5° AIAMTANENIZTHMIAKO NMPOrPAMMA EKMAIAEYZHZ XTH PEYMATOAOTIA

s, 09:00-14:00 = = 2°I EKIMAIAEYTIKOX KYKAOX .,

MYOZKEAETIKO 2YZTHMA

BAZII(EZ APXEZ ANOXZOAOIIAXZ KAI
MHXANIZMOI IZTIKHZ BAABHZ
2TA PEYMATIKA NOZHMATA

L(/eb/'nars 27.06.26

EAAHNIKHI PEYMATOAOTIKHE ETAIPEIAX
eventure

BaoKEC OPXEC ELOLKNG avooiac Kot LoTkNG BAABNC
(kOTTapa kat pnxoviopot)

Alkatepivn Xat{niwavvou
BioAodyog, Metadidbaktopikry Epeuvvntpla IIBEAA



Innate Immune System

Physical barriers:
Skin; organ mucosal layers

Chemical barriers:

Stomach acid; lysozymesin eye

¢

Innate response: Inflammatory
response cells

N\

@eus Neutrophils Macrophages Natural killewylls

The Immune System

Immune system linkage:
Dendritic cells

/ Adaptive Inmune System \
Adaptive response:
Cell-mediated response; humoral
response

N

Cell mediated Humoral
response: Response:
Tlymphocytes B-lymphocytes

Products: Products:

Qhand CD8+ T-cells Antibodies/




H s16kn avooia xpetaletatl Xpovo yia vol eEVEpYOoToLnOei kKata tn SLApKeELA HLOLG AVOGOAOYLKNAG

OLTTAVTNONG
Innate immunity Adaptive immunity

B lymphocytes Plasma cells Antibodies

-a ale o E[:I-Itl'IElll-Ell

Phagocytes Dendntic cells

A @

Complement NK cells

AP T Iymphﬂcyles

-9
Hours )

0 6 12 1 4 7
Time after infection

o~ — — — — — — = = — -

T




T Aepdokuttopa
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2npaocia TwWv KUTTAPWV TNEG ELBLKNG aVOooioc oTa PEVUOTIKA VOO LOTO
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International Immunopharmacology s
Volume 99, October 2021, 107877

Association between tubulointerstitial
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PD-1, BTLA and TIGIT as therapeutic targets for
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Awadopornoinon avtodpactikwv T AspdokutTapwv
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Psoriatic and rheumatoid arthritis joints differ in the
composition of CD8+ tissue-resident memory T cell
subsets
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Evepyonoinon / moAAaMAQLGLAOOG AUTOSPaoTIKWV B AspdoKuTTApWV
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Front. Immunol., 05 March 2018

Sec. Immunological Tolerance and Regulation
Volume 9 - 2018 | hitps://doi.org/10.3389/fimmu 2018 00427

Plasma Cell Differentiation Pathways in
Systemic Lupus Erythematosus
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MNaBoAoywkn aAAnAenidpaon B kat T Aepdokuttapwv

BAAZTIKO KENTPO
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o Ta evepyortounpéva HETAKVOUVTAL OTN PWTEWVN
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Epub 2025 Feb 27.
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T cell-B cell interactions in human autoimmune
diseases
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MNaBoAoywkn aAAnAenidpaon B kat T Aepdokuttapwv

Auvénueva emimeda OuAakilokwy T BonONTIKWV KUTTAPWYV 0T

PEULLATLKA VOO LAt

Enéktaon Tfh kuttdpwv
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e Y
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SelYVoUV £VTOVN GUOGWPEUOT) MPWTOTUTIKWY
CXCRS* BCL6" Tth kuttapwv
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REVIEW article

Front. Immunol., 05 March 2018
Sec. Immunological Tolerance and Regulation
Volume 9 - 2018 | https://doi org/10.3389/fimmu 2018 00427

Plasma Cell Differentiation Pathways in
Systemic Lupus Erythematosus
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Expanded circulating peripheral helper T cells in
systemic lupus erythematosus: association with T cell-B cell interactions in human autoimmune
disease activity and B cell differentiation diseases

PD-1hiCXCR5- T peripheral helper cells promote B
cell responses in lupus via MAF and IL-21
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T peripheral helper cells in autoimmune diseases



B-Aepdokuttapa mov oxetilovral pe tn ynpavon (ABCs)

( ABC R

Antigen -
Teucell  gop .\‘-\ TLR7/9 *
. > Ny IgG2a

Differentiation =Dees—=n L %
\
CD40L/CD40 T-bet Y
: e o e ‘,/ /V /‘ > .,\\ Y
L CD11c )
( Healthy w Autoimmune - b
uanti A " 9" - - a
Q ty ) e o ® o
. V48 ™ J
4 R Y 2 B,
Healthy Autoimmune
‘ Blood
Sone ‘ | [ Blood
. . Spleen H —=
Localization P \ el ok
( T Spleen A
‘ lTonsiI l Lymph | i
node T Site of disease
\ F € J
{ N N
Healthy Autoimmune
y A
Anti-viral e iy l?rcf)]tectivetand .‘_';.
i antibodies §S%e% inflammatory - ¥
Function iy cytokines Activation of
\‘(/ g s Tcells
i S N
c?/:‘;lk\i,rl\?; ‘%t ! Autoantibodies ](
A e 2\ G i )

> Nat Commun. 2018 May 1,9(1):1758. doi: 10.1038/s41467-018-03750-7.

IL-21 drives expansion and plasma cell
differentiation of autoreactive CD11clMT-bet* B cells
in SLE
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Systemic lupus erythematosus
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BCR signaling as a shared therapeutic axisacross
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Avoocodatvotunol BaclopEvoL oTa KUTTAPA TNE ELOLKAC avooiac we BLOSEIKTEC

> J Clin Invest. 2025 Jun 19;135(16):e181034. doi: 10.1172/JCI181034. eCollection 2025 Aug 15.

The Journal of clinical investigation

Blood immunophenotyping identifies distinct kidney
histopathology and outcomes in patients with lupus
nephritis

Ot aoBeveig pe avgnuévo aplBpo kukAodpopouvtwy T AeudOKUTTAP WV
Granzyme B* mapoucialav peyaAUTepn €vepyotnta NG vOOOU Kol
ouénuévo aplOuo evepyormolnpévwy CD8* T AgUPOKUTTAPWY OTOUG
veppoUG. MapdMnAa, elxav TN HeyaAutepn mBavotnro va
avtanokplBouv otn Beparmneia.

> Arthritis Rheumatol. 2017 Oct;69(10):2029-2037. doi: 10.1002/art.40180. Epub 2017 Aug 25.

Peripheral Immunophenotyping Identifies Three
Subgroups Based on T Cell Heterogeneity in Lupus
Patients

To T0000T0 TWV A0YEVWVY ToU napouciale avIeKTLKOTNTA OTN
Uepaneioa ntav pueyaAUTepo oTOV UMOTUTTO TTOU XXPAKTNPI(ETOUL ATt
enkpatnon twv Tfh.

Randomized Controlled Trial > Rheumatology (Oxford). 2022 Mar 2;61(3):1233-1242.
doi: 10.1093/rheumatology/keab454.

Blood PD-1+TFh and CTLA-4+CD4+ T cells predict
remission after CTLA-4Ig treatment in early
rheumatoid arthritis

> Rheumatology (Oxford). 2025 Feb 1;64(2):517-525. doi: 10.1093/rheumatology/keae090.

Circulating Tfh cells are differentially modified by
abatacept or TNF blockers and predict treatment
response in rheumatoid arthritis

Randomized Controlled Trial > Arthritis Rheum. 2011 Dec;63(12):3692-701.
doi: 10.1002/art.30599.

Blood memory B cells are disturbed and predict the
response to rituximab in patients with rheumatoid
arthritis



CD19-targeting CAR T cells
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