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� ABSTRACT

IgA nephropathy (IgAN) is a highly heterogeneous
disease. ACE inhibitors and angiotensin II type I recep-
tor blockers slow its progression but do not halt spe-
cific pathogenetic mechanisms. Many other therapeu-
tic approaches have been proposed. Most have been
tested in a relatively small number of patients and have
not yet proven to be effective in the long term. Ton-
sillectomy may be a valid option, but it has only recent-
ly been tested in a small, prospective, non-randomised
trial. Fish oil is used in the United States, but evidence
supporting this therapy comes mainly from only one
study with some important drawbacks. Steroids seem
to be the best treatment for patients with proteinuria,
as this class of drugs ameliorate it and protect against
deterioration of renal function. Combined treatment with
corticosteroids and cytotoxic drugs has yielded some
results in small studies. Preliminary findings of a large,
randomised trial testing the effect of azathioprine in
addition to a course of steroids do not suggest a sig-
nificant advantage over steroids alone.  
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� INTRODUCTION

IgA nephropathy (IgAN) is a highly heterogeneous
disease. Clinical features range from asymptomatic
haematuria to rapidly progressive glomerulonephritis,

but while it is most often associated with microscop-
ic haematuria or recurrent macroscopic haematuria,
spontaneously reversing acute renal failure can also
occur. Pathologically, a spectrum of glomerular lesions
can be seen, but mesangial proliferation with promi-
nent IgA deposition is observed in almost all biopsies.

Contrary to initial reports that indicated favourable
prognoses, long-term follow-up has revealed that out-
comes are highly variable1-4. Proteinuria exceeding
1 g/day, arterial hypertension, impaired renal func-
tion at the time of renal biopsy, glomerular sclero-
sis and tubulo-interstitial scarring are the most pow-
erful predictors for adverse outcome1-4. It remains
difficult to predict long-term renal outcomes in indi-
vidual patients, however. Many patients with only
minor changes at the time of biopsy eventually
progress to ESRD1,5,6 while others may have spon-
taneous remission4.

The unpredictable clinical outcomes might be par-
tially explained by the fact that our understanding
of the pathogenesis of this disease is far from com-
prehensive. Moreover, it is likely that more than one
mechanism may contribute to susceptibility and pro-
gression of IgAN7-9.

The extreme heterogeneity of IgAN may partially
explain why, despite the fact that this disease was
first described nearly 40 years ago, we are still far
from a definition of the optimal treatment for pre-
venting progression towards ESRD in all patients
without important side effects. The list of potential
treatments has been expanding proportionally to crit-
icism of their effectiveness. Treatments that aim to
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influence some of the putative pathogenetic proces-
ses of IgAN development and perpetuation have
been tested, but mostly in a relatively small num-
ber of patients and have not yet proven to be effec-
tive in the long term. 

In this review we will try to shed some light on
proposed treatments for IgAN, hopefully helping
physicians choose the best available therapy accord-
ing to patient characteristics.

� TONSILLECTOMY

As part of the systemic IgA production system, the
tonsils primarily produce IgA1 and may act as acti-
vators or effectors of IgA deregulation. Tonsillitis and
upper respiratory infections frequently precede
IgAN, and tonsillectomy has been proposed as a
means of preventing its progression. 

This therapeutic approach is quite popular in the
far East, but data from randomised, controlled trials
are still lacking. The studies performed so far have
been retrospective10-13, suffering inevitably from selec-
tion biases. Moreover, patients submitted to tonsil-
lectomy were often treated with immunosuppressive
drugs, complicating data interpretation12.

Other studies have no control group to compare
data with14.

Recently, the Japanese Multicenter Study Group on
Treatment of IgA Nephropathy (JST-IgAN) reported
their experience of tonsillectomy combined with cor-
ticosteroids in a prospective cohort study of 101
patients, who were observed for 5 years15. They found
a higher remission rate of urinary abnormalities in
patients receiving tonsillectomy plus steroids com-
pared to those treated with steroids alone, but again
the study was not randomised and the control group
was much smaller than the study group. 

Given also that severe pain follows tonsillectomy
in adults and the risk of postoperative haemorrhage
is not negligible16, in our opinion, this therapeutic
approach cannot at present be recommended for
widespread use. The recently proposed subcapsular
tonsillectomy may be of interest in reducing morbid-
ity related to the surgical procedure17.

� FISH OIL

Fish and marine oils are the most abundant sources
of eicosapentaenoic acid (EPA) and docosahexaenoic
acid (DHA), the two major n-3 fatty acids that are sub-
strates for cyclooxygenase and lipoxygenase pathways,
leading to less potent inflammatory mediators than
those produced through the n-6 PUFA substrate,
arachidonic acid. N-3 PUFA can also suppress inflam-
matory and/or immunologic responses through eico-
sanoid-independent mechanisms18. A number of expe-
rimental studies have indicated dose-dependent
positive effects of EPA and DHA19,20. However, conflict-
ing results have been reported in IgAN patients21-24.
Earlier studies were small, had little statistical pow-
er, and enrolled patients with varying degrees of renal
insufficiency and proteinuria21-23. More than ten years
ago the Mayo Nephrology Collaborative Group24 con-
ducted a double-blind, placebo-controlled, ran-
domised trial of fish oil in 106 IgAN patients with pro-
teinuria >1 g/day. After nearly two years, less patients
in the fish oil than in the placebo group (6% vs. 33%,
respectively) reached the primary endpoint of the 50%
increase in serum creatinine from baseline. This pos-
itive effect was evident also after four years of follow-
up. However, interpretation of results is compli-
cated by the fact that patients in the control group
had higher baseline proteinuria levels and an atypi-
cally severe outcome. This might have falsely ampli-
fied the benefit of fish oil. Fish oil was more effec-
tive in patients with impaired renal function, but this
analysis is influenced by a low event rate in the
patients with normal renal function. Strangely, fish oil
was not effective in reducing proteinuria. The long-
term results of this study confirmed better rates of
renal survival in patients treated with fish oil25. The
same group also compared two different doses of fat-
ty acids (EPA 3.76 g and DHA 2.94 in a randomised
trial of 73 IgAN patients26. Unfortunately, the effects
of the two dose regimens were equivalent. A meta-
analysis of these trials, which was dominated by the
study of Donadio et al 24, concluded that fish oil has
a positive, but not statistically significant, effect in
reducing the risk of intermediate renal end-points
(equal to serum creatinine over time or the creatinine
clearance rate)27.

Recently, Hogg et al 28 published the results of a
placebo-controlled, double-blind trial evaluating the
role played by omega 3 fatty acids in comparison to
prednisone or no treatment (placebo) in 96 IgAN
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patients with estimated GFR ≥ 50 ml/min per 1.73 m2

and moderate to severe proteinuria. Neither treatment
group showed benefit over the placebo group with
respect to time to primary end-point (estimated GFR
< 60% of baseline). However, interpretation of these
findings is affected by the fact that patients receiv-
ing placebo had a lower level of proteinuria than
those receiving fish oil or steroids. Moreover, the sam-
ple size was less than foreseen and the study follow-
up was probably too short to adequately study pro-
gression rate. 

Despite its favourable adverse effects profile, fish
oil is an expensive treatment. In our opinion avail-
able evidence does not support an indiscriminate and
extensive use of this therapy in IgAN. 

� LEFLUNOMIDE

Leflunomide is an immunomodulatory drug that
may exert its effects by inhibiting the mitochondri-
al enzyme dihydro-orotate dehydrogenase (DHO-DH),
which plays a key role in the de novo synthesis of
the pyrimidine ribonucleotide uridine monophosphate
(rUMP). It is currently used to treat rheumatoid arthri-
tis. Lou et al 29 tested this agent in 60 IgAN patients
who were randomised to receive either leflunomide
or fosinopril for six months. Both agents were able
to significantly reduce proteinuria during follow-up.
These preliminary results are encouraging, but further
larger, long-term, randomised studies are required
before leflunomide can be recommended for the treat-
ment of IgA nephropathy.

� ACE INHIBITORS AND/OR ANGIOTENSIN
II RECEPTOR BLOCKERS

Once renal damage occurs, other mechanisms con-
tribute to disease progression, independent of the
underlying nephropathy. Activation of the renin-angio-
tensin system (RAS) plays a key role, promoting intra-
glomerular and systemic hypertension and inducing
proliferation of mesangial and tubular cells, by both
direct and indirect mechanisms. It has been clearly
demonstrated that RAS blockade effectively slows the
progression of chronic nephropathies, especially when
proteinuric30.

ACE inhibitors (ACEI) induce a significant reduc-
tion in proteinuria also in IgAN31-33; retrospective
studies have shown a slower rate of glomerular fil-
tration rate decline in ACEI-treated IgAN patients34,35.
Conversely, secondary analyses of the two largest
studies examining the use of ACEI in patients with
non-diabetic renal diseases did not show a specific
beneficial influence on the evolution of the disease
in IgAN patients36,37, with the only exception a trend
towards slower progression rates among ramipril-
treated patients in the REIN study38. Probably, the
mean follow-up (less than 3 years) of the patients
included in the AIPRI and REIN studies was too short
to detect pharmacological effects in a nephropathy
characterised by a slow progression rate in the major-
ity of patients. Moreover, the sample size of these
subgroups was quite small. 

Praga et al 39 studied 44 IgAN patients with plas-
ma creatinine ≤ 1.5 mg/dl and proteinuria ≥ 0.5 g/day,
randomised to receive enalapril (beginning with a
dose of 5 mg/day, and then increasing it to achieve
and keep blood pressure ≤ 140/90 mmHg, up to a
maximal dose of 40 mg/day) or no treatment. After
a mean follow-up of 75 months, the proportion 
of patients reaching the primary endpoint (50%
increase of baseline plasma creatinine) was signifi-
cantly lower in the treated group than in the con-
trol group (12% vs. 57%, respectively). Proteinuria
showed a significant decrease in the treated group,
whereas it did not show significant changes in the
control group. At multivariate analysis, treatment with
enalapril was the only predictor of renal survival (OR,
0.18; 95% CI, 0.03 to 0.87; P=0.04). However, the
sample size of this study was quite small and het-
erogeneous.

Very recently, Coppo et al 40 published the results
of a multicentre, randomised, placebo-controlled, double-
blind trial investigating the effect of benazepril in
66 children and young people with IgAN, moderate
proteinuria and creatinine clearance >50 ml/min per
1.73 m2. Despite these inclusion criteria, the major-
ity of the patients had normal renal function and were
normotensive at baseline, consequently displaying
a slow progression rate during follow-up. After a medi-
an follow-up of nearly three years, only one patient
in the ACE-I group and five in the placebo group
reached the primary end point of a 30% decrease
in CrCl. This difference was not statistically signifi-
cant, probably because of the small number of
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patients reaching the endpoint. Mean proteinuria sig-
nificantly decreased in patients receiving benazepril
(from 1.61 ± 0.70 to 0.94 ± 0.98 g/d per 1.73 m2 at
the end of follow-up; p=0.002), whereas it slightly
diminished in the placebo group (from 1.87 ± 0.74
g/d per 1.73 m2 to 1.80 ± 1.34 g/d per 1.73 m2 at
the end of follow-up; p=NS).

Angiotensin II receptor blockers (ARB) have also
been tested recently in IgAN. Li et al 41 performed
a double-blind, randomised, placebo-controlled,
multicentre study on 109 patients with proteinuria
greater than 1 g/day and/or chronic renal insufficien-
cy who were randomly assigned to valsartan (80
mg/d) or placebo. Only 4 patients in the placebo
group and 1 patient in the treatment group reached
the primary end point of the doubling of serum cre-
atinine from baseline or ESRD, (log-rank test, P=
0.18), but the follow-up was again probably too short
(nearly two years). Conversely, proteinuria decreased
significantly in the treatment group (from 1.8 ± 1.2
to 1.2 ± 1.2 g/day; P=0.03), but did not change in
the placebo group. Unfortunately, the interpretation
of these findings is biased by the fact that patients
treated with valsartan had slightly greater baseline
GFR and less proteinuria than those receiving place-
bo. Moreover, they achieved significantly lower blood
pressure values than those of the control group. This
latter drawback is absent in another randomised clin-
ical trial, performed in 263 patients mainly affected
by glomerular nephropathies (nearly half of whom were
affected by IgAN) that showed comparable effects of
treatment with ACEI (trandolapril 3 mg/day) and ARB
(losartan 100 mg/day) on renal survival and protein-
uria42; combination treatment markedly improved
renal survival and significant reduced proteinuria com-
pared to treatment with the single agents42.

Altogether, RAS blockade is an effective therapeu-
tic approach in IgAN. However, it is not specific to
this disease and it is therefore unlikely to substan-
tially alter its natural course, as the underlying mech-
anisms persist and perpetuate renal damage. 

� CORTICOSTEROIDS

Corticosteroids are potent anti-inflammatory
agents that have been used to treat glomerular dis-
eases for nearly 50 years. Administered on a daily

or alternate-day basis, they have had variable success
in patients with IgAN. However, the majority of the
studies published in this area are of poor quality, ret-
rospective43,44 non-randomised45, have small sample
sizes and short follow-up28,44,46-50. Only two trials51,52

were prospective and randomised, with adequate sam-
ple sizes and follow-up (more than five years). 

Katafuchi et al 51 randomised 90 IgAN patients with
normal renal function to steroids (oral prednisolone
(20 mg/day for 1 month followed by 15 mg/day for 1
month, 10 mg/day for 1 month, 7.5 mg/day for 3
months and 5 mg/day for 18 months) plus dipyri-
damole (150 or 300 mg/day) or dipyridamole alone
at the same dose. Steroids significantly reduced pro-
teinuria, but were ineffective on renal survival. How-
ever, the event rate was very low (only three patients
in each group progressed to ESRD during follow-up).
Moreover, treatment groups were not homogeneous
for IgAN activity, since the patients in the steroid group
had significantly higher proteinuria and proliferation
indices at baseline. Finally, as acknowledged by the
authors themselves, the dose of steroids used was
perhaps too low to halt nephropathy progression. 

Pozzi et al 52 studied the effects of steroids in 86
patients with IgAN in the early stage with relatively well
preserved renal function and significant proteinuria (1-
3.5 g/day). The patients received either support ther-
apy or a six-month steroid course (1 g of methylpred-
nisolone intravenously for three consecutive days at
the beginning of the first, third and fifth months, and
oral prednisone (0.5 mg/kg) every other day for 6
months). After five years’ follow-up, renal survival was
significantly better in the steroid-treated patient group
than in the control group for both the primary end-
points of 50% and 100% increase from baseline plas-
ma creatinine levels (respectively of 17% and 21%; log-
rank test P < 0.048 and < 0.005). Three patients in the
control group and none in the steroid group required
dialysis. Evaluation of renal survival after ten years follow-
up confirmed that outcomes in the steroid-treated group
were better than those in the control group (97% vs.
53%, P = 0.0003, NNT = 4)53.

Mean urinary protein excretion also significantly
decreased in the steroid group (from 1.93 ± 0.45 g/day
at baseline to 0.78 ± 0.41 g/day at one year), and this
decrease persisted throughout the follow-up, where-
as proteinuria remained unchanged in the control
group. The positive effect of steroids was confirmed
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by analysing proteinuria as a categorical variable. After
12 months, proteinuria in 31 steroid-treated patients
(72%) had dropped below 1 g/day with only 13 mem-
bers (30%) of the control group experiencing a simi-
lar improvement of proteinuria53. None of the patients
in the steroid group experienced any major side
effects52,53. 

In our opinion, steroids seems to be the best avail-
able treatment for IgAN patients with proteinuria.

� CYTOTOXIC DRUGS

Data on cyclosporine are limited and quite disap-
pointing54. Mycophenolate mofetil (MMF) might hold
more promise. This is an immunosuppressive agent
that blocks purine biosynthesis by inhibiting the
enzyme inosine monophosphate dehydrogenase
(IMPDH). It inhibits T- and B-lymphocyte proliferation,
induces apoptosis of activated T-lymphocytes, reduces
synthesis of antibodies, and may decrease the migra-
tion of inflammatory cells into glomeruli after anti-
body deposition. However, available studies have a
small sample size and conflicting results. Maes et al55

tested this drug (2 g/day for three years) in 21 IgAN
patients with decreased renal function, and/or pro-
teinuria>1 g/day/1.73 m2 and/or hypertension and/or
histological unfavourable criteria and compared them
to 13 untreated subjects. They found no difference
in renal survival after three years, but the sample size
was probably too small. Frisch et al 56 randomised
32 IgAN to treatment with MMF (1 g b.i.d for one year)
vs. no treatment (all patients received ACEI, some of
them also received fish oil at their own or at their
physician's discretion). No differences were observed
between the two groups at the end of the study in
terms of progression rate or proteinuria changes, again
probably because of the too-small sample size. It is
worth noting that the majority of the patients had
chronic renal insufficiency at baseline (mean serum
creatinine of 2.4 mg/dl). Tang et al 57 were the only
ones able to show significant positive effects of MMF
on proteinuria. They randomised 40 patients with IgAN
to receive MMF (1.5-2 g/day according to body weight
for 24 weeks) or no treatment: after 18 months of
follow up, 16 out of 20 patients from the MMF group
and 6 out of 20 controls had proteinuria remission,
defined as proteinuria below 0.3 g/day or a 50%
reduction in 24 h proteinuria. A five-year, prospective

trial of early IgAN is ongoing comparing long-term
renal survival in ACEI treated patients with or with-
out one-year MMF immunosuppression58. The planned
sample size is of nearly 130 patients.

� CORTICOSTEROIDS PLUS CYTOTOXIC
DRUGS

Several controlled studies of combination of corti-
costeroids and cytotoxic drugs have been performed
in patients with severe IgAN59-64. However, they differ
markedly in design, type of drug, duration of treatment
and follow-up, baseline renal function and histologi-
cal characteristics. Moreover, the number of patients
enrolled was often insufficient to formulate reliable con-
clusions, and important adverse effects, including severe
infections, malignancies, drug-induced marrow suppres-
sion, secondary diabetes, alopecia and peptic ulcer were
reported by 8-25% of treated patients65.

Among these studies, in our opinion two trials
using azathioprine are of particular interest. Ballardie
and Roberts62 enrolled 38 patients with progressive
IgAN in a controlled, prospective study comparing
prednisolone, cyclophosphamide and azathioprine for
a minimum of two years to no immunosuppression.
After 5 years, renal survival was 72% in treated
patients and only 6% in controls. However, the sam-
ple size was very small and the follow-up was too
short to draw definitive conclusions. Yoshikawa et
al 59 tested the effectiveness of prednisolone, aza-
thioprine, heparin-warfarin and dipyridamole versus
heparin-warfarin and dipyridamole alone for 24
months in 78 children with diffuse mesangial prolif-
eration. The prednisolone/azathioprine regimen
reduced proteinuria significantly. In addition, the
mean percentage of glomeruli affected by segmen-
tal or global sclerosis at the end of treatment
remained unchanged from baseline in this treatment
group, whereas it increased from 3.9% to 16.4% in
the control group. Although relatively few adverse
effects were reported, in our opinion two years’ aza-
thioprine treatment of children with minimally pro-
gressive IgAN raises concerns about long-term safe-
ty. More recently, the same authors tested the effects
of prednisolone, azathioprine, warfarin, and dipyri-
damole (combination) against those of prednisolone
alone in 80 children with newly diagnosed IgAN with
diffuse mesangial proliferation66. After a follow-up of
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Table I

RCTs on IgA nephropathy with more than 50 patients and at least 6 months of follow-up

RCT Year N Drug
Follow-up

Primary end-point Secondary end-point
(months)

Coppo40 2007 66 Benazepril vs. placebo 38 >30% decrease of CrCl, no significant effect 1) >30% decrease of CrCl or proteinuria 

≥3.5 g/d/1.73m2; one (3.1%) with ACEI 

and 9 (26.5%) with placebo, p= 0.034

2) proteinuria partial remission (<0.5 

g/d/1.73m2); 13 (40.6%) with ACEI and

3 (8.8%) with placebo group, p = 0.0002 

3) total remission (<160 mg/d/1.73m2 for 

>6 mo; 4 (12.5%) with ACEI and 0 with 

placebo p=0.015

Hogg28 2006 96 Fish-oil vs. steroids vs. placebo 36 GFR <60% of baseline, no significant effect UP/C ratio changes, no effect.

Lou29 2006 60 Leflunomide + fosinopril vs. 6 24h proteinuria, from 1.66 ± 0.42 g to GFR changes, no significant effect.

fosinopril 0.87 ± 0.80 g with leflunomide (P < 0.05) 

and from 2.04 ± 0.64 g to 1.63 ± 0.52 g in 

the control group (P < 0.05).

Li41 2006 109 Valsartan vs. placebo 26 Doubling of serum creatinine or ESRD, Change in proteinuria, from 1.8±1.2 to 

no significant effect 1.2±1.2 g/dl with valsartan; P=0.03, 

unchanged with placebo;  decrease in GFR, 

with valsartan -5.62 ± 6.79 mL/min/y, 

with placebo -6.98 ± 6.17 mL/min/y after 

adjustment for proteinuria and blood pressure.

Chen68 2004 71 Urokinase + benazepril vs. 12 Decrease in 24h proteinuria ≥50%, Proteinuria decrease: significantly more with 

benazepril 25 (71.4%) in the UK + BZ group and UK + BZ than BZ alone (P<0.05 at 6 and

16 (44.4%) in the BZ-alone group, p<0.05 12 months); endogenous ClCr changes: 

stable in the UK + BZ group, while Ccr 

declined significantly at 6 and 12 months 

in the BZ-alone group compared with 

baseline (P<0.05).

Chan69 2003 55 Vitamin E vs. placebo 24 GFR changes, no significant effect Significant decrease in proteinuria, but 

different proteinuria at baseline.

Katafuchi51 2003 90 Prednisolone vs. control ~ 65 Changes in UP-UCR: (steroid group, Kidney survival (ESRD) similar in 

-0.84 ± 1.78; controls, 0.26± 1.65; P = 0.0034) both groups.

Donadio26 2001 73 EPA 3.76 g and DHA 2.94 g 24 Change in SCr, no effect ESRD, no difference.

vs. EPA 1.88 g and DHA 1.47 g

Pozzi52 1999 86 Steroids vs. no treatment 60 50% increase in SCr: 9 (21%) in the steroid Proteinuria changes: median protein 

group vs. 14 (32%) in the control group, excretion decreased in the steroid group, 

p<0.048. but remained unchanged in the control 

100% increase in SCR: 1 (2%) in the steroid group.

group and 9 (21%) in the control group, 

p=0·005

Yoshikawa59 1999 78 Prednisolone, azathioprine, 24 Mean urinary protein excretion fell in group 1 The percentage of glomeruli showing 

heparin-warfarin, and dipyridamole vs. (P<0.0001), but remained unchanged in sclerosis was unchanged in group 1, 

heparin-warfarin and dipyridamole group 2 but increased in group 2 (P=0.006).

Donadio24 1994 106 Fish-oil vs. placebo 106 50% increase in SCr: 3 (6%) in the fish-oil No change in proteinuria.

group and 14 (33%) in the placebo group, 

P=0.002.

Walker70 1990 52 Cyclophosphamide (6 months), 24 Creatinine changes: mean ± SEM from Proteinuria from 1.67 ± 0.35 to 1.15 ± 0.31 g/24h

and dipyridamole and warfarin 0.12 ± 0.01 to 0.13 ± 0.01 mmol/l (p<0.05) (p< 0.01) in treated patients, unchanged 

(2 years) vs. no treatment in untreated patients and from 0.10 ± 0.01 in the control group.

to 0.12 ± 0.01 mmol/l (p<0.05) in treated 

patients.
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two years, a higher percentage of patients receiving
the combination treatment had proteinuria remission
compared to patients receiving steroids alone.

Starting from the observation that steroids alone
may not be sufficient to reverse proliferative lesions
and prevent development of fibrosis, in 1998 we
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initiated a new, long-term, randomised, controlled,
adequately-sized trial aimed at evaluating the role
of low-dose azathioprine (1.5 mg/kg/day for 6
months) plus steroids (methylprednisolone 1 g i.v.
for three consecutive days at the beginning of the
first, third and fifth months, plus oral prednisone
0.5 mg/kg every other day for 6 months) compared
with steroids alone (same dosing schedule) in adults
in the early phase of IgAN. This is the largest ran-
domised controlled study performed so far in IgAN,
with 251 patients enrolled. Preliminary results were
presented last year at the XLIV ERA-EDTA Congress,
which was held in Barcelona, Spain67. Both treat-
ment regimens were equally effective in reducing
proteinuria, with no differences observed in renal
survival between the two groups after five years.
These findings confirm the effectiveness and safe-
ty of steroid treatment in IgAN in a large sample
size, but indicate that the addition of azathioprine
may not significantly improve patient outcome, and
may possibly increase side effects.

� CONCLUSIONS

Many therapeutic approaches have been proposed
to halt or slow progression of IgAN. Unfortunately,
many of them have been shown to be ineffective or
have not been tested in high quality trials. For this
reason, there is currently considerable diversity of opin-
ion regarding the optimal treatment for this type of
nephropathy. Given our personal, positive experience
with steroids, we do believe that they may be the best
therapeutic options for patients with proteinuria high-
er than 1 g/day. However, this treatment remains aspe-
cific. We hope that considerable efforts that are ongo-
ing trying to better understand the complex
pathogenesis of this nephropathy may open up new-
er and more specific therapeutic approaches. In the
meanwhile, we should not forget to try to reverse all
the factors likely to negatively impact on renal func-
tion. This means that we must make the effort to detect
early hypertension and achieve strict blood pressure
control, possibly by means of antiproteinuric and reno-
protective agents such as ACE-inhibitors and ARBS and
their combination65 and eventually statins, consider-
ing that proteinuria decrease should be the primary
aim of therapy in addition to blood pressure control. 

Conflict of interest statement. None declared.
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