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Table 1.0  shows no change in  the inflammatory makers from the
initial presentation to final diagnosis of GCA

IMAGES

Figure 1.0 shows a multinucleated giant cell confirmed giant cell 
arteritis.

An 89-year-old male with past medical history of hypertension, 

type 2 diabetes mellitus, persistent atrial fibrillation on 

anticoagulation, and glaucoma presented to the emergency 

department with a few hours of left monocular vision loss. He 

reported seeing ‘bright flashes of light’ prior to the loss of vision 

with no previous similar episodes.

The patient denied trauma, diplopia, headache, dizziness, 

numbness, tingling, focal weakness, focal sensory loss or speech 

deficits. His blood pressure was 165/93 on presentation with an 

irregularly irregular pulse of 85 beats/min and a temperature of 

37.3ᵒ Celsius. Physical exam was concerning for CRAO. All other 

systems examined were within normal limits with normal 

inflammatory markers. 

CT angiogram of head and neck showed no large vessel occlusion 

or dissection. Transthoracic echocardiogram was normal. The 

autoimmune panel including ANA and ANCA was negative. 3 

weeks after discharge, he developed gradual onset left sided 

temporal headache with palpable temporal artery. 

Repeated inflammatory markers were unremarkable. Temporal   

artery biopsy confirmed giant cell arteritis.

Secondly, a delay in early recognition due to low 

inflammatory markers and lack of systemic manifestations, 

may allow its progression to visual loss. The development of 

irreversible ischemic complications is not only due to delay 

in diagnosis or treatment, but the predisposition of this 

phenotype to develop such complications.

It is possible that variations in inflammatory markers other 

than hepatically synthesized acute phase reactants, such as 

CRP, have a role in regulating the endothelial inflammation 

in response to vascular occlusion. This has been previously 

demonstrated in patients with predominant cranial GCA who 

produced more interferon gamma than their systemic disease 

counterparts and had higher number of irreversible cranial 

complications 

Day 1 Day 21 Units

ESR 8 10 mm/hr

CRP 0.15 0.21 mg/dl

Among the various eye manifestations of giant cell arteritis 

(GCA), one of the most common presentations is acute 

monocular vision loss secondary to ischemic optic neuropathy. 

The mechanism of vision loss is related to the vasculitis of the 

regional arteries supplying the optic nerve and the retina. In cases 

of large vessel (LV)-GCA, the vasculitis involves the carotid and 

vertebral arteries, presenting as hemianopsias secondary to 

cerebral ischemia.

LV-GCA is implicated as a cause of central retinal artery 

occlusion (CRAO) in 5% of cases, making it a less frequent 

albeit an important risk factor. The diagnosis can be easily missed 

in elderly patients with co-existing risk factors for CRAO.

DISCUSSION

GCA with normal inflammatory markers is an uncommon 

phenomenon. More cases have emerged in recent literature with 

a prevalence up to 4%. The overall sensitivity of elevated ESR 

and CRP is reported to be 85% in GCA. High CRP has proven to 

be more sensitive than ESR to diagnose GCA.

Studies have shown a higher rate of irreversible ischemic 

complications in cranial GCA with visual symptoms and a low 

inflammatory response. It is postulated that the high percentage 

in this subgroup could be due to the localized nature of this 

disease, mostly confined to the eyes, which does not lead to an 

increase in inflammatory markers

Cranial GCA is an uncommon cause of CRAO that can 

manifest with a low inflammatory response. Normal 

inflammatory markers should not dissuade a clinician from 

ruling out GCA and may be linked to worse clinical outcomes.
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