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CxeMa npoueccoB MaTteMaTnuyeckom moaenu nipekuum BJIXM
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Bocharov G. A. Modelling the dynamics of LCMV infection in mice: conventional and exhaustive CTL responses.
Journal of Theoretical Biology, 1998, 192(3), 283-308.



YpaBHeHus MaTeMaTuyeckomn moaenu nipekumm BJIXM
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NpeHTUPMKauua napameTpoB mogenu uHeekuumn B/JIXM
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PelueHue kanubpoBaHHON Moaenu ansa aAByx ¢eHOTUNoB MHPeKL MU
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UcToweHne CD8+ T-kKNneTok B XPOHMYECKOM MHPEKLUU
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A= Proliferative Potential
B=Inhibitory Receptors Stem-like Exhausted Cells Transitory Exhausted Terminally
C= Cytokine Production (also referred to early/progenitor CDS8* T Cells Exhausted CD8* T Cells
D= Persistency exhausted CD8* T Cells ,TCF-1*, (TCF-1,KLRG-1,CD101,  (TCF-I, KLRG-I-, CDI01",
_ L KLRG-1-, CD101-, PD-1%, CXCR5",Tim-3%) PD-1%, CXCR5", Tim-3*)
E= Respond to PD-1 Therapy PD-1%, CXCRS, Tim-3)

Hossain et al. Reinvigorating exhausted CD8+ cytotoxic T lymphocytes in the tumor microenvironment and
current strategies in cancer immunotherapy. Med Res Rev, 2020, 1-46.



Mporpeccusa ucroweHmnsa CD8+ T-kNeToK B XpOHUYECKON UHPEKLUH

Cy6nonynaumm UCToLLEHHbIX Knetok: Trex — Tint — TreR
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Sandu, Oxenius. T-cell heterogeneity, progenitor-progeny relationships, and function during latent and chronic
viral infections. Immunological Reviews. 2023, 1-24.



YpaBHeHUs Moaenm MeXaHU3MOB KOHTPOJISA UCTOLLLEHHbIMU K/1IeTKaMU
Hap XpOHUYEeCKou nHpekumen

XpoHuyecKkas MHDeKLUS:
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XpoHuyeckas nHbeKums ¢ MMMyHoTepanuei (61okagoi PD-1):
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3apava npu6aneHm| Mogenu K AaHHbIM
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PesynbraTbl uaeHTUPMKaLMKM NapamMeTpoB (CkopocTu nponudpepaumum)
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Perynslu,uﬂ UcToLeHus Cy6l'l0l1yl1$|U,MﬂMM ACSHAPUTHbIX K/Z1IETOK

( Immunotherapeutic interventions )
XCR1+ DC expansion XCR1-targeting Anti-PD-L1
via systemic Flt3L fusion vaccine checkpoint inhibitor
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Domenjo-Vila et al. XCR1+ DCs are critical for T cell-mediated immunotherapy of chronic viral infections.
Cell Reports, 2023, 42, 112123. 12
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