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MATERIALS  AND METHODS   

Study population  

GCA patients were classified into one of three categories based on disease activity and treatment: 

active disease (aGCA, n=11); disease remission on corticosteroid (CS) monotherapy (rGCA-CS, 

n=19); and disease remission on TCZ therapy (rGCA-TCZ, n=11). For comparison, we also 

evaluated 10 healthy controls (HC). All patients met the 1990 ACR classification criteria for 

GCA. The number of patients with positive temporal artery biopsy and vascular imaging 

demonstrating changes compatible with large vessel vascultis are shown in Table 1. Vascular 

imaging included magnetic resonance angiography (MRA), computer tomography angiography 

(CTA), and positron emission tomography (PET). Changes considered compatible with large vessel 

vasculitis included increased arterial wall thickness, mural contrast or 18 fluorodeoxyglucose (FDG)-

uptake, and/or the presence of areas of diffuse luminal stenosis involving the aorta and/or its main 

branches (e.g., supra-aortic arteries). 

 

Active disease was defined as the presence of signs and/or symptoms such as headache, jaw 

claudication, scalp tenderness, amaurosis fugax, transient blurry vision, diplopia, new onset 

permanent vision loss due to ischemic optic neuropathy, polymyalgia rheumatica [1], and/or 

otherwise unexplained fever; with or without concomitant elevation of the erythrocyte 

sedimentation rate (ESR) and/or C-reactive protein (CRP). Asymptomatic elevation of 

inflammatory markers was not considered active disease. Disease remission was defined as the 

absence of signs and symptoms of disease activity regardless of the level of ESR and CRP.  

 

Upon diagnosis, all patients were treated according to the standard of care for GCA [1]. All new 

onset patients received 40-60 mg/day of prednisone for approximately 4 weeks, followed by a 
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reduction of the daily dose of 5-10 mg every 1-2 weeks until the dose of 20 mg/day was reached. 

The daily dose was subsequently tapered at a rate of 2.5 mg every 1-2 weeks until the dose of 10 

mg/day was attained. Prednisone was then reduced by 1 mg every month until discontinuation or 

the occurrence of a disease relapse.  

 

The patients in the aGCA group (n = 11) were sampled during disease activity. Eight of the 

aGCA patients had previously established disease and were sampled upon disease relapse, and 3 

had new-onset disease. The mean prednisone dose of aGCA patients by the time of blood 

collection was 8 mg (SD 6.5 mg, range 0 - 20 mg). Six of the aGCA patients sampled during a 

disease relapse, flared while taking a prednisone dose below 10 mg and 2 while receiving 

prednisone doses between 10 and 20 mg.  

 

The patients in the rGCA-CS group (n = 19; 63% with previously established disease) were 

sampled during the absence of clinical disease activity. The mean prednisone dose of this group 

was 15.7 mg (SD 17.9 mg, range 0 - 60 mg). Twelve of these patients had had between 1 and 9 

flares prior to being sampled. By the time of blood sampling, rGCA-CS patients were in 

remission and tapering their prednisone. Ten patients were on a prednisone dose below 10 mg, 6 

patients were on a prednisone dose between 10 and 20 mg, and 3 patients were on a prednisone 

dose between 40 and 60 mg.  

 

The patients in the rGCA-TCZ group (n = 11; 100% with previously established disease) were 

sampled during the absence of clinical disease activity. The mean prednisone dose of this group 

was 0.2 mg (SD 0.4 mg, range 0 - 1 mg). All the patients in this group had had between 1 and 10 
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flares prior to being sampled. By the time of blood sampling they were in remission, 2 patients 

on 1 mg of prednisone and 9 patients off prednisone completely.  

 

Disease flares were managed with variable increments of the prednisone dose, with or without 

the addition of other immunosuppressants (e.g., methotrexate). Relapses characterized by PMR 

symptoms were treated with prednisone doses between 10 and 20 mg/day. Flares characterized 

by cranial symptoms received prednisone doses between 20 and 60 mg/day. At the discretion of 

the treating physicians, but mostly due to relapsing disease despite of the use of adjunctive 

immunosuppression or due to prohibitive CS-related toxicity, a group of patients were treated 

with TCZ (rGCA-TCZ group). Once on TCZ, patients underwent a prednisone taper of variable 

rate, but generally faster than the standard of care in order to ameliorate or prevent CS-related 

toxicity. In general, prednisone doses above 20 mg were tapered by 10 mg every 5 to 7 days, 

prednisone doses between 10 and 20 mg were tapered by 2.5 mg every 5 to 7 days, and 

prednisone doses below 10 mg daily were tapered between 1 and 2.5 mg every 1-2 weeks. One 

subject in the rGCA-CS group and one in the aGCA group were on methotrexate at the time of 

blood sampling.  

 

 


