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Horton, et al1 published the first histological description of
giant cell arteritis (GCA) of the temporal vessels in 1932.
Thereafter, the disease was termed temporal arteritis (TA) or
GCA because the authors thought it was a localized affliction
of the cranial arteries in elderly patients. Jennings and Camb2

and others3,4 subsequently drew attention to the possible
extracranial large vessel involvement of GCA especially
because of bruits over upper or lower limb arteries. Among

the 52 patients studied by Hamrin et al, 58% had at least a
bruit, compared to only 12% of the 52 controls3. GCA has
since been recognized as a systemic vascular disease. The first
documented proof of lower limb involvement was based on
autopsies and suggested that occult localizations of GCA
occur more commonly than is clinically recognized5-7. A larg-
er necropsy study revealed the disseminated nature of this
pathology, especially aorta and lower limb involvement8. In
the largest clinical study (248 patients with TA), 34 had evi-
dence that the disease affected the aorta or its major branch-
es9. The frequencies of GCA involvement of extracranial large
vessels range widely because different diagnostic criteria are
used. Except for autopsy findings, leg artery involvement
seems rare, because only 18 well documented cases with his-
tological proof of lower limb GCA have been published in the
English and French literature10-27. However, it is essential to
identify this entity at an early stage because in the absence of
appropriate treatment, rapid progression to critical ischemia
and gangrene is possible. Clinical and biological signs of TA
may be absent and may result in a potentially dangerous delay
in obtaining the diagnosis and initiating the corticosteroids
(CS). GCA should therefore be included in the differential
diagnosis of any unexplained peripheral vascular disease
occurring in middle aged or elderly patients. We describe 8
patients with lower limb GCA compatible with TA first seen
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ABSTRACT. Among 8 patients with giant cell arteritis (GCA) (6 women, 2 men) whose clinical presentations were
compatible with temporal arteritis (TA), 6 were followed for 37–105 (mean 74.9) months, one died
shortly after treatment onset, and the last was asymptomatic (10 mg steroids/day) when lost to followup
at 29 months. All 8 patients had bilateral leg claudication of recent onset; for 6 patients, this was the
first symptom. All leg angiograms showed multiple, bilateral, long and smooth stenoses, thromboses,
or both. Biopsies of diseased leg arteries from 4 patients provided histological proof of GCA; another
case was histologically proven post mortem. Among the 5 patients who met at least 3 American College
of Rheumatology criteria of GCA or TA, 3 without histologically documented leg GCA also had biop-
sy proven temporal GCA (n = 1), or headaches and claudication and angiographic inflammatory arteri-
tis of the arms (n = 2). All patients received steroids; 3 had bypasses, one with endarterectomy. Five are
asymptomatic after 24–100 months of steroids (mean 50.6). Revascularization was not successful; one
amputation was necessary. Large artery involvement in GCA can affect the legs. Bilateral and rapidly
progressive intermittent claudication of recent onset is the most common symptom, even in the absence
of headaches or the presence of a silent inflammatory syndrome. Early diagnosis allows rapid initiation
of steroid therapy, which is usually able to generate a sufficiently good response to avoid vascular
surgery. (J Rheumatol 2001;28:1407–12)
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in 3 university hospital centers in northern France between
1982 and 1997.

CASE REPORTS
The mean age of the 8 Caucasian patients (6 women, 2 men) was 56.3 years
(Table 1). Patient 7 has been reported28. Five patients had at least 3 of the 5
American College of Rheumatology (ACR) criteria for the diagnosis of
GCA29. For Patients 3, 4, and 8, who had less than 3 ACR criteria, the latter
2 were over 50 years old and histological examination of their leg artery biop-
sies provided proof for definitive diagnosis of GCA; Patient 3, despite her
young age and only one ACR criterion, suffered from shoulder pains, but
Takayasu’s arteritis was excluded30 and she was diagnosed based on
angiograms and superficial femoral artery biopsy. All patients presented with
poor general status. Common symptoms of GCA were not present in all
patients: only 4 had headaches, one had indurated temporal arteries, 2 had hip
and shoulder girdle pains, and 2 had jaw claudication. The mean erythrocyte
sedimentation rate (ESR) was 89.6 (range 24–140) mm/h. A unilateral tem-
poral artery biopsy was performed in 7 patients and revealed GCA in only 3
cases.

Cardiovascular risk factors. Some patients had cardiovascular risk factors
(Table 2). No patient had history of symptomatic coronary atherosclerosis (no
angina, no electrocardiographic manifestations, no chronic ischemic heart
disease) or cerebrovascular disease (e.g., cerebral embolism, lacunae, or
intracranial hemorrhage). There was no clinical or biological argument for
diabetes mellitus, elastic tissue disease, connective tissue disease, or
Buerger’s disease. Patient 2 had a protein S deficiency.

Vascular manifestations. All patients had bilateral leg claudication of recent
onset that occurred with exercise, and progressed rapidly; it was the initial
symptom for 6 patients. This claudication was severe enough to lead to necro-

sis in 2 of them. Claudication appeared one year after TA diagnosis for Patient
2 when daily prednisone had been tapered to 10 mg/day; for Patient 8 claudi-
cation appeared 8 months after untreated jaw claudication. Examination of all
patients revealed symmetrical, total or near total abolition of pulses distal to
the popliteal arteries (posterior tibial, dorsal foot). Femoral bruits were noted
in 2 of them. Upper limb pulse abolition and/or bruit were present only for
Patients 5 and 7: angiograms showed bilateral subclavian and/or axillary
stenoses or thromboses.

Angiograms. Each patient underwent lower limb arteriography. Multiple,
long segments of smooth arterial stenoses or smooth tapered occlusions of
affected large arteries alternating with areas of normal caliber were present in
all patients (Figures 1 and 2, Patient 3). Involvement was bilateral in all cases
and symmetrical in 7 cases. The most commonly affected were superficial
femoral arteries (15/16), deep femoral arteries (9/16), and anterior tibial arter-
ies (5/16) (Table 2). Typical localizations of atheroma were absent for all but
Patient 5, and irregular plaques, ulcerations, and calcifications of atheroscle-
rosis were not seen.

Histological examinations. Biopsies of a lower limb artery were taken from 4
patients, twice for diagnosis (superficial femoral artery, posterior tibial artery)
and twice during revascularization. Another patient died of a stroke and proof
of lower limb involvement was obtained during autopsy. No biopsy was taken
for Patients 5–7, who had at least 3 ACR criteria and lower limb angiograms
consistent with inflammatory arteritis. Two of them also had angiographical-
ly detected bilateral subclavian stenoses or thromboses as described in
GCA31. The third had biopsy proven temporal GCA. Histological examina-
tion of Patient 3’s superficial femoral artery found a narrow lumen, thickened
intima and media, and disruption of internal elastic lamina with giant cells
and granulomas (Figure 3, Patient 3) (Table 1).

Treatment and followup. CS were prescribed to all patients, with one or more
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Table 1. Principal characteristics of patients and lower limb histology.

Patient Age/Sex Headache TAA ESR Abnormal ACR Criteria, Leg Histology Other Signs
TAB n

1 58 M + – 45 + 3 GCA (autopsy)
2 44 M + – 120 + 3 GCA (bypass)
3 42 F – – 70 – 1 GCA (biopsy)
4 60 F – – 24 ND 1 GCA (bypass)
5 57 F +/– + 88 – 4 ND Arm claudication
6 67 F – – 120 + 3 ND
7 60 F + – 140 – 3 ND Arm claudication
8 63 F – – 110 – 2 GCA (biopsy)

TAA: temporal artery abnormality, TAB: temporal artery biopsy, ND: not done, GCA: giant cell arteritis.

Table 2. Cardiovascular risk factors and arteries involved on angiograms.

Patient Tobacco Use Hyperlipidemia HTA A+I CF DF SF POP TPT AT PT

1 + – – 2 1 1
2 + – – 2 2 2
3 – – – 1 2 1 1 1
4 – – + 2 2
5 – – + 2 2 2
6 – – + 2 2
7 – – + 2
8 + + + 2 2 2 1

HTA: hypertension, A + I: aorta + iliac arteries, CF: common femoral artery, DF: deep femoral artery, SF: super-
ficial femoral artery, POP: popliteal artery, TPT: tibioperoneal trunk, AT: anterior tibial artery, PT: posterior tib-
ial artery.
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Figure 1. Patient 3. Angiogram: long segments of smooth stenoses of both superficial femoral arteries (arrowheads)
and thrombosis of the left distal deep femoral artery (perforating artery) (arrow). CF: common femoral artery, DF:
deep femoral artery, SF: superficial femoral artery.

Figure 2. Patient 3. Angiogram: smooth stenoses of the right tibioperoneal trunk and the left anterior tibial artery,
occlusion of the left posterior tibial artery. POP: popliteal artery, TPT: tibioperoneal trunk, PT: posterior tibial artery,
AT: anterior tibial artery.
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pulses of methylprednisolone followed by oral prednisone (1 mg/kg/day)
(Table 3). Heparin was initially administered and replaced by an oral antico-
agulant or platelet inhibitor. Patient 1 died of a stroke a few days after initia-
tion of CS; cerebral GCA was found at autopsy. Patient 5 was lost to followup
after 29 months, when she was asymptomatic while receiving prednisone (10
mg/day). Mean followup for the 6 others was 74.9 months (range 37–105);
mean duration of CS treatment was 50.6 months (range 24–100). Patients 2,
3, and 6 remained asymptomatic 105, 60, and 71 months, respectively, after
initiation of CS, which were discontinued after 49, 28, and 66 months. Patient
8 is asymptomatic under CS therapy, which has lasted 37 months and is still
being tapered regularly. Patient 7 required unilateral amputation and remains
asymptomatic and was receiving prednisone (8 mg/day) 101 months after
starting CS. Patient 4 still experiences claudication upon walking 300 m, 75
months after initiation of treatment; CS were discontinued after 24 months.
Revascularization (bypass and/or endarterectomy) was performed in 3
patients. Patient 2 had been taking prednisone for 11 months to treat GCA
when he experienced acute ischemia of the legs. A right femoropopliteal

bypass was performed because of uncertain etiology for leg ischemia: lower
limb GCA was proven histologically. Patient 4 received CS just after right
femorofemoral bypass and left superficial femoral endarterectomy. The diag-
nosis of TA had not been established for Patient 7 when she experienced bilat-
eral acute ischemia: bilateral femoropopliteal bypasses were performed with-
out biopsy. CS were started one month later when GCA diagnosis was con-
sidered because of upper limb ischemia with bilateral axillary smooth
stenoses on angiograms. Functional results of revascularization remained
poor: 3 of the 4 bypasses were occluded after 3 months (Patient 7) and after
3 years (Patient 2). Similarly, the endarterectomy rapidly became occluded
(Patient 4). During CS treatment, classical signs of TA disappeared within
24–48 hours, whereas function of the affected extremities improved within
3–4 weeks. However, pulses did not reappear each time. Doppler ultrasonog-
raphy and walking distance played a useful role in evaluating evolution of
peripheral blood flow. Ischemia recurred during CS tapering for Patients 4, 7,
and 8 at doses of 30–35 mg/day. Each time, vascular symptoms disappeared
more slowly after increasing the CS dose.
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Figure 3. Patient 3. Histology of a superficial femoral artery (H&E-safran × 8.3). L: narrow lumen, I: thickened inti-
ma, M: thickened media, EL: disruption of the elastic lamina with giant cells (arrowheads) and granulomas.

Table 3. Treatment and followup.

Patient Followup, CS Duration, CS Dose Now Surgery Other Drugs Outcome
mo mo

1 < 1 Died
2 105 49 0 M11: bypass OA + PI Recovered
3 60 28 0 PI Recovered
4 75 24 0 M0: bypass + OA Symptomatic

Endarterectomy
5 29 lost M29 ? ? ?
6 71 66 0 PI, then OA Recovered
7 101 100 8 M –1: 2 bypasses PI Recovered

M0: amputation
8 37 37 2 PI Recovered

M: month of diagnosis, OA: oral anticoagulant, PI: platelet inhibitor.
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DISCUSSION
Other than being occasionally associated, a lower limb local-
ization has rarely been reported in TA or GCA. The general
characteristics of our 8 patients are similar to those of the 18
living patients with documented lower limb histological find-
ings10-27. These 18 cases showed a female predominance (15
female, 3 male) with a mean age of 52.3 (range 48–75) years;
only 3 patients had headaches10,13,26 and the ESR was under 50
mm/h for 3 patients12,14,17. Ten patients underwent a temporal
artery biopsy, which was positive for 315,22,26. Two temporal
artery biopsies were negative for patients who had
headaches10,13.

Lower limb GCA must not be excluded for patients with
clinical manifestations of peripheral vascular disease without
classical symptoms of GCA or with a silent biological inflam-
matory syndrome or negative temporal artery biopsy findings,
as seen with our patients and in the literature. The most strik-
ing sign of vascular involvement in this localization is the
recent onset of bilateral and rapidly progressive claudication
with total or near total abolition of peripheral pulses. All
patients experienced claudication, which was the first sign of
illness for 10 of these 18 patients, and distal necrosis was
observed in 710-17,24,26.

Among the 18 patients, 14 had angiograms showing long
segments of smooth arterial stenoses or smooth tapered occlu-
sions alternating with areas of normal caliber, or thromboses,
or both10-15,18-22,25-27. Conclusions regarding clinical findings
and angiograms were similar in our study and in the literature.
GCA was found in 11 patients following biopsy or vascular
surgery on lower limb arteries10-12,18-21,24-27 and following his-
tological examination of amputation specimens of 7
patients13–17,22,23. The major diagnostic difficulty is distin-
guishing between inflammatory and atherosclerotic lesions,
which are common in this age group. Only biopsy of the
involved arterial segment can provide a definitive answer.
When tissue specimens are not available, this diagnosis can be
considered when vascular risk factors are limited, angio-
graphic lesions are typical of an inflammatory etiology, and
symptoms regress dramatically under CS. The second differ-
ential diagnosis is Takayasu’s disease, but patients are
younger, lower limbs are usually spared, and criteria are dif-
ferent30. Claudication regressed progressively for 11 of the 18
patients10-12,18-21,24-27 and for 5 of our 7 patients. Recurrence
was noted during tapering of CS for 322,23,26 and 3 of our
patients. However, symptoms again disappeared after CS ther-
apy was intensified. Seven amputations13-17,22,23 including our
Patient 7 were necessary, clearly showing the severity of dis-
ease in this localization, with bilateral amputation 6 times.
Four patients13,17,23 and one of ours were taking different CS
doses when these amputations were necessary. Revascu-
larization procedures should also be avoided, especially dur-
ing the inflammatory period. When necessary, vascular
surgery in these patients should be performed once the inflam-
matory syndrome has been controlled. Bypass grafts tend to

occlude when put in place during the active phase of the dis-
ease32. When emergency surgery is necessary during the acute
inflammatory phase, grafts should be attached to adjacent
healthy artery and CS initiated without delay, but revascular-
ization may be dangerous. This risk is particularly true for
endarterectomy, patch angioplasty, or bypass surgery33. It is
necessary to add an anti-platelet-aggregating agent34. For the
5 patients observed over a certain time, the longest followup
in the literature never exceeded 48 months12,21,24-26: the evolu-
tion was favorable but few details were given. One patient had
a relapse, which regressed after intensification of CS treat-
ment26, as for 3 of our 8 patients.

GCA involvement of the lower limbs is rare and seldom
proven. Furthermore, post mortem studies indicate that this
entity is more frequent than previously reported. CS and anti-
platelet-aggregating agents should be started immediately
because of the poor prognosis. When revascularization is nec-
essary, CS should be systematically used. GCA should be
included in the differential diagnosis of any unexplained case
of peripheral vascular disease occurring in middle aged or
elderly patients when the typical symptoms of TA are slight or
absent. It is also important to biopsy a lower limb artery when
arterial disease etiology is not evident.
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