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We report the case of a 37-year-old woman who presented to the 
emergency department with the initial complaint of complete blindness. 
The patient was found to have bilateral ruptured occipital mycotic 
aneurysms as a sequela of bacterial endocarditis. This case is unique 
in several aspects. Although blindness may be a presenting neurologic 
symptom, it is exceedingly rare. To our knowledge, bilateral cortical 
blindness secondary to mycotic aneurysm rupture has not been reported 
previously. 

[Lawrence-Friedl D, Bauer KM: Bilaterial cortical blindness: An unusual 
presentation of bacterial endocarditis. Ann Emerg Med December 
1992;21:1502-1504.] 

I N T R O D U C T I O N  
Endocarditis is an insidious disease, characterized by a highly 
variable presentat ion.  William Osler in the late 1800s first 
character ized the disease by the symptoms of fever, pros t ra-  
tion, and a loud to-and-fro hear t  murmurA Two pr imary  
forms of endocardit is  are now recognized. Acute bacter ia l  
endocardit is  generally occurs on previously healthy valves 
and represents  invasion by highly virulent  microorganisms 
such as S t a p h y l o c o c c u s  a u r e u s .  2 The chronic form usually 
occurs on previously damaged valves and can be more insidi- 
ous, Organisms from a variety of sources may enter  the vas- 
cular  compartment  and seed on cardiac valves. In t rac ran ia l  
hemorrhage is thought to result  from either bleeding 
secondary to septic embolization of blood vessels or from 
rup ture  of mycotic aneurysms. IV drug abuse has been rec- 
ognized as a predisposing factor contr ibuting to the develop- 
ment of endocardit is .  

Although neurologic complications are infrequent  as ini- 
t ial  presenting complaints,  when present  they are severe and 
debilitating. The resul tant  morbidi ty  and mortal i ty  in such 
patients are high. Neurologic sequelae of bacterial endocardit is  
may present  with involvement of any of the cranial  nerves,  
hemiplegia, or cortical  blindness,  as was seen in our patient.  
Vigorous t reatment  of these patients should begin as early as 
possible, preferably in the emergency department if morbidity 
and mortal i ty  are to be held to a minimum. 
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C A S E  R E P O R T  

A 37-year-old woman presented to the ED with the chief 
complaint of complete blindness that  morning. The pat ient 's  
vision had begun to deter iorate  a few days before,  progress- 
ing to where she was able to perceive only light and gross 
movement. She had a two- to three-day history of frontal  
and occipital headache,  dizziness, difficulty in walking, and 
fever. Fu r the r  history revealed generalized myalgias, 
fatigue, and ar thralgias  developing over the previous week. 
In addit ion,  the patient  had sharp re t ros ternal  chest pain of 
unknown durat ion.  She denied a history of recent head t rau-  
ma, hypertension,  migraine headaches,  or cerebrovascular  
disease. Her  medical history revealed a ten-year  history of 
IV drug abuse,  anemia,  valvular  hear t  disease, hepatit is  B, 
and a recent negative HIV test. The patient  was taking no 
prescription medications and had drug allergies to meperi- 
dine and sulfa. 

Physical  examination revealed a cachectic, lethargic 
woman who appeared  older than her  stated age. Vital signs 
were oral  temperature ,  38.1 C; blood pressure ,  110/60 mm 
Hg; pulse, 90; respirat ions,  16. The head was a t ramnat ic  
and sinuses were nontender.  Pupils  were 1 to 2 mm, equal,  
and reactive to light. Red reflexes were present  bilaterally,  
and there were no corneal opacities or papil ledema. There 
were no scleral or conjunctival  hemorrhages,  exudates,  or 
injection. There was no nystagmus or  ptosis, and the 
extraocular  movements were intact.  The remainder  of the 
ear, nose, and throat  examination was unremarkable .  

The neck was slightly rigid, with anter ior  lymphadenopa-  
thy and no carotid bruits .  Lung fields were clear. Cardiac 
examination revealed a regular  rate  and rhythm,  with a 
grade III /VI diastolic murmur  over the right aortic area.  
The abdomen revealed mild hepatosplcnomegaly. The 
extremities had  multiple IV " t r ack"  marks ,  as well as a nod- 
Me on the dorsum of the left hand.  Splinter hemorrhages 
were present  in the nailbeds. The joints were diffusely ten- 
der without swelling or erythema. Neurologic examination 
revealed the absence of light percept ion in ei ther eye. The 
remainder of the cranial  nerves were intact.  There was full 
range of motion of all the extremities,  with decreased 
strength bilaterally.  Deep tendon reflexes were II/IV in the 
upper and lower extremities. Babinsld 's  sign was absent.  
The patient had hypesthesia to light touch in all extremities. 
Finger-to-nose coordinat ion was not intact.  Rhomberg was 
not tested. 

CBC revealed a WBC of 2,300 with 67% segments and 
18% bands.  Hemoglobin was 11.3 g, and hematocri t  was 
33.8%. Sodimn was 127 mmol/L; chloride,  93 retool/L; 
potassium, 3.3 retool/L; b icarbonate ,  25 mmol/L; and pH 
7.27. Coagulation studies, disseminated in t ravascular  
coagulation profile,  hepatic enzymes, and amylase were 
normal. ECG revealed a normal  sinus rhythm. Chest radio-  
graph was within normal limits. Computed tomography of 
the bra in  revealed bi la tera l  occipital hemorrhages without 
evidence of cerebral  edema or midline shift (Figure 1). We 

thought the hemorrhages were secondary to rup tured  
mycotic (infectious) aneurysms and admitted the patient  to 
the hospital ,  beginning antibiotic therapy with vancomycin, 
gentacmycin, and ceftazidime. We also t reated with dexam- 
ethasone and phenytoin.  Blood cultures were positive for S 
aureus ,  sensitive to nafcillin. The patient had a br ief  per iod 
of clinical improvement,  manifesting increased responsivness 
and re turn  of light perception.  However, a sudden deteriora-  
tion occurred,  p robably  caused by a third bleeding 
aneurysm, which caused bra in  herniat ion and death (Figure 
2). 

D I S C U S S I O N  

The significance of nervous system complications of bacter ial  
endocardit is  dates from 1885 when Osier first emphasized 
the clinical importance of the t r iad  of fever, hear t  murmur,  
and hemiplegia. 1 The incidence of nenrologic complications 
in patients with bacter ia l  endocardit is  is approximately 30% 
to 40%.1,3, 4 It  is also unusual  for a pat ient  with bacter ial  
endocardit is  to have neurologic complaints as a presenting 
symptom. In a recent review of 218 patients with bacter ial  
endocardit is ,  only 36 presented with a neurologic complaint 
as their  initial symptom, and only one of these presented 
with cortical blindness (unilateral).  1 

Central  nervous system complications of bacter ia l  endo- 
carditis ca r ry  a mortal i ty  of approximately 50% to 60%. t 
The most common organism underlying symptomatic intra- 
cranial hemorrhage is Staphyloccocus aureus.  5 Virulent 
organisms, especially S aureus and enteric Gram-negative 
bacilli ,  are  par t icu la r ly  common among patients with neuro- 
logic complications. These virulent organisms are the etiologic 
agent in a high percentage of IV drug abusers with bacterial  
endocardit is .6 Cerebral  mycotic aneurysms are present in 
2% to 10% of cases of bacter ia l  endocarditis.3,7, 8 

Figure 1. 
Computed tomography o[ 
the brain demonstrating 
bilateral occipital 
hemorrhages 

Figure 2. 
Computed tomography of 
the brain demonstrating a 
third hemorrhage 
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There are presently two theories of the pathogenesis of 
cerebral  mycotic aneurysmsl :  a septic cerebra l  embolus 
results in inf lammatory destruction of the ar ter ia l  wall 
beginning at the endothelial  surface; and infected embolic 
material  reaches the adventi t ial  layers of the ar tery  through 
the vasa vasorum, with inflammation disrupt ing the adventi- 
tia and muscularis,  thus resulting in aneurysmal  dilatation. 
Recent work by Molinari  supports  the second theory. 1,9 

S U M M A R Y  

We discuss the case of a pat ient  who presented to the ED 
with a chief complaint  of sudden loss of vision. The blindness 
was secondary to bi la tera l  rup tu red  mycotic aneurysms 
developing as a sequela of bacter ia l  endocardit is .  Neurologic 
complications may present  as manifestations of bacter ia l  
endocardit is .  When these complications are present ,  they 
result  in a significant increase in morbidi ty  and mortality. 
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