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Appropriate
Care

May Be
Appropriate
Care

Rarely
Appropriate
Care

o Cardiac Disturbance Syndromes (Flash Pulmo-
nary Edema or acute coronary syndrome (ACS))
with severe hypertension

e Resistant HTN (Uncontrolled hypertension with
failure of maximally tolerated doses of at least
three antihypertensive agents, one of which is a
diuretic, or intolerance to medications)

o Ischemic nephropathy with chronic kidney dis-

ease (CKD) with eGFR < 45 c¢/min and global

renal ischemia (unilateral significant RAS with

a solitary kidney or bilateral significant RAS)

without other explanation

Unilateral RAS with CKD (eGFR < 45 cc/min)

e Unilateral RAS with prior episodes of congestive

heart failure (Stage C)

Anatomically challenging or high risk lesion

(early bifurcation, small vessel, severe concen-

tric calcification, and severe aortic atheroma or

mural thrombus)

e Unilateral, Solitary, or Bilateral RAS with con-
trolled BP and normal renal function.

o Unilateral, solitary. or bilateral RAS with kidney

size <7 cm in pole-to-pole length

e Unilateral, Solitary, or Bilateral RAS with
chronic end stage renal disease on
hemodialysis > 3 months.

e Unilateral, Solitary, or Bilateral
renal artery chronic total occlusion

RESISTANT HYPERTENSION ISCHEMIC NEPHROPATHY

RAS with: RAS and CRI with:
Accelerated, Resistant or Malignant HTN = Bilateral RAS OR
HTN with unilateral small kidney * RAS to a solitary functioning kidney
HTN with medication intolerance (Class lla; LOE B)

(Class lla; LOE B)

CARDIAC DISTURBANCE

Hemodynamically Significant RAS with:
Recurrent unexplained CHF OR
Sudden, unexplained pulmonary
edema.

(Class I, LOE B)

RAS and CRI with

= Bilateral RAS OR

* RAS to a solitary functioning kidney
(Class lla; LOE B)

RAS and Unstable Angina
(Class lla; LOE B)

RAS and CRI with unilateral RAS
(2 kidneys present).
(Class lib; LOE C)

Asymptomatic bilateral or solitary
viable kidney with hemodynamically
significant RAS

(Class b, LOE C)

Asymptomatic Unilateral
hemodynamically significant RAS in a
viable kidney

(Class IIb, LOE C)
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Case Report

Endovascular treatment of patients with renal artery stenosis: A case series
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Abstract

Introduction: Renal artery stenosis (RAS) is the most common cause of
secondary systemic hypertension. The efficacy of endovascular treatment
of patients with RAS, who achieved antihypertensive optimal medical
treatment (OMT), is unclear. But it may be useful in some selected clinical
scenarios, including cardiac disturbance, resistant hypertension and ischemic
nephropathy.

Case Report: Our first patient suffered from resistant hypertension with end
organ damages (EOD), due to significant bilateral RAS. In the second and
third patients, the severe unilateral RAS was presented by resistant and
malignant hypertension. In all three patients, hypertension had become
under controll by medical treatment after renal artery stenting.

Conclusion: It seems that renal artery stenting is an effective and safe
adjuvant approach in addition to the medical treatment of patients with RAS,
in whom their hypertension is not only unversponsive to the OMT, but also
causes EOD.
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