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conducted.’ That is, the assumed advan-
tages inherent to living donors, such as
shorter cold ischemia time, preemptive
immunosuppression, absence of the con-
sequences of donor’s cerebral death, etc.
do not appear to provide for better re-
sults with this type of donor.

By contrast, the influence of other
factors, such as age, sex, body surface
area, and HLA system compatibility
between donor and receptor and wai-
ting time on dialysis on transplant out-
come is known. A shorter time on
dialysis is the only advantage that use
of a living instead of a cadaveric donor
for transplant may offer. It should the-
refore be considered that acceptance of
a living donor to obtain the beneficial
effect of shortening the time on repla-
cement therapy may be counteracted by
the presence of incompatibilities in the
other factors.

On the other hand, increases in the
number of cadaveric donors are made
possible by reduction of family refusals
and promotion of extraction in non-be-
ating heart donors. The excellent acti-
vity of Hospital Clinico in Madrid in
this field should be extended to other
extracting hospitals.*

With regard to the potential iatroge-
nics of kidney removal in donors, while
no conclusive studies are available,
most authors advise against use of non-
optimal donors because of the potential
long-term implications.’

In conclusion, I think that an indis-
criminate increase in kidney transplants
from living donors with the single pur-
pose of increasing the number of trans-
plants should not be considered. Each
potential transplant pair should be stu-
died to decide whether or not transplant
is recommended, and mid-term studies
should be started on the potential impli-
cations of donor nephrectomy.
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Renal function recovery
on hemodialysis
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To the editor: Advanced renal insuffi-
ciency requiring hemodialysis other
than acute tubular necrosis may be to-
tally or partially reversed in certain di-
seases.' More effective and aggressive
treatment may be able to improve prog-
nosis of conditions such as autoimmu-
ne,”* tumoral,>® and even cardiovascu-
lar diseases.”® Some of these conditions
were doubtfully amenable to renal re-
placement therapy until recently. In this
group of new diseases admitted for he-
modialysis, relative recovery of renal
function may be seen without this in-
volving discontinuation of such treat-
ment in all cases. Our experience is
briefly summarized below.

The first case reported is a 56-year-old
male recently diagnosed of IgA multiple
myeloma with plasma cell infiltration of
27%. He was referred to us with labora-
tory data suggesting advanced renal in-
sufficiency (CICr 7 mL/min, Cr 8.3
mg/mL) and no apparent signs of he-
modynamic decompensation, hypercal-
cemia, or nephrotoxics. "Dialysis and

simultaneous specific treatment for his
underlying disease were immediately
started. Three months after the first
dialysis session, the patient has serum
Cr levels of 2.36 mg/dL.

The second case was a 16-year-old fe-
male who attended the emergency room
for a general syndrome of fatigue and
anorexia, and reported a pharyngeal pro-
cess in the previous days. Serum Cr le-
vels were 10 mg/dL, and dialysis was
therefore started. Laboratory tests sug-
gested glomerulonephitis, and renal
biopsy confirmed the presence of endo-
capillary and extracapillary proliferation
with 50% of cell crescents. Corticoste-
roid and cyclophosphamide were admi-
nistered as a bolus. Serum Cr levels of
1.4 mg/dL were found at 15 days.

The third case was an 83-year-old
male patient admitted for fatigue who
was found advanced uremia (Cr 5.8
mg/dL) and clinical and biological evi-
dence of rapidly progressive glomeru-
lonephritis. No renal biopsy was perfor-
med because of the patient age and
poor cooperation. He was treated with
corticosteroid and cyclophosphamide
boluses. After 6 months on hemodialy-
sis, serum creatinine value was 3.5
mg/dL, and session time was shortened.

A fourth, more complex case was that
of a 64-year-old male patient with a his-
tory of alcohol-induced cirrhosis and
moderate renal insufficiency who was
admitted in a state of overshoot uremia.
He underwent regular hemodialysis and
recovered a certain renal function, but
total withdrawal from replacement the-
rapy was not considered appropriate be-
cause of his initial severe status and the
great improvement in his quality of life.

Finally, regular hemodialysis for re-
fractory heart failure was started in a
67-year-old male patient with Cr levels
of 6 mg/dL. He had been diagnosed di-
lated cardiomyopathy based on echo-
cardiographic data. Since hemodialysis

Table I.

Dx Cr1 Interv (days) Cr2 Age HD disc. Morb.
MM 8.3 dias 2.65 58 Yes 0
AgGN 1" 15 14 16 Yes 0
RPGN 5.8 120 33 82 No 0
Cirrhosis 8 90 3.6 67 No 0
CRS 6.5 73 3.8 70 No 0

Dx: Diagnosis. Cr 1: Baseline Cr. Interv (days between Cr 1 and Cr 2). Cr 2: Control creatinine. MM: Multiple myeloma. CRS: Cardio-
renal syndrome. HD disc.: Exit from program. Morb.: Morbidity in admission days.
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was started 16 months ago, the patient
has not required any hospital admis-
sion, performs a normal physical acti-
vity, and has substantially recovered
renal function. Hemodialysis disconti-
nuation is not considered appropriate.
While it is true that our patients
could be considered in some case po-
tentially recoverable, considering the
severity of the baseline condition
and/or underlying disease, no statement
could be made a priori. Special mention
should be made of the improved quality
of life and absence of hospital admis-
sions once replacement therapy was
started. The indication for monitoring
of residual function is emphasized.**
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Recovery of total
innmunoglobulin and
immunoglobulin
subclasses in nephrotic
syndrome: deflazacort
vs methylprednisone

Nefrologia 2008; 28 (5) 563

To the editor: Hypogammaglobuline-
mia in nephrotic syndrome (NS) is a
condition attributable to increased cata-
bolism and urinary loss of immunoglo-
bulins.'?

Patients with NS have an increased
risk of infection, primarily caused by
capsulated germs (pneumococci, He-
mophilus influenzae).>* There is eviden-
ce suggesting that IgG2 are antibodies
protecting against pneumococci.

Our purpose was to study recovery
of the different immunoglobulin sub-
classes in patients with NS treated with
methylprednisone and deflazacort du-
ring remission and relapse.

PATIENTS AND METHODS

Eleven patients with a mean age of 48
months (range, 16-52 months) were
studied. An interventional, single blind,
clinical study, randomized for treatment
start and with treatment crossover after
the first relapse, was designed.

Methylprednisone (MPD) was given
at 48 mg/m?/day for 6 weeks, followed
by 2/3 of the dose every other day for
the next 6 weeks.

The equivalent dose of deflazacort
(DFZ) was 72 mg/m*day (maximum
90 mg/day), with the same therapeutic
scheme.

Blood samples were taken at relapse
and 40 days after remission was achie-
ved to measure total IgG and its sub-
classes by the radial immunodiffusion
method.

RESULTS

Mean times on remission were 7.8 *
0.36 days with MPD and 8.3 + 0.22
days with DFZ.

Mean times to relapse were 85 + 3.8
days with MPD and 102 + 4.19 days
with DFZ.

Both total IgG and IgG1 similarly re-
covered with both corticosteroids, but
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IgG2 and IgG3 only significantly incre-
ased with DFZ. Percent recovery of
IgG and its subclasses was asymmetric
during remission.

IgG1 showed the greatest recovery,
while IgG2 reached 50% of normal
value. The same imbalance was found
with both treatments.

While this was not considered as an
objective, it may be stated that the inci-
dence rate of infection by capsulated
germs was not significant with both
corticosteroids (p 0.12) and that less ad-
verse effects occurred when DFZ was
used (hypertrichosis, Cushingoid appe-
arance, ocular hypertension, hypergly-
cemia).

CONCLUSIONS

We found an imbalance in recovery of
IgG subclasses during remission of NS
treated with both corticosteroids, but a
better recovery of such levels was
achieved with DFZ.
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Rhabdomyolysis after
correction of severe
hyponatremia due

to an attack of acute
intermittent porphyria
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To the editor: A vascular mechanism
responsible for renal damage during at-
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