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Figure 1 Chest radiographs at admission and before surgical therapy.

An anterior-posterior chest radiograph at admission showed a widened mediastinum, but the lung
fields were clear, and there were no pleural effusions (A). A posterior-anterior chest radiograph
before surgical therapy showed that the aortic contour was enlarged (arrow) and that there were no

pleural effusions (B).

Figure 2 Contrast-enhanced CT images of thoracoabdominal aorta at admission.

A contrast-enhanced CT image of the thoracoabdominal aorta at admission revealed
a Stanford type B acute aortic dissection.
A show the entry site of the aortic dissection, with contrast medium flowing in from
the true lumen to the false lumen as an ULP.

B showed that contrast-enhanced CT of descending thoracic aorta at left ventricular

level with a maximum diameter of 30 mm.
ULP, ulcer like projection
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Figure 3 Abdominal plain CT image
at admission.

An abdominal plain CT image revealed
polycystic liver and polycystic kidney
disease.
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Figure 4 Contrast-enhanced CT image of thoracoabdominal aorta at seven months after discharge.
Contrast-enhanced CT scanning showed enlargement of the ULP and recanalization of the false lumen and the
descending thoracic aorta with a maximum diameter of 52 mm.

ULP, ulcer like projection

H-E stain

Figure 5 Histopathology of excised aortic wall.

EVG stain

A shows the chronic dissection site with mild intimal thickening and no cystic medial necrosis (hematoxy-

lin and eosin stain, bar = 100 pm).

B shows fragmentation of the elastic fibers of the aortic media (elastica van Gieson stain, bar = 100 um).
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We report a case of a Stanford type B acute aortic dissection with PKD. Polycystic kidney disease (PKD) is a congeni-

tal disease associated with hypertension (60%) and cerebrovascular disease (8%). Few reports have described sudden death

due to the rupture of an abdominal aortic aneurysm and acute aortic dissection (AAD). We should manage hypertension

and prevent AAD.
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