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Cognitive deterioration in schizophrenia: aging
and cerebrovascular disease

Today, cognitive dysfunction is accepted as a
feature of schizophrenia. As the patients age, this
dysfunction is higher and harder to evaluate due
to the interaction among aging, other somatic
diseases, psychoactive drugs, etc.

We studied a group of 16 patients with severe
schizophrenia, of 76.6 years of middle age, resistant
to treatments, interned for 48.6 years on average,
and with a very low cognitive level. This is part
of the patients who survive the initial group of
30, who have been followed and evaluated by
us for more than 31 years (Sanguino-Andrés
et al., 2015). We want to know the current
cognitive deterioration and make a differential
diagnosis with the numerous pathologies that can
influence, as well as with other neurocognitive
disorders (Gladsjo et al., 2003). For this, we
collected variables, such as demographic, cur-
rent cognitive state, computed tomography (CT)
brain, blood analysis, clinical/neuropsychological
explorations, present diseases, cardiovascular risk
factors, pharmacological treatments, etc. We used
descriptive and exploratory statistics, with a level
of significance α ≤ 0.05 in the differences between
the means of the different variables. Tables 1 and
2 shows the tests used and only the significant
variables.

The most important finding is the presence
in cerebral CT of extensive and confluent white
matter lesions (WMLs) in 43.8% of participants,
and that this is related to cognitive deterioration.
From the set of measures studied, we only observed

that patients with WMLs have a significantly lower
WAIS (Wechsler Adult Intelligence Scale) Verbal
Intellectual Quotient than those who do not, lower
average scores in the MEC-35 (Spanish version
of the Folstein Mini-Mental), and upper average
levels of homocysteine. There is no statistically
significant relationship with cardiovascular risk
factors present, or with other diseases, and even the
relationship is negative with those with metabolic
syndrome. Neither with the antipsychotics there is
a relationship, nor with the number, dose, or type.

WMLs are focal or diffuse images that affect
the periventricular or subcortical deep white
matter. The etiopathogenesis of these lesions
is not clear: chronic ischemia, rupture of the
blood–brain barrier, endothelial dysfunction, or
the combination of these elements (Medrano
Martorella et al., 2012). There were already studies
communicating the relationship between WMLs
and cognitive decline (Szoeke et al., 2010). In
relation to schizophrenia, there are also abundant
studies of LSB, with chronic patients, with negative
symptoms, with psychomotor symptoms, etc. In
a recent work (Kelli et al., 2017) with magnetic
resonance imaging (MRI) of the brain measured
by DTI (diffusion tensor images), in 1,963 patients
(36.22 years of average age), WML was found in its
entirety and in several specific regions of the brain.
Considering may be in part a disorder in which the
connectivity of the brain structure is altered, with
abnormal communication between different brain
regions.

We believe that the finding of WML in
elderly schizophrenic patients with deterioration
is interesting, despite the size of the sample, not
having a control group, and not using MRI instead
of CT.
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Table 1. Biological/analytical dimensions: contrast between patients presenting White Matter Lesions (WMLs)
and those without WMLs

total N (%) wnl N (%) no wml N (%) χ2 ( P fisher)
............................................................................................................................................................................................................................................................................................................................

WML 7/16 (43.8) 7/16 (43.8) 9/16 (56.2)
Metabolic syndrome 5/16 (31.2) 0/5 (0) 5/5 (100) 5.657 (0.034)∗

∗p ≤ 0.05.
WML = White Matter Lesions

Table 2. Demographic, cognitive and clinical dimensions: contrast between patients with White Matter Lesions
(WMLs) and those without WMLs

total M (dt) wml M (dt) no wml M (dt) T student
............................................................................................................................................................................................................................................................................................................................

Age 76.69 (8.27) 80 (5.77) 74.11 (9.2) 1.46 (p = 0.165)
Income years 48.63 (10.23) 51.86 (6.41) 46.11 (12.21) 1.12 (p = 0.280)
Verbal IQ 67.94 (12.76) 60.43 (8.05) 73.78 (12.99) –2.375 (p = 0.032)∗

MEC-35 14.25 (8.79) 8.71 (5.43) 18.56 (8.86) –2.260 (p = 0.020)∗

Homocysteine 14.41 (5.88) 17.81 (6.82) 11.77 (3.48) 2.309 (p = 0.037)∗

∗p ≤ 0.05.
WML = White Matter Lesions; IQ = intelligence quotient; MEC-35 = Cognitive Mini.

Conflict of interest

None.

References

Gladsjo, J. A., Eastham, J. H. and Jeste, D. V. (2003).
Deterioro cognoscitivo en pacientes esquizofrénicos de
edad avanzada. In M. Y. Hwang and P. C. Bermanzohn
(eds.), Esquizofrenia y Patologías Comórbidas (pp. 119–141).
Barcelona: Masson.

Kelly, S. et al. (2018). Widespread white matter
microstructural differences in schizophrenia across 4322
individuals: results from the ENIGMA schizophrenia DTI
working group. Molecular Psychiatry, 23, 1261–1269.
doi:10.1038/mp.2017.170

Medrano Martorella, S., Cuadrado Blázquez, M.,
García Figueredo, D., González Ortiza, S. and
Capellades Fonta, J. (2012). Imágenes puntiformes
hiperintensas en la sustancia blanca: una aproximación
diagnóstica. Radiología, 54, 321–335,
doi:10.1016/j.rx.2011.09.015.

Sanguino-Andrés, R. et al. (2015). Longitudinal study of
cognitive variables in women with schizophrenia: 31-year
follow-up study. The Spanish Journal of Psychology, 18, E92,
doi:10.1017/sjp.2015.100.

Szoeke, C. E. I., Campbell, S., Chiu, E. and Ames, D.
(2010). Trastorno cognitivo vascular. In M. F. Weiner and
A. M. Lipton (eds.), Manual de Enfermedad de Alzheimer y
Otras Demencias (pp. 181–193). Madrid: Editorial Médica
Panamericana.

EMILIO GONZÁLEZ-PABLOS,1

ROSA SANGUINO-ANDRÉS,2

JOSÉ A. LÓPEZ-VILLALOBOS,2

FEDERICO IGLESIAS-SANTA
POLONIA,2

GUILLERMO HOYOS-VILLAGRÁ1

and CLARA GONZÁLEZ-SANGUINO3

1 Centro Sociosanitario Hermanas Hospitalarias de
Palencia, Palencia, Spain

2 Complejo Asistencial Universitario, Palencia, Spain
3 Universidad Complutense de Madrid, Madrid, Spain
Email: claragonzalezsa@gmail.com

https://doi.org/10.1017/S1041610218000807 Published online by Cambridge University Press

https://doi.org/10.1038/mp.2017.170
https://doi.org/10.1016/j.rx.2011.09.015
https://doi.org/10.1017/sjp.2015.100
mailto:claragonzalezsa@gmail.com
https://doi.org/10.1017/S1041610218000807

	Conflict of interest
	References

