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O@ceparoAoyia

AlaTapaxec METAPOAICHOU YAUKOLNG
2. OKXapwoNnc d1aBNATNG Kal KapdlayyEeIaKn VOOOG
APXEC BEPATTEUTIKAC AVTIMETWTTIONS TWV dlatapaxwyv YAUKOLNG

KapdiouetaBoAikn larpikn



= AlaTapaxec peTaBoAlopou YAuKodnc

" 2 aKXapwonc dlaRnTng Kal kapdlayyelakr vOoog

" APXEC BEPATTEUTIKNG AVTIMETWTTIONS TWV dlaTapaxwV YAUKOLNG

= KapOloueTaBOAIKN laTpikn



YTrepyAuKaidia

H yAukOZn TTAGOPATOC €ival PIa ouveXNG METABANTH KAl 0 KABOPIONOG TWV
(PUOIOAOYIKWYV Kal TTAB0AOYIKWYV TIMWYV TNG TTPOEKUYE ATTO MEYAAEC
ETTIONMIOAOYIKEC MEAETEC TTOU XPNOIMOTIOINCAV WG OIAYVWOTIKO KATWOAI
(diagnostic cut-off point) TI¢ TIuEC YAUKOZNC TTAVW ATTO TIC OTTOIEC ApXIoAV va
epgavidovral ol ETMTTAOKEC TOU OaKXapwodoug diaRnTn (ZA).

MeTagU TwV TIHWV YAUKOZNG TTOU BewpouvTal PUCIOAOYIKEC KOl AUTWY TTOU
OewpouvTtal dIaYVWOTIKEC TOU ZA, UTTAPXEI EvVa EUPOC TINWV YAUKOLNG TTOU
XapakTnpilel EVOIANETEC KATAOTAOEIG, YVWOTEC WG TTPOdIARNTNG ) EVOIAUEDN
UTTEPYAUKAIIQ.



[TpodiafnTng

O 1TpodIaRNTNG Oev Bewpeital vOOOG, OXETICETAI OJWGS ME AUCNMEVO KivOUVO
eCENICNG o€ ZA Kal epavions kapdiayyelakng vooou. O Kivouvocg ecéNicng o€ 2A
TWV aTOPWV e diatapayuévn YAukoln vnorteiag (IFG, impaired fasting glucose) n
dlarapayuevn avoxn otn YAukoln (IGT, impaired glucose tolerance) KuuaiveTai
peTacU 25-30% oTa emopeva 3-5 £Tn Kal avépxeTal 0To 50% OTtav ouvuTtTapXOoUuV
Kal o1 duo diarapaxes (IFG kar IGT).

‘EyKQIpn QVTIMETWTTION JE EPAPPOYI UYIEIVODIQITATIKWY UETPWYV (ATTWAEIQ BAPOUG
KAl AoOKNON) JTTOPEI va avakoWel TRV £¢EAICN Tou TTPodIaBnTn o€ 2A ] akOua Kal
va 00NYNOEl OTNV ETTICTPOPN TWV TIMWYV YAUKOCNG EVTOG TWV QUOIOAOYIKWY OPIWV.



Kpithpia didyvwong dIaTApaXwV TOU METAPBOAICHUOU TNG
YAuKO(NG

FAUKOCN FAUKOCN TTAGOUATOC Tuxaia pétpnon HbA1c3
TTAdopaToC vnoTeiag! 2 WPWV KATA TN YAUKOING
QOKIJaoia OpTIoNS TTAAOPATOG?
ME YAUKOLN 75 gr

duololoyikr) avoxn < 100 mg/dL < 140 mg/dL
oTn YAUKOCn

MpodIaBATNS 100125 mg/dL45 140-199 mg/dL® ;

2. aKXapwodng = 126 mg/dL = 200 mg/dL = 200 mg/dL
d1aBATNG

T TAuk6dCn vnoTeiag: un AqEn TPo@ng yia TOUAAXIOTOV 8 WPEG.
2 MNou ouvodeUeTal ATTO TUTTIKA CUMTITWHATA UTTEPYAUKaIWIaG: TToAuoupia, TToAudIyia, TToAu@ayia Kai aveEynTn attwAEla BApoud.

3 H HbA1c amoteAei kpitTApIo didyvwong Hovo yia Tnv ADA utté Tnv TTpoUtré0ean 611 uttoAoyileTal he ouyKeKpIyévn HéBodo
METPNONG KAl OTI ATTOUCIACOUV KATAOTACEIG TTOU KABIOTOUV TN JETPNOT] TNG AvagIOTTIoTn (QINOC@QAIPIVOTTABEIES, AIMOAUTIKA avaiyia,
ECWVEQPPIKA KABapon 1 Bepartreia pe epubpoTToINTivh, TTPOCQPATN ATTWAEIA AIJATOS | JETAYYIOEIG).

4 O WHO kai n EASD Trporteivouv wg 6pio yia Tnv IFG 11¢ TIuég yYAukdlng TAdopaTog 110-125 mg/dL, evio n ADA TrpoTeivel TIG TIPES
100-125 mg/dL.

5 Alatapaypévn yAukoln vnoteiag (IFG, impaired fasting glucose).
6 Alotapayuévn avoxn otn yAukdln (IGT, impaired glucose tolerance).



MeTaoAIKO oUvOpOuO

Kpitipia yia Tn d1dyvwon Tou HETABOAIKOU CUVOPOOU
(atraitouvTal =23 aTTO TA TTAPOKATW)

KolAiakr] Traxuoapkia (Trepipetpog yéong®) =102 cm &
=288cm ¢

TpiyAukepidia = 150 mg/dL
N Bepartreia yia TPIYAUKeEpidIa

HDL-C <40 mg/dL &
<50 mg/dL ¢
N Bepartreia yia xaunAn HDL

ApPTNPIOKN TTiEON 2130 kai/r; 85 mmHg
N Bepartreia yia UTTEPTAON

["AukO(n vnoTeiag 2100 mg/dL ] yvwoTocg 2A

* Otav 1o BMI eivail >30 kg/m2 n kolAlokA TTaxuoapkia Oswpeital dedopévn, oTroTe dev
QATTAITEITAI JETPNON TNG TTEPINETPOU PEONC.

http://www.idf.org



MeTaBoAIKO oUvOpOouO

To JETABOAIKO oUVOPOUO OXETICETAI HE AUENUEVO KivOUVO (KATA 2-4 QOopPEQ)
gePpaviong ZA TUTToU 2 KaBwG Kal augnon (TTepitTrou KATa 2 popEC) TOU KIVOUVOU
aTEQAVIAIag VOOOuU.

H ouxvornta tou ocuvdpopou gival 20-40% OTIC avaTITUYMEVEG XWPEC, EVW AUTH
gival yeyaAutepn o€ atoua pe Tpodiantn (ouxvornta 50%) Kal TTOAU peyaAUTEPN
(ouxvornta 80%) oe atoua pe 2A TUTTOU 2.

To METABOAIKO OUVOPOUO OEV TTPETTEI VA AVTIMETWTTICETAI WG VOOOAOYIKA OVTOTNTA,
aAAG HAAAOV WG UTTEVOUNION TTPOC TOV KAIVIKO 1aTPO OTI N TTapouadia
IVOOUAIVOQVTIOTAONG EVOEXETAI VO OUVOOEUETAI ATTO Hia N TTEPIOCOTEPES
OUVIOTWOEG TOU, £TAI WOTE VA TIC avadnTta Kal va TIC AVTIMETWTTICEL.



2. aKXapwonc d1aBNTNG

O ZA amroteAei pia auvBeTn METABOAIKN dlaTtapaxn TTou xapakTnpiletal atro
uTTEPYAUKAIMia AOyw dlaTapaxns NG EKKplong f/kal Tng dpaaong TnG IVOOUAivNg,
EVW OUVUTTAPYXOUV Kal dIATAPAXEC TOU METABOAIOUOU TwV udATAVOPAKWY, TWV
TTPWTEIVWYV KAl TWV AITTWV.

H xpovia utrepyAukaipia otov 2A odnyei JOKPOTTPOBECTUA OTIG XPOVIEG UAKPO- KAl
MIKPOQAYYEIOTTABNTIKES ETTITTAOKEC TOU.

H diatapaxn TG EKKPIoNS TNG IVOOUAIVNG agopad TN MEIWPEVN N TTANPN aduvauia
EKKPIONG TNG ATTO TA B-KUTTOPA TOU TTAYKPEATOG, EVW N diatapaxr TnG dpacng
agopd TNV aduvapia TNG IVOOUAIVNG va aOKNOo€l 0pAon OTOUG TTEPIPEPIKOUGC
I0TOUG (avTioTaOoN TNV IVOOUAIvN).



Tacivounon cakxapwodn d1aBnTn

2A TutToU 1 (ZAT1)
2A TUTTOU 2 (2AT2)

Ei1dikoi TUTTOI 2A TTPOKOAOUUEVOI ATTO:

- [eveTIKES DlaTapaxEC TNG AsIToupyiag Twv B-KUTTapwv [ouvdpoua povoyovidiakou dIaBATN:
veoyvikog 2A, diapntng MODY (Maturity Onset Diabetes of the Young)].

- ['eVeTIKEG dlaTapaxEG TToU a@opouv aTn dpAacn TNG IVOOUAIVNG.

- EvOokpIvoTtaBeieg, AOINWEEIG, VOOOUC TNG ECWKPIVOUC UOIpaC TOU TTaYKPEATOG (OTTWG
TTAYKPEATITION ] KUOTIKI ivwan).

- PApuaKa A XNUIKEC oUOieC (KOPTIKOOTEPOEIDN, AVTIPETPOIKI aywyn, oTaTiveg, Be1alIdIkd
dloupNTIKA, AVTIWPUXWOIKA 2Nn¢ YeviAg, immune checkpoint inhibitors k.a.).

- [eveTIkG ouvdpopua TTou eviote ouvoualovral ue ZA (ouvdpouo Down, Klinefelter, Wolfram).

2A KUnong



EmidonuioAoyia cakxapwodn diapnTn
O emimmoAacpog Tou 2A otnv EupwTtrn kKupaivetal uetagu 2-10%, evw otnv EAAGda
uttoAoyileTal yetacu 7-9,5%.
To 33,5% Twv acBevwy otnv EAAGda dev yvwpilel Ot TTAoXEl atrd ZA.
O 2A11 apopd 10 5-10% TWV ATOPWV PE 2A, evw 0 2AT2 10 90-95%.

O 2A MODY 0¢v cival TToAU oT1rdviog kal euBuveTal yia To 1-4% Twv TTEPITITWOEWV ZA,
EVW OUXVA gpunveveTal AavBaopeva we 2ZA Tuttou 1 R 2.

O 2A kKUnong ep@avifetal o€ TTOoO00TO 5-18% TWV KUNOCEWV avaloya ue Tov TTANBUoNO
avagpopdag.



Map 1 Number of people with diabetes worldwide and per IDF Region, in 2024-2050 (20-79 years)

Estimates of the global prevalence of diabetes
in the 20-79 year age group (millions)

- Number of people with diabetes in millions
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Europe (EUR)

72.4 Million
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0 45%
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North America and Caribbean (NAC)
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South-East Asia (SEA)
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Africa (AFR)
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Middle-East and North Africa (MENA)
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South and Central America (SACA)
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Western Pacific (WP)
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215.4 Million

IDF Diabetes Atlas 11th Edition - 2025 | diabetesatlas.org
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2. aKXapwdnc dlapnTng TutTou 1

O 2AT11 TTpoKaAgiTal ATTO AUTOAVOOT KATAOTPOPI TWV B-KUTTAPWY TOU TTAYKPEATOC KAl
ouvnOwc¢ odnyei o€ TTAN PN EAAEIYPN IVOOUAIVNC.

Karta tnv apxikni diayvwon Tou 2A o€ TToocooTo 85-90% TwV ATOPWYV QVEUPIOKOVTAI £VA 1)
TTEPICOOTEPA EK TWV AVTICWHATWV:

- avTtivnoidiaka avriowparta (ICA, islet cells antibodies)
- avTiowparta Evavti TNG IvoouAivng (IAA, insulin autoantibodies)

- AVTICWMPATA EVAVTI TNG atToKaPBOoEUAAcnC Tou YAouTauivikou océocg (anti-GAD, anti-
glutamic acid decarboxylase)

- avTIOWHATA EVavTl pwo@atacwyv Tupoaoivne (IA2, islet tyrosine phosphatase 2)

- AVTIOWHATA EVAVTI TOU PETAPOPEa weudapyupou 8 (ZnT8, zink transporter 8)

Etriong n mapouaoia 2At11 oxeTieTal e 10 PEICOV CUPTTAEYUA IOTOCUMRBATOTATAS AVTIYOVOU
avBpwtivwyv AsukokuTttapwyv (HLA, human leukocyte antigen).



2TA0I1a eceAicnc 2AT1
[MpoTevopevn ovopaTtoAoyia

AuToavooia Tou AuToavodid Tou AuToavodia Tou
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2. aKXapwdnc dlapnTng TutTou 1

O puBuoc autodvoong KATaoTPOPNG TWV B-KUTTAPWY TTOIKIAAEI KOl QaivVETAI va gival
1I01aiTEPA YPYOPOC aTNV TTaIdIKA NAIKIa Kal BpaduTepog OTav N EJ@Avion Tou 2A yiveral o€
MEYAAUTEPEC NAIKIEG, ME ATTOTEAEC A Va dlaTNPEITAl EVOOYEVNC EKKPION IVOOUAIVNG yia
OlIACTNHA EWG Kal 2—4 £€Tn PYETA TN dIAYvVWON.

O AavBavwyv autoavooog d1apATNG o€ evnAikes (LADA, Latent Autoimmune Diabetes in
Adults) Bewpeital pia apya egeAlooouevn yoper ZA TutTou 1, TToU guPavideTal ouvhBwg
o¢ atoua nAikiag >30 etwv. Agopad 10 10% Tou 2ZA TUTTOU 2.

Ta atopa pue LADA €xouv BeTikG autoavTiowpaTta (ouvnBwc anti-GAD) kal evw TO TTPWTO
XPOVIKO dl1doTnua (6 NAVESC Ewg 5 £Tn) puBuilovTal IKavoTToINTIKA PE avTIdIaRNTIKAG dioKia,
OTN oUVvEXEIa Xpelalovtal aywyn YE IVOOUAIvN.



Ytrowia 2A Tuttou LADA — KAIVIKG KpITAPIA VIO EAEYXO
QUTOQVTIOCWUATWYV

HAIKia évapénc 2A 30-50 £1n.

Oceia eupavion CUPTITWPATWY (TToAuoupia, TTOAUdIYIa, TTOAU@ayia, HEIWPEVO OWMATIKO
Bapog).

BMI <25 kg/m?

ATOMIKO avauvnoTIKO QUTOAVOOowV voonuatwy (Bupeociditida Hashimoto, vooog Graves,
vooog Addison, koIAIOKAKN, AEUKN, autodavoon NTTaTiTida, yuacBEveia, kakonong avaiuia).

KANPOVOUIKO I0TOPIKO AQUTOAVOOWY VOO HUATWV.

Avaykn IvOOUAIvoBepaTTeiag ouvTopa PETA TN dldyvwaon Tou 2A.



2. aKXapwodn¢ dlaBnTng TUTTou 2

O@eileTal o€ OXETIKI QVETTAPKEIQ IVOOUAIVNG AOYW TNE TTapouadiac avtiotaong otn dpdon
TNG IVOOUAIVNG OTOUG TTEPIPEPIKOUC I0TOUG.

O1 aoBeveic pTTopEi va £Xouv QUOIOAOYIKA ) AKOMA KAl AugnUEVA ETTITTEOA IVOOUAIVNC
TTAAOUATOG, AAAG AOYW TNG AVTIOTAONG OTNV IVOOUAIVN va gu@avifouv UTTEPYAUKAIWIQ.

O 2At2 mrepiAapBavel Eva @Aoua ouvOuaohwY, aTTo TNV KUPIWG avTtiotaon otnv
IVOOUAIVN, HEXPI TN ONMAVTIKN dlaTapaxn oTnV EKKPION TNG IVOOUAIVNG JE HIKPOTEPN
avTtiotaon aotn 0pdAon TNG.

H utrepyAukaipia egeAicoetal oTadiakd Kal Xwpic To ATOMO VA EU@AVIOEl Ta KAAOIKA
OUNTITWHPATA TNG UTTEPYAUKAIMIAG, ME ATTOTEAECHA O 2A va TTApAUEVEL adIAYVWOTOC YIa
QPKETA £TN.

H mTapoucia Traxuoapkiag (1I0iwg aTTAAXVIKAG), N EAAEIYN OCWUATIKAS OpaoTNPIOTNTAG, N
yripavaon Kai n YEVETIKA TTpodIABean aucdvouv onUAVTIKA TOV KivOuvo gu@aviong ZA.



MovoyoviIOIaKOG OIaBNATNG

O 2A 1utToU MODY o@€ileTal o€ JOVOYOVIOIKEC DIATAPAXES TNG AEITOUPYIOC TWV B-
KUTTAPWYV MJE aTTOTEAECHA TN diATAPAX TNG EKKPIONG IVOOUAIVNG.

KANPOVOUEITAl JE TOV QUTOOWHMIKO ETTIKPATOUVTA XOPAKTAPO KAl EUPAVICETAI YIA TTPWTN
PopA ouvnNBwc og atoua NAIKIAg <25 €TWV.

H diayvwaon yiveTal ue HOPIAKO YEVETIKO EAEYXO.

‘EwG oruepa £Xouv avayvwpIioTE DIaTapaxEC o€ 6 YovIOIaKoUC TOTTOUG OIAPOPETIKWY
Xpwpoowuatwy (MODY 1-6).

O1 ouxvotepol TuTTol €ival 0 2 (GCK - MODY), o 3 (HNF1A - MODY) kai 0 1 (HNF4A -
MODY).



Alayvwon 2A tuttou MODY

Aidyvwaon ouviBwg TTpIv atrd TNV NAIKIa Twv 25 eTwVv.
‘Hma utrepyAukaiuia, xwpic Taon yia KEToCEwaon.
Ox1 onuavTiKr TTaxuocopKia i/Kal atroudia onueiwy avrtiotTaons otnv IVOOUAIVN.

OIKoyeVveIOKO 1I0TOPIKO ZAT2, TOUNAXIOTOV 0€ DUO KABETEG YEVIEC, ME QUTOOWMATIKO
ETTIKPATOUVTA TPOTTO KANPOVOUIKOTNTAG.

ATTouaia avTiIowPAaTwy yia 2AT1.

['Aukoloupia, TTou dev ocuuPadilel e TRV ATTIA UTTEPYAUKQIIQ.

['uvaikeg ue ZA KUNONG, TTou EUgavifouv NTTIA UTTEPYAUKAIIQ.

Edav ouvuttapxouv VEQPIKEG KUOTEIG I AAAEG DIATAPAXEC TOU OUPOTTOINTIKOU CUCTHUATOG.

TeNIKN Kal opIOTIKA dIAYVWON YIVETAI UE NOPIAKO YEVETIKO EAEYXO O€ EI0IKA KEVTPO.



2. 0KXapwodNn¢ d1alBNTNS KUNong

Alatapaxr Tou JETABOAICHOU TNG YAUKOZNG TTOU SIaYIYVWOKETAI VIO TTPWTN POpPa OTO 20 1
30 TPiNNVO TNG KUNONG, UTTO TNV TTPOUTTOBE0N OTI KATA TNV £vapén TNG KUNONG dgv
dlayIyVWOKETAI N UTTapgn Trpoutrdpxovra 2AT12 ) ZAT1.

Katd kavova utTTooTpEPEl META TOV TOKETO, GAAG O€ £va TTOo00TO 5-10% TWwV Yuvalkwyv
TTAPAMEVEI OUVNOWC WS 2ZAT2.

XpOVOG PETA TOV TOKETO Aokipaoia

1-3 NUEPES ["AUKOCN vnoTeiag
2-3 uAveg OGTT

1 €10G OGTT

KaBe €10¢ ["AUKOCN vnoTeiag

Kabe 3 €1n OGTT

Mpiv a1Td €ETTOMEVN KUNON OGTT

EAANviIkR AlaBnTtoAoyikn ETaipgia. KateuBuvtripieg Odnyieg yia Tov 2akxapwodn AiaBnAtn. 2026



NeoTEPEC BEWPNOEIC YIA TV TACIVOUNON TOU oakxapwodn diaBNATn

H ioxUouoa Tacivopunon d¢gv gival TTAVTOTE ETTAPKNAG VIO TN OWOTH KATATALN KATTOIWY
ATOMWYV PE ZA Kal TTOANG aTopa oTnNV KAIVIKA TTPAEN TagivououvTal AavBaouéva.

MepIKG ATopa €XOUV YEVETIKN TTPOOIABECN Kal yia TOug dUO KUPIOUG TUTTOUG Tou 2A (2AT1
Kal 2AT2), M€ ATTOTEAEOHA va ep@avidouv pia «uBpIdIkA» poper dIaBATN, TTOU EXE
XapaKTNPIOTIKA «AITTAOU ZA». EVOEIKTIKA ava@EpovTal Ta TTOPAKATW TTapaAdEiyuaTa:

Mepika atopa pe KAaoiko 2AT11 o€ veapr nAikia, eg@aviouv apyoTepa KaTd TNV
evnAIKiwon TTaxuoapkKia, avrioTaon oTnv IVOOUAivn Kal OToIXEid TOU JETABOAIKOU
OuvOPOOU.

[Maudid ye eEKoeoNUACHEVN TTAXUOAPKIa eUpavifouv €IKOVA KAAOIKOU 2AT2, TTOU OUWC
oTav eAeyxBOouv £xouv Kal BETIKG auToavTiIowuaTa (autoavooia cupBarn kai ye ZAT11).



NeoTEPEC BEWPNOEIC YIA TV TACIVOUNON TOU oakxapwodn diaBNATn

H yeveTikn TTpodidBeon Kai n eTTidpacn Tou TTEPIBAAAOVTOC paiveTal OTI TTai(ouV
KaBopIoTIKO POAO OTNV TTOIKIAOJOP®Ia TNG PAIVOTUTTIKNG EKPPAONG TNG VOOOU, TTOU
mOavOTATA AVTIKATOTITPICEI DIAPOPETIKI «TUYKEVTPWAN» TWV dIAQOpWV TTAPAYOVTWY TTOU
odnyouv aTnV KAIVIKI €K@pacon Tou 2A.

O 2AT2 @aiveTal 0TI TTapouoialel JeyaAn ETEPOYEVEIA, TOOO OTN PAIVOTUTTIKI Kal YOVIOIOKN
EK@QPOON TOU, 000 Kal OTNV £CEAIEN TOU, UE ATTOTEAECUA KAl N €KTACN KAl ouxXvoTnTa
EMPAVIONG TWV ETTITTAOKWY VA dIAQEPOUV ONUAVTIKA ATTO ATOUO O€ ATOO.

Eival TToAU mBavov oto pEAANOV N Tagivounon Tou 2A va aAAdEEl, TTEpIAAUBAvVOVTAG TTOAU
TTEPIOOOTEPES UTTOMOPPES, TTPOCTIABWVTAC Va ENYNOEI KAAUTEPQ TN MEYAAN ETEPOYEVEIA
TOU.



* AlaTapaxec JeTaBOAIOMOU YAUKOLNG

= 20KXapwonc dlaBntng Kal kapdlayyelakr vOoog

" APXEC BEPATTEUTIKNG AVTIMETWTTIONS TWV dlaTapaxwV YAUKOLNG

= KapOloueTaBOAIKN laTpikn



Risk of CVD events in patients with diabetes relative to non-diabetic subjects

Any CVD event
Stroke

Intermittent claudication
Cardiac failure

Coronary heart disease
Myocardial infarction
Angina pectoris

Sudden death

Coronary mortality

Age-adjusted risk ratio
*p<0.001; 'p<0.05; *p<0.01; 5p<0.1

Adapted from Kannel. Am Heart J 1990;120:672-6

m Male
Female



Xpovia uttepyYAuKaldia Kai ayyelakn BAaBn

OCeIdWTIKO OTPES

EvdobnAiakr) ducAsiToupyia

Ayyelakn pAeyuovn

[TpOOKOAANON Kal HETAVAOTEUON PJOVOKUTTAPWYV

ABnpookANpwaon Kal ayyelakn avadiauop@won
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Early Vascular Aging (EVA) - New Directions in Cardiovascular Protection and Cardiovascular Translational Medicine, 2nd Edition, Elsevier 2024




PWVW at baseline
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Fotini Kousathana °, Maria Varoudi °, Filio Spanoudi °, Eirini Maratou *, John Parissis ?,
Helen Triantafyllidi ¢, loannis Paraskevaidis %, George Dimitriadis °, John Lekakis *
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Early detection of left ventricular dysfunction in first-degree relatives of @Cmssmk
diabetic patients by myocardial deformation imaging: The role of
endothelial glycocalyx damage

Ignatios Ikonomidis **, George Pavlidis ?, Vaia Lambadiari ®, Fotini Kousathana ®, Maria Varoudi ?,
Filio Spanoudi ®, Eirini Maratou €, John Parissis ¢, Helen Triantafyllidi %, George Dimitriadis °, John Lekakis @
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Development and progression of atherosclerosis in diabetes mellitus
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Low Wang CC et al. Circulation. 2016;133(24):2459-502.



Hyperglycaemia, insulin resistance or deficiency, metabolic imbalances

4 Inflammation Non-enzymatic Endothelial
protein glycation dysfunction
modifying function J§ ¥ NO synthesis

4 ROS
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Dyslipidaemia

Atherothrombosis
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Diabetic heart disease
Li Y et al. Signal Transduct Target Ther. 2023;8(1):152.
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Adults with DM have 2-4 times increased cardiovascular risk compared to adults without DM, and the risk rises with
worsening glycaemic control.

Diabetes cardiovascular risk

Coronary heart disease Retinopathy

Prevalence: 14-21%51¢
Prevalence: 34%°°

Most common microvascular complication of diabetes;*?
29

Most frequently reported form of CVD and most lethal one.®

Risk of death from CHD is higher in women then in men (HR, i -
95% Cl: 1.81 [1.27-2.59] versus 1.48[1.10-1.99]).5 V 4 - responsible of 2.6% of all cases of blindness worldwide.

Prevalence rates are higher in TIDM compared to

5 _;*f' \ T2DM (77.3 vs. 25.2%).%
Heart failure 4 |
Prevalence: 19-26% 0
Second most common initial manifestation of CVD in T2DM.'¢ \ R Ne.umpathy

Risk of HF is up to 2-fold in men and 5-fold in women.?®

: ¢ ‘ Cardiac autonomic neuropathy
Peripheral artery disease | |
o] i Prevalence: 31-73% in people with T2DM*?

Prevalence: 16-29%'>'® X { No diffen;tzence in prevalence between men and
) ot/ women.
Most common initial manifestation of CVD in T2DM.'®

Prevalence is 1.8-fold higher in women compared to men.'®

Provialence: Bo{2%210 Prevalence: 29-61%*
L . Leading cause of end stage renal disease in the adult
Second more frequent cause of death in patients with population worldwide.2

Bicakines i ko ;zgrnznﬁgg:r?: = : Female sex is a risk factor for nephropathy in T2DM.2#

Dal Canto E et al. Eur J Prev Cardiol. 2019;26(2_suppl):25-32.




Metabolic syndrome and diabetes in relation to CHD, CVD, and
total mortality: US men and women aged 30-74

NHANES Il Follow-Up Study (n=6255; mean follow-up, 13.3 years)

@ Neither MetS nor DM
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DM only
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CvD
mortality mortality mortality

Malik S et al. Circulation 2004;110(10):1245-50.




Genetic
predisposition

Neurobiological
factors

* Diabetes mellitus

« Arterial hypertension

* Dyslipidaemia

» Obstructive sleep apnoea

)

NWWWVWWY

« Acrial fibrillation
« SCD

Energy
intake

» Coronary artery disease
* Peripheral arterial and
cerebrovascular disease

Thromboembolism |

6% ‘-

+ Deep vein thrombosis
* Pulmonary embolism

expenditure

Socioeconomic
status

Psychological
factors

|

B

« HFpEF
« HFrEF

« Aortic valve stenosis

@ESC

Crea F. Eur Heart J. 2024;45(38):
3897-3900.



MeTaoAika ouvdeopevn AITwdng vooocg Tou Ntrartog (MASLD)

210 atoua pe 2At2, o emmmoAacpog Tng MASLD eival ~70%, yia 1Tn MASH ~35%
Kal yia TNV Kippwon ammoétoko MASLD ~7%.

O 2A ival peiwv TTapayovtag Kivouvou yia tnv avattugn MASH kai emideivwvel
Ta NTTATIKI) cuuBdauara.

2.€ aropa pe ZAT1 n emmimrtwon MASLD eival ~20%, yeyovocg 1TTou ouvOEETal Aueca
LE TNV augnUEVN ETTITITWON TS TTAXUOOPKIAC Kal avTioTaong oTnVv IVOOUAIvn.

Ta aropa pe MASLD €xouv peyaAuTEPO KivOUVO VA EUPAVIOOUV ECWNTTATIKO
KapKivo, 2AT12 kal KapdiayyEelako voonua.

Y1rapyxouv evoeiceic 01 n MASLD aucavel Tov Kivouvo yia Xpovia VEQPIKN VOOO O€
aropa pe 2ZAT2, 10iWg OTaV UTTAPXEI NTTATIKN ivwan.



2> Diabetes Res Clin Pract. 2024 Aug 13:217:111820. doi: 10.1016/j.diabres.2024.111820.
Online ahead of print.

Glycated haemoglobin is a major predictor of disease
severity in patients with NAFLD

Santo Colosimo 1, Hamish Miller 2, Dimitrios A Koutoukidis 2, Thomas Marjot = Garry D Tan J

David J Harman 2, Guruprasad P Aithal - Pinelopi Manousou 7 Roberta Forlano 7,

Richard Parker €, David A Sheridan 2, Philip N Newsome 10 William Alazawi ',

Jeremy F Cobbold 2, Jeremy W Tomlinson 2

Research design and methods: Data were obtained from 857 patients with liver biopsy staged
NAFLD. Generalized-linear models and binomial regression analysis were used to define the
relationships between histological NAFLD severity, age, HbA1c, and BMI. Paired biopsies from
interventional studies (n = 421) were used to assess the impact of change in weight, HbA1c and active
vs. placebo treatment on improvements in steatosis, non-alcoholic steatohepatitis (NASH), and
fibrosis.

Results: In the discovery cohort (n = 687), risk of severe steatosis, NASH and advanced fibrosis

correlated positively with HbA1c, after adjustment for obesity and age. These data were endorsed in a

separate validation cohort (n = 170). Predictive modelling using HbA1c and age was non-inferior to
the established non-invasive biomarker, Fib-4, and allowed the generation of HbA1c, age, and BMI
adjusted risk charts to predict NAFLD severity. Following intervention, reduction in HbA1c was

associated with improvements in steatosis and NASH after adjustment for weight change and

treatment, whilst fibrosis change was only associated with weight change and treatment.

Conclusions: HbA1c is highly informative in predicting NAFLD severity and contributes more than

BMI. Assessments of HbA1c must be a fundamental part of the holistic assessment of patients with
NAFLD and, alongside age, can be used to identify patients with highest risk of advanced disease.




The triad of risk: MASLD, diabetes mellitus, and cardiovascular
disease

resistance

DIABETES I
Metabolic " | Cardiovascular
syndrome/insulin » . disease

Fibrosis/MASH |

( Cirrhosis

Michalopoulou E et al. J Clin Med. 2025;14(2):428.



The mechanisms which mediate the pathophysiology of MASLD
and its links to cardiovascular disease

b sregulation %
of m coagulation  Genetic
]
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sysiovestay | Cascade factors HEART
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|
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-+ autonomic £ CVD i@ FIBRILLATION

remodelling N
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*f 8. HEART
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e'e
Ectopic Endothelial 3
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Mustafa A et al. Int J Mol Sci. 2025;26(23):11275.



Pathophysiology underlying cardiovascular-kidney-metabolic
syndrome

Excess/dysfunctional
adipose tissue

Glomerular
hyperfiltration

Potentiates

Ectopic fat deposition
MASLD

Hygﬁrtizr;;‘q: Oxidati g, Glomerulosclerosis
Metggolig ik dlrome 3 ot Tubulointerstitial fibrosis

: : - s ronic Ki i
Diabetes cular dysfunc Chronic kidney disease
- Heart-kidney interactions

(Cardiorenal syndrome)

Potentiates

Albuminuria/proteinuria
Bone mineral disease

Atherosclerosis

Myocardial remodeling

Fibrosis =
Cardiac dysfunction Neurohormonal activation

Plasma volume expansion

Ndumele CE et al. Circulation 2023;148(20):1636—-1664.



Stages of Cardiovascular-kidney-metabolic syndrome

Nonmetabolic
etiologies of
hypertension

Stage 0: Stage 1: Stage 2:
No Risk Factors Excess/Dysfunctional Metabolic Risk
Adipose Tissue Factors and CKD
Hypertension

Metabolic
syndrome

o @Q

Esse"“a'8 Overweight/obesity

o LillE
@ - Abdominal obesity Type2 Moderate- to
@ Impaired glucose diabetes high-risk CKD

tolerance

A focus on
primordial prevention
and preserving Nonmetabolic
cardiovascular health etiologies of CKD

Ndumele CE et al. Circulation 2023;148(20):1606—-1635.



Systematic Coronary Risk Evaluation 2-
Diabetes (SCOREZ2-Diabetes)

Predicts 10-year CWD risk In patlents with type 2 diabetes.

Lise this score to presdict 10-year risk of
T wears of age and who have a history of diabetes.

disease in European patients under

When so Use - PearisfPisfalls Why s
Sex Male Female
Age
years
Smoking Dther Current
SBP
mim Hig
Diabeates Mo

Total cholesterol

mogroL &
HOL cholesterol
moril &
Age at diabetes diagnosis
YEGrs
Hbalc
M Sl
mL/min 172 m*
Risk region Low
Sea Evidence for definition of risk regions
Moderate
High
YWery high

Result:
Ploass fill out requined fields.

@ ESC European Heart Journal (2023) 44, 2544-2556 CLINICAL RESEARCH

European Society https://doi.org/10.1093/eurheartj/ehad260 Epidemiology, prevention, and health care policies
of Cardiology ’ ,

SCORE2-Diabetes: 10-year cardiovascular
risk estimation in type 2 diabetes in Europe

SCORE2-Diabetes Working Group and the ESC Cardiovascular Risk
Collaboration™

Risk regions

B Low nsk
Moderate risk

I High risk

I Very high risk



ExTipnon 10eToU¢ kKapdiayyeiakou Kivouvou SCOREZ-Diabetes

Patient with ASCVD or severe TOD?
!

4

SCORE2-Diabetes

>20% 10% to <20% 5% to <10%

—— ——

Very high risk High risk Low risk
@ESC

Severe TOD defined as eGFR <45 mUmin/1.73 m’ irrespective of albuminuria; or eGFR 45-
59 mL/min/1.73 m" and microalbuminuria (UACR 30-300 mg/g: stage A2); or proteinuria
(UACR =300 mglg stage A3); or presence of microvascular disease in at least three
different sites [e.g. microalbuminuria (stage A2) plus retinopathy plus neuropathy] <




EkTipnon 10gToUg Kapdlayyelakou KIVOUVOU Kal BEpATTEUTIKN aywyn

—

pSC piabetes 210%
OREF

Risk assessment for patients with type 2 diabetes based on the presence of
ASCVD/severe TOD and |10-year CVD risk estimation via SCORE2-Diabetes

@ESC—




EKTiunon Kapdlayyeiakou KIvOUVoU: BIOOEIKTEC

H C-avridpwoa mpwreivn (CRP) yia Tnv ekTipnon Tou Kapdiayyelakou KIvOUVOU O€
aoBeveic ue ZA €xel TreplopIOPEVN agia oTnV KAB' NUEPA KAIVIKA TTPAEN.

H uypnAn¢ euaioBbnoiag kapdiakn Tpotrovivn-T (hs-TnT), TO AuIVOTEAIKO AKPO TOU
TTPOTTETTTIOIOU TOU eYKEPAAIKOU vaTpioupnTikou TTeTTTIOiou (NT-proBNP) givar 1Idiaitépwg
XPNOIUOI TTPOYVWOTIKOI OEIKTEC.

H aABoupivoupia (UACR) kal 0 ekTINWMPEVOC pUBPOC oTTEIpauaTIKAG dINBnons (eGFR)
aTTOTEAOUV BACIKOUC OEIKTEC KAPDIOVEPPIKOU KIVOUVOU Kal TTPETTEI VA EAEYXOVTAI TOKTIKA.

[1po¢ 1O TTAPOV, N XPrIon AAAWYV VEOTEPWYV BIODEIKTWYV OEV EVOEIKVUTAI YIA TNV AIOAOYNoN
TOU Kapdlayyelakou KIvOUVOU O€ QCUUTITWHATIKOUG dlaBnTIKOUC aoBEVEIG.



EKTiuNnoNn Kapdiayyelakou KivOUvou: ATTEIKOVION

= HAekTpOKApPOIOYypAPNUA

- Eival o€ B€on va avixveuoel Tn o1wTnAR 10xaidia o€ TTooooTo 4% o€ aoBeveic ue ZA, n otroia
MTTOPEI VO CUOXETIOTEI JE AUENUEVO KivOUVO KapOdIayyEIOKNRS VOoOouU Kal OAIKAG BvNToTNTOC 0 AvOPEC
aAAQ OXI O€ YUVAIKEG.

- H Tapdaraon tou QT S100TAPOTOC €XEI OUCXETIOTEI HE aunuUéEvN Kapdiayyelakn BvnoiyoTnTa o€
aoBeveic pe ZAT1, evw n augnuéEvn Kapdlak ouxvoTnTa £XEl CUOXETIOTEI JE augnuEVO KivOuvo
Kapdlayyelakng vooou o€ 2AT11 kal 2AT2.

- 2UMQWVA PE TTPOOTITIKEG MEAETEG, TO 20—40% TwV ATOPWYV PE 2A TTaPoUCIAdEl NTTIEG KATAOTIACEIG
Tou ST dlaoTApaTog Kata Tn diapkeia Tou HKI doknong.

= AI0BwpPaKIKO uTTEPNXOYPAPNUA

- EupAuaTa 0Ttwg N UTTEPTPOYIa TNG APICTEPNG KOIAIAG, N OIaaTOAIKI) QUCAEITOUPYIQ KAl N
ETTNPEACPEVN CUOTIACTIKOTNTA TNG APIOTEPNC KOIAIAG €TTIBapUvouV ThV TTPOYVWON O€
QOUMUTITWHATIKOUG A0oBEeVEIC.



EKTiuNnoNn Kapdiayyelakou KivOUvou: ATTEIKOVION

= ACoviKA Topoypagia Kapdidg

- MTTOpEi VO CUVEICQEPEI ONUAVTIKA OTN UN ETTEURATIKA EKTINNON TOU aBNPOOKANPWTIKOU (POPTIOU,
Baailéuevn 0To OKOp aoBeaTiou Twv aTe@aviaiwy aptnpiwyv (CAC Score) kal oTOV EVTIOTTIOUO TwWV
AONPWMATIKWY TTAOKWV.

= YTrEpnXoypa@nua KapwTidwv

- H aveupeon aBnpwpaTIKwyV TTAAKWY OTIC KAPWTIOES AUCAvVEl TOV KApOIayyEIako KivOuvo o€ aoBeveic
ue 2A.

= > pupofpaxiovioc Aciktng (ABI)

- [NaBoAoyIkES TINEC ABI €xOuv OUOXETIOTEI JE aucnUEVN OAIKN Kal Kapdiayyelakr BvntoTnTta o€
aoBeveic pe 2A.

» AOKIJOOIEC AViXVEUONG IOXAIMIag puokapdiou

- To omvOnpoypd@nua puokapdiou Kal n SuVauIKr utrepnxoypagia cupBAaAAouV TNV EVTOTTION TNG
OIWTTNANG 10XAIMIOG TOU JUOKapPDIou.



EKTiunon Kapdlayyeliakou KIVOUVOU: ATTEIKOVION

Screening pouTivag yia oTe@aviaia vOoo dEv CUVIOTATAI O€ QOUPTITWHOTIKOUG a0BOEVEIC JE
2A.

O1 doKINaaieg KOTTWAONG KAl N agOVIKI Tooypagia/ayyeioypagia evOEiKvuvTal O€
QOUUTITWHATIKOUG aoBeveic TTOAU upnAou Kivouvou, OTTWG ATONA JE:

- TTEPIPEPIKA APTNPIOKN VOOO
- uynA6 CAC score
- TTPWTEIVOUpPIa

- XPOVIQ VEPPIKN VOOO



Signs and/or symptoms of suspected HF

|

Clinical assessment, ECG, laboratory tests?, C{RY

|

Matriuretic peptide testing available

.

Elevated natriuretic peptide levels

[2125 pa/mL (<50 years)
NT-proBNF { =250 pg/mL (50-74 years)
lzsnn po/mL (=75 years)

Or BNP =35 pa/mL

Still high clinical
suspicion of HF®

¥&s— Echocardiogram and specialist reviewd +——

| :
? HF ruled out HF confirmed

HF very

M a ]
unlikely {No abnormal l l

findings)

HFrEF HFpEF
LVEF <50% LVEF =50%

l l

Multiparametric
aetiology assessment
and treatment

@ESC

Consider other
calses




[TPOCUUTTITWHATIKOG EAEYXOC

Ouada Epyaciag
Kapdidag & Aiapntn

YmépBapa ) maxuoapka aroua (BMI =225 kg/m?) trou éxouv emiTTpOcOeTa évav TOUAGXIOTOV OTTd
TOUG TTOPAKATW TTAPAYOVTEG:

- OIkoyevelako 10TopIkd 2ZA o€ ouyyeveic 1ou BabBuou (yoveic, adéA@ia, TTaidId)
- loTopIKG UTTEPTAONG ) KAPDIAYYEIOKAG VOOOU

- loTopikd duochimdaiyiag (TpryAukepidia >250 mg/dL, HDL <35 mg/dL)

- 2UVOPONO TTOAUKUCTIKWY WoBnKwv

- Kataotdaoeig mou oxeTtidovral JE avtioTaon aTtnVv IVOOUAivn (11.X. MeAavilouoa akavlwaon)
loTOPIKO TTPOdIARATN

Eugavion ZA kata 1n dIAPKEIQ TG EYKUPNOOUVNG

HAIKia >45 eTwv

Noipwen HIV



* AlaTapaxec JeTaBOAIOMOU YAUKOLNG

" 2 aKXapwonc dlaRnTng Kal kapdlayyelakr vOoog

* ApPXEC BEPATTEUTIKNG AVTIMETWTTIONS TWV dlaTapaxwV YAUKOLNG

= KapOloueTaBOAIKN laTpikn



Diabetologia (2016) 59:2298-2307
DOIL 10,1007 /:00125-016-4065-6

ARTICLE

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 Gaede ' - Jens Oellgaard '** . Bendix Carstensen® - Peter Rossing > .
Henrik Lund-Andersen™*° - Hans-Henrik Pm"ir'ingf”7 - Oluf Pedersen®

Cumulative mortality (%)

Event HR 95% Cl pvalue

T T
12 16
Years since randomisation

All-cause mortality 0.55 (0.36. 0.83) 0.005

MNumber at risk
Intensive B0 il 6B 54 CWVD mortality 0.38 (019, 0.75) 0.006

Conventional 80 65 45 34 non-CVD mortality 0.70 (0.41,1.20) 0.195

b 100 Death | CVD state 0.83 (0.54, 1.30) 0.425
CVD event | CVD state 0.55 (0.39, 0.¥7) 0.001

Retinopathy progression 0.67 (0.51, 0.89) 0.005
Autonomic neuropathy 0.59 (0.40, 0.89) 0.011
Peripheral neuropathy 1.12 (0.71, 1.77) 0.830

Macroalbuminuria - 0.52 (0.32, 0.84) 0.008

I 1
0.5 1.0 2.0

HR = intensive vs conventional

Death or CVD event (%)

. o p 51% relative risk reduction and 20% absolute risk reduction for incident
Years since randomisation CVD in the intensive-therapy group.

Mumber at rigk

Gmm?;*; :g jg ;g j; Intensified, multifactorial treatment for 7.8 years was associated with a
7.9 years longer median lifespan over a period of 21.2 years follow-up.




OAIoTIKN dlaxeipion ToUu KapOlo-VEPPO-UETABOAIKOU CUVOPOUOU

MeraBoAikr vooog

* YnepyAukaipla
* Mikpoayyelakf voaog
* Nayvoapkia

Auvgnpévn
voonpotta &

Npwroyeviig KapSiayyelakr voéoog Nedpikri véoog S Bvnowotnta
npoAnyn » Endpaypa tou puokapdiov * Arapnokn

o Apyetad cykedalikd enclodbio X vedponabeia

* Kapbiakh avendpreia * Nedpikn vooog teAikol
* Nepudepikn apnprakh vooog orablou (ESRD)

- (B 0

OAoxAnpwpévn npoaéyylon npoAnyng cuvdpopov CRM

Awaxeiplon Bapoug *  [Avkapkn puBpon
Aoxnon * Xpnon ACEi/ARB
PUBLON apTnpLakne Ieong *  SGLT2i/GLP1RA
Avudatpikn puBuion




ECaToNIKEUUEVN AVTIUETWTTION TOU dIaRBNATN

E¢atopikeuon yYAUKQIUIKOU OTOXOU AauBAavovTag uttogiv TTapAyovTeC OTTWG EUTTABEIa
(frailty), yvwOI0KEG DIATAPAXEC KAl ETTIPPETTEIA OTNV ENPAVION UTTOYAUKAIUIOGC.

Alaxeipion cwpaTikou Bapoug
[MpdAnwn Kal BepaTtreia cuvvoonPOTATWY
[TpOAnwnN 1 emRpaduvon HIKPO- KAl JAKPOAYYEIOKWY ETTITTAOKWYV

EAaxioToTroinan 1arpoyevwy KivoUuvwy, I01AITEPA TNG UTTOYAUKQAIUIOG



Framework to assist in determining glycemic treatment targets in patients
with type 2 diabetes

Most Intensive Less Intensive Least Intensive
7.0% 8.0%

__”

Highly motivated, adherent, Less motivated, nonadherent,
knowledgeable, excellent limited insight, poor self-care
self-care capacities, and capacities, and weak
comprehensive support systems support systems

__——i‘——_

Moderate High

Few or mild Multiple or severe

_4

Cardiovascular disease
Early microvascular Advanced microvascular

Ismail-Beigi F et al. Ann Intern Med. 2011;154(8):554-9.



Recommendations for glycaemic targets in patients with diabetes

Recommendations Class™ Level®

It is recommended to apply tight glycaemic control

(HbA1c <7%) to reduce microvascular

e 126-12B,133
complications.

It is recommended to avoid hypoglycaemia,
particularly in patients with cvD.

A7 147

It is recommended to individualize HbA1c targets

according to comorbidities, diabetes duration, and
life EHPEEEHE}".1 e
Tight glycaemic control should be considered for

reducing CAD in the long term, preferably using

c, 1X9-132

agents with proven CV benefit.




Ig KABE BEpATTEUTIKS BAMM: EAEY YOS Via opBr THPNON THS Ay WY S

| Iroyog: Meiwon kapSiovegpikod KIvBuvou (emmpooBera Tng KA Siayeipiong) ‘

= ‘EvapEn pe Zmhi aywyri otov
n puBur:ln OMEYE JEKpav TOU

‘Evapén aywyns: AAayT tpémmov Zwiig (Aiaita, Aoknon, PUBpion pdpoug) —
oTnv autodiayxeipion + AywvioThic (GLP-1 | GLP-1/GIP) R avacToAéas SGLT2 pe [ xwpic MeTgopuivn
AveEGpmTa TIPAC HbATC i eTTITEVENC YAUKTIPIKOD aTdXou i Xoprynans MeTgopuivig

EKTaidzuon — YIooTApIgn

U (.. HbAde 1,5-2%
Qo TV TIPN-0TOX0).
= Evapén km g INTDUAIVE OE
ENTECTLQOUEVT UTTERY UKD,
ICGTUBDMCI]JD .. HbATc =100,

! v

0o AAYNAMH ZYFTASH
Av TTpoEZapyouv:
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* M pzicesn Tou krBIVoU oTedmwons Tou Armares (MASLD, FO-F1): Aywnnorrg (GLP-1 1 GLP-1/GIP). Moyhmalown, SGLT2
* M peicesn Tou krBivou oTedTwons Tou frmarec (MASLD, F2-F3): Aywnnorrg (GLP-1 1) GLP-1AGIP). Moyhmalowvn

* Mo priwon Tou kvdivow oTearonmarmbag (MASH): Aywnaorrc (GLP-1 (Zzpayhounibn 2.4mg)
* |voouhivi OF pun avnippoTToUPEVT Kippuoor
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Evapgn aywynig: Adhayn TpdtTou fwnc (Alaima, Acknan, PUBUIoN Bdpouc) —
EkTraifeuan — YTToaTipiEn otnv autodiaxeipion + MEeTgoppivn

» EvopEn ue 2 aywyr 6o N plSuion améya pakpdy Tou
OToYOU (TT.%. HbATC 1,5-2% amo TV Tpr-oTaxo).

'

Ay PETG ~3 |.|r'|\.r£g n HoAIc i o |.|Erpr1|::rt|g
aUTOEAEYXOU Eival LnAOTEDES TOU OTaXOU

!

EvTaTiKoTroinon: H EmAoyr) omv Tpodikn ¢apudkou
mBoﬁrwarru] KUpitag ammo Tnv unmshwpunmmm yic
ﬁﬂm:ﬂ'l pUBLICT YAUKOIHioG kai papoug, g UUET"&JIJ[IT‘EC
EVEPYEIES (TT.X. N OTIOPUYT] UTTOYAUKOIUICS CTOTEAE]
TIPOTEQQIOTATA OE ATOPM UWNACD KIVOUVOU) Kol TIQ
TTPOTIPRCEIC TOU aTOpou PE BICRiTn
|
ATToTEAECUATIKOTNTA avTISIGRNTIKWY QapucaKuY
Mo uynir
TipZemamion®, ZepayhouTin™, NTovAayhouTion (uynin 6oon)s
ZuvBUaoPOS oNTIDINRENTIKWY SIgKIuw
Ivgouhivn
TuvBuagpog ayuwviat GLP-1/ iwgouhiving
Yynhn
MiparyhouTidn®, NtouhayhouTitng, MeTgopuiv,
MioyAmagovn, Zouhpovuhoupieg, AvaoTodeic SGLT2
EvSidpeon
AvaoToheic DPP-4

+

Av JETG ~3 privec  HbA1C f o1 PETPROEIS
auToEAEYKOU Eival LYnhOTEpES TOU OTaX0U

v

ZuvSuaopoc: Mz:rq;oppwr] ZEPayAoUTION™ 1|
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Ay PETA ~3 PAvVES PE TIC uyiEvoSianTnTikES oBnyize:
Hev EMTUYXAVETOI N OVOPEVOLIEV OTTIDAEI BOpoUg

E\‘TQTII('D'I'I'OIl]O'q' EEQTOpIKEUPEVO - TEKUNPIIPEVD
TpOYpauPa ﬁlcrxalpm]g Bapoug Kai z:rn.hm,rn
OVTIUTTERYAUKCILIKIG @ywyNG PE UYnAf fj TIOAU upnar
uTrDTz:hmuunmrnTu amm pqul(ﬂ] Bapoug

aAAG Kol UTTEPYAUKOIICC *  NgrmiBeTan ahhg Gev amolnuiwvetal (Bogo-

eEapTwpevn aroteAsopankomra: 2.5 mg,
] I ] ) 5mg, 7.5 mg, 10 mg, 12,5 mg, 15 mg).
ATTOTEAECUOATIKOTNTA avTIBIARNTIKWY QUpHAKWY % NjaTieTal kol aTToCnuIGIVETal (5000sEapTG-
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TIpCemamion™, ZepayAouTion (Unir o6on)™ =* Miarifeton alhd Sev amolnuiciveran (2,4 mg).
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4.5 mg.
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Levemir < NPH
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TE YOprynon Bagikic IVGOUAVIC 1] CoulpoOVUADUPIAC ETMAOYT HJE TOV MIKPOTEPO KiVOUVO UTTOYAUKOIPiagt.
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MASLD treatment algorithm for individuals with prediabetes or
diabetes

Obesity Diabetes MASH
pharmacotherapy pharmacotherapy pharmacotherapy
’ Prefer GLP-1RA,

dPJ:Ifg g‘(—}'i‘;ﬁl‘“éh dual GIP/GLP-1RA, Not indicated
- pioglitazone, SGLT2i

Individualize 0
care, targeting

Obesity
pharmacotherapy

the following: qm MASLD
o m
- > with F2-F3
#dnpmr_l of a " Prefer GLP-1 RA Prefer GLP-1RA,
ealthy lifestyle "BE dual GIP/GLP 1le dual GIP/GLP-1RA, SESIRGI
Weight loss (if indicated) ua i pioglitazone
Optimal diabetes
managerment ' B T

Obesity Diabetes

Cardiovascular pharmacotherapy pharmacotherapy

risk reduction

Meed for metabolic
surgery (as recommended
by guidelines)

As with F2-F3 As with F2-F3
with caution® with caution®

Obesity Diabetes
pharmacotherapy

Only use insulin

Cusi K et al. Diabetes Care. 2025;48(7):1057-1082.
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Clinical Research Article OXFORD
SOCETY

Semaglutide Concurrently Improves Vascular and Liver
Indices in Patients With Type 2 Diabetes and Fatty
Liver Disease

Emmanouil Korakas,'@ Aikaterini Kountouri,”® George Pavlidis,? Evangelos Oikonomou,?
Emmanouil Vrentzos,*® Eleni I".\‘Ii4r:.halnt:\v|:u|:|ulnt:\u|.l,2 Vasiliki Tsigkuu,?’ Konstantinos I(atugiannis,z@
Loukia Pliouta,’ Konstantinos Balampanis,'® Sotirios Pililis,’ Konstantinos Malandris,>®
Apostolos Tsapas,”® Gerasimos Siasos,>*® Ignatios lkonomidis,”?® and Vaia Lambadiari'®

Context: The cardiovascular benefits of semaglutide are established, however, its effects on surrogate vascular markers and liver function are
not known.

Objective: To investigate the effects of semaglutide on vascular, endothelial, and liver function in patients with type 2 diabetes (T2DM) and
nonalcoholic fatty liver disease (NAFLD).

Methods: Overall, 75 consecutive subjects with T2DM and NAFLD were enrolled: 50 patients received semaglutide 1 mg (treatment group) and
25 patients received dipeptidyl peptidase 4 inhibitors (control groupl. All patients underwent a clinical, vascular, and hepatic examination with
Fibroscan elastography at 4 and 12 months after inclusion in the study.

Results: Treatment with semaglutide resulted in a reduction of Controlled Attenuation Parameter (CAP) score, E fibrosis score, NAFLD fibrosis

score, Fibrosis-4 (FIB-4) score and perfused boundary regmn (PBR) at 4 and at 12 months (P < 05], contrary to controls. Patients treated with
sernaglutide showed a greater decrease of central systolic blood pressure (SBP] —6% vs —4%, P=.048 and —11% vs —9%, P=.039),
augmentation index (Alx) (-59% vs -52%, F=.041 and —70% vs -57%, F=.022), and pulse wave velocity (PWV] (-6% vs -3. 5% P=.019
and —12% vs -10%, P= 036 at 4 and at 12 months, respectively. In all patients, APWV and APER were correlated with a corresponding
reduction of CAP, E fibrosis, NAFLD fibrosis, and FIB-4 scores.

Conclusion: Twelve-month treatment with semaaglutide simultaneously improves arterial stiffness, endothelial function, and liver steatosis and
fibrosis in patients with T2DM and NAFLD.
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* AlaTapaxec JeTaBOAIOMOU YAUKOLNG

" 2 aKXapwonc dlaRnTng Kal kapdlayyelakr vOoog

" APXEC BEPATTEUTIKNG AVTIMETWTTIONS TWV dlaTapaxwV YAUKOLNG

* KapolopeTaBoAIkn laTtpikn



KapdiouetaoAikn lartpikn

AvTikeipevo TNG KapdiopeTaBoAIkKAG laTpIikAG gival N yvwan Kal Katavonon Twyv
KOIVWV TTAOOYEVETIKWY INXAVIOPNWY TWV KOPOIOMPETABOAIKWY VOOIMATWY Kal TWV
KOIVWV TTAPAyOVTWYVY KIVOUVOU YIa TNV EUEAVIOT) TOUG, KaBwG Kal N dlayvwaTIKA
KaI OAIOTIKA) BEPATTEUTIKN TTPOCEYYION TWV a0OeVWV YE KAPOIOUETAPBOAIKA
voanuara.

H ektraideuon otnv KapdiopyeTaBoAIKn laTpIK) aTTOOKOTTEI OTAV KATAPTION TWV
ETTAYYEAMATIWY UYEiag o€ BEpaTa dIdyvwaong, TTPOANWNG Kal AVTIMETWTTIONS TOU
KapOIOUETABOAIKOU OUVOPOUOU JECA ATTO TNV KATAVONON TWV TTaB0@UCIOAOYIKWYV
OUCXETIONWY TTOU OUVOEOUV TIC METABOAIKEC DIATAPAXEG ME TIC KAPDIAYYEIOKES
TTaONoEIC.
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Reiter-Brennan C et al. Curr Cardiol Rep. 2021;23(3):22.
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Take-home messages

O 2A atroteAei pgilova TTapdyovTa KivOUVou yia Kapdlayyelakn vOoo, Evw N Xpovia
UTTEPYAUKQIYIO CUPPBAAAEI OTNV EPPAVION PIKPO- KOI JOKPOAYYEIOKWY ETTITTAOKWV.

H utrepyAukaipia oupBaAAel oTnv evooBnAiakr) SuoAgIToupyia, n OTToia ATTOTEAE] TTPWIKO
oTAdI0 TNG ABNPOCKANPWTIKNC dladIkaaiag.

O 2A TUTTOU 2 OUVUTTAPXEI OUXVA JE AAAOUC TTOPAYOVTEC KapOIayyEIaKOU KIVOUVOU, OTTWC
TTAXUoapPKIia, UTTEPTacn, OUCAITTIOAIUIO KOl UTTEPTTNKTIKOTNTA.

H peiwon Tou kapdiayyeiakou KIvOUVOU ATTAITEI TTOAUTTOPAYOVTIKN AVTIMETWTTION:
ECATOMIKEUPEVO YAUKQIUIKO EAEYXO, UIOBETNON UYIEIVOU TPOTTOU (WG KAl EVTATIKN
QAVTIMETWTTION TWV CUVUTTAPXOVTWYV TTAPAYOVTWY KIVOUVOU.

H KapdiopetaBoAikr latpikry oToxeUEl TNV OAOKANPWHPEVN AVTIMETWTTION TOU 00B0gvouc,
avayvwpilovtag 1n aT1evh) aAANAeTTidpacn KapdiayyEIakwy Kal JETABOAIKWY VOO|NATWV.
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