Rheumatology International (2024) 44:603-610
https://doi.org/10.1007/500296-023-05527-8

Rheumatology

INTERNATIONAL

COHORT STUDIES q

Check for
updates

Glucocorticoid discontinuation rate and risk factors for relapses
in a contemporary cohort of patients with giant cell arteritis

- Vassiliki Dania®® - Kyriaki Boki®
- Petros P. Sfikakis®©® - Maria G. Tektonidou®

Christina Tsalapaki'© - Argyro Lazarini>® - Evaggelia Argyriou®
Gerasimos Evangelatos*® . Alexios lliopoulos*® - Maria Pappa®
Athanasios Georgountzos®® - Euripidis Kaltsonoudis’ @ - Paraskevi Voulgari’© - Alexandros A. Drosos’
Evaggelos Theotikos?® - Charalampos Papagoras®® - Theodoros Dimitroulas®® - Alexandros Garyfallos®
Evaggelia Kataxaki'®® - Georgios Vosvotekas''® - Dimitrios Boumpas'?® . Emilia Hadziyannis'
Dimitrios Vassilopoulos'

Received: 1 November 2023 / Accepted: 22 December 2023 / Published online: 1 February 2024
© The Author(s) 2024

Abstract

The rates of relapses and therapy discontinuation in patients with giant cell arteritis (GCA) in the modern therapeutic era
have not been defined. We aimed to evaluate the glucocorticoid (GC) discontinuation rate and the factors associated with
relapses in a contemporary GCA cohort. Patient and treatment data were collected cross-sectionally at first evaluation and 2
years later (second evaluation), in a multicenter, prospective GCA cohort. Predictors of relapses were identified by logistic
regression analyses. 243 patients with GCA were initially included (67% women, mean age at diagnosis: 72.1 years, median
disease duration: 2 years) while 2 years later complete data for 160 patients were available and analyzed. All patients had
received GCs at diagnosis (mean daily prednisolone dose: 40 mg) while during follow-up, 37% received non-biologic and
16% biologic agents, respectively. At second evaluation, 72% of patients were still on therapy (GCs: 58% and/or GC-sparing
agents: 29%). Relapses occurred in 27% of patients during follow-up; by multivariable logistic regression analysis, large
vessel involvement at diagnosis [odds ratio (OR)=4.22], a cardiovascular event during follow-up (OR =4.60) and a higher
initial GC daily dose (OR =1.04), were associated with these relapses. In this large, real-life, contemporary GCA cohort,
the rates of GC discontinuation and relapses were 40% and 27%, respectively. Large vessel involvement, a higher GC dose
at diagnosis and new cardiovascular events during follow-up were associated with relapses.
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Introduction result in vision loss in 15-20% of cases requiring urgent

treatment [3, 4]. Glucocorticoids (GCs) remain the mainstay

Giant cell arteritis (GCA) is the most common systemic vas-
culitis in adults affecting large arteries, especially the aorta
and its branches [1]. It is a heterogenous disease, often not
conforming to a single clinical presentation [2]. Ischemic
complications of the arteries supplying the optic nerves
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of treatment for GCA and should be initiated promptly to all
patients [5]. While symptoms respond to therapy, relapses
are common and long-term therapy with GCs is often
needed, resulting in significant morbidity and mortality [6].

Large epidemiological and retrospective studies have
shown that 40-79% of patients will relapse at least once
during the disease course, while 40% will not be able to
discontinue GCs due to multiple relapses [6, 7]. Relapses
are more frequent during the first 2 years of treatment when
prednisone dose is reduced to 5-10 mg/day [6].

Over the last few decades, non-biologic (mainly meth-
otrexate-MTX) and biologic (anti-interleukin-6, IL-6 such
as tocilizumab-TCZ) therapies have been used in clinical
practice to minimize GC use and their side effects while
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close monitoring and treatment of various comorbidities in
these patients is implemented [8, 9]. The effects of these
interventions in the rates of GC discontinuation and disease
relapses have not been thoroughly examined.

The aim of our study was to evaluate the rate of GC dis-
continuation and the predictive factors for relapses in a con-
temporary cohort of patients with GCA.

Material and methods
Patients

This was a multicenter, prospective cohort study of patients
with GCA held by the GCA study group of the Greek Rheu-
matology Society (ERE-EPERE) [10]. Participating centers
included academic and non-academic referral rheumatology
clinics, National Health System outpatient clinics and pri-
vate offices. Ethical approval was provided by the local insti-
tutional boards of participating centers and informed consent
was obtained from participating patients.

Between December 2015 and December 2019, GCA
patients were cross-sectionally evaluated (1st evaluation)
in each center, outpatient clinic or private office. The diag-
nosis of GCA was based on the 1990 American College of
Rheumatology (ACR) classification criteria [11]. Patients
were excluded if they were not routinely followed up by
their physician or had less than 2 visits between the 1st and
2nd evaluation. For each patient, data regarding patient (age,
gender, weight, height, working status, educational status,
smoking, and alcohol habits) and disease (disease duration
and presenting symptoms, laboratory, imaging of temporal
and large vessels and temporal artery biopsy data) charac-
teristics as well as treatment patterns (GC dose, use of non-
biologic and biologic therapies, treatment adverse events)
were recorded and analyzed. Data regarding the mode of
diagnosis (temporal artery biopsy, ultrasound of the tempo-
ral arteries, large vessel imaging) were collected retrospec-
tively. These were performed at each center’s according to
the caring physician discretion.

Comorbidities, including hyperlipidemia, coronary artery
disease, cerebrovascular disease, peripheral vascular disease,
diabetes mellitus, chronic obstructive pulmonary disease
(COPD), arterial hypertension, depression, osteoporosis,
current or past hepatitis B virus (HBV) infection, current or
past hepatitis C virus (HCV) infection, history of tubercu-
losis (TB) or latent TB infection (LTBI), history of herpes
zoster (HZ), neoplastic diseases and history of vaccination
against influenza and pneumococcus were also documented.
The diagnosis of each comorbidity was made based on the
use of prescribed treatment for its management.

Patients were followed by their physicians and the same
data were collected approximately 24 months (2 years) later
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at the 2nd evaluation. The number and type of relapses
during this follow-up period were recorded. Relapse was
defined as reappearance of disease related symptoms, usu-
ally accompanied by elevation of acute-phase reactants or
evidence of vasculitis in imaging studies (MRI, PET/CT,
CTA) that required treatment adjustment.

Statistical analysis

All analyses were performed with the use of Microsoft Excel
2013 and IBM SPSS Statistics v.20 software. At firsts, data
were analyzed by descriptive statistics. Continuous variables
were presented by mean and standard deviation if normally
distributed and median and interquartile range if other-
wise. Categorical variables were presented by counts and
percentages. Multivariable logistic regression analysis was
used to determine factors associated with GC discontinua-
tion. Age, sex, disease duration, initial GC dose, treatment
with biologic or non-biologic agents, and the occurrence of
GC related adverse events, disease relapses and new cardio-
vascular disease (CVD) events during follow-up were used
as independent variables. Multivariable logistic regression
analysis was additionally used to determine possible pre-
dictors of new relapses. Age, sex, disease duration, treat-
ment status, specific treatment with biologic or non-biologic
agents, large vessel vasculitis at diagnosis, erythrocyte sedi-
mentation rate at diagnosis and the occurrence of new CVDs
during follow-up were used as independent variables. The
selection method in the regression analyses was based on
the results of initial univariate regression analyses following
the Collett’s model selection approach. Clinically significant
variables were finally inserted in the model. The final model
included: age, sex, duration of disease, treatment, predniso-
lone dose, treatment with GC-sparing agents, treatment with
biologics, large vessel vasculitis at diagnosis, erythrocyte
sedimentation rate at diagnosis, cardiovascular events dur-
ing follow-up. Collinearity was excluded using the Variance
Inflation Factor measure.

Results
Patient and disease characteristics at baseline

Initially, 243 GCA patients were included in the study.
67% were women with a mean age at diagnosis of 72 years
(Table 1) and a median disease duration of 2 years at the 1st
evaluation. Temporal artery biopsy had been performed in
196 patients (81% of the whole cohort) and was positive in
161 of them (82%). 103 patients (43%) underwent temporal
artery ultrasound that was positive in half of them (51%).
Furthermore, large vessel involvement indicated by positive
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Table 1 Patient and disease characteristics

Patient characteristics n=243
Females, n (%) 162 (67)
Age at diagnosis, years, mean+ 1SD 72.1+8.1
Disease duration at 1st evaluation, years, median 2(3)
(IQR)
Working status, retired, n (%) 201 (83)
BMI, mean+ 1SD 26.4+4.0
Current smokers, n (%) 29 (13)
Previous smokers, 1 (%) 58 (27)
Alcohol, n (%)
>2 times/month 135 (62)
0-1 times/month 46 (21)
Method of diagnosis
Temporal artery biopsy, n positive/total (%) 161/196 (82)

Ultrasound of the temporal arteries, n positive/total
(%)

53/103 (51)

Large vessel imaging, n positive/total (%) 16/238 (7)
Symptoms at diagnosis, n (%)
Headache 173 (71)
Fever 157 (65)
Jaw claudication 83 (34)
Scalp tenderness 78 (32)
Polymyalgia rheumatica symptoms 77 (32)
Visual disturbances 50 (21)
Laboratory findings at diagnosis
ESR, mm/h, median (IQR) 102 (36)
CRP, mg/L, median (IQR) 65.8 (92)
Comorbidities at diagnosis, n (%)
Coronary artery disease 19 (8)
Stroke 94)
Peripheral artery disease 15 (6)
Arterial hypertension 142 (58)
Hyperlipidemia 79 (33)
Diabetes mellitus 44 (18)
Current neoplastic diseases 5(12)
Osteoporosis 114 (47)
Depression 27 (11)
Chronic obstructive pulmonary disease 18 (7)

CRP C-reactive protein, ESR erythrocyte sedimentation rate, BMI
body mass index, SD standard Deviation

imaging studies (MRA, PET/CT, CTA) was found in 7% of
the patients.

The most common symptoms at diagnosis are shown in
Table 1. Visual disturbances were present in 21% of patients.
The median erythrocyte sedimentation rate (ESR) and
C-reactive protein (CRP) at diagnosis were 102 mm/h (IQR
36) and 65.8 mg/L (IQR 92) respectively (Table 1). Regard-
ing co-morbidities, a history of coronary artery disease,
stroke and peripheral artery disease was reported, based
on history and/or therapy, in 8%, 4% and 6% of patients,

Table 2 Treatment patterns at different time points during the disease
course

Treatment Diagnosis Ist evaluation 2nd evaluation
Glucocorticoids,  243/243 (100%) 194/243 (80%) 92/160 (58%)
n (%)
Monotherapy 235 142 66
Combination 8 52 26

with biologics/
non-biologics

Non-biologics, 8/243 (3%) 49/243 20%)  27/160 (17%)
n (%)
MTX 8 49 26
Biologics, n (%)  0/243 (0%) 18/243 (7.5%) 21/160 (13%)
TCZ 0 18 18
Infliximab 0 0 1
Abatacept 0 0 2
Combination of  0/243 (0%) 4/243 (1.7%)  2/160 (1%)

biologics and
non-biologics,
n (%)

MTX methotrexate, TCZ tocilizumab

respectively. Moreover, arterial hypertension was reported
in 58%, hyperlipidemia in 33% and diabetes mellitus in 18%
of patients while current neoplastic diseases, depression,
osteoporosis (defined by anti-osteoporotic therapy and/or
history of osteoporotic fractures) and COPD were reported
in 2%, 11%, 47% and 7% respectively. Regarding vaccina-
tion, 85 (33.5%) patients had anti-pneumococcal vaccina-
tion and 158 (63%) had been vaccinated for influenza. Four
patients (2%) had active HBV infection (HBsAg positive)
at the time of diagnosis, while no patient with HCV infec-
tion was reported. Finally, LTBI was identified in 8 patients
(Mantoux test positive).

Treatment patterns

All patients were treated with GCs at diagnosis. Seventeen
patients (6.7%) with visual disturbances received intrave-
nous pulses of methylprednisolone (1000 mg/day for 3 days).
The initial median prednisolone dose was 40 mg/day. Only
8 patients (3%) were also treated with MTX and none with
biologics at diagnosis. At the 2nd evaluation 66 patients
were receiving GCs as monotherapy and 26 patients were
receiving GCs in combination with non-biologics/biologics
(Table 2).

In Fig. 1, the flowchart of patients is shown. At the 2nd
evaluation, complete data were available for 160 patients
(66%) with a median interval between the 1st and 2nd evalu-
ation of 2.02 years (Fig. 1). Eighteen patients were excluded
as the median time of the 2nd evaluation was less (< 1 year)
or exceeded (>3 years) the suggested reevaluation time point
(2 years after the 1st evaluation) while 39 patients were lost
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n=243

n=26
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n=39 —_—
Lost of followup
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Data available for analysis
at 2" evaluation

n=18
Excluded
Reason : median time of
evaluation not according
to inclusion criteria

—_—

Fig. 1 Flowchart of patient disposition

to follow-up. No differences were observed between patients
who were lost to follow-up and those who were analyzed
after 2 years regarding patient characteristics (p =0.89 for
sex, p=0.92 for age), disease characteristics (p =0.18 for
LVV involvement, p=0.18 for ESR and p =0.50 for disease
duration) and treatment patterns (p =0.92 for non-biologics,
p=0.84 for biologics and p =0.44 for glucocorticoids).

Regarding treatment with non-biologics, 20% (49/243)
were receiving MTX at 1st evaluation and a similar percent-
age 2 years later (16%, 26/160, Table 2) while for biologics
7.5% were receiving them at 1st evaluation and 13% 2 years
later, respectively. Among patients who had received bio-
logics, 18 were on TCZ, 2 on abatacept and 1 on infliximab
(Table 2).

Rates and factors associated with GC
discontinuation

At the end of the follow-up (median time since diagnosis:
4.3 years), 58% were still on GCs (median dose: 5 mg/
day) while 28.7% were on a GC-sparing agent (biologic or
non-biologic). No factors were identified by multivariable
logistic regression analysis to be associated with GC discon-
tinuation. There was a marginally non-statistically signifi-
cant negative association between age and GC discontinu-
ation [odds ratio 0.958 (0.916, 1.003) per 1-year increase,
p=0.065).

Rates and predictors of relapses

During the prospective 2-year follow-up period, 43 patients
(27%) suffered > 1 relapse (relapse rate: 17/100 patient-
years). The median time from the 1st evaluation to the 1st
relapse was 8 months. These were mainly clinical relapses
(75.5% in 47.2% accompanied by increases in ESR and/or
CRP) while in 22.6% the relapse was assumed by laboratory
findings while in 1 patient (1.9%) the diagnosis was made
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by suggestive large vessel imaging findings. Relapses were
managed by increasing the dose of GCs (n=33.61%) or add-
ing a GC-sparing agent (MTX, n=4 or TCZ, n=35).

Patients who relapsed (n=43) compared to those who did
not relapse (n=117) had shorter disease duration (median
1.4 vs. 3 years at 1st evaluation, p=0.015), more frequent
large vessel involvement (21% vs. 8%, p=0.019), had
received a higher GC dose at diagnosis (mean daily pred-
nisolone dose: 46.2 vs. 39.9 mg, p=0.01) and were more
likely to have developed a CVD during the 2-year follow-up
period (14% vs. 4.2%, p=0.032, Table 3).

By multivariable logistic regression analysis, large ves-
sel involvement [odds ratio (OR) (95% confidence inter-
vals) =4.22 (1.14, 15.58), p=0.03], a new CVD event
[OR=4.60(1.11, 19.13), p=0.04] and a higher GC dose at
diagnosis [OR=1.04 (1.002, 1.08), p =0.04] were associ-
ated with increased odds for a relapse (Table 4).

Serious events

During the 2-year follow-up period, 43 GC-related adverse
events were recorded. The most common was osteoporosis
occurring in 20 patients (12.5%) while 11 patients (6.9%)
had 12 documented fractures. Other GC-related side effects
included cataract (n=9, 5.6%) and diabetes mellitus (n =3,
1.9%). Hospitalizations were mainly due to CVD events
(n=11, 6.9% such as myocardial infarction/n =2, rupture
of aortic aneurysm/n=2 and heart failure/ n=2) and serious
infections (n=9, 5.6%). Herpes zoster was reported in 3.1%
of patients and malignancies in 4.4% (lung cancer, n=2 and
non-melanoma skin cancer, n=2).

During follow-up, 10 patients died (6.2%). The exact
cause of death was available for eight patients, and it was
due to cardiovascular events (n=3, 30%), infections (n=2,
20%) or other causes (n=3, 30%).

Discussion

This is one of the few real-life studies examining the relapse
and drug discontinuation rates in patients with GCA in the
contemporary treatment era. Our findings indicate that there
was a trend for a lower relapse and a similar GC discontinua-
tion rate compared to older GCA cohorts. Factors associated
with relapses included large vessel involvement, initial GC
dose and CVD events during follow-up.

GCA has been traditionally treated with GCs while non-
biologic (mainly MTX) and biologic (anti-IL6, TCZ) agents
are usually employed for refractory or relapsing disease.
Recent Guidelines and Recommendations propose their use
in combination with GCs at diagnosis either for patients
who are at risk for GC-related side effects or complications
(EULAR) or for all patients (ACR). In both cases, TCZ
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Table 3 : Main characteris.tics Relapses p value
of relapsing vs. non-relapsing
patients No Yes
n=117 n=43
Age at diagnosis, years (mean+ SD) 72.3+79 72.7+8.2 0.82
Females, n (%) 74 (65%) 30 (73%) 0.33
Disease duration at 1st evaluation (years) 3(4.38) 1.4 (2.5) 0.015
CRP at diagnosis (mg/L) 51(82) 51.4 (125) 0.42
ESR at diagnosis (mm/h) 105 (33) 102 (48.75) 0.93
Large vessel involvement, n (%) 9 (8%) 9 (21%) 0.019
CVD events between 1st and 2nd evaluation, n (%) 5 (4.2%) 6 (14%) 0.032
GC starting dose at diagnosis (mean, mg/day) 399+11.8 46.2+134 0.01
Therapies at 1st evaluation
Off therapy, n (%) 18 (16%) 1 2%) 0.066
GCs alone, n (%) 68 (59%) 28 (65%) 0.34
GC and GC-sparing agents (biologics, non-biologics), 30 (26%) 14 (33%) 0.38
n (%)
Biologics, n (%) 7 (6%) 6 (14%) 0.1

SD standard deviation, CRP C-reactive protein, ESR erythrocyte sedimentation rate, CVD cardiovascular

disease, GC glucocorticoids

Characteristics with a p value <0.05 are shown in bold

Table 4 Variables associated

. e Variable QOdds ratio (95% CI) p value
with relapses by multivariable
logistic regression analysis Age 1.04 (0.98, 1.10) 0.20
Female sex 1.73 (0.68, 4.40) 0.25
Duration of the disease 0.85 (0.70, 1.03) 0.09
Treatment (any treatment for GCA) 2.79 (0.29, 26.66) 0.37
Prednisolone, initial dose at diagnosis (mg/day) 1.04 (1.002, 1.08) 0.04
Treatment with GC-sparing agents (biologics or non- 1.05 (0.33, 3.30) 0.94
biologics)
Treatment with biologics 2.30(0.38, 13.83) 0.37
Large vessel vasculitis at diagnosis 4.22 (1.14, 15.58) 0.03
ESR at diagnosis (mm/h) 1.00 (0.98, 1.01) 0.64
CVD events during follow-up 4.60 (1.11, 19.13) 0.04

CI confidence intervals, GCA giant cell arteritis, CVD cardiovascular event, ESR erythrocyte sedimentation

rate

Characteristics with a p value <0.05 are shown in bold

is the preferred GC-sparing agent compared to MTX. For
patients who had not received TCZ at diagnosis, EULAR
recommends them for relapsing or refractory to GC dis-
ease. Real-life data though regarding the course of patients
(relapses, GC-discontinuation rate) with GCA with the addi-
tion of these agents are limited.

In our study, 37% of patients received non-biologic and
16% biologic agents during their disease course. During the
entire 4-year follow-up period, 42% of patients were able to
discontinue GCs compared to 24—55% in older GCA cohorts
[7, 12, 13]. While in older studies a number of factors were
associated with a higher GC-discontinuation rate such as a
higher initial oral prednisone dose [7], a higher hemoglobin

level [14], the use of GC-sparing agents and male sex [15],
in our study no baseline or on therapy factors were associ-
ated with GC discontinuation. There was only a non-statis-
tically significant trend for younger patients to achieve GC
discontinuation.

Long-term GC treatment is associated with the devel-
opment of several well-recognized adverse events [5, 16,
17]. In our study, 22% developed GC-related adverse events
including cataract and osteoporosis over a 2-year period.
This rate is rather lower compared to the 46% rate reported
by Labarca et al. during the same follow-up period and simi-
lar to that observed by Proven et al. (86% during 10 years of
follow-up) [7, 18].
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It is currently unknown whether the gradual introduc-
tion of non-biologic and biologic agents in the treatment of
GCA has resulted in a decreased relapse rate. In our study,
relapses occurred in 27% of patients during the 2-year pro-
spective follow-up period (17/100 patient-years). Although
direct comparisons cannot be made, it seems that this relapse
rate is lower compared to what has been reported in previous
GCA cohorts [6, 7, 12, 14, 15, 18-22]. Several studies report
that the first 2 years after diagnosis 35% of patients relapse
[14, 21] while a higher percentage is observed (40-52%)
during the Ist year after diagnosis when GCs are tapered
[12, 19, 22]. In a cohort of patients with a total follow-up
of approximately 5 years after diagnosis, Labarca et al.
observed that 79% of patients experienced > 1 relapse [7].

Numerous patient and/or disease characteristics have
been associated with GCA relapses. These included clinical
characteristics such as jaw claudication, scalp tenderness,
polymyalgia rheumatica symptoms [6, 15] or fever >38 °C
[14], the severity of inflammatory infiltrate in temporal
artery biopsy [14], female sex [7, 15], specific comorbidi-
ties like diabetes mellitus, hypertension and anemia [7, 19]
and a strong initial inflammatory response (defined by the
presence of fever, weight loss, ESR> 85 mm/h and hemo-
globin < 110 gm/L) [23, 24]. It is obvious from these studies
that a consistent phenotype associated with relapses has not
been defined.

In our study, large vessel involvement was associated with
an almost a fourfold higher risk for disease relapses. This is
in accordance with the findings from other recent studies
[21, 22, 25, 26], indicating that it should be explored further
whether all patients with GCA should be screened for large
vessel involvement at diagnosis and receive a more aggres-
sive treatment scheme to prevent relapses and decrease the
rate of thoracic aneurysm formation, as is the case with
another large vessel arteritis (Takayasu arteritis) [8, 9].

A novel finding of our study was that patients who had a
new CVD event during follow-up had a higher relapse risk.
In general, patients with GCA are at higher risk for CVD
events due to their advanced age and cardiovascular risk fac-
tors at diagnosis as well as to disease-related factors [22, 27,
28]. In our cohort, the mean age of patients at diagnosis was
72 years while a substantial number had traditional CVD
risk factors (58.3% hypertension, 33% hyperlipidemia, 18%
diabetes mellitus). It is unclear if this higher relapse rate
could be related to a less aggressive use of GCs in patients
with new CVD events during follow-up or to other unknown
factors. Nevertheless, this is a finding that needs to be repli-
cated in larger patient cohorts.

Another interesting finding was that there was a dose-
dependent increase in the relapse rate according to the initial
GC dose (OR=1.04). Previous studies by Restuccia et al.
[14] and Martinez-Lado et al. [19] as well as a recent meta-
nalysis [20] have not shown such an association. A possible
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explanation could be that patients with more severe pres-
entation (i.e., vision involvement, higher inflammatory
response) may require higher initial GC doses and are more
prone to relapses. This hypothesis is supported by the find-
ings from a study of Hernandez-Rodriguez et al. in which
patients with a strong inflammatory response (fever, weight
loss, ESR > 85 mm/h and hemoglobulin < 110 gm/L) had
higher GC requirements but also more disease flares [23].

Limitations and strengths

Major strengths of our study include its real-life multi-center
design, the large number of included patients, the utiliza-
tion of invasive and non-invasive modes of GCA diagnosis,
its 2-year prospective follow-up period and the inclusion
of several referral centers with significant experience in
patients with GCA. On the other hand, our study has certain
limitations. As is the case with similar multi-center, real-life
patient cohorts, a significant number of patients (34% from
the initial cohort) were lost in follow-up while there was no
universally employed protocol for the diagnosis, monitoring,
and management of these patients among different centers.

Conclusion

Our contemporary, real-life cohort study demonstrates
that after the gradual introduction of GC-sparing agents in
GCA management, there was a trend for a lower relapse
rate compared to older cohorts. Large vessel involvement
and new CVD events were associated with relapses indicat-
ing the need for replicating these findings in larger patient
cohorts that could lead to a different diagnostic and treat-
ment approach in this patient population. Furthermore, we
noted that the GC discontinuation rate has not been altered
significantly, since ~60% of patients remained on them 4
years after diagnosis. These findings emphasize the need for
more real-life studies evaluating the earlier use of non-GC
therapies as well as for the testing and introduction of novel
GC-sparing agents in GCA treatment.
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