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Progression of an untreated case of giant cell artheritis

Evolución de un caso de arteritis de células gigantes 
sin tratamiento

To the Editor:

Giant cell arteritis (GCA) affects blood vessels of medium and large 

calibre, with a preference for extracranial aortic arteries. It generally 

appears in persons older than 50 years.

The patient was a 77-year-old male who had quit smoking 16 

years previously and suffered arterial hypertension and benign 

prostatic hyperplasia. Three years earlier, he had been explored 

due to headaches, and a cranial CT scan was carried out, as well 

as a biopsy of the temporal artery. He was diagnosed with grade I 

secretory meningioma and GCA (Figure a). A surgical intervention 

was performed for the meningioma and he underwent treatment 

with dexamethasone 3 mg/24 h for 11 days. Apart from treatment 

with dexamethasone for 11 days, the GCA was not treated and no 

controls were carried out. The patient remained asymptomatic. He 

continued treatment with enalapril 5 mg/24 h, lysine carbocisteine 

2.7 g/24 h, and tamsulosin 0.4 mg/24 h.

The patient attended consultation due to tiredness and weight 

loss of 15-20 kg with one and a half months of evolution. The physical 

exploration was normal.

Leukocytes in the blood count were 1.50×10(9)/l, neutrophils 27.9%, 

and haemoglobin 12.7 g/dl. Biochemistry was normal. C-reactive 

protein was 15.3 mg/dL; rheumatoid factor was negative, TSH, CEA, 

and PSA were normal; serology for hepatitis B and C virus was 

negative. The thoracic-abdominal CT scan was normal. Colonoscopy 

was normal. The electromyogram showed signs of predominantly 

chronic bilateral L5-S1 radicular involvement. Temporal artery 

biopsy (Figure b) showed an arterial wall without inflammatory 

changes, compatible with arteritis in the healing phase. The bone 

marrow biopsy was diagnostic of acute myeloid leukaemia. With 

all this information, the patient was diagnosed with acute myeloid 

leukaemia and GCA in remission.

The arteritis showed a good response to corticoid treatment. A 

dosage of 40-60 mg/24 h of prednisone or equivalent was started 

and progressively lowered, depending on the degree of control of 

the disease. The duration of this treatment is usually 1 or 2 years. 

This patient followed corticoid treatment for only 11 days as an anti-

oedema measure after brain tumour surgery had been performed. 

According to some authors, corticoid treatment improves symptoms 

but it does not alter the course of the disease.1 In this case, the 

patient was asymptomatic from the diagnosis of GCA until the onset 

of symptoms due to haematological disease, so it could have either 

been a silent form of GCA2 or it could have modified its course from 

treatment with dexamethasone. 

The healing of lesions could be observed in the second biopsy, 

which was carried out 3 years after the diagnosis of GCA and which 

also showed healing of the disease. There are cases of healing without 

treatment described in medical literature3; in a series of autopsied 

patients, it was observed that 1.7% of cases showed histological 

lesions of GCA without activity and that 25% of patients had not been 

diagnosed with GCA during their lifetime,4 suggesting that in some 

cases it may not be noticed due to its relatively few symptoms.5

Mortality rates with GCA are low, probably because early diagnosis 

and treatment take place in most cases.6 The life expectancy of 

patients with GCA does not significantly differ from the general 

population.6-8

An increase in the incidence rate of neoplastic processes has been 

observed in some series of patients with GCA. However, it is unlikely 
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Figure. a) Acute and chronic inflammation with presence of giant cells and fragmentation of internal elastic tissue can be observed. b) Fragment of arterial wall with absence of 

inflammation, along with fibrosis and neovascularization of the middle layer.



328 Letter to the Editor / Reumatol Clin. 2010;6(6):327–328

that GCA is a paraneoplastic sign, based on the long interval between 

the diagnosis of GCA and the onset of neoplastic disease.9
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