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In our laboratory we apply the knowledge
and concepts of immunology to study human
diseases and develop new therapeutic drugs.
There are currently three main research
directions.

* Developments of novel therapeutic
protein drugs

Many recombinant proteins (antibodies
and chimeric receptor proteins) are in clinical
use, but these protein drugs often cause
adverse effects. To address this issue, we
linked a masking protein domain, through a
substrate sequence, to the N-terminus of the
antibody or chimeric receptor protein, thereby
masking the binding site of the antibody or
receptor. The antibody or chimeric receptor
protein can be revived, upon cleavage on the
substrate sequence to release the masking
protein, by proteases highly expressed in the
inflammatory tissues (Chen 1J, et al. 2017.
Scientific Reports. Lee CJ, et al. 2019.
Cytokine).
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* Investigation of the pathogenesis of
metabolic syndrome

Metabolic syndrome is a complex disease
associated with obesity, manifesting insulin
resistance, hyperglycemia and hyper-lipidemia,
among others. It is also known that immune

cells (including T and B cells) infiltrate obese
adipose tissue, leading to inflammation and
insulin resistance. We isolated B cells from
adipose tissues of obese mice and generated
hybridomas. These hybridomas may serve as a
useful research tool for studying the roles of
antibody and B cells in metabolic syndrome and
for developing potential therapies.
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* Investigation of the pathogenesis of
autoimmune hypophysitis

Autoimmune hypophysitis is a chronic
inflammatory disease mediated by T and B cell
infiltration into the pituitary. The pathogenesis
autoimmune hypophysitis remains unclear. We
found that pituitary-infiltrating T and B cells
receive secondary activation in situ, in both a
mouse model and in human patients. These T
and B cells undergone proliferation and
produced heightened cytokines IFN-y and IL-17.
These findings provide a plausible mechanism to
explain how chronic inflammation in the
pituitary gland is sustained (Lin HH, ez al. 2017.
Scientific Reports).
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