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Adjunct Professor, Tianjin University of Sport, Jiao Tong University, China 2012-2017
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Specialty & Present Interest:

Most of my academic career has been occupied by research on free radicals-antioxidants homeostasis which plays
a critical role in life. Numerous diseases, health disorders and aging are now identified to be related to oxidative
stress caused by imbalance of the two. A central paradigm of my research is to study how this delicate balance
can be ameliorated by physical activity and aging. It is known that muscle disuse atrophy shares some common
mechanisms with sarcopenia, the age-related loss of muscle mass and function. My laboratory has demonstrated
that overexpression of PGC-1a, the master nuclear cofactor, ameliorates mitochondrial biogenesis, autophagy/
mitophagy and fusion/fission dynamics thus improving crosstalk among key signaling pathways and reducing
muscle protein loss. We also showed that certain phytochemicals such as oat avenanthramides can modulate
redox processes by inhibiting inflammatory pathways thus ameliorating cellular homeostasis and organ health.
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