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2.uyypapn abstract... kal Twpa;;;

 [a TN ouyypaen TeEPiIAnWNS (abstract) kKaBe cuvedpiou
UTTAPXOUV OUYKEKPIUEVEC OONYIEC..

« ATTO TTOU VO CEKIVAOW);

 [Twg va ¢ekiviow;

e Kal av 10 atroTéAeopa OgV gival wpaio;
o Kal av dev T KATAPEPW;

Francis Bacon once said, “reading make a full man; conference a
ready man; but writing an exact man”



Your Abstract at ECCMID 2021

Present your research

ECCMID has become one of the most comprehensive and influential congresses in the field of infection and an exciting
networking place bringing together >14,000 colleagues from all over the world. Share and discuss your research with colleague

from around the world.

Be part of ECCMID!

Regular abstracts can be submitted from 11 January to 24 February 2021 at 15:59 CET.
Latebreaker abstracts will be accepted from 26 April to 7 May 2021.

If you have any questions or need any assistance, please do not hesitate to contact us at eccmidabstracts[at]escmid.org.



Abstract type

Abstracts should fall into one of two selectable categories:

1. Research abstract
2. Case report/series

If ‘case report’ is selected, the template sections:
Background/Materials/Results/Conclusions
will be automatically replaced by the sections:

Background/Case(s) description/ Discussion.



* H TepiAnWn TNG gpyaociag €ival dIKO oag TTVEUPATIKO TTovnuUd

 KANEIZ dev &€pel 11 akpiBwe BEAeTe va treite EKTOZ atro
£00QC

« KANEIZ d¢ yvwpilel kKaAuTepa Ta 0EOOPEVA KAl TO
QATTOTEAECUA EKTOC ATTO £0QC.

* MOvVOo €0¢€i¢ NTTOPEITE VA METAOWOETE TA ATTOTEAECUATA ME
katavonTo kal EAKY2TIKO TpoTro.



e 2TNV TTEPIANYN TTPETTEI VA ATTOOWCOOUUE
OUVOTITIKA OAQ Ta KUPIO gnMEid TNG EPEUVAC
uac. ©@a TTPETTEl va gival ca@nc 0 OKOTTOG, Ol
uEBodoI, Ta eupnuaTa.

e 2TNV TTPAYMATIKOTNTA €ival PJIQ CUPTTUKVWHEVN
hop®n MIAC TTANPOUC ETTIOCTNMOVIKNG EPYAaCiac.



Authors

Please double check that the names of author(s) and their affiliation(s) are correctly spelled and formatted, with appropriate
capitalisation and punctuation.

Names and affiliations cannot be edited by the submitter once submitted, and will be published exactly as inputted. The
ESCMID office will need to be contacted for any further changes.

ESCMID takes no responsibility for errors in either author or affiliation information.

Text

ALL CAPS for text (other than abbreviations or acronyms) are not allowed. The abstract text may not be longer than a maximum
of 350 words.

Title

Abstract titles must be submitted according to the scientific rules and should be succinct. This includes any special characters
and special words that need to be capitalised or jtalicised.
Abstract titles will be proofread and may be amended if appropriate. Titles in ALL CAPS (other than abbreviations or acronyms)

or brand names are not allowed.



* O TitAoC IIPETEL VAL €lvol 0odPC KoL KATOTOTILOTLKOC
* JUVTOLOC

* EAKUOTLKOC

* Winning title
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235. HENIAPATH TON NOAYMOPOIZMON TOY FONIAIOY TOY NA-
PATONTA NEKPOIHE TON ONKQN ITHN NNEYMONIA EXETIZOMENH
ME MHXANIKO AEPIZMO
A Zapfa, ©. Mmaddxa, ©. Toayavig, M. Paproyidvwn,
Tapap -Mmoupumoling
A" NaBoloymd Kavikr), larprr ZxoAd ABnvav



>komoc/Background/Introduction

* [pEmel va eival cUVTOUOC
* MpeneL va eival cadng

e Aev pEMEL va eplAappavel mAnpodopia ou La
600el mapakatw ny ota methods N oto discussion
aAAQ TTPETEL VAL OLVEL TO OTLYUO VLA TO ETILOTNMOVLKO
uTtoBaBpo tnc epyaciog

* Mmopel va tepthapBavetl BpAoypadikn avadopa

ZKOMNOZ: O TREM-1 (Triggering receptor expressed on myeloid cells) eivat Evag
UTTO80XEQG TToU EKPPAgeTal oTa KUTTapa TnG Huehoeidolg oeipdg. OTtav dieyeipe-
Tal oTn onYn, evioxUel TNV €KKPIOT TIPOPAEYHOVWAWY XUHOKIVWV Kal KUTTa-
POKIVWYV aAAG Bev €xel kaBopioBei av auTr| Tou n dpdon CUOXETICETAI HE TN YOVIOI-

akn ékppaon. Mpoodiopiodnkav Ta emiteda Tou MRNA Tou TREM-1 oTouc Bapé-
WC TTAOXOVTEC.



RATIONALE: Interstitial Lung Diseases (ILD) constitutes a heterogeneous group of disorders. In Idiopathic Pulmonary Fibrosis (IPF), repair
mechanisms function excessively. Cryptogenic Organizing Pneumonia (COP), another type of Idiopathic Interstitial Pneumonia, is

characterized by abnormal wound repair; while auto-immunity is the main feature of Collagen Vascular Diseases (CVD)-associated ILD. Th
role of the innate immunity in these diseases has not been clearly elucidated.

Backzround: Sepsis iz traditionally being conceived a seguelum of over-
activation of the innate immune response leading to excess production of
pro-nflammatory cytokines. Recent evidence sugpests that when sepsis
supervenes monocytes f3il to produce qtokines and they insert into 3 stage
of immunoparalysis. No evidence iz available on the behaviour of NK celis
when the septic response starts. This was the aim of the present study

ZKOMOZ THZ MEAETHE: H apyixfy ouotnpartiki pAeypovwdng avridpaan moy
OuvodEGEl OAA Ta OTASIa TNC ORYNS TTPOKAAEITAI ATTO TNV TTapaywyn QAeypovy-
Swv xutTapokivuv, kai givar duvard va odnyrioel o¢ OAOKANPWTIKY TTapdAuon
TOU QVOoOTIOINTIKOU GUCTHHATOC («avOoOoTIapGAUaN»). ZTOV KATAPPAKTA TnG Off-
Wng diadpapariler KaBOPIOTIKO POAO O TIAPGYOVIAG VEKPWOEWS TWV Oykwy
(TNF-a). O TroAupop@iopdc (SNP-single nucleotide polymorphism) G->A g
Béon -376 Tou TrpoaywyoU Tou yovidiou OXETICETal HE augnpévn Baoikr ékkpion
Tou TNF-a amé Ta povokiTrapa. ZKoTrog Jag ATav va JEAETAGOUNE TV CUXVOTH-
TQ Tou TroAupop@iopol TNF-a -376 o TTANBUOUO aoBEVWY TTOU £TTACXAV aTTo

TrUCIAVIA rrveTiZALIeun Tle IvaTTVYELITTROO



H ypaUpOTOOELPA , TO HEYEDBOC TWV YPAUUATWY KATL cuvRBwC
UTTOYOPEVETAL QUOTNPA ATTO T 0ONYIEC TOU CUYKEKPLUEVOU
ouvedplov

Mpoooxn mavta ota onpeia otiéng, opBoypadia

KaAo €ilval oL TPOTACELS va Elval CUVTOUEC

Objectives
Forjmer studles of our group have shown defective release of tumour necrosls factor alpha (TNFa) from

- BJD 2007;
monocytes of patients with hidradenitis suppurativa (HS) (Glamarellos Bourboulis EJ, et al. :
156: cSy1-56). ‘Fl?g this end, we investigated the role of single nucleotide polymorphisms (SNPs) of the
TNF-gene for HS.



MeBobdol

* YadeiC, OUYKEPLUEVEC, CUVTOUEC
* MapaBetouvpe pe akpifelta tn dtadkaoia

YAIKO KAl ME@OAOE: SUMEXONKE NTTApPIVIOUEVO GAEBIKO aipa aTio 161 aobe-
VEiC YE onTIMIkG CUVEPOHO Kai TIVEUHOVIa oxeTIOPEVN HE TO pnz(cvu(é AEPIOUO
(VAP). AkohouBnoe amropdvwon DNA kai evioxuon TnNg OKOAOUGEG'Q TNF-3'{6 HE
™ Xprion aAucIBwTAS avTidpaong TTOAUPEPACNG (PCR) o€ TeAIkO OyKO avTidpa-
ong 25 pl. Ta mpoiévia Tng avridpaong utoBANBnkav ot nAaprocpéppon o€ gel
ayap6lng 2% yia Tnv avixveuon Twv d1agopwyv oTo HEYEBOG TOUG META TNV TTEWN
UE TNV £181KR VOUKAedon Trepiopiopou Hpal.

Methods: Whole blood was drawn within the firse 24 hours after diagnosis
from ten healthy volunteers and from 104 septic patients (7 | sepsis, 12 severe
sepsis and 14 septic shock by ACCRSCOM 1992 critena). NK cells were iso-
lated sfter incubstion wath RosetteSep NK snabody cocktail at punty grescer
than S0% and incubated in the Sbsence/presence of 10ng/mi LPS. Interlevkin
IL)-23 and interferon-gamma (IFNy) were measured in supernatants after 24
hours of incubation by an enzyme immunoassay



AToteAEopaTA

* Mapouaotalovtal pe oodn Kot cUVTOUO TPOTIO
* Juvodevovtatl amno nivaka/ypadnuo

e Ta ypadnpata npemnel va eivatl EYANATNQZTA
* EAKY2TIKA

* Na tovi{ouv To amnoteAecua

* Na elval avta cupdwva e TIC odnyieg mou opilel To
ouVvedpLO
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TRIGGERING receptor expressed on myeloid cells (TREM-1) gene expression in critically ill
patients

A. Kotsaki, I. Vaki, I. Dimopoulou, H. Kranidioti, S. Orfanos, A. Pelekanou, E. Giamarellos-
Bourboulis, A. Armaganidis (Haidari, Athens, GR)

Objectives: Triggering receptor expressed on myeloid cells (TREM-1) is a recently discovered
receptor on monocytes and neutrophils. When stimulated, TREM-1 amplifies the toll-like
receptor(TLR)-initiated response to invading pathogens allowing the secretion of pro-
inflammatory chemokines and cytokines. Our aim was to estimate TREM-1 mRNA levels in
critically ill patients.

Methods: Ten ml of heparinized venus blood were collected upon admission from 14 critically
il patients, five with systemic inflammatory response syndrome (SIRS) and nine with severe
sepsis/septic shock (ACCP/SCCM criteria). Peripheral blood mononuclear cells were
iIsolated. RNA was extracted after trizol and chloroform treatment and cDNA was
synthesized. Expression of mMTREM-1 was estimated by real time PCR against the
expression of reference gene of beta-2-microglobulin. RNA isolated from PBMCs of healthy
donor was applied,as control.

Results: Quantification of mMRNA transcription levels using PFAFL equation showed that the
levels of MRNA were higher in patients with SIRS (range 2.9x1073-1,5x1077 , median 1x10"6
copies) compared to patients with severe sepsis(range 13.3-3x1076 , median 1x10"3

copies) .

Conclusions: Although former results using flow cytometry analysis has showed that TREM-1
receptor is up regulated in sepsis, pronounced TREM-1 gene expression was found in SIRS
compared to severe sepsis/septic shock. These results render the hypothesis that when
TREM-1 receptors reach a critical amount to amplify the inflammatory response, internal
signals stop further mTREM transcription.
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RANGE MEDIAN

2.9x103-1.5x
SIRS .
107 copies 1x108 copies
SEVERE 13.3 x 107 -

6 .
SEPSIS 3x10% copies 1x10° copies
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YUUTEPAOLLOL

* TO CUUTTEPOOLO TIPETIEL VA ELVOLL OAPEC,
NMEPLANTITLKO, CUVTOMO

* Key notes/take home message

e Elvall auto nou «BgAete va Bupouvtal» amno tnv
gpyacio oog

Tupnépaopa: H otationxr avaivuon twv anore)»eoudm’w noT€dELEE étt 10 osBocp%\ovgo’wlo c{v(%)a_vgmogrl\)'
TOWLUY QTOTTWOT) TWV oUdETEQOPIAWYV 6 WEES HETA Ty enéupoaonm ot [%aeuo o*ranornxa cijvnggvo\; a., o
gvad 1 emoxAnidiog de paiveton va OVEAVEL TV a’nomwon oe xapfa WuTTOQUAT] OELa. )\og(; o aj o
Gyiv ST ovENaM ™G ANOTTWANS oyETCETAN ue’evgmsgn ogyavix] 6v0)»8ttoPQYLa g7e! aitgge | WO
oyUouv TN xe1om gmoxAnoldiov avaiobnotog EVavTL TS YEVLKITS, Gmov aUTo ELVAL EQLATO.



Yopnepdopara: O opdc Twv onnmk@v acOevav npodyet Ty andntwon Twv T-BonBnTikwv AeppoKUTTApWY Kal avaoTEAAEL TV
anonTeon Twv povokuttdpwy. Ta SeSopéva autd pnopodv va e&nyraouv yari To onnTikd nePBAllov NPodyet T AEHPOKUTTAPIKN
IVOOOKATAGTOAN KAl CUPETEXEL 0TN Slaiwvion TG onnTikng Siepyaciag and To Pn-anonTwTiKO HOVOKUTTapo.

Resuits 4

88 of the volunteers were homozygous for all wild-type alleles of all three SNPs as opposed to 72 of HS
patients; 20 of the volunteers were carriers of at least one of the three studied SNP alleles (11.1%) as
opposed to 34 (32.1%) of HS patlents (p: 0.028). 25 Hurley III patients were treated with TNF
antagonists. A more than 30% improvement as defined by the Sartorius score was found among 13 of

15 carriers of only willd-type alleles (86.6%) and among four of 10 carriers of at least one SNP allele
(40%, p: 0.028).

Conclusions

Carriage of SNP alleles of the TNF gene is a determinant of susceptibility for HS and Is related with
unfavorable resoonse to treatment with TNF antaqonists.

AEN emavalapBavoupe ta anoteAéopata oto cupEpaopo!!!



e EQv Tat KAVETE OAOL CWOTA....KOLL LLE OLYALTTN
* Qo AaBete to avtiotoyo e-mail

e Kat Ba ayxwbBeite yia tn cuyypadn tng
nopouciaonc mMAgov...

Dear Dr Kotsaki

On behalf of the Programme Committee of the 18th European Congress of Clinical Microbiology and Infectious Diseases, we are pleased to inform you that
your abstract entitled

Triggering receptor expressed on myeloid cells (TREM-1) gene expression in critically ill patients
A. Kotsaki, |. Vaki, |. Dimopoulou, H. Kranidiofi, 5. Orfanos, A. Pelekanou, E. Giamarellos-Bourboulis, A. Armaganidis (Haidari, Athens, GR)

has been accepted as a poster at the ECCMID meeting to be held in Barcelona from 19 - 22 April 2008. Please check that the title and authors' names have
been correctly written and advise us immediately should there be any corrections required.



Work, finish, publish.

Micha=l Faraday -
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