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3TO HapyweHne GyHKLMOHUPOBAHUA

MN\MyHHOI\/JI CNCTeMbl, XapaktTepmsyrwuieecd HeoCTaTO4HYHbIM NUTU
N36bITOYHbIM pearmnpoBaHMeEM Ha sHAO0- U SK30aHTUTEHDbI



WMmyHoaedhMUUTbLI -NAaToNorm4eckme CoOCTOSAHUS,
conpoBoXxaatowmecst geekTom ogHoro unm doree
3BeHbEB UMMYHHOW CUCTEMbI, NPOABNSAOLLMNECA B
NOBbILLEHHOW BOCNPUNMYNBOCTU K 3aboneBaHnsM

UmmyHoaepununtbli(UAC)

dusumonormnyeckue NepBuyHbIE
nac nac \/

HOBOPOXKAEHHOCTb
HapyweHUna MMMYHHbIX

bepeMeHHOCTb
MeXaHM3MOB CBA3aHbI C
CTapoCTb
P reHeTM4Yeckumm gedektamm BropuuHbie UAC




PN3NO/IOTUHECKUE UMMYHOLAEPULIATDI

. 4

. 4

bepemeHHbIX- XapaKTepusyeTca:

= | PyHKUMM T- 1 B-n, HanpaBaeHHON
Ha NoAaB/IeHME UMMYHHOTO OTBETA
NPOTMB a/I/IAHTUTEHOB N10A4a.

» @aroumnTtapHas akTuBHoctb T nnun J;

= YpoBeHb akTnsHoctu LW® pesko ™M1

(BAnAHME ropmoHanbHOro ¢poHa);

* B 6osnblwuHcTBE cnydyaes - T
aKTUBHOCTb KOMMN/IEMEHTA (CBA3AHO C
BAUAHUEM NNALEHTAPHbIX CTEPOUA0B
Ha cuHTe3 C renaTouuTamm)

HOBOPOXAEHHbIX — XapaKTepusyeTtca:
HEeMo/IHOLUEHHOCTbIO KNeTOYHOIO U
r'YMOPa/sibHOro 3B8eHbeB, $arouMTapHON
aKTUBHOCTU ,CHUMKEHNEM I'YMOPaAJIbHbIX
$aKTOPOB PE3UCTEHTHOCTU:

4 OYHKUMOHaNbHOM aKTUBHOCTU T- U B-n
npn Ux 60NbLLOM KOJIMYECTBE,

J copeprkaHua Th n Tk;

VL IgG, IgA, 1 igM

4 PAT- HI, | onconunsauum,

4 yposeHb C (komnnemeta) —
nosbiwaetca Ao N K 3 — 6 mec.

h 4

CTap4yeCKoro Bo3pacta Xapakrepusyertca
CHUNn>xXeHmnem aktTMuBHOCTU rymopas/ibHOro U K1IeETOYHOro MMMYHUTETA,

* J ypoBHA HOpMmanbHbIX AT B KPOBMU;

* J cnocobHocTb K cuHTe3y AT ( HM3KoaBuaHble AT — IgM);

- BblpaboTKa AT knacca IgG u IgA 3Ha4YNTENBHO YMEHbLUEHaA.

* l cuHTes IgE — BCBA3M C YeM CMSAIrYaeTca NPosiBNeHNE aTONUYECKUX PeaKkL Ui,

* | obuee KonnyectBo MIMMPOLMTOB KPOBU, T- 1 B-1 1 X PyHKLUNOHANbHAA aKTUBHOCTb;

*  daroumntapHon aktmsHocTn HI 1 M®;
* |, aktuBHocTb KomnaemeHTa (C), AiM3oumma.




bHroJIOrHyeCKMM MapKepoM I'yMOpaaIbHBIX
MMMYHOJE(PUIIMTOB SIBJISICTCS
CUNO2AMMATI00YIUHEMUA,

a KJICTOYHBIX UMMYHOAC(UIIMTOB -
aumeonenusn



Y710 N1eXKUT B ocHoBe UMMYHoaedULmTa

[lepBUYHbLIE BTopuyHble

(reHeTun4eckun (BCneacTBue Kaknx-

OETEPMUHMNPOBAHHbLIE) | NMMOO 3aboneBaHui)

» HapylweHne akTUBHOCTU UMUK » 3noKayeCTBEeHHbIe
oTcyTcTBue (hepMeHTOB HOBOOOpa3oBaHUA

» OTcyTcTBME nonynsauuu » WNHd(pekuum

MMMYHHbIX KITeTOK

» HapyweHuna nutaHua
» OcnabneHune pyHKLUMOHaANbLHON

akTMBHOCTW UMMYHHBIX KNETOK | . feyenne ummyHogenpeccantamm

BpoxaeHHbIe/NPNOOPeTeHHbI® | Bearna NPUOBPETEHHBLIE
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HactoparkuBatlowme npusHaKu
NMAOy

[NonoXutenbHble JaHHble O HACNeACTBEHHOM
aHamHese no MNMna.

> 4 rHOMHbIX OTUTOB B TEYEHME roga.
> 2 TAXKENbIX CMHYCUTA B TedeHune roga.
> 2 MTHEBMOHUMN B Te4YeHUe roaa.

AHTMbOaKTepManbHanA Tepanua per os,
npoBoaumas > 2 mecaues, 6e3 apPekTa.

HeobXxoAMMOCTb B CUCTEMHbIX aHTUOMOTUKaX
ANA pa3peleHns MHPeKunmn

Aednumt npupocTta maccol Tena

Peunamsumpytoume rnybokue abcuecchl KOXM u

MATKUX TKAHEW.

> 2 reHepan3oBaHHble MHGEKUMM (B T.u.
cenTuuemmmn).

MepcucTupylowasn KaHaAna03Has nHdeKumaA
KOMW NN adTO3HbIN CTOMATUT

HacTtoparkuBalowime NnpuUsHaKu
nA0y :

1. > 2 rHOMHbIX OTUTOB B TeYeHMe roga
2. > 2 TAXKesbIX CUHYCUTa B TeyeHue roaa.

3.> 1 NHEeBMOHUU B road HECKONbKO
nocnefoBaTeNibHbIX IeT

4. XpoHuyeckana anapesnb conpoBoxaatoLasncs
noTtepen maccol Tena

5. PekypeHTHble BUpPYCHble nHdekumn (npoctyaa,
repnec, HeBYCbl, KOHAUNOMbI)

6. HeobxoanMMOCTb BO BHYTPUBEHHOM TEpanuu
aHTUBMOTMKAMU AN1A NeYeHUs UHPEKLUM

7. MNoBTOpHble ryboKNe abcLecchl KOXM UK
BHYTPEHHWX OPraHoB.

8. Mepcuctmpyrome rpubKoBble MHPeKkuMn

9. Peuyausupytolime onnopTyHUCTUYECKNE
nHdekuumn (Pneumocystis carinii v ap.)

10. NonoxutenbHble AaHHbIE O HACNEACTBEHHOM
aHamHese no MNA1A.



Knaccudumkauma nepBrUYHbIX UMMYHO4EDULINTOB

A. ledbeKTbl CTBONOBbIX KNETOK

B. JedekTtbl T aumdoumntos

C. NedekTtbl B numdpoumntos

D. AedeKkTbl paroumtoB n NK

E. JedeKTbl cMCTEMbBI KOMMNNEMEHTA

Botnaru V., Brocovschii V. Elemente de imunologie, 2020
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Celula stem pluripotenta
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A. lepeKTbl CTBONIOBbIX KNETOK

Celule NK LmtfocnteT

* CTBONOBbIE KNIETKN rEHepUpytoT
rPaHYIOUMNTAPHYIO, SPUTPOLUTAPHYIO
TPOMbOOLUTAaPHYO, MOHOLIMTAPHYIO U

Trombocite Eritrocite Eozinofile Bazofile

AMMPOUNTAPHYIO IMHUIO TeMOMN0333
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Plasmocite

Imunitate celulard inndscut3
Lizd mediat3 celular

Activare limfocite T
Hipersensibilitate de tip intarziat
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A. lepeKTbl CTBO/IOBbIX KNETOK

e [ledeKTbl CTBONIOBbIX KNETOK
MMMPOUUTAPHON NNHUN (KOTOpPbIE
aBnArTca npopogutenamu LT n LB)
—>—> oTcyTcTBue PyHKUun LT v LB

* KNeToYyHbIh UMMYHUTET N CUHTES
MMMYHOI/T00Y/IMHOB CHUXKEHbI /
OTCYTCTBYIOT
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complementului pe calea dependenta de anticorpi (ADCC)
altern3




A. Defecte ale celulelor stem

Afectiune Genetica Consecinte

Deficit de adenozin ~ Autozomal recesiva; cr.  Susceptibilitate * la infectii; metabolism purinic blocat; |, functiei si nr.
dezaminaza (ADA) 20; gena ADA limfocitelor T si B datorita metabolitilor toxici; scaderea nivelului de
imunoglobuline

Imunodeficiente cu  Autozomal recesiva; cr.  Susceptibilitate " la infectii; infectii sino-pulmonare frecvente; afectarea

ataxie- 11; gena ATM repararii ADN; {, nr. si functiei limfocitelor T; {, nivelului de Ig (IgG, IgA si

teleangiectazie IgE); nr. normal de limfocite B; prezenta autoanticorpilor si anomalii
cromozomiale frecvente

Deficit de fosforilazd Autozomal recesiva; cr.  Susceptibilitate ‘I la infectii; metabolism purinic blocat; { nr. de limfocite
a nucleozidelor 14; gena NP T; {1 nivelului de Ig datorita |, Th

Autozomal recesivd, X-  In functie de gena implicata
lincata; cr. 11, X, 14;
gene: RAG, IL2RG, JAK3

Recesiv X-lincatd; cr. X;  Susceptibilitate I la infectii, mai ales la S. aureus in copilarie; {, functiei si
gena WAS nr. limfocitelor T si B; \{ nivelului de Ig; PLT anormale si nr.

Tsoxkenbin
KOMOUHNPOBAHHbLIW
mMyHoaepuumnt-TKU

Sindrom Wiskott-
Aldrich




Celula stem pluripotenta

B. AedeKTbl T cmdountos
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YUY4aBCTBYIOLWMX B pasButum/aktusaumum LT Activarea complementului .
pe calea lectinei Anticorpi

Activarea complementului pe
calea clasica

Activarea Cit xicitate mediata celular
complementului pe calea dcc»rdur a de anticorpi (ADCC)
altern3

Degranulare

mastocitara




B. Defecte ale limfocitelor T

Afectiune

Deficit de CD3

Sindromul DiGeorge

Deficit de fosforilaza a
nucleozidelor purinice

Deficit de MHC clasa Il

Deficit de TAP1 sau TAP2

Genetica

Autozomal recesiva; cr. 11; gene:

CD3G sau CD3E

Autozomal dominant sau
spontan; cr. 22; gena ATM

Autozomal recesiva; cr. 14; gena
NP

Autozomal recesiva; cr. 16 sau 1;
gene: CIITA, RFX5

Autozomal recesiva; cr. 6; gene:
TAP1 sau TAP2

Consecinte

Susceptibilitate 1* la infectii; defecte ale proteinelor CD3y
sau CD3g; efecte variabile asupra functiei limfocitelor T

Susceptibilitate * la infectii; infectii sino-pulmonare
frecvente; afectarea repararii ADN; @ nr. si functiei
limfocitelor T; { nivelului de Ig (IgG, IgA si IgE); nr. normal
de limfocite B; prezenta autoanticorpilor si anomalii
cromozomiale frecvente

Susceptibilitate * la infectii; metabolism purinic blocat; .
nr. de limfocite T; {, nivelului de Ig datorita |, Th

M susceptibilitatii la infectii; semnalizarea intracelulara {;
nr. {» de LTh; nivel de Ig (|,

Susceptibilitate 1 la infectii virale si la unele bacterii
intracelulare; prezentare antigenica si expresie MHC clasa |
J; b nr. si functiei CTL



C. ledekTtbl B numdoumntos

[MepBnYHbIE UMMYHOAEDUUNTBI LB 13-32
reHeTU4Yeckmx gepektos - —
oTBeTCTBeHHbI 33 80% nepBUYHbIX
NMMMyHoAePULUNTOB

HapylwaeTca KonmyecTtso
NMMYHOINobyIMHOB, HO HEOHA3aTE/IbHC
N KonndecTea LB

LT cogepr<atca B HOpMa/ZiIbHOM
KO/inyecTse 1 HoOpMasbHO
GYHKLUMOHUPYIOT
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C. Defecte ale limfocitelor B

Afectiune

Agamaglobulinemia
autozomal recesiva

Agamaglobulinemia X-lin
(Bruton)

( OO6mas BapuadeabHast

ruroraMmariio 6YJ'H/IH6MI/I$I

\\—h‘_-_——-______-—"'_/
Imunodeficienta cu hiper-

lgM

Deficit selectiv de IgA

Genetica

Autozomal recesiva; diferiti cr,;
diferite gene

Recesiv X-linkata; cr. X; gena: BTX

Forme multiple, cauza
necunoscuta

Recesiv X-linkata; Autozomal
recesiva; cr. X; gene: CD40
ligand/CD154

Forme multiple; cr. variabili; gene

multiple

Consecinte

Susceptibilitate ™ la infectii; incapacitate de diferentiere a
LB

Susceptibilitate T la infectii; susceptibilitate I la bacterii
incapsulate (H. influenzae, stafilococi si streptococi); |
severa a nr. de LB si a concentratie de Ig

Susceptibilitate I la infectii piogenice; simptome
variabile; diferite izotipuri de Ig reduse/absente

1 susceptibilitatii la infectii piogenice; incapacitatea LB de
a face schimbarea de clasa sau hipermutatii somatice; IgM
™ 1gG, IgA si IgE | /absente

Susceptibilitate I la infectii cu bacterii piogenice la
pacientii cu deficit suplimentar al IgG2; LB care exprima
IlgA | /absente; afectiuni alergice sau autoimune frecvente



Celula stem pluripotentd

D. NedekTbl paroumto n NK
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- ' B3aMmogencrTeune c Apyrumu Knetkamm

darounTbl U NK nrpatot KntoueByto posib BO
BPOXKAEHHOM U NPUODBPETEHHOM UMMYHUTETE
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complementului pe
calea alternd

Degranulare
mastocitara




BpoxaeHHble pedekTbl GparoumTos

Bo3pact Hayaja

CrexkTp maroreHoB

IlopaxeHHBbIE OPraHbI

uHbp ek
Pannee bakrepun: ['HOMHBIE UH(PEKIIUU
Ha4yaJI0 Staphylococci, KOK1;, THOMHBIHN
Klebsiella, UM DaJICHAT,
IEPUIOHTHUT, I3BSHHBIN
Salmonella

I'puObI U Mapa3uThI:

Candida, Aspergillus

CTOMATHT, aOCIIECCHI,
OCTCOMHMECIIUT




D. Defecte ale fagocitelor si celulelor NK

bindrom Chediak-Higashi

Boala cronica
sranulomatoasa (CGD)

Deficit de IFN-y receptor

Genetica

Autozomal recesiva; cr. 1; gena
LYST

Recesiv X-linkata; cr. X; gena:
CYBB-gp91phox

Autozomal recesiva; cr. 7,1,16;
gene: NCF1, NCF2, CYBA

Autozomal recesiva; cr. 6; gena:
IFNGR1

Autozomal recesive; cr. 21 si 11;
gene: ITGB2 = CD18 si
Transporterul de fucoza GDP

Consecinte

Susceptibilitate I la infectii datorate bacteriilor piogenice;
incapacitate de fuzionare a lizozomilor si fagolizozomilor
datorita defectelor organitelor membranare; capacitate {, de

a ucide microbii internalizati; functi, celulelor NK si LT;
albinism ocular si tegumentar si alte defecte ale organitelor

membranare; granule gigantice la nivelul neutrofilelor si altor
celule

Susceptibilitate “* la infectii, in special la S. aureus,
Salmonella enteric, S. typhimurium, Serratia marcescens; sunt

afectate macrofagele si neutrofilele; incapacitatea de a
produce metaboliti de superoxid

Susceptibilitate ‘I la infectii cu micobacterii; sunt afectate
macrofagele, neutrofilele, celulele NK si LTh1

M susceptibilitatii la infectii bacteriene recurente; abcese
nevindecabile; defecte ale capacitatii de aderare la endoteliu
si ale chemotaxiei pentru macrofage, neutrofile si NK; induce
aparitia grupului sanguin Bombay. |, /absente



Celula stem pluripotenta
ok

E. ledeKTbl cUCTEMbBI KOMNAEMEHTA o ‘

[edeKTbl CUCTEMbl KOMMIEMEHTA MOTYT NPMUBECTU K
HapYyLWEeHNAM KaK BPOXKAEHHOTO, TaK U
NPUOBPETEHHOrO MMMYHUTETA

B

BO3paCTaET YyBCTBUTE/IBHOCTb K MH(I)GKLI,MHN\ Celule

Trombocite Eritrocite Eozinofile Bazofile Neutrofile Monocite/
macrofage dendritice

PUCK pa3BUTUA ayTOMMMYHHbIX 3ab6oneBaHui

[edeKTbl Knaccuyeckoro Nyt aktueauumn (Kpome C3) ol
He CBA3aHbl C NOBbIWEHHOW YyBCTBUTE/IbHOCTbIO K -
MHOEKUMAM (33 MCKNHOYEHMEM MHKANCYAMPOBAHHbIX
H6akTepwuit)

’-,{‘ 8! Iv =
Q . ~
< Celula infectata )
o
HdedekTtbl C3 - peKyppeHTHblie NHPEKLUMUN K V» & \ oL
MMMYHHble 3ab0/1eBaHKNA, ONoCpesOBaHHbIE QC3b/ St o

MMMYHHbIMN KOMN1EKCaMU

veEgiguviairT

mastocitara




BpoXaeHHble AedeKTbl CUCTEMbI KOMNNIEMEHTA

Bo3pact Hayaja
uHbp ek

CrexkTp maroreHoB

IlopaxeHHBbIE OPraHbI

B nmro0om Bo3pacte

bakrepumn:
Neisseria,
Escherichia coli

MEHUHTUT, TOBTOPHBIE
UH(pEKIUU
pPECHUPATOPHOIO TPAKTA




E. Defecte in sistemul complement

Afectiune
Deficit de C1

Deficit de C3
Deficit de C5-C9

Genetica

Autozomal recesiva; cr. 1; gena LYST

Autozomal recesiva; cr. 19; gena: C3

Autozomal recesiva; cr. 9, 5,2

Angioedemul ereditar Mutozomal dominanta; cr. 11; gena:
SERPING1 (inhibitor C1)

Hemoglobinuria
paroxistica nocturna

Deficit de properdina
(factor P)

Recesiv X-lincatg; cr. X; gena: PIGA

Recesiv X-lincatg; cr. X; gena: PFC

Consecinte

Incidenta * a infectiilor; sindroame lupus-like
(hipersensibilitate tip lll); capacitate . de indepartare a
complexelor imune

Infectii piogenice recurente; opsonizare redusa

Susceptibilitate " la infectii cu Neisseria; incapacitatea de a
forma MAC; sindroame SLE-like

Activare spontana excesiva a caii clasice de activare a
complementului, care induce inflamatie locala; edem traheal
si bronsic care poate fi fatal

Deficit de sinteza a fosfatidilinozitolglican (PIG); absenta PIG
impiedica fixarea DAF si CD59 pe membrana celulelor tinta;

incapacitatea de a distruge complexele complementului; liza
excesiva a hematiilor

Susceptibilitate I la infectii cu Neisseria; afectarea caii
alterne; stabilitate (|, a convertazei C3bBb pe suprafata
microbilor



New immune (Inborn errors) deficiencies

* About 10% of adults with severe COVID have antibodies
to type | interferons

* About 5% of people with severe COVID have an
interferon pathway genetic deficiency

Inborn errors of type | IFN immunity and auto-
antibodies neutralizing type | IFNs underlie life-
threatening COVID-19 pneumonia by interfering with
type | IFN immunity in tissue-resident RECs and
blood plasmacytoid dendritic cells.

Zhang Nature 2022. 603: 587
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BTopuyHble uUMMyHOAEDULATDI

BU/ — n3secTHble NPUYUHDI ManbHyTpULUA

Camas yacTtaa npundmHa BUN?

KanHunyeckue npoasneHmna BUA:

[MoBbILWEHHAA YYBCTBUTE/IbHOCTb K MHPEKLMAM
OnutenbHoe TeyeHne MHPEKLUMOHHbIX 3aboneBaHnm
Heobbl4Hbie 0CN0KHEHUA MHPEKLUMOHHbIX 3ab0n1eBaHNI
OnnopTyHUCTNYECKME MHPEKLMNN
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ATporeHHble BTOPMYHbIE UMMYHO4EDULMTDI

* corticosteroizi * iImunosupresoare
— prednison — azatioprina
— perdnisolon — metotrexat
— dexametazona — ciclosporina
— hidrocortizon (HHC) — micofenolat mofetil

— metil prednisolon e citostatice



BUA n nHpekuumn
3aI.IJ,VITHbIe MmeXaHU3Mbl NaTOréHHbiIX MUKPOOPraHM3ImMoB

- CeKkpeuunsa pepmeHTOB, KOTOPbIE pa3pywatoT mecTHble I 1 KOMNOHEHTbI KOMMNJIEMEHTA

- 3awmTta oT paroumTosa nyTem yrHeTeHUA BarkHbIX parounTapHbIX PYHKUUN: camaHmne ¢arocombl C
JIN30COMOM; CUHTE3 U BbICBODOXKAEHNE MUKPOOULUMAHBIX MONEKY/; NPE3eHTaLUua NenTuaos
MOJIEKYIAaMW TNaBHOTO KOMMAEKCa TMCTOCOBMECTUMOCTH

> 3apakeHue HeKoTopblix self KneTok, He 0bHapyKMBAEMbIX MMMYHHOW CUCTEMOM

- YrHeteHue T naive nnmdouymtos u otcyTcTBme TpaHchopmaumm 8 Thl nam Th2



BUY-nHPpeKkuua (Bnpyc ummyHoaedbmLNTa YENOBEKA)

- BUY = ogHoueno4veyHbin PHK (ssSRNA) Bupyc
- [Mepepaya: KpoBb, CNEPMA, BarMHa/ibHbl€ BblAe/IEHUA, TPYAHOE MOJIOKO

- 30 MMNNNOHOB YEeNOBEK B HacTosALLEee Bpema MHOUULKMPOBaHbl BUY Bo Bcem mupe
- 25 munnmnonHos yenosek ymepnu ot CMMN0a c 1981 ropga (onmncaHme nepsbiX cay4aes) no

HaCToALWlEE BPEMA

Tunsl:
BMY-2 (saHaemunyeH B 3anagHon AbpuKe, meHee natoreHeH) u BUY-1 (nmeer

HEeCKO/IbKO noaKsiaccoB, 0603HaYaemblix Kak A - K).
Nuounumnpyet CD4+ T-numdouuntbl, CD4+ makpodaru, 4eHAPUTHbIE KNETKU

Pa3spywaet CD4+ T-numdouutbl, 4to npmsoant K CMN Ay (cuHapomy npmobpeTteHHoro
nmmyHozedunumnta). Moxet HGUUMpPOBaTb M YHUYTOKaTb CD8+ moHOUUTbI U T-
NMMPOLUTbI MO Mepe nporpeccnposaHma 3abonesaHua. NpPmMBOAUT K CHUKEHUIO
KN1eTOYHOro U rymopasibHoro MMMYHHOIO OTBeTa M NOBbIWEHMIO BOCMPUMMYNBOCTU K

OonNMNOPTYHUCTUHECKNM VIH(I)eKLI,VIHM



CTpYKTYypa U XU3HeHHbin uukn BUY

R, /iron Legarea . Virion nou HIV &
VII’IOﬂUlUI. Fuz|unea &
de CD4 si membranei
> receptorul virionului cu
e chemokinic membrana
- celulei gazda si
- patrunderea Citokina
y: = genomului viral ©
. CD4 & . < in citoplasma
: o St o Expresia gp120/gp41
o o pe suprafata celulara;

), (o f Activarea citokinelor
ST S celulare; transcriptia
¥ HIVARN genomului HIV;
E, e transportul ARNs

Receptorul
chemokinic

Sinteza AND-ului in citoplasma

proviral mediata de | w7 S r%lt?atiize?or
reverstrascriptaza WW ) Ay P HIV si
HIV ADN Y asamblarea
Patrunderea proviral - _ structurii
ADN-ului proviral N virale de baza

Citoplasma in genomul celular

legareaatuonului
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BUY-nHPeKuma — atanbl 380110UMNN
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Botnaru V., Brocovschii V. Elemente de imunologie, 2020

Infectarea mucoaselor
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P _ LTe imun
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Control partial

al replicarii virale

Stabilirea infectiei cronice;
concentrarea virusului in
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Latenta clinica

.5 Infectii
microbiene
Replicare virala
sporita

Distructia tesuturilor limfoide:
depletia LT CD4

SIDA
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NUMMmyHHBbIe/KJIMHUYecKHe kKaTeropuu BUY

Tabelul 11.10
CATEGORII IMUNOLOGICE/CLINICE ALE INFECTIEI HIV

Categorii imunologice (CD4) Categorii clinice
A B c
asimptomatic simptomatic boli definitorii pentru SIDA
APG sau infectie HIV acuta (non-A, non-C) /\
< 500 celule/mm? (>29%) A1l B1 c1*
200-499 celule/mm?® (14-28%) A2 B2 c2*
< 200 celule/mm? (<14%) (_;3* B3* C3*
*Categoriile A3, B3, C1, C2, C3 reprezinta definitia cazului de STDATa adolescentii si adultii HIV pozitivi \/

Botnaru V., Brocovschii V. Elemente de imunologie, 2020
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CLASIFICAREA CDC AINFECTIEI HIVLAADULTI - CATEGORII CLINICE

Categoria A cuprinde una sau mai multe din urmatoarele conditii aparute la per
soane cu infectie HIV documentata:

- infectia HIV asimptomatica

- adenopatie persisienta generalizata

- infectie HIV acuta (primara)

- hepatomeqgalie

- infectii persistente ale cailor respiratorii superioare
- manifestari cutanate

- otitd medie persistenta

- parotidita HIV

- splenomeqgalie

Categoria B cuprinde pacientii cu infectie HIV simptomatica, dar care nu prezint
nici una dintre manifestarile clinice incluse in categoria C si care intrunesc c
putin unul dintre urmatoarele criterii:

1) Manifestarea clinica este atribuita infectiei HIV sau este un indiciu al deficitul
imun celular, sau

2) Boala este apreciatd de catre medic ca si evolutiva sau necesita tratamen
necesar in infectia HIV

- angiomatoza bacilara

- abces pulmonar

- anemie

- boala inflamatarie pelvina (abcese tuboovariene)
- candidoza orofaringiana

- candidoza vulvovaginala (persistenta, recidivanta sau rezistenta la tratament)i

Categoria C include bolnavii cu manifestari
definitorii pentru SIDA:

- candidoza esofagiana

- candidozéa pulmonara

- retinitd cu CMV

- criptococoza

- encefalopatie HIV

- HSV diseminat

- infectii bacteriene recurente

- leucoencefalopatie progresiva multifocala
- limfom non-Hodgkin

- limfom primar cerebral

- meningitd bacteriana recurenta

- infectie diseminata cu M.avium

- infectie diseminata cu M. tuberculosis
- infectie extrapulmonara cu M.tuberculosis
- infectie pulmonara cu M.tuberculosis
- neoplazii

- pneumonie cu Pneumaocystis jiroveci
- pneumonie bacteriana recurenta

- sarcomul Kaposi

- sepsis recurent

- casexie

- toxoplasmoza cerebrala

cardiomiopatie

- diaree cronica

- febra persistentd

- herpes Zoster

- HSV genital

- stomatita recurenta cu HSV
- infectie cu CMV

- leiomiosarcom

- leukoplakia viloasa

- listerioza

- meningita bacteriana

- neuropatie periferica

- pneumonie bacteriana

- purpura trombocitopenica idiopatica
- episod de sepsis




BAPT-Tepanua

HaueNeHa Ha 5 KAtoYeBbIX MOMEHTOB BUPYCHOM
penaMKkaumu:

MpukpenneHune BNY K KneTke;

Cnunanne BNY c KneTkom;

ObpaTHas TpaHcKpunumus supycHon PHK;
NHTerpauna nposupycHoun AHK;
Ob6pa3oBaHue PYHKLNOHA/IbHbIX BUPYCHbIX
6enkoB, onocpeaoBaHHOE BUPYCHbIMU
npoTeasamu.

i N

BAPT-TepannAa Ha3HayaeTcA naumeHTy C
KJIMHUYECKMMM NPOABAEHNAMU NN KOraa
yposeHb JIT CD4+ meHee 350/mm3

Protease
CCRS coreceptor antagonist inhibitors
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Gandhi M, Gandhi RT. Single-pill combination regimens for treatment of HIV-1 infection.
N Engl J Med. 2014;371:248-59.




