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RENOVASCULAR HYPERTENSION

Naotsugu IcHmMarvU, Kiyohide Toki, Toshiyuki TANAKA, Jing-Ding Wang,
Shiro Takauara, Yukito Kokapo and Akihiko Oxkuvama
From the Department of Urology, Osaka University Medical School

Renovascular disease is one of the most common causes of secondary hypertension.

657
oM E
Bz, £ an gl
HHZ
Recent

technical advances have changed the management principles, which include a more aggressive
approach to the diagnosis and treatment of renovascular hypertension (RVH).

We experienced a total of 95 cases with RVH between 1958 and 1999.
patients was 31.8 years old, ranging from 3 to 64 years.
RVH were fibromuscular dysplasia (34/95), arteriosclerosis (26/95), and aortitis (12/95).

kidneys were treated in 79 of the 95 patients.

The mean age of all
The three major basal diseases that caused
Ninety-two

The major therapeutic modalities performed were

reconstruction of renal artery (6/79), nephrectomy (21/79), autotransplantation (26/79), and
percutaneous transluminal angioplasty (PTA) (25/79).
PTA is now the treatment of choice for the initial management of patients with RVH. Surgical

treatment is generally reserved for patients in whom PTA fails.

Pharmacotherapy is used on patients

awaiting angioplasty or revascularization, those who are too ill for intervention, and those who have

failed to respond to intervention.

(Acta Urol. Jpn. 46: 657-661, 2000)
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Table 1. Causes of renovascular hypertension
Fibromuscular dysplasia 34
Arteriosclerosis 26
Aortitis 12
Aneurysm 5
Trauma 1
Unknown 17
Total 95
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Table 2. Changes in the methods of treatment for renovascular hypertension in our hospital
Arte-  Revascu- Autotransplantation PTA Total
riolysis  larization Unilateral Bilateral Unilateral+Nx Unilateral Bilateral Unilateral+Nx
1958-1964 1 3 3 0 0 0 0 0 0 7
1965-1969 0 0 4 0 0 0 0 0 0 4
1970-1974 0 3 4 1 0 0 0 0 0 8
1975-1979 0 0 5 3 1 1 0 0 0 10
1980-1984 0 0 9 10 1 2 2 0 0 17
1985-1989 0 0 1 3 1 0 12 3 0 20
1990-1994 0 0 1 1 2 0 2 0 0 6
1995-1999 0 0 1 0 0 0 4 1 1 7
Total 1 6 91 18 5 3 20 4 1 79
Table 3. Results of treatment in hypertension
Cured (%) Improved (%) Failed (%) Total
Arteriolysis 0 ( 0.0) 0 ( 0.0) 1 (100.0) 1
Revascularization 0 ( 0.0) 2 (33.3) 4 ( 66.7) 6
Nephrectomy 18 (85.7) 3 (14.3) 0 ( 0.0 21
Autotransplantation 18 (69.2) 6 (23.1) 2 (7.7 26
PTA 9 (36.0) 9 (36.0) 7 ( 28.0) 25
Total 45 (57.0) 2 (25.3) 14 (17.7) 79
DEAE, poor risk, BEATELEHOKELZED Wi PTA 284 K E & LSRR (2B S b EEBIDE
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Fig. 1. Multislice computed tomography re-
vealed a 50% stenotic lesion lesion at
the proximal end of right renal arterial
stent.
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Fig. 2. Treatment with renal arterial stent in
the treatment of a renal aretery steno-
sis.
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Fig. 3. Arteriography revealed an occlusion of left renal artery (A). Preoperative DIP revealed .that left
kidney had atrophic change with good excretion of contrast medium (B). Postoperative DIP
revealed good excretion of contrast medium after autotransplantation (C).
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