
Abstract 

Schizophrenia is a severe mental disorder that significantly impairs patients’ lives. Problems with 

returning to normal functioning, such as self-reliance, social life, academic or work performance are 

largely due to severity of one of the major symptoms, cognitive deficit. Some neurocognitive changes 

can be observed in most of the patients; however, the form of deficit varies greatly. It can be a mild 

reduction in performance or a global deficit affecting wide range of routine daily activities. Research 

showed that cognitive deficit can be clearly found even in prodromal phase and often persists beyond 

acute phase. Early detection of psychotic symptoms and timely intervention can mitigate negative 

impact of full-blown illness.  

Despite the growing amount of information on genetic or environmental risks, etiology of schizophrenia 

remains still poorly understood. Currently, the focus is on endophenotypes, i.e., heritable traits 

associated with an illness. Research is interested on high-risk groups, either individuals with attenuated 

psychotic symptoms or relatives of patients with the same genetic background. High-risk individuals 

are also siblings who share not only genes, but also family and socioeconomic background.  

The results of studies examining cognitive deficit in schizophrenia remain very heterogeneous. 

Therefore, the introductory part of the thesis reviews available data on individual cognitive domains, 

their impairment in schizophrenia, and their neurobiological correlates. It also describes the nature of 

cognitive deficit at the onset of illness and its further development. Summarized are the theories on its 

origin and links to neuroimaging findings. A separate part reviews research of endophenotypes of 

schizophrenia, a cognitive one and others.  

Experimental part describes an original study investigating cognitive profiles of patients with psychotic 

disorders and their healthy siblings. The primary study objective was to examine whether cognitive 

deficit can be considered as an endophenotype of schizophrenia. Study sample consisted of four groups: 

first-episode patients, siblings of the patients, and two control groups. All subjects were administered 

an extensive battery of neurocognitive tests that measured performance in individual domains: attention, 

memory (verbal, visual, working), speed of information processing, and executive functions. The results 

confirmed findings reported by other authors: overall cognitive performance of siblings is poorer than 

that of control subjects; nevertheless, this weakening is less severe than the deficit observed in patients. 

Analysis confirmed a similarity of cognitive profiles between the patients and their siblings. Additional 

goal was to examine whether cognitive deficit can be linked to metabolic changes measured with proton 

magnetic spectroscopy in the main nodes of the salience network, i.e., ACC and AI. Our hypothesis was 

based on the triple network dysfunction that assumes the origin of cognitive deficit in the anti-correlation 

activity of this network. We found just a nonsignificant trend, an association of the NAA levels in the 

ACC and working memory. The study results confirmed that cognitive impairment is present in healthy 



relatives of patients with psychotic illness, thus meeting one of the basic characteristics of an 

endophenotype. 

 


