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Revealing molecular mechanisms in NAFLD
and its progression to cirrhosis and HCC
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Our team and tools

Clinical samples

In vitro / ex vivo
models

-transgenic /
knockout mice

-Models of
NAFLD/NASH/HCC
(diet- & chemically-
induced)
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In vitro / ex vivo
tools

-Cell lines
AML-12, HepG2

-Primary cells
Human/mouse
Hepatocytes, LSEC,
immune cells etc

-Co-culture systems
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Preclinical screening of mechanisms /drugs / mol. targets
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Translation into the human system




Revealing the role of High-Fructose Corn Syrup in the progression of NAFLD

Steatosis NAFLD activity score (NAS)
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Revealing the role of High-Fructose Corn Syrup in the progression of NAFLD
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Phosphatidyl-cholines Phosphatidyl-ethanolamines Di/Tri-Glycerides
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Omics Integration
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Revealing the immune microenvironment of NASH-associated HCC
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Revealing the immune microenvironment of NASH-associated HCC
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Revealing the immune microenvironment of NASH-associated HCC
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Revealing the immune microenvironment of NASH-associated HCC

CD4 T cells CD8 T cells
100 100-
_ GO rvrrrrrrrrrererieetiiiiiiiiiii e . 80—
1] (2] 2 .
33 38 Immature myeloid cells
O oy Bt o, 607
Q0 = Q
< © w O
85 40eeee T—L ..................... 25 40
23 L3 MDSCs??
DO eererererer e —— 20
0_ ........................................ 0— ........................................
T T T T
» S
& ® S 9
A\ N &
\2@'& ® ng‘” ®
100~ *
> 100+ * 100+ —_
) —
P 80_ ........................................ i~ >
Q2 2 DT 80— v T Z g B0, T
O o Lo a ©
O C BO=crrerrrrrerrrnerniiiiiiiiiiiiiiiiinne, 5% ° g
% g Qg BO= crvrrrrrrrri §§ BO=-rrvrrrrrrrr i e
“— Z\ 40_ ........................................ g ; ; ;
o ‘5 c £ AO=coceerereni i 8 2 QO] ceverererrriiiiiii i
2 o0di —— O s 85
3 20 + R 5 20 ; S D0
(A 0 O
' \' T T T T
& XY < <
& S & & N &
‘zg’ O Q\QJ O’b' \2@1 O@'



Acknowledgments

Department of Physiology, Medical School, NKUA:

. G. Kollias

* N. Vlachogiannis

. R-1. Velliou
*  @G. Moustakas
* A-L Legaki

*  @G. Papadopoulos
* E. Giannousi

Center of New Biotechnologies & Precision Medicine, NKUA (pMedGR)

* @G. Panayotou
. M. Samiotaki
. E-K. Vetsika

Aristotle University of Thessaloniki

* E.Gika

First Department of Surgery, Athens, Greece

* E. Felekouras
* A. Papalambros

University of Dresden, Germany
* T. Chavakis
* | Pyrina

Funding

DFG Deutsche
Forschungsgemeinschat

il g,
"

“"‘l‘ % R . . . S
¥ oo b Hellenic Association for the Study of Liver
p : i EMnvixy Erapeia Merétng 'Hratog

ENAIAEK.

EAANvKG 18pupa Epevvag & Kawvotopiog

EFSD European Foundation
for the Study of Diabetes



