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UKPDS: glicata
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ADOPT: confronto durata in monotera
pazienti neodiagnosticati, naive a farmgfel
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BMJ 2013;346:f3769 doi: 10.1136/bmj.f3769 (Published 10 June 2013) (e \ Page 1 of 2

FDA panel adwsggaﬁ’a\siﬁg restrictions on rosiglitazone
v“ o®

Miriam E Tucker

Bethesda, Maryland

A joint Food a @Quu @%l\lldll(m advisory panel has voted infarction, or stroke; cardiovascular death; myocardial infarction;
to ease ll um \ n *nt restriction on prescription of the stroke; and all causes of death—were significant.

mud d” . '."l“ e (marketed by (.Jlll,\()S!]]lll]l\lll]L' Panel members said that they were somewhat reassured by the
dia). @pite lingering concerns about its cardiovascular readjudication, but they also expressed concern that the trial’s
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Studio Odyssee: utilizzo sulfonilur%

glimepiride

glibenclamide gliclazide

Valensi P for The Odyssee Observational Study Diabetes 63(S1): LB-35 - ADA 2014



gliptine: tempo al cambio di terapia
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Studio Odyssee: motivi cambio terapia
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gliptina vs. sulfonilurea
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gliptine: durability in pazienti naive a terapia
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ADOPT: confronto durata in monoteroapia
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gliptine: tempo all’'uso di insulina
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GLP-1 preserva isole in vitrge
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insulino-resistenza correla con Mgssa
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insulino-resistenza e neogengsi
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transdifferenziazione glucagone -> insi#dina
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GLP-1 intrainsulare correla con secrezigne
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analogo della gliptina preserva pB-gell.
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co-localizzazione glucagone—lnsulgma
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