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Sometimes I wish I were Will Parry in Philip Pullman’s
His Dark Materials. I wish I could use a knife to cut across
dimensions and move into a parallel universe. A parallel
universe where myself, Joanna Moncrieff, the Critical
Psychiatry Network, the Royal College of Psychiatrists,
and the other mental health clinical, scientific and
advocacy organisations, are all together on the same
side of the barricades, and together we face our common
enemies. Because we have many common enemies.
First and foremost, we face the stigma and discrimination that affects not only people with mental health problems but also the psychiatrists and mental health
professionals that are trying to help them. The percentage
of medical doctors that are training to become psychiatrists can be counted on less than one hand’s fingers.
Second, we face the continuing and relentless shrinking
of resources dedicated to mental health services across
the world, leading to a never-ending stream of news
headlines, but no change in direction from governments.
The waiting lists for first assessments, let alone psychotherapeutic interventions, are months-long. Third, we
face a lack of effective pharmacological interventions
for the many people that cannot tolerate, or do not benefit
from, currently available medications; and yes, these
medications are imprecise and unsatisfactory, but are
the best we have until we find some new ones; and we
are not going to find new medications soon, since all
major pharmaceutical companies have withdrawn from
research and development in psychiatry.
Yet, in this universe where I am living now, we
often find ourselves – mental health clinicians,
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academics and organisations – on the opposite sides
of the barricades. Even when there are no barricades,
we create them by formulating models for which we
have to be in favour or against. I have argued before,
in both this journal (Pariante, 2016) and in the
Huffington Post (Pariante & Rose, 2016), that there
are no barricades between the ‘biomedical’ and the
‘psychosocial’ approaches to psychiatry. Here I will
argue that there are no barricades between the ‘drugcentred’ and the ‘disease-centred’ approaches: Joanna
Moncrieff is right in what she writes in this journal
(Moncrieff, 2017), and I am really glad that she has
written this paper. In fact, I wish we were in the
other universe, and I wished we had written this
paper together. I also wish that, together, we had discussed how this philosophical debate on the drugcentred v. disease-centred approach is not at all specific
to psychiatry but it extends to all aspects of medicine
and health.
Because there is no difference between medicine and
psychiatry, and nothing has changed since the beginning of times, when our ancestors first used latex from
the opium poppy and leaves from the Salix tree. We
have a body (which includes a brain) that feels changes
in functions or sensations or emotions (symptoms),
which sometimes other people can see (signs), and
that can be induced, or modified, by external agents:
the poison of a snake; the deadly effect of a bacterium;
the extract of a leave; the assault of a predator; the ruthlessness of discrimination or the chemical product of a
pharmaceutical plant. Nothing more, nothing less.
Of course, Joanna is right that we are using psychotropic medications to affect biochemical systems that
may not be directly implicated in the disease mechanism of the (mental) disorder for which they are prescribed. As I have said before (Pariante, 2017a), the
original idea that antidepressants ‘correct a chemical
imbalance in the brain’ is an oversimplification. But,
in terms of therapeutic interventions, this is not different from what we do when we give an antiinflammatory drug to people with infections: the
underlying disease mechanism (a virus or a bacteria)
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has nothing to do with the inflammatory system, and
we just want to control the symptoms and the signs.
We and others are testing anti-inflammatory drugs to
treat depression: this is targeting a biochemical system
in the body, to induce downstream effects in the brain,
to eventually affect processes relevant to depression.
How is this different from the rest of medicine?
Anti-inflammatory drugs create an altered physiological state in immune function, so much so that
they can induce side effects in the opposite directions
of the therapeutic effect: used to treat the deleterious
effects of infections, these drugs can make things
worse in a minority of sensitive individuals by reducing the immune system’s ability to fight infections.
Anti-cancer drugs also do the same, because they treat
cancer by creating an altered physiological state in
cells replication. In fact, these drugs can cause other
cancers, while treating the one for which they are
prescribed, exactly because they affect a physiological
mechanism which is present in all cells, not just the
diseased one. How is this different from psychiatry?
One more consideration. The potential harm
induced by anti-cancer drugs (and by many other
classes of drugs) is much worse than that induced by
psychotropic medications. Anti-cancer drugs can kill
people while trying to save them, or while successfully
saving others: they come in brightly labelled boxes
with death warnings. The cardiac death risk associated
with certain antibiotics is as high as 5 per 1000 person
years. Why there is no public outcry against these
drugs, no press campaigns, no ‘anti-oncology’ or ‘antiantibiotics’ movements? Is this because these drugs
treat ‘deadly illnesses’, and thus all risks are acceptable? But psychotropic medications also treat deadly
illnesses: even not accounting for the impairment in
quality of life that makes mental disorders among
the top leading causes of burden both in the developing and the developed world, close to one million people die from suicide every year: one death every 40 s.
By 2020, it will be one death every 20 s. Why cannot
we accept that psychotropic medications are like all
other drugs in medicine: overall beneficial, but with
side effects that sometimes are severe and in very
rare circumstances are tragic (Pariante, 2017a, b, c).
Finally, Joanna is right that we should do all the
studies that she suggests. We should do biological,
clinical and phenomenological studies on the effects
of psychotropic medications, in healthy volunteers
and clinical samples, both short-term and long-term.
We should also pursue animal models to understand
more of what these medications do. I have done
exactly this kind of studies myself (Pariante et al.
2004, 2012; Anacker et al. 2011, 2013; Mason et al.
2011; Cattaneo et al. 2013; Horowitz et al. 2014). But
the question is: how will we pay for it? I have already

mentioned the lack of interest from pharmaceutical
companies in mental health research. In terms of public research funding per person affected, approximately 100 times more money is spent on cancer
than on mental health; and in terms of philanthropy,
the United States public donates five times more
money to cancer than to mental health research, and
for the United Kingdom public, the equivalent figure
is a staggering 900 times more (Krystal et al. 2016).
So yes, we should do all of these studies. But, if we
have to prioritise resources, shouldn’t we try to find
new and better drugs?
Now I wish I were William Parry again, and cut my
way into yet another parallel universe. This is a universe where there are new psychotropic medications.
They are effective and well tolerated, and in this universe people talk about serotonin reuptake inhibitors
and anti-dopaminergic drugs as old remedies used
many generations before. Rumour has it that the next
Pullman’s novel is a sequel to His Dark Materials.
Perhaps it will feature such a universe.
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