IQANNH2 AAE=IOY

[MTAN/KH PEYMATOAOI'IKH KAINIKH
[1.I.2N.AAPIZA2




TA=INOMH2H

MeyaAa ayyeia
[1lyavTokuTtTapikr/kpotagikn aptnpeitida (GCA)
AptnpiTida Takayasu (TA)

Meoaiou pey£boucg ayyeia
Olwdnc TmoAuapTtnpitida (PAN)
[MpwTtotradnc ayyelitida Tou KNZ (PACNS)
Nooog Kawasaki



TA=INOMH2H

MikpoU peyEoug ayyeia

Kokkiwuatwon pe moAuayyelitida (Wegener's) — GPA
MikpooKoTTIK) TToOAuapTnpiTIg/TToAuayyelitida (MPO)
2.UvOpopo Churg-Strauss (CSS)

[Toppupa Henoch-Schonlein (HSP)

AyYEIiTIOO Kpuoo@aIpIVAIMiag

Ayyelimida utrepeuaicOnoiag (HUVS)

AeuTtepoTTabeic ayyeliTideg (vOool OuvOETIKOU I0TOU, 10i
KATT)



The course is usually rapid and full of
incident, progressing to death in, on
average, five months, [and]
occasionally in as little as four weeks.

Br Med ] 1958; 7:- 265



Estimated five year survival rates of vasculitis
syndromes

Vasculitis Percent survival
Polyarteritis nodosa 50 to 80
Churg-5Strauss syndrome 50
Wegener's granulomatosis 75
Hypersensitivity vasculitis 85
Henoch-Schonlemn purpura a5
Giant cell arteritis ag
Takavasu artentis 80 to 90

Estimated survival compared with normal population



Diseases to be

addressed

WG, MPA, CSS, PAN, Cryoglobulinemic vasculitis,
GCA, Takayasu arteritis

2 | Initial assessment | Involvement of expert centres, structured clinical
examination, role of ANCA, staging of disease, biopsy
3 | Remission Cyclophosphamide, Methotrexate, High dose
induction glucocorticoids
Doses, route of administration, regimen of intravenous
use, prophylaxis against Pneumocystis jiroveci and
osteoporosis, tapering of glucocorticoids, bladder
protection, anti-emetic therapy, monitoring for drug
toxicity, plasmapheresis
4 | Remission Choice of immunomodulator, length of treatment, co-
maintenance trimoxazole
5 | Relapsing disease | Choice of immunomodulator, referral to expert centre
6 | Refractory disease | Choice of immunomodulator, experimental therapies
7 | Cryoglobulinemic | Choice of therapy, antiviral therapy
vasculitis
8 | Polyarteritis Choice of therapy, antiviral therapy
nodosa
9 | Monitoring and | Structured clinical examination, blood test monitoring,
follow up urine analysis, vaccination, fertility and contraception
10 | Complications of | Anaemia, Hypertension, thromboprophylaxis,

disease

reconstructive surgery, renal protection




KPOTA®IKH APTHPITIAA

MH ENINAETMENH NO2Oz

Aoon Xpovog
40mg/d - 60mg/d Tpedvidovn Apxikry 66on, £€wc Tov
ENEYXO TNC VOOOU
ueiwon ava 10mg kabe 1-2 2 MNVEC

eBOopadec, Ewc Ta 20 mg/d

ueiwaon ava 2,5mg, €w¢ 1a 10 mg/d  K&Be 2 — 4 eBOOUAdES

ueiwon ava 1mg KGO 1-2 unveg
EMINAErMENH NO2OZ

I.v kKopTi{ovn 500-1000mg/d x 3, pyeta 60mg/d

Dasgutpa et al. GCA Study Guideline Study Development Group, Rheumatol. 2010



KPOTA®IKH APTHPITIAA

* [1POOTITIKEC MEAETEC
- Methotrexate

- Azathioprine

- Infliximab

* AVOOPOMIKEC MEAETEC
- AcoTripivn

« Case reports / JIKPEC OEIPEC



KPOTA®IKH APTHPITIAA

 Individual patient data meta-analysis of 3 RCTs in newly
diagnosed GCA. High dose steroids + randomly assigned
MTX 7.5-15 mg/week orally

« Absolute reduction in relapse risk remains moderate with
4, 5 or 11 pts would have to be treated to prevent one 1st
and 2nd relapse or one first relapse of cranial symptoms
up to 48 wks

e Limitations:
- Small numbers

- Mean observation time did not exceed 55 wks thus
possibly lacking power

- MTX dose is lower than currently used

Mahr, et al. A& R 56: 2789, 2007



KPOTA®IKH APTHPITIAA

« PC-DB trial; 31 patients studied for 52 weeks;
17/31 had GCA; 16 AZA, 15 placebo

* Aza 50 mg tid (av. dose 1.5-2.7 mg/kg)

« At 52 weeks, the mean prednisolone dose was
1.9 with AZA and 4.2 with placebo, p<0.05

* Problems:
- Small numbers
- Slow onset

De Silva and Hazelman. Ann Rheum Dis 1986; 45:136-138



KPOTA®IKH APTHPITIAA

o 44 pts, multi-center RCT, 2:1 infliximab: placebo
randomization

o 40-60 mg prednisone until remission and then Infliximab
5 mg/kg was added to the study group

 Results

- Infliximab did not increase likelihood of being relapse
free at 22 wks

- No difference in AEs

- Early termination (based on interim analysis at 22 wks
in planned 54 wk trial)

- lIssues: The sample was too small to rule out modest
infliximab effect, fixed dose

Hoffman, et al, Ann Int Med, 2007



KPOTA®IKH APTHPITIAA

Etanercept (Martinez-Taboada et al, Ann Rheum Dis,
2007): RCT, 17 pts., not definitive

Adalimum_ab (Leydet-Quilici H et al Joint Bone Spine
2007). positive case report

Leflunomide (Dharmapaliah et al, Ann Rheum Dis. 2009):
positive case report

Rituximab (Bhatia et al Ann Rheum Dis. 2005). positive
case report

Tocilizumab (salvarani C et al Rheumatology (Oxford)
2011 Nov 10) :positive report of two cases



KPOTA®IKH APTHPITIAA

Low-dose Aspirin and Prevention of Cranial

Ischemic Complications in GCA (Nesher, et al,
A&R, 2004)

Antiplatelet and Anticoagulant Therapy in
Patients with GCA (Lee, et al, A&R, 2006)

Impact of Antiplatelet therapy in the
development of severe ischemic

complications in GCA (Narvaez, et al Clin Exp
Rheumatl 2008)

OAeC avadpOUIKEC MEAETEC



KPOTA®IKH APTHPITIAA

» 2 relatively large positive studies; the third
with 121 patients was negative

» Suggestion of efficacy in preventing the
most significant feared complication of
GCA (ischemic events)



KPOTA®IKH APTHPITIAA

* QEPATTEIO UTTOTPOTTWV

- per os/i.v kopTi(bvn avaAoyad PE TA GUUTITWHATA

* 2UVEXEIC UTTOTPOTTEC (>2-3), N OTTOYOAQKTI-
OMOG, TTAPEVEPYEIEC KOPTIKOEIOWV

- TIPOO0ONAKN AVOOOKATAOTAATIKWYV

<f\>

Methotrexate Azathioprine (o€ avtevoeicn/
un avoxn MTX)

« XapnAn 66on aoTpivng (o€ un avTévoelen)

Dasgutpa et al. Rheumatol. 2010



Takayasu

* AVOOOKOTOOTOATIKA pAPUOKO
» KOopTIKOEION

» Methotrexate

» TNFa Antagonists

» Cyclophosphamide

» Azathioprine

» Mycophenolate

» Leflunomide



Takayasu

* KopTIKOEION

v Apxikry 660n: 45 — 60 mg Tpedvildvn — UPEDN

v Meiwon: €éwg 10% tn¢ déoncg ava efdopdda (To YEYIOTO)
v AlakoTrr €TTi dlaTpNong TnNS UPeoncg

v Auénon o€ eEGpoEIg

v [pooBikn kal AAAOU QAPPAKOU ETTI AVOEKTIKNG OTA
KOPTIKOEION) VOOOU



Takayasu

 Methotrexate

v [eplopiopéva dedopéva (case series data)
- NIH series with serial dye angiograms

v Qaivetal va JEIWVEL TNV TTIBAVOTNTA UTTOTPOTTAC
Kal/n TTapExel yia peTpla glucocorticoid-sparing
opaon

v If beneficial, effect is likely modest




Takayasu

e Anti-TNF s (Guy Hoffman et al A&R 2004)

« 15 patients with TAK with relapses

- 13 on glucocorticoids; 2 refused further GCS

- 13 also on other immunosuppressive agents

« 7 etanercept, 8 infliximab

« 10/15 with complete remission-off glucocorticoids
* 4/15 with partial remission-50% reduction in gcs
« 1/15 patient did not have response

* Relatively short follow-up period

* Follow up study of expanded cohort showed similar
results

* Tocilizumab — positive cases



Takayasu

Takayasu

l

Koptildvn 40-60 mg

Augwolia oTn peiwon doang l AmroTeleruaTIKG

MTX I ATroTehEd HOTIKO
Azathioprine » | Meiwon 8éong kopnZévng

Leflunomide
Mycophenolate

i AmroTeheopoTikg
Mn urrmahﬁtrumlml

Cyclophosphamide

Mn cToTehegpoTIKG ATToTeAeo paTIKO

Anti-TNF a




Definition of disease stages in AAV
according to EULAR

Category Definition

Localized Upper and / or lower respiratory tract disease without any other
systemic involvement or constitutional symptoms

Early Any, without organ-threatening or life-threatening disease

systemic

Generalized | Renal or other organ threatening disease, serum creatinine < 500
pmol/L (5.6 mg/dl)

Severe Renal or other vital organ failure, serum creatinine > 500 pmol/L
(5.6 mg/dl)

Refractory Progressive disease unresponsive fo glucocorticoids and

cyclophosphamide




BVAS

_Asuessor: Date of assessment - .
IF all abnormalities are due 10 persistent disease (actne

Tigk an ilem only if atiribidable o active vasculitis, B
there are o abnommalities n a seclion, please tick
“Mome” for that organ-system.

vasCulitis which is npt nenscheprss in the pror 4 weeks), tick he

PERSISTEHT box at the botiom right comears

Iz this the patient’s fire! assessment? Yes O Mo O
More Active Mo Active disease
disease

1. General L) 6. Cardiovascular L]
Myalgia O Loss of pulses o
Arthralgla F arthritls o Vahular heant dessass o
Favar =38° C o Paricardilis L]
Weight loas =2 kg o Ischaremic cardias pair o
2. Cutaneous o) Cardiommyopathy L)
Infarct ) egtive cardiac failure o)
P L) 7. Abwdorminad L]
Lhcer L Fertomnitis L)
Gangens L) Bloody diamhoea o
Crtheer sking warkeulitis = Ischasmic abdominal paen o
E.Eh:r::nus membranes 3 8. Renal o
houth ulesrs L) Hypertensikon O
Genital ulcers Lo Proteimnuria =1+ o
Adnexal inflarnmation L) Haematunia =10 RECs/hpf o
Significanl proplosis o Serum reatindre 125249 procdl.” o
Sleritis f Episeleris o Hoenam ¢reatinire 250-489 prroll” o
Congunctivites [ Elepharitis / Keratits o Serum creatinine 2500 prmolll” o
Blurred vision L] Riza in sarum creatinine =30% or fall in o
Sukden visual loss o craatinine dearancs >25%
Lhreitis o *Can only be scored on the firgt assessment
Ratinal changsas (vasculitis f 9. Nervous system L

thromibosis § exwdate ! ] Headache L

haemomhage)} Meningilis o
4. ENT L] COrganic confusion L)
Bloody nasal discharge | cnusts / o Seures (not hiypertensive) O

ulears F granulcmata Carabroyascular accident o
Paranasal sanus imsobvwerrsint L Spenal cord baslon o
Subglottic stenogis > Craniai nerve palsy i
Conductive hearing loas o) Senzory peripheral neurcspathy L
Sansorineural haarning loss =) honormuritis multiples Lo
5. Chest (]
Wheeze ) 10, Other L)
Modules or cavities ) a. o
Plaural sk | pleurisy o b. o
Infitr ate ] [+ L)
Endobronchial imsohvement L) d. =)
Maschne hasrmoptysis [ alveolar o PERSISTENT DISEASE ONLY:

haemormrhage & {Tick here i all the abnomnalities are due D
Respiratory failure o persistent disease)




Five Factor Score (FFS)

» Each of the following have a score of +1:
— Age > 65 years

— Cardiac symptoms

— Gl involvement

— Renal insufficiency (>1.7 mg/dL)
* The following has a score of -1:

— ENT involvement
5 year mortality risk (%): FFS of 0 =7.5

FFS of 1 =20
FFS of 22 =47



NOoo¢ O¢parreia

ETTaywyn u@eong

MTX 15 mg/w, auénon o€ 20-25

[Tpwiun CUCTNPATIKA Mo/ + GC
CYC iv/oral + GC. Aiapkela: 3-6m
["evIKEUUEVN oral or 6-9 WOEIg iV

(EvaAAakTika ptropéei Rituximab)

, OepaTtreia yia YEVIKEUNEVN vOoO +
Bapia (Cr.>5.6 mg/dL)  [oouavaipeon

, 1 mg/kg/d oral. Meiwon o€ 15 mg/d
Zuyxoprwncr] GC N AIlyOTEPO EVTOG 3 uNVWV




NOoo¢ O¢parreia

Alatnpnon uPeong

) ) AZA 2 mg/kg/d oral + low dose GC
MeTa TNV €TTiTEUCN Leflunomide 20 mg/d + low dose GC

UCP%ZOT]Q MTX 20-25 mg/wk + low dose GC
Aildpkeia: Touhaxiotov 18 pnveg

2.uyxopnynon GC < 10 mg/d TpedVI{oVN/TTPedVIOAGVN




NOCOC O¢epartreia

AVOEeKTIKN, UTTOTPOTTIA(OUCQ KOl ETTIMEVOUCQ VOOOC

IVIG 2 g/Kg yia 5 pépeg
Rituximab i.v
MeTd G'ITOTUXI'G standard Infliximab 3-5 mg/Kg i.v, 1-2 ava

, , MAva
Bepartreiag Upeong MMF 2 g/d oral

ATG 2.5 mg/kg/d i.v yia 10 pépeg
(Trpocapuoyn o€ aplOuo AsUKwYv)




Rituximab vs Cyclophosphamide for Induction
of Remission in ANCA-Associated Vasculiis
A Randomized Controlled Tnal (RAVE)

BVAS/WG = 0 and prednisone = 0 mg

e ¥ L Limeresnce

n=54 (%)

63 (63.6%) 52 (53.1%) 10.6

95% CI (%) 541,732 431, 63.0
BVAS/WG = 0 and prednisone <10 mg

Difference

=99 n=98 7o )
Yes 70 (70.7%) 61 (62_.2%) 8.5
95% C1 (%) 61.8, 79.7 526 71.8




Major Renal Disease Subset

>1 major BVAS/WG item
Creafinine clearance
Achieved primary outcome
BVAS/WG =0, Pred <10 mg

Increase in creatinine
clearance

49 (49.5%)
53 mL/min

67%

+11 mL/min

e

n= :L
20 (51.0'%)

69 mL/imin pP=004

T0%

+ 10 mL/min




Alveolar Hemorrhage Subset

n=98§
Alveolar hemoimmhage at BL 27 (27.3%) 24 (22.0%)

Achieved primary outcome 29.3% 47 8%

BVASWG =0, Pred <100 mg T0.4% 60.9%
Early treatment failure 3 1

Crossover 2 1

Death by 6 months L 0




Main RITUXVAS Results

No difference between treatment arms of:

* Mortiality high: 18% In each amm
Sustained remission at 12 months:
» RTX 76% vs CYC 82% (ITT analysis)
» RTX 93% vs CYC 90% (of survivors)
* Time to remission. RTX-90days vs CYC -94 days

Relapse rate

Time fo relapse
Improvement of renal function

* Adverse evenis rate

Conclusion: over 12 months one course of RTX achieves the
same results as 6 months of CYC followed by AZA.




[1po¢ acloAdynon

* AAAec B-cell-depleting Bepartreiec
— ocrelizumab (humanized anti-CD20)

— ofatumumab (human anti-CDZ20)

— epratuzumab ( huminized anti-CD22)

— belimumab (humanized anti-BAFF)

* AvaoToAcgic Twv: MAP kinases, tyrosine
Kinases Kai lipid kinases

* AvaoToAcic proteasome (bortezomib)



O¢partreia Churg-Strauss syndrome

ETraywyn ugeoncg

Me kaAn Trpoyvwon (FFS=0)

GC 1 mg/kg/d yia 3 wk, geiwon 10 mg
kaBe 10 d £éwg 0.5 mg/kg. MeTa peiw-
on 2.5 mg avda 10 d wg TNV €AAxI0TN
OpaoTikn 66on N diakotr or 1 i.v
won (15 mg/kg) ka1 peta per os GC
(wg TTapaTTAVW)

2¢& £C0POTN TO TTPWTO £TOG 1| ATTOTUXI
Bepartreiag rpo60o0eCE:

AZA 2 mg/ kg/d yia TouAaxiotov 6 mo
or 6 CYC woeig (600mg/m?) kaBe 2wk
yia 1 mo, HETA avd 4 wk TTEPAITEPW




O¢epartreia Churg-Strauss syndrome

ETraywyn ugeong

Me kakn Trpoyvwon (FFS 2 1)

3 ouvexeigc GC woeig (15 mg/kg) Tig
MEPEG 1-3 + per os GC (wg TTpIV)
EMITTAEOV

12 CYC woeig (600 mg/m?) kae 2wk
yvia 1 gyava, peta kade 4 wk i short-
course of CYC:

per os 2 mg/kg yia 3 uAVEG N

6 CYC woeig (600 mg/m?) kdBs 2wk
yia 1 gva, peTd Kade 4 wk

akoAouBoupevn atré AZA 2 mg/kg
yia 1 XpOvo 1 TTEPICOOTEPO




O¢epartreia Churg-Strauss syndrome

MTX 10 — 25 mg /week

Alatnpnon U@eong  Cyclosporin A (1.5 — 2.5 mg/kg/d)
Azathioprine ( 2 mg/kg/d)

NMAaopagaipeon
IVIG (0.4 g/kg/d for 5 days)

Interferon—a (3 million IU 3 times/wk sc)
AvTiI-TNFs: infliximab, etanercept,
adalimumab

Rituximab (325 mg/m? for 4 wk)

AVOEKTIK VOOOC




My cophenolate 2?7 O-\ ' Methotrexate
IVIG GO// OAzathinprine
D/ \‘O Imatinib

Rituximab

Anti-lgE ?7Anti-IL 5
N Cyclophosphamide



Mepolizumab as a steroid-sparing treatment option
in patients with Churg-Strauss syndrome

60 Treatment Phase  |[Wash Out Phase Safery Monitoring Phase
- 140
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7
£ - 8
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ﬂ T LA | T r-rF F-° T 1T T 1 L] T 1T & 7 §T 7 1 rFr § 1 L L LI | LI ']
4 -2 0F 2 4% 6 8% 10 12% 14 16 I8 20 22 24 26 28 30 32 3 35 38 40
Wesks

—4—3SteroidDose —8—% Eosinophils *mepolizumab infusion

Conclusion: Mepolizumab is a safe and well-tolerated therapy in patients with
CSS, offering clinical benefit by enabling corticosteroid tapering while
maintaining clinical stability

Kim S et al. J Allergy Clin Immunol 2010;125:1336-43



Churg-Strauss Syndrome in Patients
Treated With Omalizumab

Materials and methods: The objective is to describe the
characteristics of CSS in patients treated with the anti-IgE
antibody omalizumab. We identified 34 cases of CSS.
Conclusions: CSS may develop in patients receiving asthma
medications who have an underlying eosinophilic disorder
that is unmasked by the withdrawal of therapy with
corticosteroids, or in patients who delay therapy in favor of
other medications. Omalizumab treatment may unmask
CSS due to the weaning of corticosteroids in some
asthma patients or may delay corticosteroid treatment
allowing for CSS to manifest.

Wechsler ME et al. CHEST 2009; 136:507-518



PAN

‘HT1Tia vVOOOC (apBpahyieg, avaipia, veppd:ke, dépua,
OX! VEUPIKO-TE2) 1

GC 1mg/Kg/d (peyioto 60-80mg/d) — peiwon 5-10mg
ava 7-10 pepeg Ewg 20mg/d — peiwon 1mg ava 7-10
HEPES

Mepovwuevn OEPUATIKN VOOOC — GC (wg
TpIv). Av OXI attoTéAeoua TTpoocOnkn methotrexate/
azathioprine



PAN

* MeTpla/Baplid vOOOC (veppikn aveTrdpkeia,
IOXAIMIa MEOEVTEPIOU, TTOAAATTAN HOVOVEUPITIOO) r']/ KAl
life-threatening kaTaoTdoE€IC

!

« GCi.v(15mg/Kg/d) yia 3d, petd per os + CYC per os
(1.5-2mg/Kg/d)  CYC waoei¢ (600-750mg/m?) yia 6
unNveg, HETa azathioprine (2mg/Kg/d)

Algpkela: TouhaxioTov 18 unveg

o Y'ITépT(XG N. ACE — av augnon kpetivivng >20-30%,

TOTE aAAayn (TT.X avaoToAEic dlaUuAwyY aoBeaTiou)

* AvTI-TNF: case reports




PACNS

* OxI TTPOOTTTIKEC MEAETEC
* Ox1 cageic ouoTaoelc Bepartreiag
* [evIKQ

» EvTotriopEvec BAGPEC — iI0WC KOPTIKOEION
uovoBepartreia

» 110 d1axuTeC BAAEC — KOPTIKOEION +
KUKAOPWOPAUIion



O¢paTtreia PANCS

GC 1mg/Kg/d per os R

GC i.v woeig (15mg/Kg/d yia 3 — 5 pEpPEG)
E'ITGVU.)YF'] l’J(ng'r]g KOl OTN OUVEXEIQ per 0S (WG TTapaTTavw)

CYC per os (1.5 - 2.0 mg/kg/d) n

CYC i.v woeig (600-750 mg/m?) yia 6 m

AZA 2 mg/kg/d oral + low dose GC

A : , MTX 20-25 mg/wk + low dose GC
JRrTRITFer T ARG MMF 2-3gr/d + low dose GC

Aldpkela: pun Kabopiopévn

IVIG, TTAacpa@aipeon, ATTOKAEIOTEG

[TpoC aCloAOyNon  SiavAwv acBecTiou, ayyeI05IACTAATIKG,
AVTIAIMOTTETOAIOKA




PACNS

* Ox1 ouoTdoecic yia aciohoynon Bepartreiag

* ['evIKQ TTPOTEIVETAI

e 2UXVN VEUPOAOYIKN €KTiNON (ava pRva)

« KAIvIKA BeATiwon icwg deixvouv:

- BeATiwon kepaAaAyiag

- [ltwon OEIKTWV PAEYHOVAG

- MRI: ox1 veéeg BAGREC r/kan BeATiwon Twv TTAAIWYV
 ENY: emmaveAeyxoc o€ 12 ¢fOonAdEC

 MRI ava 3m 10 TTPpWTO £TOC KaI AvA 6mM TO OEUTEPO



HSP

e 2UVNBWC evuddaTwon, avarrauon
* ApBpIKa/KolAioka aAyn: M2ZAD

» ‘Evrova kolAiaka aAyn: GC 1-2mg/Kg/d
(MEyioTO 60-80mg/d) — apyn peiwon

o 2€ eykoAeaopo 1a GC uytropei va auAuvouv
TQ CUUTTITWHATO



HSP

* Neppikn TTPO0B0oAN

* 'Hmeg repimrtwocig (Trpwreivoupia<igr/d,
aiyatoupia, GFR:kp) — oxi1 Biowia /
ouvTNENTIKN Bepartreia

» [lepaitéEpw BeparTreia / Bioyia OE€:

- Neppwaolkd ouvdpouo

- Ne@pikn avettapkela

- YTéptaon

- Crescentic glomerulonephritis

- AlauecoowAnvaplakn ivwon



HSP

» KopTidovn

- 1.v 250-1000mg/d yia 3 pepec — per os 1mg/kg/d yia 3m

 GC + Azathioprine: KaAO atroTéAEOUQ

 CYC: not superior to GC

* [TAaouagaipeon: KAAG atroteAeopa (Aiya
OeOOUEVQ)

o [VIG: KaAO atToTEAECUA (MIKPEC OEIPEC)

* AANa eappuaka: ACE = ARB, nmrapivn /
warfarin, OITTupIOaOAN



HUVS

° Asppoml(r'] VC')O'O(; — QAVTIOTAUIVIKA £ KOTATTPAU-
VTIKA (D1paividpapivn, udpocudlivn, TTpouebadivn Ka)

* AVOEKTIKN OEPUATIK VOOOC — GC 0.5 -
1mg/Kg/d, dawodvn, udpoEuXAwpPOoKivn, KOAXIKIVN
* ApBpiTida: MZAD

* Bapid/avBekTtikn voooc — GC Kal

- CYC oralli.v

- Cyclosporine A, Methotrexate, Mycophenolate, IVIG
- [Aaouaaipeon

- Rituximab, Anakinra

» Aayovn o€ TIVEUNOVIKN TTPOCBOAN



