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Abstract

It has been quite a while since the psychiatric community has seen a
breakthrough innovation in the treatment of schizophrenia. The currently
available treatments have delivered significant improvements in the lives of
patients and families, but the solutions still have long ways to go. If unmet
medical need continues to exist, and our understanding of schizophrenia is

progressing, then what is hindering the delivery of new remedies to the clinic?

Perhaps one answer is that all the progresses are occurring in disintegrated
fashion. That is, the molecular biologists are making advances in cell
research, the neuroimaging experts and electrophyisiologists are advancing
their techniques, biologists working with in vivo models are developing more
and more genetic animal models, and psychiatrists are busy understanding the
manifest symptoms and trying to modify underlying causes, all in the
remoteness of their respective comfort zones. Are we sufficiently
communicating with each other to gear progress towards maximal relevance

for the patients?

39 ’



The aim of this paper is to facilitate the beginning of such cross-disciplinary
discussions. It attempts to understand and reflect on animal assays used in

drug development in schizophrenia from the perspective of clinical relevance.

The paper begins with an introduction of how animal assays are used in
psychiatric drug development in general, followed by a review of the
frequently used preclinical assays in schizophrenia drug development. It
concludes with a cautious outlook on where the field may be headed. The
bottom line is, we need to find ways to progress together and increase

translatability of each other’s research.

Keywords:  schizophrenia, drug development, animal assays, model
animals, psychopharmacology
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