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In qualita di RELATORE, ai sensi dell’art.76 sul Conflitto di Interessi dell’Accordo
Stato-Regioni del 2 febbraio 2017, dichiaro che negli ultimi due anni ho avuto i
seguenti rapporti di finanziamento con soggetti portatori di interessi commerciali
in campo sanitario:

AstraZeneca, Boehringer Ingelheim, Bayer, Eli Lilly,
Mundipharma, Neopharmed, Amgen, Servier, Merck
Sharp & Dohme, Novo Nordisk, Sanofi, Takeda, Amarin



Modifiable CV risk factors are common in patients with T2D

@@

1. Svensson et al. Diab Vasc Dis Res 2013;10:520-9. 2. Das et al. Am Heart J 2006;151:1087-93.
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INTERHEART: Impact of multiple risk factors on CV risk.
The 4 major Modifiable Risk Factor account for the 90% of AMI
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NEW ENGLAND JOURNAL OF MEDICINE  March 4, 2010

Glycated Hemoglobin, Diabetes, and Cardiovascular Risk in

Non-diabetic Adults
Elizabeth Selvin, Michael Steffes, Hong Zhu, Kunihiro Matusushita, et al.

Data from 11,092 black and white subjects in the ARIC trial (Atherosclerosis Risk in Communities)
Median follow approximately 14 years.
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Renal disease is associated with increased all-cause mortality
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The origin of Resolvins

Omega-3 polyunsaturated fatty acids
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' Resolution versus chronic inflammation in atherosclerosis.

. “Inflammasome | ' -
activationand = DAMPs | Necroptosis| = AMP
pyroptosis s “rhale 2": b P :
: tion
chronic inflamma ‘

T Pro-inflammatory | 4 Pro-resolving
mediators mediators

LDL modification and
foam cell formation

Modified LDL€)

LDL retention in
the arterial wall

Inflammation

L Pro-inflammatory [T Pro-resolving i
mediators mediators Cholesterol

Proteoglycans
efflux

Stable

plaque s

Large necrotic
lipid core

atherosclerot
plaque
Small necrotic lipid core

Progression

Back et al Nat Rev Cardiol 2019



UNIVERSITA DEGLI STUDI DI PADOVA

Circulating HSPC during the natural history of type 2 diabetes

Physiological role
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Circulating HSPC during the natural history of type 2 diabetes
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@ ESC European Heart Journal (2020) 41, 42714282 CLINICAL REVIEW
European Society doi:10.1093/eurheartj/ehz923 Vascular biology and medicine
of Cardiology

Circulating stem cells and cardiovascular
outcomes: from basic science to the clinic

Gian Paolo Fadini ® ', Anurag Mehta?, Devinder Singh Dhindsa?,
Benedetta Maria Bonora', Gopalkrishna Sreejit3, Prabhakara Nagareddys, and
Arshed Ali Quyyumi?

Celltype - outcome Meta-analysis forest plot

HSPC - CVE S

HSPC - CVD S T
HSPC - ACD =
EPC - CVE ——
EPC - CVD =
EPC - ACD -
Overall ’,
0=6.18, p=0.29; 12=19%

0.0 05 1.0 1.5 2.0 25
Hazard ratio

3.0

HR (95% CI)

1.66 (1.30, 2.12)
1.74 (1.36, 2.23)
1.91 (1.37, 2.65)
1.56 (1.21, 2.00)
1.90 (1.31, 2.77)
1.42 (1.27, 1.59)

1.58 (1.43, 1.75)

Weight (%)

14.3
14.0
8.6
13.8
6.8
42.5

100.0



UNIVERSITA DEGLI STUDI DI PADOVA

Clinical Track

Primary analysis: ABI
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Somatic Mutations in Cardiovascular Disease
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Clonal hematopoiesis of indeterminate potential as a precursor state for hematological neoplasms
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ASCVD events All-cause mortality Incident ASCVD or all-cause

mortality (aHR [95% CI])
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Clonal hematopoiesis and mechanisms that might accelerate atherothrombotic risk
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Inflammasomes and Atherosclerosis
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Diabetes Volume 65, April 2016

Gian Paolo Fadini,'? Lisa Menegazzo,? Mauro Rigato,! Valentina Scattolini,'2
Nicol Poncina,l-2 Andrea Bruttocao,! Stefano Ciciliot,1-2 Fabio Mammano,23
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NETosis Delays Diabetic Wound
Healing in Mice and Humans

Diabetes 2016:65:1061-1071 | DOI: 10.2337/db15-0863
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Diabetologia (2022) 65:1555-1568
https://doi.org/10.1007/500125-022-05733-2

ARTICLE
2

A miR-125/Sirtuin-7 pathway drives the pro-calcific potential
of myeloid cells in diabetic vascular disease

Saula Vigili de Kreutzenberg ' (9 - Alessandra Giannella' - Giulio Ceolotto - Elisabetta Faggin ' - Roberta Cappellari "2 -
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