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Introducere. Exista multiple infectii virale cronice umane, fiecare din noi servind adapost pentru cel
putin 8-12 infectii cronice. Desi sunt atit de raspandite, influenta infectiei virale persistente asupra
organismului uman ramiine inca putin studiata.

Scopul lucrarii. Definirea mecanismelor imune implicate in persistenta infectiei virale cronice si
estimarea impactului asupra organismului uman.

Material si metode. Am consultat lucrari din domeniul patofiziologiei, virusologiei, publicate in
bazele de date stiintifice si statistice: PubMed, Medline, etc.,

Rezultate. A fost demonstrat ca virusului hepatitei B, prin ADN polimeraza HBV poate inhiba
inducerea IFN-B, proteina HBV X (HBx) inhiba inducerea IFN de tip I prin legarea la proteina de
semnalizare mitocondriala (MAVS), HBeAg ar putea suprima semnalizarea TLR si exprimarea TNFa,
iar HBcAg stimuleaza producerea de IL-10 ce suprimd celulele T CD8+. Producerea IFN indusa de
HIV 1in celule dendritice conduce la exprimarea ligandului inductor al apoptozei TRAIL, ce
declanseaza apoptoza celulelor T CD4+ neinfectate. Alte studii au demonstrat cd HIV-1 blocheaza
functia celulelor dendritice prin suprimarea TLR7 si TLRS.

Concluzii. IFN-1, influenteaza atat imunitatea inndscute cat si cea dobindita. In stadiile avansate ale
infectiei virale cronice cu virusul imunodeficientei umane (HIV) si cu virusul hepatitei B (VHB), a
fost demonstrat cd persistenta antigenelor virale determina nivelele scazute ale interferonului tip I,
pierderea progresiva a functiilor celulor T CD8+ si specializarea celulelor T CD4+ pentru producerea
interleukinei 21, termen denumit epuizare imuna.

Cuvinte cheie: epuizare imuna, virusul hepatitei B, virusului imunodeficientei umane, infectii virale
cronice.
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Introduction. There are multiple chronic human viral infections, each of us serving shelter for at least
8-12 chronic infections. Despite being so common in humans, the influence of persistent viral
infections remain still unexplored.

Objective of the study. Definition of immune mechanisms involved in the persistence of viral chronic
infection and establishing its impact on human body.

Material and methods. In the research paper were used published scientific data on Pathophysiology
and Virology, published in PubMed, Medline and other.

Results. It was prooved that hepatitis B virus by its DNA polymerase can down regulate the IFN-f
induction, the HBV X (HBX) protein can prevent the synthesis of type | IFN by binding to the innate
immune signaling adaptor MAVS, HBeAg can suppress the TLR signaling pathways and the
expression of TNF o, and HBcAg stimulates the production of IL-10, that suppress CD8+T cells.
Human immunodeficiency virus induces IFN production in dendritic cells that leads to the expression
of the TRAIL, which triggers the apoptosis of uninfected CD4+T cells.

Conclusions. IFN-I influences both innate and adaptive immune system. In chronic stages of infection
with human immunodeficiency virus and hepatitis B virus has been observed that chronic persistence
of viral antigen maintain interferon type | at low levels, leads to progressive loss of functions of
CDB8+T cells and a new specialization of CD4+T cells to produce interleukin 21. All this changes refer
to a state called immune exhaustion.

Key words: immune exhaustion, hepatitis B virus, human immunodeficiency virus, chronic viral
infections.

39



