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Metformina

Se non sufficients, aggiungere alla metformina un secondo farmaco:

|  swelinisi || Pioglitazone ||  Acarbese

SWGlinidi Pioglitazone Acarbose || DPP4inibitori || i< T Insulina

[prooiazone | | [Fioghmmons || [ s@weons 1

| Pioglitazone |||[ SUIGHinidi

Inv.nina

Insulina

con l'eventuale aggiunta di:

DPP4 inibitori

Pioglitazone

Standard Italiani SID-AMD per la Cura del Diabete Mellito 2016
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Nutrient sensing e glicemia post-prandiale
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Nutrient sensing e glicemia post-prandiale
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N r I n n I n Mechanisms through which a small protein and lipid preload
improves glucose tolerance
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N rl n n I n Mechanisms through which a small protein and lipid preload
improves glucose tolerance
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N r I n n I n Mechanisms through which a small protein and lipid preload
improves glucose tolerance
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N r I n n I n Mechanisms through which a small protein and lipid preload
improves glucose tolerance
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Quesito 1: fase postprandiale
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Sustained effects of a protein and lipid preload on glucose Dlabetes
tolerance in type 2 diabetes patients ! i)
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Quesito 2: meccanismi
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Quesito 2: meccanismi
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Quesito 3: rilevanza clinica
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Quesito 4: durata
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Lipidi e controllo glicemico
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Lipidi e secrezione insulinica [=L  Mewder

Plasma HDL-cholesterol and triglycerides, but not ([
LDL-cholesterol, are associated with insulin
secretion in non-diabetic subjects

Andrea Natali™", Simona Baldi®, Fabrice Bonnet", John Petrie®, Silvia Trifa”,
Domenico Tricd®, Andrea Mari®, on behalf of the RISC Investigators A\O*
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Lipidi e secrezione insulinica
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Lipidi e controllo glicemico
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Lipidi e diabete

Dieta isocalorica a basso contenuto di lipidi e colesterolo
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Lipidi e diabete

Glucose sensitivity
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Lipidi e diabete
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Lipidi e diabete

“Impact of plasma triglycerides on the early derangements of glucose homeosta,%s”
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Lipidi e diabete

“Impact of plasma triglycerides on the early derangements of glucose homeost@s”
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BCAA e diabete

Plasma Leu/AA;

12—
Q© Women with obesity and T2DM
© Women with obesity without T2DM
10—
8 |
6 —
4 -
2 \
. QQ( \‘e(e r=0.6310
W e P=0.0001
\6 _X (\
. é(.‘) g(o\ | | | \ | | | |
OVYo 4 6 8 10 12 14 16 18

Fasting HbA,_ level (%)

o
Plasma BCAA  _o°
X\

\O
> 6\0\3\‘ ™
O Lean T\ : d\
N2 o\ *
[] Obese-R 2 \\3 \\ 6@
5\
*
Human Zucker rat DIO rats ob/ob mice

Models of insulin-resistant obesity

Lynch and Adams, Nat Rev Endocrinol 2014



BCAA e diabete
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BCAA e diabete
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1. E possibile sfruttare il nutrient sensing per rldurrg\ gﬁmemla
\

postprandiale

2. Ridurre il consumo di Iipidi e Lo 331@1@10 mlgllora la
tolleranza gllcemlc%@ﬁé%@&ﬁao la funzione beta cellulare
&\6 Q\(\a
3. Elevati Ilvg(lh@(iLB@%\A e aHB si associano a insulin-
e\@s@?‘geﬁ% potrebbero identificare soggetti a rischio di
0‘5

29
O swluppare alterazioni della tolleranza glicemica
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