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A. The major research interest in our laboratory has been focused on the mechanisms

of INFLAMMATION by using different animal models.

My research interest has been always focused on the mechanisms of inflammation. By using

different aspects of knowledge and technigues, such as transgenic and stem cell technology,

our team specialized in creating different unigue and specific animal models to answer the RESEARCH INTERESTS IN DYJ LABORATORY
guestions sometimes hard to have a clue from other models.

B. The inflammatory neuropathic injury related research works and publication.

We formally proved the contribution of inflammation to neuropathic pain by using immune Transgenic techniques

compromised mice. We also identified that leukocyte derived endogenous opioids are

native negative feedback system toward inflammation derived pain. Then we focused B - Stem cell techniques
on the chemokines CCL5, one of the major chemokines in inflammation, and found CCL5 is \ v /
critical to the development of neuropathic pain and could be a future target for drug Animal modes

development (Selected as cover in J of Pain). l

C. The A2AAR and ischemia reperfusion, inflammatory mechanisms related studies.

We found the possible major target for A2ZAAR mediated protection is allocated at the very Inflammation

early stages of reperfusion, such as CD4+ TC, NKT and DCs. We also found that A2ZAAR \
would suppress the platelets release its content, including RANTES, upon activation. / I

Further, both A2AAR and released RANTES (CCL5) is essential to the regulatory T DM, obesity Cancer DM, obesity

lymphocytes production, but in opposite direction for each.

D. The platelets and ischemia reperfusion derived inflammation related research
works

Interestingly, the excessive ex vivo produced HPSC platelets demonstrated anti-inflammation
characteristics, which has been proved in many inflammatory models in our lab, including
sepsis, liver IR, acute kidney injury, burn injury, stroke models etc.
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