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Abstract

Background: Takayasu arteritis (TA), also known as pulseless disease, is a chronic idiopathic rare
granulomatous vasculitis of large arteries and its branches. TA caladsified into 2 phases: 1) systemic
phase; and 2) occlusive phase. The systemic phase commonly presentongtitutional symptoms of
inflammation, followed by symptoms caused by narrowed vessels systemic phase. Clinical manifestations
of TA vary along the clinical course, ranging from fever, chest fliaib, claudication, decreased or absence of
arterial pulsation to ischemic symptoms. Although, the main entity talitgnosis is imaging to determine
stenosis of major vessels.

Case Summary: A 26-year-old male was referred to our center with typical chest péiours prior
to admission, without a previous history of myocardial infarction. The patiso had intermittent claudication,
with a history of amputation in the right toe 1 year prior. Currentlyp#irent consumes alcohol, in addition to
being an active smoker for 10 years. ECG study revealed a vast ai€HdMI. Systolic blood pressure
between arms showed a difference of more than 10 mmHg. The patieattigh ESR (34 mm/hour), elevated
transaminase enzymes (AST 694 IU/L, ALT 109 IU/L), high inflammatory markers (@&nig/L, LED
34mm/hr), and elevated troponin | (32.6d4/mL). Chest X-Ray displays enlarged heart size with 55% CTR.
Echocardiography was performed and showed an HFrEF (EF by Teich 38%ijldt&tion, and severe
hypokinetic of anterior to lateral wall of LV. Doppler Ultrasound (DUS) founctolour coded on the right
popliteal artery, right dorsalis pedis artery and no flow from left deep féradmay, left common femoral
artery, left anterior tibial artery, and left posterior tibial artery, suggesting a petipherg disease (PAD) of
both lower extremities. DUS also revealed a small abdominal aorta diameteen{l Following findings
highly suggest the probability of TA. Besides PPCI stent in proximaldoddd), this patient also received loop
diuretic, anticoagulant, dual antiplatelet, antihypertension, statinpetadblocker. Antiinflammation was not
yet given because the real confirmation of TA diagnosis needecddmniee

Discussion: Takayasu arteritis is a rare form of vasculifielays of TA diagnosis may result in

significant morbidity, hence proper assessment is pivietam Ishikawa criteria, this case consists of one major
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criteria, that is more than one month duration of clinical signs andteymsp following two minor criterigs
which are high ESR and coronary artery lesion, suggesting highbjlibaf TA. From American College of
Rheumatology (ACR) criteria, this case is including presence of claudicationtreféies, systolic blood
pressure difference of >10 mmHg, and narrowing of aorta as arteriogrammalityy highly suggesting TA
diagnosis. Both criteria include age <40 years old as one of theacrBesides therapy for the cardiovascular

symptoms, antiinflammation is also needed to treat the underlying cause.

Keywords: Takayasu Arteritis; STEMI; Peripheral Ast®isease; Heart Failur&ascular Inflammation

1. Introduction

When discussing cardiovascular medicine, the relationship between anterior extensegni&nt
elevation myocardial infarction (STEMI) and the development of Takayasu arteetisns a compelling
avenue for investigation. Anterior extensive STEMI, characterized by ischemia afieddirgg portion of the
anterior wall of the heart, triggers a cascade of inflammatory responses andemeactions. This may serve
as a potential trigger for the development or exacerbation of autoimmunesedis@acluding Takayasu
arteritis, an uncommon but serious form of large vessel vasculitis that priaffeitys the aorta and its major
branches. While the precise etiological mechanisms linking these two conditions remainfubly be
elucidated, exploring the correlation between anterior extensive STEMI and Takayasu artddtisfien
valuable insights into the complex interplay between cardiovascular events and au®ipfrenomena.

In this case report, we present a detailed examination of a patient who experiencedextersive
STEMI and subsequently developed Takayasu arteritis. By dissecting the clinical ahosstory findings,
and imaging studies, we aim to shed light on potential causative factors aoghyatblogical connections
between these seemingly disparate conditions. This investigation may contributenlgoto our
understanding of the intricate relationship between cardiovascular events dndraute responses but also
to the development of targeted therapeutic strategies for individuals who face the ehaflleranaging these
coexisting medical complexities.

2. Case

A 62-year-old female was referred to our center with progressive loss of cosrsess. CT scan
examination was immediately done for the patient to strike out other possibtertiiediagnosis. The CT
scan report (Figure 1) showed no evidence of new cerebrovascular dtafling to other underlying
possibilities. Following radiologic examination, cardiomegaly and ischaemic camjiatiy were present in
x-ray as shown in Figure 2.
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Figure 1. CT Scan Examination on Patient during Hospital Admission
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Figure 2. X-Ray of Patient with Cardiomegaly and | schaemic Cardiomyopathy

Further cardiologic examination was done with ECG. ECG examination results asistéigure 3
and 4 indicate sinus arrest with junctional escape rhythm 30 bpm, multiple PVGgpBassion with T
inversion in V3-V6 appeared to be Salvador Dali sign as a classical sign of diggidity, sometimes
turning into slow atrial fibrillation. Echocardiography was also done in the patientirgh dilation in all
chambers of the heart whereas eccentric LVH (LVDMI 194?gRWT 0.42), decreased systolic function of
the left ventricle (EF by TEICH 39%), and akinetic in anteroseptal M anterior M-A atiter segments
showing hypokinetics.

ol

Figure 3. Electrocardiogram with Prominent ‘Salvador Dali’ Sign
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Figure 5. Echocardiogram Result of Patient

Two years prior, this patient routinely consumed digoxin 0.25 mg @ailgeart failure. The patient had a
reduced potassium level (3.3 mEqg/L), increased creatinine serum level (1l&R)@ad increased digoxin
serum (8 ng/mL). Hence, the patient was diagnosed with digoxin intoxicationpdtient underwent
Ventricular Tachycardia and successfully cardioverted with 200 Joule. UnfortynBX@hrab was not
present. Thus, we proceeded haemodynamic stabilization and prevented Ventriculaaiiahusing
Temporary Pacemaker. The treatment plan was initiated with KCL infusion in PZ vaithl énput of 1250
ml fluid within 24 hours, followed by nitroglycerin pump (20 mcg/mamyd bolus furosemide followed by
furosemide pump of 5 mg per hour to increase urine produdboal. medications include candesartan,
clopidogrel, spironolactone, atorvastatin, and warfarin. After 5 days of méemeatment and diuretics, the
digoxin intoxication was finally reversed (0.2 ng/mL).
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3. Discussion

Loss of consciousness may be presented as symptoms to varying etiologiegial loksignosis was
based on the main symptom during hospital admission, which was progressieé ¢onsciousness without
any complaint of neither chest pain nor shortness of breath. The patient was initiabg@déssed on the
medical record from the previous hospital prior to referral. CT scan wadah as the patient was referred
for neurologic consultation.

The patient has a previous history of cardiovascular disease, arrhythmia jscdoheinheart surgery
for ASD closure at 20 years of age. The patient’s medication history was also taken into consideration during
the initial assessment. Digoxin was one of the medications being consumed dailypatjeheover the past
2 years due to the heart failure condition. Assessing from the ECG examipatioinent Salvador Dali sign
was found to be evident in the patient, substantiated with an elevated digoxin seréintHiEvesd, digoxin
intoxication was assumed to be the underlying cause.

Due to its narrow therapeutic index, digoxin intoxication is very commonctaur following
prolonged use of digoxin. The likelihood for digoxin intoxication digantly increases in settings of
hypokalemia, renal insufficiency, advanced age, hypercalcemia, alkalosis, acidondismyocardial
infarctiorf”. Digoxin intoxication may be lethal if not treated in the right manner, as itstoaydown the
conduction and increase refractory period of the heart through dagat tone increase, hence resulting in
any types arrhythmia in particular should be taken into consideration wheitwantarrhythmias occéy as
found in the patient which underwent ventricular fibrillafién The patient was also presented with
hypokalemia, which theoretically increases the risk of digoxin intoxication asfthi#gyadf digoxin towards
the Nd/K* ATPase pump increasés

The approach to cases of digoxin intoxication relies on digoxin-specific antitagyients in which the dose
is given based on the serum concentration of digoxin as proven in sstueliab to be associated with lower
mortality raté12

In a limited setting where DS-Fab is not present, intensive care for 3-5 days withatedeq
haemodynamic support could be an alternative while waiting for the digoximaiataleared by renal
excretion. This is supported as digoxin excretion primarily occurs thnaungth®. In addition to that, although
digoxin reduces hospital admission among heart failure patients, digoRimistlation requires close
monitoring for creatinine and potassium levels to minimize the risk for toXiéity

4. Conclusion

In conclusion, appropriate and adequate hemodynamic support may sepaerttial alternative
approach in cases of digoxin intoxication where no DS-Fab is available.
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