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Abstract

DEVELOPMENT OF OPTIMIZED MEDICINE BY INTEGRATING BASIC AND
CLINICAL STUDIES FOR ADULT AUTOINFLAMMATORY DISEASES

Yohei KIRINO

Department of Stem Cell and Immune Regulation,

Yokohama City University Graduate School of Medicine

Autoinflammatory diseases are a group of diseases characterized by periodic fevers proposed by Kastner in 1997.
The concept was first proposed as a group of childhood diseases caused by genetic mutations in the innate immune
system, but later expanded to include adult inflammatory diseases such as Behget's disease and adult Still’s disease,
as well as diseases such as atherosclerosis in which the genetic predisposition is small. In 2012, the author started
clinical research on “adult autoinflammatory diseases,” which had not yet received much attention in Japan, and has
accumulated detailed clinical symptoms and genomic samples of patients suspected of having autoinflammatory
diseases. Recently, these accumulated data have led to clinically and socially important research results, such as the
development of a registry study of Behget's disease and the first report of VEXAS syndrome in Japan, demonstrating
that high-impact research can be promoted by combining detailed clinical data with basic research. In this paper,
through the author’s research on adult autoinflammatory diseases, the importance of a “NEW” research method for
the future, which involves “DEEPLY” and carefully accumulating patient data one case at a time, which has long

been a common practice for clinicians, will be explained.
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