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CLINICAL REVIEW

A PROSPECTIVE STUDY OF 287 PATIENTS WITH POLYMYALGIA
RHEUMATICA AND TEMPORAL ARTERTTIS: CLINICAL AND

LABORATORY MANIFESTATIONS AT ONSET OF DISEASE AND AT
THE TIME OF DIAGNOSIS
G. MYKLEBUST and J. T. GRAN

Department of Rheumatology, Central Hospital of Aust Agder, Arendal, Norway

SUMMARY
A prospective study of 287 patients with giant cell arteritis (GCA), including polymyalgia rheumatica (PMR) and temporal
arteritis (TA), was conducted during 1987-1994. All patients were evaluated prior to the start of drug treatment. During the
same period, 31 patients with GCA, of whom 12 cases had TA, were admitted to other departments in the hospital. At onset
of disease, all patients were 5= 50 yr of age. Peripheral arthritis was found in 24.4% of patients with PMR, while none of the
patients with TA exhibited such manifestations. Clinical features at onset of disease differed from those appearing at presentation
to the hospital. Thus, the gradual development of a full-blown clinical picture may be responsible for the delay in diagnosis
of GCA. The majority of cases (80%) presented with 'pure' PMR without clinical signs or symptoms of concomitant TA. In
a random sample of 68 patients with 'pure' PMR, histological examinations of biopsy specimens of the temporal artery revealed
inflammatory changes in three patients only (4.4%). Consequently, arterial biopsy in patients with clinical features of PMR only,
appears to be unnecessary. Among patients with TA referred to the department of internal medicine, general malaise, loss of
weight and sustained fever were prominent manifestations. Such features may thus necessitate a diagnostic arterial biopsy even
in the absence of clinical arteritis or myalgia. Both ESR and CRP were within normal levels in 1.2% of the cases. Further clinical
and laboratory examinations performed at diagnosis of GCA disclosed only one case of malignancy. Routine chest X-rays did
not reveal unexpected pathological findings. Permanent and complete blindness due to arteritis was observed in one patient only.
No association between GCA and thyroid dysfunction was detected.
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POLYMYALGIA rheumatica (PMR) and temporal
arteritis (TA) are usually considered as two different
clinical expressions of the same disease, often termed
giant cell arteritis (GCA). The clinical and laboratory
features of the disorder have been the subject of
numerous surveys during the last few decades.
However, the majority of studies on GCA have been
conducted on selected patients referred to hos-
pital, whereas population surveys or observations
of unselected cases have been performed more
infrequently.

The aim of the present investigation was to study the
clinical and laboratory manifestations of GCA prior to
the start of drug therapy in an unselected group of
patients referred to hospital. Moreover, the prospective
design of the study enabled us to evaluate the course,
duration and mortality of the disease, and the incidence
of malignancy among the patients. We now report on
the clinical and laboratory findings at onset and at
presentation.

MATERIALS AND METHODS
Geography

The county of Aust Agder, South Norway, is mainly
located on the coast, and in the period 1987-1994 the
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total population averaged 98 000 inhabitants, of whom
29% were Ss 50 yr old.

Methods
Prior to the start of the study, all physicians in the

county of Aust Agder were informed of the study, and
asked to refer all patients suspected of having PMR or
TA to the department of rheumatology as soon as
possible and before initiating drug therapy. The county
of Aust Agder has one general hospital, including
departments of rheumatology, internal medicine,
geriatrics and ophthalmology. There are no private
practising rheumatologists in the region.

Patients diagnosed by the department of rheum-
atology with a disease onset in the period 1987-1994
were included in the study. They were followed up at
3 month intervals during the first year, and yearly
thereafter until cessation of therapy and permanent
disease remission. All patients were examined by a
rheumatologist. In addition, all hospital records with a
diagnosis of either PMR or TA were carefully reviewed
to estimate the number of patients with GCA who had
been treated by the departments of internal medicine,
geriatrics and ophthalmology. Ophthalmological
examinations were carried out only if patients reported
significant visual disturbances.

The ACR criteria [1] for TA were applied, but only
cases with histologically proven GCA were included.
For PMR, patients meeting either the criteria suggested
by Bird et al. [2] or those of Hamrin [3] were selected
for study. Thus, all patients with PMR included in
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present study had bilateral pain and/or stiffness of the
shoulder and/or pelvic girdle which could not be
explained by diseases other than GCA.

Careful examination of clinical history at onset of
complaints and at presentation were recorded. The
onset was defined as acute when the patient could date
the initial complaints to the nearest day, as subacute to
the nearest week, as gradual to the nearest month and
slowly to the nearest year.

Laboratory examinations
The following blood tests were performed in all

patients: complete blood count including white cell
count and thrombocytes, haemoglobin, erythrocyte
sedimentation rate (ESR) (Westergren), C-reactive
protein (CRP), creatinine, creatine kinase, alanine
aminotransferase (ALAT), aspartate aminotransferase,
gamma glutamyltranspeptidase (GT), alkaline
phosphatase (ALP), thyroxin (T4), thyroid-stimulating
hormone (TSH), serum electrophoresis, uric acid,
rheumatoid factors (Waaler's test) and antinuclear
antibodies.

Statistics
Chi-square test, Fisher's exact test and Student's

/-test were used for statistical analyses, and a P value
of <0.05 was accepted as significant.

RESULTS
Diagnostic classification

Prospective study. There were 287 patients who were
diagnosed and treated by the department of rheum-
atology (Table I). Of these, 233 patients had pure PMR
(group I) (81.2%), 39 patients had TA without PMR
(group II) (13.6%), and 15 patients had both PMR and
TA (group III) (5.2%). The ratios of females to males
were 1.8 in group I, 2.8 in group II and 3.2 in group
III (P > 0.05).

Retrospective group. Altogether 31 patients were
diagnosed by the departments of ophthalmology,

TABLE I
The number of cases included in the present study (prospective study)
and cases diagnosed by others in the same period (retrospective

study)

Classification

Prospective study
I PMR
II TA
III PMR + TA
All cases (GCA)

Retrospective study
I PMR
II TA
III PMR + TA

AJ1 cases
I PMR
II TA
III PMR + TA

All patients

Number

Females

150
29
12

191

28
7
1

178
36
13

227

of cases

Males

83
10
3

96

7
3
2

90
13
5

108

All

Number

233
39
15

287

35
10
3

268
49
18

335

cases

%

81.2
13.6
5.2

100.0

72.9
20.8

6.3

80.0
14.6
5.4

100.0

geriatrics and internal medicine during the study period
(Table I). Of these, 19 patients had pure PMR, 10
patients had TA, and two cases suffered from both
PMR and TA. In addition, there were 17 patients in
whom drug treatment had been started by the general
practitioner prior to referral to hospital. The 48
patients were not further evaluated with respect to
clinical and laboratory manifestations.

Altogether 335 patients with GCA had been seen by
the hospital during the study period. PMR exclusively
was diagnosed in 268 cases (80.0%), 49 cases had TA
only (14.6%), while both PMR and TA were present
in 18 cases (5.4%). Of all patients, a biopsy-verified
diagnosis of TA was documented in 67 cases (20%).

Demography
There were 191 females and 96 males (ratio 2:0)

(Table I). Mean age at onset for all patients was 71.7 yr
(range 53-89 yr) in group I, in group II 70.4 yr and in
group III 74.4 yr. Males and females had similar age at
onset.

Delay of diagnosis
The mean delays in diagnosis were 2.9 months (range

0.25-18 months) in group I, 1.5 months (range 0.25-7
months) in group II and 1.9 months (range 0.5-5
months) in group III. The mean duration of complaints
prior to diagnosis for all patients was 2.6 months
(females 2.5 months, males 2.9 months). A final
diagnosis of GCA was obtained within 6 months in
95% of the cases. The mean diagnostic delay did not
change significantly during the period 1987-1993.

Type of onset
An acute or subacute onset of complaints was

recorded in 56.3% of the patients with PMR (group I).
In TA (group II and those of group III who started
with TA), the onset was acute or subacute in 74.5% of
cases. The difference between group I and group II/III
was statistically significant (P < 0.05).

Symptoms at onset and at presentation
The symptoms recorded at onset of disease and at

presentation to hospital are given in Tables II (PMR)
and III (TA). There were no significant differences
between males and females with regard to clinical
manifestations.

In PMR, the most frequent complaint was pain and
stiffness of the shoulder region, being present in 21.1%
at onset of disease, while at presentation 78.0% of
patients with PMR reported such symptoms. Pain and
stiffness in the proximal parts of the extremities (neck,
shoulders, proximal arms, thighs and hips) were
present in less than a quarter of patients at onset, but
at presentation the majority of patients had such
complaints. Night sweats and loss of weight were
infrequently (<5%) reported at onset, but 42.2
and 28.9%, respectively, of patients had such
manifestations when examined at the time of diagnosis.

In TA, headache was present initially in 54.1 % of the
patients, while at presentation 84.6% of them
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TABLE II
Initial complaints among patients with polymyalgia rheumatica

Localization

Shoulders
Neck
Thighs
Proximal arms
Lumbar spine
Peripheral joints

(except shoulders and hips)
Malaise
Unilateral shoulder
Hips
Whole body
Flu
Buttocks
Popliteal
Night sweats
Weight loss
Night pain

Initially
(n = 190)

(%)

21.1
18.4
16.3
14.2
11.6

11.1
9.5
8.4
8.4
7.4
6.8

<5
<5
<5
<5
NR*

At presentation
(n = 232)

(%)

78.0
55.2
65.5
56.5
21.1

31.9
27.6

< 5
37.1
11.2

< 5
14.7
25.4
42.2
28.9
21.6

In < 5% of patients, the initial complaints were: fever, unilateral
buttock, unilateral proximal arms, distal arms, inguinal regions,
unilateral thigh and distal legs. Morning stiffness of affected regions
was present in 77.6% at presentation.

Jaw claudication was reported by 6.1% of cases at diagnosis.
•Not recorded.

complained of headache (Table III). Twenty-four per
cent of the patients started with classical temporal
headache. At presentation, occipital headache (16
cases) was almost as frequent as headache localized to
the temporal regions (19 cases).

Table FV shows the various causes for referral to
hospital among the patients diagnosed by the
departments of geriatrics, internal medicine and
ophthalmology. The major cause for referral was
general malaise, being responsible for 32.3% of the
hospital admissions. Other frequent causes for referral
to hospital were sustained fever (19.4%), weight loss
(9.7%), and development of osteoporotic fractures
(9.7%) and diabetes induced by the administration of
corticosteroids (9.7%).

Peripheral arthritis
Among patients in group I, 24.4% had clinically

detectable inflammation of the peripheral joints. Of
these, 58.4% were localized to the knees, 35.8% to the
wrists, 22.6% to the MCPs, 15.1% to the PIPs, 9.4%
to the ankles, 7.5% to the sternoclavicular joints and
1.9% to the hips. Polyarthritis was found in 3.8%,
whereas 1.9% had tenosynovitis of the flexor tendons
of the hands. Popliteal cysts were found in 13.2% of the
patients.

Among patients with TA, no patient had peripheral
arthritis. The difference between PMR and TA
regarding the frequency of peripheral arthritis was
statistically significant (/> < 0.05).

Eye complications and malignancy
One patient presented with bilateral complete and

permanent loss of vision. No other patient had

clinically significant lasting impairment of vision,
although another seven patients with TA reported
some loss of vision when examined at diagnosis.
Review of the hospital records of patients admitted to
the department of ophthalmology did not disclose a
single case of TA or PMR with visual disturbances who
were not registered in the prospective study.

One patient had concomitant lung cancer. No other
neoplastic disease was found at presentation. In none
of the patients seen by the departments of internal
medicine and geriatrics was malignancy discovered at
onset of GCA.

Biopsies of the temporal arteries
All patients classified as TA had transmural cellular

infiltrates in the temporal artery. Giant cells were seen
in 70.9%, fibrinoid necrosis in 36.4% and thrombo-
lization in 16.4%. Bilateral biopsies were obtained
when clinical evidences of arteritis was present on both

TABLE III
Symptoms at onset and at diagnosis of 37 patients with temporal

arteritis

Complaint

Headache
Temporal
Occipital
Frontal
Frontal/occipital
Temporal/occipital
Generalized

Fatigue
Fever
Jaw claudication
Night sweats
Weight loss
Loss of appetite
Taste changes
Visual impairment

At
("

No.

20
9
7
2
2
0
0

11
10
1
1
0
0
0
1

onset
= 37)

%

54.1
24.3
18.9
5.4
5.4
0.0
0.0

29.7
29.7

2.7
2.7
0.0
0.0
0.0
2.7

At
(

No.

33
15
7
I
5
4
1

16
17
11
10
16
5
4
7

diagnosis
n _ 39)

%

84.6
38.5
17.9
2.6

12.8
10.5
2.6

41.0
43.4
28.2
25.6
41.0
12.8
10.2
17.9

TABLE IV
Cause of referral to departments of internal medicine, geriatrics and
ophthalmology (%) among patients diagnosed as having polymyal-

gia rheumatica and temporal arteritis

Malaise
Fever
Weight loss
Diabetes
PMR
Osteoporosis
Headache
Gastrointestinal bleeding
Transient stroke (TIA)
Anaemia
Stroke
Cholecystitis
Pneumonia
Pleuritis
Lymphadenopathy

Polymyalgia
rheumatica

(II - 19)

15.8
10.5
2.6

15.8
15.8
10.5
0.0
5.2
5.2
5.2
5.2
5.2
5.2
0.0
0.0

Temporal
arteritis
(77 - 12)

58.3
33.3
16.7
0.0
0.0
0.0

16.7
0.0
0.0
0.0
0.0
0.0
0.0
8.3
8.3

All
cases

(n = 31)

32.3
19.4
9.7
9.7
9.7
6.5
6.5
3.2
3.2
3.2
3.2
3.2
3.2
3.2
3.2
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sides. Bilateral arteritis was found in 11 cases in group
II and in seven cases in group III.

Biopsies of the temporal artery were performed in a
random sample of 68 patients with PMR. None of
these patients had clinical features of arteritis, but three
cases (4.4%) had histological changes compatible with
a diagnosis of arteritis. The three patients were
included in group III.

Laboratory examinations
The mean values of ESR and CRP are shown in

Table V. In the total group, one patient had an ESR
of ^ 10 (0.4%) and five patients had an ESR of <20
(1.9%). A CRP value of < 10 was recorded in 10 out
of 221 patients (4.5%). Both ESR and CRP were
increased in 93.4% of cases, ESR normal and CRP
elevated in 1.6%, CRP normal and ESR increased in
3.7%, and normal ESR and normal CRP were found
in 1.2% of the patients.

Leucocytosis was observed in 32.9% and thrombo-
cytosis in 37.4%. There were no statistically significant
differences between groups I, II and III with regard to
the frequency of leucocytosis and thrombocytosis.

Elevated serum levels of the liver enzymes ALAT,
GT and ALP were found in 13.8, 29.2 and 8.5%,
respectively. The number of patients with elevated
levels of ALP was significantly (P < 0.02) higher
among cases in groups II and III (18.2%) compared to
those in group I (6.0%).

Routine chest X-rays were performed in 160
patients. Normal findings or abnormalities that were
previously recognized were observed in 156 patients
(97.5%). New pathological findings were demonstrated
in four patients. Two patients had pathological
amounts of pleural fluids which disappeared during
treatment with corticosteroids. One patient had
diffuse pulmonary infiltrates which after initiation of
corticosteroid treatment were no longer seen on
subsequent chest X-rays. The last patient presented
with cough, dyspnoea and haemoptysis, and chest
X-rays suggested lung cancer. Subsequent histological
examination of the lung tumour disclosed malignancy.

TABLE V
Laboratory findings among patients with polymyalgia rheumatica
(group I), temporal arteritis (group II), and both polymyalgia

rheumatica and temporal arteritis (group III)

Laboratory variable

ESR
Mean values
% elevated

CRP
Mean values
% elevated

ESR and CRP
% with both normal

White blood cells
% with elevations

Thrombocytes
% with elevations

ALP
% with elevations

Group I

72.0
97.7

68.7
94.8

1.5

35.5

35.8

6.0

Group II

92.1
100.0

104.6
97.1

0.0

25.0

39.4

15.6

Group III

91.4
100.0

100.3
100.0

0.0

30.8

60.0

25.0

All cases

75.5
98.1

75.6
95.5

1.2

3Z9

37.4

8.5

Determinations of serum TSH and T4 were carried
out in 142 cases. Three patients had hypothyroidism
that was already under treatment, while unrecognized
hypothyroidism was disclosed in two patients (2.6%).
Hyperthyroidism was not observed.

DISCUSSION
The sex ratio and mean age at onset of our patients

were similar to those of previous reports on GCA
[1, 4-13]. Although patients with disease onset prior to
age 50 have been reported [6, 12, 14-17], all of the
present patients were aged ^ 50 yr at onset of GCA.
Our findings thus support those [1,5] suggesting that
an age at onset of ^ 50 yr should be regarded as a
useful diagnostic criterion for GCA. Why GCA
manifests in old age and shows a preference for females
is at present unknown.

There is considerable controversy regarding the
prevalence of TA in PMR [17-22]. In the USA,
between 0 and 22% of PMR patients have histological
evidence of concomitant arteritis [23]. In Scandinavian
reports, however, the chance of finding TA in PMR
without clinical evidence of arteritis appears higher, of
the order of 40-45% [22, 23]. It was, therefore, rather
surprising that biopsies of the 68 patients with pure
PMR disclosed TA in only three patients (4.4%).
Moreover, only 4% of our total patient group could be
classified as having both PMR and TA. Thus, only
19.5% of our patients had TA, a figure contrasting with
most previous reports [8, 9, 15, 24-30] which conclude
with a frequency of TA in GCA of 29.5-56.1%.
However, the vast majority of previous reports have
been based on patients attending referral centres, and
are consequently not directly comparable to the present
population-based survey. The rather pronounced
variance in the reports may also have been caused by
differences in study design and use of inclusion criteria,
as well as variation in the employment of diagnostic
criteria for TA. Our findings correspond to those of
Cimmono et al. [7], who found TA in 17.2% of all
patients with GCA.

It can also be argued that if routine biopsies of the
temporal arteries had been performed for all our cases,
the number of cases of TA would have been greater.
However, all patients with either symptoms or signs of
TA were examined histologically, and the low
prevalence of arteritis in pure PMR cases indicates that
rather few cases of TA have been missed. In a recent
study of similar design, Noltorp and Svensson [31]
failed to disclose a single case of arteritis among 17
patients with pure PMR. Furthermore, the low number
of cases with TA diagnosed by the departments of
internal medicine and ophthalmology strongly sup-
ports the conclusion that the majority of cases with
GCA do not present evidence of concomitant arteritis.

According to the results of the present study and
those of Mertens et al. [32], there is no need for a
biopsy of the temporal artery in patients with a clinical
diagnosis of PMR without clinical evidence of arteritis.
It should be noted, however, that the present report

D
ow

nloaded from
 https://academ

ic.oup.com
/rheum

atology/article/35/11/1161/1782927 by guest on 21 August 2022



MYKLEBUST AND GRAN: A PROSPECTIVE STUDY OF POLYMYALGIA 1165

deals exclusively with clinical manifestations occurring
during the very early stages of GCA. It is conceivable
that some patients with PMR may develop arteritis
when seen at subsequent follow-up examinations.
Finally, indications for performing diagnostic biopsy
of the temporal artery may differ among patients
admitted to departments of rheumatology and
departments of internal medicine. As clearly shown by
the present study, general symptoms such as sustained
fever, malaise and weight loss were major causes for
referral of patients with TA to the department of
internal medicine (Table IV). Thus, a diagnostic biopsy
of the temporal artery may be necessary in such
patients provided infectious and malignant diseases
have been appropriately excluded.

Another possible result of the design of this study
was the rather short mean interval between the onset
of complaints and diagnosis (2.8 months for PMR and
1.5 months for TA), which contrasted with earlier
reports of a mean diagnostic delay of >6 months
[11, 12, 33]. We believe that the rather short duration
of symptoms prior to diagnosis in our study enabled us
to study the clinical manifestations of the cases in
detail.

More than half of the patients with pure PMR had
a rather abrupt onset of disease, and almost
three-quarters of the patients with TA started rather
suddenly. Thus, in agreement with some previous
observations [7, 12], GCA appears as a disease which
clinically manifests rather abruptly. A slow develop-
ment of GCA (over months) was observed in only
13.2% of the present cases.

However, although the start of PMR appears rather
sudden, the development of typical symptoms may take
some time. In PMR, there was a marked difference
between the clinical manifestations at onset and those
at diagnosis (Table II). The disease often started
unilaterally, with general symptoms only, or with
symptoms localized to either the upper or lower muscle
groups, and then gradually evolved into a clinical
picture characterized by symmetrical proximal muscle
stiffness affecting all four extremities. The rather slow
evolution of well-known clinical features of PMR may
thus be responsible for the frequently recorded
diagnostic delay in this disease.

In TA, headache was present at onset in 54.1% of
patients, whereas at diagnosis 84.6% of the patients
complained of significant headache. It is also of
diagnostic importance that the headache in patients
with TA was rather frequently localized to the frontal
and occipital regions, and not consistently to the
temporal parts of the head. Such findings have also
been observed by previous authors [16, 34-36].

The frequency and distribution of peripheral joint
inflammation in PMR equalled that of most previous
observations [7,37-40]. However, the particular
absence of peripheral arthritis in patients with TA has
been infrequently noted by previous workers [31]. Why
PMR and not TA is associated with peripheral arthritis
is not easily explained. One putative explanation is that
PMR and TA are two clinical expressions of the same

disease, PMR being dominated by muscle and joint
manifestations, while TA represents the more systemic
form, presenting most often with arteritis. However,
overlapping forms and intergroup transitions are not
infrequently observed. Further studies of genetic
markers, for example HLA antigens [41,42], may
reveal factors responsible for the various clinical
expressions.

The most serious manifestation of TA is probably
unilateral and bilateral blindness. The reported
frequencies of loss of vision vary considerably, ranging
from 0 to 50% [9, 11, 13, 14, 16, 17, 21, 28, 29,
35-37,43—47], depending to some degree on the design
of the study. Retrospective studies based on patients
attending hospital clinics, departments of ophthal-
mology in particular, generally reveal higher incidence
rates of ocular manifestations than prospective
population-based surveys (Table VI). Although seven
of our patients had some visual impairment at
presentation, only one patient (2.7%) with complete
and permanent loss of vision was observed in the
present study. This patient presented with sudden onset
of bilateral amaurosis fugax and was shown to have
TA. We cannot completely explain the rareness of eye
complications among our patients. A putative expla-
nation could have been that some cases with loss of
vision had been referred to the department of
ophthalmology [48]. However, reviewing all records
with a diagnosis of TA disclosed only two patients with
loss of vision diagnosed by ophthalmologists during
the period of the study. The two patients were,
however, registered by us and included in the
prospective survey. Another possible explanation is
that the lack of regular eye examinations of our
patients is responsible for the low frequency of visual
impairment. Some cases may have developed less
severe eye complications without being appropriately
diagnosed. Thirdly, initiation of treatment with oral
corticosteroids was started rather rapidly in all
patients, hence the short interval from the onset of
complaints to the start of therapy may have inhibited
the development of ocular complications. There is,
however, no general agreement as to whether or not
treatment with steroids prevents or lowers the incidence
of eye manifestations [49, 50]. Thus, according to the
results of the present study, the development of
important loss of vision among patients with GCA is
rather infrequent, and may have been previously
overestimated by the selection of hospitalized patients
exclusively.

Much attention has been paid to the possible
association between GCA and concurrent malignant
disease [10, 30, 32, 51]. Among our patients, only one
case of neoplastic disorder was found during the initial
stage of GCA. Of particular interest is the absence of
malignancy among our patients with TA since this type
of GCA has been previously associated with neoplastic
disease [30]. Earlier reports have, however, been mostly
based on patients attending tertiary referral centres
which are often subjected to a significant risk of
selection bias. Our cases were derived from a
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Author

Hospital-based studies
Wadman
Fauchald
Serensen
Malmvall
Fainaru
Dare
Desmet
Gonzales-Gay
Aiello*

Hospital-based studies
Jonasson
Graham

Year

(departments of
1972
1972
1977
1978
1979
1980
1990
1992
1993

TABLE VI
Incidence of ocular manifestations in temporal arteritis

Cases Positive biopsy
(no.)

medicine and rheumatology)
53
61
46
42
47
25
34
57

245

(eye departments)
1979
1981

Population-based studies
Huston
Bengtsson
Smith
Boesen
Machado
Franzen
Baldursson
Present

1978
1981
1983
1987
1988
1992
1994
1996

136
90

42
74
26
15
94
15

133
54

(%)

90
100
100
100
100
100
100
100
83

100
100

90
100
81

100
94

100
91

100

Loss of vision
(%)

19
0

28
0

30
16
6

16
14

65
48

20
12
21
0

13
0

-
2

Visual disturbances
(%)

26
7

_
19
47
-
29
30
-

-
-

40
16
29
0

30
0

14
15

Reference

47
17
21
60
36
61
35
62
50

16
45

46
29
44

9
43
63
13
-

*A11 departments included.

prospective study based on cases visiting general
practitioners, a study design which may have reduced
the over-representation of cases suffering from both
GCA and malignant disease. We therefore tentatively
conclude that the prevalence of malignancy in the early
stages of GCA does not exceed that of the general
population. Further follow-up of the present cases will
reveal possible associations with malignancy during the
subsequent disease course.

The single case with lung cancer was diagnosed with
the help of routine chest X-rays. However, pulmonary
symptoms were prominent, including recent develop-
ment of cough, haemoptysis and dyspnoea. None of
the other patients had findings on routine chest X-rays
which necessitated further clinical and laboratory
examinations. Thus, we suggest that routine chest
X-rays are unnecessary in the initial stages of GCA
unless clinical manifestations of pulmonary disease are
presented.

Routine laboratory examinations of the present
patients revealed findings similar to most previous
reports [9, 35, 52, 53]. However, we cannot support the
impression gained from single case reports [34, 54-56]
that GCA not infrequently presents with normal levels
of ESR and CRP. Only 1.2% of our patients had both
normal ESR and CRP at diagnosis. Moreover, the
present study failed to support previous suggestions of
an association between GCA and thyroid disease [57].
This lack of association has also been noted by
previous workers [58, 59].

We finally conclude that, based on an unselected
group of patients, GCA appears as a disease which is
infrequently accompanied by loss of vision and
co-existent malignant disease, and that the over-
whelming majority of patients present with

musculoskeletal manifestations without clinical and
histological evidence of TA. These findings will be
further evaluated as our patients all participate in an
ongoing prospective follow-up survey.
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