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SAPERE™ AUDE

ITPOI'PAMA

rajyy3eBoro HayKOBO-NIPAKTUYHOI0 CeMiHAPY
10 BcecBiTHbOr0 1Hs1 0opoTh0M 3i CHIdom

CYCILIBCTBO HA HLJISIXY 10 NPUNTUHEHHS
ENIAEMIT BUI-IH®EKIIi: PIBHUI JOCTYTI JIO
JTMATHOCTHUKHU TA JIKYBAHHS, BHECOK
KOYKHOT'O TPOMA ITHUHA

1 rpynns 2021 p.

M. XapKkiB



MIHICTEPCTBO OXOPOHH 310POB'SI YKPATHA
HAIIOHAJIBHUY ®APMAINEBTUYHUM YHIBEPCUTET
KA®EJIPA HOPMAJIBHOI TA TATOJOI'TYHOI ®I1310J10I'T]
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SAPERE™ AUDE

INPOI'PAMA

rajgyy3eBoro HayKOBO-NPaKTHYHOI0 OHJIAMH-CEeMiHAPY
10 BcecBiTHbOr0 q1Hs1 00opoTH0M 3i CHIdom

CYCHLIbCTBO HA HIJISIXY JO NPUIIUMHEHHS
ENIJIEMII BLUI-IHOEKIII: PIBHUM JOCTYI J0
JTIATHOCTUKMU TA JIKYBAHHSI, BHECOK
KOKHOI'O T'POMAJISIHUHA

1 rpyans 2021 p.

M. XapkiB



OPT'AHI3ATOP:

Kadenpa HopMmaabHOI Ta NaTO0JI0Ti4YHOI (i3iotorii
HanionaabHOro (papManeBTHYHOIO YHIBEPCUTETY
Ykpaina, m. XapkiB, ByJ1. Kyjukiscbka, 12

Caiit kadenpu: http://pat.nuph.edu.ua

E-mail: patology@nuph.edu.ua

OpranizauiiHuii KoMiTeT ceMiHapy:

BaagumupoBa Inna MukosaiBHa — IPOPEKTOP 3 HAYKOBO-TIEAArOT14HOT POOOTH
HanionansHOro (apmarieBTHYHOrO YHIBEPCUTETY, TOKTOp (apMalleBTUYHUX HayK,
npodecop, ['onosa Oprromiterty;

Kononenko Hapgis MukosaiBHa — 3aBigyBau KadeIpu HOPMabHOI Ta
narojoriuynoi (izionorii HarmionansHOro (hapMarieBTUUHOTO YHIBEPCHUTETY, JOKTOP

MEeJIUYHUX HayK, ipodecop, 3actynHuk ['omoBu Oprkomitery.


http://pat.nuph.edu.ua/
mailto:patology@nuph.edu.ua

1 rpyans, cepena

16.30-16.45

TI'ooByrua:

16.45-17.15

17.15-17.45

17.45-18.15

18.15-18.45

BIAKPUTTS CEMIHAPY

Hamionanenuii  ¢dapmanieBTUUHUN YHIBEpCUTET, Kadeapa
HOpMAaJbHOI Ta MaToJIOTiyHOi izionorii, ayautopis Ne 3,
Byn. KynukiBceka, 12, M. XapkiB

Pernament: nomosias 30 xB

Kononenko Hanis MuxonaiBHa — 3aBigyBau Kadeapu
HOpMaJIbHOT Ta maTosioriyHoi izionorii HarmionansHOTO
(apManeBTUYHOTO YHIBEPCUTETY, JOKTOp MEAMYHUX HayK,
npodecop

Ocmaneuv Mapuna Onexcanopisna

TEOPII IMMOXO/)KEHHSI BLI-IHOEKIII:
JOCJIJIZKEHHS TA I'ITOTE3HU

ooyenm Kagedpu HOPMAILHOI Ma Namono2iyHoi @izionocii
Hayionanvnoeo papmayesmuuno2o VHIgepcumemy,
KaHOUOam mMeOudHux Hayx, OOYeHm

Pubak Bikmopia Anamoniiena

CTPYKTYPA BIPYCY IMYHOAE®IIUTY
JIIOJJUHU TA HOI'O JIs1 HA KJIITUHU

npoghecop Kageopu HOpManrbHOI ma namoo2iuHoi Qiziono2ii
Hayionanvnoeo gpapmayesmuunozo ynigepcumemy, 0OKmMop
bionociuHuUx HayK, npoghecop

Muponuenko Ceimnana leanisna

MMPOBJIEMA CTUTMATU3ALIT TA
JUCKPUMIHALI BLI-IHOIKOBAHUX

ooyenm Kagedpu HOPpMATLHOI Ma Namono2iuHoi @izionocii
Hayionanvnoeo Gapmayesmuurozo VHigepcumemy,
Kauouoam mMeoOudHux HayxK, OOyeHm

Kapnayx /lenuc Bikmopoeuu

PIBEHb OBI3ZHAHOCTI ITPO ETHUYHO-IIPABOBY
MMPOBJIEMY BLJI-THOEKIIIT TA CTYIIIHb

CTUTMATHM3AIII CEPE]I CTY/IEHTIB
HAIIOHAJBLHOTO ®APMAIEBTUYHOT O
YHIBEPCUTETY

cmyoenm 3 Kypcy —apmayesmuyHo2o  ¢haxyibmemy
Hayionanvnozo ¢papmayesmuunoeo ynisepcumemy
HaykoBuii kepiBHuk: Muponuyenko CgiTiaHa IBaHiBHA —
JOIEHT Kadeapu HOpPMaJbHOI Ta MATOJIOTIYHOI (hi310J10T1i
HamionansHoro (papmarieBTUYHOrO yHIBEPCUTETY, KaHIUIAT
MEJIMYHUX HAYK, TOIEHT




18.45-19.15

19.15-19.45

19.45-20.00

Manuzon Onena leaniena

(HE)BE3IIEYHE IIEPEJIMUBAHHA: SK  MA€
SMIHUTUCHA CIYXKBA KPOBI?

3aCTYIHUK JIUPEKTOpa 3 MEIUYHOI yacTUHU KomMyHaJIbHOTO
HEKOMEPIIHHOTO MiANMPUEMCTBAa XapKIBChKOI 00JIaCHOT paju
«OOnacHUl LEHTp CIyXOU KpOBI1», KaHIUIAT MEIUYHUX
HayK

Ileguoe I20p Ieanosuu

MMATOMOP®OJIOI'IA MMOIUPEHUX CHUH/IPOMIB
Y XBOPUX HA BUUI-IHOEKIIIO

ooyenm Kageopu HOPpMAILHOI Ma nNamono2iyHoi @izionoeii
Hayionanvnozo Gdapmayesmuyroco VHigepcumemy,
KaHOUuoam mMeOudHux Hayx, OOyeHm

JIMCKYCIAHA ITAHEJIb
O®IIIVMHE 3AKPUTTS CEMIHAPY
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Innate immunity and antiretroviral activities. Upon HIV infection, virus dissemination occurs rapidly
from viral sanctuary sites such as memory CD4+ T cells and macrophages. Early innate host immune response
dictates viral load at the acute phase. While inflammation contributes critically to innate control of infection, it
also recruits HIV target cells during the acute phase, impairs CD4+ T cell recovery, and promotes disease
progression and viral latency. The latency can be reversed by several LRAS leading to activation of quiescent
cells and exposure of the viral antigens by APCs rending the subsequent removal of infected cells by CTL
mediated immunity (A). To combat HIV, the immune system has evolved complex and diverse transcriptional
signatures, driving differential cellular and humoral responses. These signatures are induced by immune
receptors, in this case Toll like receptors (e.g. TLR2) sensing the pathogen (HIV-1) and by the production of
cytokines at the earliest onset of infection. The virus-mediated release of molecules in contact with TLR7
activate the MyD88 pathway, blocking the function of IRF7 and NF-xB response generally induced by viral
signaling and ultimately secretion of cytokines like interferons leading to a restoration of immune function and
viral clearance. This specific nature of immune activation is as critical to HIV-1 clearance as the induction of an
adaptive immune response (B).

Board, N.L., Moskovljevic, M., Wu, F. et al. Engaging innate immunity in HIV-1 cure strategies. Nat
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