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40 MNaveAAnvio Oepivo Zupnoocio MuookKeAETIKNG Yyeiag

30 Mcuou- =t
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Ynotponialovoca apBOpitida oe
oLpokalaLpduevoug acOevelig:
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AviwvL&dou XplLotiva, INaboAdyocg,
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Epyoaothplo MopLlaknc AlLuotoAoyliacg,
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LUYKPOUCI OCUHPEPOVIWV

Eﬁ None
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ALtia napanounf¢ / MNapovoa vdoog

* AvVOpaC 62  £TQV, IOPAIIEUPONKE  OTO0  PeUnatoAoyLKO
EwTtepLkd Tatpetio Vvia unotpomnl&lovid e11€ LOOD L
apBpltLdac Gvw dKpwv ornd 8unvou

*'BEvoapén ouunnitwuatoAoyviac ~10 unvec petd TNV €VIAEn o€
IOOYVPOUUY O LIOKABOONC

* ALAPKE LY OUUHOTOUATOV VIO WEQLKEC nuépec, ouvnbwc
CQOUUINITOUXT LKOC PETAEU TV €EAQOEWV



AtTopLkd avapvnot Lko

* TeALKOU otadliou xpdvia vepplkh voécoc (TZ-XNN), mLBoavdc AdOY®
Oome LpapatTovepelTLdag (KALVLIKOoepyaoTnpLlakhy O L&yvwon)

PBlolila veppoU un-9LayvwoT LK, eneoAdKn ue ocoRBapl OMILOBOIEPLTOVALKN
aLupoppayila, dev €mLxelpnNONKE €K VEOU

»AvoCoAOY LKOC €AeyXoC (ANA, ANCA, KAI) : apvnt LKOC

»GCS & OVOCOKATAOTOAT LKA =2 wotdoo TZ-XNN, ue ovdyxkn olpok&®oponc

(3/w)

* Xwplc LoTopLkKO  Ywplaong, IONE, N CUUNTwUaToAOY o  &AANC
OEUNAT LKAC VvOOOU

* XpOV IO QOPUOKEUT LKL aywyN
»MeOulnipedv L {oAdVN (mPSL - dmg/d), poupoocenidn, apAodLmiivn,
Tepaloolvn, ocefeAouépn, OGAANOIIOUPLVOAN, cpubpomoilntivn, PBeunmoaplivn,

f\l'T‘/\f'\Qf\l’T'T‘f'\l'T‘ I,'\\'Y'\ If\'lT-\-\ I'|7‘/{\ /\C‘l/T f'\'l'lﬁ'f_l'f'\f\l7f{\-x1"\



duc Lk efetaon

* AoUupetTpen oAlLyoopbpltLdoa:
»IIXK (AP)
»11¢ MK® (AP)
»30¢ E®D (AP)
»30¢ A®PD (AP)

* NoLmmih) €&E&TOOon oUOTNUATWV :
Xoplc 1diltalTtepa mmaboAoy LK
EUPNUAT




[IXPARA LV LKOC €AeYXOG

HEC/NEU 7.200/4.400

mm
CRP 2,77 mg/dL

n

e ?5 mm tnv 1

YooY
OupLlrd 0E&U 5,8 mg/dL
AcBéocTLO 10,2 mg/dL
dwopdpoc 6,1 mg/dL
NMNopaBopudvn 218 pg/mL ) oY YRR ) )

AeéL&: EnoaoBectdoe Ll C HOAAXAKOV HOPLOV

AVoOOoOoAOY LKOCQ S i
AdPEEy tron. ¢ *
Rﬁ) ant'nC55 X p@gﬂ@nf%oq

ng)anséwcs apBbpLkd uypd



ALapop Lk dLAayvwon
.unotponialovocag oArLyoapOpitLdag

»OUp LK) apBplitLd

»Calcium pyrophosphate deposition (CPPD) disease

PBAANEC ALyOTEPO OUXVEC KpuoToAloveveic (BCP, calcium
oxalate)

»Pesupoatos 1dAC apbplitLda



ALapop Lk dLAayvwon
.unotponialovocag oArLyoapOpitLdag

»OUp LK) apBplitLd

»Calcium pyrophosphate deposition (CPPD) disease

PBAANEC ALyOTEPO OUXVEC KpuoToAloveveic (BCP, calcium
oxalate)

»Pesupoatos 1dAC apbplitLda



Oepaneia CPP crystal arthritis;

EULAR recommendations for calcium pyrophosphate
deposition. Part Il: Management

\W Zhang,' M Doherty," E Pascual,” V Barskova,® P-A Guerne,” T L Jansen,” B F Leeb,”
F Perez-Ruiz,” J Pimentao,? L Punzi,” P Richette,'® F Sivera,'" T Uhlig,'? | Watt, "

T Bardin'®

ABSTRACT

Objectives To develop evidence-based
recommendations for management of calcium
pyrophosphate deposition (CPPD).

Methods A multidisciplinary guideline development
group of 15 experts, representing 10 European
countries, generated key propositions for management
ot CPPD using a Delphi consensus approach. For each
recommendation research evidence was searched
systematically. Whenever possible, the effect size and
number needed to treat for efficacy and AR or OR for
side effects were calculated for individual treatment
modalities. Strength of recommendation was assessed
by the European League Against Rheumnatism visual
analogue scale.

Results Mine key recommendations were generated,

Management therefore focuses on symptomatic
control for both the acute attacks and the chronic
symptoms associated with CPPD. Treatment
modalities used to control acute attacks in gout®
and to relieve pain and symptoms in OA® are often
used for symptomatic CPPD. However, evidence to
support these treatments for CPPD has yet to be
systematically evaluated.

Following the agreement of terminology and
recommendations for diagnosis of CFPD, the
European League Against Rheumatism (EULAR)
CPPD Task Force developed nine key recommenda-
tions for management of CPPD using a combined
systematic literature review and expert consensus
approach.*
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* GC evdoupbBp LKA

* KoAx Lxivn

e YuoTnuot LK& GC

\_

* HCO

* MTX

Oepoaneia;



Oepoaneia;

“"Treatment should be
individuallised according to
patient characteristics,
risk factors and

comorbidities”

X LK ivn

Tnuot LK& GC (short-term / lon



O@epanmeUT LK IIPOCEYYyLON

KALVv IR aviandkpLon



O@epanmeUT LK IIPOCEYYyLON

KOAX LKLV €WC TLC PEYVLIOTEC aveEKTEC OOOELQ
(0,5 mg/nuépa)

Epdriaé dboeic GC kol €meLlTO XOAUNAEC
d6oe L ¢ mPSL

(d8mg/nuepa)
Yégkiuxhwpoxivn (200mg b.i.d.)

Awayvoon 3m

NToad Lok emLldelvwon Kplogswv og €vIoon Kol

oUuxVvVoITnNTo

MetdmTwon o XEdvLia mToAUapBplTtLda &dvw
AKOWV

Maxkpoxedvieg smintdoetlc¢ GC =2 Cushingoid
syndrome

KALVv IR aviandkpLon






CHsuEan PAMPs and DAMPs

Bacterial
. B3 ATP
toxins *: @ Urate
Cga‘{/&x §J Calcium pyrophosphate
# 2
» NI (| Cholesterol
Flagellin % e X Cold

Extracellular space W

Necroptosis

(!I.i-fg‘"; QL0
Gasdermin E
Lysis
MLKL

Gasdermin D
© Pyroptopsis
Cana;tumub i BT
®@ o R
L-1t 9 — Rilonacept
G

Anakinra/IL-1Ra

Downstream

TR, @
‘K' gxz >

Broderick L & Hoffman HM, Nat Rev Rheumatol,

oTatwks)



O@epanmeUT LK IIPOCEYYyLON

* Evoapén Anakinra 100mg 3/w o010 TEAOC
kK&Oe ouvedplagc alpor&Bopong = x5
cuvarntec ouvedplec

* JUVEXLON AOLINC AYWYNC

!

Alayveon 3m 3,om

* Toaxela Upeon CUUNTOUATOAOV LOC

KALVv IR aviandkpLon



Awdyvoon

O@epanmeUT LK IIPOCEYYyLON

Alakony Anakinra
NUVEX LON AOLIING aywyNa

4

3.5m

Yrotpomnn apbplitLidac

KALVv IR aviandkpLon



O@epanmeUT LK IIPOCEYYyLON

* Emnavévopén Anakinra otnv (dLa
doooAoyila Kol dLaTnEenon vio 6

uAveg
* XTOO LOKDN lwon €wWCg O LAUKOI
Ao LmAG avilﬁc

Awdyvoon

EAeU0ep0C OUUITWUATOAOY LOC

KALVv IR aviandkpLon



O@epanmeUT LK IIPOCEYYyLON

* Xtadlakn) uelwon €wg TNV ITANEN
dlLakonn Tou Anakinra

Awdyvoon

* Jloapatetauévn Upeon tng apbpltidac

* Anakinra xroA& avexktd, Xwplc
AV ENILOUUNTEC evépyeLeg

KALVv IR aviandkpLon
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* Avdpac 54  eg1Qv, IOPAIIEUPONKE  OTO0  PeUnatoAoyLKO
EEwteplrd Tatpeilo yvia apbplitida AP oduou oamd £€T10UC

* Evopén oOuUunTwuaToAoyloac 1 €&10oC¢ petd 1tnv &viaén oec
IOOVPAUUN aLpoxrabopong, OPX LKA uniod Tnv LopPEN
UNIOTPOII LA (OVTWV erre Loodlwy apbplTtLidac upe  ouvoodo
TUPETLO

* JTOO LK PETAITWON O XPOVLO HovoupBplTLda TOU QUOU



AtTopLkd avapvnot Lko

Yakxoapdnc AlalBntnc tUnou 2

(amd 20e1laQ)

TX%—-XNN, mou oamoddbnke oToVv XA

»Yrnd TN to teAsvutola 2 étn (3/w)

Xoplc Lotoplkd VYwplaong,
OEUNAT LKAC VOOOU

XpOVv Lo QUPUOKEUT LK aywyn

»Koavteoaptdvn, ouprodimivn,

IONE, 1 OoUuODTwUOTOAOYLIO GAANC

poupooceuldn, oomiLpivn, LVooUuAivn,

cacPRéot Lo, e€pubpomnolntivn, ocouUkpopeplKO o0fu-udpoéelidLo



duo Lk ef&taon

* MovoapbpltLda AP vAnvoBpaxLtovioac apbpwonc (Bepun,
ETIOOUVIN, HE€ €UQEAVI] OUAAOYN PO LKOU UypoU) uE HepLopLoud
KLVNTLKOTNTOC

e NoLlmi) €feTaon ouoTnNUOTwyV: Xwolc LdLalTtepa TABOAOY LKA
EUPNUAT



10.000/8.100 mm?

WBC/NEU
CRP

TKE

Ouplkd 0T
AcfBéoTLO
dwopdpocC
[MToapaBopudvn

KN/ oy oyiiiyT oo

ApOpLkS uypd
WBC (NEU)

KpUoToAAO L

Xphon Gram
KaAX L Epye Lo

[IXPARA LV LKOC €AeYXOG

12 mg/dL

62 mm tnv 17
VP

5,6 mg/dL
8,4 mg/dL
6,2 mg/dL
176 pg/mL

ANVNT | KA

Tipq

29.000mm* (97%)

Aev

avoayvwpe LoOnkov

ApVnNT LKA
ApVvNT LKD

QU  SUMNANOVA ONUOVILKAC

noocdINIAC apBpLKOU uypoU oInv
vANnvoRpax Lovia &pbpwon upe apbBpE LKA
unneptpoplia, Kabhc ral &pbovn OUAAOVN
OTOV UIIOOKPWU LOKO OBUAAKO KL YUPW®

L ArId TOV TEVOVIO INC HUKEAC KEQAANC

~\

J

TOU OLKEQPAUAOU.



[IXPAKA LV LKOC €AeYyXOG

* ApBpookonnon & PLoflia apbplroU UueEva:

» dUC LOANOY LKOC apBpLKOC URévaC ue ALY QASYHOVASN OTolye (o
PKoAALépye LA LOTOU (xpvnT LK)
»PCR via TB (opvntLKA)

» ATIOKAE LOPOC AAADV KATAOTACEWV (00T£0XOVOPOUATWON, AXXvoolddnc
upeviTLda, KAI)

» AntokAe Lopdc auulos (dwonc (opvnt itk Congo-red)



ALagop LK) dL&yvwon
.unotponitalovoag povoopOpitLdag pe petdnIwon
oe xpovidinta

»Inmnt LK opBpltLd
»OUup LK apBplitLda
»Calcium pyrophosphate deposition (CPPD) disease

PAANEC ALyOTEpO OUXVEC KpuoTaAioyevelc (BCP,

calcium oxalate)
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Qepaneia xpdéviag CPPD;

X Lklvn

Tnuat Lk& GC (short-term / long-term)



O@epanmeUT LK IIPOCEYYyLON

KALVv IR aviandkpLon



O@epanmeUT LK IIPOCEYYyLON

KOAX LKLV €WC TLC PEYVLIOTEC aveEKTEC OOOELQ
(0,5 mg/nuépa)

mPSL l6mg/nuépa ue OTod LOKL HE Lwon

|

Awayvoon 3m

Apx Lk& yenyopn ReATlwon CUUNTOUATWOV
Se k&Oe mpoomndBe Lo tapering mPSL -2
UTIOTPOMIN TLC apBplTtLdac

KALVv IR aviandkpLon



O@epanmeUT LK IIPOCEYYyLON

Evoapén Anakinra 100mg 3/w oto TEAOC
kK&Be ouvedplac altpor&bBoaponc
NUVEX LON KOAX LKIVNC

!

3m Om

Taxeloa Upeon CUUITWUXTOAOY LOC
Taxela umox©enon oEBpPLKAC CUAAOYNC KL

UTIOT PO LOC

KALVv IR aviandkpLon



O@epanmeUT LK IIPOCEYYyLON

e Melwon Anakinra 100mg 2/w oT10 TEéAOC
kK&Be ouvedplac altpord&bBoaponc
* JUVvéXLOon KoAxLkivng

|

Om 1y

* JlapaTetapévn Ueeon
* Anakinra xroA& avexktd, xwplc

AVEILOUUNTEC evépyeLled

KALVv IR aviandkpLon



Calcium pyrophosphate deposition (CPPD)
disease

AuTtopAeyuovadnc kKout&oToon TIOoU IOpokoAsital omd 1nv  evoandbeon CPP
KOUCTAAAWY O& apBphoelc & mopakelpeva HoaAakd udp Lo

H 3" mio ouxvl altlia oAeypovadouc oapbplitidagc (petd tnv PA xolL 1INV
OUP LKL apBpl11lda) KAl N MILO OUXV alTla xovdpaoléotwong

S LVOTUTIONL :
» ACUuntouat Lk CPPD
» Ofs{a CPP crystal apBplTLda
» Xpbvio CPP crystal oapBpltLdo
» OotcoopBplitLda os ocuvduaoud pue CPPD

EnidnuioAoy K& dedouéva: AUOKOAO Vo e€kTLUnOel o enmimoAooudc (amd 13% ue
KOLTAPLO INV TOopoucia XOoVvOpuOoREOTWONC OIELKOVLIOTLKA o0 OAeC TLC
NnNALklieg, aAAd auldvetal OpauaT LKA O nALKkiec >70e1dV)

Salaffi F et al. Clin Exp Rheumatol. 2005, Zhang W et al. Ann Rheum



Calcium pyrophosphate deposition (CPPD)
disease

* KALVLIKAO €LKOVO:
» Spodpn eAsyuovAdNC amdkplon otouc kKpuot&AAoug CPP

»Autoneploplldusva  smeloddila upe povoapbpltida 17 oAlyoopbplitida, A

EVOEXETAL KAL METAVACTEUT LK HOEON

»IINéov  ouxvécg eviomiosig: vyvoévato, xropudc, WLKPEC oapbphosic &KPWV

XELOOV, OAAA YEVLKOC omolLadnmote &pBpwon
» Sndv Lo IPOOROAR Tng 17 MT® (# ouplkh oapbBpltLida)
»TowC OUCTNUOT LKA CUUNTOUOATO (IUPETLO, QPpIlkLX)

»ALGpKe Lo oupntopdtev: omd eRdouddsc fwc kol Alyoug ufpvec (# ouplLlkA

apBpltLda)

Rosenthal AK & Ryan LM, N Engl J



Calcium pyrophosphate deposition (CPPD)
disease

* Ioopbyovteg KLvOUvoUu / oxetLlldbuevec KoaTaoTdoELC:
»HAN k(o (omdvia n spuedvich tnc <60 £1dVv),
»OoctsoopbpitLda,

» Kaxkooes L g,

»MetaBoAlkéc dLatapoaxéc (m.x. vunepnoapobupcostdLlopdc, UIDOPOOPATACLA,

uropyoyvnoLatluio, aluoxpoudToon)

»Xoovia vepp Lk vdéococ (x2.3 via KALVLIKA vdoo), CPPD-pattern éwc Kol

OoT0 ~43% TV aoBevav und olLuod LGAuUon

* EXAUT LKOL mmopdyovTiec:

» ToaUuo, Xelpoupyelio, stress, ofsla voéonon,

Rosenthal AK & Ryan LM, N Engl J



Calcium pyrophosphate deposition (CPPD)
disease

* Aev DLAKPLVETOL TAVIA €UXALPOC KALVLIKX amnd tTnv ofela
OUPLKN apbBplTtLda 11 dAAeC KpuUoTaAAloyveveic (BCP,
calcilum oxalate) 1 tnv onmtlkh aebpltLda

VAIE LKOVLOT LK&: XOoVvdpaoREéoTwon

vMLixpoBLoAoyLKO[ dpol — avayvhp
KOUOTHAAWV :
- KukALkO mpoc poufoeldéc oxnuo

- EvdoxruttdpLol > géwrkUutTtdpLOL

. [y A ~RAN
Needle shaped, strong negative birefringence Rod or rhomboid, weak positive birefringence

- A0OeVvOC 0T LKN OLIAOBANOCT LKOTNT W et ) Bl it eperson



Anakinra yiLa CPPD- T. yvwpilounpe péxpl
cHuepa

Aedouéva undédvo amnd case reports/case series/observational
studies, vLo:

»BooxunpdBeoun amoteAsopot LKOTNTA o ofsla CPPD apbpltLdo

»MokponpdBeoun xophynon o xpdvioa CPPD apbBpltida 1O oc
TPOPUANED

OL mepLoodtepec €& AUTOV OVAPEQLOUV QOPAAE L KOL KOAN N
LEP LK OVTAIOKPO LON

Yrnotponéc oto 27-37,5% evidCc uepLKOV  unvov  oe  Oo0oucg
O LEKOPOV

e ESRD: 1 mepintwon acBevoUug, mou £Aafe Anakinra yia ofela
UTIoT OO L& OoUod & ITOOPUAXEN - KOADN KO L IIOPATETOUE VN
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T CASE SERIES

Anakinra for Refractory Pseudogout in Patients with End-stage Renal Disease on
Haemodialysis

Christina Antoniadou® (7, Nikolaos Fytanidis' (), Vasileios Devetzis?, Konstantia Kantartzi®, Charalampos
Papagoras' ([

First Department of Internal Medicine, University Hospital of Alexandroupolis, Democritus University of Thracs,
Alexandroupolis, Greece, “"AKESIOS” Dialysis Centre, Alexandroupolis, Greece, “Department of Nephrology, University
Hospital of Alexandroupolis Democritus University of Thrace, Alexandroupalis, Greece

ABSTRACT

Calcium pyrophosphate deposition (CPPD) arthritis is the second most common type of crystal-
induced arthritis after gout. Acute flares are commonly treated with non-stercidal anti-inflammatory
drugs, intra-articular or short-term systemic glucocorticoids or colchicine. However, since there is
no pharmacological treatment to reduce CPPD crystal burden, relapsing or chronic CPPD arthritis
may be challenging to treat, particularly in patients with end-stage renal disease who are at risk for
toxicity of the above medications. Since IL-10 appears to be driving CPPD arthritis, we treated two
patients with chronic CPPD arthritis and end-stage renal disease on haemodialysis with the IL-1[3
receptor antagonist anakinra. In both patients, arthritis resolved quickly, while continuation of anakinra
maintained remission and allowed complete glucocorticoid withdrawal. Therefore, anakinra may be
a safe and effective option both for short and long-term treatment of CPPD arthritis in patients on
chronic renal replacement therapy.
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AutopAeypovadn voonpota (AIDs) - KoLva
XOPOKTINPLOT LKA

[Teplod Lk NI XPOV LA OCUOTINUAT LK QAEYVUOVI
ATTopoUOuLOnN ITNC £ueUINCG avooloacg
ATouoc il GQUTOOVTI LOOUAT®WVY 1) AUTOOPUOT LKOV T—-KUTTAPWV

Anouocila Aoluwénc

Edv moapopeivouv adldyvwota / xwplc Oepamela kKATaAyouv o€
POV Lo RBAGBRN opyAVOV-—OTOXWV



IL-1-mediated diseases

NLRP3 spectrum MEFV spectrum DIRA
* Cold urticaria * DIRA * NOMID
* PLAID syndrome * sJIA/AOSD * CRMO/Majeed
* DIRA * Behget disease * SAPHO syndrome
* sJIA/AOSD * Inflammatory bowel disease * DITRA/GPP
* Vasculitides * CARD14-mediated psoriasis
* Malignancy * PAAND
TRAPS MKD spectrum PSTIP1 spectrum CDC42/NOCARH
* MKD * FMF * Hidradenitis suppurativa * NOMID
* IBD * TRAPS * PASH * NLRC4-related disease
* sJIA/AOSD * PFAPA syndrome e PASS e Familial HLH
* Systemic lupus * CAPS * PAPASH
erythematosus * Behcet disease e Septic arthritis
* Vasculitides * HA20 * Crystal-induced arthritis

Broderick L & Hoffman HM. Nat Rev Rheumatol,
2029



IL-1-mediated diseases

H AVOYVOP LOoN QAU TOV TWOV
oUVOPOUWV TIOPAUEVE L uilo
npoxkAnon!

H KUKAOQOQOUOX TL-1 dEV

cuoxetiletal pe 1o alTtLo 1INC
vooou kal/f tnv é&apon

Aev undpxel KAIOLO YPEHYOPEO,
e UKOAO KO L af LOIILOTO
dLAYVWOT LKO assay via 1nv

KOONUEP LV KALV LKL TIPAKT LKN

ToAolTIwpla  VLId
KOIIOC YLO TOV
Vi 1o oUoTnuo

TOV
LaT PO,

acBevn,
KOOTOC

to blocking IL-1{7 (EISROUREIOMIIBIEHaRICeuIStEs RN
mediated inflammatory conditions is in the low nanogram range
EENEIE S fouRdNRNERENGFCUIAEoNY Therefore, the use

of anakinra has provided the data on the role of IL-1 in a broad
spectrum of inflammatory diseases. Table 1 summarizes the joint,

as a rheumatoid arthritis-like disease and can succumb to lethal

artcriris. The best evidence for a role for either IL-1at or IL-1B in

[@@USaliey) Even in the most severe IL-1B-mediated autoinflamma-
tory diseases, IL-13 levels in the circulation increase only by factor
of five [3].

ongoing anti-inflammatory process occurring in both
phases. Surprisingly, serum concentrations of IL-1p,
the cytokine thought to contribute most to the patho-
genesis of FME are normal or even decreased in patients
with FMF during acute attacks or in remission periods

Dinarello CA, van der Meer JW. Semin Imm
Ben-7zvi I, Livneh A. Nat Rev Rheumatol.



Neutrophil extracellular traps (NETs)
carrying IL-18

control

FMF-attack PMNs
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CYTO-plex

IL-1B8/DNA complex ELISA

byonoy

Plasma EDTA

\\(/ anti-IL-18 Ab

@

Rk DNA

Measurement of the signal
(absorbance) generated by the
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Autoinflammatory diseases
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IL-13/DNA complex
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IL-13/DNA complex elevation distinguishes
autoinflammatory disorders from autoimmune and

infectious diseases

IL-1-mediated aulvinfllammatory diseases [AID)
consisl of a helerogeneous group of innale immuo-
nily disorders [1]. Despile increasing awareness
and research, dilferential diapnosis, particularly
from olher lebrile conditions, allowing the Gmely
inilialion of appropriale therapy remains chal-
lenging because no diagnoslic assay suilable [or
everyday clinical practice exisis. In this conlext,
several reporls have shown thal circulating levels
ol ree [L-1 are neither informalive nor correlated
wilh disease causalily and for Dare [2]. However,
previous studies mdicaled thatl the release of neu-
Lrophil extracellular traps [NETs) carrying IL-18
on Lheir DNA struclure is a prominenl fealure of
infllammalory allacks in familial Medilerranean
fever and other AID |3, 4]. Despile the esltablished
role of microscopy methods Lo study NETs [5], we

of well-characterzed patients with inflammea

disorders. Significantly higher values ol IL-1 8 /DNA
complexes in AID [are, compared Lo active auloim-
mune theumabtic diseases [(ARD), acule infec-
Lioms (INF), and healthy individuals were observed
[Fig. 11). These resulls were [urther supporled
by immunolluorescence microscopy in randomly
selected patients rom the conlrol groups (Fig. 51).
A cul-ofl of =0.050 arbilrary unils was sullicient
Lo distinguish AID [rom either INF or ARD wilth
a sensilivily of 92.0% and a specilicily of 86.4%
(AUC of the ROC 0.922 £ 0.042; p = 10°") (Fig. 1J,
Table 51). O nole, levels of ciroulating ree [L-18
and cell-lree DNA, as measured simullaneously by
a commercially available IL-1§ ELISA and SYTOX-
green dye, respectively, did not diflfer among groups
(Fig. 1K,L). Moreover, in the total number ol sam-
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Key points

Anakinra oOQOANC KOL OIOOTEASOUAT LKL emLAoyh yia Toxela Ueeon tng CPPD
apBplTidac & VIO PAKPOXEOV L TIIPOPUACKT LKL aywyn o acBevhg ue
aLuokaBalpduevouc aocbevelc

KaA&d avextd kol 0OHynoe o€ OUpATETOREVN UQeon okKOUo HeET& TNV O LOKOIN
TOU

e oluoraboalLpdusvoug oaobBevelc pe  kpuotoaAdovevelc apbBpltidec (omou
UNIXOXOUV E€IMLIIAEOV IHeEPLOPLOUOL OTLC BEPAIEUT LKEC E€MLAOYVEC & ONUOVTI LKA N
artoeuyny Ttwv GCs) =P n noboeuoloiovia tnge voéoou, 1n  andvinon  vyLo

otoxeunévn Bepamnela =P Kineret pLo

Avaykn via RCTs via tnv afloAdynon tou pdOAOU Twv IL-1 aVaCTOAE®WV OTNnV
CPPD, (dLaltepa o waobBevelc pe ESRD mou &xouv ALyOTepeC OepAIeEUT LKEQ
EVOUAANOKT LKEC.

H diLapoptxky dL&yvwon INnc EAeYHOVAC AYVOOINC OLTLOAOYLOC TOpaUdEVE L
OUOKOAN KOl QIIXLTINT LKA
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