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Clinical characteristics and treatment in patients

with renovascular hypertension caused by fibromuscular dysplasia

CUI Yun-ying'*, WANG Fen', TONG An-li'" , ZHANG Xiang-hua’, LI Yu-xiu'
(1. Department of Endocrinology, Key Laboratory of Endocrinology, National Health Commission of the People” s Republic of China,
Peking Union Medical College Hospital, CAMS & PUMC, Beijing 100730; 2. Department of Emergency, Affiliated Hospital of
Weifang Medical University, Weifang 261000; 3. Department of Endocrinology, Yueyang People’s Hospital, Yueyang 414000, China)

Abstract: Objective To analyze the clinical characteristics of patients with renovascular hypertension caused by
fibromuscular dysplasia. Methods Clinical data of 39 cases with renovascular hypertension caused by
fibromuscular dysplasia treated in Peking Union Medical College Hospital from 2006 to 2017 were retrospectively re-
viewed. Results The mean age of the 39 patients was 22 years old, and the ratio of males and female was about
1 : 3(10 males and 29 females). All patients presented with early-onset hypertension, and 67% of them had hy-
pokalemia. Middle and distal segmental stenosis in truck of renal artery were most frequently found, and involved
single kidney. Compared to angiography, the gold standard for diagnosis of renal artery stenosis, the diagnostic sen-
sitivity of plasma renin activity in upright position, renal artery ultrasound, renal blood perfusion and renal function

dynamic imaging, and renal artery CTA were 74% , 84% , 72% and 95% , respectively. After the treatment of
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percutaneous balloon angioplasty, the rate of complete remission was 38% , the partial remission rate was 45% , and

the inefficiency was 17%. Conclusions

Renovascular hypertension caused by fibromuscular dysplasia commonly

occurs in young women with the characteristics of early-onset moderate to severe hypertension, and mostly involves

middle and distal segment in the renal artery. Percutaneous balloon angioplasty is the first choice for treatment.
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Table 1 Comparison of plasma renin activity, aldosterone, and blood pressure of the patients before

and after captopril suppression test(n=23)

group plasma renin activity/ (ng/mL + h) aldosterone/ ( ng/dL) blood pressure/mmHg
before treatment of captorpril 1.33(0.53 4.38) 15.9+6.1 148+12/105+10
after treatment of captopril 8.0(0.412.0) " 15.1£5.2 129+12/88+12* *

“P<0.05, “*P<0.01 compared with before treatment of captopril.
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Table 2 Location of renal artery stenosis of the patients(n=47)

renal artery branch both trunk and branch of

involvment trunk of renal artery
single vessel multiple vessel renal artery
number 39 3 3 2
®3 BEWRTRMEDR
Table 3 Treatment and follow-up in patients

therapy number complete remission partial remission inefficiency
balloon angioplasty 29 11 13 5
stent implantation 5 3 2 -
lateral nephrectomy 3 1 2 -
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