[Tavtikién EAmida

E€eldikevopevn Aolpwéloroyiag
M.E.A I'N «O EvayyeAlopog»
Emiomuovikda YrnevOBvuvog : [lamaotapomovAog BaoiAelog




[Mapouvaciaon MEPLOTATIKOU

AcBsvnc:
Avépag, 23 etwv
EAe0Bepo aTOpIKO avapvnoTIKO
Etepo@uAd@irog, oyt katolkiSia, oL mpooc@ata Taidla, TEPLOTACLOKT) XP1ON
Kavapng

KAwvikn ewlkova:
Eumdpeto €éwg 40°C amo TeTpanUEPOV
dapuyyadyla
TpoymAum Aeppadevomadela (paiakol, avwduvol)
AevkwTO emiyplopa apvySaiwv

Epyactnplaka svpnuata:
AgvkoTievia (2.490/ul), Movokuttapwon, Opoppotevia (96.000/ul), Aomd K.

EBV IgM (-), EBV IgG (+), CMV IgM (-), CMV IgG (-)

<HIV Elisa (+) W.@




‘EAeyxoc HIV

HIV Ag/Ab | EmBefaiwtikd
HIV tRNA

ap@iforo

B + 5,65 x 107 190
cop/ml




>tadlonoinon HIV

2YZTHMA TAZINOMHZHZ HIV AOIMQ=HZ KATA CDC
KAvikeg KaTnyopiec*
A B C

AgupnTtwpaTikf HIV
KaTnyopiec pe Paon Tov  AOIHWEN

apiBud Twv CD4’ . ZUpnTwWHATIKA HIV
HIV npwtoAoipwsn AoipwEn® , nou dev Noool rj ocuvdpopa nou
[EVIKEULEVN EUNINTEI OHWE OTIC npoodiopilouv To AIDS’
gnipévouca katnyopieg A n C
AeppadevondaBeia
(PGL)

(1) = 500 kuTTapa/HL Al Bl C1

(2) 200 - 499 A2 B2 c2

kUTTapa/uL

(3) < 200 kUTTapa/uL Iﬁ B3 c3




-

Mopeia vooou (1)- A 'MaBoAoyikn KAwvikni
Amupetla-avev aywyng
K.¢. yevikn atpatog, B/x
[Tpoypapuatiopog evaping avTIPETPOIKNG AYWYNG
‘Evapén TMP-SMX

ESitnplo tnv 4" uEpa voonAeiag

\




Mopeia vooou (2)- M.E.A

KAwvikn elkova
Ymotpomm eUTUPETOV PETA amd 10 nuEPEG-KaTaBoAN- KUVAYXT
MUuKNTlOoM GTOUATLIKIG KOLAOTN TG
levikevuévn Aepadevomabela

Epyactnplaka svpniuota:
AgvkokvtTapworn: 10.230/ul, Lymp>Pol, SGOT 106 IU/L, SGPT 80 IU/L

Toxo (-), RPR (-), FTA (-) Aouta K.

@Elisa (t), W.B (1)

Oepameia: 'Evapén ART
Eutplottafivy
Tevooipn
Aolovteypafipn

+

dAovkovaloAn

Amvpeiia- EELtiiplo




Mopeia vooou (3)- latpeio Notpwéewv

AEKATIKN TTUPETLKY Kivnom yla Eva unva.

[Ttwtwkn Topela @optiov HIV (140 copies/ml)

MpaypatomomOnke e€€Ttaon mov €00 TN Sutayvwon!




Mopeia vooou (3)- latpeio Nolpwéswv

AEKATIKN TTUPETLKY) KIvion yla Eva punva.

[Ttwtwn Topeia @optiov HIV (140 copies/ml)

PCR CMYV : 143 copies/ml CMYV IgM (+), CMV IgG (+)

[IpwTtoAoipwin CMV




CMV

KuttapopeyaAoiog

Glycoprotein Il
Glycoprotein |

Genome
Capsid

Coat




CMV

Human herpes type Name

1 Herpes simplex-1 (HSV-1)

> Herpes simplex-2 (HSV-2)

3 Varicella Zoster virus (VZV)

4 Epstein-Barr Virus (EBV)

6 Human herpes virus-6 (HHV-6)
i Human herpes virus-7 (HHV-7)

8 Human herpes virus-8 (HHV-8)




CMV

AmofaAAetal o€ Stdopa BLoAoyikd VYPA (KOATILKEG EKKPLOELG,
OTIEPUQ, UNTPLKO YAAQ, oUpa, oledo, Sdkpua, alpo) Kol LoTOUG.

[Tapapevel oe AavBdvovoa @pdaom ota AcuKokKVUTTAP(LOVOKVUTTHPA,

ov8eTEPOPAQ, T AEUPOKVTTAPA)- AVIKAVOTITA XVOCLAKOV
OVOTI|ULATOC VX AVTIUETWTILGEL TN AoLpwEn. 60-100% Tov
TANOUVoHoV 0poBeTIKOL CMY.

'Oty 0 CMV poAVvel éva KOTTAPO, SULOVPYOUVTAL XAPAKTIPLOTIKA
EYKAELOTA ,YVWOTA WG «LATLA KOUKOUBayLac». To péyebog tov

KUTTAPOL UEAVEL — KUTTUPOUEYAAOLOG.




CMV AOIMQ=H

ACUUTITWUATIKN-ZVYYEVIG-ZUVOPOUO0 AoLpwdous MovoTupnvwong
Bapid Aolpwén o€ avoooKATAGTAAUEVOUCG.

[Tapayovtes kvovvou: Metapooxsvon, HIV (CD4 <50)

KAWVIKEG EKONAWOELG:
Au@Anotposidomabela

EAxwoNG KoAlTida
Owoo@ayltida

[ToAvvevpomdBela
[Tvevpovitida

Hratitida
AmOnon pveiov




CMV AIATNQ2zH

OPOAOYIKEG EEETATELG

PCR: alpa-ENY-totol

CMV pp65 avTLyovo

[otoAoyikn: evéokuTTAPLA EYKAELOT

KAwun: apg@ifAnotposidomdBela




4 _ ESEAIZH CMV AOIMQEHE

Amount of IgG / IgM
Antibody or Avidity

[TpwTtoAoiuwen
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Emavepyomoinon
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(Secondary infection/Reactivation)
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CMV OEPATEIA

Ganciclovir
Valganciclovir _

Foscarnet

Cidofovir

Melwo™n avoooKataoToAnG (ART)




2YMIMNEPA2ZMATIKA

Awayvwon

Ospancia |

* (CD4:190

o Copies:143/m]
* IgM+,IgG+

MpwTtodoiuwén HIV

*  Copies: 56.500.000/ml

MpwTtoAoluwén cmv

Mvukntiaon otouatikijg
KOLAOTN TAG-0LGOPAYOU

‘Evapén ART

o Eutpiottafivn/tevopofipn
e Aolovteypapipn
e TMP-SMX

HapakoAovBnon

DAovkovaloin




>tadlomoinon: A3 vs C3

ApvnTIKOG EAEYXOG OPYAVWYV OTOXWV
(BuBookommon)

MPQTOAOIMQEH HIV (A3)
MPQTOAOIMQEH CMV

Emikivduvog cuvduaopnog

MNAKAE IV.B.2.
KATAZTAZEIEZ NOY
YNOAHAGINOYN AIDS
(KAINIKH KATHIOPl1A C)

Kovtwtioon oooddyou, Tpaxsias, Bpdyxny,
MVELPav W

funBnmikde Kapkivos TRaXnfou pPnTpag
KokkiSios 1Soulkwon EEanvEULoVIKA

K pUrmoK GExm 0n SEmmyEUInyIER
Kpunmoonopi&ican pe Sidppoia =1 yrva
KuTmopoysyaicios ICMV): npooBofn onoou-
Ghnote opydvou, sxodc and Anap, onin-
v, Aepdodevec

Ioc anAoo £pnnTa (H5Y): SSpUaToBnsy-
voyawvio £Akoc =1 prva, n Bpoyxiti&a,
nvEupovio, oioogaywnsa

lotonRdopwon EOuMELLOVIKA

HIV sykedofondesia

Iivapouo anitvavons odsfdusvo otov
HIV: pn emBupmh andi gl Bdpouc =100
K0l xpdvio Sidppoig (=2 kevoosic/ npEpa,
=30nuEpsec) M xpdvia kaTaBofn kol oveEn-
YNTOC NUEETOS = 30 nuEpes

lononopiwan pe Sidppoia =1 prva
Ldpkoapa Kaposi

Mon-Hodgkins fi€pgwpa and B« Utropa n
oywwoTou avooofioywkol danvdtunou nou
iooiovkd Sshovel piepd, noncleaved AEp-
dhropa N ovoooBAoomkd odpkapg
Mycobacterium avium, Sidonaptn Aoldo-
£n

Myoobacteriurm tuberculosis: nvEUPOVIKA 1
GidonopTn AofpwEn

Mokapdimon

Prneumocystis carinii: mveupovio
Mveupovio, BoKTnpioxn unotpondfouoo
(=2 engiodbio o 12 privec)
Npoo&EuTikA NOAUEOTIORNA FEUKDEYKE -
caflondBsn

IofApovéiia: onopio, unotponidfovoa
(pn TudosEGIKA Y

ItpoyyulosiSioon, EHosvTEpQKA
ToEonAdopwon




CMV+HIV

Case Report

A Case of Primary HIV Type 1 and
Cytomegalovirus Coinfection Presenting

with Widespread Clinical Disease

Joseph Y. Kim, MDz, Elyse J. Singer, MD2, Laura Bonelli, MDs3,
and Jeffrey D. Klausner, MD, MPH1

Abstract

Coinfection of HIV-1 and cytomegalovirus (CMV) may occur given the shared routes of
transmission, and the clinical presentations of each process overlap. We present a case of acute
HIV-1 and CMV coinfection presenting with an acute febrile illness complicated by meningitis,
hepatitis, and retinopathy. This and other similar cases demonstrate the need to consider CMV
coinfection

in acute HIV-1 disease, particularly in situations with significant end-organ damage.




Ongoing burden of disease and mortality from HIV/CMV coinfection in Africa in
the antiretroviral therapy era

Emily Adland,*”* Paul Klenerman,234 Philip Goulder,2-®> and Philippa C.
Matthews?3

Front. Microbiol., 24 September 2015 | https://doi.org/10.3389/fmicb.2015.01016

Abstract

Human Cytomegalovirus (CMV) is a well-recognized pathogen in the context of HIV infection, but
since the roll out of ART, clinical and scientific interest in the problem of HIV/CMYV coinfection has
diminished. However, CMV remains a significant cofactor in HIV disease, with an influence
on HIV acquisition, disease progression, morbidity, and mortality. Disease manifestations may be a
result of direct interplay between the two viruses, or may arise as a secondary
consequence of immune dysregulation and systemic inflammation. The problem is most
relevant when the rates of coinfection are high, most notably in sub-Saharan Africa, and in children at
risk of acquiring both infections early in life. Understanding the interplay between these viruses and

developing strategies to diagnose, treat and prevent CMV should be a priority.

~




Cytom egal ovirus coinfection is associated with an increased risk of severe
non-AlD5-defining events in a large cohort of HV-infected patients.

Lichtner M1, Cicconi P2, Vita 53, Cozzi-Lepn A4, Galli M5, Lo Caputo 56, Saracino A7, De Luca AZ,
Moioli M3, Magsiolo F10, Marchetti G2, Vullo V11, d'Aminic Monforte A2; ICONA Foundation
Study.

Chronic optomesalovirus [CMY) infection has been associated with immunosenescence and
immunoactivation in the general population. In human immunodeficiency virus type 1 (HIV-1)-
infected people, CMV coinfection, in addition to residual HIV replication and microbial
translocation, has been proposed as a key factor in sustaining immune activation, even in
individuals with a controlled HIV load.




CMV+HIV

Fails to help CD8 T cells

Permits CMV

HIV Infection Facilit-ates HIV  replication
persistence
-, ~
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P Drives inflammation, cytokine production (e.g. iL-15)




CMV+HIV

Reduced
CD4+/CD8*
T-Cell Ratio

CD8* T-Cell
Proliferation

Cellular Infection
and Viral
Replication
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CD57+*CD28~
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and Immune
Modulation

CMV-Specific T-
Cell Response

Bystander
Inflammation

Worse Health
Outcomes




MMaAla pou teyvn...

NAPON E?
NOY TA NOYAAZ
AYTAPENPOADTH...

Emti kAwvikng vmoyiag,
1] ATIOVC(X EPYACTNPLOKTG
emifeBalwong Sev
ATOKAELEL TN SLAyvwon.

Xacg euxapioTo.




