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Urological procedures for progressive renal dysfunction due to polycystic kidney disease (PKD)
such as percutaneous puncture of renal cysts are merely symptomatic treatments and have little effect
on renal function. At present, the two most effective methods of preventing renal dysfunction are
blood pressure management and dietetic therapy, which are more effective with early initiation.
Moreover, as PKD is an autosomal dominant disease, there is a high risk that family members of the
patient may have asymptomatic PKD. It is essential to identify and treat such potential patients at an
early stage in order to prevent progressive renal dysfunction. In place of the traditional nephrectomy,
we attempted transcutaneous renal arterial embolization (TRAE) for hemorrhage into renal cysts,
hematuria and obstruction of intestine due to proliferation of cysts after the introduction of
hemodialysis. When TRAE was carried out on one kidney, the cysts in the other kidney proliferated
and even though the renal arteries were completely embolized, it required 5 to 6 weeks for the kidney to
contract. Our conclusions are TRAE is effective with no adverse reactions for PKD. These results
suggest that in the future TRAE may become the preferred treatment for PKD in place of nephrectomy.

(Acta Urol. Jpn. 46 : 645-650, 2000)
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Table 1. Mechanism of progressive renal dys-
function of PKD

1) Compression by increasing volume of renal cysts
2) Apoptotic loss of renal cells in glomeruli and tubulus
3) Systemic and/or glomerular hypertension
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Table 2. Image examination schedule for
PKD patient follow-up

* Abdominal CT: annual evaluation

* MR angiography for intracranial aneurysms:
periodically done if he or she has past or family his-
tory of cerebral bleeding

* Echocardiography : annual evaluation

% Barium enema : on diagnosis of PKD
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Fig. 1. (a) Abdominal CT (upper) shows
hemorrhage into a right renal cyst (in-
dicated by white arrows). (b) Abdo-
minal CT (lower) on 22nd day after
right TRAE shows disappearance of
hemorrhage from a right renal cyst,
and 19% increase in size of the left
kidney.
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Fig. 2.

(a) Abdominal CT (upper) on 65th
day after right TRAE shows bleeding
into left renal pelvis (indicated by

white arrows). (b) Abdominal CT
(lower) on 120th day after right TRAE
(55th day after left TRAE) shows dis-
appearance of bleeding from left renal
pelvis and, 49% decrease in size of the
right kidney and 30% decrease in size
of the left kidney.

Fig. 3.

(a) Abdominal CT (upper) shows
abdominal distension due to bilateral

renal cysts. (b) Abdominal CT (low-
er) 4 months after bilateral TRAE
shows improvement of addominal dis-
tension, and 46% decrease in size of
the right kidney and 21% decrease in
size of the left kidney.

Table 3. Summary of TRAE research data

1) Complications, such as pyrexia or CRP elevation af-
ter TRAE are rare.

2) Uncontrollable anemia or hypotension dose not occur
after complete bilateral TRAE.

3) Contralateral kidney size may increase after TRAE.

4) The size of embolized kidney is reduced several weeks
after TRAE.

5) Incomplete TRAE produce little effects.
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