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IgA nephropathy
and lupus
anticoagulant:
an incidental
association?
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To the editor: IgA nephropathy is
the most common chronic primary
glomerulonephritis, leading to pro-
gressive renal failure in at least one
third of patients." No association of
this disease with the lupus anticoagu-
lant (LA) has been found in the litera-
ture. The occurrence of IgA nephro-
pathy in two sisters, one of whom had
LA, is reported.

CASE 1

A 26-year-old female patient with a
history of acne and recurrent urinary
tract infection. She was studied for
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gross hematuria after upper respira-
tory tract infections. Physical exami-
nation was normal. Laboratory test re-
sults included: creatinine 1.4 mg/dL,
hematocrit 25%, prothrombin activity
87%, APTT 44.7 seconds , fibrinogen
434 mg/dL. Immunological test re-
sults included: IgG 1260 mg/dL (N:
751-1560), IgA 667 mg/dL (N:82-453),
IgM 190 mg/dL (N: 46-304), C3 88
mg/dl (N: 79-152), C4 27.8 mg/dl (N: 16-
38), negative ANA. Urine sediment
showed 6-10 RBCs/field. Proteinuria
in a 24-hour sample was 3 g/day. A
renal pathology study confirmed the
existence of IgA nephropathy. As the
patient had a prolonged cephalin time,
a hypercoagulability study was per-
formed, showing a positive result for
IgM anticardiolipin antibodies, 50.7
MPL/mL (N < 11).

CASE 2

A 29-year-old female patient with per-
sonal and clinical history similar to
her sister (case 1). Physical examina-
tion was normal. Results of laboratory
blood tests included: Creatinine
1 mg/dL. Normal complete blood
count. Coagulation: Prothrombin acti-
vity 84%, APTT 39.5 sec. Negative
LA and anticardiolipin antibodies. Im-
munological tests showed the follo-
wing values: IgG 1470 mg/dL, IgA
388 mg/dL, IgM 417 mg/dL, C3
100 mg/dL, C4 28.6 mg/dL. ASLO,
ANA, and anti-DNA antibodies were
negative. Urine sediment showed
more than 40 RBCs/field. No protein
was found in a 24-hour urine sample.
Renal biopsy confirmed the existence
of nephropathy with IgA mesangial
deposits.

DISCUSSION
IgA nephropathy is characterized by
IgA mesangial deposits associated to a
proliferative mesangial glomeruloneph-
ritis. Its pathogenesis is not fully
known, but there is increasing evidence
of the formation of immune complexes
containing IgA that would be deposited
in mesangium and would induce glo-
merular damage.’

The primary antiphospholipid syn-
drome (PAPS) is characterized by re-
current thrombosis, multiorgan dama-

ge, and abortion, as well as the pre-
sence of LA and/or anticardiolipin an-
tibodies.

LAs are antibodies directed against
plasma proteins such as b2-glycopro-
tein I, prothrombin, or annexin V.** In
case 1, a basic coagulation study de-
tected a prolonged cephalin time, and
a subsequent hypercoagulability study
was positive for LA anticardiolipin
antibodies, but there were no associa-
ted clinical signs consistent with
PAPS.

Association of LA and anticardioli-
pin antibodies with various autoimmu-
ne and rheumatic diseases (SLE, sclero-
derma, psoriatic arthritis...) has been
reported in the literature,” but there are
no reports of an association with IgA
nephropathy, except in cases having, in
addition to LA, the clinical signs of
PAPS. It is also possible that this pa-
tient initially had or may have subse-
quently developed a Schonlein-Henoch
glomerulonephritis or a lupus nephro-
pathy. These are both conditions with
mesangial IgA deposits that patholo-
gists are sometimes unable to differen-
tiate from pure mesangial glomerulo-
nephritis.

In the reported cases, the finding of
LA alone, without other signs of
PAPS, in only one of the sisters (with
the same nephropathy and the same
clinical sign of hematuria following
upper respiratory tract infections) rai-
ses the question whether this associa-
tion was incidental or its occurrence
was related to a common immune pat-
hogenetic mechanism.
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latrogenic thyroid
dysfunction in
peritoneal dialysis
Nefrologia 2008; 28 (4) 467

To the editor: The list of drugs that
may cause changes in thyroid hormo-
ne levels would be endless (amioda-
rone, metformin, dopamine, dobuta-
mine, propranolol, carbamazepine,
lithium, glucocorticoids....)."> Howe-
ver, radiographic contrast agents® and
iodine-containing solutions used as
general antiseptics and broad-spec-
trum disinfectants, such as povidone
iodine, may also cause thyroid dys-
function.* Thus, it is known that povi-
done iodine contained in the discon-
nect caps of peritoneal dialysis may
be a factor contributing to changes in
thyroid function.. The patient popula-
tion with a higher risk is however li-
mited to infants and children on peri-
toneal dialysis with small filling
volumes, where iodine concentration
in the dialysis fluid is higher, while
thyroid function changes are conside-
red uncommon in the adult popula-
tion.’

The case of an elderly female patient
who showed changes in TSH levels
probably induced by the iodine contai-
ned in the peritoneal dialysis cap is re-
ported.

This 70-year-old patient had been
diagnosed CKD secondary to renal
amyloidosis in the setting of a familial
amyloidotic polyneuropathy. She also
had cardiac amyloid infiltration, and
had been implanted a pacemaker in
2005. In addition, the patient had chro-
nic diarrhea due to intestinal infiltra-
tion.

Proteinuria was initially found in Ja-
nuary 2004, and progressed to levels in
the nephrotic range. The patient sho-
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wed a progressive renal function im-
pairment since April 2005, and was im-
planted a peritoneal dialysis catheter in
February 2006.

Continuous ambulatory peritoneal
dialysis was started on 12-04-06, but
a catheter leak occurred and a switch
to intermittent nocturnal peritoneal
dialysis with cycler and low volume
(1200 mL per cycle) was made on 28-
04-06. The leak subsequently resol-
ved.

The patient had not previously
shown any change in thyroid function,
and normal TSH levels were found
before the start of dialysis. Low, so-
metimes undetectable TSH levels
were seen after the low volume dialy-
sis technique was started. T3 and T4
levels were within the normal range,
and anti-thyroid antibodies were nor-
mal. The endocrinology department
was consulted, and a thyroid ultra-
sound was performed, showing a dif-
fuse thyroid enlargement that was re-
lated to the underlying disease. Fine
needle puncture allowed for ruling out
malignancy or an amyloid infiltrate.
While uncommonly, infiltrative disea-
ses such as amyloidosis may also
cause thyroid dysfunction.®

The patient was asymptomatic at all
times and did not require additional
treatment. Once the catheter leak was
resolved, filling volume could be in-
creased, but continues to be low
(1500 mL), now because of the dis-
comfort experienced by the patient
with higher volumes. Hormonal chan-
ges persist.

Similar to when treatment is started
with drugs altering thyroid function,
thyroid hormone monitoring is also re-
commended in patient on peritoneal
dialysis with small filling volumes, be-
cause the iodine contained in the dis-
connect cap may reach high concentra-
tions in peritoneal fluid and pass into
the blood, inducing iatrogenic changes
such as those occurring in the rare case
reported.
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Primary
antiphospholipid
syndrome: dormant,
not cured
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To the editor: A case that may be of
clear practical help for healthcare pro-
fessionals treating similar patients be-
cause of some characteristics of its cli-
nical course, response to treatment, and
potential confusion for responsible
physicians is reported below.

Case report: A 24-year-old female
patient who experienced generalized
tonic-clonic seizures when she was
20. Physical examination revealed
postictal disorientation, mild Ray-
naud’s phenomenon, and malar eryt-
hema. She had severe autoimmune
hemolytic anemia due to comple-
ment-fixing hot IgG antibodies and
thrombocytopenia; renal failure with
serum Cr levels of 2.2 mg/dL and
dysmorphic RBCs; hypocomplemen-
temia (C3 80 mg/dL, C4 8 mg/dL),
ANA 1/640, IgG anticardiolipin 57.7
UGP/mL (negative < 10), IgM anti-
cardiolipin 58.2 UGP/mL, lupus anti-
coagulant DVV test 131 (negative
< 45). MRI of the brain showed cor-
tical-subcortical vasculitic-ischemic
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