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Reconceptualización de la esquizofrenia

N owa d ays, psych i a t ry is facing important ch a l l e n ge s
that begin in the lack of definition of diseases. The con-
cept of sch i z o p h renia has a provisionality which has de-
t e rmined that it has been suffe ring a crisis since its ori gi n .
For Colodron1, this will go into the history of Psych i a t ry
as one of the greatest conflicts waged to discover what
exists after so many constructs which we re, at one time,
n e c e s s a ry but which later became an obstacle for the pro-
gress of psych i a t ric and scientific know l e d ge .

The meeting point of the data from diffe rent areas of
n e u rosciences from neuro i m aging, neuro p s y ch o l o gy,
n e u ro p h a rm a c o l o gy and neuro genetics, tends towa rds a
p s y ch o p a t h o l o gy that is re - ex p ressed in its classical pri n-
ciples for the sake of better compatibility with the basic
s c i e n c e s2,3,4. All of these leads us to new ways of re c o n s i-
d e ring the sch i z o p h renic illness.

One of these present models defines sch i z o p h renia as a
c o g n i t i ve disorder that would be present in all the pa-
tients beyond the diffe rent clinical fo rms. This dy s f u n c-
tion, called cognitive dy s m e t ria  by Andre a s e n5, would be
the consequence of a disorder of the connections betwe e n
the cere b ral re gions re s p o n s i ble for the coordination and
s y n ch ronization of the cognitive functions (cort i c o - t h a l a-
m i c - c e re b e l l a r - c o rtical circuit). 

The frontal lobe and especially the pre f rontal cort ex ,
t o gether with the temporal-limbic stru c t u res and the basal
ganglia are three widely interconnected cere b ral systems
that have been invo l ved in the pathophy s i o l o gy of sch i z o -
p h renia since the time of Emil Kraepelin, up to the point
of having considered sch i z o p h renia as a fro n t a l - t e m p o ra l -
limbic disease. 

The evidence that many of these patients have stru c t u-
ral ab n o rmalities, that va ry in degree more than in type of
lesion, could suggest that the sch i z o p h renic condition is
h o m o geneous. Howeve r, there is an absolute conv i c t i o n
among the clinicians that the diffe rent subgroups or
subtypes of sch i z o p h renia respond to diffe rent etiologi c a l
p rinciples. Thus, it is an idea that is based on a mu l t i fa c-
t o rial etiological model that would invo l ve a genetic fa c-
tor (poly genic) and env i ronmental fa c t o rs that would 
a ffect both early as well as late neuro d eve l o p m e n t6.

Within the hypothesis of neuro d evelopment, the ch a n-
ges in the cytoarch i t e c t u re suggest that the process ori gi-
nates in the last quarter of pre g n a n c y. The invo l ve m e n t
o c c u rs equally in both hemispheres, altering the deve l o p-
ment of the temporal cort ex, especially the para h i p p o-
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campal gy rus, an essential stru c t u re in the affe c t i ve and 
intellectual integration next to the temporal cort ex and
a mygdala. The 100% absence of concordance in monozy-
gotic twins, increase of births in winter, greater incidence
of perinatal fa c t o rs and presence of symptoms of sch i-
z o p h renic type in neuro l o gical diseases support the in-
vo l vement of env i ronmental fa c t o rs. 

On the other hand, metabolism and cere b ral perfusion
studies show that there is a hy p o f rontality that is manife s-
ted when faced with certain mental tasks but not with 
o t h e rs, suggesting a dependency on the contex t7. These
data are consistent with the hypothesis of a neuronal deor-
ganization in the areas invo l ved more than the pre s e n c e
of a destru c t i ve process (neuro d e ge n e ra t i ve model). The
p a t h o p hy s i o l o gy mechanism can be based on a distort i o n
of the neural processing, ab ove all, in the frontal and tem-
p o ral limbic netwo rks with early interfe rence in the cere-
b ral integra t i ve pro c e s s e s .

Thus, the pro gress of neurosciences, and among them,
m o re outstandingly neuro i m aging and genetics, is leading
to a re - c o n s i d e ration of psych o l o gical disord e rs and espe-
c i a l ly of sch i z o p h re n i a .

E x t e n s i ve development of cognitive neurosciences has
gi ven rise to better know l e d ge of the neural correlates of
the psych o p a t h o l o gical symptoms.

One of the possibilities of an altern a t i ve phenotype to
s ch i z o p h renia is to focus on the investigation of a single
symptom. We believe that the auditory hallucinations are
a good candidate for diffe rent re a s o n s .

It is one of the most frequent symptoms of the disease
(it appears in about 80% of the patients).

It is possibly the most qualitative ly defined, catego ri a l
and easy to measure symptom and it is the only symptom
in which we find clear neuro b i o l o gical correlates with
functional neuro i m aging tech n i q u e s .

In our country, we are beginning to investigate in this
sense, trying to combine effo rts with diffe rent stra t e gi e s .
We are studying the fo rms of clinical analysis of hallucina-
tions more deeply and we have translated and va l i d a t e d
the PSYRATS scale to Spanish (González et al., 2002). We
a re investigating on the correlation of auditory hallucina-
tions with functional neuro i m aging (see Font in this same
vo l u m e ) .

Fi n a l ly, we are trying to search for possible genes that
could be invo l ved in the vulnerability of the hallucinations
( To i rac et al., 2002) by studies of association and links. 



The hope of this confluence of effo rts is to reduce the
h e t e ro geneity of a disorder ex cl u s i ve ly defined with des-
c ri p t i ve cri t e ria in the search for a more integrating taxo-
n o my, more cl i n i c a l ly significant and with better re l i ab i l i t y
and va l i d i t y. 
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