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1. 20184F11 H 21 H (k) EALFGEHHNY
Professor Marie-Christophe Boissier : University of
Paris 13 and Inserm and APHP (Avicenne Hospital)
- Rheumatology (hospital) and INSERM U1125
“Deciphering rheumatoid arthritis for novel thera-
peutic pathways. From exposome to immune reg-
ulation”
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Yukiharu Sugimura : Department of Cardiovascular
Surgery and Research Group for Experimental Surgery,
Heinrich Heine University, Medical Faculty, Diisseldorf,
Germany
“uminal coating of stromal cell-derived factor 1 a
attenuates neo-intima hyperplasia and mineraliza-
tion of decellularized vascular grafts in vivo”

Background

The improvement of biocompatibility and durability of vas-
cular implants is demanded in cardiovascular surgery. Previ-
ously, a combined coating with fibronectin and stromal cell-
derived factor 1o (SDF1a) has been shown to accelerate the
in vivo cellularization of synthetic vascular grafts and to reduce
In this

study, we evaluate the effect of side-specific coating with

the calcification of biological pulmonary root grafts.

SDF1a and fibronectin on the in vivo cellularization and degen-
eration of rat aortic implants.

Methods

Donor aortic arch vascular grafts were decellularized with a
combination of different detergents. Luminal graft surface
was coated with SDF1a, while the adventitial surface was
coated with fibronectin. SDF1a coated/ uncoated grafts were
implanted infrarenally (#=20). At two and 8 weeks grafts
were explanted for histology and immunohistology.

Results

SDF1a coating inhibited neo-intimal hyperplasia, resulting
in a significantly decreased intima-to-media ratio (0.62+0.15
vs. 1.35+0.26, p=0.0189 ; SDF1a vs. control). Further-
more, at 8 weeks media calcification was significantly
decreased in the SDF1a group as compared to the control
group (area of calcification in proximal arch region, 1,092+
517.2 pm’ vs. 11,814+1,883 pm’, p=0.0006, 8 weeks : distal
arch region, 14,127+7,467 pm® vs. 97,836+29,152 um? p=
0.0239).

Conclusions

Our findings indicate that luminal coating of SDF1a has a
good potential for the long durability of engineered vascular
graft.
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Dr. Payam Akhyari: Heinrich Heine University Diis-
seldorf, Germany
“Update from the Cardiovascular Surgery Labora-
tory in Duesseldorf/Garmany”
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Prof. Neil Hogg : Deparment of Biophysics, Medical
College of Wisconsin, USA
“iNOS and breast cancer bioenergetics”
Prof. Rakesh Pravinchandra Patel : Department of
Pathology, University of Alabama at Birmingham School
of Medicine, USA
“Endothelial N-glycan zip code and vascular
inflammation : potential new targets for redox-
dependent modulation of desease”

E 5 : NOS2 (inducible nitric oxide synthase of iNOS) has
been implicated as a component in many aggressive tumor
phenotypes, including melanoma, glioblastoma, and breast
cancer. Nitric oxide has been well established as a modulator
of cellular hioenergetics pathways, in many ways similar to the
alteration of cellular metabolism observed in aggressive
tumors. We attempt to bring these concepts together with
the general hypothesis that one function of NOS2 and NO in
cancer is to modulate metabolic processes to facilitate
increased tumor aggression. There are many mechanisms by
which NO can modulate tumor metabolism, including direct
inhibition of respiration, alterations in mitochondrial mass,
oxidative inhibition of bioenergetic enzymes, and the stimula-
tion of secondary signaling pathways.
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Prof. Dr. Jerzy Adamski: Helmholtz Zentrum
Muenchen, Molecular Endocrinology and Metabolism,
Neuherberg, Germany
Department of Biochemistry, Yong Loo Lin School of
Medicine, National University of Singapore, Singapore
“Metabolic patterns of circadian rhythm”

E 5 : Circadian rhythm is a feature improving performance
and evolutionary success of many organisms. Next to tran-
scriptional control of circadian clock by BMAL or CLOCK fur-
ther transcription-independent control mechanisms have been
observed like that of pentose phosphate pathway and subse-
quent NAD (P)H generation. Multicellular organisms reveal
body time with a multitude of metabolic processes synchro-
nized at different time points. Tissue-specific processes
might be disaligned in disease but the contribution of this pro-
cess to pathogenesis is largely unknown.

We applied different omics approaches to analyse 24-hour

untargeted metabolomics of eight mouse tissues simultaneously.
The data gathered describe temporal and spatial circadian
metabolism challenged by high-fat diet (HFD). We demon-
strated that nutritional challenge is able to rewire tissue-to-
While a
wide range of intra- and inter-tissue metabolite correlations

tissue metabolic communication and coherence.

describing potentially novel predictive biomarkers and patho-
genic networks remains to be explored, this gained data can
already serve as a basis for future studies integrating subcellu-
lar metabolomics data, clock gene mutants, additional feeding
regimes, and exercise protocols. Specific time windows may
reveal different susceptibility to pharmacological intervention
in health and disease.
Dyar et al., 2018, Cell 174, 1571-1585
(CF - WEFA)
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Cisca Wijmenga : Department of Genetics, University
Medical Center Groningen
“Population Biobanks : from prediction to preven-
tion of chronic diseases”
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