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SHORT REPORTS

Rejection of renal transplants: a
further cause of intrarenal
aneurysms

Aneurysms of the intrarenal arteries may occur in arteriosclerosis,'
diffuse vasculitis,2 mycotic disease,3 secondary to drugs,4 in neuro-
fibromatosis,5 and in the presence of mass lesions of the kidney.
Rarely, renal aneurysms are congenital. Pseudoaneurysms may occur
in renal trauma. We describe two patients in whom multiple intrarenal
aneurysms developed in association with rejection of renal transplants.

Case reports

Case 1-A 40-year-old woman with chronic glomerulonephritis presented
in October 1978 with end-stage renal failure. Maintenance haemodialysis was
instituted, and in September 1979 she was given a cadaveric transplant
(immunosuppressive treatment: azathioprine 125 mg in the morning,
prednisone 20 mg daily) with immediate return of renal function. Ten days
later, however, rejection occurred, and renal biopsy showed distinct cellular
changes. She was treated with a booster dose of prednisone (300 mg daily,
decreasing over 10 days). Arteriography disclosed multiple small intrarenal
aneurysms with pruning of the peripheral vessels (figure). She was given a
further dose of prednisone for persistent rejection, and three weeks later the
transplant was removed. Histological examination showed severe vascular
rejection with aneurysm formation and areas of infarction. The donor's other
kidney, which was transplanted into another patient in our unit, was normal
arteriographically.

Case 2-A 25-year-old man presented in February 1971 with advanced
renal disease due to reflux nephropathy and associated pyelonephritis.
Maintenance haemodialysis was begun in May 1974 and in May 1979 he
received a cadaveric transplant (immunosuppressive treatment: azathioprine
150 mg and prednisone 20 mg daily). Dialysis was continued for 15 days
after the operation for acute tubular necrosis. A clinical rejection episode
three weeks after operation was treated with prednisone 300 mg, decreasing
over 10 days. Serum creatinine concentration remained high at 415 ,umol/l
(4 7 mg/100 ml). Arteriography disclosed pruning of the peripheral vessels
with small intrarenal aneurysms. Renal biopsy showed ,distinct cellular
rejection with a moderate vascular component. A further booster dose of
prednisone was begun, and serum creatinine concentration fell to 130 ,umol/l
(1-5 mg/100 ml). He was discharged and remained well 13 months after the
operation.
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Renal arteriogram in case 1.

Comment

The pathological changes of rejection may be cellular or vascular,
depending on cellular and humoral immunity. We use selective renal
arteriography to determine the patency of the anastomosis and renal
artery, and occasionally to diagnose rejection.

Arteriography of the donor's other kidney in case 1 excluded the
possibility of congenital or diffuse vasculitis in the donor. We could
not examine the twin graft in case 2 as the recipient was not in our
unit. Neither donor had been treated with drugs. Repeated blood
cultures showed no evidence of septicaemia, and culture of the
transplant removed in case 1 was sterile. The histopathological
features in case 1 showed progression of rejection from the time of the
initial biopsy to nephrectomy. The biopsy features in case 2 resembled
those in case 1, with inflammation of the vessel wall, suggesting that
weakness of the wall was the reason for the radiological appearances.
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Nifedipine and beta-blocker drugs

Nifedipine, a calcium antagonist, is used in treating angina pectoris.
It has a negative inotropic effect and may therefore theoretically
precipitate heart failure, though this has not been reported' apart
from a case of pulmonary oedema.2 I report the cases of two patients
who developed heart failure when nifedipine was given in addition
to a beta-blocker drug.

Case reports

Case 1-A 72-year-old man with angina pectoris was given'alprenolol
200 mg twice daily in March 1978. He had no evidence of valvular heart
disease and had never had signs of congestive heart failure. A chest radio-
graph was normal and his resting electrocardiogram showed ST-segment
depression in several leads. In May 1980 he complained of increasing angina.
He had no abnormal clinical signs and his chest radiograph and electro-
cardiogram were unchanged. He was put on nifedipine 10 mg three times
daily. After 16 days he was admitted with dyspnoea. His jugular venous
pressure was raised (7 cm at angle of 45°), his apex beat was 1 cm to the
left ofthe midclavicular line at the fifth intercostal space (ICS), his ventricular
rate was unchanged (60/min, regular), and he had bilateral basal crepitations
and severe pitting oedema of both legs. His electrocardiogram was un-
changed. Nifedipine was discontinued, he was kept on the same dose of
alprenolol, and he was treated with frusemide. His chest was clinically clear
and the oedema disappeared three days later. He was discharged on
alprenolol 200 mg twice daily, frusemide 40 mg daily, and potassium
supplements. When I saw him one week later he had no signs of heart
failure, and frusemide was discontinued. He had no signs of heart failure
after 40 days' follow-up.

Case 2-A 58-year-old man had severe angina pectoris. He had no
abnormal clinical signs, his chest radiograph was normal, and he had a
positive exercise electrocardiogram (ST-segment depression 2 mm, duration
0-10 s). He had been taking alprenolol for several months. As he had not
appreciably improved his private doctor stopped the alprenolol and put him
on propranolol 40 mg three times daily and nifedipine 10 mg three times
daily. Six days later he complained of dyspnoea on exertion and oedema of
his legs, which gradually worsened over the next two weeks. He was kept
on propranolol, and nifedipine was discontinued. His dyspnoea improved
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