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Case Report 
 

A 77 year old female with a past medical history of dementia, chronic atrial 
fibrillation requiring anticoagulation, hypertension, biventricular congestive heart 
failure with a preserved left ventricular ejection fraction, pulmonary hypertension, 
and chronic obstructive pulmonary disease (COPD) presented to the emergency 
room after she sustained a ground level fall while sitting in a chair. The patient 
reportedly fell asleep while sitting at the kitchen table, and subsequently fell to 
her right side. According to witnesses, she did not strike her head, and there was 
no observed loss of consciousness. As part of her initial evaluation, at an outside 
hospital, radiographs of the pelvis, hip, and knee were obtained. These identified 
a definitive right superior pubic ramus fracture with inferior displacement and a 
questionable fracture of the right femoral neck. Shortly thereafter, the patient was 
transferred to our hospital for further management. On exam, the patient had a 
painful right hip limiting active motion and her right lower extremity was 
neurovascularly intact without paresthesias or dysesthesias. The remainder of 
the exam was unremarkable. In the emergency room, a repeat radiograph 
showed no evidence of a right femur fracture. Later in the evening a CT scan of 
the pelvis with intravenous contrast showed acute fractures through the right 
superior and inferior pubic rami with associated hematoma. Multiple tiny bony 
fragments were noted adjacent to the superior pubic ramus fracture (Figure 1). 

 

 
 

Figure 1. CT scan demonstrating acute fractures through the superior and inferior 
pubic rami with associated hematoma. Multiple tiny bone fragments are adjacent 

to the superior pubic ramus fracture. 
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The CT did not show an apparent femur fracture. MRI of the pelvis and hip were 
ordered to assess for a femoral fracture; however this was not obtained 
secondary to patient confusion thus no quality diagnostic images were produced. 
The orthopedic service concluded that surgery was not required for the stable, 
type 1 lateral compression injury that resulted from the fall. 

 
The patient was admitted to a general medicine floor for non-surgical 
management which included weight bearing as tolerated as well as therapy with 
physical medicine and rehabilitation. On admission, her vital signs were stable, 
including a heart rate of 89, blood pressure of 159/89, respirations of 20, with the 
exception of her peripheral oxygen saturation which was 89% on room air. Over 
the next several hospital days, she continued to have low oxygen saturations, 
began requiring fluid boluses to maintain an adequate mean arterial blood 
pressure (secondary to systolic blood pressure falling to the 70-80mmHg range 
intermittently) and she developed acute kidney injury with her creatinine 
increasing to 4.2 from her baseline of 1.1. Nephrology was consulted to evaluate 
the acute kidney injury and their impression was acute renal failure secondary to 
contrast administration for the initial CT scan, in the setting of chronic 
spironolactone and furosemide use. The patient’s mental status remained 
altered, her speech although typically understandable was non-coherent, and 
she remained bed-bound. Due to her underlying dementia, her baseline mental 
status was difficult to determine and this combined with her opioids for pain 
control were felt to contribute to her mental status. 

 
During her first dialysis session, the patient developed hypotension and 
hypoxemia which necessitated a rapid response call and transfer to the intensive 
care unit (ICU). The impression at the time of transfer to the ICU was septic 
shock with multi-organ dysfunction syndrome, presumably from a urinary source. 
The initial exam by the ICU team demonstrated what was thought to be 
considerable acute mental status change with agitation and moaning, 
hypotension, hypoxemia, and continued renal failure. Further review of her 
hospital course revealed that these changes had slowly been progressing since 
admission. Stabilization in the ICU included placement of a right internal jugular 
central venous catheter, blood pressure support with vasopressors, as well as 
intubation and high level of ventilatory support, including inhaled alprostadil, for 
severe hypoxemic respiratory failure. In addition, she was also placed on 
continuous renal replacement therapy. 

 
In order to better assess the patient’s fluid status, the service fellow assessed the 
vena cava with the bedside ultrasound. While observing the collapsibility of the 
IVC, small hyperechoic spheres were observed traveling through the IVC 
proximally towards the right heart. A subcostal window focusing on the right 
ventricle demonstrated the same hyperechoic spheres whirling within the right 
ventricle. These same spheres were seen in both the four chamber view (Figure 
2), as well as the short axis view and were present for several hours. 



 
 

Figure 2. Four chambered view revealing right ventricular bowing as well as 
small hyperechoic spheres present in the right ventricle and atria. 

 
Two hours later, a formal bedside echocardiogram was performed to evaluate 
the right heart structure and function. The estimated right ventricular systolic 
pressure was at 70 mm Hg, indicating severe pulmonary hypertension. The right 
ventricle was enlarged, and there was severe tricuspid regurgitation. Again there 
continued to be small hyperechoic spheres within her right ventricle as well as 
her right atria. Per the formal cardiologist reading, these were consistent with fat 
emboli. Further laboratory evaluation, including the presence of urinary fat, 
helped confirm the diagnosis of fat emboli syndrome. 

 
Supportive care was continued, but without obvious improvement. After a family 
care conference, she was transitioned to palliative care and died. 

 
Background 

 
Fat emboli (FE) and fat emboli syndrome (FES) have been described clinically 
and pathologically since the 1860’s. Early work by Zenker in 1862 first described 
the pathologic significance of fat embolism with the link of fat to bone marrow 
release during fractures was discovered by Wagner in 1865. Despite the 150 
years since its discovery, the diagnosis of Fat Embolism remains elusive. FE is 
quite common with the presence of intravascular pulmonary fat seen in greater 
than 90% of patients with skeletal trauma at autopsy (1). However, the presence 
of pulmonary fat alone does not necessarily mean the patient will develop FES. 
In a case series of 51 medical and surgical ICU patients, FE was identified in 28 
(51%) of patients, none of whom had classic manifestations of FES (2). 

 
The three major components of FES have classically consisted of the triad of 
petechial rash, progressive respiratory failure, and neurologic deterioration. The 
incidence following orthopedic procedures ranges from 0.25% to 35% (3). The 
wide variation of the reported incidence may in part be due to the fact that FES 
can affect almost every organ system and the classic symptoms are only present 
either transiently or in varying degrees, and may not manifest for 12-72 hours 
after the initial insult (4). The patient we present represents both the lack of the 
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classic triad and the delayed onset of signs and symptoms, illustrating the 
elusiveness of the diagnosis. 

 
Of the major clinical criteria, the cardio-pulmonary symptoms are the most 
clinically significant. Symptoms occur in up to 75% of patients with FES and 
range from mild hypoxemia to ARDS and/or acute cor pulmonale. The timing of 
symptoms may coincide with manipulation of a fracture, and there have been 
numerous reports of this occurring intraoperatively with direct visualization of fat 
emboli seen on trans-esophageal echo (TEE) (5-8). 

 
The classic petechial rash, which was not noted in our patient, is typically seen 
on the upper anterior torso, oral mucosa, and conjunctiva. It is usually resolved 
within 24 hours and has been attributed to dermal vessel engorgement, 
endothelial fragility, and platelet damage all from the release of free fatty acids 
(9). The clinical manifestation of this “classic” finding varies widely and has been 
reported in 25-95% of the cases (4, 10). 

 
Neurologic dysfunction can range from headache to seizure and coma and is 
thought to be secondary to cerebral edema due to multifactorial insults. These 
neurologic changes are seen in up to 86% of patients, and on MRI produce 
multiple small, non-confluent hyper intensities that appear within 30 minutes of 
injury. The number and size correlate to GCS, and subsequently reversal of the 
lesions is seen during neurologic recovery. (11,12). 

 
Temporary CNS dysfunction usually occurs 24-72 hours after initial injury and 
acute loss of consciousness immediately post-operatively has been documented. 
Of note, this loss of consciousness may not be a catastrophic event. In a case 
report by Nandi et al., a patient with acute loss of consciousness made full 
neurologic recovery within four hours (13). In the retina, direct evidence of FE 
and FES manifests as cotton-wool spots and flame-like hemorrhages (1). 
However these findings are only detected in 50% of patient with FES (14) 

 
FES also affects the hematological system, producing anemia and 
thrombocytopenia 37% and 67% of the time, respectively (15, 16). 
Thrombocytopenia is correlated to an increased A-a gradient, which Akhtar et al. 
noted that some clinicians include this finding in the criteria to diagnose FES (1). 

 
Diagnosis 

 
Given the broad and varying manifestations of FES, others have broadened the 
criteria. The Lindeque criteria require a femur fracture. The FES Index is a 
scoring system which includes vitals, radiographic findings, and blood gas 
results. Weisz and colleagues include laboratory values such as fat 
macroglobulenemia and serum lipid changes. Miller and colleagues (17) even 
proposed an autopsy diagnosis using histopathic samples. The most widely used 
criteria are set forth by Gurd and Wilson and require two out of three major 
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criteria be met, or one major plus four out of five minor criteria. Major criteria 
include pulmonary symptoms, petechial rash, and neurological symptoms. Minor 
criteria include pyrexia, tachycardia, jaundice, platelet drop by >50%, elevated 
ESR, retinal changes, renal dysfunction, presence of urinary or sputum fat, and 
fat macroglobulinemia (1). Of note, none of the proposed diagnostic criteria 
include direct visualization of fat emboli via ultrasound or echocardiography (18- 
22) (Table 1). 

 
Table 1: Gurd's Criteria for Diagnosis of FES 

 
Major Minor 
Axillary or subconjunctival petechiae Tachycardia 
Hypoxemia Pa 02 < 60 mm Hg; Fi02 = 0.4 Pyrexia 
CNS depression disproportionate to hypoxemia Fat in urine 
Pulmonary edema Drop in hematocrit or platelets
  Increasing ESR 
  Fat globules in sputum 
Gurd AR. Fat embolism: an aid to diagnosis. J Bone Joint Surg Br. 
1970;52(4):732-7. [PubMed] 

 

Mechanism 
 

Two theories explain the systemic symptoms seen in FES. The mechanical 
theory describes how intramedullary free fat is released into the venous 
circulation directly from the fracture site or from increased intramedullary 
pressure during an orthopedic procedure. The basis for the theory is that the fat 
particles produce mechanical obstruction. However, not all fat emboli 
translocated into the circulation are harmful. It is estimated that fat particles 
larger than 8 μm embolize (23-25). As they accumulate in the lungs, aggregates 
larger than 20 μm occlude the pulmonary vasculature (26). Particles 7-10 μm 
particles can cross pulmonary capillary beds to affect the skin, brain, and 
kidneys. On a larger scale, the embolized free fatty acids produce ischemia and 
the subsequent release of inflammatory markers (27). The mechanism of this 
systemic spread beyond the pulmonary capillaries is not well understood. 
Patients without a patent foramen ovale or proven pulmonary shunt develop FES 
(28). Interestingly enough, other patients with a large fat emboli burden in the 
pulmonary microvasculature have not progressed to FES (29). One possible 
explanation for this may be elevated right-sided pressures force pulmonary fat 
into systemic circulation (1). 

 
The biochemical theory has also been proposed to explain the systemic organ 
damage. The mechanism describes that enzymatic degradation of fat particles in 
the blood stream brings about the release of free fatty acids (FFA) (30, 31). FFA 
and the toxic intermediaries then cause direct injury on the lung and other 
organs. The fact that many of the symptoms are seen much later than the initial 
injury would support the Biochemical Theory. This theory also has an obstructive 

http://www.ncbi.nlm.nih.gov/pubmed/5487573
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component to it as it recognizes that large fat particles coalesce to obstruct 
pulmonary capillary beds (11). 

 
Discussion 

 
Fat emboli syndrome is a rare and difficult clinical diagnosis. Currently there is no 
diagnostic test for FES and even the reported incidence is quite variable. The 
wide clinical presentation of FES makes the diagnosis challenge, and classic 
pulmonary involvement does not always occur (31). Furthermore, the symptoms 
overlap with other illness such as infection, as it did in this patient who was 
initially thought to be septic. The delayed onset of symptoms may further 
confound its identification. Finally, the traditional criteria used to diagnosis FES 
are variable depending on which source is referenced. Case-in-point is the 
Lindque criteria which require the presence of a femur fracture. By this 
requirement the patient presented in this case would not have been diagnosed 
with FES as she presented with a pelvic fracture. 

 
The patient in this case was likely suffering from undiagnosed FES from the time 
of her admission. Since it did not present in the classic fashion, her progressive 
respiratory failure and neurologic deterioration were incorrectly attributed to 
congestive heart failure and opioid administration. 

 
In this patient, the diagnosis of FE was somewhat unexpected, although it was 
within the differential. For this case the implementation of bedside ultrasound 
proved critical to the correct diagnosis and subsequent outcome. Instead of 
following other possible diagnoses and treatment options such as sepsis in this 
tachycardic, hypotensive patient, supportive care was employed with the 
diagnosis of fat embolism in mind. 

 
The use of ultrasound imaging is not well studied for the diagnosis of FES, 
however it may provide an additional tool for making this difficult diagnosis when 
the classic triad of rash, cardiopulmonary symptoms, and neurologic changes is 
not seen or is in doubt. When used to evaluate for cardiogenic causes of acute 
hypotension, bedside cardiac ultrasound may reveal findings suggestive of FES, 
as it did in this case. 

 
Review of the literature (5-8) confirms similar echogenic findings from fat emboli 
as seen by TEE intraoperatively during orthopedic procedures. However, similar 
spheres can be seen in a number of other instances. Infusion of blood products, 
such as packed red blood cells, may create similar acoustic images. No blood 
products had been given to the patient at the time of the bedside ultrasound. 
Additionally cardiologists have traditionally used agitated saline to look for patent 
foramen ovale. This and air embolism after placement of a central venous 
catheter can both produce similar images. In this case the emboli were seen 
traveling through the inferior vena cava, inferior and distal to the right side of the 
heart. The right internal jugular catheter would not have showered air emboli to 
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that location, additionally once these were seen circulating in the right ventricle, 
the first action performed was to ensure all ports on the central line were secure. 
Given that these hyperechoic spheres were present for hours, air emboli would 
be less likely to be the underlying etiology. The images were later seen during 
the formal cardiac echo, and again validated by the cardiologist as being 
consistent with fat emboli. 

 
To our knowledge this is the first case report of critical care bedside 
echocardiography (BE), assisting with the diagnosis of fat emboli syndrome. This 
is in contrast to TEE which has been used to diagnose FE and presumed FES in 
hemodynamically unstable patients in the operating room (5-8). 

 
BE is attractive as it requires less training than TEE and can be repeated at the 
bedside as the clinical picture changes. By itself BE cannot differentiate FE from 
FES, but since the practitioner using it is presumably familiar with the patient’s 
condition, it can be used to augment the diagnosis when other findings are also 
suggestive of FE. 

 
It has been suggested that a basic level of expertise in bedside 
echocardiography can be achieved by the non-cardiologist in as little as 12 hours 
of didactic and hands-on teaching. Given this amount of training, the novice 
ultrasonographer should be able to identify severe left or right ventricular failure, 
pericardial effusions, regional wall motion abnormalities, gross valvular 
abnormalities, and volume status by assessing the size and collapsibility of the 
inferior vena cava (32-37). Potentially, based on this case, the list could include 
FE with FES in the correct clinical context, pending further clinical validation. 

 
In conclusion, this is the first reported case of bedside ultrasonography assisting 
in the diagnosis of FES in the ICU. The case illustrates the diagnostic challenge 
of FE and FES and also highlights the potential utility of bedside ultrasonography 
as a diagnostic tool. 
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