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ETILOTNOVLIKO OKOTIO KOl MTOpPEl va TeplExel mAnpodopleg
OXETLKA HE TA Tpolovta N T evdeifelc toug, Mou emi ToOU
A POVTOC Umopel va elvat umo Stepevvnon n/kat mou dev €xouv
EVYKPLOEL a0 TIC PUOULOTIKES apPYEC.

H mopouocioon aut ekdpalel AMOKAELOTIKA TIC amOPELS Tou
OLLANTH).

OL mAnpodopiec mou meplExovtal eival akplBeic katd TN
dnuloupyia tng mapouvaciaonc.

Tuxov O6edopéva oXeTIKA pE mpolovta ta omoia §ev avrikouv
otn SOBI Baoilovtal oe dSnuooia dSltabEopeg mAnpodopiec katda
™ Snuloupyia tng mapouaciaonc.



autodpAeypovwdn Kol AUTOAVOCOA VOO UOTO

Monogenic
autoinflammatory

disorders

~~~~~

NLRP12-AD
DADA2
HA20

/

autoinflammatory

Complex

disorders

-

{_Aosp 2
Schnitzler syndrome
PFAPA
IRP
SAPHO
Cb/uc

Gout

( Mixed Pattern\

Disorders

Behget syndrome
Reactive arthritis
Psoriasis

Ankylosing spondylitis

Betrains A, et al. Autoimmun Rev. 2021; 20(4): 102774.

(e

autoimmune

disorders

Rheumatoid arthritis
PBC
SLE
Myasthenia Gravis
ANCA-associated

vasculitis

H dAgypovr) Kol oL UnXavIopot TG elvall Kowocg o povopaoTAC ota

L 4

Monogenic
autoimmune

disorders

ALPS
IPEX
APECED

a




Ta avtopAeypovwdn voonpata £€Xouv TOAUOPYAVLIKEC EKONAWOELC
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CAPS: cryopyrin-associated periodic syndrome; FMF: familial Mediterranean fever;
TRAPS: TNF receptor-associated periodic syndrome; PAPA: pyogenic arthritis, pyoderma
gangrenosum and acne; HIDS: hyper-immunoglobulinemia D syndrome; SLE: sys-
temic lupus erythematosus; SSc: systemic sclerosis; SSp: primary Sjogren syndrome;

PDM: polydermatomyositis.

Autoinflammatory diseases | Autoimmune diseases

Inflammatory indices

ESR All AIDs RA, SLE, SS

CRP All AIDs RA

SAA FMF, TRAPS, CAPS RA

S100A1 FMF, JIA

Ferritin Still's disease SLE-SAPS

Neutrophil leukocytosis ~ TRAPS, CAPS, FMF

Hypo/normochromic TRAPS, CAPS, FMF RA, SLE
anemia

Urinary markers
Urinary mevalonic acid HIDS

Urinary MCP-1 Lupus nephritis

Immune activation indices

Immunoglobulins HIDS (IgD), FMF (IgA) SLE, SSp (IgG, polyclonal)

Rheumatoid factor RA, SLE, SSp

Autoantibodies SLE, RA, SSc, SSp, MCTD,
IIM

Low C3 or C4 levels SLE, SSp

ESR: erythrocyte sedimentation rate; CRP: C reactive protein; SAA: serum amyloid A;
S100A2: calcium-binding protein S100A2; MCP-1: monocyte chemoattractant protein-1;
AlDs: autoinflammatory diseases; FMF: familial Mediterranean fever; TRAPS: TNF receptor-
associated periodic syndrome; CAPS: cryopyrin-associated periodic syndrome; JIA: juvenile
idiopathic arthritis; HIDS: hyper-immunoglobulinemia D syndrome; RA: rheumatoid
arthritis; SLE: systemic lupus erythematosus; SSc: systemic sclerosis; SSp: primary Sjégren
syndrome; SAPS: secondary antiphospholipid syndrome; MCTD: mixed connective tissue
disease.

Betrains A, et al. Autoimmun Rev. 2021; 20(4): 102774; El-Shebiny EM, et al. doi: 10.1186/s43162-021-00040-5; Doria A, et al. Autoimmun Rev. 2012; 12(1): 22-30
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AlatapayeC o€ eVOOKUTTAPLA LOVOTIATLO TIPOKAAOUV UTTEPEKKPLOTN KUTTOPOKLVIWV
(IL-1, IL-18, IL-6, TNF, IFN-I) ota autopAeypovwédn voojpota

IL-36RA
v v
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Betrains A, et al. Autoimmun Rev. 2021; 20(4): 102774
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Van Gorp H, et al. EMBO Rep. 2019; 20(6): e47575
Martinez-Quiles, et al. Curr Opin Immunol. 2018; 55: 97-105
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O untodoyxeac NLRP3 evepyomoleital amo eEwyevn kal evdoyevn ‘onpoata Kivduvou’ kot oxnuatilel
NMOAU-TIPWTEIVIKO cuprtAoko (NLRP3 inflammasome) mou obnyetl o€ wpipavon tng kuttapokivng IL-10
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H IL-1 emayel Tic PAePOVWOELC ATTOKPLOELC KUTTAPWYV TNE EUPUTNC Kol ELOLKNAC avooiog
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Mantovani A, et al. Immunity. 2019; 50(4): 778-95; Malcova H, et al. Front Pharmacol. 2021; 11: 619273
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IL-1: oto peTalyplo petaéy avtopAeypovng & autoovoaoiog
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IL-1a versus IL-16: mopopuolec —

IL-1ox

IL-1p

IL-1a is constitutively present in a wide
variety of cells; expression can be
induced ib hematopoietic and
nonhematopoietic cells in response to
inflammatory stimuli.

Both the precursor (pro-IL-1a) and the
cleaved form of IL-1« are biologically
active IL-1R1 ligands. Caspase-1 and the
inflammasome have no direct role in
cleaving pro-IL-1q.

Preformed, biologically active IL-1« is

released by|[necrotic cellg and acts as an

alarmin.

IL-1a functions both as a soluble mediator
and as a membrane-bound cytokine.

Dual function: extracellular binding to the

IL-1R1 and nuclear function as a

transcription factor.

IL-1B is absent in cells at homeostasis
and is expressed upon stimulation only
in myelomonocytic cells.

Only the cleaved mature form of IL-1§
is biologically active and a ligand for IL-
1R1. Pro-IL-18 is cleaved by caspase-1
following activation of the
inflammasome.

Not being functionally active as a
precursor, IL-1p does not function as an
alarmin.

Mature IL-1p only functions as a soluble
mediator.

Extracellular binding to the IL-1R1
only.

Cavalli G, et al. Autoimmun Rev. 2021; 20(3): 102763
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IL-1a: ONUAVTIKOC 0 pOAOC TNC O€ TOTULKN/LOTIKA dAEYHOVN
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Development of Chronic Inflammatory Arthropathy Resembling Rheumatoid
Arthritis in Interleukin 1 Receptor Antagonist-Deficient Mice

J Exp Med. 2000;191(2):313-320. doi:10.1084/jem.191.2.313 BALB/CA BALB/CA
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