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<I)a1<ynTeT MCIMIHWHCKHUX HAyKa

HacraBHo-HayuHoMm Behy dakynrera MEAMLIMHCKUX HayKa

3AXTEB 3A OAOBPEKE VUEIIIRA HA HAYYHOM CKVITY

ITowToBauu,

O6paham Bam ce ca mon0oM jga MM JaTe caracHOCT 3a MOj O6opaBak Kao MCTpaxkMBaya Ha
Kourpecy “IACS-NAS 13th Annual Conference” (MurepHauuoHanHa akageMmuja 3a
KapJuoBacKyJapHe Hayke, CeBepHOameprika cekliija), koju he ce onpxaru oa 10-12, centembpa
2026 y Jlyjeuny y Kenrakujy, CAJl. HaBeneHa cariacHOCT MU je noTpeOHa 3a anyiuiupame myTeMm
KOHKypca 3a cpeicTBa MuHMCTapcTBa HayKe M TEXHOJIOIIKOI pa3Boja M MHOBallMja 3a
cybuHaHcupame yueuiha MCTpakuBaya Ha HaydHMM CKyNOBMMa y WHOCTPAaHCTBY a IpeMa
3BaHW4YHOM no3uBy MHTP u cnivcky o6aBe3He JoKyMeHTaluje. Y3 Moby, MpuiaxeM NpujaB/beHU
CaXkeTak. YHarpe[ ce 3aXBajbyjeM Ha pasyMeBamy.

29.05.2026.

Kparyjesan

npod. np Hesena Jepemuh
Karenpa 3a @apmatieyTcKy xemujy

dakynTeT MeIUIMHCKUX Hayka y KparyjeBity
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Nevena Jeremic23, Vladimir Jakovljevic>**, Jovana Novakovic'*, Maja Muric?*, Predrag
Ostojic®

! Department of Pharmacy, Faculty of Medical Sciences, University of Kragujevac, 34000
Kragujevac, Serbia.

2 Center of Excellence for the Study of Redox Balance in Cardiovascular and Metabolic
Disorders, Faculty of Medical Sciences, University of Kragujevac, 34000 Kragujevac, Serbia.

3 Qechenov First Moscow State Medical University (Sechenov University), 119991 Moscow,

Russia.

4 Department of Physiology, Faculty of Medical Sciences, University of Kragujevac, 34000
Kragujevac, Serbia.

5 Department of Human Pathology, LM. Sechenov First Moscow State Medical University
(Sechenov University), 119991 Moscow, Russia

6 Institute for Cardiovascular Diseases Dedinje, Belgrade, Serbia.

Background: Epicardial adipose tissue (EAT) has emerged as a metabolically active organ
with a central role in cardiometabolic disease. Its proximity to the myocardium and coronary
arteries enables direct paracrine and vasocrine interactions that influence inflammation,
oxidative stress, and insulin resistance. Despite growing evidence, the mechanistic contribution
of EAT to metabolic dysfunction remains insufficiently defined.

Methods (Planned): The project will integrate clinical phenotyping with biochemical and
molecular analyses of EAT in human population. Study will include patients with metabolic
syndrome which need to undergo open heart surgery. Patients will be divided into 2 groups,
those who have HEFpEF and those without. Proposed assessments include anthropometric and
metabolic profiling, imaging-based quantification of EAT thickness, and evaluation of
circulating biomarkers of oxidative stress and inflammation.

Results: By combining clinical and molecular data, this project aims to clarify the mechanistic
pathways through which EAT influences metabolic homeostasis. The anticipated findings may
support the development of EAT-targeted strategies for early risk detection and therapeutic
intervention in metabolic syndrome and related cardiovascular conditions.

Coneclusion: Epicardial adipose tissue represents a promising but undecrexplored target in
cardiometabolic research. This conceptual overview provides the scientific rationale and
methodological direction for a future study designed to elucidate the metabolic and redox

mechanisms underlying EAT-driven disease.
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