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The straw man of prescribing
in psychiatry †

COMMENTARY

COMMENTARY ON… DRUG-CENTRED
PSYCHOPHARMACOLOGY
David Taylor

SUMMARY

‘Drug-centred’ prescribing in psychiatry has been
proposed as a new and better approach than the
current ‘disease-centred’ alternative. It targets
symptoms most important to the patient using
the concept that psychotropics act indirectly
by altering normal functioning. I contend that it
is a straw man: psychiatrists already use ‘drugcentred’ prescribing, applying their knowledge
of a drug’s pharmacological profile and evidence
base to treat each patient’s symptoms, not their
diagnostic classification. Furthermore, there is
no compelling evidence that psychotropics act
by altering ‘normal’ functioning: rather, they have
diverse effects on different mental states.
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Yeomans and colleagues (2015, this issue) tell us
that today’s prescribers first diagnose and then,
on the basis of their knowledge of the underlying
biochemical pathology of the specific disorder
identified, choose a drug which directly or
indirectly reverses that biochemical abnormality,
thus helping to ‘restore the body to a more normal
or healthy state’ (I hope I have not overstated
this). Thus their contention is that (a) diagnosis
is critical for drug selection, (b) the underlying
biochemical abnormality associated with any
diagnosis is reasonably well characterised and
understood, and (c) prescribers select drugs on
the basis that their pharmacological actions are in
opposition to the known biochemical abnormality
of the condition diagnosed (the model sold to them
by the drug manufacturers). This argument is, of
course, a ‘straw man’ of rather large proportions.
One of the easiest and best ways to win an
argument is, figuratively, to erect a straw man
and then to knock it down. Ideally, the straw man

must have the look of your opposition’s point of
view, but must be subtly amended to render it
superficially, if only faintly, preposterous and, on
closer examination, utterly untenable. The straw
man argument often reveals much about the
relative merits of the two sides of the debate. The
erectors of the straw man must at some level know
that their opposer’s position has some merit and
might be rational and cogent: why else change it
into something ludicrous?
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The straw man
I suspect that no prescriber examines a patient,
diagnoses them with, say, schizophrenia, infers
that they have a surfeit of dopamine and then
decides to block the action of dopamine with
an antipsychotic, expecting full resolution of
symptoms. It is more likely that the prescriber
notes various psychotic symptoms and prescribes
a drug that she hopes might improve to some
extent some of the symptoms to the patient’s
benefit. A benzodiazepine might relieve distress,
an antipsychotic might lessen the frequency
of auditory hallucinations, promethazine, a
straightforward sedative, might reduce physical
hyperactivity, for example.
Psychiatrists, I contend, prescribe drugs to
treat symptoms, not diseases or artificially defined
conditions. Rarely is there any certainty about
diagnosis and more rarely still do prescribers
have the faintest clue of the indications for which
individual drugs are formally licensed. Who
knows that paliperidone palmitate is not indicated
for schizoaffective disorder, that valproate semi
sodium is licensed in Europe only for acute
treatment of mania, that sodium valproate and
valproic acid are not licensed for any psychiatric
disorder? This off-licence prescribing is clear
evidence of a ‘drug-centred’ approach, as Yeomans
et al point out, but prescribing within a drug’s
licence is not, in my view, evidence of the use of a
disease-centred model, the matching of condition
and indication more often being mere coincidence.
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There are a few areas of psychiatry in which
a clear diagnosis is crucial to prescribing
decisions. Unipolar and bipolar depression have
similar symptoms (Akiskal 2000) but respond
very differently to pharmacotherapy – an anti
depressant is the treatment of choice for the former
but is perhaps best avoided in the latter (Taylor
2015). Importantly, however, different prescribing
practices for these two disorders are dictated by
observed clinical outcomes of trials rather than by
any particular theory of ‘biochemical imbalance’.
Nobody really knows why, say, aripiprazole
has therapeutic activity in unipolar depression
(Berman 2009) but not in bipolar depression
(Taylor 2014).

Drug safety
In my experience, prescribers do not have ‘an
uncritical assumption that most medication is
restorative and safe’. Far from it. Who can fail to
recognise the myriad dangers of, say, haloperidol
or fluoxetine or clozapine? And, while we’re at
it, what might clozapine be restoring? Nobody
knows, but clozapine still gets prescribed, often
to considerable effect, to patients with all kinds
of ‘diseases’ (Kane 1988; Suppes 1999; Frogley
2013). There is no disease-centred approach
evident here, and given that we do not know how
clozapine exerts its therapeutic effects, it cannot
be prescribed on the basis that it is restoring the
balance of some chemical or other.
Yeomans et al also tell us that ‘patients’
complaints about [the psychoactive effects of
antipsychotics] are still frequently minimised or
dismissed’. I am sure this does occur, although
one hopes to a lesser extent than in earlier times.
Why this attitude should be blamed on a diseasecentred model is unclear and not substantiated.
This observation is also used to suggest that,
in some cases, the benefits of antipsychotics
(reduced relapse) might be outweighed by their
negative effects. Of course, this is true, but we
need to be careful about the proportion of people
for whom this is the case. The Wunderink paper
(Wunderink 2013) cited is an outlier among a large
number of studies (e.g. Hough 2010; Kane 2012;
Emsley 2014) that indicate that the exact opposite
of its findings are more commonly seen. Almost
every discontinuation study ever undertaken
shows relapse rates of 60–80% at 1 year and
>90% at 2 years. Surely the best way to balance
the positive and negative effects of psychotropics
is to find a drug that works while giving rise to
the least frequent or least severe adverse effects (or
whatever one might want to call them).
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Collaborative prescribing
No one would argue that collaboration is not a
good thing when prescribing psychotropics to
patients. For this to happen we do not, I contend,
need to believe that ‘drugs act through altering
normal mental functions’, whatever normal mental
functions may be. We need only to have in mind
the patient’s best interests. Nor is it always a good
idea to prescribe according to ‘patient-identified
goals’ (although it often is) – the nature of many
mental illnesses is such that these goals might
well be against the patient’s interest were they
not psychotic, manic or depressed. To take a trite
example, a patient’s goal might be to be properly
recognised as the saviour of mankind. Should one
prescribe according to this goal? There are times
when such decisions are best made by someone
other than the patient.

Reinventing the wheel?
That a drug-centred approach is already employed
by psychiatrists is perhaps best exemplified by the
use of quetiapine. This is a drug with multiple
pharmac ological actions and metabolised to at
least four similar compounds with markedly
different pharmacological actions (Fisher 2012).
It is licensed in Europe for schizophrenia,
bipolar mania, bipolar depression and unipolar
depression, and is also active in generalised
anxiety disorder (Mezhebovsky 2013), for which
it is not licensed. Quetiapine is prescribed for
symptoms related to those conditions on the basis
that it has been shown (in trials and in practice) to
be effective. I contend that it is not prescribed on
the basis of its pharmacological actions, because
no one could possibly conceive of the multitude
of pharmacological permutations which arise
from the ingestion of a single dose of quetiapine,
even less reckon them against the imagined
biochemical changes claimed to be associated with
the condition diagnosed.
So, in essence, we agree: drugs should be
prescribed to treat symptoms on the basis of prior
observations that such symptoms are improved by
particular drugs. There is a need to be broadly aware
of a drug’s pharmacological profile (but not its socalled mode of action – which is often not known
anyway) for the purposes of predicting what specific
effects might arise (e.g. blocking dopamine seems
to improve psychosis but also raises prolactin). In
fact, this approach has recently been formalised
by the ‘neuroscience-based nomenclature’ (NbN)
group (Zohar 2014), who seek to classify drugs
according to their actions rather than their usage.
So, for example, quetiapine is referred to not as an
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antipsychotic but as a dopamine multifunctional
receptor antagonist (DAmF-RAn), better reflecting
its pharmacological actions. Importantly, NbN does
not suggest that these actions used to identify or
classify a drug are in any way reversing known
abnormalities associated with any condition. NbN
simply recognises that psychotropics have a variety
of pharmacological actions that can render them
useful in a range of different conditions – or, to put it
another way, that prescribing should be undertaken
on the basis of what the drug does rather than what
the condition is. A drug-based model, if you like.

done. Likewise, targeting symptoms or problems
most important to the patient seems only right
and proper, notwithstanding the likelihood that,
in some cases, the patient’s wishes will not be
in their best interests. But I cannot accept that
psychotropics act indirectly by altering normal
functioning: aside from the fact that normal
functioning is difficult to define, there is much too
much evidence demonstrating that psychotropics
have diverse effects in people with different, what
might be loosely termed, mental conditions.

There must be a mode of action

Akiskal HS, Bourgeois ML, Angst J, et al (2000) Re-evaluating the prevalence of and diagnostic composition within the broad clinical spectrum
of bipolar disorders. Journal of Affective Disorders, 59 (suppl 1): S5–30.

An important aspect to the proposed drug-centred
approach is the observation that drugs exert effects
on normal mental functioning. An extension to this
theory, it seems, is that it is this alteration to
‘normal’ functioning that brings about a drug’s
apparent therapeutic effects. The mounting
implausibility inherent in adding one supposition
to another has the effect of rendering the whole
proposal difficult to accept. We can agree that con
centration on the drug rather than the diagnosis is
probably to the patient’s benefit. However, can we
agree that all psychotropics cause alterations in
normal mental functioning? Possibly, although it is
worth remembering that many psychotropics do
very different things in ‘normal’ people than in
mentally distressed people – selective serotonin
reuptake inhibitors (SSRIs) improve mood in the
depressed but not in the euthymic; haloperidol
cannot abolish auditory hallucinations unless they
are experienced in the first place. This observation
that psychotropics cause different effects in those
considered mentally ill is not consistent with the
suggestion that drugs act by changing ‘normal’
mental functioning. Surely if this were the case, the
effects would be the same in everyone. Likewise, the
idea that these changes to functioning are (entirely?)
responsible (again, I hope I am not overstating the
theory here) for a drug’s therapeutic effects seems
implausible. Sure, clozapine (for example) will
sedate and render a person impassive to what is
going on around them, but these effects alone are
not nearly enough to account for the changes
frequently seen in delusional content, paranoia,
thought disorder, hallucinations and everyday
functioning. Clozapine, as with other drugs, must be
doing something specific and direct; it must have a
mode of action, if only we knew what it was.

Conclusions
I see no difficulty accepting the drug-centred
approach because that is what is already being
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