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Project number 1

The role of IL-17A-IL-17RA signaling in chronic lung
allograft dysfunction
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[ 2] Research setup
Chronic lung allograft dysfunction (CLAD) limits
long term survival after lung transplantation. The
purpose of this research is to investigate the
mechanism of CLAD with mouse model of lung
transplantation.

We had online meetings every 2 weeks. We have
published a paper in JCI insight. Also, we will
present another project at the International Society
for Heart and Lung transplantation annual meeting
2024 at Prague.

[ 3] Research outcomes
(3—1) Results
This year, we have published a paper about IL-
17A/TL17RA signaling in mouse CLAD model. We
are analyzing RNA samples from two distinct mouse
CLAD model. This work will provide profound
understanding of mythical mechanism of CLAD.
Also, we are discussing how we can connect mouse
data and human CLAD lung data.
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(83 —2) Future perspectives
After publishment of previous works, we will work
on followings;

1) Further characterize innate immunity
dependent mechanisms of CLAD by using
mouse lung transplantation model.

2) Analyze our data by using RNAseq.

3) Link our findings generated with mouse
model with the data obtained from human
CLAD lung samples at Toronto General
Hospital.
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