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in the 48 cases of histoplasmosis in kid-

ney transplant. It should be noted that

surgeons did not take peritoneal biop-

sies during abdominal laparoscopy be-

cause of the normal characteristics of

the serosa. This could be due to the ab-

normal inflammation patterns in immu-

nosuppressed patients. We think ran-

dom peritoneal biopsies should be

performed despite absence of gross

structural changes when the cause of

ascites has not been diagnosed.8

Patients transplanted solid organs

have an increased risk of suffering op-

portunistic infections. Systemic histo-

plasmosis is a rare and serious condi-

tion that should be considered as a

long-term complication in transplant

patients.

1. Trimarchi H, Freixas E, Rabinovich O, Schropp
J, Pereyra H, Bullorsky E. Cyclosporin-associa-
ted thrombotic microangiopathy during da-
clizumab induction. A suggested therapeutic
approach. Nephron 2001; 87: 361-4.

2. Jha V, Krishna S, Varma N et al. Disseminated
histoplasmosis 19 years after renal transplan-
tation. Clin Nephrol 1999; 51: 373-8.

3. Dictar M, Maiolo E, Alexander B, Jacob N,
Veron MT. Mycosis in the transplant patient.
Medical Mycology 2000; 38 (Supl. I): 251-258.

4. Negroni R, Robles AM, Arechavala A, Bianchi
M, Helou S. Histoplasmosis relacionada al
SIDA, su estado actual en la Argentina. Pren-
sa Médica Argentina 1997; 84: 696-700.

5. Corti ME, Cendoya CA, Soto I et al. Disse-
minated Histoplasmosis and AIDS: Clinical
Aspects and Diagnostic Methods for Early
Detection. AIDS Patient Care and STDs
2000; 14: 149-54.

6. Rubisntein P, Negroni R. Histoplasmosis.
Cap 6. Micosis broncopulmonares del adul-
to y del niño. Ed. Beta, Buenos Aires. 2º
Edición 1981.

7. Wheat J, Kauffman CA. Histoplasmosis. In-
fect Dis Clin N Am 2003; 17: 1-19.

8. Wheat J. Histoplasmosis. Experience during
outbreaks in Indianapolis and review of the
literature. Medicine (Baltimore) 1997; 76:
339-54.

H. Trimarchi1, P. Young2, J. Finquelievich3,
I. Agorio4, R. Jordan3, M. Forrester1,
J. E. Bruetman2, B. C. Finn2, D. Pellegrini2,
F. Lombi1, V. Campolo-Girard1 and
E. Efron3

1Servicio de Nefrología. 2Servicio de Clínica Mé-
dica. 3Servicio de Infectología. 4Servicio de Mi-
crobiología. Hospital Británico de Buenos Aires.
Argentina.
Correspondence: Pablo Young. pabloyoung
2003@yahoo.com.ar Hospital Británico de Bue-
nos Aires. Perdriel, 74. 1280 Buenos Aires. Ar-
gentina.

Autoimmune
thyroiditis, subclinical
hypothyroidism, and
nephrotic syndrome
caused by menbranous
nephropathy
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To the editor We report a new case of

glomerular disease associated to thy-

roid disease, after the one recently pu-

blished in this same journal.1

A 60-year-old female patient with an

unremarkable history consulted her ge-

neral practitioner complaining of fati-

gue, depressive symptoms, and mild

ankle edema in the previous month. La-

boratory test results included serum al-

bumin levels of 1.9 g/dL, cholesterol le-

vels of 338 mg/dL, creatinine levels of

0.9 mg/dL, proteinuria of 5.8 g/24 h,

TSH 9.9 µIU/mL (normal 0.4-4), antipe-

roxidase antibodies 714 IU/mL ( normal

< 60). Treatment was started with le-

vothyroxin 50 mcg/24 h and atorvastatin

20 mg/24 h, and patient was finally refe-

rred to hospital six months later for com-

pleting work-up. The only significant

findings in physical examination were

signs of venous insufficiency in the

lower limbs with no noticeable ankle

edema. At the time, the patient had nor-

mal renal function with the following la-

boratory test results: albumin 2.6 mg/dL,

cholesterol 239 mg/dL, proteinuria 3.4

g/24 h, TSH 10.9 µIU/mL, free T4 0.98

ng/dL ( normal 0.6-1.8), antiperoxidase

Ab > 1300 IU/mL, antithyroglobulin Ab

> 500 IU/mL (normal < 60). Autoimmu-

ne study was normal, and tumor markers

and viral serologic tests (HBV, HCV)

were negative. Colonoscopy and mam-

mography were normal. A percutaneous

renal biopsy showed lesions consistent

with a stage II membranous kidney dise-

ase. Based on diagnosis of autoimmune

thyroiditis, subclinical hypothyroidism,

and nephrotic syndrome due to membra-

nous nephropathy, levothyroxin was dis-

continued because of normal T4 levels

and treatment was started with lisinopril

20 mg, candesartan 16 mg, and sustai-

ned release fluvastatin 80 mg. Six

months later, the patient remained in a

good clinical condition, with no edema,

and laboratory tests showed a partial re-

mission of nephrotic syndrome with pro-

teinuria of 1.6 g/24 h, serum albumin 4.1

g/dL, cholesterol 177 mg/dL, as well as

a virtually normal thyroid function (TSH

4.5 µIU/mL, T4 1 ng/dL).

Association of thyroid disease and

glomerular diseases is known, though

few cases have been reported. Particu-

lar mention should be made of associa-

tion of Graves disease and membranous

nephropathy.2 Autoimmune thyroiditis

has also been reported to be associated

to this same nephropathy,3,4 and also to

IgA nephropathy,5,6 minimal change di-

sease,1,7,8 and membranoproliferative

glomerulonephritis.9,10

As reported by some authors,1,10,11 si-

multaneous occurrence of  thyroid and

glomerular disease could be explained

by the existence of an autoimmune pat-

hogenesis common to both conditions,

and incidence could be higher than sus-

pected, with proteinuria being found in

a high proportion of patients with au-

toimmune thyroiditis and Graves disea-

se. In our case, thyroiditis was diagno-

sed based on positive antithyroid

antibodies, and its clinical manifesta-

tion was a subclinical hypothyroidism.

The parallelism seen between remis-

sion of nephrotic syndrome and TSH

normalization should be noted. Use of

levothyroxin, corticosteroids, or other

immunosuppressants, that were admi-

nistered in some previously reported

cases,3,6-10 was not required. The need

for investigating thyroid function in

cases of apparently idiopathic nephrotic

syndrome should be stressed.
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