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Peupatikég ekOnAwoeig o aoBeveic
e HIV-Moipwén

O1ao0eveic pe Aoipwén amé Tov 16 TN EMKTNTNG AvOpWITIvNG avocoavenmdp-
Kelag (HIV) mapouoid{ouv moikileg peUpATIKEG EKONAWOELG. ATIO TO MUOOKENE-
TIKO 0UOTNPA £X0UV avaPePBEi Kupiwg avTIdpacTIKN, Pwplaciki 1 apBpitida
TOU TUTTOU TNG PEVHATOEISOUC, OUPIKN VOOOG, ONmTIKN MPOooPoAn Siapopwv
apBpwoewv, 0oTEOHVENITISA, 00TEOMANAKIA, 0OTEOVEKPWON, HUOGITISA, TTU-
opvooitida, paBdopudluon, evw epgavifovral kat ekdnAwoelg mov Bupifouv
VOO HATO TOU GUVSETIKOU 10TOU, OTTWG GUCTNHATIKO £pudnuatwdn Auko,
oUvSpopo Sjogren Kat Sidpopeg HopPég ayyeutidwv (o{wdng moAuaptnpi-
180, MpWTOMABG AYYELTIOA TOU KEVTPIKOU VEUPIKOU GUGTIHMATOG, TOp@Upad
Henoch-Schoénlein, kokkiwpdtwaon Wegener k.d.). Emiong, éxel Bpedei cuoyé-
Tion Tou TNFa pe mapapétpoug Baputntag tng HIV-Aoipwéng, evw diapopeg
peNéteg £6e1€av 0TI PAPUAKA TTOU OTPEPOVTAL KATA TOU TTApAyovTa autol
€ival OXETIKA ao@ar Kal BEATIWVOUV TNV TTOPEIA GUYKEKPIUEVWVY PEVHATI-
KWV ekdnAwoewv atoug HIV (+) aoBeveic. Emeidn n HIV-Aoipwén otig nuépeg
HOG €XEL OTTOKTNOEL TO XOPAKTHpA TAVONUiag, n yvwon tTwv ekdnAwoewv
avtwyv €xet 1dlaitepn onpacia otnv KaOnpepvi KAVIKA pdagn, kabwg ouxva
npokUnTouv mpoBAfpata Siagopikig Sidyvwong peta&u HIV-Aoipwéng kot
S1a@épwv autodvoowv cucsTnUaTIKwY madnoewv. EKTG¢ autou, n mapouaia
TWV AUTOAVTICWUATWY PMOpPEi va 08nyoEl O OPICHEVEC TEPIMTWOELG OE
Pevdwg Oetikni e€étaon ELISA yia avixveuon anti-HIV avticwpdatwv. H HIV-
Aoipwén kat n avtipeTpoiikn Oepamneia peraBdallouvv Thv mopeia Siapopwv
PEVUATIKWY VOO LATWYV, EVW 0 KivUVO( EUPAVIONG avemMOBUUNTWV EVEPYEIWV
anod Ta AvTIPEVHATIKA @dppaka oe acBeveiq pe HIV-hoipwén evééxetal va
givat avénuévoc.
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1. EIZATQrH

O1a00eveig pe Aoiuwén amé tov 16 TNG emMIKTNTNG avOpPwW-
mvng avocoavendpkelas (human immunodeficiency virus,
HIV) mapoucidlouv MoIKiAeG PEVHATIKEG EKSNAWOEILG, ' oL
omoieg meplypagikd Oa pmopouvoav va tafivoundouv oe
SUo Katnyopiec:

« EKONAWOEIG amd TO HUOOKEAETIKG oUoThUA (TIG apBpw-
OEIG, TA 00TA KAl TOUG MUG)

« EkdnAwoelg mou Buuifouv voorjuata Tou cuvSETIKOU
[0TOU, OTIWG CUCTNUATIKO gpuONuUaTWdn AUKo (ZEA),
oUvSpopo Sjogren, 1IS1omadr Aeypovwdn puomdbsia
| ayyelitidec.

H yvon twv ekdnAWoewv autwv Kabwg Kal Twv
QVOOCOAOYIKWYV EUPNUATWY aTTd TOV EPYACTNPLOKO ENEYXO
og aoBeveig pe HIV-hoipwén éxel 1Slaitepn onpacia otnv
KaOnpuepiv KAWVIKA TTPAEN Yia Toug akdAouBoug Adyouc:

— H HIV-Moipwén €xel mAéov xapaktripa mavonuiag. To

1980 kataypd@nkav maykoouiwg 100.000 acBOeveig pe
AIDS, evi) 0 GUVOAIKOG apIOUOG TwV aToOpwy TTou {ovoav
oTO TéNOG Tou 2007 pe HIV-Aoipwén ritav cuppwva
ME TOUG UTTOAOYIOHOUC Tou lMaykéouiou Opyavicuou
Yyeiag 33,2 (30,4-36,1) ekatoppUpla TIEPITOU o€ OGN0
TOV KOOoUOo.*

>toug aoBeveic pe HIV-Aoipwén, anod tov epyactnpt-
aKkO AvOOOAOYIKO €AeyXO UTOpEei va mapatnpnbouv
gupAUATA OV SnUIoUPYOUV S1aPoPOSIAYVWOTIKA
TTPOPBAAMATA PE ML OEIPA CUCTNUATIKWY TTAONCEWV,
OmwC¢ TN pevpatosldny apBpitida (PA), to ZEA, To oUV-
Spopo Sjogren, To CUVEPOUO AVTIPWTPONTTISIKWV
AVTIOWHATWY, AYYEUTIOEG K.G. APKETOI CUYYPAPEIG
€xouV TEPLYPAYEL TNV avixveuon BeTIKOU TiTAOU peupa-
To€1d00¢ MAPAYOVTa, KPUOCHAIPIVWY, AVTITUPNVIKWY
avTiowudtwy (ANA), avTICWHATWY KATA TwV KOKKiwV
Tou KuTTaponAdouatog Twv ouvdetepoidwv (ANCA),
AVTIQWOPOATISIKWVY AVTICWHATWY (KATd KapSioAutivng
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Kal Katd (3,-GPI), KuKAOPOPOUVTWV AVOCGOCGUUTAEYUA-
Twv, KABWG Kal EAATTWOoN Twv KAaopdtwyv C3 kat C4
TOU cuumAnpwuatoc.® ISlaitepo evdlapépov €xel n
avixveuon o€ VPNAO TTOCOOTO AVTIKEVTPOUEPISIAKWYV
AVTIOWHUATWY —TIAPATIEUTTOUV OE TTAOROEIG OTIWG TO
OUOCTNHATIKO OKANPOdeppa K.A.— kKabBwg kat ANCA
(xapaktnpifouv ayyelitideg OMWE TNV KOKKIWHATWON
Wegener, Tn JIKpooKOTTIKH TToAuayyelitida K.4.). Emiong,
AOYW TWV AOIUWEEWVY TTOU CUVUTIAPXOLV O ACBEVEIG
pe HIV-Aoipwén, ocuxvd mapdyovtal avTicwpata Katd
KapdloAmivng kat katd B.-GPl oe moocootd ¢wg 94%
Kal 47%, avtiotolxa, PHE amoTtéAecpa va kabiotatal
Suoxepng n Stagopikri Sidyvwon anod 1o cUVEPOUO TwV
AVTIQWOPOANITISIKWY AVTICWHATWV.%” IToug acBeveiq
Opwg pe HIV-Aoipwén n mapousia Twv avTICWHATWY
AUTWV gival TapoSIKN Kal, 0€ avTiBeon LIE TOUG AoOEVEIG
UE TO CUVEPOUO TWV AVTIYWOPONTTISIKWV AVTIOWHATWY,
Sev mapouactdlovtal eKSNAWOELG OTTIWCS OPOUPWTIKA N
eUBOAIKA enelcdbia.

— Ta avtoavticwuata Sla@opwV PEVUATONOYIKWY TTIa-
Onoswy, onwg m.x. Tou XEA, pmopei va mpokaiéoouv
Peudwg BeTikn ELISA yia avixveuon avTicwHATwy EvavTl
Tou HIV, dnuiovpywvtag StayvwoTtikd mpofAnuata.t

— H HIV-Aoipwén pmopei va odnynoel oe petafoAn tng
KAWVIKNG TTOopEiag S1a@opwv pEVHATIKWY TTABROEwWV. S €
aoBeveic pe PA i ZEA umopei va mapatnpnBei Ugeon
NG véoou.” H xopriynon, HAAIOTA, armOTEAEGUATIKAG
avTtipeTpoliknig Oeparnciag (highly active anti-retroviral
therapy, HAART) pmopei va odnyricel oe é€€apon tng
PA ) tou ZEA, péow tng amokatdotaong Tou XapnAou
ap1Buov Twv CD4+ T-AeUPOKUTTAPWV.>™0

— H xoprjynon HAART umopei va odnynoel otnv eupavion
PEVUATIKWV EKSNAWOEWV, KUPIWG AOYw AAMNAEMSPACEWY
TWV QVTIPETPOIKWY HE ANA @APHOKa, OTIWG Eival yia
mapddetypa n gu@dvion ekdnAwoswv papdopudiuong
Katd TNV Tautdxpovn Bepareia pe oplopéveg otatived.’’

— Xeaobeveig mou maoxouv Tautoxpova anod HIV-Aoipwén
KAl PEVUATIKEG TTaOnoelg Snulovpyeital MPORANUA
OXETIKA PE TNV A0@PAAEIA TNG XOPriynonG AVTIpELa-
TIKWV QAPHUAKWY, OTIWG TWV OTPEPOUEVWY KATA TOU
TAPAYOVTA VEKPWONG TwV OYKWV a (tumor necrosis
factor a, TNFa), aAAG kal AAAWV AVOCOKATACTAATIKWY
TapayovTwv.

2. ENIAHMIOANOTIA

Mpwv and tnv silcaywyn tng HAART, 10 MTOCOOTO TwWV
aocBevwv pe HIV-Aoipwén mou mapouciale peVPATIKEG
eKONAWOEIG EKTIMAONKE TIEPIMOL O0TO 11-72%, €V OTN
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OUVEXEIA PE TNV €l0aywyr) TNG avwTtépw Beparmeiag to
TT0000TO AUTO eAATTWONKE onuUavTIKA.>??7* Kupiwg, ma-
PATNENONKE EAATTWON TOU TTOCOOTOU TIPOGROARG TwV
apBpwoewv KaBwWG kat Tou cuvdpouou SiaxuTng SINBNTIKAG
AEpPOKUTTAPWONG.”

Ol Margez et al, peAetwvtag 75 aoBeveic umd HAART
HE PEVHATIKEG EKONAWOELG, AVAPEPOUV:

« 210 41% onnTikA MPOCROAA TOU HUOCKEAETIKOU

+ 210 17% vopualyia

» 210 4% 00TEOVEKPWON

+ 2TO 4% UTTEPTPOYPIKN ooTEOAPOpOomAdEela

« Y& 10 aoBeveic uévo apBpalyieg, os 4 aoBeveic apvn-
TIKI} YO PEVUATOEISH TTAPAYOVTA CUMMETPLKN) TTOAU-
apBpitida, o 4 acBeveic ohyoapBpitida (mMpoooAn
<4 apbpwoswv), o 2 Ywplacikny apOpitida, o 2
evOeoitida (pAeypovwdng mpoofolry otnv meploxn
Twv evBéoewy, Twv meploxwv dnAadry émou Katapu-
OVTal OTA 00TA CUVOECUIKA AVATOMIKA HOpPLa, OTIWG
Tévovteg, ouvdeopol ] BUANaKeC) kal og 2 ocuvdpouo
KapTaiov cwAnva.”

O1Zhang et al, peretwivtag 98 HIV-opoBetikoug Kivé(oug
aoBeveig, Tou voonAeUTNKaV TN XPOVIKN mepiodo 1999-2006,
Slamictwoav TNV Mapoucia PEVUATIKWY EKSNAWOEWV OE
moc00To 54,08% Kkal, cuykekpluéva:™

— 210 20,4% ayyelitida (15 acbeveic pe voéoco Adaua-
vtiddn-Behcget, 2 pe véoo Henoch-Schonlein, 2 pe
yayypaiva SakTUAwV Kal 1 e ayyelitida KeviplkoU
VEUPIKOU CUCTHUATOG)

— X710 11,2% cuvdpopo Sidxutng SiNONTIKAG AEUPOKUT-
TApwong

— 3710 10% mpoooAn Tumou ZEA

— 210 8,16% puoocitida.

3. EKAHAQZEIZ ANO THN NMPOXBONH
TOY MYOZKEAETIKOY XYXTHMATOX

3.1. Ano Tic apBpwoelg
3.1.1. ApBpalyisc

To MOcooTO TwV acBevwv poOvo e apBpalyieg ekTi-
MABNKE O TTPOOTTIKEG UEAETEG OTO 45%, Evw O ava-
SPOUIKEG PENETEC SIamMOTWONKE OTO 5% TWV AcBEVWV e
HIV-Aoipwén.>'® O apBpalyieg evtomifovtal Kupiwg ota
yoévaTta, 0TOUG WHOUG KAl OTOUC AYKWVEG, S1apKOUV CUVI-
Bw¢ Niyeg WPEG Kal PTTOPEL va EPPAVICTOUV KATA TNV o&eia
@don g HIV-Aoipwéng padi pe dAAeG ekSnAwoelg, Omwg
™ Yprmwdn ocuvdpour], Ta OTOMATIKA €AKN, TIG MUAAYiEQ
K.8., O€ TOOOOTO 28—45%."7
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3.1.2. AvibpaoTikr apBpitida

H avtidpaoctikry apBpitidba cuvnbéotepa ogeileTal
og Aoipwén and Shigella flexneri kan Campylobacter jejuni
Kal omavia anod Yersinia pseudotuberculosis kat Yersinia
enterocolitica.” KAvik@, ekdnAwvetal ue:"?

« AoUppeTpn oAtyoapBpitida, cuvriBwe Twv apBpwoswv
TWV KATW AKPWV OTNV TTAEIOVOTNTA TWV A00EVWV

« AakTuAitida, Stdyxutn SnAadri S1dykwaon evog 1 repio-
OOTEPWV SAKTUAWYV

« EvBeocomndbela, cuvriBwg otnv Katdguaon Twv AXIAAEiwv
TEVOVTWV N TNG TTEAATIAIAG ammoveUpwOonG oTnv omicBia
Avw Kal TNV omicOla KATW EM@AVELQ TNG TITEPVAG AVTI-
OTOIXA 1 KAl 0TNV KATAPUON TWV TEVOVTWV TwVv ommoBiwv
KVN LAWY HUWV N TWV EKTEIVOVTWY TOU AKpou TTod10V,
mou avaykddlel tov acBevry va Badilel otnpilduevog
otnVv €§w EM@Avelad Twv AKpwv TTOSIWV TOU

- Emmegukitida, oupnBpitida, yupoeidry faiavitidba

- lepohayovitida.

Mapatnpeital oe mocootd 0,4—-10% Twv AcOeVWV PE
HIV-Aoipwén.>’5"” TuoxeTioTNKE PE TNV TTAPOUCIa TOU aVTI-
yovou totoocuppatétnrag B27 (HLA B27). EvSiagpépov éxel
n CUCoXETIon Tou unotumou HLA B*5703 pe kaBuotépnon
¢ €€€NENG TG HIV-Moipwéng.?

3.1.3. Ywpiaoikrj apBpitida

To moooo16 Twv acBevwv pe HIV-Aoipwén kat ekbNAWoEIg
Ywplaocikng apdpitidag (WA) ektiundnke oto 1,5-2%.>
MapatnpouvTtal Pwplaciko e€avOnua, ovuxoduotpopia,
SakTuAitida, evOeoitida oto 50% Tepimou Twv acBevwv Kal
ACUUMETPN Kupiwg ToAuapBpitida Twv KATW AKpwV, EVW,
emiong, éxel avaepOsi cupmTwaToAoYia IepoAayoviTidag,
mou Sev emPBePaiwbdnke Spwe akTivoypagikd.” MNapatn-
PNONKE CUOXETION KAIVIKWV EKONAWOCEWV HE avTiyova
1I0TOOUUBATOTNTAG, OTIWG TOU PwPLacIKoU £avOriuaTog
ue to HLA CW*0602 kal TnG mMPooBoAng Twv apBpwoswv
ue 1o HLA B27.2"22

3.1.4. EkbnAwaoeic Tumou peupatosidouc apBpitidbac

NASyw Tou yeyovoTog ot o€ acBeveiq pe HIV-hoipwén n
pevpatoldng apbpitida (PA) cuvodeuTtnke amd UPeon ava-
Aoyn TG peiwong Tou aptOpol Twv CD4+ T-AEUPOKUTTAPWY,
SlatunwOnke apxikd n utdBeon 6Tt otn HIV-Aoipwén dev
umopei va avantuxBei PA.” EvtouTtolg, cuvtopa amodei-
XOnke 611 Ta SVo voonuata umopouv va cuvuTTAPXOUuV.%
AvaépBnke emiong TOTOU PA SafpwTtikn apBpikn mpo-
ofoAny og aoBeveic pe HIV-Aoipwén pe xapnio aplbuo
CD4+ T-Aep@oKUTTAPWY, AN Kal PETA amd Tnv avénon

N. TAAANOTOYAOX kat cuv

Tou aplOpoyu Twv CD4+ KUTTAPWV UE TN Xopriynon avTti-
PETPOIKNAG Bepaneiag.?#

3.1.5. Oupikry véoog

3 € MOooOoTO £w¢ 42% Twv acBsvwv pe HIV-Aoipwén
ava@épOnke avamtuén urmepoupixalpiag, mov amnodoOnke
OTNV av§non Tou KUTTAPIKOU TTOAATTAQGIOCHOU, OE GUVUTIAP-
XOUOEG AOIUWEELG KAl KUPIWG 0TN XOPHYNOoN AVTIPETPOIKWY
PappaKkwy, 6nwe n Sidavooivn (didanosine) i n otaBoudivn
(stavudine).’s? H avtipeTpoilkny Oeparmeia pe Ta @apuaka
auTdA Kal pPe AANa VOUKAEOGIOIKA avAAloya TIPOKAAEL uTte-
poupIXalpic aoKkWVTAG TOEIKN eMidpacn ota HIToxovopla, pe
CUVETELA TNV auénuévn TTapaywyr] YAAAKTIKOU 0§€o¢ mou
TIPOAYEL TNV EMAVAPPOPNON OLUPIKOL 0&E0C Ao Ta eyyug
oupoPOPa CWANVAPLA, i armopakpuvovtag ATP (depletion)
Kal EVOSWVOVTAG £TOL TNV TTAPAYWYr OUPIKOL 0&€og amod
Tov auvénuévo KataBoAlopud Twv moupivwv.?28

3.1.6. Baktnpiakn Aoiuwén

‘Exel avagpepBei onnmtikn apBpitida, Buiakitida Twv
Ouldkwv Twv apBpwoswv, ooteouveAitida, diokitida
(mpooBoAr Tou pecoomovduliou Siokou TNG OTTIOVOUAIKAG
oTAANG), Muopvoacitida,? kKabwg Kal onNmTIKK TTPOCBOAR
Tou AMIMWSoUG oWHATOG Tou Yovatoc.”? OgeileTal ouvn-
Béotepa o€ Xpuoifovta oTAPUAOKOKKO, €idn TG onddag
TOU OTPETNTOKOKKOU, KABWC Kal 0 HuKoBaktnpidla tng
Quuatiwong.>30-34

‘Onwg mpoavagpépbnke, ot Margez et al, peAetwvtag 75
aoBeveicund Oepareia pe HAART Kal peUMATIKES EKONAWOELG,
Slamiotwoav onmTikr TPOSBoAr] TOU LUOCKEAETIKOU OTO
41% Twv MEPIMTWOoEWV.” Mapdyovteg kivéuvou @aiveTal va
QAMOTEAOUV O XAUNAOG aplOUOG Twv CD4+ T-AEUPOKUTTAPWY
Kal N eVOOPAERLA XPrION VOPKWTIKWV. 2334

Ot Busch et al, pehetwvtag 1.515 acBeveig, Samiotw-
cav onntik apBpitida oe 23 (1,2%). A6 autoug, ol 16
ékavav evOOPAERIa XPrionN VOPKWTIKWY, VW oToug 11
EMPOKELTO Yla TIPOoBoAN Tou pecooTovSuAiou diokou Tng
omovOUAIKNG oTAANG. Ta urteBLvVa TaBoyova HTav KLPIwg
XPUOI{wV 0TaPUAOKOKKOG (8 aoBeveig) kal katd SeUTEPO
AOYOo UKo BakTNEISI0 TNG PUUATIWONG KAl CTPETTTOKOKKOL.
Ztoug 15 aoBeveic n avtipikpoflakn aywyry odriynoe oe
TIARPN ATTOKATACTACN, EVW OE 6 AMaITHONKE XEIPOUPYIKNA
mapéuBaon. Xto 25% twv acBevwv n onmTikA TTPoofoAn
unotporiaoce.?

JUppwva Pe peAéTn Twyv Belzaueghi et al, o 11 aoBeveig
pe euuatiwdn apBpitida n Aoipwén apopolcs CuxVvo-
TePA oTO Yovato (4 acbeveic), otn omovOUAIKN oThAN (3
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aoBeveig), oTto 1oXio (2 aoBeveig), otov aykwva (1) kal oTo
00TOUV TNG KVAUNG (1). IoTOPIKO QuuaTiwong UTINPXE O 5
ano toug 11 aoBeveic. e 1 aoBevry empokelto yia Myco-
bacterium kansasii, evid o€ AANovV €va cuvunripxe Aoipuwén
anoé xpuoifovta oTa@uAOKOKKO. 2 € 4 acBeveic amartriBnke
XElpoupyIkn mapéufaon.” Aoipwén Twv apBpwoswv anod
un eupatiwdn pukofaktnpidia, 6w M. kansasii B M.
szulgai, ava@épOnke kal amd AA\oug gpeuvnTEC.3%32 Ot
Zalavras et al, o opdda 19 acBevwv pe onntikn apbpitida,
avagépouv povoapBpikr mpooBolr otoug 14 acBeveic (oe
8 010 ybvaTto, o€ 3 01O oYio, O€ 3 0TOV KAPTI®) KAl TTOAU-
apBPLIKN OTOUG 5. ZUXVOTEPO AITIO HTAV O AVOEKTIKOG OTNV
ofakihivn Xpuoilwv oTaPUAOKOKKOG, EVW o€ 3 acBeveig n
mpoo ol amodoOnke o€ pukoPakTnpidia TNG puUATIWONG.
3Toug 4 anod toug 5 aoBeveig pe moAuapOpikni MPooBoAn
Kal 0TouG 3 aoBeveig ue Aoipwén amd pukofaktnpidia tng
puuatiwong o aplOpdS Twv CD4+ T-AgUPOKUTTAPWY ATAV
<200 kutTapa/mms3.3

EKTOC TwV avwtépw, o€ ToocooTtd 10—12% Ttwv acBe-
vwv pe HIV-hoipwén é€xel meplypagei avtoneplopt{Opevn
un SaPBpwtikn apBpitida, n omoia uToXwpPEi 0 XPOVIKO
Staotnua <6 gSopddwy, evromiletal cuvHOWE OTA KATW
Akpa kal propei va ekdnAwbei oe omoladnmote nepiodo
otnv €€€Ni€n tng HIV-Aoipwéng.>'e"

Emiong, meptypdgetal povo- r; oAtyoapBpitida Kat
CUMQUTIKA BuAakitida cuoXeTI{OUEVN UE OPIOPEVOUG
avaoToAsic mpwTtedong, onwe pitovafipn (ritonavir)
oakovivaBipn (saquinavir).>

3.2. MpooPolr Twv ooTwv
3.2.1. OoteouveAitidba

H ooteopuelitida opeiletal cuxvotepa o€ xpuaifovta
OTAPUAOKOKKO 1 gival mToAupikpofiakn Aoipwén kat oxetile-
Tal e TO XapNAS aptOuod twv CD4+ T-AgppokuTttdpwv.

3.2.2. Ooteoualakia

‘Exet amodoBei otnv emidpaon tng tevopoPipng (teno-
fovir) ota eyyug eonelpapéva cwAnvApla, e ArmToTEAECUA
TNV avénuévn améKKPION QWOEPOPIKWY HE avanmtuén
urmopwo@atatpiag, av§nuévwy emmédwv aAKaAKAG pw-
O@ATAONG KAl 0oTeOpaAaKiag. EKSNAWVETAL UE OOTIKOUG
TIOVOUG, HUTKR aduvapia Kat Katdypata tumou Looser.?” Ot
KAWVIKEG eKONAWOEIG uTTOXWPOUV Aiyeg cuvnOwG eBSouddeg
HETA amd TN S10KOTH TOU YAPAKOU.

3.2.3. Ooteovékpwon

H ooteovékpwon mpooBAAlAel cuxvotepa Ta Loyia

463

—oUVAOWC APPOTEPOTTAEUPA— OE CUVSUACUO (WG KAl PE
AANa 00T1d.2 O emMmOAACHUOG TNG TPOGBOARG AUTAG EKTIUA-
OnKe PE HayvNTIKA Topoypagia oto 4,4%,%¢ evw KAIVIKA N
etAola emintwon tng aviAde og mocootd 0,3-0,7%.* O
KivBuvog ooteovékpwong Twv aoBevwv pe HIV-Aoipwén
givat mepimou 100 popég LEYANUTEPOG EKEIVOL TOU YEVIKOU
nAnBuopoL.? H Siatapaxn cuoxetiotnke pe Suchimdal-
pia, ayyelitida, BTk avTipwo@OANMISIKA avVTICWUATA,
KaBW¢ Kal PHe Xopnynon KopTtikooteposldwv. Oplopévol
E£PELVNTEG €X0UV evoyorolrjoel kat tn HAART yia avdamntuén
00TEOVEKPWONG, AAAA N ekSoxn autr Sev empBefaiwdnke
ard dAAhouc. 4+

3.2.4. AnwAeia ootiknc uadag

To mooooTt6 ooteomeviag otoug acBeveic pe HIV-hoipwén
EKTIUNONKE o€ S1APOPEG PEAETEG OTL KUPAIVETAL ATTO 47—64%,
EVW TNG ooteonmdpwonG amd 10—12% £wg 42%. SXETIKA
HUE TO TTOCOOTO TWV OCTEOTTOPWTIKWY KATAYUATWY Kal TNV
AmAvTNon OTO EPWTNHA AV OTOUG A0OEVEIG AUTOUG UTTAPXEL
VPNASTEPOG TOU YeVIKOU TANBUCHOU Kivouvog TETolwv
KaTaypatwy, Ta péxpt twpa BiAloypagikd dedopéva dev
EMTPETOUV TNV £§aywYr] ACGQPAAWY CUUTTEPACUATWV. XTNV
TIAEIOVOTNTA TWV HEAETWV Sev SlamoTwONnKe cUoXETION
NG anmwAglag ooTIKAG palag (OM) pe tn xopnyoUuevn
avTipeTpollkr Ogpamneia. = Yndpxel SpwG LIKpOG aplOpog
MEAETWV TTOL AVAPEPOUV WG TTIOAVH LA TETOLA CUOXETION. Y
OgpareuTikd, CLVIOTATAL N XOPHYNON OLPWOQOVIKWY,
SupMANPpwWHATwy Brrtapivng D kat acBeotiou.*

3.3. EK&NAWOEIC Ao TOUG HUG

3.3.1. Muooitida mapduota e autiv tne 1étomabou¢
pAeyuovwdouc puuomndbeiag

Mpokettal yia pAeypovwdn puondbela, mapodpola IoTo-
AOYIKA, NAEKTPOMUOYPAPIKA KAl KAIVIKA PE TNV 18lomadn
PAeypovwdn puomnadeta (IOM)."- Eppavifetal og omoladrimote
nepiodo otnv mopeia tng HIV-Aoipwéng kat mpooBAAAEL TO
2—7% Ttwv HIV-0p0oBeTIkWV acBevwv.>”#

KAWVIKd, ekOnAwveTal pe KEVTPOPEAIKOU TUTTOU PUTKN
aduvapia Kal o€ OPIOUEVEG TIEQITTWOELG ATTOTENEL TNV TTPWTN
ekdnAwon tng HIV-Aoinwénc.*® Emiong, éxel avagepbsi n
avantuén deppatopvoocitidag kabwg Kal puoaoitidag amd
€YKAEIOTA, UE TTIPOCBOAR TTIPWTIOTA TWV ATTIW PUTKWY OUASwV
Twv dkpwv.’’ Mapatnpeital Rma avénon Twv emmédwv
TWV MUKWV ev(UUWV Kal NAEKTPOMUOYPAPIKA guprjpata
avdloya pe ekeiva TG IOM (av€non Tou SuvapikoL PETA
amnod Tnv elcaywyn tng PeAdvag, IVISIKA Kal TTOAU@ACIKA
Suvauikd k.d.). lotoloyikd, mapatneribnke n mapouvacia
@Aeypovwdwv 8inbricewv amd CD8+ T-Agp@okuTttapa
Kal PoKpo@dya KaBw¢ Kal VEKpwon o€ ouvSUACUO ME



464

avayévvnon MUKWV Ivwy, €lkova mapopola Je autr tng
IOM.*? A€loonueiwTo gival 6Tl og Mocootd 50% mepimou
Twv acBevwv mapatnenOnke PAeyHovwENG AEUPOKUTTA-
pikn 81N6non oto mAaiclo Tou cuvdpopoU TNG SLAXUTNG
SINONTIKAG AeppokutTdpwong.*

H puoocitida ogeidetar pdAov oe mapodikr Sieiodu-
on tou HIV oTIg pUiKEG iveg, He TUPOSATNON AVTIYOVIKNG
avTidpaong Kal TPOCEAKUON KUTTAPWY PAEYUOVNG. X € iVEG
Twv MPOooBANBévTwy puwv avixvelutnke HIV-RNA, kabwg
KOl TTAPOUGIA AVTIYOVIKWY CUCTATIKWY TOU 10U OE TIEPIOXEG
HE AgpokuTttaplkny SinBnon.**** Emiong, mapatnpriOnke
€Kppaon popiwv Tou Heilovog CUUTMAEYUATOG LoTOoU U a-
1oTNTAC TAENG | (MHC-I) 0TV em@Avela Twv UKWV VWV
Kal Twv CD8+ T-AgpgpoKuTTApWY, Tou MUpoSoTHONKE amod
TNV ameAeuBEpwWon KUTTAPOKIVWVY artd Ta AEUPOKUTTAPA
NG PAeypovwdoug diribnong.** Agv @aivetal va uttdpxel
OUOXETION TNG PUOGITIOAG AUTHG UE TO XAUNAG aplOuo Twv
CD4+ T-AEUPOKUTTAPWV.

H mpdéyvwon tng puoocitidag tng HIV-Aoipwéng eivai
KaAUTEPN TNG avTioTolxng TNG IOM.23 Ze pepikolg aobeveiq
UTTOXWPEI AUTOUATA, OTOUG TIEPIOCOTEPOUG OUWG ATTALTEI-
TalL xoprnynon KopTikooTepoeldolg oe Soooloyia apxikd
1 mg/kg Bapoug cWwHATOG TNV NUéEPA amd ToU OTOUATOG,
UE TTPOOSEVTIKN UeiWoN META amd TNV KAWVIKK Kal TV
£PYAOTNPIAKN PBEATIWON KAl O AVOEKTIKEG TIEPITTTWOELG
npooOnikn pebotpe€dtng, alabelompivng rj uEPAvVOONG
y-o@aipivnc. 49505255

3.3.2. Muooitida opeiAduevn otn xopriynon
avaoToAéwv TN¢ avaoTpopne UETaypapdons

Mapatnpeital ocuvnBéotepa petd amd tn Xopriynon
Q16oBoudivng (zidovudine) kat mpocoopoldlel pe autn
g IOM.*® Opeiletal oe MPooBoA Twv pIToxovSpiwy,
akoAouBeital amd Ama avénon Twv eMIMTESWV TWV HUIKWV
evQUUWV Kal UTTOXWPEL CUVABWC Aiyoug PIRVEG HETA artd TN
Slakormn NG Bepareiag.” 8 TNV IOTONOYIKN UEAETN TWV
HUWV OTTOKAAUTITETAL, OE OPICUEVEG TIEPUTTWOELG, KTTIA
@Aeypovwdng dinBnon amd T-AepgpokuTtTapa Kal Arma
ATPOPIa KAl VEKPWON MUKWV IVWV. € HENETN PE XPWON
Gomori Trichrome mapatnpnOnke vPNAR cuxvoTNTA EU-
®aviong epuBpwv pakwdwv vwyv (ragged red fibers, RRFs),
IOV armoTEAOUV TTAOOYVWUOVIKO €0pnUa HITOXOVOPLAKAG
Slatapayng, o€ PENETN ME LOTOXNMEID LYNAOG aPIOUOG
MUKWV VWV apvNTIKWV Yla c-0&el6A0N TOU KUTTAPOXPW-
HATOG, EVW HE NAEKTPOVIKO HIKPOOKOTo Siatapayr tng
Sopng Twv ptoxovdpiwv.?3

3.3.3. Muouvooitida

H mmuopooitida ogpeiletal cuvribwg o€ xpuoifovta ota-
(PUAOKOKKO, ekOnAwveTal e Vo, S1dykwon Kat evatcdnoia

N. TAAANOTMOYAOX kat cuv

TWV HUWYV, EVW OXeTICeTal PE TO XapNAS aplOpod twv CD4+
T-AeUPOKUTTAPWV.35260 AvTipeTwmiCeTal PE KATAAANAN
avTigikpofilakn aywyn. MNpénel va Siagopomnolgital anod
™ S1dyxuTtn Uik MPooBoAr} mou TpoKaAei n Sidomaptn
ToéonmAdopwon Twv acBevwv pe HIV-Aoipwén.®’

3.3.4. Paf3douuvdAuon

Xapaktnpiletal and ekTeTaPEVN VEKPWON HUTKOU 10TOU,
évtovn puoo@aipivoupia e Kivbuvo avdamtuéng ofeiag
VEPPIKNAG AVETTAPKELAG KAl UTTOPEL va o@peileTal:%63

— Xtov idlo tov 16 HIV

—  Yempoofolr) anmd AOIPWEELG TTOU AVATITUCCOVTAL OTOUG
aoBeveig pe HIV-Aoiuwén

— Y& Baplég NAeKTPOAUTIKEG SlaTapayEég, Ol OTToIEG EPPa-
viCovtal otnv mopeia tng HIV-Aoipwéng

— Y& yopriynon otativwv (Kupiwg AofaocTtativn, cupfa-
otativn) og acBeveic mou Aappdavouv HAART. Ogeiletal
oTnV évtovn Avodo Twv eMIMESwWV TwV OTATIVWV Adyw
NG AANNAETTIO PAONG LIE TOUG AVACTOAEIG TNG TTIPWTEAONG,
kKaBbw¢ kat ta dvo pdappaka petaoAifovtal oto map
XPNOIHOTIOIWVTAG TO i810 cUOTNHA TWV I00EV(VUWY TOU
KuToxpwpatog P450."7 And Tig otativeg, yia toug HIV-
BOeTikoUG aoBeveig, MeploodTEPO aoPaleic BewpouvTal
n mpafaoctativn kat n atopBaoctativn.**

3.3.5. MuorndBeia amé evtomon owuatiwv Ue T Uopen
pafdiwv (nemaline rods)

EkSnAwveTal pe MpooSeuTiKA emdeIvoUueVN avduvn
MUk aduvapia kat atpoia, ATTa AVENoN TWV UKWV V-
COMWV Kal IOTOAOYIKA artd AIA €W UNSEVIKN PAEYHOVWEN
&INBnon 1 vékpwaon MUKWV VWV o€ ocuvluaouod HE TNV
TTAPOUCIa TWV XAPAKTNPIOTIKWYV paBdiwv evdéomAacua-
TIKA OTIG MUIKEG iveg TUTTOU .5*%° @gpameuTikd, pmopei va
anaitnOsi n xopriynon KopTIKOOTEPOEISWV.>

3.3.6. MuacBéveia gravis

Exel avagpepBei onavidtata, pe mapodikry ocuvnOwg
EUPAVION KAl AUTOPATN armokatdotaon Kabw¢ armoka-
Biotatat o apBuog Twv CD4+ T-Agp@oKuTTAPpWV.% NMa
TNV AVTIMETWTIION TNG Mmopei va anaitnBei n xopriynon
AVTIXOAIVECTEPACIKWY YAPUAKWV.?

3.3.7. Z0vbpopo amioyvavong (wasting syndrome)

Xapaktnpiletal and Taxeia onUAvTIKA armwAEld Jui-
KNG padag oe aoBeveig pe mpoxwpnuévn HIV-Aoipwén.s”
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Mmopei va anodobei o emavelAnuuéveg AOIPWEELG, MEi-
won NG MPOoANYNG Oepuidwy Kal YEVIKOTEPN MEiwon
NG Katavalwong tpoeng amd Siatapaxég tng yeuong,
peiwon tTng o0pefng N avantuén kKatddbAYng, kKabwg Kat
OTNV Mapaywyr KUTTapoKivwy, 1bilaitepa tou TNFa. Xtnv
IOTOAOYIKN MEAETN TWV HUWV TTAPATNPEITAL ATTIA PAEYHO-
vwdng S1INBNnon kat pUikEG iveg og Sladikaoia KaTaoTPOoPNG
Kal avayévvnong.%® H avtiueTwmon Tou cuvdpopou gival
SUOKOAN, TMBAVOV AOYW TNG TTOAUTIAPAYOVTIKIG TOU UONG.
‘Exouv mpotaBei kal peretnOsei pe BeTikd amoteAéopata
S1apopeg SIATPOPIKEG OTPATNYIKES, opovoBepareia (ue
TECTOOTEPOVN 1 vavOpoAdvn), N xopriynon auénTiknig
oppovNG, N XopPriynon ¢apudkwy mou avtaywvifovtal Tov
TNFa (Bahidouidn, mevtou@UAAivN Kal KETOTIpAivn) Kal
n cwuatik doknon.%

4. EKAHAQZEIZ ANTIZTOIXEZ NOZHMATQN
TOY ZYNAETIKOY IZTOY

4.1. TOTTOU CUOTNUATIKOU gpuBnuatwdouc AUkou

H ouvunapén tng HIV-Aoipwéng pe ZEA givar ommavia.”
2tn HeAéTN Twv Zhang et al, og 98 Kivé(oug opoBeTikoUg
aoBeveig, elkéva ZEA mapatnprOnke os 10 (10,2%), 5 and
TOUG OTTOI0UG EPPAVIcAV VEPPIKNA TIPOOBOAN.™ X& aoBeveic
e ZEA kat HIV-Aoipwén mapatnpndnke Ugeon tou XEA
AOYW TNG pEiwong Tou aplBol Twv CD4+ AEUPOKUTTAPWY,
evw N av€non Twv CD4+ AEUPOKUTTAPWV PETA aTTO XOPN-
ynon HAART odrjynoe o€ £¢€apon tou ZEA.”° EvtouTolg, oe
aoBeveig pe HIV-Aoipwén éxel avapepOei peydAog aplOpog
ekbnAwoewv ZEA, 6nwc!’

« KAvikég ekbnAwoeig: E€AvOnua oto mpoéowrmo TUTToU
netaloudacg, alwmekia, ayyetitida Sépuatog, EAKn
otépatog, AspgpadevorndBela, apOpitida kal pUaAyieg,
TIPOGROAN VEQPWV KAl VEUPIKOU CUCTAATOG —OTIACHOI,
YUXWOon, MEPIPEPIKN VEUPOTIABEIa K.A.— KaBwW(G Kal
nepikapditida | puokapdiondbela.”

« Epyaotnpiaka svpruata: Otk Sdokipacia Coombs,
UTTEPYAMHAC@AIPIVALMIA, avTITUPNVIKE avTIoWHaATa,
KUKAOQOPOUVTA AVOCOCUUTAEYUATA KAl EAATTWON
TwVv emmédwv Twv C3 Kat C4 KAACUATWY TOU GUUTIAN-
PWHATOG.

Emiong, avagépOnke avantuén Siokoeldoug AUKou Aiyoug
HAVEG META ammo TNV évapén tn¢ Oepamneiag HAART.”?

4.2. TOmou cuvdpduou Sjogren

Mpokertal yia 1o ovvépouo tnG Sidxutng dinbntikric
Asugpokuttdpwong (XZAAN, diffuse infiltrative lymphocytosis
syndrome, DILS), mou xapaktnpiletal amé Sidxutn Aepgo-
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KUTTAPIK S1nnon kupiwg amd CD8+ T-AepgokuTttapa
OTOUC GLEAOYOVOUG Kal TOUC SAKpPUIKoUG adéveg (ue ava-
ntuén EnpooTtopiag, EnpoeBaipiag, kabwg kat Sidykwon
Twv MapwTidwv), 0ToUG TVEVPIOVEC (UE avamnTuén Sidueong
AEUPOKUTTAPIKAG TTVEVHOVIOG 0To 31% Twv acBevwv),
oto frap (pe MpooPoAr TNG Asttoupyiag Tou Kat avénon
TWV TPAVOAMIVACWY OTO 23%) 1] OTOUG MUG (HE avamtuén
BA&BNg mapopolag pe avtiv tng IOM oto 26%).47 Ztnv
mplv and Tnv elcaywyn TnG HAART mepiodo €xel avagpepOei
o€ MOCOOTO 3—8%, evw onuepa nmapatnpeeitat oto 1,5%
Twv acBevwv.”

To ZAAN OXETIOTNKE PE TA AvTiyova IoToouuBatdTnTag
HLA DR5, DR6 kai DR7, oe avtiBeon pe 1o mpwtomabég
ouvdpopo Sjogren, To omoio oxeTietal pe ta DR2 kat DR3.7%
>1oug aoBeveic autolg, og avtiBeon pe Toug aoBeveig pe
ouvSpopo Sjogren, n avixVeuon PEVUATOEISWV TTAPAYOVTWY,
aAAd KAl TWV XOPAKTNPIOTIKWV Yia cuvSpopo Sjogren Ro
Kal La avTticwpdtwy, mapatnpeitat omavidétata. 76

4.3. Ayyelitida

‘Exel meplypagei Kupiwg n €lkOVA TNG AEUKOKUTTA-
POKAQOTIKNAG ayYeliTidag tou &épuatog, tng olwdoug
moAuapTtnEitidag, TNG MIKPOOKOTIIKAG TToAvayyelitidag,
™G ayyelitidag anod unepevaicdnaoia, TNG mMpwtomadoug
AYYELUTIOAG TOU KEVTPIKOU VEUPIKOU cuoThuatog (KNX)
KABWE Kal TNG KOKKIWHATWS0oUC ayyelTtidag 1 Tng TUMmou
olwdoug moAvaptnpitidag tou KNZ, tng ayyelitidag and
Kpuoo@alpivaipia og cuANoipwén pe HCV, Tng mopeupag
Henoch-Schonlein kat tng kokkiwpdatwong Wegener.'77-8
EkTog Twv mapamdvw Slakpitwv TUTTwWv ayyeitidag €xel
avaepOei n mapousia aveupuopATwy o€ Peydiou peyEBoug
ayyeia, 6Mw¢ TNG AoPTAG Kal TwV KAASWV Tou aopTIKOU
TOEOU, TWV AYYEIWV TWV AVW KAl TWV KATW AKPWV, TWV UE-
OEVTEPIWV APTNPLWY, OTNV IOTOAOYIKI EKTIUNON TWV OTTOIWV
TIEPLYPAPNKAV AANOIWOELC TUTTIOU AEUKOKUTTAPOKAAOCTIKNAG
ayyeltidag Twv ayyeiwv mou alpgatwyvouV TO TOiXWHA TwV
avwTépw ayyeiwv (vasa vasorum).”® 18iaitepn KAVIKA on-
paoia €xel N oNUAvTIK cuppeToxn TG HIV-Aoipwéng otnv
avAamnmtuén NG omaviag Hop@nG TnG ayyelitidag Tou KN
Kat N pocBoAr maibiwv pe HIV-Aoipwén os mpoxwpnuéva
oTtddla TNG vooou amd cuvduacoud ayyelitidag peydawv
AYYEIWV KAl LIKPOAVEUPUOHATWY UIKPWV ayyeiwv. TETolou
€idoug MPooB oA o€ ayyeia Tou eyke@ANOU evOEXETAL Va
TIPOKAAETEL TNV ALPVISLa EPPAVION OOBAPWY EYKEPANIKWV
alpoppaylwv.””7?

>t peAétn Twv Zhang et al, o€ 98 opoBeTikoUG aoOeveig
SlamoTWwONKE N TAPOUCIA PEVUATIKWY EKOSNAWOEWV O€
1m0000TO 54,08%. X€ 20 aoBeveic (20,4%) mapatneriOnke
ayyelitida, kat e181koTtEPa o€ 15 acBeveic vococ AdapavTid-
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&n-Behcet, og 2 voboog Henoch-Schonlein, og 2 yayypaiva
SakTUAWV Kat o€ évav ayyetitida KNX.* Avantuén voéoou
AdapavTtiadn-Behcget éxel avagpepOei kal amo dAANouG epeu-
vNnNTéC.S” Evlilagpépov €xel n eplypagr ano toug Mahajan
et al evég avdpa pe amod TPIURVOU EU@AVIon EMWOUVWV
€AKWV OTA XEIAN TOU OTOPATOG KAl OTA YEVVNTIKA Opyava,
KnASoBAaTidwdeg e€AvOnua katl TupeTd e uynin TKE.®
tnv umoyia tng didyvwong tng HIV-Aoipwéng odriynoe
TO 10TOPIKO GEEOVANIKWV EMAPWV XWPIG TPOPUAGEELS. O
aoBevrig katd To xpoévo Tng diayvwong epedviCe Nén xa-
UNAG aptBud CD4+ T-Aepgpokuttdpwv. H xopriynon HAART
€iX€ WC ATTOTEAECHA TNV UTIOXWPNON TWV €KONAWOEWV
¢ vooou Adapavtiadn-Behcet oe 4 efdopades. Mpémnel
Opwe va avagpepBei 611 ot Cuellar kat Espinosa og 1.000
aoBeveic pue HIV-Aoiuwén dev Sdiamictwoav tnv mapouacia
NG vOoou Ot Kavévav amd autouc.®? Itnv kadnuepvr
KAWVIKH TTPAEN WOTOCO TIPETIEL VA EIUACTE IPOOCEKTIKOI OTAV
a&lohoyoupe acBeveic pe EkONAWOELG Ao To S€pa (OTTWG
Bulakitida), Toug PAevvoyodvoug (EAKN oTo oTéPa Kal Ta
YEVVNTIKA Opyava), TIG apOpwaoelg K.A., TTou gpgavifovtal
OE AUPOTEPEG TIG AVWTEPW KATAOTACELG.

H ayyetitida tng HIV-Aoipwéng Oa umopouoe va anmodobei
o€ dueon 1y éupeon emidpaocn Tou 1oV AOYW KIvNTOTToiNoNG
QVOOCIAKWV UNXAVICHWV (Tapaywyr] AVOCOCUUTIAEYUATWV
OTO AyYeElakd TOoiXwHa N TTapaywyr Kal KUKAo@opia e
KaONAWOT TOUG OTO AYYEIAKO TOIXWHA). YTIEP TNG AUEONG
eMiGpaong cuvnNyopEi Kal n avixveuon Tou 1oV GTO AYYEIOKO
ToiXWHA aUTWV TwV acBevwv.®® EmmAéov, T-AepgokiTTapa
a6 aoBeveic pe HIV-Aoipwén mupodotouv tov ToANamAa-
OlOOMO TWV KUTTAPWY TOU AYYEIOKOU TOIXWHATOG HECW
NG MapAywyng Tou au§nTIKoU TapAyovTa ToU ayYEIaKoU
evdoBnAiou (vascular endothelial cell growth factor, VEGF).8
PoMo Sadpapartilel emiong n mapaywyr) KPUOCEALPIVWY,
Slaitepa og aoBeveic pe cuANoipwén amd toug UG HIV
kat HCV. Ot Saadoun et al, og 11 acBevei¢ pe ouvumapén
Moipwéng amé HIV kat HCV, ava@épouv tnv avantuén
moAuveupondbelag oto 64%, SEPUATIKAG TTOPPUPAG OTO
36%, apBOpalylwv oto 36% Kal MPOGROANG TNG VEQPIKNAG
Aertoupyiag oto 27%.%°

Ot Niewhof et al ava@épouv IKaVoTTOINTIKA OTTOTEAE-
opata amd tn xopriynon daclizumab (avBpwmivou ava-
ouvduaopévou Gl-k avTiIoWHATOC TTOU CUVOEETAL UE TOV
urtodoxéa CD25 otnv em@avela Twv T-AEUPOKUTTAPWYV
KOl EUTTAEKETAL OTNV EVEPYOTIOINGCK TOUG AMO TNV ETi-
Spaon tn¢ IL-2) og aoBevr) pe HIV-hoipwén unoé Beparmeia
pe HAART mou avéntue ayyelitida.’® H xoprjynon tou
@appdakou dgv ouvodelTNKE amd PETABOAR TOU XapunAou
aplOpoL Twv CD4+ T-AEUPOKUTTAPWY I} TOU IIKOU QpopTiou.
AloonueiwTo gival To yeyovdg OT1, JETA amd TNV av§non
Tou aplBuoUl Twv CD4+ T-Agpgpokuttdpwv Adyw HAART,

N. TAAANOTMOYAOX kat cuv

napatnpeital éviovn ék@paon Twv CD25 otnv em@davela
TWV T-AEUPOKUTTAPWV.5

5. HANTI-TNFa OEPANEIA ZE AXOENEIZ
ME PEYMATIKEZ MAGHZEIZ KAl HIV-AOIMQ=H

O TNFa @aivetal 61t epmAéketal otnv €€€AIEN tng HIV-
Aoipwéng kabotu:

— AlamoTtwOnKe n Mapoucia Tou o€ €YKEPANIKOUG VEU-
pwveg acBevwv pe HIV-hoipwén®

— Evodwvel TNV anémtwon Kuttdpwv otnv eplodovTi-
T16a Twv acBevwv pe HIV-Aoipwén otnv meploxn tng
BAGBNC?*

— [MpooBnkKn Tou 1oV 0g KUTTAPIKEG KAANEPYELEG CUVODED-
TnNKe amd avénuévn mapaywyn TNFa, evw mpoobnkn
TNFa og kaAAi€pyeleg ACH2 KutTdpwv EMPOAUCHEVWV
LE TOV 1O €iXE WG ATTOTEAECHA TOV AUENPEVO TTOANAATTAG-
OlaopO Tou 1ov¥

— Ta enineda tou TNFa cuoxetioTnkav PE TOV TTUPETO
Kal To ouvdpopo amioxvavong oe acBeveic pe HIV-
Noipwén®

— X& opoBeTikoV¢ aoBeveic SamoTwONKe n TMapouacia
vPnAwv emmédwv TNFa mou oxetiovtav BeTikd pe To
K6 @opTio Kal Tov aptOud Twv CD8+ T-Aep@OKUTTAPWV
KAl APVNTIKA LE TOV ApIOPO Twv CD4+ T-AEUPOKUTTAPWY,
TNV ekatooTiaia avaloyia Twv CD4+ T-AeUPOKUTTAPWY,
10 mMNAiko CD4+/CD8+, KaBw¢ kal ta emimeda tTwv
AVTICWHATWY KATA TNG MpwTEivng gp 160.”

ApKeTEG peléTeg €deiav OTL n xopnynon avti-TNFa
Oepaneiag og aoOeveic pe pevpatikég madnoelg kat HIV-
NoipwEN €ixe €UVOIKA ATTOTEAECUATA, XWPIC ONUAVTIKEG
AVeMIOUUNTEG EVEPYELEC.B392%7

H xopriynon etanercept kat avTipuUATIKG Oeparneiag o
HIV-opoBeTtikoUg aoBeveig pe pevpatoeldn apBpitida (PA)
KAl TTVEULIOVIKN pupatiwon (BeTikn guuativoavTidpaon Kat
OeTIKEG KAANEPYELEG TTTUEAWV) OO YNOE O€ IKAVOTIOINTIKA
amoteAéopata (BeATiwon TNG AKTIVOYPAPIKAG EIKOVAG,
APVNTIKOTIOINON TWV KAAMEPYEIWV TWV MTTUEAWV), XWPIG
ONUAVTIKEG avemMOUUNTEG EVEPYEIEG.?

E€aANov, n xopnynon infliximab (10 mg/kg Bdapoug
owpatog og SVo eyxXVOELG, pe pecodidotnua 2 fSopddwv)
og 6 HIV-opoBeTikoUg acbBeveic pue PA kal apiBud CD4+
T-AepgpokuTttdpwy <200 KUTTapa/mm? gixe WG ATOTENECUA
TNV eAdttwon Twv emmédwv tou TNFa xwpic petafoAn
TOoUL apP1BOV TwV CD4+ T-AEUPOKUTTAPWY ] AVEMOUNTEG
EVEPYELEC.?

Emiong, oe 11 HIV-opoBeTikoug acBeveic umd HAART
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kat PA xopnyri@nkav amé toug Sha et al 10 mg/kg Bdapoug
owpatog infliximab kat SiamotwOnke eAdtTTwon TwvV
emmédwv tng CRP, Tng IL-2 kat NG IL-6, evwy n Beparmeia
fntav KaAd avektn kat dev odrynoe o€ avénon Tou 1Kov
@opTiov (HIV-RNA).%

Ot Gaulis et al, oe acBevn pe Bapld avtidpaoTiki
apBpitida kat HIV-Aoipwén, pe pn avixvevoipo HIV-RNA
oToV 0p0, HETA amd xopriynon 3 mg/kg Bdpoug cwpatog
infliximab og SVo eyxuoelg pe pecodidotnpua 2 efdopddwv
avépepayv BeATiwon TwV KAIVIKWV EKOSNAWOCEWY, EVW TO KO
POPTIO TOU 1OV TIAPEPEIVE YN AVIXVEVUOIMO.®

O1 Cepeda et al, oe 8 aobeveig pe HIV-Aoipwén kat
PEVMATIKEG TAONOEIG (2 pe pevpaToeldn apbpitida, 3 pe
Ywplaoikn apBpitida, 1 pe avtidpaotikn apbpitida, 1 pe
aykulomolnTikry omovSuAiTida kat 1 pe adlagopomointn
omovSulapBpomndBela), petd and tn xopriynon avti-TNFa
Oepaneiag, mapatpnoav onUAvTiKn BeATiwon Twv peupa-
TIKWV TTAONCEWV Xwpig ueTaBoin Tou aptBuol twv CD4+
T-AEPPOKUTTAPWV KAl TOU LIKOU @OopTiou.”

TéNog, o€ pepovwHéva TEpLoTaTIKA HIV-0poBeTikwv
aocBevwyv pe Pwplacikn apbpitida ota omoia xopnyndnke
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etanercept mapatnpriBnke BeAtiwon TG KAIVIKAG EIKOVAG TNG
Ywplactkng apdpitidag xwpig Tnv eupavion avemouuntwyv
EVEPYELWV TIOU VA UTTOPOUV va armodoBouv 6To pAappaKko
Kal OXl OTNV AVOOOAVETTAPKELD TOU acBgvoUc.?4*7

6. XYMMNMEPAZMATA

Ot aoBeveic pe HIV-Aoipwén ocuyxva mapouactdlouvv
TTOLKIAEG PEVHATIKEG EKONAWOELG EITE ATTIO TO HUOOKEAETIKO
ovoTnua (APOPWOEIC, 00TA Kal HUC), EITE OAV AUTEG TTOU
TIAPATNPOUVTAL OE VOOT]UATA TOU GUVSETIKOU 10TOU, OTIWG
TO CUCTNUATIKO £pUONUATWSEN AUKO, To cUVSpopo Sjogren,
Vv 181omabny eAeypovwdn HUOTIABELD 1] TIG AYYELTIOEC.
Ol peVPATIKEG EKONAWOELG 0To TTAdiolo TNG HIV-Aoipwéng
Sev eival onavieg, emnpealouvv SUCPEVWC TNV TTolOTNTA
™G {wNg Twv acBevwv Kal cuxXvd amoTeAOUV TO Onua-
VTIKOTEPO N KAl TO PovadIko TPOBANUa mou Toug odnyei
oge avaldntnon 1aTpIkng epovtidag. EmmAéov, amaitouv
KATAAANAN Ogpaneia Aappavovtag umoyn Tig ISIATEPO-
TNTEC TWV AAANAEMOPACEWY TWV AVTIPETPOIKWY HE TA
AVTIPEVHATIKA PAPUAKA.
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Various rheumatic manifestations may develop in HIV-infected patients. In the musculoskeletal system the main con-

ditions which have been reported are reactive, psoriatic or rheumatoid-like arthritis, gout, infective arthritis, osteo-

myelitis, osteomalacia, osteonecrosis, myositis, pyomyositis and rhabdomyolysis. In addition, manifestations resem-

bling connective tissue diseases may be seen, particularly systemic lupus erythematosus (SLE), Sjogren’s syndrome

and a whole spectrum of conditions characterized by vasculitis (polyarteritis nodosa, primary vasculitis of the central

nervous system, Henoch-Schénlein purpura, Wegener’s granulomatosis etc.). Latterly, a correlation has been found

between TNFa levels and parameters of the progression of HIV-infection, and many studies have shown that anti-

TNFa drugs are relatively safe and can provide improvement of specific rheumatic disorders in HIV-infected patients.

As HIV-infection has become a pandemic, knowledge of these manifestations in everyday clinical practice is of great

importance, because of problems in differential diagnosis between this infection and other autoimmune diseases.

The production of autoantibodies in rheumatic diseases can affect the detection of anti-HIV antibodies, leading to

false positive results in ELISA. Conversely, HIV-infection and antiretroviral therapy can modify the course of many

rheumatic diseases, while the risk of side effects due to antirheumatic drugs may be increased in HIV (+) patients.
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