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Abstract
Objective
To integrate evidence-based data with expert opinion to provide guidance for the diagnosis, follow-up and
treatment of giant cell arteritis (GCA).

Methods
A systematic literature review (SLR) was conducted in accordance with the Preferred Reporting Items for Systematic
Reviews and Meta-Analyses (PRISMA) statement. To structure the key clinical questions, the task force employed the
Population, Intervention, Comparison Outcome (PICO) format. The Oxford system was subsequently applied to
grade the quality of the evidence and determine the strength of each recommendation.

Results
This guideline provides 16 recommendations. We recommend the use of methotrexate in addition to glucocorticoids
as first-line treatment in all patients with GCA without ischaemic symptoms. We recommend leflunomide, azathioprine
and mycophenolate mofetil as alternatives in these patients if methotrexate is not tolerated. We recommend tocilizumab
in GCA patients with ischaemic symptoms or with refractoriness to at least one conventional immunosuppressive.
We also recommend upadacitinib as an alternative to tocilizumab in patients with low cardiovascular risk. To our
knowledge, our recommendations are the first recommending upadacitinib as an alternative treatment option for the
treatment of GCA.

Conclusion
The large RCTs assessing and comparing new effective options are still required in GCA. Assessment of the value
of conventional immunosuppressives, which are more cost-effective options compared to biologic agents, is another
research area in GCA treatment especially for developing countries. Upadacitinib seems to be a promising option in
GCA. However, more real-life experience is needed to assess the safety of upadacitinib in the elderly population
with especially high cardiovascular risk.
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Introduction

Giant cell arteritis (GCA) is a granu-
lomatous large-vessel vasculitis (LVV)
characterised by the presence of ischae-
mic manifestations, including head-
ache, visual manifestations, scalp ten-
derness, jaw claudication and stroke
along with systemic symptoms such as
weight loss, anorexia, fatigue and fe-
ver. GCA is the most common primary
systemic vasculitis in patients over the
age of 50. The incidence peaks in the
seventh and eighth decades of life. The
global pooled prevalence is 51 cases
per 100,000 persons older than 50 years
of age (1). The European and North
American populations have the high-
est incidence of GCA (2). Diagnosis
is based on clinical presentation, ab-
normalities in temporal artery biopsy
(TAB) and vascular imaging. Ultra-
sonography (USG) of temporal and ax-
illary arteries was suggested as the first
imaging modality to investigate mural
inflammatory changes in patients with
suspected GCA by the European Alli-
ance of Associations for Rheumatology
(EULAR) recommendations for the use
of imaging in LVV. Other vascular im-
aging modalities can also be used for
the detection of both cranial and extrac-
ranial involvement in GCA (3).
Glucocorticoids (GCs) are the mainstay
of treatment in GCA. EULAR recom-
mendations for the management of
LVV suggest starting with 40—60 mg/
day prednisone equivalent for induc-
tion of remission and tapering the GC
dose to a target dose of 15-20 mg/day
within 2-3 months and to <5 mg/day
after 1 year. Withdrawal of GCs is sug-
gested between 18 and 24 months (4).
The American College of Rheumatolo-
gy (ACR) 2021 guideline for GCA also
recommends initiating treatment with
high-dose oral GCs over moderate-dose
oral GCs (5). While conventional im-
munosuppressives (ISs) are suggested
for selected patients with GCA (refrac-
tory or relapsing disease, the presence
or an increased risk of GC-related
adverse effects or complications) by
EULAR (4), ACR guideline condition-
ally recommends the use of tocilizumab
(TCZ) or methotrexate (MTX) as GC-
sparing agents; however routine use of
ISs remains controversial (5). Although

LVV has been reported in 22-85% of
newly diagnosed patients with GCA,
screening for LVV is another controver-
sial issue in patients with GCA (6-10).
Despite a lack of clear epidemiologi-
cal data, GCA is not a frequent form of
LVV in Turkey. The aim of these recom-
mendations that were developed under
the auspices of the Turkish Society for
Rheumatology (TSR), is to bring togeth-
er evidence from the literature review
with expert opinion to provide guidance
on the diagnosis, follow-up and treat-
ment of GCA for rheumatologists and
other stakeholders involved in the man-
agement of patients with GCA.

Methods

This guideline was developed within a
multidisciplinary, evidence-based, and
consensus-driven framework, in ac-
cordance with the standardised proce-
dures recommended by EULAR (11).
A systematic literature review (SLR)
was conducted in line with the PRIS-
MA (Preferred Reporting Items for
Systematic Reviews and Meta-Analy-
ses) guidelines (12). Key clinical ques-
tions were formulated using the PICO
(Population, Intervention, Comparator,
Outcome) format. The Oxford Centre
for Evidence-Based Medicine system
was used to assess the quality of evi-
dence and grade the strength of recom-
mendations, as outlined in EULAR’s
methodological guidance (13, 14).

Task force

The task force included 23 rheumatolo-
gists with expertise in vasculitis (includ-
ing one methodologist (GH) and 14 jun-
ior researchers) and one ophthalmolo-
gist (VD). Each subgroup was led by
a senior expert, and junior researchers
worked in pairs under the supervision of
the methodologist to ensure reproduc-
ibility and minimise individual bias.

Selection of clinical questions

During the initial meeting, the expert
panel defined the scope of the guide-
line and identified four main domains:
the role of imaging in diagnosis and
follow-up, TAB, diagnosis and moni-
toring of patients, pharmacologic treat-
ment (including GCs, conventional ISs,
biologic DMARDs, and adjunctive
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therapies). Based on these domains, a
set of structured research questions was
developed to guide the literature review
(Supplementary Table S1).

Systematic literature review

An SLR was conducted in PubMed and
SCOPUS databases, covering the peri-
od from January 1,2017,to October 15,
2024 . While the review was restricted to
publications from 2017 onwards, sever-
al seminal earlier studies were included
if they contributed substantial founda-
tional knowledge or were frequently
cited in recent literature. Eligible stud-
ies included meta-analyses, systematic
reviews, randomised controlled trials
(RCTs), and cohort studies. The search
terms and strategy were predefined and
piloted before implementation.

Titles and abstracts were screened for
relevance to each clinical question by
two independent reviewers. Reference
lists of selected meta-analyses and sys-
tematic reviews were also reviewed
to identify additional eligible publica-
tions. Full-text articles were then evalu-
ated by junior and senior task force
members. Any discrepancies in study
selection or data extraction were re-
solved by consensus. Further details on
the search strategy and study selection
process are available in the Supplemen-
tary material.

Development of recommendations
Findings from the SLR were presented
to the task force during 5 online meet-
ings for structured discussion. Draft
recommendations were prepared by
integrating the available evidence with
expert opinion. Where evidence was
lacking, consensus statements were for-
mulated based on expert opinion. Each
statement was debated, refined where
necessary, and submitted to an online
vote. A predefined consensus threshold
of 70% agreement was required for ap-
proval. Task force members also rated
their level of agreement with each rec-
ommendation on a numeric scale from
0 (complete disagreement) to 10 (com-
plete agreement).

Ethical considerations

These recommendations were devel-
oped based solely on published litera-
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ture and expert opinion. No direct pa-
tient or public involvement occurred.

Results

All recommendations, levels of evi-
dence and levels of agreement are sum-
marised in Table I.

Recommendation 1. In patients with
suspected GCA, TAB or USG can be
preferred according to the experience
of the unit/centre performing the evalu-
ation.

While TAB has traditionally been
considered the gold standard for the
diagnosis of GCA, a growing body of
evidence now supports the use of tem-
poral artery USG, a non-invasive tool,
in evaluating patients with suspected
GCA (15).

Zarka et al. found that the diagnostic
accuracy of temporal artery USG was
superior to that of TAB in a retrospec-
tive cohort study of 198 patients (93.3%
sensitivity and 98.5% specificity vs.
69.2% sensitivity and 100% specific-
ity) (16). A prospective validation study
of 25 patients also demonstrated better
agreement of between temporal artery
USG and TAB long-term compared
with TAB (kappa: 0.8 vs. 0.4) (17).
An international observational cohort
study of 941 patients identified 4 dis-
tinct clinical subsets based on a tempo-
ral artery abnormality (positive biopsy
or halo sign on USG and/or evidence
on imaging of large-vessel involve-
ment), and found that diagnostic yield
of temporal artery USG was superior to
that of TAB and large-vessel imaging
(79% for USG, 66% for TAB, and 40%
for large-vessel imaging) (15). Sommer
et al. (18) and El-Jade et al. (19) dem-
onstrated 100% specificity of a positive
temporal artery USG for a positive bi-
opsy in retrospective cohort studies of
68 and 38 patients, respectively, when
TAB was used as the reference stand-
ard. These excellent specificities also
support a high positive predictive value
for temporal artery USG. On the other
hand, there are studies suggesting a
lower diagnostic accuracy with USG
compared to TAB. In two prospective
studies, Conway et al. (20) found USG
performance of 52.8% sensitivity and
71.8% specificity in 162 patients while

Gonzélez Porto et al. (21) reported low-
er USG performance of 47.6% sensitiv-
ity and 65.7% specificity in 53 patients.
He et al. (22) showed that USG had
55% sensitivity and 95.3% specificity
compared with TAB in a single-centre
10-year experience including 63 pa-
tients. Hansen et al. (23) found similar
sensitivity of USG and TAB (63% vs.
69%); however lower specificity with
USG (79% vs. 100%), yielding a lower
overall diagnostic accuracy with USG
compared to TAB. Finally, in a prospec-
tive study of 242 patients USG demon-
strated 60% sensitivity and 94% speci-
ficity, compared with 66% sensitivity
and 100% specificity for TAB (24).

Recommendation 2. TAB should
preferably be performed before treat-
ment initiation, or at the latest within
two weeks if treatment has already been
started. The biopsy should be planned
unilaterally from the symptomatic side,
and the specimen length should be at
least 1.5 cm.

TAB remains the gold standard for di-
agnosing GCA, with a specificity of
up to 100% and a pooled sensitivity of
77.3% in a recent meta-analysis. The
variability in the reported false-nega-
tive rates that range from 9% to 61%
seems to be associated with the segmen-
tal arterial involvement characteristic
of the disease (25). This limitation has
prompted ongoing discussion regard-
ing whether TAB should be performed
unilaterally or bilaterally. Mehta et al.
(26) found a 12.1% discordance rate
between specimens in 310 patients who
underwent bilateral TAB. This finding
suggests that approximately 1 in 8 pa-
tients with biopsy-proven GCA would
be missed with a unilateral approach.
Interestingly, pre-operative temporal
artery USG added little value in iden-
tifying patients with biopsy-proven
GCA. Similarly, Butendieck et al. (27)
reported that 7% of 603 patients who
underwent bilateral TAB had a nega-
tive result on the initial side followed
by a positive result on the contralateral
side. Although previous studies have
reported discordance rates between
4.4% and 13% in bilaterally performed
biopsies (28), unilateral approach is
generally preferred, considering proce-
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Table I. Recommendations for management of patients with giant cell arteritis.

n. Recommendation Level of Level of
evidence agreement (mean)
1. In patients with suspected giant cell arteritis (GCA), temporal artery biopsy (TAB) or ultrasonography 1 9.58

(USG) can be preferred according to the experience of the unit/centre performing the evaluation.

2. TAB should preferably be performed before treatment initiation, or at the latest within 2 weeks if K] 9.88
treatment has already been started®. The biopsy should be planned unilaterally from the symptomatic
side and the specimen length should be at least 1.5 cm®.

3. If USG is preferred for diagnosis, bilateral temporal and axillary artery, USG should be the first choice 1 9.58
imaging method. Demonstration of halo sign and/or increased intima-media complex thickness by USG
should be accepted as diagnostic for GCA.

4. In patients where diagnosis cannot be established by ultrasound or biopsy, magnetic resonance (MR)- 2 9.52
angiography can be used for imaging of cranial vascular structures. 18F-fluorodeoxyglucose positron
emission tomography (FDG-PET) or computed tomography (CT)-angiography if FDG-PET is
unavailable can be used for extracranial vascular structures.

5. Screening for large-vessel involvement in patients with GCA should preferably be done with FDG-PET, 3 9.53
or if unavailable, with CT angiography. Patients with high baseline PET scores should be closely monito-
red for relapse and vascular damage (stenosis/aneurysm/occlusion) that may develop during follow-up.

6. Patients with GCA are monitored using clinical findings and acute-phase reactants. There is no evidence 3 9.17
to support routine imaging during follow-up. Patients with large-vessel involvement at diagnosis,
especially those with aneurysms, may be monitored with CT angiography.

7. Treatment of newly diagnosed active GCA patients should be initiated with high-dose oral glucocorticoids a3 by 9.76
(GC) (0.5-1 mg/kg/day prednisolone or equivalent)®. Patients with ischaemic symptoms should receive
intravenous methylprednisolone (500-1000 mg/day) for 3 days followed by continuation with high-dose

oral GC".
8. All patients should receive immunosuppressive therapy together with GC. 3 8.82
9. In patients without ischaemic symptoms, methotrexate (MTX) is preferred?®; if MTX cannot be used, a b3 941

leflunomideP®, azathioprine, or mycophenolate mofetil can be selected.

10. Tocilizumab (TCZ) should be used in patients with ischaemic symptoms or those refractory to at least ap by <3 9.11
one conventional immunosuppressive agent. Upadacitinib? (UPA) may be an alternative to tocilizumab
(TCZ) in patients with low risk for cardiovascular disease. Abatacept® (ABA) may be considered in
patients refractory or intolerant to these two agents.

1. Glucocorticoid dose reduction should be initiated after disease control is achieved (2-4 weeks)®. agbp 3 dy 9.17
A 6-month glucocorticoid tapering regimen can be applied in patients starting treatment with TCZ"
or UPA® and a 12-month glucocorticoid tapering regimen in patients starting with MTX or another
conventional immunosuppressive agent®.

12. In patients who have been receiving immunosuppressive therapy for at least 1 year and have been in 3 9.35
GC-free remission for at least 6 months, gradual discontinuation of immunosuppressive therapy may be
considered. In patients with ischaemic symptoms, immunosuppressive therapy should be continued for
a longer period.

13. In the management of relapses, the medications the patient is currently using and the presence of ischaemic 2 9.64
symptoms are determining factors. In patients with relapse, glucocorticoid dose and tapering strategy can
be applied as recommended for newly diagnosed patients.

14. In patients who relapse with non-ischaemic symptoms while on immunosuppressive therapy, GC should 2 9.35
be initiated or the dose should be increased if already using GC and immunosuppressive therapy should
be intensified.

15. In patients who relapse while on optimal doses of TCZ or UPA, GC should be initiated or the dose 3 9.17
increased if already taking them, and immunosuppressive agent switching is recommended. In patients
who relapse despite these two agents, addition of conventional immunosuppressive therapy or switching
to ABA may be considered.

16. Cardiovascular risk assessment should be performed in patients diagnosed with GCA and their treatments 3 9.70
should be managed according to current guidelines. Although routine initiation of anticoagulants, anti-
platelets, or statins is not recommended, their use should be evaluated individually on a patient basis.

Superscript letters (a-d) indicate the level of evidence assigned to individual treatment options within the same recommendation.
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dural cost, potential complications and
overall healthcare burden. To overcome
the limitations of a unilateral approach,
Cohen et al. (29) suggested that, when
feasible, intraoperative frozen section
analysis may be performed; if the re-
sult is negative, a contralateral biopsy
can be considered. Agostino et al. (30)
recommended sectioning the entire tis-
sue block to improve diagnostic yield.
Shimohama et al. (31) showed a strong
correlation between transmural inflam-
mation and temporal artery tenderness
(odds ratio (OR) 11.0) in a retrospective
study of 26 TAB-positive GCA patients,
supporting the performance of the biop-
sy on the symptomatic side. The use of
GC at the time of TAB has been consid-
ered a potential cause of negative biopsy
results. Similarly, Sachdev et al. (32)
found that TAB sensitivity was similar
in the first week (60%) and between
8-14 days (52%) after GC initiation;
however, sensitivity decreased to 38%
when GC had been administered for
more than 15 days. While some studies
suggest that diagnostic yield may remain
adequate over a longer period, the gen-
eral opinion is that the biopsy should be
performed within two weeks of starting
GC treatment. Nevertheless, two studies
reported that, in cases of high clinical
suspicion, patients with negative TAB
often continue GC therapy and negative
TAB frequently fails to decisively alter
clinical management (33, 34).

Recommendation 3. If USG is pre-
ferred for diagnosis, bilateral temporal
and axillary artery USG should be the
first-choice imaging method. Demon-
stration of halo sign and/or increased
intima-media complex thickness by
USG should be accepted as diagnostic
for GCA.

Temporal artery USG is an increasingly
used non-invasive imaging method in
the diagnosis of GCA. Bilateral evalua-
tion of temporal and axillary arteries in-
creases diagnostic sensitivity consider-
ing the segmental arterial involvement
characteristic of the disease. In the EU-
REKA study, a prospective, multicen-
tre, non-interventional cohort study of
106 patients, USG of cranial and large
vessels demonstrated 94% sensitiv-
ity and 84% specificity, compared with

Clinical and Experimental Rheumatology 2026

Turkish Society for Rheumatology GCA recommendations / F. Alibaz-Oner et al.

74% sensitivity and 100% specificity
for TAB and all TAB-positive patients
also had at least one positive USG find-
ings related to vasculitis in the facial ar-
teries, common carotid arteries, axillary
arteries, or the three branches of the
temporal arteries (35). This study high-
lights the benefit of assessing extracra-
nial vessels in addition to the temporal
arteries by USG. In a prospective study,
the authors examined the relationship
between ‘halo score’ and TAB findings.
Interestingly, a higher halo score was
associated with intimal hyperplasia, but
not with transmural inflammation on
biopsy. The authors proposed that the
halo score may be an additional tool to
predict patients who carry a higher risk
of ischaemic vision loss since patients
with a positive TAB and intimal hyper-
plasia present with ocular ischaemia
more frequently (36).

Recommendation 4. In patients where
diagnosis cannot be established by
ultrasound or biopsy, magnetic reso-
nance (MR)-angiography can be used
for imaging of cranial vascular struc-
tures. SF-fluorodeoxyglucose positron
emission tomography (FDG-PET) or
computed tomography (CT)-angiog-
raphy if FDG-PET is unavailable and
can be used for extracranial vascular
structures.

The role of alternative imaging methods
was evaluated in patients with suspected
GCA when diagnosis could not be con-
firmed with USG or TAB. A large study
published in 2024 showed that among
127 patients with suspected diagnosis
of GCA and a negative TAB, GCA was
diagnosed in 73 patients and FDG-PET
was positive in 83.5% of these patients
(37). Sammel et al. (38) demonstrated
the of FDG-PET diagnostic accuracy
in a prospective, double-blind, cross-
sectional study of 64 patients (92% sen-
sitivity, 85% specificity compared to
TAB; 71% sensitivity, 91% specificity
compared to clinical diagnosis). FDG-
PET had an excellent negative predic-
tive value of 98%. Emamifar et al. (39)
reported low sensitivity (25%) but high
specificity (88.9%) for FDG-PET in a
prospective study of 80 patients with
suspected polymyalgia rheumatica
(PMR) and GCA. Although FDG-PET

had low sensitivity for cranial disease,
it showed high specificity. Other recent
studies published within the last three
years have reported FDG-PET sensitiv-
ity for GCA between 61.1% and 92.0%
and specificity between 41.0-97.2%
(40-43). It has been shown that perform-
ing FDG-PET before initiation of GC
therapy increases diagnostic sensitivity
by preserving inflammatory metabolic
signals (40,41). MR angiography plays
an important role in the non-invasive
evaluation of cranial arteries. A valida-
tion study by Lecler et al. (44) demon-
strated that when MR imaging (MRI) is
used as first-line imaging together with
USG or retinal angiographys, it provides
100% sensitivity and 100% specificity
for GCA diagnosis. Studies published
after 2023 have shown that contrast-
enhanced vessel wall MRI has sensi-
tivity exceeding 80% in patients with
cranial symptoms and findings (44,
45). Additionally, there is evidence that
diffusion-weighted MRI using ‘scroll-
ing artery sign’ pattern recognition ap-
proach may assist in diagnosis (46, 47).
In a retrospective study of 268 patients,
Junek et al. (48) evaluated the role of
temporal artery MR angiography in
GCA diagnosis. Temporal artery-MR
angiography showed 64.7% sensitiv-
ity and 91.5% specificity, while TAB
showed 38.9% sensitivity and 100%
specificity. CT angiography provides
high-resolution analysis of the aortic
wall, and regular circumferential thick-
ening “=2.2 mm” in the absence of ath-
erosclerosis is considered highly sug-
gestive for aortitis (49).

Recommendation 5. Screening for
large-vessel involvement in patients
with GCA should preferably be done
with FDG-PET, or if unavailable, with
CT angiography. Patients with high
baseline PET scores should be closely
monitored for relapse and vascular
damage (stenosis/aneurysm/occlusion)
that may develop during follow-up.

There are limited data in the literature
regarding the role of imaging mo-
dalities in outcome prediction. In a
prospective study the target-to-back-
ground ratio on FDG-PET decreased
significantly in patients with a clinical
response during follow-up, whereas
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no significant change was found in
patients without a clinical response
(50). When angiographic progression
during follow-up was compared with
CT angiography or MR angiography
in vessels with and without baseline
PET activity, new or worsening ste-
nosis, occlusion and aneurysm were
significantly more common in vessels
with baseline PET activity (OR 19.49
[95%CI 2.44-156.02]; p<0.01) (51).
The overall relapse rate was similar
between the patients with total vas-
cular score (TVS) >10 and those with
TVS <10 (58% vs. 56%) in another
prospective study. However, patients
with higher scores were numerically
more likely to have an ischaemic re-
lapse (33% vs. 11%, p=0.34) (52). In
LVYV patients in clinical remission, the
risk of relapse was higher in patients
with a PETVAS score >20 compared
with those who had PETVAS score
<20 (55% vs. 11%, p=0.03) (53). It has
also been reported that PETVAS score
during the early follow-up after discon-
tinuation of TCZ can be used to pre-
dict subsequent relapse. The age and
sex-adjusted hazard ratio (HR) (95%
CI) for relapse was 1.36 (0.92-2.00)
for each unit increase in the PETVAS
score (54). The decrease in TVS was
similar between patients who experi-
enced relapse and those who did not.
Involvement of extremity arteries (HR:
2.7 (1.3-5.5)) (55) and baseline LVV
involvement (56, 57) were also found
to be risk factors for the development
of future relapse. Overall, high base-
line PET scores may predict poor out-
comes, including relapse and vascular
damage during follow-up.

USG, although commonly employed in
the diagnosis of GCA, does not seem to
predict future relapses. In a prospective
study, improvement in wall thickening
did not translate to fewer relapses or a
reduced cumulative GC dose (58). Sim-
ilarly, a retrospective study examined
OMERACT GCA USG score (OGUS)
changes over six months (59). Patients
who did not have a relapse had higher
change in OGUS at 6 months. However,
changes at 3 months were not different
in relapsing and non-relapsing patients.
Therefore, an early change in OGUS
could not predict relapses at six months.
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Another prospective study compared
patients with and without axillary ar-
tery involvement (60). The number of
relapses and time to first relapse were
similar in both groups. In retrospective
studies, it was reported that halo count
did not predict future relapses or sever-
ity of relapses (61, 62).

Two prospective studies (63, 64) as-
sessed the value of USG for prediction
of visual loss. Monti et al. (63) devel-
oped clinical and USG models to pre-
dict a composite outcome of visual loss,
ocular vasculitis damage index item,
GC >10 mg/day or the need for adjunct
immunosuppressives. None of the mod-
els predicted this outcome. Similarly,
another study (64) found that although
temporal artery halo sign was associated
with ischaemic findings, its presence
failed to predict future ischaemic events.
A study by van der Geest et al. (65)
showed that quantitative halo counts and
scores of temporal and axillary arteries
quantify the reflect of vessel wall thick-
ening and are strongly associated with
intimal hyperplasia on biopsy. Higher
counts and scores were also linked to
higher rates of ocular ischaemia. Two
retrospective studies (66, 67) showed
an association between vertebral artery
halo signs and stroke. However, these
studies show associations between USG
findings and disease involvement rather
than predictions of future outcomes.
For imaging-based recommendations,
particularly those addressing screening
for extracranial large-vessel involve-
ment in GCA, diagnostic performance
data from four key studies (total n=640
patients) (50-53) were systematically
reviewed as part of the SLR. Even if
a standalone formal meta-analysis was
not done, expert consensus agreed on
that screening for large-vessel involve-
ment in patients with GCA should pref-
erably be done with FDG-PET, or if
unavailable, with CT angiography.

Recommendation 6. Patients with
GCA are monitored using clinical find-
ings and acute-phase reactants. There
is no evidence to support routine im-
aging during follow-up. Patients with
large-vessel involvement at diagnosis,
especially those with aneurysms, may
be monitored with CT angiography.

Presence of baseline aortic FDG uptake
on PET was identified as a risk factor
for the development of complications
including aortic aneurysm and dissec-
tion detected by CT angiography (68-
70) and for predicting vascular damage
(71) during follow-up in large retro-
spective studies. Although FDG-PET
is a good predictor of incident vascular
damage, as highlighted in the previous
recommendation, the task force agreed
to recommend monitoring large-vessel
involvement, particularly aneurysms,
using CT angiography.

Recommendation 7. Treatment of
newly diagnosed active GCA patients
should be initiated with high-dose oral
GC (0.5-1 mg/kg/day prednisolone or
equivalent). Patients with ischaemic
symptoms should receive intravenous
(1V) methylprednisolone (5001000 mg/
day) for 3 days followed by continuation
with high-dose oral GC.

The current SLR did not identify new
studies addressing optimal initial GC
dose or route of administration; the
proposed treatment algorithm is sum-
marised in Figure 1. The GIACTA
study provided important evidence sup-
porting structured GC protocols (72).
TCZ groups receiving a 26-week GC
regimen achieved superior sustained
GC-free remission rates (56% and 53%
for weekly and every other week to-
cilizumab, respectively) compared to
placebo groups with extended GC pro-
tocols (14% and 18% for 26-week and
52-week placebo groups, respectively,
p<0.001) (72).

Studies evaluating IV pulse GC use in
patients with GCA have shown some
potential benefits with its use. In a
randomised, double-blind, placebo-
controlled study involving 27 patients,
remission rates were higher in patients
receiving IV pulse GCs, but the risk of
GC-related side effects also increased
(73).

Chevalet et al. (74) conducted a ran-
domised study involving 164 patients
investigated the effect of IV pulse GC
therapy and suggested that it may be
associated with reduced relapse rates
and increased remission rates, but it
remained unclear whether the benefits
of routine use outweighed the risks due
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Fig. 1. Treatment algorithm of the Turkish Society for Rheumatology recommendations.
ABA: abatacept; AZA: azathioprine; csDMARD: conventional synthetic disease-modifying anti-rheumatic drug; GC: glucocorticoid; GCA: giant cell ar-
teritis; IS: immunosuppressive; IV MP: intravenous methylprednisolone; MMF: mycophenolate mofetil; MTX: methotrexate; SECU: secukinumab; TCZ:

tocilizumab; UPA: upadacitinib.

to increased adverse events such as in-
fections, especially in the elderly (74).
Nevertheless, due to their rapid anti-in-
flammatory effect, IV pulse GC therapy
may still be considered in patients pre-
senting with ischaemic symptoms.

Recommendation 8. All patients should
receive immunosuppressive therapy to-
gether with GC.

GCs remain the cornerstone of the
management of GCA. Their unfavour-
able adverse event profile when used at
high doses for prolonged durations and
the high relapse rates observed during
tapering or withdrawal may be reduced
by the addition of an immunosuppres-
sive agent. In a multicentre retrospec-
tive study by Quartuccio et al. (75) 114
patients receiving immunosuppressive
therapy (within 3 months of diagnosis)
were compared with 51 patients receiv-
ing GC monotherapy. Immunosuppres-
sive therapy group developed signifi-
cantly less GC-related diabetes (7% vs.
23.5%; p=0.003) and had lower relapse
rates (38.6% vs. 66.7%; p=0.001) (75).
The RIGA study compared GC mono-
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therapy, MTX combination therapy and
TCZ combination therapy in 88 large-
vessel GCA patients (76). All three
regimens significantly reduced vas-
cular inflammation on FDG-PET, but
TCZ showed the fastest recovery and
strongest GC-sparing effect (76). Quar-
tuccio et al. (77) further confirmed that
TCZ provided faster GC-free remission
compared to MTX in GCA patients.
Overall, these recent studies showed
that the benefits of early combination
therapy with immunosuppressives and
GCs are not limited to the GC-sparing
effects but also include improvements
in long-term outcomes (75-77).

Recommendation 9. In patients with-
out ischaemic symptoms, MTX is pre-
ferred; if MTX cannot be used, leflu-
nomide (LEF), azathioprine (AZA), or
mycophenolate mofetil (MMF) can be
selected.

MTX is the most widely used conven-
tional IS agent in GCA with the most
comprehensive evidence. In an indi-
vidual patient data meta-analysis of
3 RCTs, Mahr et al. (78) individual

patient data meta-analysis of 3 RCTs
demonstrated that MTX reduced first
relapse risk by 35% and second relapse
risk by 51%. Recent studies also sup-
ported these observations. In a retro-
spective study by Koster et al. evaluat-
ing 83 patients treated with MTX and
83 patients treated with only GC mon-
otherapy, the MTX group showed a
68% reduction in relapse rate (11.8/10
person-years vs. 3.72/10 person-years;
risk ratio: 0.32; 95% CI. 0.24-041)
(79). Moreover, this effect was ob-
served despite MTX initiation occur-
ring a median of 39 weeks after diag-
nosis in the Mayo Clinic cohort (79).

The RIGA study showed that the MTX
group achieved a 12.3-point reduction
in PETVAS compared to 8.7 points
with GC monotherapy (76). LEF ap-
pears to be an alternative for MTX-in-
tolerant patients. In an open-label study
by Hocevar et al. involving 76 patients
(30 in LEF group, 46 in GC monother-
apy group), 80% achieved remission
with LEF and cumulative GC dose was
significantly reduced (80). In 2022, the
same group further confirmed LEF’s the
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GC-sparing effects with an acceptable
safety profile in a larger patient popula-
tion (81). A retrospective comparative
study by Tengesdal et al. showed that
in patients with high disease activity
(prednisolone dose >7.5 mg/day), LEF
provided faster remission than MTX
(49.4 weeks vs. 104.9 weeks; p=0.02)
(82). LEF has a side effect profile simi-
lar to MTX, however, monitoring for
gastrointestinal intolerance and hepa-
totoxicity is required for both agents
(80-82). AZA may also be an alterna-
tive for MTX-intolerant patients. De
Silva and Hazleman had demonstrated
GC-sparing effects of AZA in GCA pa-
tients in a double-blind study conduct-
ed in 1986 (83). AZA may be a safer
option than MTX in patients with renal
dysfunction (83). Pankow et al. 2023
study showed FDG-PET improvement
and 75% median GC dose reduction in
7 GCA patients treated with AZA (84).
Karabayas et al. showed similar re-
sults with decreased relapse rates in 37
large-vessel GCA patients (85). MMF
represents another option especially
for patients intolerant to other immu-
nosuppressive agents (84, 85).

Recommendation 10. 7CZ should be
used in patients with ischaemic symp-
toms or those refractory to at least
one conventional immunosuppressive
agent. Upadacitinib (UPA) may be an
alternative to TCZ in patients with low
risk for cardiovascular disease. Abata-
cept (ABA) may be considered in pa-
tients refractory or intolerant to these
two agents.

A meta-analysis published in 2021
including both randomised and obser-
vational studies, established that TCZ
was associated with a significantly
higher rate of sustained remission and
a greater GC-sparing effect compared
to conventional IS therapies (86). Af-
ter this meta-analysis was published,
recent studies have also confirmed the
efficacy of TCZ. Post-hoc data from
the GIACTA (Part 1) trial showed that
TCZ could prevent relapses in patients
with GCA with concomitant PMR and/
or cranial symptoms (87). Even a short
induction course of three months with
TCZ was also reported to reduce cumu-
lative GC exposure (88). An observa-
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tional monocentric study revealed that
TCZ treatment could prevent new visu-
al complications in patients at high risk
of vision loss (89). A GIACTA (Part 2)
post-hoc analysis showed that TCZ had
similar efficacy in preventing flares
in both new-onset and relapsing GCA
(90). In a comparative observational
cohort, relapse rates at 24 months
were lower with TCZ than with MTX
(22.6% vs. 34.6%), although the dif-
ference did not reach statistical signifi-
cance (77). In a prospective study that
also evaluated USG remission, TCZ
achieved greater GC tapering success
and higher remission rates compared
to MTX (91). In summary, evidence
prior to 2022 established TCZ as an
effective, GC-sparing option for GCA,
and studies published thereafter have
expanded these findings to include pre-
vention of vision loss and similar effi-
cacy in both new-onset and relapsing
disease, with emerging data suggest-
ing potential advantages over MTX in
achieving remission and reducing cu-
mulative GC exposure. However, there
are still unmet needs for alternative
biologics for patients who are intoler-
ant, refractory, or have contraindica-
tions to TCZ. In patients with newly
diagnosed or refractory GCA, RCTs
have been conducted with sirukumab,
sarilumab, mavrilimumab, secuki-
numab, and UPA (92-96). In studies
with sirukumab which is a human IL-6
monoclonal antibody and sarilumab an
interleukin-6-receptor inhibitor, a high
proportion of patients failed to achieve
the primary endpoint of sustained re-
mission due to early termination of
both studies due to sponsor decision
and Coronavirus Disease 2019 (COV-
ID-19) pandemic. No unexpected
safety signals were reported with either
drug (92, 93). In the phase 2, double-
blind RCT mavrilimumab was superior
to placebo for time to flare by week
26. The median time to flare was 25.1
weeks in the placebo group, and the
median was not reached in the mavrili-
mumab group, HR 0.38; 95% CI 0.15
to 0.92; p=0.026. The sustained remis-
sion rate was also significantly higher
in the mavrilimumab group compared
to placebo (83% vs. 50%, p=0.0038) at
week 26 of treatment. In the phase 2,

double-blind RCT with secukinumab
(TitAIN trial), patients in the secuki-
numab group had a higher sustained
remission rate compared to placebo at
week 28, in combination with a GC ta-
per regimen. The sustained remission
rate was 70% (95% Crl 52-85) in the
secukinumab group and 20% (95% Crl
12-30) in the placebo group (risk dif-
ference (RD) 0.50 (95% CrI 0-29-0-67,
RR 343, 95% Crl 2.10-5.87). Secuki-
numab was well-tolerated in this study
(95). However, the more recent phase 3
RCT comparing secukinumab in com-
bination with a 26-week GC taper and
placebo in combination with a 52-week
GC taper, was early terminated due
to the study not meeting its primary
endpoint. According to the results of
a phase 3 RCT of UPA in GCA, UPA
15 mg but not 7.5 mg showed superi-
ority over placebo with respect to the
primary end point sustained remission
at week 52 (46.4% [95% CI, 39.6 to
53.2]vs.29.0% [95% CI,20.6 to 37.5];
p=0.002). Also, UPA at 15 mg was also
superior to placebo in the analysis of
secondary endpoints of sustained com-
plete remission, time to disease flare,
cumulative GC exposure, and patient-
reported outcomes. Cardiovascular
risk is a potential concern with Janus
kinase (JAK) inhibitors. However, no
major adverse cardiovascular events
were reported in the UPA groups in this
study (96). In a retrospective study in-
cluding 35 patients who received JAK
inhibitors (15 baricitinib, 10 tofacitin-
ib, 10 UPA), 57% of the patients had
clinical remission and 46% had com-
plete remission (97). In a prospective
observational study comparing TCZ
and ABA in patients with GCA, ABA
demonstrated efficacy comparable to
both IV and SC TCZ (98). The over-
all response rates were 100% for IV
TCZ (57% complete and 43% partial
responses), 83% for SC TCZ (67%
complete and 16% partial responses),
and 62% for ABA (31% complete and
31% partial responses) (98). In a pro-
spective open-label study, ustekinumab
provided a significant GC dose reduc-
tion at week 52. Median prednisolone
dose decreased from 20 mg/day (IQR
15-25) at baseline to 5 mg/day (IQR
2.5-5) at week 52 (p<0.001) (99).
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Recommendation 11. Glucocorticoid
dose reduction should be initiated after
disease control is achieved (2—4 weeks).
A 6-month glucocorticoid tapering reg-
imen can be applied in patients start-
ing treatment with TCZ or UPA, and a
12-month glucocorticoid tapering regi-
men in patients starting with MTX or
another conventional immunosuppres-
sive agent.

A critical aspect of GCA treatment is ta-
pering the GC dose. However, there are
no RCTs that primarily aim to compare
different tapering protocols. Further-
more, RCTs of TCZ, sirukumab, sari-
lumab, mavrilimumab, and UPA have
included different GC tapering arms
(72, 92-94, 96). Two studies examined
a 26-week GC regimen without con-
comitant immunosuppressive therapy.
Muratore et al. evaluated a 26-week GC
protocol in a prospective, open-label
single-arm study involving 22 GCA pa-
tients (100). At week 52, 45% of the pa-
tients achieved relapse-free remission,
but only 23% remained in both relapse-
and GC-free remission, and 68% had at
least one relapse during the study period
(100). Mensch et al. used a similar 26-
week GC regimen in a retrospective
single-arm study involving 47 GCA pa-
tients used a similar 26-week GC regi-
men and reported that 68% of patients
experienced relapse, most of which
were minor (28 of 32) (101). These con-
siderably higher relapse rates with the
26-week tapering regimen suggested
that a 52-week tapering regimen may
be more suitable for patients receiv-
ing conventional immunosuppressive
therapies. Studies investigating TCZ
with the aim of achieving a faster GC-
sparing effect and reducing cumulative
GC exposure have shown encouraging
outcomes. Christ ez al.’s study followed
18 GCA patients with 3 days of 500 mg
methylprednisolone pulse, followed by
GCs discontinuation and a single dose
of IV TCZ, followed by 52 weeks of
SC TCZ. The remission rate was 76%
at week 24, but only 25% of the patients
achieved the primary outcome, defined
as remission within 31 days and without
relapse at week 24 (102).

Muratore et al. also followed 18 GCA
patients with 3 pulses of 500 mg meth-
ylprednisolone, followed by 52 weeks
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of SC TCZ without additional GCs
(103). They observed that 56% of pa-
tients remained in relapse-free remis-
sion at week 24 and 47% at week 52,
and additionally 4 patients with initial
aortic dilatation had increased aortic
diameter at week 52 (103). Unizony et
al. study involving 30 GCA patients in-
vestigated the combination of 8 weeks
of GC and 52 weeks of SC TCZ in 30
GCA patients (104). At week 52, 77%
of patients were in both relapse and GC-
free remission and the mean cumulative
GC dose was 1196 mg (104).

Overall, the modest remission rates and
relatively high relapse rates observed
with short-term GC protocols support
recommending the 26-week tapering
regimen used in RCTs, rather than ultra-
short GC regimens.

Recommendation 12. In patients who
have been receiving immunosuppres-
sive therapy for at least 1 year and have
been in GC-free remission for at least
6 months, gradual discontinuation of
immunosuppressive therapy may be
considered. In patients with ischaemic
symptoms, immunosuppressive therapy
should be continued for a longer period.
Eight recent studies have investigated
the outcomes of TCZ tapering or dis-
continuation in patients with GCA. In
the first prospective study by Tomel-
leri et al., 23 patients in remission on
TCZ received weekly SC TCZ for 12
months, then tapered to every other
week for 12 months, and finally dis-
continued TCZ and were followed for
6 months. All patients had to be in re-
mission at the start of each phase. In the
case of relapse, patients could initiate
GC or MTX. Only minor relapses oc-
curred, and the relapse rate was 17%
(4/23) in the first phase, 9% (2/23) in
the tapering phase, and 26% (6/23) in
the discontinuation phase (105).

In the open-label extension phase of
the GIACTA study, patients in GC-
free remission at month 12 were en-
rolled (106). Long-term remission was
achieved in 42% (25/59) in the weekly
arm and 29% (8/28) in every other week
arm (106). In another prospective study
by Adler et al., all patients maintaining
remission at month 12 in the phase 2
RCT of IV-TCZ discontinued the drug

(107). During a mean follow-up of
28-months, 8/17 (47%) patients expe-
rienced a minor relapse (107). In a ret-
rospective study involving 231 patients
in remission for at least 6 months, the
relapse rate was 10% in the continuation
group versus 6% in the reduction group,
but serious infections were less frequent
in the reduction group (108). Nielsen et
al. study compared abrupt discontinua-
tion with gradual discontinuation (109).
Relapse rates were 14% (8/57) in the re-
duction group versus 46% (27/59) in the
abrupt discontinuation group, and time
to relapse was significantly longer in the
reduction group (109). A multicentre
study by Quick et al. multicentre study
from the UK evaluated 336 patients
who discontinued TCZ due to the COV-
ID-19 pandemic (110). Overall, 110 of
336 (32.7%) patients experienced re-
lapses and relapse rates increased over
time: 21.4% at 6 months, 354% at 12
months, 45.0% at 18 months, 48.6% at
24 months (110). In a retrospective ob-
servational study of 114 patients who
had received TCZ for at least 3 months
and been followed for at least 6 months,
the relapse rate was 36% while on TCZ,
and 27 patients (52%) relapsed a median
of 8.4 months after TCZ cessation (111).
In the fifth retrospective observational
study, patients who discontinued TCZ
abruptly were compared with those
who tapered TCZ. Relapse rates were
14% (8/57) in the tapering group versus
46% (27/59) in the abrupt-discontinua-
tion group (109). Overall, these studies
showed that higher glucocorticoid doses
at TCZ initiation, TCZ treatment dura-
tion of less than 12 months, and high
baseline disease activity were associ-
ated with an increased risk of relapse
(109, 110). There are no data assessing
the immunosuppressive discontinuation
time separately in GCA patients with
and without ischaemic symptoms. How-
ever, the task force recommends con-
tinuing immunosuppressive treatment
for a longer period in GCA patients with
ischaemic symptoms.

Recommendation 13. In the manage-
ment of relapses, the medications the
patient is currently using, and the pres-
ence of ischaemic symptoms are deter-
mining factors. In patients with relapse,
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glucocorticoid dose and tapering strat-
egy can be applied as recommended for
newly diagnosed patients.

Relapse management in GCA should be
individualised according to the patient’s
current therapy and the presence of is-
chaemic symptoms. Although specific
protocols for relapse management are
limited in the literature, existing studies
provide guiding principles. A protocol
for patients experiencing relapse was
established in the GIACTA study (72).
In case of relapse, patients were with-
drawn from the study and open-label
treatment was initiated, highlighting
the importance of relapse management
in real-life practice (72). Several retro-
spective studies have reported relapse
patterns and management strategies.
Koster et al. study observed a 68% re-
duction in relapse rate after MTX ini-
tiation, emphasising the importance of
adding/changing immunosuppressive
therapy in patients experiencing relapse
(79). Gérard et al. reported that steroid-
sparing agents like TCZ can help main-
tain remission while reducing gluco-
corticoid exposure, offering guidance
in relapse management (86). Samson
et al. found that adding TCZ within the
first 3 months of treatment significantly
reduced GC requirements, suggesting a
similar approach could benefit relaps-
ing cases (88). Quartuccio et al. found
that TCZ led to a faster steroid-free
remission compared to MTX in a real-
life cohort, supporting its preference in
relapsing cases requiring rapid control
(77). Grazzini et al. demonstrated su-
perior clinical and ultrasonographic re-
sponse with TCZ versus MTX in active
GCA, suggesting that switching to TCZ
in relapse is clinically effective (91).
A more aggressive approach may be
required in patients relapsing with is-
chaemic symptoms. In TCZ studies, IV
pulse methylprednisolone use was rec-
ommended in the presence of ischaemic
symptoms (72, 79).

Recommendation 14. In patients who
relapse with non-ischaemic symptoms
while on immunosuppressive therapy,
GC should be initiated or the dose
should be increased if already using
GC, and immunosuppressive therapy
should be intensified.
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Evidence for the management of pa-
tients relapsing with non-ischaemic
symptoms while on immunosuppres-
sive therapy was evaluated. These
patients typically present with consti-
tutional symptoms, headache, or labo-
ratory changes. The GIACTA study
protocol provides guiding principles
for this situation (72). In case of non-
ischaemic relapse, increasing GC dose
and optimising immunosuppressive
therapy is recommended (72). Addi-
tionally, retrospective multicentre data
support that using TCZ in combination
with conventional ISs may help main-
tain prolonged remission in relapsing
patients (112). Retrospective studies
suggest that non-ischaemic relapses
may generally require less aggressive
treatment. However, these patients
should be closely monitored, and treat-
ment response should be evaluated (72).
Spiera et al. showed that patients with
PMR symptoms benefited from TCZ
compared to placebo, supporting in-
tensification of immunosuppression in
non-ischaemic relapses (87). Calderén-
Goercke et al. found that combining
TCZ with conventional immunosup-
pressives in real-life practice resulted in
more sustained remission compared to
monotherapy, suggesting an escalation
strategy (112). Grazzini et al. also sup-
ported the use of TCZ over MTX in pa-
tients with active GCA, reinforcing its
utility in non-ischaemic relapses (91).

Recommendation 15. In patients who
relapse while on optimal doses of TCZ
or UPA, GC should be initiated or the
dose increased if already taking them,
and immunosuppressive agent switch-
ing is recommended. In patients who
relapse despite these two agents, addi-
tion of conventional immunosuppres-
sive therapy or switching to ABA may
be considered.

Evidence for the management of pa-
tients experiencing a relapse while on
optimal dose TCZ or UPA therapy is
limited, but recommendations based
on expert consensus and small series
are available. In the extension phase
of the GIACTA study, it was reported
that in some patients who experienced
a relapse while on TCZ, additional con-
ventional immunosuppressive therapy

was added (106). This approach was
successful in some patients (106).
Calderén-Goercke et al. also suggested
that patients who experienced a relapse
under TCZ monotherapy may respond
better to combination treatment with
a conventional immunosuppressive
(112). In the UPA study, although no
specific protocol for patients expe-
riencing relapse was defined, it was
emphasised that alternative treatment
strategies should be evaluated in these
patients (96). Amsler et al. emphasised
the importance of close monitoring, as
visual complications may still occur
despite biologic therapy (89). Stone et
al. further confirmed that TCZ was ef-
fective in both new-onset and relapsing
GCA patients over a 3-year period, sup-
porting its continued use even after re-
lapse (90). Data regarding secukinumab
and ABA are limited, but these agents
have potential for use in patients refrac-
tory to TCZ and UPA.

Recommendation 16. Cardiovascular
risk assessment should be performed in
patients diagnosed with GCA and their
treatments should be managed accord-
ing to current guidelines. Although
routine initiation of anticoagulants,
antiplatelets, or statins is not recom-
mended, their use should be evaluated
individually on a patient basis.

GCA patients have increased cardio-
vascular risk due to age and vascular
inflammation. Therefore, comprehen-
sive cardiovascular risk assessment and
determination of appropriate treatment
strategies are important. Cardiovascu-
lar risk assessment should be performed
according to European Society of Car-
diology and American Heart Associa-
tion guidelines. Risk factors include
age, hypertension, diabetes mellitus,
hyperlipidaemia, smoking and fam-
ily history. There is potential to reduce
thrombotic events in high-risk individ-
uals with ischaemic complications. In
a study by Nesher et al. GCA patients
using low-dose aspirin (75-100 mg/
day) had a cranial ischaemic complica-
tion rate of 7.4% compared to 15.2%
in the control group who were treated
with prednisone only (p<0.05) (113).
Berger et al. support the protective ef-
fect of antiplatelet therapy in the devel-
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opment of serious iscaemic complica-
tions in GCA patients (114). However,
concomitant proton pump inhibitor use
should be evaluated due to gastrointes-
tinal bleeding risk, and individual risk
assessment should be performed (115).
Retrospective studies evaluating statin
use in GCA patients show that statin
use may reduce inflammatory markers;
however, LDL cholesterol level targets
and primary/secondary prevention indi-
cations should be determined according
to standard cardiology guidelines (116).
Schmidt et al. study showed that statin
use might reduce vascular inflamma-
tion (116). However, there is insuffi-
cient evidence for routine statin initia-
tion. Anticoagulant therapy should only
be considered according to standard
anticoagulation guidelines in patients
with specific indications such as atrial
fibrillation, venous thromboembolism,
or mechanical heart valve, due to the
lack of evidence-based data specific for
GCA patients.

Discussion

The first TSR recommendations for
GCA derived from the current litera-
ture review and expert opinion, provide
guidance to rheumatologists and other
clinicians involved in the diagnosis and
treatment of GCA patients, especially in
Turkey. For the diagnosis of GCA, we
suggest the use of TAB or USG accord-
ing to the availability of the tools and
the experience in each centre. EULAR
Recommendations for the management
of LVV recommend that a suspected di-
agnosis of LVV should be confirmed by
imaging or histology (4). The EULAR
Recommendations for the use of imag-
ing of LVV suggest temporal artery and
axillary artery USG should be consid-
ered as the first imaging modality to in-
vestigate mural inflammatory changes
in patients with suspected GCA, and in-
dicate that in patients with a high clini-
cal suspicion of GCA diagnosis may
be made with a positive imaging result
without additional testing such as TAB
(3). ACR still recommends the TAB as
the first diagnostic test for GCA possi-
bly due to limited experience with USG
in the United States of America (5).
However, it has been validated that in
many studies, temporal artery USG is a
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fast, inexpensive and reliable diagnos-
tic tool in GCA (4). With the increasing
experience and availability, USG use
will make the GCA diagnosis faster in
daily practice.

We suggest performing a TAB before
initiation of treatment in GCA patients,
or within two weeks at the latest, if
treatment has already been started.
The biopsy should be performed from
symptomatic side and unilaterally, and
the specimen should be at least 1.5 cm.
ACR conditionally recommends a TAB
specimen >1 cm over a short-segment
TAB specimen (<1 cm) (5). Our SLR
showed that the biopsy size should ide-
ally be a minimum of 1 cm. However,
we recommend at least 1.5 cm with the
understanding that the specimen will
undergo a reduction following fixation.
In suspected GCA patients who cannot
be diagnosed with USG or TAB, we
recommend that MR angiography can
be used for imaging cranial vascular
structures, and FDG-PET for extracra-
nial vascular structures. CT angiogra-
phy can also be an alternative imaging
modality. Different from our recom-
mendations, EULAR recommends
FDG-PET for both assessment of cra-
nial and extracranial vascular arteries
in this group of patients (3). ACR con-
ditionally recommends non-invasive
vascular imaging of the large vessels
in suspected or newly diagnosed GCA.
ACR also conditionally recommends
obtaining baseline MR or CT angiog-
raphy for evaluation of large-vessel
involvement for patients with newly di-
agnosed GCA (5). Different from other
published recommendations, we rec-
ommend performing systematic large-
vessel involvement screening with
FDG-PET, or with CT angiography as
an alternative in all newly diagnosed
GCA patients. We also recommend
close monitoring of patients with high
baseline FDG-PET scores for potential
relapse and vascular damage (stenosis/
aneurysm/occlusion) during follow-up.
Extracranial arterial involvement in
GCA patients is seen mostly in a silent
course between 30-83% and can lead
to a development of complications if
not detected at diagnosis. GCA patients
with large-vessel involvement are also
at increased risk for relapse. FDG-PET

is superior in both diagnosis and relapse
prediction due to its ability to vividly
demonstrate vasculitis activity (117).

GC is still the mainstay of medical
treatment in GCA. All GCA recommen-
dations suggest starting with 40-60 mg/
day prednisone or equivalent for induc-
tion of remission and tapering the GC
dose to <5 mg/day at the end of 1 year.
In the presence of visual manifestations,
IV pulses of GC were also recommend-
ed (4, 5, 118, 119). However, despite
slow tapering, 50-80% of patients with
GCA relapse under GC treatment during
follow-up (120). Though conventional
immunosuppressives are suggested for
selected patients with GCA (refractory
or relapsing disease, the presence or an
increased risk of GC-related adverse ef-
fects or complications) by EULAR and
French Study Group for Large Vessel
Vasculitis (4, 121), ACR guideline con-
ditionally recommended the use of TCZ
or MTX as GC-tapering agents in GCA
patients with or without extracranial in-
volvement (5). For patients with newly
diagnosed GCA, the Pan American
League of Associations for Rheumatol-
ogy (PANLAR) guideline recommends
treatment with GCs and TCZ over GCs
alone (119). Recent Norwegian Soci-
ety of Rheumatology recommendations
suggest initiating MTX in refractory or
relapsing patients. TCZ is suggested to
be considered if the patient cannot tol-
erate MTX or suffers a relapse while
on MTX. They also mention that LEF
or AZA may be considered despite the
scarce evidence (118). ACR recom-
mends adding a non-GC immunosup-
pressive agent (MTX or TCZ, prefer-
ably TCZ in patients with ischaemic
cranial symptoms) in relapsing GCA
patients together with increasing GC
dose (5). Norwegian guideline recom-
mends increasing the GC dose to the
most recent effective dose in patients
with minor relapse. In patients with
refractory disease or major relapse, ini-
tiation of MTX is recommended. TCZ
is recommended in case of intolerance
to MTX or refractory/relapsing disease
while on MTX (96, 118). For relaps-
ing GCA patients, PANLAR guideline
recommends both TCZ (strongly) and
MTX (conditionally). They also recom-
mend against treatment with ABA, cy-
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clophosphamide and tumour necrosis
factor inhibitors (119).

TSR recommendations have some dif-
ferences compared to other published
guidelines. We recommend the use of
MTX in addition to GC as first-line
treatment in all patients with GCA
without ischaemic symptoms. We rec-
ommend LEF, AZA and MMF as alter-
native options in these patients if MTX
is not tolerated. The task force felt that
this approach is important especially
for developing countries that have dif-
ficulty in reaching biologic agents
which are more expensive options. We
recommend TCZ in GCA patients with
ischaemic symptoms or with refractori-
ness to at least one conventional immu-
nosuppressive agent. We also recom-
mend UPA as an alternative to TCZ in
patients with low cardiovascular risk.
TSR recommendations are the first rec-
ommending UPA as an alternative op-
tion for the treatment of GCA. In a re-
cent large RCT, UPA 15 mg was found
to be superior to placebo for achieve-
ment of sustained remission at week
52 (96). We also recommend that ABA
may be used for the treatment of GCA
if there are intolerance or refractoriness
to TCZ and UPA. We did not include
secukinumab among the options due to
the early termination of its phase 3 trial.
In relapsing patients without ischaemic
symptoms, we recommend GC initia-
tion or an increase in GC dose with in-
tensification of I immunosuppressive
treatment. In relapsing patients during
TCZ or UPA treatment, we recommend
addition of conventional immunosup-
pressives or switching to ABA. Ac-
cording to the French Study Group for
Large Vessel Vasculitis, which is the
only guideline mentioning these bio-
logic agents; secukinumab, baricitinib,
ustekinumab, ABA and mavrilimumab
were not recommended based on lim-
ited phase 2 or open-label studies.
However, they can be discussed with an
expert in case of need (121).

Slow tapering of GCs with a with-
drawal between 18 and 24 months is
suggested by EULAR to avoid relapse
in GCA(4). However, there is no con-
sensus for the optimal duration of treat-
ment and time for cessation of treat-
ment in GCA. Recent French guideline
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recommends that TCZ or MTX may be
discontinued after 12 months, if possi-
ble, in patients completing the GC taper
(121). TSR recommends 6 months of
GC tapering with TCZ or UPA and 12
months of GC tapering with MTX and
other conventional immunosuppres-
sives for the treatment of GCA patients.
We also recommend that gradual cessa-
tion of immunosuppressive treatment
may be considered in patients who are
in remission without GC for at least
12 months. While EULAR guidelines
do not recommend the routine use of
antiplatelet or anticoagulant treatment
in GCA unless it is indicated for other
reasons, ACR (5) and PANLAR (119)
guidelines recommend the use of low-
dose of aspirin, not only when other-
wise indicated, but also in the presence
of vasculitic involvement of the com-
mon carotid, internal carotid, or verte-
bral arteries. We recommend that the
use of antiplatelet, anticoagulant and
statin treatment should be assessed in-
dividually in each GCA patient in light
of current guidelines.

This guideline has some limitations.
First, although the recommendations
were informed by a systematic litera-
ture review, the available evidence was
heterogeneous with respect to study
design, patient populations, outcome
imaging and treatment protocols. Sec-
ond, comparative data were limited for
screening strategies for large-vessel
involvement, optimal tapering and dis-
continuation decisions, comparative
effectiveness between different treat-
ments and the management of relapse
under biologic or targeted therapies.
Third, the applicability of these rec-
ommendations may vary across clini-
cal settings due to differences in local
expertise, particularly in imaging mo-
dalities and access to advanced imaging
and therapies, which may affect imple-
mentation, especially outside tertiary
centres.

Recent comprehensive syntheses, out-
line important advances in imaging
strategies, diagnostic pathways, and
disease stratification in large-vessel
vasculitis, including giant cell arteritis.
The present guideline is consistent with
these developments and seeks to inte-
grate current evidence into structured,

clinically applicable recommendations
(122, 123).

The present guideline has clear impli-
cations for clinical practice. By syn-
thesising current evidence and expert
opinion into structured recommenda-
tions, it provides a standardised frame-
work to support daily clinical decision-
making. This approach is expected to
enhance consistency of care, facilitate
timely diagnosis through prioritised
imaging strategies and optimise disease
management with the aim of reducing
glucocorticoid-related morbidity. The
integration of contemporary imaging
techniques and evolving therapeutic
strategies, including biological agents,
may contribute to improved long-term
outcomes while allowing for adaptation
to local clinical contexts and resource
availability.

In conclusion, large RCTs assessing
and comparing new effective options
are still required in GCA. The optimal
duration of GC and immunosuppressive
agents are also insufficiently explored.
Assessment of the value of conven-
tional immunosuppressives which are
more cost-effective options compared
to biologic agents, is another research
area in GCA treatment for especially in
developing countries. UPA seems to be
a promising therapeutic option in GCA.
However, more real-life experience is
needed to assess the safety of UPA in
the elderly population with especially
those with high cardiovascular risk.
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