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Letters to the Editors
Comment on:
Development of intracranial 
vasculitis in giant cell arteritis 
during tocilizumab treatment 
by Naderi

Sirs,
We read with interest the case report pre-
sented by Dr Nazanin Naderi (1) highlight-
ing the development of intracranial arteri-
tis in a 70-year-old patient with giant cell 
arteritis (GCA) following the introduction 
of tocilizumab. Herein we report a contrary 
illustrative case in which intracranial vas-
culitis at GCA diagnosis was reversed with 
glucocorticoids and tocilizumab.
An 81-year-old male initially presented 
with features of polymyalgia rheumatica 
and elevated inflammatory markers [eryth-
rocyte sedimentation rate (ESR) 68 mm/
hr, C-reactive protein (CRP) 54.7 mg/L] 
without symptoms of GCA. He responded 
with symptom resolution and inflammatory 
marker normalisation following the initia-
tion of prednisone 20 mg/day with subse-
quent taper. Five months later, while on 5 
mg/day oral prednisone, he presented to a 
local emergency room with new-onset head-
ache, jaw claudication, double vision, dise-
quilibrium, bilateral lower extremity weak-
ness and upper extremity numbness. ESR 
was 58 mm/hr and CRP 29.8 mg/L. Mag-
netic resonance imaging (MRI) of the brain 
demonstrated multiple subacute infarcts in 
the bilateral cerebellar hemispheres. Blood 
cultures were negative. Echocardiogram 
was negative for valvular abnormalities or 
intracardiac thrombus. Electrocardiogram 
showed normal sinus rhythm. Computed 
tomography with angiography of the head 
and neck showed occlusion of the basilar 
artery and left vertebral artery. Temporal ar-
tery biopsy was performed and was positive 
for giant cell arteritis (GCA) bilaterally. He 
received three days of 500 mg intravenous 
methylprednisolone followed by 60 mg/day 
prednisone which he remained on until re-
ferral to our institution two weeks later. 
Upon initial evaluation at our institution, 
magnetic resonance angiography (MRA) 
of the head and neck with vessel wall imag-
ing (VWI) was pursued for further arterial 
characteris+sation and confirmed occlusion 
of both the left vertebral and mid segment 
basilar artery (Panel A, arrow). The basilar 
artery (Panel B, arrow) and the left vertebral 
artery showed concentric wall thickening 
and ongoing contrast enhancement. Toci-
lizumab 162 mg/ml subcutaneous weekly 
was added and steroids tapered. Seven 
months later, while in remission on weekly 
tocilizumab and 5 mg/day prednisone, re-
peat brain MRA with VWI was performed. 
The previously occluded basilar (Panel C, 
arrow) and left vertebral artery were now 
patent (Panel C) with near resolution of wall 
thickening and enhancement (Panel D). 

Intracranial artery involvement in GCA of-
ten has devasting outcomes (2-3). Though 
considered rare, involvement of the intra-
dural circulation has been reported with no-
table frequency (up to 50%) in patients un-
dergoing systematic MR brain evaluations 
with vessel wall imaging (4). The report by 
Naderi clearly describes a patient in which 
initial brain imaging performed prior to the 
initiation of tocilizumab was without evi-
dence of intracranial vasculitis confirming 
the development of this following initia-
tion. Prior reports have noted progression 
of intracranial GCA despite tocilizumab 
use (2-3). The reason for progression is un-
certain but animal studies have shown poor 
cerebral spinal fluid penetration of tocili-
zumab after intravenous administration (5). 
While approved for the treatment of GCA, 
the utility of tocilizumab in the subset of 
patients with intracranial involvement re-
mains uncertain. To our knowledge, this 
is the first report of GCA with intracranial 
artery involvement with dramatic improve-
ment with tocilizumab and high dose glu-
cocorticoids. Given variable reported out-
comes to date, further research is necessary 
to understand the impact of tocilizumab 
on intracranial GCA before it is routinely    
employed.
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Fig. 1. Occlusion of the basilar and left vertebral artery (panel A, 3D reformatted magnetic resonance 
angiography) with vessel wall thickening and concentric enhancement (panel B, vessel wall imaging 
protocol, axial view) despite pulse dose steroids. Following initiation of tocilizumab and glucocor-
ticoid taper, basilar artery became patent (panel C) with near resolution of arterial thickening and 
enhancement (panel D).


