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Diagnosi precoce, precoce terapia mirata,
«agguantare» la memoria metabolica
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| Recent changes in managementof
Type 2 Diabetes

—— | Early treatment with agents with
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Role of glycometabolic control
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Management of Hyperglycemia
in Type 2 Diabetes, 2018.

A Consensus Report by the
American Diabetes Association
(ADA) and the European Association
for the Study of Diabetes (EASD)
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DECISION CYCLE FOR PATIENT-CENTERED GLYCEMIC MANAGEMENT IN TYPE 2 DIABETES

ONGOING MONITORING AND
SUPPORT INCLUDING:

REVIEW AND AGREE ON MANAGEMENT PLAN

* Review management plan
Mutual agreement on changes
= Ensure agreed modification of therapy is implemented
in a timely fashion to avoid clinical inertia
Decision cycle undertaken regularly
(at least once/twice a year)

Emotional well-being

Check tolerability of medication
Monitor glycemic status
Biofeedback including SMBG,
weight, step count, HbA,,

blood pressure, lipids

IMPLEMENT MANAGEMENT PLAN

+ Patients not meeting goals generally
should be seen at least every 3
months as long as progress is being
made; more frequent contact initially
is often desirable for DSMES

ASCVD = Atherosclerotic Cardiovascular Disease
CKD = Chronic Kidney Disease

HF = Heart Failure
DSMES = Diahetes

Self-Management Education and Support

SMBG = Self-Monitored Blood Glucose

ASSESS KEY PATIENT CHARACTERISTICS

GOALS
OF CARE

» Prevent complications
* Optimize quality of life

AGREE ON MANAGEMENT PLAN

Specify SMART goals:
- Specific

- Measurable

- Achievable

- Realistic

- Time limited

»  Current lifestyle

»  Comorbidities, i.e., ASCVD, CKD, HF

«  Clinical characteristics, i.e., age, HbA, , weight
» Issues such as motivation and depression
Cultural and socioeconomic context

CONSIDER SPECIFIC FACTORS THAT IMPACT
CHOICE OF TREATMENT

* Individualized HbA,_target

+ |mpact on weight and hypoglycemia

= Side effect profile of medication

= Complexity of regimen, i.e., frequency, mode of administration

+  Choose regimen to optimize adherence and persistence
»  Access, cost, and availability of medication

SHARED DECISION MAKING TO CREATE A
MANAGEMENT PLAN

Invelves an educated and infarmed patient (and their
family/caregiver)

Seeks patient preferences

Effective consultation includes motivational
interviewing, goal setting,and shared decision making
Empowers the patient

Ensures access to DSMES

Diabetes Care 2018
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Cardiovascular outcomes trials: a paradigm
shift in the current management of type 2
diabetes
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The cardiovascular risk continuum in patients with TDM2

Lifetime CV Risk

Multiple CV
Risk Factors +T2D +CAD +CV Event
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Diabetes Obes Metab. 2024:26:1567-1581
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Addressing the Continuum of Dysglycaemia and
Vascular Complications in Prediabetes and Type 2
Diabetes: Need for Early and Intensive Treatment

Nadia Ghannam', Saleh Alahmed 3", Raed Aldahash ", Naji Aljohani’, Afaf Alshammary’,
Ashraf Amir®, Abdullah Kamal’, Said Khader®, Mohammed Salah’, Hani Shalabi'®"",
hied Abdallah "%, Ahmed Elboghdady'®
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Low cardiac output Subclinical inflammation
Chronic hypoperfusion MNeurochormonal abnormalites
Increased venous pressure Endothelial dysfunction

Increased renal vascular resistance

Atherosclerosis Gluco-llpotead clty ’ \ dyshunction

Ventricular hypertrophy \__//
Myocardial fibrosis and ischemia

Anemia MNa* & H,0 retention
Uremic toxins Hypertension
Ca2+/ P abnormalities RAAS overactivation

Tubulo-interstitial fibrosis
Glomerulosclerosis
eGFR declinefalbuminuria

Vascular and tissue calcifications Inflammatory cytokines




DCRM 2.0: Multispecialty pratice recommendations for the
management of diabetes, cardiorenal and metabolic diseases

Prediabetes

Prediabetes Glucose Ranges Risk for CVD and CKD Lifestyle Intervention for All
2T % Welght Reduction for Most Persons
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9. Pharmacologic Approaches to
Glycemic Treatment: Standards

of Care in Diabetes—2023

Diabetes Care 2023;46(Suppl. 1):5140-S157 | https://doi.org/10.2337/dc23-5009

USE OF GLUCOSE-LOWERING MEDICATIONS IN THE MANAGEMENT OF TYPE 2 DIABETES

TO ANDID

HEALTHY LIFESTYLE BEHAVIORS; DIABETES SELF-MANAGEMENT EDUCATION AND SUPPORT (DSMES); SOCIAL DETERMINANTS OF HEALTH (SDOH)

Goal: Cardiorenal Risk Reduction in High-Risk Patients with Type 2 Diabetes (in addition to comprehensive CV risk management)*

Y
(36 MONTHE]

+ASCVD*

Defined differently across
CVOTs but all included
individuals with established
CVD (e.g.. M1, stroke, any
revascularization procedure).
Variably included: conditions
such as transient ischemic
attack, unstable angina,
amputation, symptomatic
or asymptomatic coronary
artery disease.

+Indicators of high risk
While definitions vary, most
comprise =55 years of age
with two or more additional
risk factors (including obesity,
Irypertension, smoking,
dyslipidemia, or albuminuria)

+ASCVD/Indicators of High Risk
GLP-1 RA* with proven @ SGLTZi% with proven
CVD benefit CVD benefit

= For patients on a GLP-1 RA, consider adding SGLT2i with
proven CVD benefit or vice versa

= TIDA

+HF
Current or prior
symptoms
of HF with

documented
HFrEF or HFpEF

b4

+CKD

eGFR <60 mL/min per 1.73 m* OR
albuminuria (ACR =3.0 mg/mmol
[30 mg/gl). These measurements
may vary over fime; thus, a repeat
measure is required to document CKD.

+CKD {on maximally tolerated dose
of ACEi/ARB)

PREFERABLY
SGLT2i* with primary evidence of
reducing CKD progression

Use SGLT2i in people with an eGFR
220 mLimin per 1.73 m”; once initiated
should be continued wntil inifiation
of dialysis or transplantation

GLP-1 RA with proven CVD benefit if
SGLT2i not tolerated or contraindicated

If A1C above target, for patients on
SGLT2i, consider incorporating a
GLP-1 RA or vice versa

l

Glycemic Management: Choose
approaches that provide the
efficacy to achieve goals:
Metfarmin OR Agentis) including
COMBINATION therapy that provide
adequate EFFICACY to achieve
and maintain treatment goals
Consider avoidance of hypoglycemia a
priarity in high-risk individuals

In general, higher efficacy approaches
have greater likelihoad of achieving
glycemic goals
Efficacy for glucose lowering
Very High:

Dulaglutide (high dose),
Semaglutide, Tirzepatide
Insulin
Combination Oral, Combination
Injectable (ELP-1 RA/Insulin)

High:

GLP-1 RA (not listed above), Metformin,
SGLTZi, Sulfonylurea, TZD
Intermediate:

DOPP-4i

Achievement and Maintenance of
Weight Management Goals:

[ Set individualized weight management goals ]

General lifestyle advice:
medical nutrition
therapyleating patterns/
hysical activi

Intensive evidence-
based structured
weight management
program

Consider medication
for weight loss

Consider metabolic
surgery

When choosing glucose-lowering therapies:
Consider regimen with high-to-very-high dual

glucose and weight efficacy

If additional cardiorenal risk reduction or glycemic lowering needed

|

Efficacy for weight loss

Very High:
Semaglutide, Tirzepatide

High:
Dulaglutide, Liraglutide

Intermediate:
GLP-1 RA (not listed abave), SGLT2i
Neutral:
DPP-4&i, Metfarmin

R 2

If A1C above target




HHF by ASCVD status

Treatment

Placebo

Mo.ftotal No.

Rate/1000
patient-years

No./total No.

Rate/1000
patient-years

Hazard ratio
{95% CI)

Patients with ASCVD

EMPA-REG OUTCOME

126/4687

9.4

05/2333

14.5

0.65 (0.50-0.85)

CANVAS program

NA/3756

7.3

NA/2900

11.3

0.68 (0.51-0.90)

DECLARE-TIMI 58

151/3474

11.1

192/3500

14.1

0.78 (0.63-0.97)

CREDENCE

59/1113

20.6

92/1107

33.2

0.61(0.44-0.85)

VERTIS CV

139/5499

7.3

99/2747

10.5

0.70(0.54-0.90)

Fixed-effects model (Q=1.97; df=4; P=.74; 1 =0.0%)

0.70(0.62-0.78)

Patients without ASCVD

CANVAS program

NA/2039

2.6

NA/1447

0.64 (0.35-1.15)

DECLARE-TIMI 58

61/5108

3.0

94/5078

0.64 (0.456-0.88)

CREDENCE

30/1089

10.6

4971092

0.61(0.39-0.96)

Fixed-effects model (Q=0.03; df=2; P=.99; 2=0.0%)

0.63 (0.50-0.80)

HR (95% CI)




mpact of early initiation of sodium-glucose
cotransporter 2 inhibitor on cardiovascular
outcomes in people with diabetes and know
or at risk of atherosclerotic cardiovascular
disease: Propensity score matched analysis

Wen Sun'?, Alice P.S. Kong'?, Bryan P. Yan 2 *

Department of Medicine and Therapeutics, Prince of Wales Hospital, The Chinese University of Hong

Table 2. MACE with Dy-to-Rx time <12 months versus 12 months in subgroups stratified by presence or absence of known ASCVD or risk factors.

Dx-to-Rx time
<12 months

Dx-to-Rx time
12 months

wN %

Rate/1000 person-years

wN %

Rate/1000 person-years

Hazard ratio (93%CI)

30/1685 | 1.8

6.0

71/1685 |4.2

14.2

0.27(0.17-0.42)

P for interaction

1317 {03

Ll

1/280 |04

13

052(003-8.27)

4932 |04

14

14/864 | 1.6

3

011(003-0.42)

16 |57

N1

30/541

049(0.30-0.80)
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Kidney outcomes by ASCVD status

Treatment

Placebo

Rate/1000
No./total No.  patient-years

No./total No.

Rate/1000
patient-years

Hazard ratio
(95% CI)

Patients with ASCVD

EMPA-REGOUTCOME 8174645 6.3

7172323

115

0.54(0.40-0.75)

CANVAS program NA/3756 6.4

NA/2900

10.5

0.59(0.44-0.79)

DECLARE-TIMI 58 65/3474 4.7

118/3500

8.6

0.55(0.41-0.75)

CREDENCE 69/1113 241

102/1107

36.5

0.64(0.47-0.87)

VERTIS CV 17575499 9.3

108/2747

115

0.81(0.64-1.03)

Fixed-effects model (Q=6.09; df=4; P=.19; [* =34.4%)

0.64 (0.56-0.72)

Patients without ASCVD

CANVAS program NA/2039 4.1

NA/1447

0.63(0.39-1.02)

Favors | Favors
treatment placebo

DECLARE-TIMI 58 62/5108 3.0

120/5078

0.51(0.37-0.69)

CREDENCE 84/1089 299

122/1092

0.63 (0.51-0.89)

Fixed-effects model (Q=1.86; df=2; P=.40; 2 =0.0%)

0.60(0.50-0.73)

1
HR (95% CI)




Kidney outcome trials for sodium-glucose cotransporter-2 inhibitors

CREDEMCE

DAPA—CHKDy

EMPA-KIDMNEY

Do Canagliflozin 100 g Dapagliflazim 10 g Empagliflozin 10 mog once cdaily
oo dailyr ornoe daily

Total of particlpants 4010 A F0e falatni=]

U wwlilth CWID» 5 IF.4 27

eGFR criteria for enrclimeant 2O—o0 2575 =20— =45 or =45—=90

(Sl peer 1.7 32 )

Mean eGFR at enrollment 56 a3 IF.5

(mlSmmilm peer 1.7 3 ™)

Do wwilth eGFR <60 59 g8 Mo informatiomn

AR

Follow—up (wr)

Primary outcornme(s)

CW outcorme results

Kildmey outcorme

Kidney outcornme results

Criteria:

AR = 300—500000 megug
[=30—5S 00 g mrm-oel]
Mediamn AR 927 mgsg
[22.7 gy mmrmead ]

2.6

Comprosite of Kidney failure,
doubling of SOCr, or death frrom
kidney or W Ccauses

W death, M, stroke: HR: O.80;
D5 CI: .67 —0.95;
hospitalization for HF: HR:
Ou6e1; 950 CI: 047 —0.80

Cormpeosite of Kidnmey failure,
dowulling SCr, or death firom
kidney or W Ccauses

Primary kKidmey:
HR: O.70; 959 Cl: O.59—0.82

AR 200—5000 mgsLg
[20—500 e e

ACR Mediam

DAPA: 965 mgsdg [DE.5 mgs’
mrmall; Placel»o: 924 mgsg
[Z2 .4 g e ]

.49

First ocourrences of a =500
decline in eafFR, the onset of
kKidmney failure, or death from
kKidney or CW causes

Secondary Composite of W
death or hospitalizaticon for
HF: HR: O.F 1; 95% Cl: 0.55-0.92

FHirst ocourremndce of a = 50%
declimne im eGFR, tThe onset of
kKidmney failure, or death from
kKidmney or CW causes

Primary owuwtcome: HR: 0461 ;
Q5SE Cl: .51 — 072

[=45: 185 (F8%%G); =45 1424 (Z2204H])]

eGFR =45 —=90: ACR =200 mg.sg

[=20 mugrmurmmecd] (or POCR =300 mmeg g
[=Z0 meg rmmmea 1k

Mo ACR criteria for eGFR =40—<45
MMedian ACR 412 mgdyg [4 7.2 megefmnemecd ]

Expected =3

First occurrence of a composite of kidmney
disease progression (Kidmey failure,
sustained decline in eGFR to <10 milAsmmimns
T1.72 m~, sustained declimne im eGFR =300,
or renal death ) or CW death

Mot reported

FHirst occurrence of Kidmey failure,
sustaimned dedline imn eGFR to < 10 rmlsSrraims
1. 72 m>, sustained declimne im eGFR =309,
or renal death

[Trial stoppaed sarlhy due 1o positive results]

KDIGO 2022




Long-term benefits of dapagliflozin on renal outcomes of type
2 diabetes under routine care: a comparative effectiveness
study on propensity score matched cohorts at low renal risk

Gian Paolo Fadini, ™%~

Enrico Longato,“ T

DARWIN-Renal Study Inwvestigators

Mario Luca Morieri,® Stefano Del Prato,” Angelo Avogaro,® and Anna Solini.®

The Lancet Regional Health — Europe 2024

Before PSM After PSM
Dapagliflozin Comparators SMD Drapagliflozin Comparators SMD
Mumber 7588 27717 6200 6200
Demographics
Sex male, n (%) 4575 (60.3) 16,796 (60.6) =0.01 3808 (61.4) 3789 (61.1) =0.01
Age, years 60.9 (9.0) 636 (8.8) 0.30 61.0 (9.0) 61.3 (9.6) 0.03
Diabetes duration, years 11.6 (8.4) 10.6 (7.9) 0.12 10.6 (7.9) 10.4 (8.3) 0.02
Complications
Chronic kidney disease, n (%) 1535 (20.2) 7750 (28.0) 018 1219 (19.7) 1246 (201) 0.01
EGFR <60 ml/min/1.73 m®, n (%) 416 (5.5) 4651 (16.8) 033 394 (6.4 389 (6.3) <0.01
UACR =30 mag/g, n (%) 1229 (16.2) 4182 (15.1) 0.03 952 (15.4) 928 (15.0) 0.01
Diabetic retinopathy, n (%) 1399 (18.4) 3723 (13.4) 014 927 (15.0) 919 (14.9) <0.01
Diabetic macular edema, n (%) 200 (2.6) 507 (1.8) 0.06 127 (2.0) 140 (2.3) 0.01
Stroke/TIA, n (%) 106 (1.4) 439 (1.6) 002 79(13) 84 (1.4) <0.01
Carotid atherosclerosis, n (%) 1397 (18.4) 886 (21.2) 0.07 1090 (17.6) 1127 (18.2) 0.02
Ischemic heart disease, n (%) 800 (105) 3009 (10.9) 0.01 594 (96) 582 (9.4) <0.01
Left ventricular hypertrophy, n (%) L8l (7.7) 2214 (8.0) 0.01 461 (7.4) 460 (7.4) <0.01
Heart failure, n (%) 234 (3.1) 693 (2.5) 0.04 179 (2.9) 171 (2.8) <0.01
Any site revascularization, n (%) 527 (6.9) 2130 (7.7} 0.03 387 (6.2) 387 (6.2) <0.01
Microvascular complications, n (%) 2824 (37.2) 11,116 (40.1) 0.06 7119 (34.2) 2093 (33.8) <0.01
Macrovascular complications, n (%) 2376 (31.3) 9383 (33.9) 0.05 1847 (29.8) 1826 (29.5) <0.01
Established CVD, n (%) 975 (12.8) 3776 (13.6) 0.02 725 (11.7) 720 (11.6) <0.01
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Potential kidney-protective effects of SGLT2 inhibition
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he legacy effect of hyperglycemia and early use of SGLT-2
inhibitors: a cohort study with newly-diagnosed people wit
oe 2 diabetes

onio Ceriello," Giuseppe Lucisano,” Francesco Prattichizzo,*** Rosalba La Grotta,® Chiara Frigé," Salvatore De Cosmo,“ Paolo Di Bartolo,®
ziano Di Cianni,* Paola Fioretto,” Carlo Brune Giorda,® Roberto Pontremoli,” Giuseppina Russo,’ Francesca Viazzi," and Antonio Nicolucci,” AM

= No SGLT-2i Therapy

Various degrees of glycemic control B={ - SGLT-2i Therapy
Early Exposure Period Follow-up Period
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Hazard Ratio (95% Cl), p-value

1 year exposure

HbAlc (%) 7.1-8.0 1.14 ( 1.10-1.19) <.0001

1.192( 1.14-1_26) <0001
2 years exposure

HbAlc (26) 7.1-8.0 1.17(1.12-1.22) <.0001

HbAlc (%) =8.0 1.26 ( 1.19-1.33) <.0001

3 years exposure

HbAle (26) ¥.1-8.0 1.20( 1.15-1.25) <.0001

HbAlc (%) >8.0 1.33( 1.25-1.41) =.0001

Ref. HbAlc (26) =7.0 0.5 0.6 0.7 0.8 0.9 1 1.1 1.2 1.3 1.4 1.5 1.6 1.7 1.8 1.9 2




Stratification for SGLT2i (User: black; Mot user: grey

HbAlc (%) 7.1-2.0

HbAlc (%) >8.0

HbAlc (%) 7.1-8.0

HbAlc (%) =8.0

HbAlc (%) 7.1-8.0

HbAlc (20) =8.0

Ref. HbAlc (%) <7.0

1 year exposure

2 years exposure

3 years exposureg

Hazard Ratio (95%: Cl1), p-value
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1.15(1.11-1.20), =.0001

0.98 (0.76-1.26),0.85

1.22(1.16-1.29), <.0001

0.86( 0.65-1.15),0.32

1.19( 1.14-1.24), <.0001

0.92(0.71-1.19),0.51

1.292(1.22-1.36), =.0001

0.78 (0.58-1.06),0.11

1.20( 1.15-1.26), =.0001

1.09(0.82-1.44),0.54

1.34 ( 1.26-1.43), =.0001

1.12({0.82-1.52),0.48
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Cardiovascular, mortality, and kidney outcomes with GLP-1
receptor agonists in patients with type 2 diabetes:
a systematic review and meta-analysis of randomised trials

Maveed Sattar™, Matthew M Y Lee™, Seren L Kristensen™, Kelley R H Branch, Stefano Del Prato, Mardew S Khurmi, Carofyn S P Lam, Renato D Lopes,
John VW Mot ourray, Richhard E Pratley, Julio Rosenstock, Hertzel C Gerstein
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Molecular mechanism of anti-AS by GLP-1RAs

Inhibition of the endotelial cells expression of
inflammatory factors and adhesion molecules

ot
. I‘\
“ w 1 ‘ t;‘?‘ﬁmhh

a o
R: m,ﬁ"hﬂhg .’{I\'{}J i = o .
A e mgw, Induction of NO synthesis in endothelial cells
‘f
PR

A‘k‘:-

Protection of mitochondrial function and
inhibition of oxidative stress in endothelial
cells

Reduction of macrophage inflammation and
foam cell formation

Improvement of VSMC disfunction

Frontiers in Pharmacology 2024



Cardiovascular, mortality, and kidnewv outcomes with GLP-1
receptor agonists in patients with tvpe 2 diabetes:
a systematic revievw and meta-anmnalysis of randomised trials

Maveed Sattar™, Matthewr MM Y L ee™, Saren L Kristensen™, Kelleyw R H Bramch, Stefamno Dl Prato,. Mardew S Kbormd, Carofyn S P Lam, Renato D Lopes,
Johrn W AMcochurrawy, Richard E Pratley, Julio Rosenstock, Hertzel O Gerstein
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Recommendation 1.3.1: We recommend treating patients with type 2 diabetes (T2D), CKD, and an eGFR 220 ml/
min per 1.73 m? with an SGLT2i (1A).

uuuuuuuuuuuuuuuuuuuuuuuuuuuuuuuuuuuuu

el RS Practice Point 1.3.1 The recommendation for SGLT2i is for kidney and cardiovascular protection and SGLT2i have been

shown to have safety and benefit in CKD patients, even for those without T2D. Thus, if patients are

already being treated with other glucose-lowering agents, an SGLT2i can be added to the current

treatment regimen (Figure 6).

Practice Point 1.3.24 The choice of an SGLT2i should prioritize agents with documented kidney or cardiovascular benefits

and take eGFR into account.

Practice Point 1.3.3]It is reasonable to withhold SGLT2i during times of prolonged fasting, surgery, or critical medical
illness (when patients may be at greater risk for ketosis).

Practice Point 1.3.4: If a patient is at risk for hypovolemia, consider decreasing thiazide or loop diuretic dosages before

commencement of SGLT2i treatment, advise patients about symptoms of volume depletion and low

blood pressure, and follow up on volume status after drug initiation.

Practice Point 1.3.5§ A reversible decrease in the eGFR with commencement of SGLT2i treatment may occur and is

generally not an indication to discontinue therapy.

Practice Point 1.3.6] Once an SGLT2i is initiated, it is reasonable to continue an SGLT2i even if the eGFR falls below

20 ml/min per 1.73 m’, unless it is not tolerated or kidney replacement therapy is initiated.

Practice Point 1.3.7: SGLT2i have not been adequately studied in kidney transplant recipients, who may benefit from

SGLT2i treatment, but are immunosuppressed and potentially at increased risk for infections;

therefore, the recommendation to use SGLT2i does not apply to kidney transplant recipients (see

Recommendation 1.3.1).

Kidney International 2022



@ ESC European Heart Journal 1 (2023) 00, 1-98 ESC GUIDELINES

Eurcpean Society hitps//doiorg/10.1093/eurheartj/chad1%2
of Cardiology

2023 ESC Guidelines for the management of
cardiovascular disease in patients with diabetes

Recommmendations Class™ Lewel™

CCS patients with cype L diabetes

SGLTZ2 imnhibitors with proven %W benefit™ are
recormimended imn patients withh T2 and OS5 o
reduce W evendts, independent of baseline or target
HbA1 e and independent of concomitand
elucose-lowering mMmedicatiom_ B5-°8S.853.857. 700
GLP-1 receptor agonists with proven CW benefit®

are recaoammmended in patients with T20DM and COC5S

to reduce CW events, ndependent of baseline or

target HeAN <« and independent of concomitant

. _ . F10.711
slucose-lowering medication. .

CCS patients withouwut cype 2 diabetes

The GLP-1 receptor agonist semaglutide should be
considered in overvweight (BEMI1 =27 kg/m~) or obese
S patients withowut diabetes to reduce CW
meariality, MMil, or stroke 5=




ANNALI AMD 2024

Indicatori di intensita/appropriatezza del trattamento farmacologico
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Sogpetti non trattati con SGLT2i /o GLP1 RA

Soggetti con micro/macroalbuminuria
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o : , 319 235
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Adv Ther (2018) 35:1735-1745
https://doi.org/10.1007/512325-018-0819-5
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Addressing Clinical Inertia in Type 2 Diabetes
Mellitus: A Review

Jennifer Okemah @ - John Peng - Manuel Quifiones

Patients with HbA1c 27% not
receiving IT within 1 year

Patients with HbA1c <7% who
received IT before 1 year of diagnosis

At 5.3 years, significantly increased
risk of:

* MI67% (CI 39-101%)

» Stroke 51% (Cl 25-83%)

» HF 64% (CI 40-91%)

» Composite CVE 62% (CI 46—-80%)
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Intensive vs
Conventional Treatment
I |
197 7-1991 1997 = 2007
Randomisation (20 years) (30 years)?

10-year PostTrial Follow Up
(Non-Interventional)

M Any diabetes
related endpoint

M Microvascular
disease

M ardial

infarction

[*p<0.05 **p=0.052] - Intensive vs Conventional Treatment




Diabetologia (2016) $9:2208-2307
DOT 10.1007/500125-016-4065-6

Years of life gained by multifactorial intervention in patients
with type 2 diabetes mellitus and microalbuminuria: 21 years
follow-up on the Steno-2 randomised trial

Peter Geede'? + Jens Ocllgaard *** + Bendix Carstensen? « Peter Rossing™* -
Henrik Lund-Andersen®*® « Hans-Henrik Parving™” « Oluf Pedersen®
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> Diabetes. 2024 Oct 17:db240166. doi: 10.2337/db24-0166. Online ahead of print.

When does metabolic memory start? Insights from
the AMD Annals Initiative on stringent HbA1c targets

Giuseppina T Russo 1 Antonio Nicolucci 2, Giuseppe Lucisano 2 Maria Chiara Rossi 2,
Antonio Ceriello 3, Francesco Prattichizzo ®, Valeria Manicardi 4, Alberto Rocca 2,
Paolo Di Bartolo ©, Salvatore De Cosmo ?, Graziano Di Cianni ¢, Riccardo Candido ?

Various degrees of glycemic control
Early Exposure Period Follow-up Period
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When does metabolic memory start? Insights from
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Hazard Ratio (95% Cl)
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HOLISTIC PERSON-CENTRED APPROACH TO T2DM MANAGEMENT
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Inter-relationships between cardiovascular, renal and
metabolic diseases: Underlying evidence and implications for
integrated interdisciplinary care and management
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XXVI Riunione Scientifica Regionale SID-AMD
Il Diabete: una malattia complicata?
Cagliari 29-30 Novembre 2024
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