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The provocative title and “deconstructivist” discourse 
on schizophrenia in the article by Blom and van Praag 
invites a commentary. Basically, the authors’ conceptual 
analysis is focused on: (i) a juxtaposition of Kraepelin’s 
original ideas about the nature of dementia praecox and 
Bleuler’s reformulation of the latter under the name 
schizophrenia; (ii) a critique of the DSM-IV definition and 
diagnostic criteria of schizophrenia (it remains unclear 
why the authors make no reference to ICD-10); and (iii) 
a proposal of “deconstructing” schizophrenia by means of 
a “functionalization” of the diagnostic approach. 

While agreeing with the general tenor of the article, and 

with many of the authors’ specific points, I find some of 
their statements concerning Kraepelin’s work to be tenuous 
or wanting in factual accuracy. They seem to overplay the 
influence of the mid-19th century theory of degeneration 
on Kraepelin’s outlook. Indeed, like many of his contem-
poraries, Kraepelin used arguments broadly derived from 
degeneration theory but he remained ambivalent towards 
its highly speculative character (1). The authors’ claim that 
the placement of dementia praecox under the heading of 
mental degeneration (psychische Entartungsprocesse) in the 
4th edition of Kraepelin’s textbook was definitive needs to 
be corrected. In fact, dementia praecox was removed from 
“degeneration” and placed under “metabolic diseases” in 
the 5th edition of 1896 (2). Far from being an inveterate 
“degenerationist,” Kraepelin was much more “Darwinian” 
in his theoretical allegiance and can be regarded, with some 
justification, as the progenitor of evolutionary psychiatry. 
In one of his late articles – Patterns of Mental Disorders 
(Die Erscheinungsformen des Irreseins) (3), he referred to 
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phylogenetically ancient, preformed brain mechanisms of 
reaction that could be released by pathological processes 
and find expression in three hierarchically ordered classes, 
or “registers” of symptoms and syndromes, including 
affective, schizophrenic and encephalopathic forms. This 
construct bears close resemblance to Hughlings Jackson’s 
theory of dissolution of higher nervous function (4) with 
which Kraepelin undoubtedly was familiar. But, while 
heeding to such meta-theories, Kraepelin essentially 
remained an empirical scientist in his attempts at “bring-
ing order to the confusing diversity of mental disorders” 
and “understanding their essential structure” (3). Thus, 
he adopted Kahlbaum’s proposal for a syndrome-course 
entity as the basic unit of a ‘natural’ classification of mental 
disorders but elaborated it further by blending into it the 
role of pathoplastic factors including, above all, personal-
ity traits, age and cognition. 

Kraepelin’s concept of dementia praecox was conceived, 
in its early versions, as an amalgamation of Kahlbaum’s 
catatonia, Hecker’s hebephrenia, and Morel’s dementia 
paranoides – all three developing in the course of time an 
irreversible pattern of cognitive deficit and personality 
deterioration. The criterion of outcome, defined in terms 
of “curability” and “incurability” was the cornerstone of 
his nosological system and was largely a matter of conve-
nience – he realized that knowledge of aetiology and brain 
pathology at the time could offer little guidance, while 
outcome was a variable accessible to the clinician and 
could be described with considerable refinement. Later 
on, Kraepelin acknowledged the diversity of the clinical 
pictures subsumed under dementia praecox and articu-
lated nine different “clinical forms,” ranging from dementia 
praecox simplex to circular,  agitated and periodic forms, 
thus anticipating what today is labelled as schizoaffective 
disorder. This certainly widened the scope of the original 
concept, and Kraepelin was faced with the boundary issue 
between dementia praecox and manic-depressive insanity. In 
his 1920 article (3), he acknowledged that “it is becoming 
increasingly clear that we cannot distinguish satisfactorily 
between these two illnesses and this brings home the sus-
picion that our formulation of the problem may be incor-
rect.” The solution of the problem was in recognizing that 
“the affective and schizophrenic forms of mental disorder 
do not represent the expression of particular pathological 
processes, but rather indicate the areas of our personality in 
which these processes unfold…it is conceivable that these 
two illnesses may…at times spread beyond the framework 
of their usual syndromes.” This was the first acknowledge-
ment of the existence of a continuum of psychoses, con-

sistent with his hypothesis about hierarchically structured 
“registers” of syndromes that might recombine in their 
clinical presentation in a “lawful” manner, determined 
by the hypothetical extent of “destruction of nerve tissue” 
– the “encephalopathic” forms could easily incorporate 
features of the schizophrenic and affective “registers,” but 
the reverse was not true – i.e., a primary affective disorder 
could only occasionally attract symptoms belonging to the 
underlying “schizophrenic” register and never symptoms 
from the “encephalopathic” register. This was retained as 
the Schichtenregel (the strata rule - that has been completely 
lost in the DSM “atheoretical approach” to psychopathol-
ogy). Thus, Kraepelin’s long journey from the initial for-
mulation of dementia praecox to the later and wider view of 
the complexity of the manifestations of the “forms” of men-
tal illness remain pertinent for the research agenda today, 
along with Bleuler’s reformulation of the concept to include 
non-psychotic (latent) forms and the important distinction 
between fundamental and accessory symptoms. 

Regarding the statement of Blom and van Praag that 
Kraepelin’s “degenerationist” approach to the classifica-
tion of psychoses cannot be reproduced via alternative 
approaches, I should mention that back in 1987, I was 
granted access to the Kraepelin archive at the Munich 
Department of Psychiatry. With my collaborators (5) 
we selected one volume of Kraepelin’s counting cards 
(Zählkarten) filled in for all 721 admissions to the depart-
ment during the year 1908, the time when his nosological 
system was already mature. Notably, only 53 (7.4%) of the 
patients were diagnosed as dementia praecox, as compared 
to 134 (18.6%) cases of manic-depressive insanity. The 
majority (66.3%) of these cases were first admissions, and 
with the exception of 13 forensic patients, were voluntary 
admissions. It is important to note that Table 1 in the Blom 
and van Praag article, which shows increasing proportions 
of inpatients being diagnosed as dementia praecox from 
1892 to 1900 and is claimed to reflect “the increasing loose-
ness of Kraepelin’s diagnostic criteria,” is based on data from 
the Heidelberg clinic where all admissions were involuntary 
(Kraepelin left Heidelberg for Munich in 1903).   We ana-
lyzed the content of the 187 cards for the two disorders by 
coding the symptoms and any other recorded clinical fea-
tures using the syndrome checklist and glossary definitions 
of the Present State Examination (PSE) and processed the 
data with the CATEGO computer classification algorithm 
which assigned ICD-9 diagnoses to the cases (6). We found 
an overall concordance of 80.2% between Kraepelin’s origi-
nal diagnoses and the computer-assigned ICD-9 diagnoses. 
Furthermore, stepwise discriminant analysis revealed that 
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flat affect, fantastic delusions and catatonic signs had the 
highest discrimination weights in the separation of demen-
tia praecox from manic-depressive insanity (5). At a next 
step, we applied grade of membership analysis (a form of 
latent class analysis which generates “pure types”) to obtain 
a purely statistical grouping of the patients based on their 
symptom profiles and ignoring the original diagnoses (7). 
This independent taxonomic analysis produced three “pure 
types,” clearly corresponding to bipolar disorder, recurrent 
unipolar depression, and dementia praecox, suggesting a 
consistent “goodness of fit” between Kraepelin’s typology 
and the actual clinical material on which it was based.

Finally, is the diagnostic concept of schizophrenia really 
“broken” beyond repair? Despite the ever-increasing vol-
ume of research data, the search for causes of schizophre-
nia remains inconclusive and this raises doubts about the 
validity of the diagnostic concept as presently defined. 
Such doubts are not without reason. However, simply 
dismantling the concept is unlikely to result in an alter-
native model that could account for the host of clinical 
phenomena and research data consistent with a working 
hypothesis of schizophrenia as a broad syndrome com-
prising aetiologically different subtypes, as anticipated by 
Bleuler. The dissection of the syndrome with the aid of 
intermediate phenotypes is beginning to be perceived as 
a viable strategy, and a recent proposal (8) to link genom-
ics and neural circuit functioning as “hubs” for a range of 

phenotypes cutting across the conventional classificatory 
categories may be a signpost for future developments. As 
suggested by Blom and van Praag, the mapping of clinical 
phenomenology on specific brain dysfunction is becoming 
feasible and the resulting functional psychopathology may 
in the future help recast the present nosology (9).  
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Functionalization Revisited. 
A Reply to Jablensky’s 
“Schizophrenia: Cracked  
but on the Way to Repair”
Jan dirk Blom and herman M. van praag 

We are grateful to Professor Jablensky for bringing 
to our attention his own reanalysis of the data derived 
from Kraepelin’s Zählkarten, the outcome of which 
beautifully demonstrates the remarkable concordance 
between the diagnoses established by Kraepelin in 
1908 and the way they can be established on the basis 
of ICD-9 criteria (1). We consider that concordance as 
further proof of the extent to which our current schizo-
phrenia concept is indebted to Kraepelin’s nosological 
work, not only when it is operationalized in terms of 
DSM criteria but also when this is done in terms of ICD 

criteria. Unfortunately, however, such a clinical and 
statistical “goodness of fit” does not suffice to remedy 
the lack of validity of the schizophrenia concept. On 
the basis of Jablensky’s work we are convinced that, in 
clinical practice, Kraepelin applied his own typology of 
psychotic disorders with unwavering rigor, and that he 
indeed lent the highest discrimination weights to flat 
affect, fantastic delusions, and catatonic signs in his 
attempts to distinguish between dementia praecox and 
manic-depressive insanity. And yet we wonder whether 
Kraepelin himself was aware of the extent to which he 
relied on this diagnostic algorithm. If so, he might well 
have designated the symptoms at hand as “first rank 
symptoms” in the vein of Kurt Schneider, or he might 
at least have mentioned them as symptoms of particular 
diagnostic value – which he never did.

But let us assume, for argument’s sake, that the triad 
of flat affect, fantastic delusions, and catatonic signs 
might indeed help us to devise a nosology of psychotic 
disorders similar to Kraepelin’s, and that we would 
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thus be able to “reproduce” the operational criteria of 
dementia praecox (or “schizophrenia”) without taking 
recourse to any speculations about an unavoidable unfa-
vorable outcome, whether inspired by degenerationism 
or not. Would that help us to increase the validity of the 
dementia praecox concept? Or of our current schizo-
phrenia concept? And even more importantly, perhaps, 
would it alter the historical facts about the concept’s 
indebtedness to Kraepelin’s degenerationist outlook?

Jablensky expresses his concern that we may well have 
overplayed the influence of the 19th-century degenera-
tion theory on Kraepelin’s work. We will leave it up to the 
reader to decide whether that is what we did. We agree 
with Jablensky that Kraepelin was thoroughly darwinian 
in his theoretical allegiance. He was introduced to evolu-
tionary thought by his brother Karl while he was still in 
elementary school, only a few years after the first German 
translation of the Origin of Species had been published. 
That introduction, along with the enthusiasm for evolu-
tionary thought expressed by his later teacher Wilhelm 
Wundt, sparked a life-long fascination with the subject 
(2). But at the time evolutionary thought was tightly 
interwoven with the degeneration theory, and Kraepelin 
freely mixed up elements from both discourses in his 
theoretical work. This is especially clear in his later writ-
ings, such as his 1920 article Die Erscheinungsformen des 
Irreseins (“The manifestations of madness”), in which he 
unfolds his ideas on human evolution and on the role of 
remnants from earlier developmental stages in the media-
tion of psychopathological symptoms (3). An overview of 
his ideas on the nature and causes of degeneration is to 
be found in his 1908 essay Zur Entartungsfrage (“On the 
question of degeneration”) (4), as well as in his ego docu-
ment, Persönliches (5), written only a few years before his 
death. It is unfortunate that van Bakel’s richly annotated 
translation of that ego document (2) was only published in 
Dutch, because in that edition we find an extensive treat-
ment of Kraepelin’s reflections on the causes and nature of 
degeneration, as well as on the threats it allegedly posed 
to public health. It may be true that Kraepelin remained 
ambivalent about the doctrine’s speculative character, and 
that empirical science is the field with which he deserves 
to be associated foremost in our collective memory. After 
all, he was an exceptionally gifted and versatile man: a 
clinician, empirical scientist, taxonomist, progenitor of 
evolutionary psychiatry, transcultural psychiatrist, phi-
losopher, poet, musician, husband, father, and networker 
avant la lettre (6). But however ambivalent he may have 
been about the degeneration theory, it did not keep him 

from writing extensively on the subject, and from publicly 
warning the German government that something should 
be done about it to avert its disastrous effects.

All in all we are grateful to Jablensky for his thoughtful 
commentary on our conceptual analysis of the biomedical 
schizophrenia concept. Elsewhere, the concept was desig-
nated by him as “an overinclusive diagnostic category for 
which no specific biological substrate is identifiable, proba-
bly because of admixture between different underlying dis-
ease subtypes” (7). That characterization pretty much sums 
up our own position on the subject, although we would 
like to add that at present even the existence of “underlying 
disease subtypes” must be considered uncertain. Maybe, 
and hopefully, such subtypes will be identified in the near 
future. But for as long as the concept has been around, cli-
nicians and researchers have been forced to do their jobs 
without having them at their disposal. For that reason, the 
method of functionalization that we advocate seeks to link 
psychic dysfunctions rather than “disease subtypes” to 
their biological determinants. This method, described in 
some detail in our paper (8), does not involve a quest for 
a novel nosological concept but rather a sophistication of 
our current diagnostic approach. In the everyday practice 
of cardiologists a diagnosis of myocardial infarction serves 
as a starting point for a detailed analysis of its biological 
determinants. Functionalization seeks to allow for similar 
analyses in the area of psychiatric symptoms, thus paving 
the way for tailor-made treatments for individual patients, 
aimed at alleviating their specific symptoms and psychic 
dysfunctions rather than broad “disease packages” such as 
“schizophrenia” or any of its alleged “endophenotypes.”
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