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Dear Editor: 

Nephrotic-range proteinuria is a rare

form of presentation of primary

antiphospholipid syndrome (PAPS).

Renal manifestations of PAPS can be

acute or chronic, accompanied by

hypertension and progressive renal

failure.1 Chronic kidney disease (CKD)

with a reduction in glomerular filtration

is evident in the majority of studies, with

an incidence range of 56-100%. Principal

treatment is based on anticoagulation

with an INR >3.2 On rare occasions

treatment with immunosuppressant drugs

has been tried, with a variable response.3

Clinical case

31 year old patient with paranoid schiz-

ophrenia and depressive syndrome,

treatment if it has been started with

any derived azole, as was done in

the case of our patient. The data

referring to treatment of this fungus

is scarce, since, as we have said, its

isolation is uncommon. 

Although fungal peritonitis in peritoneal

dialysis patients at times requires the

withdrawal of the peritoneal catheter, in

our case this was not necessary, since

following the treatment the patient

developed well. 
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mixed dyslipidaemia, smoker and

drinker. Thrombosis of the femoral

veins, up to the inferior vena cava, and

left renal vein; plasma creatinine (PCr)

of 2.7mg/dL, in treatment with aceno-

coumarol (INR 2-3). 

The patient attended consultation with

negative hypercoagulability, PCr

2.1mg/dL and proteinuria of 2g/24h.

The ultrasound showed the right kid-

ney at 13.6cm and the left at 10.5cm,

with some cortical scarring. The pa-

tient reported a sedentary lifestyle with

dyspnoea of moderate strength. Arteri-

al tension normal, with moderate obe-

sity. Isotope renogram with Tc99m

showed renal asymmetry with minor

cortical scarring. 

Laboratory tests: platelets 100-130

10^3/ul; urea: 50; creatinine: 1.7; uric

acid: 10.4; triglycerides: 676; choles-

terol: 303mg/dL; albumin 3.5g/dL; re-

mainder normal. Immunological test

was negative except for positive lupus

anticoagulant in several findings. Pro-

teinuria: 9g/24h, normal sediment.

CrCl: 100ml/min. 

Given the patient’s clinical charac-

teristics, a right renal biopsy using

microlumbotomy was proposed, but

refused. We started treatment with

enalapril, allopurinol, atorvastatin

and hygiene and dietary measures

(figure 1). 

Figure 1. Evolutionary chart showing established treatments: representation of creatinine and proteinuria

clearance alongside patient follow-up, with the response obtained.
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microangiopathy affecting the

glomerular level. We could not

discern the type of glomerular lesion

since a renal biopsy was refused.

However, given the gravity of the

case and significant PAPS activity, we

are inclined to determine focal

segmental glomerulosclerosis in the

context of a focal cortical atrophy,

caused by probable renal infarctions.

Furthermore, the patient presented

with grade I obesity which, together

with a decrease in renal mass, could

bring about some degree of

hyperfiltration. 
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Six months later the patient suffered a

superficial phlebitis of the right lower

extremity with deterioration in renal

function (CrCl 86ml/min) and an

increase in proteinuria, passing from 9

to 14.5g/24h. An angio-MRI was

carried out which confirmed stenosis of

the right renal artery, thus increasing

the INR to >3. The stenosis was not

evident in a follow-up x-ray (figure 2). 

Since the proteinuria had not abated, in

the context of myocarditis therapy was

started with carvedilol and telmisartan,

eicosapent, decreasing the proteinuria

to 4.8g/24h with a CrCl of 75ml/min. 

In 2006, given the new deterioration

of renal function (CrCl 50ml/min),

the possibility of immunosuppres-

sant treatment was agreed with the

patient and his family. Empirical

treatment was begun with pred-

nisone 0.5mg/kg/day and azathio-

prine 100mg/24h. The patient

demonstrated a progressive de-

crease in proteinuria. Six months af-

ter beginning immunosuppressant

treatment, proteinuria was 0.5g/24h

with a CrCl of 80ml/min; thus the

azathioprine was withdrawn, with

just 10mg/24h steroids remaining.4,5

We reached a diagnosis of stage II

CKD secondary to PAPS, associated

with nephrotic-range proteinuria,

corrected with azathioprine and

steroids. 

Discussion

Nephrotic syndrome is a rare finding

that can be induced by thrombotic

Renal amyloidosis in a
female with familial
Mediterranean fever:
clinical response to
treatment with
colchicine and infliximab 
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Dear Editor: 

Familial Mediterranean fever (FMF) is

an autoinflammatory, autosomal

recessive inherited disorder, characterised

by recurrent attacks of fever and

serositis.1 The identification of

mutations in the MEFV gene has been

of major assistance in early diagnosis

in the majority of cases. Among the

possible mutations, M694V is the most

common, and is the mutation

responsible for the most severe cases in

heterozygous carriers.2 The most

significant long term complication is

chronic renal failure caused by AA

amyloidosis.3 We describe the case of a

female in which this disease presented

itself in the form of nephrotic

syndrome. Furthermore, we carry

out a clinical follow-up of the

response obtained after one year of

combined colchicine and infliximab

therapy. 

Clinical case study

38 year old female, originally from

Armenia, with no relevant personal

history and a family history of father

with nephropathy, who died at 50

years of age, and maternal aunt also

with nephropathy. The patient was

assessed for nephrotic syndrome in

the nephrology department. In the

assessment the patient described, in

addition to oedemae in the lower

extremities and palpebrae, non-

specific lumbar pain. During the

assessment for nephrotic

syndrome, the patient required

numerous admissions for hydropic

decompensation.. A renal biopsy was

carried out, with the discovery of

eight  glomeruli  per  sect ion

plane.  These al l  showed a

massive and diffuse deposit of congo

red-positive amorphous, acellular and

Figure 2. Oblique cut of angioresonance carried

out six months after performing the first, with

absence of stenosis in the renal artery.


