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A case of renovascular hypertension with normalized blood pressure despite interval

progression of stenosis of the bilateral renal arteries

Yuko OHTA, Michio UENO, Mitsuhiro TOMINAGA, and Tomoko KAJIOKA

Department of Internal Medicine, National Kyushu Medical Center Hospital, Fukuoka, Japan

We report here a unique case of renovascular hypertension (RVH) showing spontaneously normalized
blood pressure (BP) after progression of a stenosis of the renal arteries for 16 years. The patient was a 41-
year-old man. At the age of 25, he developed drug-resistant hypertension with hypokalemia, hyper-
reninemia and severe stenosis of the right renal artery, and was diagnosed with RVH. He soon dis-
continued medication without medical advice. At age 40, he developed pons infarction and his aortogra-
phy showed progression of the stenosis to the bilateral renal arteries. However, his BP along with the levels
of plasma potassium and renin activity were normalized and his renal function was preserved. Renal
scintigraphy revealed a significant size difference between the bilateral kidneys. We assume that the
hypotrophic changes in the ischemic kidneys counterbalanced the reduction in renal blood flow.
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Table 1. Clinical course

1981

170~210/110~130

(propranolol + captopril
+ hydralazine)

1997

BP (mmHg) 120~140/70~80

(drug free)

Optic fundus KW IIb KW 1
BUN (mg/dl) 12 12
cr (mg/dl) |.0 .0
Na (mEq/l) 135 138
K (mEg/I) 2.4 3.7
PRA (ng/ml/hr) 10.2 1.2
PAC (pg/ml) 554 130
Proteinuria 2+) (=)
Cer (m//min) 89.5 73.5

PRA : plasma renin activity, PAC : plasma aldosteron concen-

tration

Table 2. Laboratory data on admission

Peripheral blood Blood chemistry

WBC 8,300/ ! TP 7.0g/dl
RBC 487 X |04//¢[ Alb 4.2 g/dl
Hb 14.7g/dl TC 160 mg/d!
Ht 42.6% HDL 43.2 mg/d/
Pt 23 X |04//¢l TG |15 mg/d!
ESR 12/31 mm BUN 12 mg/d!
Cr |.0mg/d!

Urinalysis Na 138 mEq/!/
protein (=) K 3.7mEq/!
glucose (=) PRA |.3ng/ml/hr
blood (=)  PAC 130 pg/m!
Cer 73.5m//min renal vein PRA rt 0.6 ng/m//hr

It 0.6 ng/ml/hr
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Fig. 1.
Renal scintigraphy showed the reduced uptake
of *“mTc-DTPA in the right kidney.
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Fig. 2.
Aortography showed the severe stenosis associated with post
stenotic dilatation of the left renal artery. The right renal
artery was totally occuluded and the right kidney was supplied
by the collateral vessels from right subdiaphragma artery.
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