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Introduction
• The main focus of this conference is on the
problem of “levels,” explanatory pluralism and
reduction. When we worked out the program, I had
in mind talking about these problems as they apply
to my current research programs – that is assuming
a synchronic model of trying to deal with these
problems in the “now.”

Introduction
• But, in the last several years, I have taken an
intense turn into the history of psychiatry – with a
nosologic focus – mostly in the late 19th century
when our current framework was being worked
out.
• Without initially intending to, this lead me to an
historical or diachronic view of the “levels problem”
– not an expected path.

Outline of Talk
• Review historical documents that support the follow
two hypotheses:
• 1. During the formation of psychiatric nosology during
the 19th century, faculty psychology typologies played a
strong role in the conceptualization of diagnostic
categories. These typologies were often derived from
the work of philosophers.
• 2. In understanding how possible dysfunctions in
different “faculties” might inter-relate, clinicians made
frequent references to “Psychological” causal effects
using the implicit criteria of understandability.

Outline of Talk
• Then I want to generalize these historical lessons. I
argue that it is nearly inevitable as clinicians
struggled with trying to develop classifications of
psychiatric disorders, that they would use commonsense folk faculty psychology to “reverse engineer”
the disorders they were seeing.
• But part of that has to be to hypothesize causal
relationships between these various faculties since
some individuals will demonstrate abnormalities in
multiple faculties.

Outline of Talk
• So, I argue that in psychiatry we find ourselves in this
conundrum.
• Our psychiatric diagnosis are based on our ways of
understanding the mental world – the faculties at work, the
causal inter-relations between them.
• However, circa 2018, we have a quite sophisticated research
community using molecular and systems neuroscience and
genetic tools committed to understanding these disorders in
biological terms.

• This leads to (at least) two troubling questions:
• Is it reasonable to expect any substantial mapping of our
reversed engineered diagnostic categories and their biological
substrates?
• How would psychological causality be presented at the level
of brain?

Wyman: A Discourse of Mental
Philosophy, 1830 Boston

Bucknill and Tuke, 1858
• In their section on classification, they write

Bucknill and Tuke, 1858

• They go on to discuss the faculty
psychological systems of Plato, Reid,
Brown, Stewart, Fichte and, as a school,
the “Scottish metaphysicians.”

Historical Review – TOC Hammond
1883 – Treatise on Insanity

Historical Review – TOC Kellogg 1897
– Textbook on Mental Disorders

• There is a German part to this story I will not
review.
• Berrios and Radden have written about how Kant’s
faculty psychology had a strong influence on
Kraepelin’s diagnostic thinking.

On the Second Point – Need for
Causal Inference within Faculty
Psychological Systems
• If individuals manifest symptoms both of
intellectual dysfunction (e.g. delusions) and mood
(e.g. depression), how would our 19th century
psychiatrists understand this process?
• I suggest that adapted folk understanding about
psychological functions.
• I now give examples

Examples of Causal Statements:
Mood to Cognition
• Dr. Wilhelm Greisinger 1867 Section on Elementary Disorders in Mental Disease
p. 71

Examples of Causal Statements:
Cognition to Mood
• Dr. Friedrich Scholz: Lehrbuch der Irrenheilkunde für Aerzte und Studirende
(1892) Chapter on Paranoia p 122
• There is a distinction between primary and secondary paranoia. Secondary
paranoia (secondary Verrücktheit), as has already been demonstrated, is an
outcome stage for the unhealed affective insanity (Affekt-Irresein) and as such
has thus already been discussed (See Chapter 13, E).

• In the following, paranoia always refers to the primary form.
• Paranoia is distinct from melancholia and mania mainly in its lack of affect. This,
of course, does not mean that there is no change in mood at all. Instead, all
perceptions as a whole and the vehemence with which they impose themselves
onto consciousness are always determined by the contents of the delusions
(Wahnvorstellungen). The paranoid patient may also be sad, cheerful or angry,
like a healthy person who reacts naturally to perceptions, irrespective of
whether they are objectively true or erroneous. However, pathological affects
with inhibition or acceleration of psychological activity do not occur. Due to the
lack of affective foundation, paranoid delusions (Wahnideen) are distinct from
melancholic and manic delusions (Wahnideen).

Examples of Causal Statements
• Dr. Emil Kraeplein 6th Edition 1899 Chapter on Paranoia p 323

Causal Inference DSM-5 style
• For major depression, captures old idea of
delusions which can be understood as arising from
disorders mood versus those that cannot.

• I could replicate examples many times over, but I have
made my point.
• What conclusion can we draw?
• When, in Western Europe and North American, we first
began to see the mentally ill in large numbers and think
about nosology (probably end of 18th century), I
suggest that it is entirely predictable that faculty
psychology and mental causal reasoning played a major
role in their nosologic deliberations.
• Imagine yourself walking into an insane asylum for the
first time with the goal of developing a nosology?
• Here is now this scene was described by Esquirol in
1845:

Where Does this Leave Us?
• First, a graphical summary of my major points:
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Where Does this Leave Us?
• What questions can we pose assuming that my
view of the unusual state of modern biological
psychiatry is approximately accurate?
• That is, that we developed a nosology for
psychiatric illness that reflects our internal folk
psychological beliefs about how the mind words.
• Is it a problem?
• Well, what happens when we want to learn the
biology of these syndromes.
• Two immediate thoughts:

• First, what would happen if we had the same mindbrain system (e.g. from evolution) but had
developed different cultural models of mental
functioning?
• Would that predict that we would have different
psychiatric nosologies? That would be a problem.
• Second, if my thesis is broadly correct, is it
reasonable to assume that our nosology could or
should match underlying brain mechanisms?
• We have a potential disconnect of “levels” in which
our nosology emerges from our mental world
extrapolated onto our psychiatric patients. Can we
expect this to “connect” that up to how our brains
work?

• An optimistic response would be “Well maybe we got it
right. We sense our feelings of anxiety, can give that as
a diagnostic category (anxiety disorders) because there
is an underlying anxiety “circuit.”
• Our tendency to divide our disorders into those that
are primarily disorders of thinking (e.g. schizophrenia”)
and mood (e.g. depression and bipolar illness) also
reflects fundamentally different brain pathways.
• Why might this be true? Did we evolve to detect and
predict the internal workings of our con-specifics high
accuracy? That is very adaptive.
• That is the mind seen from the inside (mental life) well
maps the brain which we see from the outside and the
mapping of normal functioning and psychopathology
has high congruence.

• A more pessimistic response would be “Systems of
faculty psychology and mental causation are highly
culture and history dependent and there is no a
priori reason why they should, in any particular
culture at a particular time, map well onto the
underlying biological processes.”
• While we want to believe that our folk psychology
well mimics that way the brain really works, how
plausible is that? The Churchlands certainly did not
think it was.
• I am no expert but some work (e.g. Kurt Danziger,
“Naming the Mind”) in cross cultural psychology
suggests substantial cultural differences in how we
conceptualize the key faculties of the mind.
• But work of Ekman and relative universality of facial
emotions.

Historical Analogy
• Think of the evolution of botany and zoology
• Some key decisions were made in early classification
systems – 16th -17th centuries:
• Downward classification by logical division

• A guess about the essential features:
• For plants, focus on flowers or general growth patterns
(trees, shrubs and grasses)
• For animals, with blood or without, hairy or hairless,
two-footed or four-footed, warm vs. cold blooded, etc.
• Is our choice of cognition, emotion and volition
analogous?

How else could we have done it?
• Interesting to pose scenarios – we could have decided
on all the key variables, collected a huge amount of
data and applied some multivariate statistical model
(e.g. latent class analysis) to get our diagnoses.
• Not historically realistic – not the way medicine has
worked.
• But, see potent quote from Mayr about biological
classification:
• Eventually, it became clear that it was futile to attempt to
salvage downward, divisional classification by modifying it
and that the only way out was to replace it by a completely
different method: upward or compositional classification …
Not only was the direction of the classificatory steps
reversed, but reliance on a single character was replaced by
the utilization and simultaneous consideration of numerous
characters. (Mayr, 1982, p. 192)

Conclusions
• This project is clearly incomplete.
• I have tried to relate the historical origins of the
major outlines of our psychiatric nosology – the
“level” of descriptive psychopathology – to current
ongoing efforts to understand the etiology of these
disorders from both neuroscience and molecular
genetic perspectives.

Conclusions
• I have focused on the roles of faculty psychology and
psychological causal reasoning in the creation of our
nosology.
• I realize that this is yet another way to formulate the
impact of the mind-body problem on the field of
psychiatry. We come back to this again and again.
• The main question that I leave you with is – given that
there is a discernable underlying neuroscience level
explanation for our major psychiatric disorders, how
good a “sketch” have we obtained from our historical
traditions?

Conclusions
• Three broad options:
• 1. Spot on - so our clinical categories created in
part from our folk psychological constructs very
accurately reflect the underlying neurobiology.
• 2. Roughly in the right ball-park - so we can start
the iterative process (i.e. DSM revisions, increased
scientific sophistication) to align the descriptive and
etiological levels.

Conclusions

• 3. Way off - I would suggest two ways to be “way off.”
• A. Just widely missed our target. Our mental constructs
are seriously mismatched with the underlying
neurobiology.
• B. Heterogeneity – No one to one mapping of mental
to neurobiological states. One analogy – biological
psychiatrists are like zoologists who study
• winged creatures – birds, bats, butterflies
• flippered creatures – fish, sharks, dolphins and penguins.

• This is another way of raising the old nemesis of
multiple realizability. That is how many brain states
might be able to create a given mental state – of
abnormalities in cognition (e.g. delusions), mood (e.g.
euphoria) or volition (amotivation)?
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