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HResearch Projects

We are surrounded by continuous external threats
from pathogens such as bacteria and viruses, but we
have powerful host defense mechanism, ‘Immunity” .
Our immune system prevents them from causing dis-
ease. And it also can protect us against internal threats
such as cancers. However, immune system poses a risk.
If the activation is too excess, or if molecules inside the
body activate the immune system, autoimmune diseas-
es, allergy, or inflammation may follow. Therefore, it is
important to clarify how "the good and bad aspects of
immunity" is controlled for the development of thera-
peutic strategies.

B cells play a central role in humoral immunity and
differentiate into antibody-secreting plasma cells or
become memory B cells, which are protective against
infection. On the other hand, in the context of autoim-
munity, allergies, or inflammatory diseases, B cells are
considered to be pathogenic effectors. In recent years,
the existence of a special pathogenic B cell subset has
been suggested and has received much attention. But,
recent findings indicate that B cells have suppressive
functions in a variety of pathogenic disorders. The B
cell subset with regulatory property, termed “regulato-
ry B cells” negatively controls immune reaction. We are
trying to uncover the molecular mechanism of the bilat-
eral action of B cells underlying infection and intracta-
ble diseases including inflammation, autoimmunity,
allergy and cancer. Particularly, we focus on the follow-

- BCRERR . PLILF—

- RE - GGBERE (BRE. BE. HA)
o sl T I o

8% X

SME - BEEXH =2
WEEHETZET GHRRE, k. RLR) ?

KEEZDOLEH %
ez HIEL £ 97!
;éé U\%ro)

A A %2 B L.
DI
DRIF 72w

Teaching Staff

ing projects using several disease model and human

samples.

1. Understanding of differentiation process in the life of
B cells.

2. Elucidation of the mechanisms that generate useful
and harmful antibodies.

3. Understanding how B cells positively or negatively
regulate immune responses and disorders

4. Understanding of B cell subtype with age and the
impact on disease pathogenesis
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