
Abstract 

Schizophrenia is a complex disorder and one of the most severe psychiatric conditions, yet 

its etiology remains poorly understood. It is associated with a wide range of pathophysiological 

processes, including mitochondrial dysfunction. Currently, clinical practice lacks a peripheral biological 

marker that could assist in the early detection and diagnosis of schizophrenia. One potential marker 

is dysfunction of mitochondrial complex I, which can be detected in both the brain and peripheral tissues 

of affected individuals. This thesis summarizes the current findings on complex I alterations in the 

context of mitochondrial dysfunction in schizophrenia and explores their potential diagnostic value. 

Changes in the expression of the NDUFV1, NDUFV2, and NDUFS1 subunits, as well as alterations 

in the enzymatic activity of complex I, are described as potential markers. The thesis links complex I 

dysfunction to increased oxidative stress in patients with schizophrenia, including the potential 

therapeutic use of antioxidants. In the final section, the inhibitory effect of antipsychotics on complex I 

and the possible clinical implications of these interactions are discussed. 
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