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Elucidation the susceptibility in type 2 diabetes including comprehensive
analysis of leukocyte genes and cfDNA
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It is known that a patient having impaired glucose tolerance develops a
decrease the ability for protecting infection due to leukocyte dysfunction. In recent years, the
relationship between endoplasmic reticulum stress and glucose homeostasis has been suggested, so we
have focused on macrophages, which play an important role in controlling infection. The present
study revealed that induction of endoplasmic reticulum stress contributes to macrophage dysfunction
through the CHOP pathway under septic hyperglycemic stress.
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