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CHAPTER 39
Figure 39-6 Central retinal artery occlusion in a 78-year-old man
reducing acuity to counting fingers in the right eye. Note the splinter
hemorrhage on the optic disc and the slightly milky appearance to
the macula with a cherry-red fovea.

results in transient monocular blindness, a term used interchangeably
with amaurosis fugax. Patients describe a rapid fading of vision like a
curtain descending, sometimes affecting only a portion of the visual
field. Amaurosis fugax usually results from an embolus that becomes
stuck within a retinal arteriole (Fig. 39-5). If the embolus breaks up
or passes, flow is restored and vision returns quickly to normal without permanent damage. With prolonged interruption of blood flow,
the inner retina suffers infarction. Ophthalmoscopy reveals zones
of whitened, edematous retina following the distribution of branch
retinal arterioles. Complete occlusion of the central retinal artery produces arrest of blood flow and a milky retina with a cherry-red fovea
(Fig. 39-6). Emboli are composed of cholesterol (Hollenhorst plaque),
calcium, or platelet-fibrin debris. The most common source is an atherosclerotic plaque in the carotid artery or aorta, although emboli also
can arise from the heart, especially in patients with diseased valves,
atrial fibrillation, or wall motion abnormalities.
In rare instances, amaurosis fugax results from low central retinal
artery perfusion pressure in a patient with a critical stenosis of the ipsilateral carotid artery and poor collateral flow via the circle of Willis. In
this situation, amaurosis fugax develops when there is a dip in systemic
blood pressure or a slight worsening of the carotid stenosis. Sometimes
there is contralateral motor or sensory loss, indicating concomitant
hemispheric cerebral ischemia.

Retinal arterial occlusion also occurs rarely in association with
retinal migraine, lupus erythematosus, anticardiolipin antibodies,
anticoagulant deficiency states (protein S, protein C, and antithrombin
deficiency), pregnancy, IV drug abuse, blood dyscrasias, dysproteinemias, and temporal arteritis.
Marked systemic hypertension causes sclerosis of retinal arterioles,
splinter hemorrhages, focal infarcts of the nerve fiber layer (cottonwool spots), and leakage of lipid and fluid (hard exudate) into the
macula (Fig. 39-7). In hypertensive crisis, sudden visual loss can result
from vasospasm of retinal arterioles and retinal ischemia. In addition,
acute hypertension may produce visual loss from ischemic swelling of
the optic disc. Patients with acute hypertensive retinopathy should be
treated by lowering the blood pressure. However, the blood pressure
should not be reduced precipitously, because there is a danger of optic
disc infarction from sudden hypoperfusion.
Impending branch or central retinal vein occlusion can produce prolonged visual obscurations that resemble those described by patients
with amaurosis fugax. The veins appear engorged and phlebitic, with
numerous retinal hemorrhages (Fig. 39-8). In some patients, venous
blood flow recovers spontaneously, whereas others evolve a frank
obstruction with extensive retinal bleeding (“blood and thunder”
appearance), infarction, and visual loss. Venous occlusion of the
retina is often idiopathic, but hypertension, diabetes, and glaucoma

Figure 39-5 Hollenhorst plaque lodged at the bifurcation of a
retinal arteriole proves that a patient is shedding emboli from the
carotid artery, great vessels, or heart.

Figure 39-7 Hypertensive retinopathy with blurred optic disc,
scattered hemorrhages, cotton-wool spots (nerve fiber layer
infarcts), and foveal exudate in a 62-year-old man with chronic renal
failure and a systolic blood pressure of 220.
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Figure 39-4 Roth’s spot, cotton-wool spot, and retinal hemorrhages in a 48-year-old liver transplant patient with candidemia from
immunosuppression.
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