TYPE 1 DIABETES

A disease of mitochondrial
dysfunction?
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Metformin reduces gluconeogensis

TORC?2 is deacetylated by SIRT1 and subsequently
degraded leading to reduced gluconeogenic gene
expression
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.ﬁ \A@ SIRT1 mediated PGC10. induction is blocked by GCNS

leading to a net inhibition of gluconeogenesis




LATE ONSET TYPE 1 DIABETES

an autoimmune disease
induced by many different stressors
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APC antigen presenting cells
B B-lymphocytes

HLA human leukocyte antigen
NK natural killer cells
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