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ABSTRACT

We report the case of a 57-year-old female carigatsplant patient in whom an aneurysm of the feotgside
of the ascending aorta developed 1 year aftergtantation. Although a mycotic origin was the likelause,
histologic examination diagnosed an atherosclesot&urysm.

After cardiac transplantation, infection and rej@ttremain the major causes of morbidity and dgatRa].
Besides infection, immunosuppression itself accofmt some morbidity [1, 3]. Immunosuppressive agdave
deleterious side effects that may alter both qualitife and survival. However, graft atherosclEsappears
progressively as a major impediment to long-termvisal [4, 5]. We present here a case of an aneoysthe
ascending aorta that appeared within the first g#ar transplantation. The immunosuppressive regicould
have been a contributive factor for rapid developinaé this aneurysm.

A 57-year-old woman underwent transplantation $shemic cardiomyopathy. The donor aorta was norfin.
diameter of the recipient aorta was 35 mm, ancethers no evidence of atherosclerotic plaque formati
Immunotherapy included azathioprine, cyclosporirg prednisone. The postoperative course was coatptic
by right pleural empyema successfully treated witansive antibiotic therapy and drainage.

At 5 months, a stage IIB rejection required incesbdosages of corticoid. Muscular atrophy, systemic
hypertension, hypercholesterolemia, and insuliredéelent diabetes occurred as side effects of imrhenapy.

After 8 months, a decompensation of the diabetearoed, and several temperature peaks were notdthugyh
chest roentgenograms and cultures of sputum and bed negative results, she was treated with broad
spectrum antibiotics.

Two months later, a right basal bronchopneumonébleft lower limb edema developed, with purulent
cutaneous necrosis in the anterolateral regiohefdft leg.Serratia marcescerendProteus vulgarisvere
isolated from the exudate. At this time, she coingla of retrosternal chest pain. On chest roentgem, the
upper mediastinum was widened with loss of the astilial border of the right upper lobe (Fig 1). #&reurysm
of the ascending aorta was demonstrated on compar@ayraphic scan of the chest (Fig 2) and confirme
aortography (Kg 3).

The left femoral vessels were cannulated for cgulimonary bypass. After sternotomy, a saccular /seu
was discovered, located on the right anterolateda of the recipient ascending aorta, 2 cm abovestiture
line. The wall of the donor aorta appeared normvhkreas the wall of the recipient aorta was seyerel
atherosclerotic.

After cross-clamping of the aorta and cold cardig (St. Thomas'"), the aneurysm was resected patth of
collagenated Dacron sutured over the defect. Tliergavas easily weaned from cardiopulmonary byess
was extubated after 24 hours. Major sepsis occutuedo bilateral confluent bronchopneumonia 3 days
postoperatively. Refractory hypoxemia caused deattiay 4.

Histologic examination of the aneurysm showed fiisrthickening of the intima and rarefaction of thedia,
consistent with atherosclerosis. No signs of mycatieurysm or of an inflammatory response coulddiected.
The cultures of the aortic wall had negative resutostmortem examination was not obtained beazfusenily
refusal.
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Comment

Infection remains a major cause of morbidity andtality after heart transplantation. Considering firevious
empyema, repeated bronchopneumonia, and febréedgs, and particularly the pyodermitis of the lkeft, a
mycotic origin could have been considered the rikesty cause for aneurysm formation. This pyodeisnit
could be consecutive to septic embolization fromaheurysm. Nevertheless, histologic examinatidaddo
demonstrate inflammatory infiltration of the arténivall, and the cultures of the aneurysm wall hadative
results, although previous antibiotic therapy cduddresponsible for this. Surprisingly the anatoatbplogic
findings were consistent with atherosclerosis efrécipient aorta. Minick and associates [6] induce
atherosclerosis in rabbits after exposure to angitt injury and lipid-enriched diet. Nevertheleth® relevance
of animal models to human disease is not clearft Gtlaerosclerosis is not entirely related to tisk factors
classically considered for the development of "oady" coronary artery disease [6, 7]. It is consdeto be a
consequence of initial immune injury of the corgnandothelium with exposure of a thrombogenic sigfa
Subsequent platelet exposition and lipid infilimatiead to fibrous tissue accumulation and to iatithickening.
In a multivariate analysis, mismatches at the HLA{8cus and elevated serum triglyceride levels (lmit
cholesterol levels) were suggested as associatemt$d4, 5]. However, the pathogenesis of grdfeaisclerosis
is not well understood and may eventually be carsid to be a manifestation of chronic rejection [7]

In our case, the localization of the aneurysm @vrétipient aorta eliminates an immunological aridin
contrast, our patient, who initially underwent splantation for ischemic cardiomyopathy, was prgoed to
the development of such an atherosclerotic aneurgséitime of the graft, the risk factors includedminsulin-
dependent diabetes mellitus and mild hypertengpriffter transplantation, all these factors weggravated.
With cyclosporin therapy, the hypertension worse@dHypercholesterolemia and loss of control @ftdtes
occurred as a consequence of corticotherapy [TgrAffie transplantation, improvement of cardiagout
increased the shear stresses on the ascending@onthinations of these factors, to varying degreesld
explain the development of accelerated atherossikeio the recipient aorta, with consequent rapawh of the
aneurysm until the time of operation [8]. Neveréssl, on a clinical ground, a mycotic origin waslikely
origin but was not confirmed by histopathologic exaation.

Fig 1. Chest roentgenogram shows widening of the superatistinum with loss of the right mediastinal
border.




Published in: Annals of Thoracic Surgery (1992), &d, pp. 983-984.
Status Postprint (Author’s version)

Fig 2. Computed tomographic scan shows an aneurysm afsttending aorta (arrow).
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