Brit. 7. Psychiat. (1968), 114, 1509-1521

Perceptual Defect and Role Handicap: Missing Links in
Explaining the Aetiology of Schizophrenia

By RUTH V. KIRK

INTRODUCTION

The immense literature on schizophrenia
abounds in discoveries of single associations
between the symptoms of the disease and certain
other factors. Braithwaite (1960) says in speak-
ing about “science like psychology and the social
sciences which make great use of tendency
statements . . . that to assert an isolated tendency
statement is to say very little’’. Such isolated
statements in themselves are not explanations. A
theory, on the other hand, interprets informa-
tion; it explains.

In this paper a theory of the aetiology of
schizophrenia is proposed. The aim is to link
the main experimental data and observations
concerning the disease, providing, in Beck’s
(1962) words ““a single scheme of interpretation
for a whole group of apparently disconnected
facts”.

The procedure will be, first of all, to assess
the main types of investigation concerning
schizophrenia. This assessment will be presented
in tabular form, so that the data can be readily
summarized and the relative strengths of the
various associations be compared by the reader.
Secondly, evidence will be cited in support of
defective perception as a central factor in
schizophrenia. Thirdly, taking defective percep-
tion as a starting-point, and with the aid of a
diagram, a complex social interaction process
will be outlined which organizes the previously
summarized data into an explanatory pattern.
Fourth, the proposed theory will be stated in
summary form. Fifth, a preliminary test of
the theory will be made by checking whether
it can explain the specific symptoms and
characteristics of the disease.

1. AssessiNG THE MAIN TYPES oF
INVESTIGATIONS

In the accompanying table representative re-
ports of the main types of investigations into the
nature and aetiology of schizophrenia have been
brought together. An attempt to assess them
is made by listing the evidence for and against
the association which a particular investigation
claims to have discovered. Beyond this the
investigator’s report as a theory of actiology is
assessed by asking of each the following
questions:

(1) Does the report demonstrate one or more
factors with which the disease is typically
associated ?

(2) Does it postulate one or more mechanisms
that can account for the observed association(s)
and so begin to explain the formation of symp-
toms?

(3) Is this supposed mechanism sufficiently
specific to make possible tests of its working?

II. DEFECTIVE PERCEPTION AND
SCHIZOPHRENIA

On the basis of the available evidence, then,
the association between defective perception
and schizophrenia emerges as the strongest,
most consistent, most generally agreed-upon
association. This is hardly surprising, since
perceptual disorders have long been thought of
as a symptom of the illness. Some of the investi-
gators already cited have established connec-
tions with other variables, such as severity of
thought disorder, Weckowicz and Blewett
(1959), genetic factor and biochemical abnor-
mality, Huxley et al. (1964), and anxiety,
McReynolds (1960). McGhie and Chapman

1509

https://doi.org/10.1192/bjp.114.517.1509 Published online by Cambridge University Press


https://doi.org/10.1192/bjp.114.517.1509

IN THE AETIOLOGY OF SCHIZOPHRENIA

1510 PERCEPTUAL DEFECT AND ROLE HANDICAP

‘soruarqydozryos (6S61)
4q uey; paousuadxe poysund ssuodsos  “werreq pue pRYOYIS
eumen J10w—JuIqInIsIp 249m 191—A4A3091100 puodsax (9S61)
A[rensn sjonuod sruarydoziyos 03 3[qssod Jou—uonenjis 9IYM puUe Inoxg
-UOU JO SILIOISTH "poienueIs  pulq J[qnop,, ul pryo saoefd (og61)
-qns J0u [esned se uoijeArdop oym Jayjowr , srudfoudryd uyoy pue uasne[)
TeIuare "ARUIYIP pIjoeas -0ZIY2g,, "SIdYIoW  A[1IS0Y B77%)
soruaaydoziyos ynq ewmen 4119402 Inq Sutao] A[3a240 (og61)
[e3udw Yyonu se poouaLadxa ‘Suwsauriop ‘9An29301d J2anzg pue uewjeog
soruaaydozryos og jo s3urqrs 1940 “yuajstsuodut ‘Surdafaa,, (LS61) v 32 uamog *PIYO UO §52.35
06 “eruaaydoziyos 03 ueyy lo/pue s1ayie] Jeom (S1on1e MI1A1) reo3ojoyo4sd ‘uony
10Ul 5777 JD1205 03 PRI saey 03 s1oyio uey AP (0961) O3 PUB ZPI]  -BOIUNUIWIOD ‘UONIEBINUL
¢ ON é s1amorAeyaq [eurjew jo 9d4 1, J10u axe soruAIydoziyog Joid ‘sotureudp Aqiurey
*pPaYI3ds J0U 51 55138
Y3 Jo axmyeu o ¢ssaxs snid
uondaaiad L3mej 03 asuodsas ut ‘uonydaorad jo wsrueydow
eruaaydoziyog dopaadp asoyy Y YIM SIILINUT
Jo xourenb vy -, suoadozryos,, (¥g61) 13yoH UOTOUN] [edTWIYD
3Ie 2UIY “1030€) 01U pue ‘puowsQ -01q Ul JOLId PIuTW
20X ON X syl daey 9pdoad jo %S moqy ‘1hejq ‘Aopxnyy -1939p A[[eonaudn) -z
Y%Ll -+ paeredag
%16 poexedas JoN
%58 ** onodAzouop
*JUSWIUOIIAUD %1 . anodLziq
Jomsal Y3 3q p[noo (RIpIIs UM,
UOTIRIDOSEY *90UIPIAS O1JoU3 %89 sjuared ‘g om], (sponae moraar)
QUIULIIPUN 0} SPUI} SATPNIS %91 juared ‘g auQ (ogb1) uosyoef
Ted18o[oruaprda woly oudpIAY $UIpPTIY)
‘Teronuo st sisouderp Jjenbope %1 . ++ s3unqrg
Jo wapqoad ay3—uonsonb ojur %01 - syuared
P[0 Je spoylowi s uewWI[[ey]  :3ueploouod %, :diysuoneyy
< 22uDpL0IU0Y)
eruaaydozryas dof2asp [im

uosiad e yeyy st 31 A[2x1] 210w
a3 “oruargdoziyos e 03 diys
-UONIB[ POO[q Y3 JIO[D YT,

(Sponre maal)
(0g61) yoog
(9¥61) uewrreyy

‘payadsun ‘pury Jwos
JO 1030®j J1PUIL) ‘I

dysuoneas jsurede duUpIAY
K10y se
JUSUISSISSY

diysuonepax 10§ dUPIAY

s10)e3usAu]

eruaaydozryos 03
Po1e[21 Udds 10308

I T1av]

https://doi.org/10.1192/bjp.114.517.1509 Published online by Cambridge University Press


https://doi.org/10.1192/bjp.114.517.1509

1511

BY RUTH V. KIRK

ON ®X ®X

*“UIPIYO 1930
Jo syuaxed Aq paousradxe
SUTe1}s INOQE UONBULIOJUT ON

*Apnis [eorut[>—IapIostp
§,P[IYO JO UONBQIIIEXI pue
395UO 03 pajelal S PIIY JO YaIIq
310jaq Isnf syuared 10§ ureng

(0961)
jainzg pue ueuneog

*81030%)

[CIUSUIUOIIAUD [BIRUdI]

ON ON %X

*19410W JO OUBQINISTP [RUOTIOWD
‘Ajddns uadLxo paiajfe ‘uonnnu

a0od se yons s1030¢ej Tereudad

0] SI9PJIOSTP Inoeyaq Suunpud
9)e[aa SIIPNIS [EWITUE SNOIWNN]

*sorpnis reot3ojorwapids woxy
2ouapry “Aoueudaid Sunmnp

SINI[BULIOUQE JI9M JISY) UIYM

Jo/pue JNOLYTP 1M SYIIq
asoym uaapqyd Suowre 1ay3ry
st stsoya4sd jo douaprour 9y J,

(s1onae Ma1a1)
(og61) 3ejuog

(9561) prajuarpy
pue yoojqouyy
‘yJorueweseq

*SUOTITPUOD JULIAIN
~eI)UT ISI9APE—S10308)
JUSWIUOIIAUD [BIRUIJ

‘utaxese} ‘uruojoIds
‘urursejdomuad ‘ouniydsuds
Jo wstjoqeiawr 03 303dsox
IM sSUTpuy SAISNOUOIU]
‘[2A3] L31anoe 10/pue

I91p Ul s93ueyd Aq pajeuruid
3q ued pue ‘uonezijeidsoy

*19Y10 Yord

9reqiaoexs pue enyadiad
0] pud} IdUETEqUIT [EITUIAYD
pu® suondear [euonowyg
*s19y30 pue soruaayd
-0ZIYdS UIIMIIQ A1ISTUIDYD

(sponre mataar)

(og61) 433

(sronI1E MO1AI)

Jo s108jTIIR 9Q 03 UMOYS U33q Apoq Ul SIOUIIIYIP UMOYS (1961) zoImMONIIp\ *Ayfeuniouqe
ON ON %X JARY SIOUIIYIP 3593 Jo Auey 9A®Y $ITPNJS JO SPIIpPUNE [eorwaydorg
*SSU[[T JO 325uU0 03 Joud
*9ousLadxs ueWINY [esIdATUN ‘Tea18ojoyd4sd pue [eorsAyd
€ S9UO PIAO] JO YIeap {uon ‘ewne) Jeuosiad jo  aeak
-eALdop JO S9WAIIXI YINS PIOUd [eonud,, e paduaLadxd
-uadxa saey soruaaydoziyos pey ‘soruaaydoziyds
M3y Inq ‘Aem sty3 paure[dxa 3q -uou jo sjdures payoyewr 03
Aeur §9580 959Y J, *JUSWIUOIIAUD JSBIIUOD Ul ‘SWNs uedry (S961) peaysduroy
ON SX X Tes1d4) 210u1 10§ 9A0qE 998 oung ut sotuarydozyog pue 1330y
*ssoussafadoy ‘Ajrure; jo ssof
‘uonyezireuosiadop ‘uonjearess
oruaaydozryss  1ayye eruaaydozigos padoaasp ‘eumen
704 SWITIOTA UO UOTIBULIOJUT jure] AIejrpaiay ou yim (0961) wrayeg ea13ojoyo4sd pue

ON X =X

ou—A4[uo Apn3s [earur)

swro dured uoneIUIDUOD)

(1961) 13unty

[eosdyd swanxy

€ T 1

L1093 se
JUIUISEISSY

dysuonerar jsurede duspag

diysuoneaa 10§ duIpIAg

s103e31359AU]

eruarydozryos 0y
Pale[a1 Uads J0308 ]

https://doi.org/10.1192/bjp.114.517.1509 Published online by Cambridge University Press


https://doi.org/10.1192/bjp.114.517.1509

IN THE AETIOLOGY OF SCHIZOPHRENIA

1512 PERCEPTUAL DEFECT AND ROLE HANDICAP

J[yorg

resuswdopaad(g oredea(g-uewo(q
.

€D IOJON-TENSTA Iopudg
*$3[e0G DUISI[AU] II[SYIIM
151593 Bummorioy

9Y3 I5€3] 3. JO o1} STSIY ], SUONIBAIISO [edtur]d

*$309Jop renidaoiad —}ary

03 9Np SII[IqesIp SuTured] (9561) xopusg

1L 34 YIM UIP[IYD JO I50Y} I[qUIISIX (L¥61)

se se so1uaaydozryos jo sj02030.1d 3593 UdUTIYIT] pue ssneng

JION 10N X eo13ojoyo4sd pue smoydwdg (0g61) 3reydoayy
*sivaf Aq
SSAUT[T JO JOFUO $9p22244 31OYIP
ren3odqPIut Jey) Sutmoys
‘1omo[ Apuaisisuod se dn
Mmoys ‘s3ul[qIs jo 503 YaIm
paiedwod UayM ‘[9A9] g pue
‘9 ‘z apeas ye sorudarydoziyos

ON ON X JosQ1 dnosd piqrow-axy  (S961) 9aq[y pue sue|
“Suruonoury
J0J0WI-LIOSUIS UT 309JoP

arseq e st sorudaydoziyos (so1om3 MIARI)

Jo yop reordojoyadsd  (Sg61) ssng pue Suer]

ON X X sidnnuw oy Sut[1epun (Sg61) Suery pue ssng
*1932218 yonuw Lyiqerre A

‘uondaorad onsiessun) (og61) 1TeY pue

*3urures] Jo SSPUMO[S JOWWOG ‘ZOIMONIPM
*9su0dsai Jo ssoumorg

ON ON %X *395 BUIYSTIq IS JO SSPUMO[S (€961) moxeyg
‘soruaxydoziyos
U1 J9pIOSTP 3y3noy) jo
AJLISAE YIIM PIIEB[I.110D ST

Aoue3suod 2dueIsIp pue 2218 (6561) namarg *UOTLIOISTP “IIPIOSIP
ON ON X U1 dueqInistp jo 313(] PU® 20IMOYIM,  193)9p “yoyoep renadasiag
€ z 1
drysuonepax jsurede ouapiayg digsuonyeal 105 2ouapiay s103e3nsoAuy eruarydozigos 03
KLiooyy se PR1e[31 U3 J0joe]
JUSWSSISSY

https://doi.org/10.1192/bjp.114.517.1509 Published online by Cambridge University Press


https://doi.org/10.1192/bjp.114.517.1509

BY RUTH

(1961), starting out from an investigation which
was psychoanalytic in orientation, are led by
their observations to reject the proposal that
early schizophrenic symptoms are defensive
activities related to unconscious conflicts and to
suggest that the basic pathological breakdown
is particularly to be found in the process of
perception. Fish (1961) reaches the conclusion
that early phases of acute schizophrenia are due
to ‘“‘overactivity of the reticular system produc-
ing an undue diversion and disruption of
central processes by sensory input”. Thus he
sees anxiety as a result of disturbed perception
and the resulting disruption of thought processes.
Hoffer and Osmond (1963) report that certain
schizophrenic symptoms are associated with
measurable aspects of visual perception, specifi-
cally that schizophrenic patients were less able
to decide whether or not an investigator was
looking into their eyes than were non-schizo-
phrenics. Most of these investigators have not,
so far, been able to state the complex inter-
related mechanisms which could explain the
development of the complex symptomatology
of the disease. Chapman (1966) gives evidence
which relates disturbances in perception to the
immobility of the catatonic, to cognitive
disturbances, to visual imagery, and to the
development of delusions and hallucinations,
illustrating his ideas with material from inter-
views with acute schizophrenics. He suggests
that the time is ripe for finding a way of
integrating the vast number of disparate findings
into a theory rather than looking for some major
new aetiological factor.

1II. DEFECTIVE PERCEPTION AND SOCIAL
INTERACTION

The accompanying diagram, like the line of
thought which is to follow, starts out with the
postulation of an unrecognized perceptual
defect in a child. It is likely that the defect is
relatively slight, since gross defects would not
remain unrecognized. The origin of this
perceptual defect could be any one of the
following :

(1) A genetic factor, possibly a biochemical
abnormality.

(2) Adverse prenatal conditions.
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(3) Brain injury at birth or at some later date
—or some combination of two or more of these.

(1) If one assumes that perceptual defect in
one or more sensory modalities exists, one can
readily deduce some of the effects of such a
defect on the growing child. The child can be
affected by the fact that he has poor or distorted
perception in several ways, namely:

(a) He will become aware that he cannot
do something that others of his age and
intelligence can do, such as read or spell
or throw accurately or discriminate
between similar sounds.

When he listens to others talk of what
they perceive, he will not entirely under-
stand, because he does not perceive
things as they do, his disability perhaps
including poor perception of language
itself.

When he acts on the basis of his deficient
perceptions, he will not find consensus,
i.e. his behaviour will not be understood
by others, in short, will be seen as
bizarre.

(2) The perceptual defect, then, results in
bizarre behaviour from the point of view of
adults and of other children, who are not aware
that the child is not perceiving things as they do.

(3) Because he is behaving in a bizarre
manner and not learning normally, others tend
to regard the child as queer and unreliable.
When he talks of what he perceives, people will
tell him he is mistaken, or, more bluntly, stupid.
If he is unable to judge distances, so that he
trips over and bumps into obstacles, he will be
thought of as clumsy. When he is unable to
keep his attention focused long enough to
complete a task, people will be likely to interpret
this as laziness.

(4) Because his efforts are not recognized as
such, the child is not rewarded for them,
nor is he rewarded by his own feelings of accom-
plishment, since many of his attempts are
unsuccessful ones.

(5) The net result of the perceptual handicap,
then, is that the child does not learn the things
he is expected to learn, both because the
handicap in itself makes learning difficult
(and the learning of some of the more complex

(6)

(e)
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skills, such as reading, extremely taxing), but
also the child’s best efforts may often go
unrecognized and unrewarded.

(6) In addition, if he and others have no
knowledge of his perceptual defect, he will, in
effect, be punished for things he cannot under-
stand nor avoid doing. Also, the child will be
punished for failing at tasks he cannot master
despite consistent effort.

(7) Even if he is not punished directly, he will
be likely to feel himself to be somehow different
from other people, and less adequate than other
children.

(8) The child’s conscious and/or unconscious
reaction of discouragement and emotional
upset to the unrecognized fact of his perceptual
disability and his own sense of his difference
from others can take various forms, but it is
bound to be present.

(9) Because social relations are unrewarding
to him, the child may withdraw from others
and live chiefly in a fantasy world in which his
own perceptions are not tested against the
perceptions of others and hence would be likely
to be less disturbing, or not disturbing at all.
This is the autistic reaction. Alternatively, the
child’s emotional reaction to his handicap may
be one of violent aggressive, uncontrolled
behaviour, that of a person who tries to force
his own perceptions on other people. This is
the acting-out reaction.

This inevitable emotional reaction to the
experience of impaired perception is likely to
compound the feeling of difference in at least
two ways:

(@) In children with perceptual defects,
these defects are much more pronounced
when the child is upset, angry, or
tired than when he is rested, happy and
relaxed. Hence, the emotional reaction
will tend to increase the perceptual
handicap.

(6) The emotional reactions of withdrawal,
aggression, or lack of control will often be
construed as infantile or bizarre behaviour
unacceptable to others, possibly leading
to rejection of the child or to punishment
which he may feel as rejection.

To sum up the argument so far: the

perceptual defects, the reactions of other people,

https://doi.org/10.1192/bjp.114.517.1509 Published online by Cambridge University Press

KIRK 1515

and the child’s emotional reactions to both
(including, of course, his physiological reactions)
appear to constitute a vicious circle which will
tend to spiral downwards unless the defect
is somehow corrected or compensated for and the
emotional reactions are neutralized or reversed.
Chapman (1966) has described this process to
some extent, and illustrates it with quotations
from interviews with young schizophrenics.

The child whose perceptions are thus not
only deficient or distorted, but are made un-
stable by his emotional reactions, will have
difficulty in identifying himself with anyone,
since he can have no stable models. This
instability of models is, of course, much greater
in the case of the child with a “schizophreno-
genic” mother. This is true because her
behaviour toward the child is actually unstable
and unreliable. According to the proposed
theory, a child with such a mother, if his own
perceptions were normal, might become
neurotic, but not schizophrenic. He would,
in time, find other models with whom to
identify, and could come to realize that his
mother, not he, is “different”. But a child with
faulty perception, compounded by his own
and others’ reactions to it—for whom nothing
and no one in the external world of reality is
stable—will have no basis for forming a sturdy
ego. His natural tendency would be to regard
his own inner bodily needs and his fantasies
built around these needs as the only stable
realities of his life. Hence, he would, in schizo-
phrenic fashion, tend to respond mainly to
these inner needs and fantasies, rather than to
external reality.

The next link in the chain can be best under-
stood in terms of Kirk’s (19644, b) concept of
“role handicap”.

The notion of “role handicap’ helps to clarify
how the kind of interpersonal communication,
or more accurately, miscommunication which
is characteristic of schizophrenics and their
families, develops. Roles are learned patterns of
interpersonal conduct governed by particular
norms. In that sense they involve our learning
that certain responses are generally to be
expected in particular social situations. Let us
now think of an individual who has learned the
proper role for a particular situation; but when
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he finds himself in the actual situation it is not
at all what his role training has led him to
expect. The behaviour of certain others in that
situation is sharply different from his anticipa-
tions of them. Such a discrepancy between the
learned and thus expected situation and the
encounter with the actually experienced one
constitutes a constraint for normative role
performance and such a structural constraint
has been called “role handicap”.

If the role-handicapped person can gain the
key to the meaning of the actual behaviour of
others, he may be able to adjust his behaviour
accordingly, and thus overcome his role handi-
cap and carry out his relations in an altered but
cffective manner. But if the role-handicapped
person does not gain understanding of the
nature of the changed situation, he is likely to
act in ways that are inappropriate and that are
likely to alienate him from the relational norms
that were supposed to govern his role. This
concept of role handicap can, when considered
in combination with a learning handicap in the
child, explain the genesis of the syndrome
of behaviour on the part of the mother which
has been called “schizophrenogenic”.

(10) To see how this kind of behaviour on
the part of the mother could be generated
toward a particular child, a perceptually handi-
capped child, let us again follow the sequence
illustrated in our diagram. Since adequate role
performance depends in part on getting
adequate responses from significant others, not
only does the child require adequate responses
from the mother; the mother, if she is to feel
adequate in her role as a nurturing, loving
parent and teacher, requires adequate responses
from the child. But the bizarre behaviour of
the child means to the mother that she is failing
in her efforts to teach and train the child without
understanding why she is failing.

(11) The mother of such a child, feeling that
she is failing in her task, becomes upset; she
feels she is failing, not only because of the child’s
bizarre behaviour, but because she becomes
aware that others see the child as queer, stupid,
lazy, etc.

(12) She thus feels handicapped in her role
as mother, and will be likely to try to adapt
herself in at least two ways. Because her child
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responds differently from others to her usual
methods of discipline and training, her efforts
at using these methods are likely to give way to a
random succession of methods, in the hope of
finding a successful one. Since she does not
have the key to understanding what is wrong,
these random attempts at adaptation compound
the child’s difficulty by forcing him to cope not
only with his own perceptual defect and hence
learning handicap, but also with the inconsis-
tency of his mother’s approach, which fails to be
rewarding, and may be actually punishing.

(13) As each new method tried falls short of
success, the mother, feeling more and more
inadequate, is likely to begin blaming the child,
if she hasn’t already done so at an earlier stage.
Her hostility, coupled with her feeling of guilt
(because of both her failure and her hostility)
would be likely to make the child feel even less
secure and his performance even less adequate
than it would be without this emotional strain,
so that again a vicious cycle is in operation. In
this cycle, the child’s withdrawn and/or hostile
behaviour serves to perpetuate the mother’s
inconsistent, rejecting, ‘‘schizophrenogenic”
behaviour, which in turn exacerbates the child’s
tendency to bizarre behaviour, and tends to
alienate the mother from the norms of nurturing,
loving, parental behaviour toward this child
who is so unrewarding to her. Thus the mother
develops an ambivalent attitude toward the
child, with love and rejection felt simul-
taneously.

The adult who is closest to the child (usually
the mother) will suffer more of a handicap in her
role toward him, but such significant others as
fathers, teachers, and siblings will also be likely
to meet with responses based on the child’s
faulty perception, and they and the child be
prone to reduce their interaction with each
other, thus reducing their mutual frustration.
Although the other people will not suffer much
from this reduced contact because they experi-
ence other, more normal relationships, the child
himself will become increasingly isolated and
withdrawn as social interaction tends to be
continually frustrating for him.

In recent years, the author has had occasion
to take several histories in which this kind of
complex vicious circle process was clearly visible.
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Even more significant, a reversal of the vicious
circle has been observed when perceptual
defect was diagnosed and appropriate percep-
tual training begun. Parents of perceptually
handicapped children experience a profound
relief and a corresponding shift toward a positive
desire to help their child overcome his handicap,
once they understand what the child’s problem
is. In such cases, the key to overcoming the role
handicap lies in the parents’ knowledge of the
underlying defect, so that the social milieu,
instead of being rejecting and hostile, becomes
positive, accepting and loving, working toward
the child’s better functioning rather than
exacerbating the difficulty.

A case history may serve to illustrate this
reversal of the vicious cycle of parental and child
behaviour.

J., an 8-year-old boy, the son of a university teacher,
was the younger of two children in the family. For two or
three years, he had been gradually withdrawing from
contact with family members, and within the six months
prior to testing, the withdrawal had extended to with-
drawal from other children, both at school and in the
neighbourhood. Despite a bright—-normal 1Q, J.’s school
work was poor, and he spent most of his time in his room
with the door closed. His parents were having marital
problems, and were told by their doctor that they were
rejecting their son emotionally and that this withdrawal
was a reaction to his knowledge of their rejection of him.

Psychological testing showed that J. had many signs of
minimal cerebral dysfunction, including deficiencies in
both auditory and visual perception, as well as fluctuating
attention, hyperactivity, and inadequate language
development. (His Verbal IQ was 22 points lower than
his Performance 1Q.) When these difficulties and the
handicap they meant in the school situation were explained
to his parents, their previous ambivalent attitudes toward
him changed to loving concern. They undertook to launch
J. on a vigorous programme of exercises and training
designed to decrease these handicaps (Delacato, 1963).

Over a period of ten months, J. became actively involved
in both family and school activities, and developed a lively,
friendly personality. His Verbal IQ increased by 15
points, and his test protocol no longer showed the evidences
of perceptual handicap. These improvements took place
and the gains have been maintained after treatment was
stopped, in spite of the fact that the emotional stress
in the home became worse, resulting in the separation
of J.’s parents.

The downward spiral of reactions to
perceptual defect on the part of the child and
others is not likely to occur to any great extent
until after the child is no longer an infant. One
reason for this is that satisfactory performance

2
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by a baby is relatively simple and does not
require as accurate and stable perception as is
necessary for the more skilled performances
required of the older child or adolescent. Also,
everyone expects that infants will be infantile
in their emotional responses. But by the time
the child is 3 or 4 years old and has learned
to walk and talk, he is expected to begin
behaving as others do, and is punished in subtle
or not-so-subtle ways if he does not eonform to
these expectations.

In order to construct a theory of the actiology
of schizophrenia, it was only necessary to
arrange into a new pattern the data summarized
previously in this paper. The first step in
forming the new pattern was to think of the
perceptual deficiency associated with schizo-
phrenia as a predisposing factor, rather than
simply as a symptom of the disease. It pre-
disposes in the sense that it constitutes a learning
handicap for the child, and that learning handi-
cap leads to a role handicap for the mother. The
interaction of these two handicap patterns was
shown to lead to alienation on the part of the
mother and to withdrawal or acting-out
behaviour on the part of the child. The theory
of the aetiology of schizophrenia can now be
formulated.

IV. STATEMENT OF THEORY

A deficiency in the processes of perception
resulting from a central nervous system mal-
function is necessary to produce schizophrenia.
The origin of the defect may be either genetic
or the result of injury to the brain, and the
cause of the malfunction may be either physical
or chemical. Given such a perceptual deficiency,
the nature of the individual’s social environment
and his interaction with it determines whether
or not schizophrenic symptomatology will
develop.

V. PRELIMINARY TEST OF THEORY

The theory will now be tested in a pre-
liminary way by examining it in the light of the
specific symptoms and characteristics of the
disease, which a theory of aetiology should be
capable of explaining.
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Hallucinations

An hallucination, by definition, is a percep-
tion (in one or more of the sense modalities)
which would not be perceived by other people
similarly situated. There is a type of hallucina-
tion which is common in very young children,
who have not yet learned to distinguish between
external reality and their own fantasies. In
testing his fantasies against external reality as
perceived by himself and by others, the child
with normal perception finds that these fantasies
are the products of his imagination; thus he
can learn to distinguish between them and
external reality. But a child who is perceptually
handicapped regularly sees (or hears, tastes,
smells, touches) things and perceives them in
ways that differ from the perceptions of others,
and differ in unpredictable ways. Such a child
has the basis of hallucination, as do all young
children, but without the normal child’s
adequate equipment for reality testing. Because
of his perceptual handicap, he is unable to
perceive external reality as others do; thus he
has no built-in basis for learning the difference
between this reality and his own fantasies. Thus,
he would be likely to more frequently confuse
his fantasies with reality, i.e. hallucinate. (See
Chapman (1966) for observations of this kind of
process in schizophrenic patients.)

Withdrawal

In the kind of situation just described, the
reality sense of other people will be likely to
disturb, for the child with faulty perception, the
reality of his own perceptions, thus leading to
withdrawal from others as the best defence
available to him. To illustrate this idea,
consider the situation of a dyslexic child who has
a confusion in laterality. He may see the word
“on” and perceive it as ‘‘no” sometimes
and “on” at other times. He will be told that
it is “on” no matter how he happens to be
perceiving it at the time. Also, he may see “no”
and perceive it as “on” in which case he will
also be told he is wrong. In this situation,
his only escape from his confusion and from
the ridicule of others would be to retreat, and
withdraw entirely from the reading situation.

The idea of withdrawal as a defence reaction
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to impaired perception is supported by evidence
from a recent experiment performed by Lawes
(1963). This experiment demonstrated that in
normal adults under the sensory and social
stimulation of an ordinary conversation the
symptoms produced by phencyclidine are
similar to those of early schizophrenia—such
symptoms as thought disorder, vertigo, disorders
of perception and attention, affective reactions,
and body image disturbances being common.
But under conditions of social isolation and
sensory deprivation, the administration of the
drug to the same normal subjects produced
either no such symptoms, or the symptoms were
much reduced in intensity. This finding lends
support to the view that withdrawal from other
people can reduce or eliminate the disturbance
experienced by a person with defective percep-
tion. Chapman (1966) describes the function
of withdrawal as a defence against disturbed
perception, quoting from recordings of inter-
views with young schizophrenics.

Thought Disorder

Perceptual defect readily explains the source
of this most definitive of the symptoms of schizo-
phrenia, since the ability to form associations
and concepts, to abstract, and to think logically
are each based on accurate and stable percep-
tion. For example, if there is a disturbance
in the perception of size and distance, how can
one firmly understand such abstract ideas as
“tall”, “far”, or “little”? Or how can one be
sure that 50 feet is one-half of 100 feet? Bizarre
associations and misinterpretations can easily
be explained by poor auditory perception.
There are many words which differ from each
other only in that they have a single similar
sound that differs, while the rest of the word is
the same. Suppose that a person cannot readily
distinguish that slightly different sound. He
may understand “sought” or “fought’, when
someone says “thought”, or ‘“fence” when what
is meant is “sense”’. One can readily understand
how confusing the most ordinary statements
could become to a person so handicapped
and how difficult he would find it to follow just
asocial conversation, let along a logical sequence
of thought. Lawson, McGhie and Chapman
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(1964) have collected both clinical and experi-
mental data which suggests that faulty percep-
tion of speech by schizophrenic patients may
be due to their relative inability to perceive
a sentence as an organized meaningful whole,
even when the individual words are perceived
accurately.

Paranoid Delusions

If a person perceives things differently from
other people he will, as was shown earlier, be
punished through ridicule and in other ways for
errors of which he cannot be aware. This would
be likely to lead him to believe that other people
are against him and/or to believe that he is a
chosen emissary of God or some supernatural
power and thus that he is different from and
superior to the ordinary people with whom
he lives. In either case, he would be protected
by his delusions from the reality sense of other
people, with the net result that his deficient
or distorted perceptions would be less disturbing
to him.

Catatonia

Various investigators, e.g. Kephart (1960),
have demonstrated that visual and tactual
perception depends upon movement. Therefore
it seems reasonable to suppose that the
immobility of the catatonic patient serves
as a defence against distorted perception. This
immobility can be thought of as a kind of self-
induced sensory and social deprivation which
can make perceptual and body-image distortions
less disturbing. Chapman (1967) not only
describes this process, but quotes young schizo-
phrenics who have experienced it and tell
precisely what it feels like.

Affective Flattening

The flattening of affect characteristic of
schizophrenia can be understood as a condi-
tioned reaction. Since emotional arousal
increases perceptual distortion, this increased
distortion and its concomitant disturbance
would be avoided if emotional arousal did not
occur. Therefore, a person who has distorted
perception would be likely to become
conditioned to avoid becoming emotionally
aroused. This avoidance behaviour would be
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powerfully reinforced by the fact that the person
would thereby avoid the disturbance which
increased distortion precipitates. The with-
drawal behaviour described above would go
along with and reciprocally reinforce avoidance
of emotional arousal, with the end result of a
progressive flattening of affect.

Age of Onset

The fact that the onset of schizophrenia
typically occurs in late adolescence or early
adulthood is congruent with the hypothesis
that perceptual defect is the crucial factor in its
aetiology. For it is only as the individual is
leaving childhood and entering adulthood that
society demands insistently that he leave the
world of fantasy behind him and conform
consistently to the demands of external reality.
A person who has been handicapped by defec-
tive perception and his own emotional reactions
to it may get along well enough until the
demands of external reality as they exist in his
social group become insistent. At that point,
the weak ego becomes overwhelmed, and a
catastrophic downward spiral of emotional
reaction, disturbed body chemistry, further
impaired perception, thought disorder, and
exacerbated emotional reaction takes place.
Such a downward spiral corresponds to the
onset of schizophrenia as a recognizable dis-
order; in acute cases, it corresponds to ‘“‘de-
compensation”.

Acute v. Process Schizophrenia

Acute schizophrenia, with sudden onset and
more hopeful prognosis, could be explained on
the basis of perceptual defect occurring in
adulthood as a result of either a delayed-action
gene (as in Huntington’s chorea) or of organic
damage as a result of brain injury, or as a result
of biochemical imbalance due to severe mal-
nutrition as in slums and concentration camps.
In this case the individual may have had
normal perception during his childhood and
hence have been able to form a relatively sturdy
ego and a basically sound reality sense. Then the
relatively sudden disruption of perception
would be frightening and upsetting to him and
lead to acute and sudden symptom formation.
But with a basically sound ego structure, he
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would be able to compensate and overcome
his symptoms faster and more completely than
would be possible in the case of a person whose
whole ego structure is weak because he has
never had adequate perception. This latter kind
of individual would develop process schizo-
phrenia, which is slow and insidious in onset.
His reality sense would be grossly under-
developed and his ego without any stable
foundation. He would, therefore, have little
chance of recovery, though his symptoms might
appear to be milder. In this connection, we note
that psychiatrists and others who have experi-
mented with LSD and other psychotomimetic
drugs report experiencing both perceptual
disturbances and psychotic symptoms such as
acute anxiety and disrupted thought processes.
This has enabled them to understand the world
of the psychotic better than before, but has not
permanently disrupted their normal ego func-
tioning.

Schizotype

The hypothesis of perceptual defect interact-
ing with social environment also explains
Meehl’s (1962) “Schizotype’, or schizoid
personality. A person who has a perceptual
defect in one modality could be sufficiently
handicapped by it to develop a schizoid
personality, yet might be able to compensate
with accurate perceptions in the other modalities
to the extent that reality testing is impaired, but
not destroyed. Also, a child whose mother is
able to remain consistent, loving, and stable in
her behaviour toward the child in spite of the
fact that she is frequently punished by his lack
of adequate response, would have a better
chance of compensating for a perceptual defect
than one with an unstable, inconsistent,
rejecting, “‘schizophrenogenic’ kind of mother.
Finally, if the modality in which the perceptual
defect occurs is not crucial to adequacy in the
culture to which the person belongs, it will
handicap him less than if it is crucial in his
culture. For example, accurate perception of
distance would be crucial in a hunting culture,
but not in ours, where the perception of
laterality is crucial because it is basic to reading.

The McGill cross-cultural study on the
symptomatology of schizophrenia (Murphy,
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Wittkower, Fried, and Ellenberger, 1963) has
gathered data which suggest that, while the
visual and auditory modalities are important
in all cultures, the tactile and olfactory mo-
dalities may play an important role in schizo-
phrenia in some of the non-literature cultures,
notably in Africa. In these cultures, tactile and
olfactory hallucinations are frequent symptoms
in schizophrenia, while such symptoms are
rarely reported in our culture.

VI. SuMMARY

This theory postulates that a child’s un-
recognized perceptual defect leads to a learning
handicap for the child, and to a role handicap
for the child’s parent(s). A complex interaction
between the two handicaps has been shown
to create a vicious circle which tends to
perpetuate and exacerbate the problems of
both child and parent and, in extreme cases,
leads to the development of schizophrenic
symptoms on the part of the child and to
alienation on the part of the parent(s). Ways in
which this process can explain the development
of the specific symptoms and characteristics of
the disease have been outlined and described.

The theory is congruent with the bulk of the
separate findings of many investigators. It
postulates mechanisms which account for the
observed associations and explain symptom
formation. The postulated defect is measurable
and its working can be observed, so that tests
of the theory are possible. Specific researches
designed to test the theory are now in the
planning stage.
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