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Recurrent Thromboembolic Events in a Patient With 
Dysautonomia: A Case Report

Kyle C. Smitha, c, Andrew M. Freemanb

Abstract

Recurrent unexplained thromboembolic events are managed by 
anti-coagulation medications with or without a known etiology. 
In patients with autonomic instability syndromes there has been a 
recent report of a link to anti-phospholipid syndrome (APS) but 
also the mechanism of dysautonomia itself may contribute to clot 
formation. In this case report we report the case of a 26-year-old 
female with postural tachycardia syndrome (POTS) and gastropare-
sis who suffered chronic thromboembolic phenomenon diagnosed 
after an episode of amaurosis fugax. This patient’s case will serve to 
highlight the importance of recognizing risk factors for blood clots 
in patients with dysautonomias.
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Introduction

A patient with a history of autonomic dysfunction, postural 
tachycardia syndrome (POTS) diagnosed by tilt table study 
and gastroparesis, developed sudden onset unilateral blind-
ness diagnosed as a transient ischemic attack (TIA). Further 
evaluation with a retina examination showed evidence of 
chronic recurrent thromboembolic events. POTS is a disor-
der characterized by a fall in blood pressure when chang-
ing position from a seated to standing position that produces 

symptoms of cerebral hypoperfusion - weakness, lighthead-
edness, blurry vision and/or loss of consciousness [1]. Gas-
troparesis is delayed gastric emptying due to a discordant, 
sympathetic and parasympathetic nervous system that pro-
duces nausea, vomiting, early satiety, bloating and/or upper 
abdominal pain [2]. The normal course of these disorders is 
usually mitigated by life-style modification and appropriate 
medications, and patients do not usually suffer life-threaten-
ing sequelae as a result.

 
Case Report

A 26-year-old Caucasian female with a history of supraven-
tricular tachycardia and superficial venous thrombosis and 
family history of maternal pulmonary embolism, presents to 
the emergency department (ED) with bloody diarrhea, ab-
dominal pain, nausea, vomiting and orthostatic hypotension 
diagnosed as ischemic colitis. Subsequently she developed 
early satiety, nausea and vomiting which was diagnosed as 
gastroparesis with a gastric emptying study. 

Months later she developed sudden onset blindness in 
her left eye that was diagnosed as a TIA. Her retinal exami-
nation showed evidence of on-going and chronic thrombo-
embolic phenomenon. She was started on Coumadin.

She presented to the cardiologist after these events with 
recurrent near syncope, chest pain and marked fatigue. The 
patient underwent a series of tests. An EKG showed sinus 
bradycardia at 53 beats per minute (bpm) with nonspecific 
T-wave and repolarization abnormalities. Echocardiogram 
revealed a patent foramen ovale (PFO), but was otherwise 
unremarkable with normal left ventricular function. A Holter 
monitor showed an average heart rate of 79, one premature 
ventricular contraction and five premature atrial contractions. 
The tilt table testing confirmed the diagnosis of POTS with 
a persistent increase in heart rate greater than 30 bpm within 
10 min of postural change, and associated with symptoms 
including dizziness, shortness of breath and palpitations.

Consideration was given to PFO closure, but recent data 
[3] and the multi-factorial causes for her neurologic and op-
thamalogic symptoms suggested anti-coagulation would be 
the best initial approach.
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Hematologic panels were performed that showed the lu-
pus anticoagulant (LA) was sensitive. Lupus-like inhibitors 
(LLI), Russell viper venom, B2 glycoprotein, cardiolipin 
IgG, IgM and IgA are all negative. Therefore this patient 
does not meet the laboratory portion of the Sapporo criteria 
[4] for definite anti-phospholipid syndrome (APS).

The patient started cardiac rehabilitation and demon-
strated overall improvement in her symptoms, but did have 
one episode of presyncope that prompted a visit to the ED. 
She was given two bags of intravenous fluids and symptoms 
improved.

At an office visit almost 1 year later, the patient reported 
a recent episode of acute onset tinnitus, headache and blurred 
vision that prompted an ED visit. Work-up that included a 
head CT was negative and the patient was subsequently dis-
charged.

Currently the patient is being managed with medications 
for her clotting history and gastroparesis and life-style modi-
fications like maintaining hydration and an exercise program 
for POTS, with decent success. She has been able to reduce 
the frequency of her syncopal and near-syncopal events and 
has suffered no further vision changes or TIA symptoms.

Discussion
  
Autonomic dysfunction in conjunction with thrombosis has 
been described in animal studies. Cats that underwent vagus 
nerve stimulation developed a hyper-coagulable state [5]. 
Additionally, a recently published study proposes an associa-
tion between POTS, neurocardiogenic syncope, and ortho-
static hypotension and APS [6], leading the author to argue 
that POTS patients with migraines, memory loss, balance 
trouble, livedo reticularis, Raynaud’s, history of miscarriage 
or family history of blood clots should all be tested for APS. 
Additionally, the underlying mechanism of autonomic in-
stability that includes venous pooling could itself increase 
a person’s risk for thrombosis as a component of Virchow’s 
triad [7].

Conclusion

This patient presents with a unique constellation of auto-
nomic instability and thromboembolism. The consequences 
of even a single thromboembolic event can lead to morbidity 
and even mortality, and therefore it is important to recog-
nize patients who are at increased risk for developing clots. 

If autonomic abnormalities can predispose patients to these 
events, it is important for the treating physician to be aware 
of the connection between these two conditions. In addition, 
the risks should be explained to every patient, but especially 
in those at a particular risk, such as this patient - a young 
white female with a family history of pulmonary emboli and 
who was on oral contraceptive pills.
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