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Comparable outcomes using oral methylprednisolone vs. prednisone in IgA nephropathy Xu Xiaochang, Dong Yejing, Ju
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[ Abstract] Objective To compare the efficacy and side effects of oral methylprednisolone and prednisone in the treatment
of IgA nephropathy. Method A total of 85 IgA nephropathy patients who were treated with oral corticosteroid were retrospectively
analyzed. According to the type and frequency of oral corticosteroid, patients were divided into daily methylprednisolone group ( MP-QD
group (n =34 ): methylprednisolone 0.4 mg/ (kg +d ), daily prednisone group ( PDN-QD group (7 =31 ): prednisone 0.5 mg/ (kg -d )
and alternate day prednisone group ( PDN-QOD group (7 = 20 ) : prednisone 0.5 mg/ (kg « qod ) . The clinical data of the patients
were analyzed, including age, gender, blood pressure, pathological results, adverse reactions, and changes in serum creatinine
and urinary protein quantity after corticosteroid therapy. Results After corticosteroids treatment, the urinary protein quantity was
significantly decreased ( P < 0.05 ), while serum creatinine was not significantly changed compared with those before corticosteroids
treatment in 3 groups (all P> 0.05) . Kaplan-Meier survival analysis showed that the cumulative free adverse reaction survival rate in
3 groups were statistically significant ( P < 0.05) , and the mean survival time without adverse reaction of the MP-QD group was the
shortest. Multivariate Cox regression analysis showed that the risk of adverse reactions in MP-QD group was 2.475 times higher than that
in PDN-QD group ( P = 0.045 ) and 5.814 times higher than that in PDN-QOD group ( P = 0.019 ), respectively. Conclusions Oral
methylprednisolone or prednisone therapy in patients with IgA nephropathy significantly decreased the excretion of urine protein and no
obvious change was found in the level of serum creatinine in 6-month follow-up period. However, more adverse effects were observed in
the patients who received oral methylprednisolone.

[ Key words ]  IgA nephropathy; Methylprednisolone; Prednisone; Adrenocortical hormone; Serum creatinine; Urine protein
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=50 mL/ (min-1.73 m*)
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9o B4 A 1 7 45 (% )

M1
E1
S1
T
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T2
C
CO
Cl
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Lee 534% / 5] (% )

Il
11
v
v

33.4+12.1 35.6+10.9 37.4+9.5 1.092 0.340
19 (56) 14 (45) 6 (30) 3.408 0.182
24.3+3.0 23.9+3.4 22.7+3.0 1.705 0.363

132.4 £23.5 131.3+18.5 127.4+15.3 0.821 0.144
82.0+16.7 84.2+13.9 84.7+11.1 0.702 0.229
1.8 (0.7, 2.2) 22(1.3, 2.7) 1.9 (1.0, 2.1) 4.210 0.122
105.5 (84.5, 147.5) 97.24 (73, 150) 82.8 (65.1, 126.8)  2.789 0.248
81.3+41.9 80.6 +41.1 85.2+£37.9 0.932 0.214
1.697 0.803
23 (68) 22 (71) 16 (80)
11 (32) 9 (29) 4 (20)
33 (97) 29 (94) 19 (95) 1.392 0.499
12 (35) 5(16) 3(16) 5.434 0.066
9 (26) 12 (39) 7 (35) 2.452 0.293
1.057 0.305
21 (62) 20 (65) 14 (70)
10 (29) 7 (23) 3(15)
3(9) 4 (13) 3(15)
3.777 0.224
3(9) 6 (19) 7 (35)
26 (76) 20 (65) 11 (55)
5(15) 5(16) 2(10)
3.841 0.147
0(0) 3(10) 1(5)
17 (50) 16 (52) 15 (75)
13 (3) 7 (23) 2 (10)
4(12) 5(16) 2 (10)

7E:1 mmHg = 0.133 kPa.
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MP-QD 2H 34 1.80 (0.70, 0.69 (0.16, —4.287 <0.001 105.5 (84.5, 94.5(60.3, —1.778 0.075
2.20) 0.78) 147.5) 141.0)

PDN-QD 4 31 2.20 (1.30, 0.70 (0.26, —3.951 <0.001 97.2 (73.0, 89.6 (68.9, —1.891 0.059
2.70) 0.77) 150.0) 129.4)

PDN-QOD 4 20 1.90 (1.00, 1.10 (0.28, —3.461 0.001 82.8 (65.1, 81.5(65.2, —0.936 0.349
2.10) 1.50) 126.8) 112.9)
VA 4.210 2.648 2.789 0.392
P 0.122 0.266 0.248 0.822
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