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Kuttapopeyahoioc (cytomegalovirus, CMV):
DNA-gprintoioc

HAwlo-e€aptwpevn IgG
opoBetikotnta (40-90%)
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MNoapad tnv avamntuén IgG HeETA TNV MPWTOLOAUVON,
nopapevouv AavBavovteg ot ota WBC
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Relative changes in CMV IgM, IgG, and IgG avidity levels over time following primary CMV

infection.
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EukoipLako maboyovo yLo. OpLOMEVEC KATNYOPLEC aoBevwV e
Opyavol 0TOXOUC N CUOTNMATLKN TtpocBoAn

EuBpua ou xpnlouv
eVOOUATPLOC LETAYYLONG

Autofapn veoyva

ANTITEC O PXEYOVWV
OLLLOTIOLNTLKWV KUTTAPWV N
CUMUTIAYWV 0pYAVWVY
AvoookaTtaoTtaApevol aoBeveic
MpwTtonabnc avoooaveEMAPKELN

Kinon

» Hrnatitda, oe aoBeveic pe
Aevyatpio-Agppwpa

» Tveupovia, oe
LETAUOOXEVUEVOUC (aitLo
anoppPng pooxevpatog )

> XoploapdiBAnotpociditida,
eykepalitida, oe acbeveic pe
AIDS

> 2 UYYEVELC KOlL TLEPLYEVVNTLKEC
AOLLWEELC
> 2 NTTTLKA KoTtaotoon



Metadoon CMV pEoW METAYYLONC
(Transfusion-transmitted Cytomegavirus, TT-CMV)
1966-1995
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1995-2005

H Asukadaipeon amoteAel otadlakd TNV EVAANAKTLKN
emloyn twv CMV-untested dotwv

AABB kai FDA:
avayvwpilouv TNV LR wg
EVOAAQKTIKI TTPOKTIKN)
TTPOANWNc TT-CMV o¢
CMV-untested d0T1e¢

1997

*ATTOTEAEOUATIKEG KAl Ol
ouo

*Kauia dev gival TEAEIO
*AEV UTTEPEXEI N MIA TNG
AAANG

*Acv £xel atTOdEIXOEI N
UTTEPOXT TNG HIKTAG
TTPOKTIKAG

2001: CMV
consensus
panel, Canadian
Blood Agency

2005: TpwTN AvaokoTTNOn Kal
METO-avaAuon atré Vamvakas
KAl OUV., avadeixdnke
utteEpoxn Twv CMV-apvnTikwyv
TTOPAYWYWYV OE OXEON ME TNV
LR otoug HSC-BMT aobeveig

Tn idia Trepiodo
TTAPAAANAES
AVAOPOUIKEC MEANETEC
eV OUNPWVOUCaV
ME TN META-aVAAUON
atmé Vamvakas kai
OuV.



OXTFORD

UNIVERSITY PRESS

O opoloyika CMV (-) 00TNG | aoBevnc dev onuaivel
OTI Oev £xel MOAUVOET atTd TOV 16

From: Antibody Maturation and Viremia after Primary Cytomegalovirus Infection, in Inmunocompetent
Patients

J Infect Dis. 2004;190(11):1908-1912. doi:10.1086/424677
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2005-2014: anovoia LEYOAWY CUYKPLTLKWY LLEAETWV
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Kekre et al., Biology of Blood and i) o
Marrow Transplantation, Volume )
19, Issue 12, 2013, 1719-1724
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To 2uoTnua Yyeiag Tou Kavadda dev trpétrel va £odeuel 745.000 CAD/ETog
yia Tov opoAoyIko éAeyxo CMV a10 47% Twv algodoTWwY Tou



Entimtwon TT-CMV: peta tnv eloaywyn tng koBoAwknc-LR
KOl TWV OLUOTIETOA LWV adaipeonc SEV UTIAPYOULV ETTAPKN

dedopEva yLa TNV eNTwon tng dtatapaxng

DEFGHI! JKLHGFEMNO!

Endrersen et al., 1985 67% CMV (-) aoBevwv HETA oo XELPpOUPYELO
KOpSLAC EXEL EPYAOTNPLOKES SLATAPOAXEC AOYW
TT-CMV ko to 1/3 autwv mapouaoiale Kal

cuuTITWH AT

Wu et al., 2009 3/46 CMV (-) aoBeveic (6%) mou €AafBav 1316
tuxaia LR kuttaplka moapaywya ekdnAwoayv
TT-CMV (;)

Thile et al., 2011 H entintwon TT-CMV 6tou¢ 0poapvnTIKOUG

Nash et al., 2012 ooBeveic pe HSC-BMT <2,4%

Aev gival yvwoTtnA n emitrtwon TG TT-CMV otoug pn HSC-BMT aobeveic

21N ['epuavia, ye TNV TTPAKTIKN TNS KABOAIKN S LR, 2 uOAIC TTEpIOTATIKA
molavric TT-CMV avagépOnkav ato Paul Ehrlich Institute, uéxpi 1o
2010, Ta otroia kai dgv TIRERaAIWONKAY



Meyxpt to 2015: n anovoia katevBuvTRPLWY 0dNYyLwWV o0dnyEL o€
TOLKIALQ TTPAKTIKWYV HElwonG Kivduvou TT-CMV

« POQORSHBVKN obnyia (2001) yia cuvduaopevn
MPAKTLKN MeElwonc kKivduvou TT-CMV otouc aoBevelg

OTOXOUG

 VFWEHEBvkA odnyia (1999) yia CMV (-) kuttaplkad
nopaywya otouc acBeveic upnAou kvduvou

* YHOFREBvikec 0bnyiec (2009, 2015): kat ot duo
MPOKTLKEC Elvall aoPaAElC



USA: mow\ia oTtpatnylkwy peiwong kivduvou TT-CMV, mapd to OTL To 65%

urtootnpillel LooSuvapia AMOTEAECHATIKOTNTAC TV SUO MIPAKTLKWVY
Delaney et al., Transfusion 2016,;56:1945-1950
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AABB CMV Prevention Work Group, 2015

1. H Asukapaipeon pHeElwWVEL aroteAsouatika tov kivéuvo TT-
CMV;

3. lotog éAgyxoc CMV avéavel To 0peAOC TG Asukapaipeong;
e LR KUTTOPLKWV TIOpaywywyv ard CMVnee/nee §te;
* LR kuttaplkwyv napaywywv ano CMV-DNA (-) doteg;

e LR KUTTOPLKWYV TIOPAYWYWV oIt SOTEC LAKPLA ATt TNV
NEPLOSO TNC OPOUETATPOTING;



Reducing the risk of transfusion-transmitted cytomegalovirus infection: a

HSCT aoUeveic
SOT aoVeveic
AurtoBapn veoyva
Kunon

Aod¢eveic rou AauBavouv
XMO n avooodepaneia

Aod¢eveic ue npwtonadn N=11

O(VOOOOZVEIlepKELO(

systematic review and meta-analysis.
Transfusion 2016,;56:1569-1580

Records Identified through Additional records
database searching identified through other
N =454 sources

Records after duplicates removed
N = 457

Records screened

Records excluded
N =308

Full-text articles
assessed for

eligibility

Studies included in
qualitative synthesis

Studies included in

Full-text articles
excluded, N = 141
-22: No population
of interest
-29: No intervention

or comparison of
Interest
-31: No outcomes of
interest
-59: Study design
(case-reports, case
serles, reviews etc.)

quantitative
synthesis (meta-
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1. LR vs un LR tuxaiwv

Sotwv
2. LRvsCMV (-)

3. LR+ CMV (-) vs CMV (-)

CLINICAL CMV INFECTION

Eveats.

RR (85% CI)

Treatment

Events,

%

Control  Weight

Bowden 1991 (HSCT) 0.17 (0.01. 3.45) Q35 230 3311
Gabert 1888 (VLBW ICU infants) 0.08 (0.00. 1.35) Q30 31 3673
Onto 1968 (infants, not a8 VLBW) 1.76 (0.08. 41.28) 1/33 one 3016
Subtotal (squared = 7.5%, p = 0.339) ‘C — 0.26 (0.04. 1.57) 1/98 280 100.00
LABORATORY CMV INFECTION

Bowden 1981 (HSCT) 0.06 (0.00.0.87) Q35 7/30  16.48
Gabert 1888 (VLBW ICU infarts) 0.05 (0.00.0.89) Q30 9031 16.62
Murphy 1988 (L on 0.17 (0.01,3.08) QM1 29 1575
Xu 1895 (LBW infants) _ - 1.03 (0.20.5.21) 2111 a7 2003
Onto 1999 (infants, not &l VLBW) 1.73 (0.19, 15.46) 3733 e 2213
Subtotal (equared = 43.8%, p = 0.130) C’- 0.33 (0.08. 1.37) 5120 225106 100.00
NOTE: Weights are from random effects analysis

T T T T
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Nichots 2003 4SCT) —_— 280 057, 8.6¢) 14235 arnos sa71
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MOTE et e i e by :
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LR = bomec 000 13 batier
Events, %

Study RR (95% CI) Treatment Control Weight
CLINICAL CMV INFECTION

Kekre 2013 (HSCT) 4.33 (0.21. 88.90) 2/89 77 100.00
Lijungman 2002 (HSCT) (Excluded) o33 ovag 0.00
Subtotal (I-squared = .%., p = .) <$‘ 4.33 (0.21. 88.90) 27122 o/126  100.00
LABORATORY CMV INFECTION

Kekre 2013 (HSCT) 2.60 (0.28, 24.44) 3789 177 25.55
Ljungman 2002 (HSCT) —_—t 0.74 (0.20. 2.76) 3/33 649 74.45
Subtotal (I-squared = 0.0%, p = 0.345) <> 1.02 (0.33. 3.18) &/122 7/126  100.00

NOTE: Weights are from random effects analysis

T T
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LR+CMV testing is better

T
10
LR alone is better




Mainou et al., Transfusion 2016

A1t0 to 2005 £€w¢ Tto 2013, HOVO HLa PLEAETN TTANPOUOE T
KpLtnpLa evtaéncg otn peta-avalvon (Kekre et al., 2013)

ATtO Tn peta-avaluon twv Vamvakas et al., 2015, dev vntapyxouv
veéa debopEva

AvEdLKTn n amodeltn tov odpEAoOUC 1 Tou KvOUVOU TNC KAOe
TPOKTLKNG

Ta pexpL onuepa dedopeva dev emapKkoUV yLa TNV TEKUNPLwoN
OUYKEKPLUEVNC OTPATNYIKAC HElwonG Tou Kwvduvou TT-CMV
otouc aoBeveic uPnAou KivdUvou



TRANSFUSION
Transfusion 2016,56:1581-1587
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AABB, 2016

s! A=NEfKQEfIHLQ!gXQRIGkZtia!!

* H amoteAeopatikotnta tng LR
oTNnpPL{ETAL KUPLWG OTLC CUVETIELC
evOELEELC KALVIKWV PEAETWV
TIaPATPNONG KoL OE EAAXLOTEC
TUXOLLOTIOLNLEVEC EAEYXOUEVEC
HMEAETEC

e JTpatnylkr) cuAAoync dedopévwy yla
TIPOYLOTLOTLIKEG TUXOLLOTIOLNLEVEC
ENEYXOUEVEC LEAETEC LLE OTOXO TNV
ETOPKNA TEKUNPLWON TNC KAWVIKAG
amoteAeopATIKOTNTAC TNG LR otn
Heiwon kwwduvou TT-CMV

* MeA€teg KOOTOUC-0PEAOUC
* Registries

v GFEpwI$Pq! OliSQEfIHLIXeEFLT!
HITA=L

Aev €XEL TIPOKTLKO EPELOUA N
opoAoylkn avalntnon CMV-IgG-
apvNTIKWV dotwv, Aoyw tou uPnAou
grutoAacpoul Tou Lov

AOTEC CMV neg/neg Sey gival mavta
CMV (-) Aoyw tn¢ paKkpag meplodou
OPOUETATPOTINAC

Nopa tnv LR oe CMV (-) mapaywya,
TapapéEveL o kKivbuvog TT-CMV amo
Vv tapoucia CMV-DNA gdv o 60tn¢
Bploketal oe pAon OpOUETATPOTING
HE Latpio



AABB, 2016
MEANOVTLKEC TIPOOTITLKEG

NAT oto mAdopa Twv SOTWV: UIMOPEL va AVLXVEUCEL TNV LOLULA TNG
TMIPWTOMOAUVONG KoL TNG emavevepyomoinong (Roback et al., 2014)

Xpnowun n de€apevn Sotwv mou eival opoBetikol yla dStaotnpa peyaAutepo
TOU £TOUC YLATL £XOUV ULKPN EWC avUTIAPKTN TIBavOTNTA VO £€XOUV
aviyveuolpo CMV-DNA (Zieman et al., 2014)

MovtéAla ektipnong kwduvou TT-CMV (Seed et al., 2016: H miBavotnta
netadoonc TT-CMV péow LR KuTTOpLKWY TTOpOywywv ailpotoc eivat 1:
1.000.000)

Nea debopéva yia avénon kwwduvou CVD, AZD kalt Statapoxwyv avooOAOYLKN G
LVALNG aro tov CMV

Abpavoroinon kot twv povadwv RBCs (Roback et al., 2014)



tL'EnkHINOA=Rh!$Zql!ycz!
TpomonolnNOnke nmpv anoavtnOel, aAAa Tavtoxpova avedeLée Kal
TO EAAELLHPO TEKMNPLWONC UTIEP TNC HLAC N TNEG AAANC TIPOLKTLKAC

*  Mrmopel va pnv umtapyxouv, HEXPL oNUeEpa, amodeiéelc yla tn Leiwon tou Kvduvou
TT-CMV pe tnv LR aAAd tpExovTa KALVIKA KoL EpyaoTtnpLlakd Sedopéva mapEXouv
TIOAUTIAEUPEC eVOELEELC UTIEP AUTNAC

*  Me ta didtpa teAevtaiac yeviag, eva LR kuttaplko napaywyo pe 1-5.000.000
WBCs, duvntika pthotevel 100-5.000 touc CMV (1:1.000-10.000 WBCs) kal auto
onavia odnyet otnv aviyvevon CMV-DNA (Zieman et al., 2013)

¢ AKOpa KL o 0 80TNC eival CMVNee/neg T apdywya oipatoc Sev npémnet vo AdBouv
onuavon CMV (-) 1 CMV-aocpaln, oA\Q «xapunAou kivéuvou yia CMV»

* Henimtwon tng TT-CMV otig opddeg uPpnAou kwvduvou bev gival yvwotn, e0LKA
onuepa mou n xnuelontpodpuAaén pe Ganciclovir elval poutiva omou anatteital

* Eival ayvwoto, nwc embpolv oL cuvBRKeg emetepyaciog, o xpovog cuvtipnong n
N aKTWOBOANCN TWV KUTTAPLKWV TIAPAYWYwV 0Ttn SUVNTIKA LOAUCHOTIKOTNTA TOU
CMV



Mwc ouveXl(OULE;

2TnV KaBnuepLvn tpagn, eivol o peaALoTIKOG 0 OPOC:

KUTTQPLKA mapaywya «xapunAou kwvduvou yia TT-CMV»

BEATotn epappoyn tng Asukadaipeonc (mpo puAagnc kat mapakAiviog)
Ormovu unapyxel Suvatotnta adpavornoinong PLTs kait
alpomnetaAladaipeong ta opeAn eivatl moANamAQ

Eav o Bepanwyv Latpocg {ntroet kat CMV (-) kuttaplkd mapaywya Ba
npEmeL va. ovalnTtriooupe opohoyikd CMVNee/neg §4tn (Sev eival TPOKTIKAL
ePLKTO ouvnBwWC yLa Toug oAU peTayyL{OEVOUC)

2to KA TITNN bev €xoupe de€apevn Sotwv CMYV (-) | yvwotwv Sotwv mou
Bplokovtal >1 £€To¢ paKkpLA armo TNV OPOUETATPOTIN

H otpatnylkn MepLOpLOMOU LETAYYIOEWV £XEL BEON KaL OTN MELWON TNG
enintwong TT-CMV



Euyoplotw!




