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Renovascular Hypertension
- Circulatory Congestion

-
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,'/
Renal artery Renin . . Oxidative stress injury . : :
. Sodium retention - . ) . Tissue fibrosis
stenosis release Mitochondrial dysfunction
. . atrophy
‘ ‘ Tissue hypoxia
Inflammation/fibrosis
Reduced Blood flow | T
l ‘ o W :
Reduced renal Tissue inflammation  njjicrovascular Ischemic
Artery pressure Pressor systems: rarefication B Nephropathy
Lumen occlusion Sympathetic nerves
>70% Endothelin activation

Microvascular remodeling
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Abb. 3 A Angiographische Darstellung (i.a.-DSA) einer Nierenarterienstenose durch fibromuskulare
Jvsplasie (@) und Atherosklerose der A. renalis (b)
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2017 ESC Guidelines on the Diagnosis and
Treatment of Peripheral Arterial Diseases, in
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Vascular Surgery (ESVS): Document covering
atherosclerotic disease of extracranial carotid
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Recommendations

DUS (as first-line), CTA® and MRA? are rec-

ommended imaging modalities to establish a

diagnosis of RAD.?%*#?

DSA may be considered to confirm a diag-
nosis of RAD when clinical suspicion is high
and the results of non-invasive examinations

are inconclusive,?'>%1°

Renal scintigraphy, plasma renin measure-
ments before and after ACEIl provocation
and vein renin measurements are not rec-

ommended for screening of atherosclerotic
RAD.*%*
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Fig. 5 A Poststenotic change in the Doppler frequency spectrum. a Comparison between postste-
notic changes right and left. b Comparison of the Doppler frequency spectrum and Rl before and af-
AR W 7 Ay Ay ter stenosis caused by fibromuscular dysplasia in the middle third (e.g. in the case of poor visualization
of the middle third). ¢ The increasing drop in the Pourcelot resistive index (Rl = systolic PSV—end-dia-
stolic PSV/systolic PSV) and the increase in acceleration time (AT) with increasing stenosis grade (right
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