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Immunoglobulin A nephropathy (IgAN) is now recognized as the most common form of primary glomeru-
lonephritis worldwide and is the major cause of end-stage renal disease. As reported, the renal survival rate is
61 % at 20 years and the renal prognosis of this disease is relatively poor on long-term observation, hence vari-
ous protocols have been attempted to control this disease.
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At lizuka Hospital, a prospective study of tonsillectomy with methylprednisolone pulse therapy was per-
formed for the treatment of patients with IgA nephropathy from August 2002. We reviewed the clinical efficacy
of our protocol.

From August 2002 to July 2006, 31 patients whose IgA nephropathy was demonstrated by percutaneous
renal biopsy were administered our regimen. In our study, 12 patients had an observation period of more than
24 months. Our protocol consisted of tonsillectomy with one course of methylprednisolone pulse therapy. Meth-
ylprednisolone at the daily dose of 1,000 mg for 3 consecutive days followed by oral steroid at the daily dose of
20 mg, was gradually tapered, and discontinued one year later. All of the patients were administered angiotensin-
converting enzyme inhibitors or angiotensin receptor blockers with favorable control of hypertension.

The mean observation period for the 12 patients with IgA nephropathy was 37.4 months. The mean age at
renal biopsy was 34.8212.2 years. The male-female ratio was 3 : 9. At the renal biopsy in our hospital, mean
creatinine value was 0.95+0.38 mg/dL, mean creatinine clearance was 92.1%34.9 mL/min, and the mean uri-
nary protein and urinary creatinine ratio was 3.521+4.36. After 24 months, mean creatinine value was 1.03 =%
0.59 mg/dL, mean creatinine clearance was 91.2+£42.3 mL/min, and the mean urinary protein and urinary creat-
inine ratio was 0.8310.98. Urinary protein and urine occult blood became negative in 66.7 % of patients, and

the urinary remission rate was 58.3 %.

On our protocol, mean length of the hospital stay was 11.4+4.7 days.
Our prospective study showed that tonsillectomy with one course of methylprednisolone pulse therapy in
IgA nephropathy appears to be beneficial for urinary remission and contributes to a short hospital stay.

Jpn J Nephrol 2008 ; 50 : 1017-1023.

Key words : IgA nephropathy, m-PSL pulse therapy, tonsillectomy, urinary remission

&

IgA BHEIZBUE TR IR b — M 22 SR T PRI R Bk
FEROIERTH DY, £7, KB ALOTE L FKE
LR#E TR,

50, MEHITH B X912, 1IgA BHED 502 Flic BT,
IV FRA vV b2 BENTRERG £ 72 3B TH 5 L §
%L, WO TEIKOEEZ B S 1R 6 20 FHROE
F#13 61 %TH 7Y, Pozzi 5 IF[FFRIC, IgA BHERE D
30~40 %75 10~25 FLANIC Z DHETTIEDIRED 7= & 3BT
FEPBBAREICE L LG L Tw Y, Lo,
CORBOEFHRIGEMOREICE W THIRNARTH 2
ZEDBHS NI,

ZD1d, BUEE TAREICK L TR A2 ~DEE %
Bilkd 27201 S £ X RIBEEDTHONT S 1o, 1gA BhE
DHRFICEB T RIBRKEATRA FE(7L F=yry),
P, L= « 7245 v o v R (RAS) BHE,
S HNHIEE, o, PUBEHEEE LR EICn 0D E TV R
DFENT O BA, FRERICIEE > Toi»T™,

1993 4E(CHotta & %Y H Aoy 23 585 12 1135 i ki HH Al &
m-PSL 7SV 298 % @ LY, 1999 4E1213 Pozzi 5412 &
D randomized controlled study HSHEAT S 41, IgA EHEICH T
% m-PSL 7SV AFEEDRNRIL CRIS NS LI 127>
72o L2 L, m-PSL >V ADEED% L, HEE LORMED

il

W OPEMINTE,

WhETlE, 2002 4 8 H X D IgA BHIE & M S 7o izl
WAL, D&M R & 2 Uy i< m-PSL 2L
AFHEIT L > THIA ZITIEWRE L CTE 7, 2 2T Thitbiug,
24 7 HIEOfGHETIREH, RFMOZP S T A —
y—% L, BROTEENE SO W TR 2G5 %
W L 2D THE T 5,

MR EFE

2002 4F 8 H>5 2006 4F 7 H £ TOWIRIT, IgA BE L
ZWi L 72Dd 67 BT, SE5HEEERIBRARHS TRE B A
B AT L 72 R 171 Bl 9 B D 392 %% o %,
IgA BRED WL, RENE M2 T L, Je @ EEnT
FLREFEMED X 4 v X7 AHRMRERIAE R Ccdh b, d406
PRI X D O F AEISRERIE X 5 > ¥ 7 A5 = T4k
IZ TgA ORERMRINE 2589, BEFBEMERITRIE A v XY
DRI E 721389 A0 v X0 MESICEE T EEYE % R
D LREHIE L7z, 7k, BAPTA F 721396 E X D Henoch-
Schénlein KEERE, 2G5 79 b —F APEMEFRD X
I R WREBOGINFEON ZIEGNIRN L 72, Fi,
BERIR G DR D BRIT L 72,

TgA BHE & Wi L, DERMR M & 2 Ucg &6t m-
PSL 7SV AFEEICOWT, ZDOHMW, ik, AOHEEZ S



HEER

fils 6 %4

1019

Table 1. Clinical characteristics and laboratory data in 12 cases of IgA nephropathy before therapy
. Height BW BP Cr Ccer Alb
Patient Age Sex (cm) (kg) BMI (mmHg) (mg/dL) (mL/min) (g/dL) Up/Ucr U-OB U-RBC
1 51 M 171.0 783 26.8 146/76 1.4 69.1 2.9 0.78 3 50~99/HPF
2 27 F 151.0 415 182 120/70 1.3 401 2.8 1.46 3 20~29/HPF
3 35 M 176.0 83.3 26.9 110/80 1.3 93.4 2.2 6.8 3 50~99/HPF
4 15 F 156.7 55.8 22.7 110/60 0.5 155 4.3 0.77 3 >100/HPF
5 29 F 155.0 61.4 256 180/110 1.4 54.1 3.6 0.45 3 10~19/HPF
6 28 F 162.0 509 19.4 110/70 0.5 126.7 3.5 1.65 3 >100/HPF
7 57 F 163.5 785 29.4 169/91 1.3 69.6 2.3 5.28 3 30~49/HPF
8 28 M 172.0 585 19.8 128/80 1 89.4 4.4 0.3 2 10~19/HPF
9 31 F 164.0 50.3 18.7 130/80 0.8 76.1 3.4 1.6 2 30~49/HPF
10 31 F 166.0 91.1 33.1 147/76 0.8 137.9 3.2 3.2 3 >100/HPF
11 34 F 151.6 485 211 116/73 0.5 114.2 2 15.7 3 >100/HPF
12 51 F 140.3 479 243 132/76 0.6 78.9 3.4 4.2 3 20~29/HPF
Average 34.8 160.8 62.2 23.8 0.95 92.1 3.17 3.52 2.83
SD 12.2 10.3 16.4 4.7 0.38 34.9 0.77 4.36 0.39

BW : body weight, BMI : body mass

index, IGL : index of glomerula, BP : blood pressure, Cr : creatinine, Ccr : creatinine

clearance, Alb : albumin, Up/Ucr : urinary protein/urinary creatinine ratio, U-OB : hematuria by dipstick, U-RBC : urinary

erythrocytes/high power field
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Table 2. Histological findings in 12 cases of IgA nephropathy

Endocapillary Extracapillary

Patient  hvoercellularit hvpercellularit Tobulointerstitial Global Tubulointerstitial Arteriolar
P (%) y e (%) y inflammation sclerosis (%) atrophy lesion
1 71 64.3 moderate 21.4 moderate severe
2 0 16.7 mild 0 mild mild
3 214 50.0 mild 12.5 mild moderate
4 0 5.9 mild 0 mild mild
5 14.3 0 mild 0 mild moderate
6 12.5 12.5 mild 11.1 mild mild
7 0 35.3 mild 5.6 mild severe
8 0 12.5 mild 0 mild mild
9 0 20.0 mild 0 mild mild
10 7.7 15.4 mild 0 mild moderate
11 84.0 16.0 mild 0 mild mild
12 194 35.5 mild 0 mild mild

Table 3. Blood pressure and laboratory data in 12 cases of IgA nephropathy at 12 months after therapy

. Cr Ccr Alb BP
Patient (mg/dL)  (mL/min) (g/dL) (mmHg) Up Up/Uer  U-OB U-RBC
1 1.2 79.7 4.0 111/65 0 0.0 0 0~1/HPF
2 1.4 35.8 4.1 101/56 2 0.6 0 0~1/HPF
3 1.6 77.9 3.0 113/68 3 1.6 2 0~1/HPF
4 0.6 135.0 4.3 122/72 2 0.6 0 0~1/HPF
5 1.3 61.4 4.0 146/88 2 4.4 0 1~4/HPF
6 0.6 103.0 4.2 119/64 0 0.2 0 1~4/HPF
7 1.7 51.3 3.4 133/86 0 0.1 3 1~4/HPF
8 0.7 130.6 4.8 130/71 1 0.1 0.5 0~1/HPF
9 0.9 64.3 4.4 123/70 0 0.2 1 0~1/HPF
10 0.8 137.6 3.8 140/78 0.5 0.3 0 0~1/HPF
11 0.5 96.3 3.9 104/60 2 2.8 2 20~29/HPF
12 0.7 67.3 4.2 105/64 0 0.1 0 0~1/HPF
Average 1.00 86.7 4.0 0.92
sD 0.42 34.0 0.5 1.36

Cr : creatinine, Ccr : creatinine clearance, BP : blood pressure, Up : proteinuria by dipstick, Up/Ucr : urinary
protein/urinary creatinine ratio, U-OB : hematuria by dipstick, U-RBC : urinary erythrocytes/high power field

Table 4. Blood pressure and laboratory data in 12 cases of IgA nephropathy at 24 months after therapy

. Cr Cer Alb BP
Patient (mg/dL)  (mL/min) (g/dL) (mmHg) Up Up/Uer  U-OB U-RBC
1 0.9 104.7 41 117/69 0 0.1 0 0~1/HPF
2 1.1 453 4.3 108/61 0 0.7 0 0~1/HPF
3 23 56.3 3.7 131/81 3 2.7 2 10~19/HPF
4 0.5 160.6 4.2 101/59 1 0.3 0 1~4/HPF
5 1.7 46.1 3.8 142/85 2 2.1 2 1~4/HPF
6 0.5 115.3 4.4 114/58 0 0.5 0 0~1/HPF
7 1.8 45.0 3.9 128/64 0 0.3 2 1~4/HPF
8 0.8 115.7 4.7 127/76 0 0.1 0 0~1/HPF
9 0.9 65.4 4.4 109/59 0 0.1 0 0~1/HPF
10 0.7 163.9 4.2 139/75 0.5 0.5 0 0~1/HPF
11 0.6 82.1 3.7 99/56 2 2.4 3 5~9/HPF
12 0.5 93.9 4.0 114/58 0 0.1 0 0~1/HPF
Average 1.03 91.2 41 0.83
sD 0.59 423 0.3 0.98

Cr : creatinine, Ccr : creatinine clearance, BP : blood pressure, Up : proteinuria by dipstick, Up/Ucr : urinary
protein/urinary creatinine ratio, U-OB : hematuria by dipstick, U-RBC : urinary erythrocytes/high power field
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Fig. Serum creatinine value over the 24-month treatment
period in 12 cases of IgA nephropathy
Bold line : average of creatinine
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