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Insulin therapy can be prescribed as a transient treatment in some cases



Insulin: indications
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Insulin therapy can be prescribed as a transient treatment in some cases



United Kindgom Prospective Diabetes Study (UKPDS) 50 0\6\06’\(‘);
. P\
Type 2 (N=1,216) A S Sl
ype 2 ( ) E \\&\306 g\dmfé
) i e ‘(\'\’\'3‘\\%@
S 2% 58"
© I 0\\ ‘\‘e(e
@© E c 6\6
= 1 0(\0 \Q(
S eo\“ ‘0’3‘\65
o \Na\\ )
= o
D (6\6 S
(o)
& e\
é\&\\l@ \oe\‘e New cases Progression
'\690 ?G‘ A 0.1
O <62 6274 >7.5 <62 6.2:7.4 >7.5
HbA1c(%)

Stratton IM, et al. Diabetologia 2001; 44:156-163.



xﬁ Diabetes and CV risk @
I \O

O’
. 0 @‘0 A\
ad\ d\,\‘6\\6

\\’ “ﬂv&ﬂl@%ﬂlﬂtl‘u.ﬂlﬁfﬁ Model

Study, Year (Reference) Events/Persons, asa®  RR (95% C1) 00\ g@.ﬁ ﬁﬁ.@* ‘,ﬁ#

Coronary heart disease (fatal and nonfataly
\\le =

A meta-analysis

Type 2 diabetes

Florkowski et al., 1908 (24) WFATDT 143 (1.03-2.00) x
Kuusisto et al., 1994 (36) IS 129 (0.98-1.70) » x x 4
Mattock et al., 1998 (53} S0/138 125 (1.097-1,.55) 4 =
Lethito et al., 1997 (32) 256/1059 1.0 (0.596=1.1 x x x x
Stratton et al., 2000 (40 EDE/ 2642 1.16 l!‘l-@Q?! s x
Moss el al.. 1994 [44) 241/1154 1 0+ = x
Pooled 1?4!:-531 S E LN o)
\O
&8 o
Q(GQ 6\3 Rischio cardiopatia ischemica: 13%
w{\\la . G\le (lctus: 14%; IMA: 16%; Morte CV: 15%)
o> \C

Selvin E, et al. Ann Intern Med 2004; 141:421-431



Glycemic control and CVD @
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HbAlc and retinopathy

A Meta-analysis
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HbAlc and nephropathy

Study or Subgroup

A Meta-analysis
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Glucose variability and retinopathy
1,5 AG and incidence of DR in T2DM

Type 2 DM (N=567)
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Subjects with low 1,5-anhydroglucitol were more likely to experience diabetic retinopathy than those with high AG

Kim WJ et al., Diabet Med 2012; 29:1184-1197.



@5z Glycemic control and CVD
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@5z Glycemic control and CVD
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Prevention of cardiovascular disease through
glycemic control in type 2 diabetes
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Hypoglycemia and CV death
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Hypoglycemia and arrhythmia
A matched cohort study
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All-cause mortality in T2DM
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Relationship with HbA1c
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Alc target: personalization
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Comorbidity
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Insulin: indications
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Insulin therapy can be prescribed as a transient treatment in some cases



Drugs for T2DM
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