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Observation on the Curative Effect of Mycophenolate Mofetil Combined with
Glucocorticosteroid on the Children with Anaphylatic Purpura Nephritis
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ABSTRACT Objective: To explore the clinical effect of mycophenolate mofetil combined with glucocorticosteroid on the children
with anaphylatic purpura nephritis. Methods: 70 cases of children treated and diagnosed as anaphylatic purpura nephritis in our hospital
from March, 2012 to September, 2015 were enrolled in this study. They were randomly divided into the observation group and the control
group. Conventional therapy was applied to both groups, the observation group was treated by mycophenolate mofetil combined with
prednisone, the control group was given cyclophosphamide combined with prednisone. The total effective rate, disappearence time of
clinical symptoms, biochemical indicators, immune function as well as the incidence of adverse reactions were compared between the
two groups. Results: The total effective rate of observation group was 94.29%, which was 85.17% in the control group, no statistical
difference was found between two groups(P>0.05). After therapy, the disappearence time of albuminuria, hematuria in observation group
showed no significant difference compared with those of the control group, the level of 24 h urine protein quantitation and CD19* of both
groups were significantly decreased, and the level of CD19" of observation group was significantly lower than that of the control group
(P<<0.05), the level of albumin, total protein and CD3*, CD3'CD4" of both groups were significantly increased, and the level of CD3",
CD3'CD4"of observation group were significantly higher than those of the control group (P<<0.05). The incidence of adverse reactions in
observation group was significantly lower than that of the control group (P <<0.05). Conclusion: Mycophenolate mofetil combined with
glucocorticosteroid was more effective and safe on the children with anaphylatic purpura nephritis than that of cyclophosphamide
combined with prednisone.
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Table 1 Comparison of the clinical effects between two groups (n)

Groups Number Cure Excellence Effective Invalid Total effective rate(%)

Observation group 35 16 7 2 94.29

Control group 35 10 11 5 85.71
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Table 2 Compare the disappearance time of clinical symptoms between the two groups (xzs, d)

Groups Group Number Albuminuria Hematuria
Observation group Observation 18.4+ 8.3 34.5+ 109
Control group Control 19.3+ 6.6 352+ 6.8

Note: compared with before therapy, “P<0.05;
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Table 3 Comparison of the biochemical indicators between the two groups before and after the therapy (x:s)

Observation group Control group
Biochemicalindicators
Before therapy After 6 months therapy Before therapy After 6 months therapy
urine protein quantitation
2.46% 0.9 0.35%+ 0.19* 2.39+ 1.20 0.38+ 0.22*
(g/24 h)

Albumin (g/L) 357+ 7.21 45.6% 4.27° 36.3 691 4529+ 5.12°
Total protein (g/L) 5841+ 9.33 74.22+ 7.25° 58.51% 8.93 73.78% 7.07*
UrineB2-MG(g/L) 227+ 0.93 24+ 13 232+ 1.2 2.35+ 1.03
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Table 4 Comparison of the immune function between the two groups before and after the therapy (x+s)

Observation group

Control group

frems Before therapy After therapy Before therapy After therapy
CD3* 56.42+ 1.96 59.35% 2.19* 56.39% 2.20 57.98% 2.24*
CD3*/CD4* 26.40% 3.27 37.02% 3.67a 26.3% 391 34.29+ 3.82%
CD19* 22.11+ 233 13.87+ 2.25° 22.15+ 1.93 18.58+ 2.07®

Note: compared with before therapy, “P<0.05; compared with observation group, °P<0.05.
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