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Case of ruptured aneurysm of the aortic arch into the main pulmonary artery
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Introduction: Thoracic aortic aneurysms are usually asymptomatic, but once aneurysms become symptometic or painful, thorecic aortic aneurysms are
lethal. Aortic rupture occurs with the incidence of 3.5/100,000 patient-years approximately. One study found that only 41% of patients with thoracic aortic
aneurysm rupture reach a hospita aive. This report demonstrates a rare case of the ruptured aortic arch aneurysm into the main pulmonary artery. Case
Report: The patient was a 73-year-old male who had a previous 3.5cm abdominal sortic aneurysm and a brain aneurysm that was under observation. He
was referred to our emergency department because of dyspnea, epigastric pain, and chest discomfort. The initial impression was pneumonia and the chest
X-ray showed total haziness in the right lung. In the emergency room, he suddenly showed an atered mental status and decreased blood pressure.
Transthoracic echocardiography showed near normal LV systalic function and severe RV dysfunction and unenhanced computed tomography showed an
8cm sized saccular aneurysm in the aortic arch with no evidence of pulmonary artery thromboembolism. He suffered recurrent cardiac arrest and was re-
suscitated with E-CPR. Despite the ECMO insertion, blood pressure was not maintained and pulse pressure was |ost. We performed a transesophageal echo-
cardiography to find the cause of hypotension and cardiac arrest; it revealed that the aortic arch aneurysm rupture communicated with the main pulmonary
artery that was causing severe RV dysfunction. Unfortunately, he died of ischemic brain injury. Conclusion: Rupture of the aortic arch aneurysm into the
main pulmonary artery is rare and difficult to diagnose with usua imaging tests. In this case, transesophagea echocardiography was very helpful in con-
firming the presence and precise location of the aneurysm rupture.
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Table 1. Baseline characteristics of the study population Table 2. Risk of cardiovascular disease and death based on pulse pressure during
) follow-up.
Charactenstics (N = 7,981) CVD () 0 =T7440 VD (). n =541 Pralue
N=7 381 pulse preswure quartide ealsgoncs

Years of follaw-up

=D 3139 1046 347

Nummlrer ofsubjects 1748 7175 7072 1956

Fasting glucoss (mg 4L)

HbAL o)
CVD death (n=65) 5035 9(04) 1509 EITE

SBF By
Total death (n=359) 5029 L Jei) 82(40) 158 (20)

DBF (mm Hg)

Adpusted hazard ratio
Pulse pressure

Malvanstemodsd |

TC (mgdl)

oD

TG (me'dl)

| HBL (mg iy

IDLC (mgdl)

HOMAIR

Cuent smoker

Execise 23 days week

Vahues are expressed =)
gycated hemoglobin; SBE, systalic bloo
trglycendes; HDL-C, high d
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ease; BMI, body dex HBAIL,
DBP, diastalic blood pressure; TC, total chelesterol: TG,
sterol; LDL-C. low density lipoprotein cholesterol: HOM A-
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cardiovascular disease; CHD, cororary heant dissase. Model 1. 2
age, sex, LDL-C, waist cicum{erence and fasting plasma gucose. * p <
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