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Case Report

INTRODUCTION

Patients with inflammatory bowel disease (IBD) are 
at increased risk of  developing thromboembolic 
complications.[1‑6] The venous system is most commonly 
involved, manifesting as peripheral venous thrombosis, 
with or without pulmonary embolism. In a large series 
involving patients with IBD flare‑up, the absolute risk 
of  venous thromboembolism (VTE) in hospitalized 
patients was 37.5/1000 person‑years as compared to 
13.9/1000 person‑years in the control group.[7] The 
corresponding figures for the ambulatory patients were 
6.4 and 0.4/1000 person‑years, respectively. Unlike VTE, 

intracardiac thrombus formation, especially on the left 
side, with systemic embolism is exceedingly rare, with 
only five such cases having been reported in patients with 
ulcerative colitis (UC)[8‑12] and three in patients with Crohn’s 
disease.[13,14] We report here a case of  a young female who 
presented with a cardioembolic stroke due to UC. The 
unexpected etiology and the unusual appearance of  the 
thrombus, as discussed below, presented a major diagnostic 
and therapeutic dilemma for the clinical team. This case 
highlights the need for keeping a high index of  suspicion 
for intracardiac thrombosis in all patients with IBD who 
present with vascular complications.

Left ventricular (LV) thrombi usually occur in the setting of global or regional LV systolic dysfunction and 
are extremely rare in the absence of LV wall motion abnormalities. We report here a case of a 23-year-old 
female who presented with cardioembolic stroke due to ulcerative colitis. To determine the cause of 
stroke, several investigations and evaluations were carried out, but the results were mostly normal or 
unremarkable. Transthoracic echocardiography revealed an oscillating pedunculated globular mass, which 
was eventually resected due to recurrent transient ischemic attacks. The histopathology of the excised mass 
revealed it to be an organized thrombus with acute and chronic inflammatory cells and fibroblasts. The 
uncommon etiology combined with the unusual appearance of the thrombus presented a major diagnostic 
and therapeutic dilemma for this exceedingly rare cause for intracardiac thrombus formation. Therefore, it 
would be useful to have a low threshold for screening patients with active inflammatory bowel disease for 
possible ventricular thrombosis before discharge, especially if other risk factors are present.
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CASE REPORT

A 23‑year‑old female presented with persistent diarrhea for 
2–3 weeks and was diagnosed with UC. She was started on 
mesalamine 2.4 g/day and prednisolone 40 mg/day, which 
resulted in prompt resolution of  her abdominal symptoms. 
However, 3 weeks later, she developed sudden‑onset 
weakness on the right side of  the body along with aphasia. 
She presented to the emergency room within 1 h of  the 
symptom onset. Urgent computed tomography (CT) 
scan of  the brain was done, which showed a left 
middle cerebral artery territory infarct. She immediately 
underwent thrombolytic therapy with tissue plasminogen 
activator (tPA), resulting in significant neurological 
recovery (improvement in the right upper and lower limb 
motor power to Grade 4/5 with resolution of  aphasia). 
This was followed by subcutaneous, weight‑adjusted 
enoxaparin (40 mg) twice daily. Over the next 5 days, she 
had two more episodes of  transient ischemic attacks (TIAs). 
Repeat CT did not show any specific new change, and thus, 
it was decided to continue with conservative treatment only. 
She denied any abdominal, respiratory and cardiovascular 
symptoms during this hospital stay.

After the initial acute management, she underwent a further 
evaluation to find the cause of  stroke. Blood investigations 
revealed microcytic, hypochromic anemia (hemoglobin 
9.24 g/dL, hematocrit 30.7%, mean corpuscular volume 
68.2 fL and mean corpuscular hemoglobin 20.4 pg) with 
raised white blood cell and platelet counts (17,500 cells/mm3 
and 581,000 cells/mm3, respectively). Renal and liver 
function tests were within normal limits. C‑reactive 
protein (26.3 mg/L), erythrocyte sedimentation rate 
(47 mm in the first hour), serum procalcitonin (0.10 ng/
mL) and beta‑2‑microglobulin (1890 ng/mL) were raised, 
suggesting that she was in active state of  inflammation. 
Chest X‑ray was normal, and the autoimmune profile was 
negative, except for antinuclear antibody being positive at 
1:80 dilution, which was considered clinically insignificant 
by the immunologist. Her low‑density lipoprotein 
cholesterol was 75 mg/dL and high‑density lipoprotein 
cholesterol was 92 mg/dL.

The patient also underwent a cardiac evaluation to 
rule out any cardiac source of  embolism. Both 12‑lead 
electrocardiogram and 24‑h Holter monitoring were 
unremarkable. However, transthoracic echocardiography 
revealed an oscillating pedunculated globular mass attached 
to left ventricular (LV) apex. The mass was measuring 
1.9 cm × 1 cm in size and had a thin stalk [Figure 1]. The LV 
systolic function was normal with no regional wall motion 
abnormality. There was no other remarkable finding on 

echocardiography. Transesophageal echocardiography was 
also done, which confirmed these findings, and at the same 
time, excluded other potential sources of  cardioembolism 
such as left atrial appendage thrombus, patent foramen 
ovale and aortic atheroma. Based on the echocardiographic 
findings alone, it was not possible to ascertain the etiology of  
the mass, but thrombus was considered the first possibility, 
as it is the most common cause of  a cardiac mass. However, 
certain features of  the mass were not consistent with the 
thrombotic nature, i.e., normal LV contractility, pedunculated 
morphology of  the mass and no reduction in its size despite 
continued anticoagulation. The patient’s thrombophilia 
scan (including factor V Leiden, cardiolipin antibodies, lupus 
antibodies and protein C and protein S) was also completely 
normal. These findings raised the possibility of  an alternative 
etiology of  the mass, possibly a tumor, but an LV tumor 
is much less common than an LV thrombus. Cardiac 
magnetic resonance imaging (MRI) was contemplated but 
not performed because the mass was very mobile, and it was 
believed that MRI would not be able to image it adequately.

As the patient had recurrent episodes of  TIAs despite 
being on anticoagulation and was at risk of  having a major 
embolic catastrophe, surgical excision of  the LV mass was 
undertaken, despite the risk of  perioperative intracranial 
bleed. The histopathology of  the excised mass revealed 
it to be an organized thrombus with acute and chronic 
inflammatory cells and fibroblasts [Figure 2]. There was 
no perioperative complication, and she was discharged 
to home 6 days after surgery in a stable condition. Her 
discharge medications included enteric‑coated aspirin 
75 mg daily, warfarin (dose‑adjusted according to 
prothrombin time/international normalized ratio) and 
mesalamine 1.2 g (two tablets in the morning and one 
tablet in the evening). Aspirin was discontinued after a 
few weeks but warfarin and mesalamine were intended for 
long‑term. She remained stable during the follow‑up and 
last visited our hospital at approximately three years after 
her initial presentation.

DISCUSSION

The incidence of  systemic thromboembolic events in IBD 
patients ranges from 1% to 8% in clinical studies[1,2] and 
approximately 40% in postmortem studies.[3‑5] The risk of  
thrombosis is higher when the disease is active and most of  
the thrombotic complications occur during an exacerbation 
of  IBD.[7] In a large study involving 13,756 patients with IBD 
and 71,672 matched controls, the overall risk of  VTE in IBD 
was 2.6/1000 person‑years, which increased to 9.0/1000 
person‑years during an active flare.[7] The risk was much 
greater in hospitalized patients (37.5/1000 person‑years) as 
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compared with ambulatory patients (6.4/1000 person‑years). 
Most of  the thrombotic events involve peripheral vessels, 
with venous thrombosis being several times more common 
than arterial thrombosis. In a study from the Mayo Clinic, 
only 7 of  7199 patients of  IBD were found to have arterial 
thrombosis.[6] Intracardiac thrombus formation is even rare, 
as discussed below.

Cardiac involvement in IBD has been reported mainly in 
the form of  sporadic case reports. Pericarditis is the most 
frequent type of  cardiac complication encountered in IBD, 
whereas myocarditis and perimyocarditis occur much less 
commonly. Autoimmunity, drug‑related side effects and 
idiopathic origin are some of  the mechanisms implicated 
in causation of  these complications. Endocarditis can 
also occur as a result of  septicemia, resulting from 
prolonged use of  total parenteral nutrition catheters or 
immunosuppression.

LV thrombus formation is extremely rare in IBD patients. 
On reviewing the literature, we only found five such cases 
in those with UC[8‑12] and three in those with Crohn’s 
disease.[13,14] Chin et al. reported a patient with UC and 
cocaine abuse who presented with an LV thrombus with 
lower limb arterial embolism requiring urgent popliteal 
embolectomy.[9] Another case report described a patient 
with UC who had initially presented with abdominal 
symptoms and bloody diarrhea but subsequently developed 
stroke. Echocardiography revealed a large LV thrombus 
with normal LV contractility.[8] Lutz et al. described a 
pedunculated LV apical thrombus in a patient with UC, 
similar to our case. The thrombus was incidentally detected 
but underwent robot‑assisted surgical excision in view of  
its pedunculated nature and high risk of  embolization.[10]

Thrombosis in IBD is believed to be multifactorial 
in origin.[15] The underlying inflammatory milieu and 
autoimmunity result in increased circulating levels 
of  various cytokines and prothrombotic factors that 

heighten thrombogenicity. Apart from these, some of  the 
IBD medications including sulfasalazine, methotrexate, 
azathioprine, cyclosporine and prednisolone also 
indirectly create a prothrombotic state.[15] Conversely, 
decreased tPA activity and increased plasminogen activator 
inhibitor levels result in depressed fibrinolysis. Finally, 
hyperhomocystinemia is also a recognized independent risk 
factor for thrombosis in IBD patients.[16,17] In our patient, 
we attributed the LV thrombus to UC because she was in 
an active state of  inflammation, was receiving prednisolone 
and did not have any alternative identifiable cause for LV 
thrombus formation.

Early detection and intervention are critical in patients 
with LV thrombi as there is approximately 2%–3% risk of  
systemic embolization.[18] There is no single laboratory test 
that can predict the occurrence of  thrombosis. Therefore, 
it would be desirable to have a low threshold for screening 
patients with active IBD for possible ventricular thrombosis 
before discharge, especially if  other risk factors are present. 
At the same time, additional modifiable risk factors should 
be minimized.

CONCLUSIONS

This case highlights the thrombogenic potential of  IBD, 

Figure 2: Histopathology of the excised mass confirming it to be a 
thrombus. (a) Organized thrombus with neutrophilic infiltrate (arrow); (b) 
fibroblasts (arrow) within the thrombus

b
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Figure  1:  (a) Apical four‑chamber view showing globular 
pedunculated mass attached to the left ventricular apex with a 
thin stalk (yellow arrow);  (b) the same finding in three‑dimensional 
echocardiographic image. LV – Left ventricular
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especially in the active phase of  the disease. Although 
venous thrombosis is more common, thrombus formation 
can very rarely also involve cardiac chambers, even in the 
absence of  regional wall motion abnormality. Therefore, a 
low threshold should be kept for using imaging techniques 
in these patients, especially when they present with embolic 
complications.
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