Israeli politicians
showed “that a piece of information gets more attention from
politicianswhen it comes via themedia rather than an identical
piece of information coming via a personal e-mail.”83(p 153)

In the field of research policy, interviews with 35 German
policymakers working in organizations from politics, sci-
ence, and research funding showed that they increasingly
adapt to media logics.84 Some interviewees even suggested
that “funding organizations select research projects accord-
ing to their attractiveness to the mass media.”84(p 725) It is
likely that these interactions between mass media and politi-
cal decisions also apply to mental health policies and to the
funding of psychiatric research, although this hypothesis re-
mains, to our knowledge, to be investigated. If shown to be
true, it would imply that these decisions might still be largely
influenced by simplistic views about mental disorders con-
veyed by most mass media.

POSSIBLE CAUSES

Scientists Are Pushed to Publish Exciting Findings and to
Embellish Them
Biomedical publications often state that: (1) previous studies
on the same issue have not produced convincing results, (2)
the results provide the first proof, and (3) the discovery is clin-
ically and socially relevant. Although often excessive, this rhe-
toric could be seen as rational from the point of view of
scientists and their institutions. Indeed, a scientist’s career
mainly depends on the number and quality of his or her pub-
lications. A study published in a prestigious journal ensures
authors a lasting reputation and makes their grant applica-
tions more likely to be funded.85 To gain publication in pres-
tigious journals, researchers might benefit from exaggerating
the interest of their work.12 On their side, the editors of pres-
tigious journals reject, before peer review, the vast majority of
the manuscripts they receive. They select the most exciting re-
sults likely to interest a large audience.86 In fact, mass media
preferentially cover studies published by prestigious journals
because they believe them to be the most reliable,87 although
many of them are disconfirmed by subsequent studies.39,43

Surveys of researchers and journalists have shown that the re-
lationships between them are increasingly smooth and posi-
tive;88 interviewed scientists expressed their feeling that the
coverage of their research positively affects their careers and
facilitates the funding of their research.88,89

Scientific institutions have contributed to this rhetorical esca-
lation. First, they favor researchers who publish in prestigious
journals.90 Second, they encourage researchers to communicate
with journalists and the public.88 Third, scientific institutions
www.harvardreviewofpsychiatry.org 399
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have considerably strengthened their press services in recent
years and are flooding national journalists with press re-
leases.87,88 This promotional activity appears to be effective.
Indeed, national newspapers preferentially cover biomedical
publications whose authors are working in that country.91

Fourth, because research is mainly funded on project-based
proposals, researchers are pushed to over-promise in their
grant applications and, then, to embellish their results.90,92–94

Finally, in all biomedical domains, including biological psy-
chiatry, the volume of the scientific literature published each
year has sharply increased during the last two decades. Thus,
research in psychiatry is more and more competitive, techni-
cally sophisticated, and conceptually complex. These changes
exacerbate the specialization of research fields. Because most
scientists believe that they must be highly specialized to survive
the academic competition, they have less time to acquaint
themselves with related disciplines and might become less
sensitive to ethical concerns.

Journalists Unwittingly Exacerbate the Distortions Already
Present in the Biomedical Literature
As described in the first section, the presentation of biomedical
observations in scientific publications is often altered by differ-
ent forms of distortion: partial falsification of the results, vari-
ous data embellishments, publication biases favoring initial
and positive studies, citation biases, improper interpretation,
and exaggerated conclusions. Press releases, issued by pres-
tigious biomedical journals and scientific institutions, often
exacerbate these distortions.95,96 Because most newspaper
articles are closely inspired by these press releases, journalists
are not the main source of these distortions.47 Nevertheless,
journalists enhance their dissemination by preferentially cov-
ering initial studies and those reporting a positive effect. Con-
sequently, the journalistic ideal of independent and objective
investigation of the facts seems to apply poorly to the media
coverage of biomedical findings.87

Two surveys of scientific journalists highlight this situa-
tion. In the first, the investigators asked journalists what items
they deemed essential when covering a disease-related genetic
discovery.97 Among these items, the replication issue was of-
ten mentioned. Indeed, 79% of the interviewees considered
that the press coverage of a genetic study must mention its
replication status: initial study to be confirmed or subsequent
study confirming or not the previous studies.97 Facts do not
necessarily match these good intentions; replication status is
rarely mentioned in newspaper articles.50,51 In the second
survey, most of the journalists also said that the replication
validity is an important issue.87 They expressed their total
confidence, however, regarding the robustness of the data
published in prestigious scientific journals.87,98 When asked
about the replication validity of biomedical findings, most
journalists erroneously ascribed the lack of validity to blatant
fraud. Even those with a strong scientific background seemed
to ignore the uncertainty inherent to initial observations.87

The few others, who were aware of the evolving research
400 www.harvardreviewofpsychiatry.org
process, acknowledged that they encountered difficulties in
accurately reporting on scientific uncertainty.87 Indeed, compared
to media immediacy, science is advancing slowly, and journalists
have no time to follow up—for years, if necessary—on the initial
studies they had covered.87

All these observations explain why mass media almost
never inform the public when a study that they have covered
is disconfirmed by subsequent studies—which often happens,
including for psychiatry.28,44 For example, the genetic suscep-
tibility to depression reported by Caspi and colleagues69 was
covered by 50 newspapers articles during the week following
its publication, whereas subsequent studies that disconfirmed
it received nomedia attention. Only four newspapers covered
the meta-analysis published in 200970 and informed the
public that this interaction was disconfirmed.44 Moreover,
even elite newspapers continued citing Caspi and colleagues’
conclusion years after its invalidation. For example, on
30 November 2014, the New York Times wrote: “What dis-
tinguishes children who prove more versus less susceptible to
developmental experiences? There is no single factor, but
genetics seems to play a role. For instance, short alleles of
the gene 5-HTTLPR, which transports serotonin, have been
linked to depression.”

Why Does the Neuro-Essentialist Discourse Gain Ground in
Democratic Societies?
The neuro-essentialist discourse pushes aside amore integrated
conceptualization of psychiatric disorders (often referred to as
the biopsychosocial model), although neuroscience advances
have not yet contributed to improve the diagnosis and treat-
ment of mental disorders.1–3 Therefore, one might wonder
why this reductionist discourse is so successful in democratic
societies, especially since we now have strong evidence that
psychosocial risk factors play an important role in the etiology
of commonmental disorders.Most of these factors are, in fact,
linked to the relative economic level of the subjects: the greater
the inequalities in a territory, the higher the prevalence of
mental disorders in the most disadvantaged population.99

Some biological correlates of this relationship have been de-
scribed and further reinforce the plausibility of a causal rela-
tionship between relative poverty and mental disorders.99,100

The neuro-essentialist discourse pushes aside this relationship
by suggesting that academic and social failures, which are ac-
tually more frequent in disadvantaged children, result from
their intrinsic neurodevelopmental dysfunctions of genetic or-
igin. Therefore, this discourse could mask the contradiction
between the democratic ideal of equal opportunity at birth
and the fact that disadvantaged children are even less likely
than before to climb the social ladder.101

CONCLUSION
In 2014, Allen Frances advocated for “resuscitating the
biopsychosocial model.”2 He pointed out that psychotropic
medications are still useful for alleviating severe psychiatric
symptoms, although they are not silver bullets. Moreover,
Volume 28 • Number 6 • November/December 2020
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certain biological risk factors do contribute to the etiology of
specific mental disorders, such as autism.102 Research efforts
regarding biological psychiatry must therefore go on. In the
present state of the scientific knowledge, however, the psy-
chosocial understanding of mental disorders is at least as
important as the biological one to guide mental health pro-
fessionals.1,2 Public information about mental health should
reflect this view.
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