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Not significant stenosis
of renal artery in a
single kidney does not
counter-indicate placing
an endovascular aortic
prosthesis

Nefrologia 2009;29(3):282-283.

Dear Editor:

We present the case of a female patient
aged 75 years who has been hyperten-
sive for many years and has a urologi-
cal history of recurring pyelonephritis,
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which in June 1992 required a
nephrectomy of the right kidney. Since
then, she has maintained stable renal
function with a glomerular filtration
rate between 35-40ml/min/1.73m?ac-
cording to the simplified MDRD. In
May 2002, a routine abdominal ultra-
sound examination detected an
aneurism of the subrenal abdominal
aorta 3.5cm in diameter that is checked
periodically. An abdominal CT in July
2006 showed that the aneurism had
grown to reach 5.6cm in diameter and
that it was accompanied by stenosis of
approximately 50% of the left renal ar-
tery at the point of origin and of the in-
ferior polar renal artery that irrigated
more than a third of the kidney (figure
1). Despite these technical difficulties,
in February 2007 we proceeded to
place an aortouniliac infrarenal endo-
prosthesis which left the exit of the po-
lar artery and the left renal artery free
(figure 2). From that moment, the pa-
tient has maintained a stable renal
function with acceptable management
of blood pressure.

Aneurisms of the abdominal aorta are a
very prevalent condition, with an
incidence that varies depending on age
and sex. Aneurisms of the abdominal
aorta are normally asymptomatic and
are detected incidentally. On many
occasions, the first sign is rupture (with
a low risk for aneurisms < 5.5cm in
diameter, but high for larger diameters)
with a mortality rate of 80% for those
that break.

For years, elderly patients and those
with multiple diseases were not
treated surgically, but in 1991
endovascular prostheses arrived on
the scene. This technique consists in
the placement of a synthetic Y-shaped
prosthesis with two arms, one for the
abdominal aorta and an iliac artery,
and the other for the contralateral
iliac artery, which is inserted through
the common femoral artery and
guided wusing radioscopy. The
prosthesis is located near the neck of
the aneurism and the stents that are in
place guarantee that it is in the right
position, preventing it from shifting.

Figure 1. Arteriography of the abdominal aorta
and iliac arteries. We observe a single left kidney,
the lumen of the aneurism on the infrarenal aorta,
and a left renal artery with stenosis on its point of
origin and a large-diameter inferior polar artery.

Figure 2. Arteriography of the abdominal aorta
and iliac arteries with right aortouniliac infrarenal
prosthesis.

There are also prostheses with
windows for the renal arteries, for
cases in which the aneurism affects
them as well.

For the case in question, our priority
was to preserve the inferior polar
artery, which left a short aneurismatic
pouch behind. For this reason, we used
an aortouniliac prosthesis combined
with a femoro-femoral bypass that
guaranteed vascularisation of the left
leg. At that time, we decided to do
nothing about the stenosis of the renal
artery, as it was not significant.

By placing endovascular prostheses,
we now have less invasive treatment
alternative; it has a low mortality rate
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and provides an option to patients who
are not approved for conventional

surgery.
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Plasmapheresis as a
co-treatment in acute
renal failure secondary
to myeloma kidney
Nefrologia 2009;29(3):283-284.

Dear Editor:

Acute renal failure is a relatively
frequent complication in patients
with multiple myelomas (MM). This
complication is associated with a
poor prognosis and shortened
survival time.

There are many factors in its aeti-
ology, including reduced volume,
hypercalcaemia, tubulointerstitial
nephritis and more rarely, hyper-
viscosity syndrome. However, the
main cause of kidney damage is
the excess of monoclonal produc-
tion of light chains that cause ob-
struction on the tubular level; this
is known as myeloma kidney.?
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The main treatment for these patients is
chemotherapy, which aims to reduce
production of light chains. In those
cases where there is renal failure
secondary to intratubular deposits,
haemodialysis and plasmapheresis
constitute an adjuvant treatment option.
The objective of these techniques is to
eliminate the greater part of the light
chains circulating in the plasma.

In the literature, evidence for the
benefits of treatment with plasma
exchange techniques is limited,
although several studies do exist that
show that plasmapheresis is more
effective than haemodialysis.'

We present a case of acute renal failure
secondary to myeloma kidney, with a
good response to plasmapheresis,
which led to recovery of renal function.

Clinical case

Female patient aged 59 years, with a
history of hypertension and type-2
diabetes mellitus, diagnosed with
monoclonal IgG gammopathy with
progression subsequent to IgG lambda
multiple myeloma. From the moment
of diagnosis, various chemotherapy
treatment schemes were administered,
with no response. Six years after
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diagnosis, we were consulted for
acute renal failure with conserved
diuresis. The patient was in stage III-
B, with analysis showing Bence Jones
proteinuria and plasma creatinine of
Tmg/dl.

Replacement therapy with combined
conventional haemodialysis and
plasmapheresis was initiated on a
schedule of three sessions per week for
one month, and one session per week
thereafter. Initially, a plasma exchange
volume of 3L was used, which was later
increased to 4L when the patient changed
to weekly sessions. The substitution
liquid used was 5% albumin. Treatment
resulted in a reduction in plasma
creatinine of more than 50% and stable
values were maintained, which allowed
us to discontinue replacement therapy
with haemodialysis.

Plasma levels of lambda light chains
at the moment when treatment began
were higher than 1,750mg/dl. With the
start of adjuvant treatment, reductions
of more than 60% were obtained in
each plasmapheresis session. As we
observe from figure 1, a rebound
effect occurs between sessions, but the
pre-plasmapheresis values are lower
each time.
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Figure 1. Evolution of plasma creatinine and levels of Lambda chains.
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