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WFFERk B OMEEE (2£32) : Tn COVID-19 infection, HMGB1 plays an important role in the severity of
inflammation. HMGB1 is also strongly associated with the development of sarcopenia in cancer
cachexia. HMGB1 has been shown to impair mitochondrial energy production in myoblasts. Of
mechanistic importance is miR-494, which is induced by HMGBI. miR-494 reduced energy production and
muscle maturation via suppression of PGC-1« and c-myc expression. Taken together, these findings

indicate that the HMGB1-miR-494 axis plays an important role in the development of sarcopenia in
COVID-19.
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BZRERRE® (FEX) Elucidation of the mechanism of acquisition of anticancer drug resistance caused
by mitochondrial disorders
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FER R OMEE (35) @ Anticancer drug resistance is one of the key barriers in cancer therapy
Recently involvement of mitochondria in anticancer drug resistance has been focused. In this study
we established cancer cells with mitochondrial DNA damage to analyze their characteristics. We found

that cancer cells partially damaged in mitochondrial DNA (partial p0 cells) showed increased
pro—inflammatory effects and induced cachexia, along with decreased proliferative capacity, oxygen
consumption and stemness, and increased ROS production, They also showed anticancer drug resistance.
Since cancer cells acquired partial p0 phenotype upon continuous treatment with anticancer drugs,
this is a new mechanism for the acquisition of anticancer drug resistance
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