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Therapeutic efficiency of immunosuppressants for primary nephrotic
syndrome with chronic renal failure
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[ Abstract] Obijective To investigate the therapeutic efficiency and side effects of glucocorticoids combined with immunosuppressants
for the cases of primary nephrotic syndrome with chronic renal failure in order to provide safe and efficient treatment in clinical practice.
Methods A total of 50 patients with identified primary nephrotic syndrome with chronic renal failure in No.148 Hospital of Chinese PLA
from December 2007 to June 2012 were enrolled in this retrospective study. All the patients were divided into 2 groups: the
immunosuppressive treatment group and the conventional treatment group. The serum levels of albumin and cretinine, the 24-hour urine
protein and the side effects were analyzed before and in 1, 3, 6, and 12 months after treatment respectively. Results In the patients of
immunosuppressive treatment group, the level of 24-hour urine protein was significantly reduced in 1, 3, 6 and 12 months after the treatment.
Meanwhile, the level of estimated glomerular filtration rate (eGFR) was increased significantly in 3, 6 and 12 months after the treatment.
However, the level of 24-hour urine protein and the eGFR had no significant change in the conventional treatment group after 12 months
treatment. There were differences in the side effects between the 2 groups, but without significant difference. Conclusion The combined
treatment with  glucocorticoids and immunosuppressants obviously reduces urinary protein, improves renal function,
and delays the development of renal failure in PNS patients with chronic renal failure.
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Table 1 Main clinical parameters in two groups [n(%)]
Immunosuppressive Conventional treatment

Parameter treatment group(n = 30) group(n = 20)
Age(years)
<35 8 (26.7) 5 (25.0)
35—-60 19 (63.3) 12 (60.0)
> 60 3(10.0) 3(15.0)
Gender
Male 18 (60.0) 13 (65.0)
Female 12 (40.0) 7 (35.0)
Course of
disease(years)
<05 9 (30.0) 6 (30.0)
0.5—-2.0 7(23.3) 5 (25.0)
>2.0 14 (46.7) 9 (45.0)
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Table2 Renal pathological changes in two groups  [n(%)]

Immunosuppressive Conventional
Pathological change treatment group  treatment group
(n = 30) (n=20)
Mesangial proliferative 18 (60.0) 10 (50.0)
glomerulonephritis
Minimal change 1(3.3) 2 (10.0)
nephropathy
Focal segmental 8 (26.7) 3(15.0)
glomerulosclerosis
Membrane proliferative 2 (6.7) 2 (10.0)
glomerulonephritis
Membranous 1(3.3) 3(15.0)
nephropathy

Compared between the 2 groups, y* = 12.39, P < 0.05
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Table 3 Comparison of therapeutic effects between two groups
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Table 4 Comparison of laboratory results between two groups

before and after treatment

(xxs)

Immunosuppressive

Conventional

Item treatment group treatment group
(n=30) (n=20)
24h urine protein(g)
Before treatment 7.03 +£1.63 6.18 £ 2.95
1 month 4.10 + 2.54"# 6.21+2.14
3 months 4.32 +2.407% 6.36 + 2.59
6 months 2.81+1.577% 6.42 +2.77
12 months 1.64 +0.85™# 6.49 +3.02
Plasma albumin(g/L)
Before treatment 21.43 +5.06 2454 +7.29
1 month 29.17 +3.617* 25.37 +8.41
3 months 30.03 +4.28™* 24.96 + 8.32
6 months 35.12 +3.017% 23.33+10.56
12 months 36.22 +1.427% 22.19+10.92
SCr(umol/L)
Before treatment 173.8 +53.8 174.1 +42.5
1 month 165.2 + 77.0 168.8 + 44.2
3 months 142.4 + 69.5* 193.5+67.3
6 months 137.5 + 73.3™ 204.4+70.1
12 months 133.5 + 92.3™ 195.1 + 74.8
eGFR(ml/min)
Before treatment 46.7 +12.3 49.3 +24.7
1 month 48.4 +18.1 50.3 +24.9
3 months 59.0 + 28.4" 51.5+23.8
6 months 77.8+27.27% 49.3+22.6
12 months 82.5 +32.4™% 41.2 +29.4

Compared with before treatment, “P < 0.05, P < 0.01; compared
with conventional treatment group, *P < 0.05, *P < 0.01

after 12 months (n)
Group CR PR Unchanged Deterioration Total - e
immunosuppressive 5 10 m : 20 5 FERTEHNEIERHNR
treatment Table 5 Post-treatment side effects in two groups  [n(%)]
Conventional 0 2 5 13 20 . Immunosuppressive Conventional
treatment Side effect treatment group treatment group
CR: complete remission; PR: partial remission. Compared between Hepatic dysfunction 2 (6.7) 1 (5.0)
the 2 groups, Fisher’s exact test, P = 0.003 Infection 4 (13.3) 3 (15.0)
Alopecia 1(3.3) 0 (0.0)
24 BUXRFTNEIZEREATLERILEK Leukopenia 1(3.3) 1(5.0)
N N Hyperglycemia 7(23.3) 2 (10.0)
y L’ 1134 ) é 3 — EL ]

SR 1T 2L 24hﬁ(§'?ﬂziﬂm7ﬁ A& Electrolyte imbalance 1(3.3) 2 (10.0)
FUKEZEIRYT G 14 BRI 8 25 A8 4k, T FIUXAE Osteoporosis 7(23.3) 2 (10.0)
WWITHRNEIT E 12 A BB I B 254k . SyEipihl Gastrointestinal reactions 3 (10.0) 1(5.0)
ST ALISCIEIAITIGSA A A A5 e, T4 HUGHsE  Mental excitation 4133 0©00)
™ ™~ - Acne 5 (16.7) 0 (0.0)
WTHERGT L2 A IC R E 2 (£4) .

T ALINRIT R A2 S & e (R4) Moon face, buffalo hump 5 (16.7) 0 (0.0)
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Compared between the 2 groups, 4* = 10.26, P < 0.05
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