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l ABSTRACT

Mismatch negativity in schizophrenia

Daisuke Koshiyama, Ryoichi Nishimura, Kenji Kirihara, Kiyoto Kasai

Department of Neuropsychiatry, Graduate School of Medicine, The University of Tokyo

Mismatch negativity (MMN) is a well known EEG index that is a useful in investigating the pathophysiology of
schizophrenia. Previous studies repeatedly reported that MMN amplitude is reduced in patients with schizophrenia, and
associated with clinical symptoms such as cognitive function, negative symptom, and functional outcomes. There are two
types of MMN : duration MMN (dMMN) , which is obtained by changing the duration of the sound of the deviant
stimulus, and frequency MMN (fMMN) , which is obtained by changing the frequency of the sound. It is known that in the
early stages of schizophrenia, such as early post-onset schizophrenia and ultra-high risk for psychosis, AIMMN and fMMN
differ in the clinical stage of their amplitude reduction and the way they are related to clinical symptoms. In recent years,
some studies reported the mechanism, and estimated sources of MMN in schizophrenia. Since MMN is also an index that
can be measured in animals, prior studies using monkeys reported detailed results on the source and mechanism of MMN.
The results of these studies greatly contributed to the elucidation of the pathophysiology of schizophrenia. It is expected
that the development of new treatment methods targeting MMN will be promoted in both clinical and basic research in the
future.
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