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Oriassejtes arteritis - klinikai
manifesztaciok

Néegy f6 tunetcsoport:

Cranialis erek:
carotis externa (=klasszikus arteritis temporalis)

Intracranialis (gyakran vertebrobasilaris, ritkabban
carotis interna — stroke!)

Extracranialis erek (végtagok, mellkas, has)
Csak altalanos gyulladasos (FUOQO)
Csak polymyalgia rheumatica



Extracranialis erek érintettsége
oriassejtes arteritisben

on Sl A betegek tobb
mint 30 %-anak
nincsenek cranialis
Thoracic 45-65% 12405057 tunetel — Csak
Ascending 124596405 extracranialis
e i i tinetek (felsd

Descending Unknown z
Abdominal 27-5496 4030 vegtag, aorta —
S 1/3) vagy altalanos
Carotids 17-629612:39-4050.57.104
Vertebro-basilar 8-1779%57104 (2/ 3)
Extremities
Subclavian 361009 9405057104 De Boysson, FP Essent 2016
Axil lary 18_44%11.19.40.50.57.104
Iliac 15,62%11.19.40.50
Femoral 1 2.53%&11;9.40.50.@;
Other
Renal 8.35%40-57
Coronary Unknown
Mesenteric 18-239%64°5
Any type of large vessel
involvement 68-83%+

Aorta

Meta-analizis

ensen KD, Neth J Med 2016



Oriassejtes arteritis - tiinetek

Tovabbi nagyerek (extracranialis)
Aortitis!

Subclavia rendszer: Raynaud, pulzus- és vérnyomas-kulonbseg!
Hasi fajdalom, hasi angina, vékonybél ischaemia, verzes, necrosis
Malignus hypertensio (acut renovascularis stenosis)

Corticosteroid kezelés mellett aortitis lefolyasa 6 honap alatt:
9% gyogyult,
47% javult,
41% valtozatlan,
3% romlott
Aorta aneurysma képzddés rizikoja 17x.

NGi predominancia kifejezettebb, életkor alacsonyabb
extracranialis GCA-ban

Ismeretlen eredetl laz
Gyulladasos értekek

Fogyas, anaemia Marie 1, et al. Medicine (Baltimore) 2009

Assie C, et al, Medicine (Baltimore) 2011



Oriassejtes arteritis - felismerés

Jelentésen emelkedett We (> 50 mm/h), CRP,
anaemia
Fogyas, altalanos allapotromlas, legyengules
GCA és polymyalgia rheumatica - kozos:

50 év felett jelentkezik

Hasonlo nemi és etnikai gyakorisagi megoszlas

Jelentosen emelkedett We eés CRP

JO valasz corticosteroidra

GCA: 50-60%-ban PMR

PMR: 20 %-ban GCA

Doppler ultrahang, szemészeti lelet, biopszia...



Periarticularis bursitis és vallizuleti synovitis
polymyalgia rheumaticaban

Korlényeg: a
subacromialis,
subdeltoidelis,
trochanter,
ischaidicus, stb.
bursak és a
kornyezo izmok
intenziv
gyulladasa,
melyet a vall- és
csipoizulet
gyulladasa is
gyakran kiser

Salvarani et al. Lancet 2008




Trochanter bursitis és csipoizulet synovitise
polymyalgia rheumaticaban

.....

Salvarani et al. Lancet 2008



PMR Diagnodzisa

90 evnel idosebb beteg

Tipikus vall (90%) vagy csip6 (60%) fajdalom
Emelkedett sullyedes, CRP

A kis izuleteket nem érinti (ha igen: a
diagnozis inkabb RA vagy valami mas)
Rheumatoid faktor és anti-citrullinalt peptid
antitestek negativak

Anaemia, altalanos gyengeseg

Malignus daganat meglete kizarhato




Polymyalgia rheumatica - terapia

Alacsony dozisu corticosteroid (8-12 mg/nap)

Fokozatosan csokkentett dozis — legalabb
egy evig kell adni

Gyors doziscsokkentés: relapszushoz vezet
Relapszus esetén: methotrexate

Steroid-dependencia, steroid melekhatasok,
Kontraindikaciok, gyakori relapszus:

niologikumok (IL6-receptor antagonista jo
natasu)




EULAR recommendations for the use of imaging in
large vessel vasculitis in clinical practice: 2023 update
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Overarching principles

A. In patients with suspected GCA, an early imaging test is recommended to support the clinical diagnosis of GCA, assuming
high expertise and prompt availability of the imaging technique. Imaging should not delay initiation of treatment.

B. Imaging examination should be done by a trained specialist using appropriate equipment, standardised operational
procedures and settings.

C. In patients in whom there is a high clinical suspicion of GCA and a positive imaging result, the diagnosis of GCA may be
made without an additional test (biopsy or further imaging). In patients with a low clinical probability and a negative imaging
result, the diagnosis of GCA can be considered unlikely. In all other situations (including the case of an inconclusive imaging
result), additional efforts towards a diagnosis are necessary.

Recommendations LoE

1. Ultrasound of temporal and axillary arteries should be considered as the first imaging modality 1
to investigate mural inflammatory changes in patients with suspected GCA.

2. High-resolution MRI or FDG-PET* can be used as alternatives to ultrasound for the assessment 1
of cranial arteriest in patients with suspected GCA.

3. FDG-PET*, alternatively MRI or CT, can be used for the detection of mural inflammation or 1 (PET), 3 (CT), 5 (MRI)
luminal changes of extracranial arteries in patients with suspected GCA.

4. In patients with suspected TAK, MRI to investigate mural inflammation or luminal changes 3
should be used as the first imaging test to make a diagnosis of TAK.
5. FDG-PET, CT or ultrasound may be used as alternative imaging modalities in patients with 3 (CT) and 5 (PET and US)

suspected TAK. Ultrasound is of limited value for assessment of the thoracic aorta.

6. Conventional angiography is not recommended for the diagnosis of GCA or TAK as ithas been 5
superseded by the previously mentioned imaging modalities.

7. In case of a suspected relapse of GCA or TAK, particularly when laboratory markers of disease 5
activity are unreliable, ultrasound, FDG-PET or alternatively MRI may be considered for the
assessment of vessel abnormalities. Imaging is not routinely recommended for patients in clinical

and biochemical remission.

8. In patients with GCA or TAK, MRA, CTA or ultrasound of extracranial vessels may be used 5
for long-term monitoring of structural damage, particularly at sites of preceding vascular
inflammation. The frequency of screening as well as the imaging method applied should be

decided on an individual basis.




EULAR 2023-as ajanlas

A. temporalis + axillaris UH legyen az
elso képalkotd GCA gyanu esetén
(valtozas: egyutt mindketto legyen és
nemcsak cranialis GCA esetén, hanem
minden esetben)

Nagy felbontasu MRI vagy FDG-PET
CT alternativakent alkalmas a cranialis
GCA diagnozisara is (korabban PET-
CT nem volt javasolt)



EULAR 2023-as ajanlas

Extracranialis GCA-ban FDG-PET-CT
az elsokent javasolt, alternativaként
MRI-angio vagy CT-angio

Takayasu gyanu esetén MRI-angio
javasolt elsoként, alternativakent FDG-
PET CT vagy ultrahang

Hagyomanyos angiografia lll. a.
temporalis biopszia mar nem szerepel
az ajanlasban




EULAR 2023-as ajanlas: Képalkoto
eljarasok és utankovetés

Keépalkoto eljaras ismetlese:
Fellobbanas gyanujakor (féleg ha CRP értéke
alacsony, pl. IL-6 gatlas mellett): ultrahang vagy

~DG-PET-CT ujabb adatok szerint informativ tud
enni. Alternativakent: MRI-angio

Klinikai €s biokemiai remisszié esetén nem

Javasolt a kepalkoto eljarasok rutinszeru
ismétlése az aktivitas megitelésere.

Strukturalis karosodas (stenosis, aneurysma)

kovetésere: MR-angio, CT-angio vagy UH

javasolt — idozites, gyakorisag egyedi alapon




GCA relapsus

52 éves nbbeteg
Gyengeséq,
anaemia,
h6emelkedés
Staus: bal a. radialis
nem tap
GCAdg -
corticosteroid,
methotrexat
Korai relapsus:
tocilizumab indult
4 éven at: teljes
tinetmentesség, a.
radialis keringés
visszatért

2 év utan
csokkentés, 4 év
utan elhagyas
Fél év utan CRP
ismételten 10-20
kozott




Mellkas-has CT-
angio:

Bal a. subclavia
végig, valamint az
aortaiv, mellkasi
leszallo és a hasi
aorta és az a. iliaca
communisok fala
végig vastagabb,
max. 3,5 mm.

32 mg
methylprednisolon
Tocilizumab ismét




Képalkotd diagnosztika -
ultrahang

A. subclavia 90%-o0s szlUkuletét okozé GCA
— ,Makaroni jel”

,Halo’-jel (Gylra-jel)
Takayasu arteritis, a. carotis
communis Forras: Spira et al, AUR 2010


http://www.ajronline.org/content/194/3/848/F6.large.jpg

Ultrahang pontrendszer
—1 [akayasu arteritis
— ——detektalasaban

C: Grade 2, low echogenicity.

Fig. 1. Representative ultra- || — - - = <

OMERACT GCA Ultrasound
Score (OGUS):

Mindket a. temporalis és
axillaris

Halo jel esetén: intima-
media vastagsag / az adott
szegmens intima-media
vastagsag standard érteke x
halo jelek szama

Dejaco C, et al. The provisional
OMERACT ultrasonography score
for giant cell arteritis. Ann Rheum
Dis. 2023 Apr;82(4):556-564. doi:
10.1136/ard-2022-223367

Ma L, Clin Exp Rheumatol 2025



EUJLAR ajanlas - ultrahang

A. temporalis es axillaris UH: klinikailag
csak PMR: 26%-ban pozitiv; foleg PMR, de
bizonytalan GCA jelek is: 42% pozitiv;
valoszini GCA: 83%-ban pozitiv: pre-test
pro babil ItyI Stammler F, Dtsch Med Wochenschr 2009

Ultrahang:

mellkasi ereknél nem vagy alig (de: a.
pulmonalis, aorta billenty()

Tovabbi lehetosegek:
CT-angiografia, MRI/MRA, PET-CT



EULAR ajanlas - MR-angio

Cranialis GCA-ban MRI (MRA) ajanlott meg
(kontrasztos T1 zsirelnyomassal vagy T2)
Ha az ultrahang lelete kérdéses
Elonyok:
Osszes ér lathato (ECA: a. temporalis, occipitalis,
facialis, esetleg ciliaris) + ICA agrendszere is

Gyulladasos eltéresek (oedema, falvastagsag)
detektalhato

Diff. dg céljabal is gyakran felmerul (tumor, infectio,
prlmer cerebralis angiitis, egyéb vascularis tortenes)

Ertéke hasonld az ultrahanghoz — szenzitivitas 69 ill.
73%, specificitas: 88 ill. 91%)

Hatranyok:
Ar, elerhetoseg

Duftner C, RMD Open 2019, Bley TA, Arthritis Rheum
2008



Zsirelnyomasos T2 MRI kepek a mellkasi aortarol —
gyulladasra — oedemara — utalo hyperintenziv jelek a
mellkasi aorta falaban

Venkata S, et al. Seminars in Ultrasound, CT and MRI 2012



Aortitis és aorta aneurysma Takayasu arteritisben

AP

Venkata S, et al. Seminars in Ultrasound, CT and MRI 2012



F-FDG-PET/CT Aktiv nagyérvasculitis terapia utani kontro

Terapia elott Terapia utan
SZTE AOK Nuklearis Medicina Intézet, Szeg



18-FDG-PET-CT

- = E|6nyei:
[H] 016,03 %0

Egész test

Tumor, fert6zéses goc
egyidejl kizarasa
PMR-ben a tarsulo GCA
Kizarasa

I Metaanalizis: Szenzitivias
76%, specificitas 95%

N

Steroid kezelés utan 3 naptdl
kezdve alnegativva valik

Ismétlés, utankovetés?

L a



ulomatousigiant cell
m

Poorly formed granulomas, sometimes necrotizing

ulomatous pattern Compact, well-formed, non-necrotizing granulomas

ble granulomatous
m

Well or poorly formed granulomas, occasionally necrotizing

bhoplasmacytic Dense lvmphoplasmacytic infiltrate without a granulomatous component; in lgG4-related disease, abu
m lgG4-positive plasma cells, predominantly adventitial involvement, dense sclerosis, and obliterative ph

d inflammatory
m

Polymorphous inflammatory infiltrate without granuloma formation

alence of aortitis Findings

Gross: wrinkled “tree bark’ appearance of intima
Histology (Figure 2). granulomatous inflammation in media, often with necrosis; mulinucleated giant d
vasorum, laminar medial necrosis; irmregular zonal areas of destroyed elastic laminae (best viewed with

Granulomatous, iymphoplasmacytic, or micxed inflammatory pattern

Gross: wall thinning and intimal wrinkle in the acute phase; circumferential mural and intimal thickening
(Figure 2): like GCA in the acute phase; fibroplastic thickening of intima, dense fibrosis of madia and a

Geographic areas of necrotizing granulomatous inflammation in media with basophilic necrosis; neutro
hyperchromatic “Wegener-typse” multinucleated giant cells; may also involve vasa vasorum (Figure 2)

Mecrotizing granulomatous aortitis similar to GPA. granulomatous inflammation mixed with eosinophils

Lymphocytic or ymphoplasmacytic infiltrate im media and adwventitia with medial degeneration
Specific: rarely rmeumatoid nodules (necrosis and palisading histiocytes)

Lymphocytic or kmphoplasmacytic infiltrate in the adventitia and media with medial degeneration

Focal imnflammation of media with destruction of elastic and muscular tissue and fibrosis; intimal fibropld
Inflammatory narmmowing of the wvasa vasorum surmrounded by lymphocyites and plasma cells

Intimal fibrosis; mixed acute and chronic inflammatory infilirate; destruction of medial elasfic tissue and

Early: Mixed inflammatory pattern mainly in media and adventitia; vasa vasorum proliferation
Late: Fibrous thickening of media and adventitia

Meutrophilic microabscesses and mononuclear cell infitrates of all vascular layers, predominantly in in
Cccasional giant cells; loss of smooth muscle cells; degradation of elastic lamellas and collagenous m
tissue; focal necrosis with transmural wall destruction

Donse sclorosts associated with prominentigG4-pasitive plasma cell infitrates predominantly In adventitia (usually >50 1gG4+ plasma cells per
Up to 15% high-power field; elevated IgG4:1gQG ratio (>40%); storiform fibrosis: obliterative phiabitis; lymphold follicles and penneural chronic
Infammation

IgGA related aorutis/pert
aortitis

Unknown
VEXAS Syndrome No characternstic histopathological pattarn established Temporal artery blopsy s usually unravealing: a8 positive blopsy showing focal
nautrophilic-predominant inflammation In the Inlima was reportad in only 1 of 18 blopsied patients in a racant cohort

GCA, glant cell arteritls; GPA, granulomatosis with polyangiltls; EGPA, eosinophilic granulomatosis with polyanglitis; RA. rheumatold arthritis, TA, Takayasu arteritls; IgG4-RD
immunoglobulin Gd-related disease. SLE, systemic lupus erythematosus, AS, ankylosing spondylitis. BD, Behget disease. RP. ralapsing polychondritis




Table 5. Key points for the differential diagnosis of aoritis/periaortitis among rheumatic diseases.

Disease Typical Agel/Sex & Clues Aortic Segment & Pattern Distinguishing Features

- , Whole aorta and branches; long concentric Claudication, blood-pressure discrepancy; stenosis =

Takayasu arteritis =40 y, female predominance ; ) g ' P pancy,
stenosis aneurysm

Giant cell arteritis =50y headache, jaw claudication, PMR Thoracic aorta; wall thickening, later aneurysm Temporal artery involvemen ong steroid response

IgG4-related disease Qlder men; other organ involvement Infrarenal abdominal aorta; periaoritis Peri-aortic cuff, elevated 1gG4, storiform fibn

Behget disease Young men; oralfgenital ulcers, uveitis Any segment; saccular aneurysm/pseudoaneurysm  Aneurysm = stenosis; pathergy; pulmonary artery aneurysms

Ankylosing

. Long-standing axial SpA Aorfic rootfascending aorta Aortic root thickening and regurgitation
spondylitis

Young adults; audiovestibular & ocular

Cogan’s syndrome )
disease

Ascending aoria and arch Interstitial keratitis with hearing loss

VEXAS syndrome Men = 50 y; macrocytic anaemia, vacuoles Large-vessel aortitis Somatic UBA1 mutation; refractory inflammation

Sarcoidosis Any age; pulmonary/lymph-node disease An gment; aneurysm or stenosis Mon-caseating granulomas in multiple organs

GPA, EGPA

SLE, RA

Recidivalo polychondritis

Syphilis

Erdheim-Chester betegség (nem-Langerhans sejtes
histiocytosis)

Abdelnabi M, et al. Inflammatory Aortopathies in Rheumatic Diseases: A State-of-the-
Art Review. Diagnostics. 2026; 16(17):27009.
https://doi.org/10.3390/diagnostics16172709



Oriassejtes arteritis — szovettan,
etiologia

* Genetikai: HLA-
DRB1, ICAM

 _Immunosenescen
ce”: kronikus low-
grade gyulladas —
inflammaszéma —
,<Inflammaging”

« Szomatikus
mutaciok myeloid
sejtekben —
er6sebb

proinflammatorikus
profil

Granulomatosus, oriassejtes arteritis
Erfal mindharom rétege



CD4+ Th1l sejtek:
Interferon-y

MER | MHC expresszio,
antigén-prezentacio 1

AEENTITA

Phagocytosis,
intracellularis ,killing” 1
Environmental trigger TNF_G’ 1 WY
infoctious? Endothel-aktivacio,
: G chemokin termelés

Akutfazis-valasz
Macrophag, neutrophil,
NK-sejt aktivalas
Neoangiogenesis
CD4+ Th17 sejtek, szoveti rezidens
T-sejtek
Neutrophil, macrophag
chemotaxis és aktivacio
CD28 kostimulaciot, PD-L1
ko-inhibicio
Erfali sejtek a relapsusok
hatterében

Immature
Derdritic Tl

Fover
Lethary
ACULE PIASE (Ractal

Dinkin M, Curr Treat Opt Neurol 2021

hrombue




Macrophagok
Interferon-y:

LLIMER Monocyta-macrophag ill.
monocyta-oriassejt
atalakulas?

ROS, MMP-2, MMP-9 —
elasztin, egyéb matrix
proteinek lebontasa
PDGF: intima hyperplasia
VEGF: neovascularisatio
CD8+ T-sejtek:
media necrosis

Environmental trigger
Infoctious?

\

Dendritic Cell

fover
Lethary
ACule phase (eactane

hrombus




NOTCH1 Cytokines
CcD28 cD4

GLUT1 w
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Gene /

ﬂ expression
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(IL-2, 1L-7, 1L-21,
type | IFN, etc)

J

Egérmodell: A vasculitises
infiltratumban egy kifejezetten
proliferativ T-sejt alcsoport
azonosithato, ami JAK-STAT-
dependens, és JAK-gatloval
visszaszorithat6 (tissue-resident
memory T-cell)

Emberben: sorozat-biopsziak: az
esetek jelentds részeben meg 12
honap utan is kimutathato a
granulomatosus infiltratum

Watanabe R,
Front
Immunol
2020

Zhang H,
Circulation
2018
Maleszewski
JJ, Mod
Pathol 2017



Oridssejtes arteritis - kezelés

48-64 mg methylprednisolon/nap

Korai kezelés hatékony csak!

50% relapsus; 1-2 eves kezeles minimum
lv. methylprednisolon Iokeskezelées:

Kevesebb relapsus ?
Per (O) Ster()ld hamarabb elhagyhaté? Mazlumzadeh Arthritis

Rheum 2006

Methotrexat: steroid mellé adva csokkenti a relapsusok
aranyat
Azathioprin, anti-TNF — nincs bizonyiték

Hoffmann et al Ann Intern Med 2007

Aspirin — csokkenti az ischaemias esemeények szamat
MTX vagy AZA — steroid sporolas, kevesebb 1. és 2.

relapSUS Mahr AD, et al, Arthritis Rheum 2007



IL-1B, TNFa and IL-6 mRNA concentrations in temporal artery
specimens from patients with GCA

OTNFa p=0.51
HIL-1B p=0.012
BIL-6 p=0.034
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INFLAMMATORY PARAMETERS

r
Rheumatology (Oxford), Volume 43, Issue 3, March 2004, Pages 294—-301, m

Roche NE, Fulbright JW, Wagner AD, Hunder GG, Goronzy JJ, Weyand CM.
Correlation of interleukin-6 production and disease activity in polymyalgia
rheumatica and giant cell arteritis. Arthritis Rheum. 1993;36:1286-94



The NEW ENGLAND
JOURNAL o MEDICINE

LISHED IN 1812 JULY 27, 2017 VOL. 377 NO. 4

Trial of Tocilizumab in Giant-Cell Arteritis

| I A X BEPORR N R AT WO PRty TS D Cn C 4 ST A N Al o
ivarani, G, Schett, H. Schulze-Koops, R. Spier S.H I ny n Collin

52 hét:;
Steroidmentes remisszio:

Steroid leépités 26. hétre + tocilizumab sc. hetente: 56%
Steroid leépités 52. hétre + tocilizumab sc. kéthetente: 53%
Steroid leépités 26. hétre + placebo: 14%

Steroid leépités 52. hétre + placebo: 18%



Clinical Trial > N Engl J Med. 2025 May 29;392(20):2013-2024. doi: 10.1056/NEJMoa2413449.
Epub 2025 Apr 2.

A Phase 3 Trial of Upadacitinib for Giant-Cell
Arteritis

Daniel Blockmans ! 2, Sara K Penn 3, Arathi R Setty 3, Wolfgang A Schmidt 4,

Andrea Rubbert-Roth 2, Ellen M Hauge 6 7 Helen | Keen €, Tomonori Ishii 2, Nader Khalidi 19,
Christian Dejaco 17 1%, Maria C Cid '3, Bernhard Hellmich *, Meng Liu 3, Weihan Zhao 3,

lvan Lagunes 2, Ana B Romero 3, Peter K Wung 3, Peter A Merkel 1°; SELECT-GCA Study Group

SELECT-GCA

7,5 mg vagy 15 mg upadacitinib + steroid 26 hétig
VS

Placebo + steroid 52 hétig

Veégpont: Tartos GCA remisszio 12-t0l 52 hétig
(klinikai es laboratoriumi)

UPA 15 mqg: 47%, placebo: 29% - szuperioritas (UPA
7,5 mg nem szignifikans)

MACE nem volt



Figure 1. Kaplan-Meier plot of time to first flare over 3 years (double-blind and part 2 periods;
censored for open-label TCZ; ITT population).
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TCZ leallitas komplett remisszio esetén. Ezutan a remisszidoban maradt
betegek aranya 2 év utan:

TCZ hetente: 47%

TCZ kéthetente: 36%
Median id6tartam a relapsusig:

TCZ hetente: 575 nap

TCZ kéthetente: 428 nap

Placebo: 162 nap (6 ho steroid) ill. 295 nap (1 év steroid)



Relapsus elofordulasa, kockazata

GIACTA vizsgalat (1 év):
TCZ (+GCS) mellett: 24% (64%-uk GCS mellett)
Placebo (+GCS) mellett: 58% (76%-uk GCS mellett)

Relapsus kockazata magasabb:
NOi nem
Fiatalabb kor
Extracranialis > cranialis
Indulaskor laz
Gyulladas intenzitasa: Anaemia, thrombocytosis
UH: magasabb pontszam (OGUS)
MRI-n kifejezettebb érfali gyulladasos jelek (indulaskor)

Tocilizumab adasa alatt ill. elhagyasa utan alacsonyabb a
kockazat (20% vs 40% steroid mellett)

Stone JH, Arthritis Rheum 2019, Unizony S, Ann
Rheum Dis 2019



Kimenetel egy éves TCZ kezelés
leallitasa utan - TOPAZIO vizsgalat

11/17 patients were in 6 PET/CT were considered
relapse-free clinical active despite clinical

remission at week 78 remission

PETVAS kinetics in patients with (blue lines) and without (yellow lines) subsequent relapses.

Changes in PETVAS early after tocilizumab discontinuation
may serve as a valuable indicator for predicting
subsequent relapses

Csak iv.
methylprednisolon,
majd TCZ 52 hétig

Utana 76 hétig:
PETVAS score
alakulasa:

0-52. hét: -6,6
52-76. hét: +4,6

Nem a leallitaskori,
hanem az elsé 6
honap soran latott
romlas jelzi elére a
relapsust

Mutarore F, Rheumatology (Oxford) 2025



Takayasu arteritis

CD8+ sejtszam > CD4+

GWAS: CD8-specifikus
markerek felllregulacidja

NK sejtek szama és aktivitasa
IS magas

Endothelsejt elleni antitestek
Endothelialis Protein-C-
receptor (EPCR) és
scavenger receptor B-1-
specificitas — endothelsejt
funkcid-gatlas — betegek 30%-
ban kimutathato

Mutoh T, Nat Commun 2020



Takayasu arteritis

Fiatal, azsiai nOkben gyakori, de
Magyarorszagon is el6fordul

Lappango kezdet, kronikus progressziv lefolyas

Kezdeti tunetek:
Koncentralo kepesség, figyelem, memoria romlasa
Fejfajas, szédulekenyseg, faradekonysag
Keésobb:
Stroke

Subclavian steal szindroma — ,pulseless disease” (a.
radialis pulzus nem tapinthatd)— Vérnyomas kulonbseg
a ket kar kozott — Zorej az a. subclavia vagy a. axillaris
folott — egyszerien diagnosztizalhato, mégis altalaban
megkesett a diagnozis!



Table 1 Comparison of frequencies of features and co-morbidities
between giant cell artenitis and Takayasu artentis

Feature

Vision loss'

Headache®

Scalp tendemess

Aortic valve regurgitation’
Ascending aorta/arch dilation
Pulmonary hypertension
Coronary artentis
Thoracic aortiis
Abdominal aortitis
Mesentenic vasculitis
Renal artery stenosis
Limb claudication

Cntical himb ischemia
[schemic stroke”

Surgical or endovascular intervention

'GCA: involvement of the ophthalmic artery/branches; TAK: carotid

steno-occlusive disease

*GCA: temporal artery inflammation; TAK: most often associated with

systemic hypertension
TAK: resulting from aortic root dilation

" GCA: vertebrobasilar >> carotid; TAK carotid >> vertebrobasilar
Koster MJ, Current Rheumatol Rep 2020




Takayasu arteritis - diagnozis

Non-specifikus tunetek — gyanu!
Varnyomas osszehasonlitas minden végtagon

Zorejek az a. carotis, subclavia, axillaris, aorta
valamint az erintett erek felett

Emelkedett sullyedes, CRP

Ultrahang: Fiatal egyénekben a lumen
szukulése! Arteria stenosis, amely nem
kalcifikalt atherosclerotikus plakk, hanem az
erek koncentrikus, szegmentalis, egyenletes
szUkulete

CT- vagy MR-angiographia, PET-CT — lasd fent



Takayasu arteritis kezelése

Kozepes, vagy alacsony dozisu corticosteroid
(60 mg prednisolon, vagy akar kevesebb)

Methotrexat, azathioprin

Asplrln vagy egyeb thrombocyta aggregacio
gatlo

Stent implantatio terapia rezisztencia vagy
KesOl kezelés esetén

L6-gatlok refrakter esetekben vagy ha az elso
vonalbeli szerek kontraindikaltak (egyel6re off-
abel). Esetleg TNF-gatlo is

SELECT-Takayasu: folyamatban




