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Objective: Treatment of primary nephrotic syndrome (NS) with steroid and cyclophosphamide may be unsuc-
cessful and have much toxicity. Therefore, the authors evaluated the outcome of mycophenolate mofetil (MMF)
treatment in these patients.
Material and Method: Fourteen primary NS patients who had failure to steroid and/or cyclophosphamide
therapy were treated by MMF for at least 3 months as alternative treatment. Median + SD (range) of urine
protein to creatinine index (UPCI), serum albumin, serum creatinine, serum cholesterol and dose of predniso-
lone at the start, 1mo, 3 mo, 6mo, and 12 mo after MMF therapy were compared.
Results: In the study group, the mean of UPCI decreased significantly from 2.79 + 8.1 to 1.81 + 1.54 (p = 0.02)
at 12 months after the MMF therapy with no significant change in the mean serum creatinine from 1.14 + 0.45
to 1.27 + 0.67 mg/dL. The mean serum albumin increased significantly from 2.87 + 0.56 to 3.46 + 0.76 g/dL
(p = 0.05) and the mean of prednisolone dosage decreased significantly from 34.64 + 19.16 to 11.11 + 8.58
mg/day (p = 0.004). For patients with IgM Nephropathy (IgMN), one of three steroid dependent patients
presented with improved renal function. One of two patients with focal segmental glomerulosclerosis (FSGS)
had a complete remission and one of two patients with IgA nephropathy (IgAN) had improved renal function
with partial remission.
Conclusion: MMF therapy in NS patients with primary glomerular disease was well tolerated and safe. These
efficacies can improve NS, stabilize renal function, and achieve steroid withdrawal.

Keywords: Steroid dependent and resistant nephrotic syndrome, Mycophenolate mofetil, primary glomerular
disease

Nephrotic syndrome (NS) is a common dis-
order, characterized by alterations of permselectivity
and structure at the glomerular capillary wall, resulting
in its inability to restrict the urinary loss of protein.
Common treatment with steroid in some patients with
NS is unresponsive or relapses. Therefore, advance
in understanding the pathogenesis and treatment of
glomerular diseases has progressed to develop new
immunosuppressive drugs(1-3). Many immunosuppres-
sive regimens used in solid organ transplantation have

established their efficacy and safety in glomerular
diseases including lupus nephritis. mycophenolate mo-
fetil (MMF) is a new immunosuppressive drug and has
been widely used in reducing the incidence of acute
rejection in renal allograft(4,5). It also demonstrated its
efficacy in the treatment of lupus nephritis(6,7). In addi-
tion, an increasing number of publications have reported
favorable responses to MMF in experimental models
of glomerular diseases(8-11), and several clinical trials in
patients with primary glomerular disease(12-14).

The purpose of the present study was to
determine the efficacy as an alternative treatment in a
group of patients with primary glomerular disease with
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steroid and/or cyclophosphamide dependence or
resistant NS.

Material and Method
Patients

Fourteen Thai adult patients with idiopathic
NS who attended the outpatient nephrology clinic of
Thammasat Chalerm Prakiat Hospital between 2004
and 2005 and met the criteria of steroid dependence
or resistance were studied. Steroid dependence was
defined by the need of steroids to maintain the state of
complete remission but relapse as soon as the steroid
dosage was tapered. Steroid resistance was defined
by proteinuria >3 g/day even though the patient had
received conventional steroid therapy for more than 16
weeks.

Renal biopsy was performed in ten patients,
and proved to be glomerulonephritis prior to cytotoxic
treatment. Patients with secondary causes of glomeru-
lonephritis were excluded from the present study. All
patients received at least three months of treatment
with MMF. The two most common indications for initi-
ating the MMF adjunctive therapy in these patients
were steroid dependent or steroid resistant nephrotic
syndrome. Other indications included cyclophospha-
mide dependent or resistant nephrotic syndrome or
serious side effects from or intolerance of steroid or
cyclophosphamide, and deteriorating renal function.

Treatment of patients
The present study was designed as a retro-

spective analysis. The enrolled patients were initiated
with MMF with the dosage of 0.25 to 0.5 g BID and
increased to the dosage of 0.5 to 1.0 g BID as appro-
priate or tolerated. The MMF dose was decreased by
25 to 33% or split into 4 divided doses per day in patients
who had persistent or moderate to severe gastrointes-
tinal symptoms. MMF was discontinued temporarily
if the total white blood cell (WBC) in complete
blood count (CBC) decreased less than 4000/�L or if
the patient developed a febrile illness or unacceptable
gastrointestinal symptoms. It was discontinued
permanently if evidence of malignancy was detected.

At the initiation of MMF therapy, all patients
received a variable dose of prednisolone ranging from
a very low dose to high dose daily (1 mg/kg/day). In
the absence of relapse, an effort was made to taper
and, if possible, discontinue the steroid over the first
4 to 6 months of MMF therapy.

In hypertensive patients, one or more anti-
hypertensive agents were prescribed and the dosage

was adjusted in an attempt to achieve the target
blood pressure of < 130/80 mm Hg. Almost all patients
received either an angiotensin converting enzyme
inhibitor (ACEI) or an angiotensin II receptor blocker
(ARB) therapy prior to the initiation of MMF. In most
of those patients, who did not receive either agent,
they actually received one of them before but dis-
continued due to their side effects. All patients were
advised on appropriate dietary restrictions including a
low sodium (2 g/day) diet. Almost all patients received
HMG CoA reductase inhibitors in an attempt to achieve
the target LDL level of < 100 mg/dL

Follow-up
Assessment of clinical and laboratory para-

meters were monitored and recorded on a monthly basis
for the initial three months of MMF treatment, and
variable intervals afterwards. Laboratory parameters
included CBC, urine analysis (UA), serum creatinine
(SCr), blood urea nitrogen (BUN), serum albumin,    fast-
ing lipid profiles (cholesterol, triglycerides, and HDL).
urine for protein and creatinine  index (UPCI) were mea-
sured from spontaneously voided or ‘spot’ morning
urine samples. The samples were collected from the
patient during the clinic visit and approximately the
same time of day throughout the study    period. In
addition, the data of using ACEI/ARB and HMG CoA
reductase inhibitors were collected from the medical
records, where there was a definite comment whether
or not those medications were used.

Outcome measures
The present study showed the outcome with

the consecutive treatment course with MMF and pro-
vides additional information about the clinical course.
The primary outcomes compared the change in the
UPCI and SCr, between the levels at the beginning and
the end of the MMF treatment period. These were also
assessed at the months 1, 3, 6, and 12. For proteinuria,
a complete remission was defined as a reduction in
UPCI to < 0.3; a partial remission was defined as a
reduction of > 50% in UPCI, but with the end result of
UPCI still > 0.3; stable proteinuria was defined as the
end result of UPCI was > 0.3 and with < 50% reduction
of UPCI, a deterioration was defined as any increase in
the UPCI over a baseline value that was > 0.3.

Responses in renal function, in these patients
were assessed based on changes in SCr before and at
the end of treatment. Renal insufficiency was defined
as a SCr > 1.4 mg/dL for men and > 1.2 mg/dL for women.
A favorable response included either a > 15% decreased
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in SCr; stable renal function was defined as a change in
SCr within 15% of the initial value; deterioration of
renal function was defined as an increase in SCr >15%
of the initial value prior to the MMF treatment.

Statistical analysis
Data analysis was assessed by time trend

analysis and using box plots to identify the outlining
values for a given distribution; the accuracy of the
identified values was confirmed by comparison with
the original clinical record. Wilcoxon signed-ranks test
was used as appropriate to compare data from the start
and end of the treatment period, as defined above. In
cases where there was incomplete paired data, analy-
sis was conducted on available data. In all analyses, a
two-tailed I error rate of 0.05 was used. Analyses were
performed using SPSS 13.0 for windows (SPSS, Inc.,
Cary, NC, USA). Values were presented as mean + SD
unless other statistic tools were used.

Results
Total study group

Fourteen patients (6 females, 8 males) with
primary NS were included in the present study. The
mean (+ standard deviation) age was 37.8 + 15.9 years.
The encountered primary glomerular diseases included
IgM nephropathy (IgMN) 21.43% (n = 3), focal seg-
mental glomerulosclerosis (FSGS) 14.3% (n = 2),
membrano proliferative glomerulo nephritis (MPGN)
7.1% (n = 1), membranous nephropathy (MN) 14.3% (n
= 2), IgA nephropathy (IgAN) 14.3% (n = 2), and no
biopsy done 28.6% (n = 4) (Table 1). Of all patients, five
(35.7%) were steroid resistant and nine were steroid
dependent NS. Moreover, eight patients (57.1%) in the

present study failed for prior cyclophosphamide treat-
ment. At the time of the present study, 6 patients (42.9%)
had nephrotic range proteinuria and 4 patients (28.6%)
had renal insufficiency. Baseline UPCI was 2.79 + 1.8
mg/dL and SCr was 1.14 + 0.45 mg/dL (Table 1). All
patients were basically treated with steroids in addi-
tion to MMF.

The UPCI before MMF treatment was 2.79 + 1.8
and decreased significantly (p = 0.02) to 1.81 + 1.54 at
the end of the MMF treatment period (Fig. 1A, Table 1).
Over the course of treatment, 1 patient (7.1%) had a
complete remission, with 97.3% reduction of proteinuria;
4 patients (28.6%) had a partial remission, and with
61.1% reduction of proteinuria, 7 patients (50%) had
stable proteinuria, and only 1 patient (7.1%) had an
increase in proteinuria. Four of the six patients (66.66%)
with nephrotic range proteinuria improved to non-
nephrotic range proteinuria by the end of the present
study.

There was no significant change in the SCr
over the course of the present study. The change in
SCr from 1.14 + 0.45 before MMF treatment to 1.27 +
0.67 mg/dL (p = 0.58; Fig. 1B, Table 1). After the MMF
therapy, the renal function returned to normal in 3 of
4 patients (75%) with initial renal insufficiency, these
included one with IgMN, one with MPGN, and one
with IgAN. The only patient with MN had deteriora-
tion of the renal function.

The serum albumin increased significantly
from 2.87 + 0.56 g/dL before the MMF treatment to 3.46
+ 0.76 g/dL (p = 0.05; Fig. 1C, Table 1). The serum cho-
lesterol decreased from 244.2 + 60.2 before MMF treat-
ment to 209.2 + 40.7 mg/dL (p = 0.14; Fig. 1D, Table 1).
Not surprisingly, there was a significant change in

Table 1. Mean values of UPCI, serum creatinine, serum albumin, serum cholesteral, and dose of prednisolone in overall
group and subgroups of primary glomerular diseases before and at the end of MMF treatment

      UPCI       Serum       Serum       Serum      Dose of
   Creatinine      Albumin   Cholesteral  Prednisolone

 Prior  Post  Prior  Post  Prior  Post  Prior  Post  Prior  Post
M M F M M F M M F M M F M M F M M F M M F M M F M M F M M F

Overall group (n = 14)  2.79  1.81  1.14  1.27  2.84  3.46 244.2 209.2 34.64 11.11
IgM Nephropathy (n = 3)  1.75  1.47  1.2  1.13  3.25  3.63 207 182 11.67   6.67
FSGS (n = 2)  3.16  1.2  0.9  1.2  2.55  4.05 265.5 182 15   7.5
MPGN (n = 1)  2.94  3.4  1.5  0.7  3.0  3.0 203 200 45 40
Membranous Nephropathy (n = 2)  4.76  3.57  1.4  1.77  2.85  3.15 197 174 52.5 20
IgA Nephropathy (n = 2)  1.95  1.45  1.5  1.5  2.9  3.6 244 271 45 12.5
Other Nephrotic Syndrome (n = 4)  2.79  1.86  0.8  0.4  2.7  3.2 326 229 45 15
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Fig. 1 Median plus interquartile range of (A) urine protein-to-creatine ratio (UPCI), (B) serum creatinine, (C) serum
albumin, (D) serum cholesterol and (E) prednisolone dosage  prior start MMF therapy, at 1 mo, 3 mo, 6 mo, and 12
mo after MMF therapy of the overall group
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prednisolone dosage, which decreased from 34.64 +
19.16 mg/day before the MMF treatment to 11.11 + 8.58
mg/day (p = 0.004; Fig. 1E, Table 1) at the end of the
MMF treatment period.

Steroid and cyclophosphamide resistant NS patients
Eight of fourteen patients had previously

failed to respond to both steroid and cyclophospha-
mide. The resistant patients were: two with IgMN, two
with FSGS, one with MN, one with IgAN and two that

had no biopsy NS. One FSGS patient had a complete
remission. The two no biopsy NS patients had partial
response and four patients had stable proteinuria.
Only one patient had resistance to MMF shown by
increased proteinuria. In these eight patients, UPCI
decreased from 3.35 + 2.18 to 2.17 + 1.81 at the end of
the MMF treatment (p = 0.128; Fig. 2A). The serum
albumin increased from 2.46 + 0.46 g/dL to 3.31 + 0.88 g/
dL (p = 0.135; Fig. 2B) after the MMF treatment. The
change in serum creatinine was from 1.01 + 0.36 to 1.8
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Fig. 2 Median plus interquartile range of (A) urine protein-to-creatine ratio (UPCI), (B) serum albumin, and (C) serum
creatinine prior start MMF therapy, at 1 mo, 3 mo, 6 mo, and 12 mo after MMF therapy of the patient with steroid
and cyclophosphamide resistant group
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before the MMF treatment to 1.29 + 0.78 mg/dL (p =
0.15; Fig. 2C) at the end of the MMF treatment.

Separate in each study subgroup
The changes of the mean values of UPCI,

serum creatinine, serum albumin, serum cholesterol
and dosage of prednisolone in each primary glomeru-
lar disease are demonstrated in Table 1. For the patient
with IgMN, improved renal function was presented
in one of three steroid dependent patients and other
patient had stable renal function. All of the IgMN
patients had stable proteinurea at 12 months after the
MMF treatment. One of two patients with FSGS had a
complete remission and the other patient showed stable
renal function but increased proteinuria at the end of
the present study. Only one patient with MPGN had
improved renal function but increased proteinuria. In-
terestingly, two patients with MN had stable proteinuria
but one of them had renal function deterioration. Finally,
one of two patients with IgAN had improved renal
function with partial remission and the other patient
showed stable proteinuria and renal function.

Adverse effects
Although, many adverse effects can be found

in studies of patients who received MMF, only one
patient developed diarrhea in the present study. The
authors divided MMF into 4 divided doses daily and
diarrhea disappeared. Nobody developed evidence of
malignancy or leucopenia (total WBC less than 4000/
�L) or a febrile illness.

Discussion
The present study evaluated the response to

MMF therapy in idiopathic NS patients with both
steroid and steroid/cyclophosphamide resistance. The
authors enrolled patients with primary glomerular
disease, predominantly IgMN, FSGS, MPGN, MN and
IgAN but did not include patients with systemic
diseases, eg. lupus nephritis or vasculitis. The results
demonstrated that the majority of treated patients had
benefited from MMF therapy, whether in terms of
markedly decreased cumulative dose of steroid, com-
plete or partial remission of proteinuria and maintained
or improved renal function. Patients who responded to
MMF therapy were not correlated with the degree of
proteinuria. Not surprisingly, some patients failed to
respond to the MMF therapy. This was similar to what
happened to other immunosuppressive agents, eg.
cyclosporine A, chlorambucil etc. A proportion of
responsive patients were found to be MMF depen-

dent and relapsed when MMF was discontinued.
Many mechanisms of action and immuno-

suppressive properties of MMF in the treatment of
glomerular diseases have been proposed. mycophenolic
acid (MPA) is an active metabolite of MMF that inhib-
its T and B lymphocyte proliferation, B lymphocyte
antibody production, as well as the glycosylation and
expression of adhesion molecules(15-18). Further more,
MPA has been shown to inhibit vascular smooth
muscle cell, mesangial cell proliferation(19), and induces
apoptosis in activated T cells(20). Combination of these
actions could be observed in the amelioration of vari-
ous experimental models of glomerular disease, includ-
ing hyperfiltration injury in the kidney(8-10), mesangial
proliferative nephritis(21), Heymann nephritis(22), and mu-
rine lupus nephritis(23,24). These same mechanisms are
likely to be effective in the amelioration of the inflam-
mation and/or slowing the progression in glomerular
diseases.

IgMN may be a variant of minimal change
disease. Treatment with steroids can induce complete
remission in only 20 to 30% of patients(25). Both steroid
dependent and resistant IgMN are problematic because
of the need for repeated high dose steroid. There has
been less information in immuno-suppressive agents
in this condition. In the present study, two of three
IgMN patients with steroid and cyclophosphamide
resistance had stable renal function after treatment with
MMF. One in this condition had renal insufficiency
before MMF treatment and improved SCr level after
MMF treatment. All IgMN patients were shown to have
stable proteinuria after treatment and also had steroid
sparing effects. These results suggested that MMF
therapy was effective and safe in IgMN patients. A more
prolonged course of MMF treatment may ultimately
lead to complete or partial remission and improve renal
function.

FSGS is the most common cause of primary
glomerular disease leading to end-stage renal disease
(ESRD). Nephrotic range proteinuria and decrease in
renal function are independent risk factors for progres-
sion to ESRD. Spontaneous remission rate is very low
but remission of NS in patients with FSGS predicts
long term renal outcome. In adults with FSGS, steroid
and cyclosporine A are effective in inducing complete
remission and maintaining stable renal function(26,27).
There have been few clinical trials of MMF treatment
in FSGS. However, MMF has been shown to be effec-
tive in some patients who were resistant to other thera-
pies demonstrated by a decrease of about 50% in
proteinuria and the capability to maintain stable renal
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function(28,29). Similar to the present study, one of two
patients with FSGS responded to complete remission
but the other had progressive proteinuria after the
MMF treatment. Fortunately, stable renal function
could be maintained in both of them. Therefore, MMF
therapy seems to be more effective in IgMN than FSGS
patients.

MN remains the most common form of NS in
adults(30). MN is often complicated by NS with moderate
to severe edema/anasarca. However, treatment in MN
has been problematic in patients who had risk factors
for progressive loss of renal function(31). Treatment
considerations are quite controversial in steroid thera-
py. In some clinical trials, patients generally respond
suboptimally to steroids, and often manifest steroid
dependency. Cyclosporine A and chlorambucil have
been reported to be effective, but usually associated
with dependency(32,33). MMF was found to be effective
in improving nephrotic proteinuria by more than 50%
without a decline in renal function and marked clinical
improvement(34,28). In the present study, both patients
with MN showed stable proteinuria after MMF treat-
ment as in other studies. However, one of two patients
with MN had stable renal function but the other one
had progressive loss of renal function. Interestingly,
this patient also had risk factors for progressive loss
of renal function since starting the MMF therapy.
Nevertheless, MMF had steroid-sparing effects in the
majority of patients. From these data, treatment with
MMF in MN patient should be effective if the patient
does not have risk factors for progressive loss of renal
function.

IgAN is the most common cause of all glom-
erular diseases worldwide(35,36). The role of immuno-
suppressive therapy in this condition is unclear. Steroids
and cytotoxic agents have demonstrated their efficacy
and safety in some clinical trials, however, MMF therapy
in IgAN still has few publications. MMF has shown
benefits in non-progressive IgAN patients for greater
reduction in proteinuria and improved renal func-
tion(37,38), but not different from placebo in the Belgium
clinical trial(39). In progressive IgAN patients, treatment
with MMF showed a 50% increase in baseline SCr and
progressed to ESRD. In the present study, one of two
patients with IgAN had partial remission and the other
had stable proteinuria after treatment with MMF. Fur-
thermore, one of two patients with IgAN had improved
renal function and the other had stable renal function.
So, the responsiveness to MMF therapy in IgAN
patient seems to be good, similar to IgMN patients.

 In general, the presented patients tolerated

very well to the MMF dosage that the authors used.
Only one patient had adverse effects from MMF, simi-
lar to those identified in organ transplant recipients.
The most common adverse effects were gastrointes-
tinal complaints of some nausea/vomiting and/or loose
stool and were improved after prescribing divided doses.

In summary, the results from the present study
in a substantial number of patients firmly establish the
efficacy of MMF in the treatment of primary glomerular
diseases, especially for steroid/cyclophosphamide
resistant IgMN, FSGS, and IgAN. However, for proper
treatment of glomerular diseases with MMF, further
prospective, well-designed clinical trials with an ap-
propriate study population have to be conducted. The
clinical improvement of patients occurred with the
combination of MMF and variable dosages of steroid.
Furthermore, the present results demonstrated that
MMF also has major steroid sparing effects. Given the
lack of nephrotoxicity, hemodynamic and metabolic
effects, MMF represents a suitable alternative agent
to the calcineurin-inhibitors and other immuno-sup-
pressive drugs for the treatment of many glomerular
diseases.
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ผลการรักษา 1 ปี ด้วยยาไมโคฟีโนเลท โมฟีทิล ในผู้ป่วยโรคทางโกลเมอรูลัสชนิดปฐมภูมิ ที่มี
ภาวะ เนฟโฟรติกชนิดท่ีไม่ตอบสนองต่อการรักษาด้วยยาสเตียรอยด์

อดิศว ์ ทัศณรงค,์ ศภุชัย  ฐติิอาชากลุ

วัตถปุระสงค:์ การรกัษาผูป่้วยภาวะเนฟโฟรตกิ ด้วยยาสเตยีรอยดแ์ละไซโครฟอสฟาไมด ์ในบางครัง้อาจจะไมป่ระสบ
ผลสำเร็จ และอาจจะมีภาวะแทรกซ้อนหลายอย่าง ดังนั้นทางคณะผู้วิจัยจึงได้ทำการวิเคราะห์ผลของการรักษาด้วย
ยาไมโคฟีโนเลท โมฟีทิล ในผู้ป่วยเหล่านี้
วัสดุและวธิกีาร: ผู้ป่วยภาวะเนฟโฟรตกิ ทีไ่ม่ตอบสนองตอ่การรกัษาดว้ยยาสเตยีรอยดแ์ละไซโครฟอสฟาไมด ์จำนวน
14 คน ได้เขา้ร่วมการศกึษานี ้โดยรบัการรกัษาดว้ยยาไมโคฟโีนเลท โมฟทิีล นานคนละอยา่งนอ้ย 3 เดอืน ผู้ป่วยทัง้หมด
ได้รับการตรวจวดั อัตราสว่นของโปรตนีและครเีอตนิินในปสัสาวะ (UPCI), ระดบัอัลบูมิน, ครีเอตนิินและโคเลสเตอรอล
ในกระแสเลือด รวมทั้งได้จดบันทึกขนาดของยาสเตียรอยด์ ตั้งแต่ขณะที่เริ่มต้นรักษาด้วยยาไมโคฟิโนเลท โมฟีทิลที่
1 เดอืน, 3 เดอืน, 6 เดอืน และ 12 เดอืน หลังการรกัษาดว้ยยาไมโคฟโินเลท โมฟทิีล
ผลการศึกษา: ในผู้ป่วยทั้งหมด พบว่า ค่าเฉลี่ยของ UPCI ลดลงอย่างมีนัยสำคัญทางสถิติ จาก 2.79 + 8.1 เป็น
1.81 + 1.54 (p = 0.02) ที ่ 12 เดอืนหลงัการรกัษาดว้ยยาไมโคฟโินเลท โมฟทีลิ รวมทัง้ไมพ่บการเปลีย่นแปลงของ
ค่าเฉลีย่ของซรัีมครีเอตนิิน คือ 1.14 + 0.45 เทยีบกบั 1.27 + 0.67 มล./ดล. ค่าเฉลีย่ของซรัีมอัลบูมินมค่ีาเพิม่ขึน้อยา่ง
มีนัยสำคัญทางสถติิจาก 2.87 + 0.56 เป็น 3.46 + 0.76 มล./ดล. (p = 0.05) และค่าเฉล่ียของขนาดของยา เพรดนิโซโลน
ลดลงอยา่งมนียัสำคญัทางสถติจิากขนาด 34.64 + 19.16 เหลอื 11.11 + 8.58 มก./วนั (p = 0.004) สำหรบัผู้ป่วย
IgM nephropathy พบวา่ผูป่้วย 1 ราย ใน 3 ราย ทีมี่ภาวะไตเสือ่ม ตัง้แตเ่ริม่การรกัษามหีนา้ทีก่ารทำงานของไตดขีึน้
ผู้ป่วย focal segmental glomerulosclerosis 1 ใน 2 ราย หลงัการรกัษาเขา้สูภ่าวะ complete remission และ 1 ใน
2 รายของผู้ป่วย IgA nephropathy มีหน้าที่การทำงานของไตดีขึ้นร่วมกับปริมาณโปรตีนในปัสสาวะลดลงมากกว่า
ร้อยละ 50
สรุป: การรักษาผู้ป่วยภาวะเนฟโฟรติกที่เกิดจากโรคทางโกลเมอรูลัส ด้วยยาไมโคฟิโนเลท โมฟีทิลมีความปลอดภัย
ประสิทธิภาพของยานี้สามารถที่จะทำให้ภาวะเนฟโฟรติกดีขึ้น โดยการลดปริมาณโปรตีนในปัสสาวะ, คงค่าระดับซีรัม
ครีเอติทินในกระแสเลือดและลดขนาดของการใช้ยาสเตียรอยด์


