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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