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Case Report Rapport de cas

Auriculectomy for spontaneous thrombosis of the left auricle in a 
domestic shorthair cat

Zachary Dvornicky-Raymond, Janis Lapsley, Valentin Janvier, Ileana Miranda, Sean McDonaugh,  
Galina Hayes

Abstract — A 3-year-old castrated male domestic shorthair cat was presented for evaluation of acute onset 
tachypnea, dyspnea, and restlessness. Blood analysis revealed markedly elevated creatinine kinase, troponin, and 
D-dimers, together with azotemia and an inflammatory leukogram. Ultrasonography identified cardiomegaly with 
pericardial and pleural effusion. Thoracocentesis identified a high protein transudate. Cardiac computed 
tomographic angiography (CTA) identified an enlarged left auricle containing a non-contrast enhancing mass 
measuring 1.6 3 1.2 3 1.2 cm subsequently confirmed to be a thrombus. The cat underwent a left cardiac 
auriculectomy and was discharged on clopidogrel. Post-operative complications, including late-onset hemothorax 
and dyspnea, were managed to resolution.

Key clinical message:
A cardiac auriculectomy was effective in management of thromboembolic disease in a domestic cat.

Résumé — Auriculectomie pour une thrombose spontanée de l’oreillette gauche chez un chat domestique 
à poils courts. Un chat domestique à poils courts castré âgé de 3ans fut présenté pour évaluation suite à l’apparition 
soudaine de tachypnée, dyspnée et agitation. L’analyse sanguine révéla une augmentation marquée de la créatine 
kinase, de la troponine, des dimères-D avec également une azotémie et un leucogramme inflammatoire. 
L’échographie révéla une cardiomégalie avec effusions péricardique et pleurale. Une thoracocentèse identifia un 
transsudat élevé en protéine. Une angiographie par tomodensitométrie (CTA) identifia une oreillette gauche 
augmentée de volume contenant une masse non-contrastante mesurant 1,6 3 1,2 3 1,2 cm qui fut subséquemment 
confirmée être un thrombus. Le chat subit une auriculectomie cardiaque gauche et obtint son congé avec du 
clopidogrel. Des complications post-opératoires, incluant un hémothorax qui apparut tardivement et de la dyspnée, 
furent gérées jusqu’à leur résolution.

Message clinique clé :
Une auriculectomie cardiaque fut efficace pour gérer un problème thrombo-embolique chez un chat domestique.

(Traduit par Dr Serge Messier)

Can Vet J 2020;61:885–890

H ere we report the presentation, diagnostic work-up, 
treatment, histopathologic diagnosis, post-operative man-

agement, and complications associated with a left auricular 
thrombus in a domestic shorthair cat. The cat underwent 

surgery for a left auriculectomy and subtotal pericardiectomy, 
with subsequent revision surgeries to place a porcine collagen 
patch, and later a PleuralPort (Norfolk Vet Products, Skokie, 
Illinois, USA). The cat was managed over the following weeks 
with coagulation modulation, repeat ultrasonographic scans, and 
aspiration of pleural effusion. This case presents an example of 
an unusual procedure successfully completed in a cat.

Case description
A 3-year-old, castrated male domestic shorthair cat was pre-
sented to the referring veterinarian for acute-onset tachypnea, 
dyspnea, and restlessness. Physical examination also identified 
hypothermia and bradycardia. Thoracic radiographs revealed 
an enlarged cardiac silhouette and pleural effusion. Tests for 
feline leukemia virus (FeLV) and feline immunodeficiency virus 
(FIV) were negative. The cat was treated for presumptive conges-
tive heart failure with oxygen supplementation, butorphanol, 
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 furosemide, and diphenhydramine. After initial response to sup-
portive therapy, the cat deteriorated with new onset tachycardia 
and altered mentation. Intravenous fluids were administered and 
a thoracocentesis identified pleural effusion consistent with a 
high-protein transudate (total protein = 31 g/L, nucleated cell 
count = 3.6 3 103/mL). The cat was then referred to Cornell 
University Hospital for Animals for further evaluation and care.

On presentation, the cat was bright, alert, and responsive, 
but was tachypneic (60 breaths/min) and had muffled heart 
and lung sounds on auscultation. No other abnormalities were 
detected. Initial Thoracic Focused Assessment with Sonography 
for Trauma (TFAST) revealed mild pleural effusion and scant 
pericardial effusion. A point-of-care cardiac troponin test was 
performed as a screening assessment to differentiate dyspnea sec-
ondary to cardiac failure from other causes. Serum cardiac tro-
ponin was markedly elevated (1.69 mg/L; RI: 0 to 0.11 mg/L), 
consistent with release from injured myocardial tissue. The cat 
was admitted for further diagnostic work-up of suspected car-
diac disease and treated with intravenous fluid (Plasmalyte with 
15 mEq/L of KCl; Baxter, Deerfield, Illinois, USA), 16 mL/h 
reduced to 8 mL/h after 4 h, and supplemental oxygen (40%).

On further work-up, a disseminated intravascular coagu-
lation (DIC) panel [activated partial thromboplastin time 
(aPTT), partial thromboplastin time (PTT), fibrinogen, 
antithrombin, and D-dimer] yielded moderately elevated 
D-dimers (2305 nmol/L; RI: 0 to 1369 nmol/L) but was 
otherwise within reference intervals. The cat had a moderate 
leukocytosis [27.7 3 103/mL; reference interval (RI): 5.1 to 
16.2 3 103/mL] with a normal hematocrit of 40% (RI: 31% to 
48%), was hypokalemic (3.5 mmol/L; RI: 3.8 to 5.5 mmol/L), 
hypochloridemic (101 mmol/L; RI: 111 to 124 mmol/L), 
hypomagnesemic (0.75 mmol/L; RI: 0.85 to 1.1 mmol/L), had 
an elevated bicarbonate (29 mmol/L; RI: 14 to 20 mmol/L), 
elevated urea nitrogen (15.7 mmol/L; RI: 6.1 to 12.5 mmol/L), 
elevated creatinine (203.3 mmol/L; RI: 70.7 to 185.6 mmol/L), 
elevated aspartate aminotransferase (AST, 187 U/L; RI: 17 to 
48 U/L), elevated alanine aminotransferase (ALT, 146 U/L; RI: 
28 to 109 U/L), elevated creatine kinase (28 069 U/L; RI: 74 to 
386 U/L), and elevated lactate dehydrogenase (LDH, 1369 U/L; 
RI: 71 to 406 U/L). Urinalysis revealed a urine specific grav-
ity (USG) of 1.012 in the face of recent IV fluid therapy and 
diuretics. Toxoplasma titer was negative.

An echocardiogram revealed a hyperechoic mass close to 
the left atrium with mild pericardial effusion, and a mild-to-
moderate amount of pleural effusion. Both atria and ventricles 
were of normal size with normal wall thickness, and cardiac 
function was assessed to be normal. The next day, the cat was 
sedated with butorphanol (Torbutrol; Zoetis, Kalamazoo, 
Michigan, USA), 0.23 mg/kg BW, SC; and underwent thoracic 
and abdominal ultrasound. No abnormalities were detected 
aside from the moderate pleural and pericardial effusion. Repeat 
blood gas and biochemistry analysis revealed a decreasing bicar-
bonate (23 mmol/L; RI: 14 to 20 mmol/L), increased hyper-
magnesemia (1.2 mmol/L; RI: 0.85 to 1.1 mmol/L), increased 
 creatinine kinase (30 784 U/L; RI: 74 to 386 U/L), and a 
decreasing LDH (681 U/L; RI: 71 to 406 U/L), ALT (120 U/L; 
RI: 28 to 109 U/L), and AST (151 U/L; RI: 17 to 48 U/L), 

in addition to a low urea nitrate (5.4 mmol/L; RI: 6.1 to 
12.5 mmol/L), and hypoproteinemia (65 g/L; RI: 66 to 84 g/L). 
The initial azotemia had resolved.

The cat was placed under general anesthesia for thoracic 
computed tomography (CT) and cardiac triple-phase computed 
tomographic angiography (CTA) to further interrogate the 
heart-based mass. The CT studies were performed via non-gated 
image acquisition before and after administration of 12 mL 
of Iohexol contrast medium (Omnipaque 350, Iohexol-350, 
2.2 mL/kg; GE Healthcare, Marlborough, Massachussets, 
USA). Thoracic CT was acquired in 1-mm slices and recon-
structed in 2-mm contiguous transverse pre- and post-contrast 
administration (delayed phase), in sagittal, and dorsal scans 
(Figure 1). Cardiac CTA was acquired in 0.5-mm slices and 
reconstructed in 1-mm contiguous transverse scans. A region 
of interest for bolus tracking was placed over the ascending 
aorta followed by 3 continuous acquisitions initiated after 
reaching an attenuation threshold of 80 Hounsfield Units. The 
left auricle was enlarged and contained a 1.6 3 1.2 3 1.2 cm 
soft tissue attenuating non-contrast-enhancing mass. Contrast 
material filled the left auricle at the periphery of the mass. The 
cranial aspect of the left cranial, right cranial, and middle lung 
lobes had mild-to-moderate, patchy attenuation that partially 
to completely effaced the pulmonary blood vessels. Based on 
the combined findings of the echocardiogram and CTA, the 
primary differential diagnosis was a thrombus within the dis-
tended left auricle with pulmonary atelectasis. Focal neoplasia 
could not be ruled out, but imaging had shown no evidence of 
systemic neoplasia. Lack of identification of a systemic cause of 
hypercoagulability (no evidence of protein-losing nephropathy; 
no systemic inflammatory disease identified) together with no 
history of cardiac trauma raised a concern for focal thrombotic 
disease arising in the left auricle due to a low flow/venous stasis 
state. Differentials for this included congenital stenosis of the 
left atrio-auricular ostium with secondary progressive auricular 
enlargement, or a congenital defect of the pericardial sac with 
herniation and partial strangulation of the auricle. Due to con-
cerns for propagation or fragmentation of an intracardiac throm-
bus, exploratory thoracotomy with subtotal pericardiectomy and 
auriculectomy was recommended. In-house blood typing was 
performed in anticipation of the potential for hemorrhage and 
the need for a transfusion.

Prior to surgery, the cat’s physical examination was unre-
markable, vital parameters were within reference intervals, and 
no significant abnormalities were detected on recheck blood 
analysis. A recheck echocardiogram performed 6 d after initial 
presentation identified spontaneous resolution of the previously 
noted pleural and pericardial effusion, with persistent auricu-
lar thrombosis. The cat was placed under general anesthesia, 
positioned in right lateral recumbency, and the left hemithorax 
clipped, prepared, and draped in standard aseptic fashion. A 
thoracotomy was performed at the left fifth intercostal space 
and the left lung lobes were retracted caudally. Visualization 
of the pericardial surface showed no evidence of pericardial 
defects or auricular herniation. The pericardium was incised 
using Metzenbaum scissors ventral and parallel to the vagus 
nerve. Approximately 5 mL of serosanguinous pericardial 
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fluid was present. To improve visualization of the heart, the 
pericardium was reflected with stay sutures which were then 
placed under tension and secured to the surrounding drapes 
thus elevating the heart into the incision. The left auricle was 
grossly enlarged and thickened, with a mottled surface. The 
auricle was isolated and the auricular base identified. A 3-row 
vascular stapler (30 mm-V3 Vascular Loading Unit with DST 
Series, Medtronic, Minneapolis, Minnesota, USA) was posi-
tioned across the base of the auricle and deployed. The auricular 
tissue distal to the staple line was excised using Metzenbaum 
scissors and placed in 10% formalin for histopathology. The 
vascular stapler was disengaged and removed, revealing the 
auricular stump. No hemorrhage was noted, and all staples 
appeared appropriately fired. A small area of redundant auricu-
lar tissue remained. This was addressed by placement of a 3-0 

Vicryl ligating loop (Surgitie with Polysorb; Medtronic). The 
ligation was secured and trimmed. A subtotal pericardiectomy 
was performed using Metzenbaum scissors. The excised pericar-
dial tissue was submitted for histopathology. Transesophageal 
echocardiography was performed to confirm that the suspect 
thrombus was completely removed and that there were no vis-
ible thrombi remaining extending into the atrium. The thoracic 
cavity was lavaged with warm, sterile saline. A small bore chest 
tube (14-gauge; MILA International, Florence, Kentucky, USA) 
was placed using the Seldinger technique. The thorax was closed 
routinely, and a splash block provided with 1.75 mL 0.5% 
bupivacaine (1.59 mg/kg BW; Hospira, Lake Forest, Illinois, 
USA). A non-adherent bandage was applied to the thoracotomy 
incision (Tegaderm; 3M, St. Paul, Minnesota, USA), and 
meloxicam (Henry Schein, Columbus, Ohio, USA), 0.05 mg/kg 

Figure 1. Thoracic CT images in the transverse plane pre-contrast (A) and 40 s post-contrast (B), with the left auricular thrombus 
marked by a star. Images C and D are 3D reconstructions (C left lateral view, D ventral view) showing the enlarged left auricle —  
dashed line indicates the cutline for the upper images. (R — right; L — left; D — dorsal; V — ventral; Cr — cranial; Cd — caudal; LA — left 
atrium; RA — right atrium; Ao — aorta; RVOT — right ventricular outflow tract; LAu1 — left auricle; LSA — left subclavian artery; 
BT — brachiocephalic trunk; PT — pulmonary trunk; RAu — right auricle; LV — left ventricle; RV — right ventricle; CdVC — caudal vena 
cava; CrVC — cranial vena cava).
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BW, was administered SQ. The cat recovered from anesthesia 
in the intensive care unit and was maintained on a regimen of 
IV fluids, buprenorphine, and meloxicam. Post-operative blood 
analysis and physical examination were unremarkable over the 
next 2 d. The cat’s thoracostomy tube and IV catheter were 
removed the day after surgery, and anticoagulant therapy was 
initiated (Clopidogrel 18.75 mg; Accord Healthcare, Durham, 
North Carolina, USA), 3.4 mg/kg BW, PO, q24h as a prophy-
lactic measure against presumptive risk of atrial thrombosis at 
the surgical site. The cat was monitored for recrudescence of 
effusion, azotemia, and respiratory distress. Two days later, the 
cat was discharged from the hospital.

Histopathologic findings were consistent with a left auricular 
thrombus (Figure 2). The subjacent endocardium to which the 
thrombus was adhered was expanded by reactive fibroblasts, and 
there was evidence of myocardial hemorrhage with leukocytic 
infiltrate. The morphologic diagnosis was therefore determined 
to be left auricular thrombosis with reactive endocardial fibrosis.

Ten days after discharge, the cat was presented in respiratory 
distress. Point-of-care blood analysis revealed anemia (PCV: 22) 
and TFAST revealed pleural effusion. Thoracocentesis identified 
a hemorrhagic effusion, which was consistent with hemotho-
rax (PCV: 23). The cat was again admitted to the intensive 
care unit and treated with supplemental oxygen support. The 
clopidogrel therapy was discontinued, and therapy with ami-
nocaproic acid (104.5 mg/kg BW, IV, q6h; Hospira), was 
initiated. Twelve hours following admission, the cat remained 
tachypneic, had pale mucous membranes, and was increasingly 
anemic (PCV: 14). Thoracocentesis confirmed the ongoing 
hemothorax, and a whole blood transfusion was administered. 
The systemic PCV was 19% at 20 h post-transfusion. Repeat 
TFAST showed moderate amounts of pleural effusion; thora-
cocentesis produced 50 mL of serosanguinous fluid. Due to 
concerns of slow but active hemorrhage, the cat was placed 
under general anesthesia and taken to exploratory surgery. 
Following repeat left 5th intercostal thoracotomy, visualization 
of the auriculectomy site revealed active hemorrhage from the 
previous staple line. An additional staple line was placed using 
a TA30V stapler (30 mm-V3 Vascular Loading Unit with DST 
Series; Medtronic), proximal and parallel to the first, encroach-
ing on atrial tissue. The adjacent pulmonary vasculature was 

not disturbed. To provide additional hemostatic reinforcement 
of the new staple line, an approximately 3 3 3 cm piece of por-
cine collagen (Porcine PERISeal Tissue Patch; Avalon Medical, 
Stillwater, Minnesota, USA) was applied over the site and staple 
line with surgical glue (Vetbond Tissue Adhesive; 3M, St. Paul, 
Minnesota, USA). A small bore chest tube was placed using 
Seldinger technique, and the thorax was closed routinely. The 
cat recovered from anesthesia in the intensive care unit on a 
combination of fentanyl (Pfizer, New York, New York, USA) and 
meloxicam (Henry Schein) for pain control. Echocardiogram 
and thoracic radiographs taken 48 h after surgery revealed tri-
cuspid regurgitation with right atrial dilation consistent with 
pulmonary hypertension and scant pleural effusion, respectively. 
The cat was placed on sildenafil (0.5 mg/kg BW, PO, q24h; 
Amneal Pharmaceuticals, Bridgewater, New Jersey, USA) which 
was increased to q12h the next morning. Systemic blood pres-
sure remained between 100 mmHg and 135 mmHg. The cat 
was transitioned from fentanyl to buprenorphine and remained 
comfortable. Small volumes of serosanguinous-to-clear fluid 
were removed via the chest tube regularly over the next 5 d; 
the cat’s chest tube was then removed. One day later, TFAST 
revealed scant pleural effusion, and the cat was discharged 
shortly after.

The cat was presented multiple times over the following 
month with a non-chylous modified transudate with recurrent 
pleural effusion. Analysis was consistent with a modified transu-
date with a PCV of 3%. The effusion was unresponsive to silde-
nafil and Yunnan Biayou, 1 capsule BID (Yunnan Baiyao Group, 
Chenggong District, Kunming, Yunnan, People’s Republic of 
China), requiring therapeutic thoracocentesis on 3 occasions. 
Twenty-four days after the revision surgery, a PleuralPort 
(Norfolk Vet Products) was placed to assist management of 
the recurrent pleural effusion. Sildenafil was discontinued at 
that time due to normal right atrial chamber size and function, 
determined via focused echocardiogram. The auriculectomy site 
was visualized and confirmed to be contracted and hyperechoic, 
consistent with scar formation. The cause of the persistent effu-
sion was unknown; right-sided heart disease due to tricuspid 
insufficiency following surgery appeared to have been ruled out, 
and there was no evidence of ongoing hemorrhage. Persistent 
inflammation and pleuritis following surgery appeared unlikely.

At a 2-month recheck examination, the cat’s physical exami-
nation was unremarkable, vital parameters were within normal 
limits, and the surgical site had completely healed. A TFAST scan 
revealed scant pleural fluid and few B-lines. The PleuralPort was 
flushed with heparinized saline, and the cat was discharged to the 
care of its owners. No further removal of pleural fluid was required. 
The cat recovered full function, and the PleuralPort was removed 
6 mo later, at which time the pleural effusion had resolved and 
thoracocentesis had not been required for 5 mo. Clinical signs did 
not recur, and the cat returned to normal activity.

Discussion
This report describes a cardiac auriculectomy in a domestic cat, 
as well as the associated diagnostic work-up and post-operative 
management. There is a relative paucity of literature regarding 
cardiac surgery in domestic felids. However, cardiomyopathy, 

Figure 2. Cat, left auricle, 2003 magnification: Attached to 
the endocardium were abundant streams of an eosinophilic 
fibrillar material (fibrin), interspersed with erythrocytes and mixed 
leukocytes (thrombus).



CVJ / VOL 61 / AUGUST 2020 889

C
A

S
E

 R
E

P
O

R
T

congestive heart failure, and thromboembolic disease are well-
recognized, commonly diagnosed, and frequently managed 
in cats (1–9). Relative to dogs, cats are underrepresented for 
cardiovascular neoplasia, which is one of the major indications 
for canine cardiovascular surgery (5,10). Rather, hypertrophic 
cardiomyopathy (HCM) is the most commonly diagnosed 
cardiac disease in domestic cats (1,11). Cardiogenic thrombo-
embolic disease generally occurs secondary to underlying disease 
that enables thrombus formation via derangement of one or 
more of the components of Virchow’s Triad (hypercoagulability, 
endothelial disruption, and blood stasis) (4,5,11,12). In cats, 
cardiogenic emboli arise most commonly in the left atrium and 
left auricle secondary to cardiomyopathies (7). Cardiogenic 
thromboembolic events are rare, but can markedly decrease the 
median survival time of cats with cardiac disease and are often 
immediately life-threatening (6,7,11). Therefore, high priority is 
indicated for prevention, diagnosis, and treatment of cardiogenic 
thrombi before they embolize. Although HCM is associated 
with cardiogenic embolism formation, it is not the only cause. 
The cat described herein did not have findings consistent with 
HCM, and there were no other significant findings on the echo-
cardiogram aside from the presence of the auricular thrombus 
and pericardial effusion. The cause of the auricular thrombosis is 
unknown, but in view of the age of the cat and absence of other 
signs we speculate that the thrombosis was due to a congenital 
stenosis of the auricular orifice. Although this malformation spe-
cifically has not been described, there are reports of congenital 
defects involving the mitral valve and left auricle in domestic 
cats (13–15). The stenotic communication between the left 
atrium and left auricle would lead to high-pressure, turbulent 
blood flow into the auricle during atrial systole. Turbulence and 
stasis of blood within the auricle would be pro-thrombotic (12). 
Platelet activation and subsequent release of von Willebrand fac-
tor, combined with blood stasis caused by inability to adequately 
empty the auricle would promote formation of microthrombi. 
Additionally, histopathology suggested endocardial inflamma-
tion secondary to jet lesions produced as blood passed through 
the stenotic orifice into the auricle. Damage to the endocar-
dium would expose subendothelial collagen, further promoting 
thrombosis. Finally, as the auricle continued to distend with 
thrombus formation, auricular emptying would be inhibited. As 
a result, blood would remain static within the auricle, thereby 
exacerbating thrombosis.

In this cat, CTA was used to characterize the intra-auricular 
mass and determine that it was a thrombus, rather than neo-
plasia. Additionally, the CTA images guided surgical planning. 
Although thromboprophylaxis is often used for prevention of 
emboli, and can reduce likelihood of thromboembolic recur-
rence (6), medical anti-thrombotic therapy alone was not 
considered the best option in this case as this typically fails to 
resolve existing thrombi. Surgery was recommended based on 
the young age of the cat and potential for resolution of both the 
thrombus and the inciting cause. We were not able to identify 
previous reports of this procedure in the domestic cat; there-
fore, surgical principles and approach were derived from litera-
ture published for the domestic dog. The lateral thoracotomy 
approach was chosen in this cat, as it provides adequate visu-

alization of the ipsilateral side of the heart and would facilitate 
the exposure necessary to isolate the left auricle and place the 
vascular staple line. Post-operative complications encountered 
following lateral thoracotomy are often minor and related to 
the surgical approach; clinically significant complications are 
rare (16,17). Mortality is often associated with the underlying 
disease, particularly neoplasia, rather than the surgery itself (17). 
In this case, post-operative complications included hemorrhage 
from the surgical site, pleural effusion, pain, and tachypnea. 
Although a 3-row vascular stapler and a ligation loop were used 
for the initial ligation, bleeding occurred 10 d following the 
initial procedure. We hypothesized that the cause for the late 
onset bleeding was due to administration of clopidogrel. This 
was administered to prevent formation of arterial thromboem-
boli at the surgical site, but may have prevented appropriate clot 
formation and subsequent progression of cardiac wound healing.

At revision surgery, an additional staple line together with a 
pro-coagulant collagen patch was placed to prevent leakage. In 
addition, the cat was switched from anti-thrombotic therapy 
to pro-coagulant therapy. In the face of these measures, intra-
thoracic hemorrhage resolved, but a persistent pleural effusion 
developed. We suspected that the pleural fluid accumulation 
was multifactorial: tricuspid valve regurgitation was observed on 
initial post-operative echocardiography, suggesting pulmonary 
hypertension. Pulmonary hypertension would lead to increased 
hydrostatic pressure and pleural effusion. The porcine origin 
collagen patch may have served as an inflammatory focus con-
tributing to an effusion that persisted for approximately 6 wk 
after surgery before resolving.

This case represents an unusual report of an ultimately suc-
cessful auriculectomy in the domestic cat, and provides insight 
into the post-operative complications that may be encountered, 
as well as management and resolution of those complications. 
At a 6-month recheck the cat was active and comfortable with 
normal vital parameters. CVJ
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1. E)  It is most likely a squamous cell carcinoma.
 E)  C’est probablement un carcinome spinocellulaire.

2. D)  Spaniels and R ottweilers have a heritable defect in which the 
humeral condyle does not completely ossify. This predisposes 
them to condylar fracture.

 D)  Les épagneuls et les rottweilers présentent une anomalie 
héréditaire impliquant que le condyle huméral ne s’ossifie 
pas complètement, et qui les prédisposes à la fracture 
condylienne.

3. A)  Elbow dysplasia is a collection of disorders including ununited 
anconeal process, fragmentation of the medial coronoid 
process, and osteochondritis dissecans (OCD) of the medial 
portion of the humeral condyle.

 A)  La dysplasie du coude comprend un ensemble de problèmes 
incluant la non-union du processus anconé, la fragmentation 
du processus coronoïde médial et l’ostéochondrite dissé-
quante (OCD) de la partie médiale du condyle huméral.

4. C)  Mild to severe epistaxis is a hallmark sign of guttural pouch 
mycosis.

 C)  L’épistaxis légère ou modérée est un signe caractéristique de 
la mycose des poches gutturales.

5. E)  The sows’ ear is the colloquial term for a rudimentary out-
pocketing of greater omentum caudodorsal to the pylorus, 
near where the omentopexy should be performed in most 
cows. Left-displaced abomasa (LDA) are commonly diag-
nosed by the characteristic high resonance ping produced 

in the mid left abdomen when percussed and auscultated. 
A splash is sometimes auscultated. When the ping is also 
auscultated in the dorsal left abdomen, rumen tympany is a 
differential diagnosis. Ancillary tests such as rectal examina-
tion can help define the diagnosis. The ping is intermittent 
in some cases of displacement. The reason for this is not 
known, but hypotheses include variable rumen position and 
tone, and swinging of the abomasum from side to side of the 
abdomen. Many cases of LDA are ketotic.

 E)  « L’oreille de truie » est un terme familier qui désigne l’éva-
gination rudimentaire du grand omentum caudodorsalement 
au pylore, près de l’endroit où l’omentopexie devrait être pra-
tiquée chez la plupart des vaches. Le déplacement à gauche 
de l’abomasum est communément diagnostiqué par un son 
métallique aigu (« ping ») dans la région moyenne gauche 
de l’abdomen lors de la percussion et de l’auscultation. Un 
bruit de clapotis est parfois entendu. Lorsqu’un « ping » 
est également ausculté dans la région dorsale gauche de 
l’abdomen, le tympanisme du rumen constitue un diagnos-
tic différentiel. Des examens d’appoint comme l’examen 
transrectal peuvent aider à établir le diagnostic. Le bruit de 
« ping » est intermittent dans certains cas de déplacement 
de l’abomasum – on ne sait pas exactement pourquoi, mais 
certaines hypothèses comprennent le tonus et la position 
variables du rumen et le balancement de l’abomasum d’un 
côté à l’autre de l’abdomen. Plusieurs cas de déplacement à 
gauche de l’abomasum s’accompagnent de cétose.
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