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Diabetic nephropathy
confirmed by biopsy: on
who and when do we
have to perform a biopsy?
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To the Editor:

The prevalence of diabetes mellitus
(DM) has increased globally, primarily
type 2.' One of the main complications
of this disease, diabetic nephropathy
(DN)), is the primary global cause of ter-
minal chronic kidney disease (TCKD),
and affects approximately one-third of
all DM patients.? The diagnosis of this
condition is usually established based
on clinical criteria in diabetic patients
with albuminuria and/or diabetic
retinopathy.

However, it is also common to en-
counter non-diabetic kidney disease in
diabetic patients, which necessitates the
indication for renal biopsies in patients
with DM and nephropathy, especially
those with a rapid progression or atypi-
cal forms of disease.**

In our study, we describe the character-
istics of patients with DN confirmed by
renal biopsy. We analysed the motives
described for indicating the renal biop-
sy and the moment in the evolution of
disease when the biopsy was taken.

During the study period of 2004-2011,
a total of 156 native renal biopsies were
performed at the Hospital General de
Segovia. In 17 of these (10.9%), a final
diagnosis of DN was made.

Table 1 describes the socio-demograph-
ic characteristics, pathological history,
treatments given, and laboratory results
for all of these patients prior to the re-
nal biopsy.

As regards the motive for indicating the
renal biopsy, 82.4% of cases were due
to nephrotic range proteinuria or
nephrotic syndrome, 5.9% were due to
acute renal failure, another 5.9% were
due to persistent urinary alterations, and
the final 5.9% were due to other indica-
tions. In 16 patients, the diagnosis was
established based on the first renal
biopsy, and the other patient required a
second biopsy to confirm the diagnosis.

In two patients, the diagnosis of DN was
confirmed when the patient had TCKD,
while on a dialysis programme.
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Table 1. Sociodemographic characteristics, pathological history, laboratory
results, and treatments given prior to renal biopsy.

Age (years)

63.41+12 (39-83)

Sex (male/female)

58.8 %/41.2 %

Arterial hypertension

94.1 %

Known diabetes mellitus

94.1 %

Baseline serum creatinine (mg/dl)

1.31+0.45 (0.6-2.50)

Serum creatinine at diagnosis (mg/dl)

1.96+1.19 (0.7-5)

Creatinine clearance (ml/min)

49.15+36 (0-137)

Serum albumin (g/dl)

3.28+0.58 (1.7-4.40)

24 hour-urine proteinuria (g/24h)

7.01+5.82 (1.56-26)

Haemoglobin A1c (%)

7.52+1 (6-9.6)

Years evolution of diabetes mellitus

9.92+6.47 (1-25)

ACE inhibitors 64.7 %
ARB 64.7 %
ACE inhibitors and ARB 47.1 %
Oral anti-diabetics 41.2 %
Insulin 58.8 %
Oral anti-diabetics + insulin 17.6 %

Number of glomeruli biopsied

11+5.7 (5-23)

ARB: angiotensin receptor blocker; ACE: angiotensin-converting enzyme.

Lin et al. performed a retrospective analy-
sis of 50 renal biopsies in patients with
type 2 DM, showing that in patients with
type 2 DM of at least 10 years evolution
and retinopathy, the presence of non-dia-
betic kidney disease cannot be ruled out. In
their study, elevated serum albumin levels
and low urinary protein losses served as in-
dications for renal biopsies in order to ex-
clude the possibility of non-diabetic kid-
ney disease.* In our study however, the
primary motive for indicating renal biopsy
was severe, persistent, or increasing pro-
teinuria in patients that had already been
treated with anti-proteinuric drugs, in
which the diagnosis of DN was confirmed.

To conclude, our patients with DN as con-
firmed by renal biopsy had nephrotic
range nephropathy or severe nephrotic
syndrome, with DM of long evolution and
associated with poor metabolic control.
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Results of renal
transplant with
multiple renal arteries
in Veracruz, Mexico
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To the Editor:

Many of the challenges presented by
the surgical procedure of renal trans-
plants are the result of anatomical
variations, such as multiple renal ar-
teries (MRA), which are present in
12%-30% of all transplanted kid-
neys."” The surgical evaluation of live
donors facilitates a determination of
kidney anatomy in order to establish
the safety of the nephrectomy, the
most appropriate surgical technique
to use, and the length of the blood
vessels that will be used. Complex re-
nal vascularisation continues to pres-
ent a problem that can affect the prog-
nosis of the transplant.” The first
studies involving this issue consid-
ered kidneys with MRA to be a con-
traindication due to the possible in-
crease in vascular complications
(stenosis of the renal artery or throm-
bosis and bleeding),** although cur-
rently, the use of these kidneys is
more widely accepted.’

We performed a retrospective analy-
sis of 216 cases recorded over the
course of 7 years; of these, 23 patients
(10.6%) had MRA as compared to a
control group (n=23) with single renal
arteries (SRA). The mean patient age
in the SRA group was 34+10.3 years
(range: 18-52 years), whereas the
mean age in the MRA group was
35+10.7 years (range: 17-51 years).
The majority of patients were male in
both groups (SRA: 82.6%, n=19;
MRA: 82.6%; n=19). Mean body
mass index (BMI) in the SRA group
was 25.08+3.85kg/m? (range: 19.74-
36.94kg/m?), and the mean BMI in the
MRA group was 25.05+4.34kg/m?
(range: 19.07+£36.7kg/m?). The mean
time on dialysis in the SRA group was
24+13.56 months (range: 3-78
months), and the mean time on dialy-
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