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o Secondary Renal disease
hypertension * Chronic kidney disease, especially in
diabetes

* Renal artery stenosis
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Endocrine causes

S Adrenal tumours (cortical or
medullary)

* Cushing’s syndrome
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Coarctation of aorta
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A. Normal vessel B. True aneurysm C. True aneurysm D. False aneurysm E. Dissection
(saccular) (fusiform)

Drugs, e.g. corticosteroids, oral
contraceptives
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Figure 11-23 Vascular sites typically involved with the more common forms of vasculitis, as well as their presumptive etiologies. Note that there is a substantial
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