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Abstract The Japan Renal Biopsy Registry (J-RBR) was
started in 2007 and the Japan Kidney Disease Registry
(J-KDR) was then started in 2009 by the Committee for
Standardization of Renal Pathological Diagnosis and the
Committee for the Kidney Disease Registry of the Japanese
Society of Nephrology. The purpose of this report is to
describe and summarize the registered data from 2009 and
2010. For the J-KDR, data were collected from 4,016 cases,
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including 3,336 (83.1 %) by the J-RBR and 680 (16.9 %)
other cases from 59 centers in 2009, and from 4,681 cases
including 4,106 J-RBR cases (87.7 %) and 575 other cases
(12.3 %) from 94 centers in 2010, including the affiliate
hospitals. In the J-RBR, 3,165 native kidneys (94.9 %) and
171 renal grafts (5.1 %) and 3,869 native kidneys (94.2 %)
and 237 renal grafts (5.8 %) were registered in 2009 and 2010,
respectively. Patients younger than 20 years of age comprised
12.1 % of the registered cases, and those 65 years and over
comprised 24.5 % of the cases with native kidneys in 2009
and 2010. The most common clinical diagnosis was chronic
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nephritic syndrome (55.4 % and 50.0 % in 2009 and 2010,
respectively), followed by nephrotic syndrome (22.4 % and
27.0 %); the most frequent pathological diagnosis as classi-
fied by the pathogenesis was IgA nephropathy (31.6 % and
30.4 %), followed by primary glomerular diseases (except
IgA nephropathy) (27.2 % and 28.1 %). Among the primary
glomerular diseases (except IgA nephropathy) in the patients

with nephrotic syndrome, membranous nephropathy was the
" most common histopathology in 2009 (40.3 %) and minor
glomerular abnormalities (50.0 %) were the most common in
2010 in native kidneys in the J-RBR. Five new secondary and
longitudinal research studies by the J-KDR were started in
2009 and one was started in 2010.

Keywords Native kidney biopsy - Primary
glomerulonephritis - IgA nephropathy - Membranous
nephropathy - Renal grafts - National registry

Introduction

The Japanese Society of Nephrology (JSN) established the
Japan Renal Biopsy Registry (J-RBR) in 2007, and it
conducted analyses for 2007 and 2008 [1]. In 2009, the JSN
started the Japan Kidney Disease Registry (J-KDR) to
record clinically-diagnosed cases in addition to the J-RBR.
Participation in the J-KDR, including the J-RBR, was
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requested from appointed clinical training hospitals of the
JSN and the Japanese Society for Dialysis Therapy in an
attempt to extend the registry nationwide. In this report, the
detailed data of the J-RBR and the frequencies of the dif-
ferent clinical diagnoses in the J-KDR registered from
January to December of 2009 and 2010 are summarized.

Subjects and methods
Registry system and patients

This report includes the data from patients included in the
J-RBR and J-KDR (J-RBR/J-KDR), registered prospec-
tively from January 2009 to December 2010. The patients’
data, including age, gender, laboratory data, and the clin-
ical and pathological diagnoses, were recorded at each
institution and registered on the web page of the J-RBR/J-
KDR utilizing the Internet Data and Information Center for
Medical Research (INDICE) system of the University
Hospital Medical Information Network (UMIN), as
described previously [1]. The ethics committee of the JSN
and that of Okayama University Graduate School of
Medicine, Dentistry, and Pharmaceutical Sciences com-
prehensively approved the study, and a local committee of
participating centers and their affiliate hospitals individu-
ally approved the study. Written informed consent was
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obtained from the patients at the time of biopsy or at the
time they were registered to participate in the study. The
J-RBR/J-KDR is registered in the Clinical Trial Registry of
UMIN (Registered Number UMINO00000618).

Clinical or renal histopathological diagnosis
and laboratory data

Three classifications, including the clinical diagnosis, his-
tological diagnosis based on the pathogenesis, and histo-
logical diagnosis based on a histopathological examination,
were made for each case included in the J-RBR, as
described previously [1]. Of these classifications, the
clinical diagnosis alone was selected for the J-KDR. The
definition of each diagnosis was based on the clinical
syndromes and renal histopathology, as described previ-
ously [2]. IgA nephropathy (IgAN) (Berger disease) was
separated from primary glomerular diseases on the basis of
basic glomerular alterations in the classification of glo-
merular diseases by the World Health Organization [2]. In
2010, hemolytic uremic syndrome and thrombotic throm-
bocytopenic purpura (HUS/TTP), congenital anomalies of
the kidney and urinary tract (CAKUT) and polycystic
kidney disease (PKD) were added to the classification of
the clinical diagnosis on the case record (Table S1). The
clinical data, including the results of the urinalysis, daily
proteinuria, serum creatinine concentrations, total protein,
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albumin, and the total cholesterol values, were always
recorded, while the systolic and diastolic blood pressure,
prescription use of anti-hypertensive agents, hemoglobin
Alc, and presence of diabetes mellitus were optionally
recorded. The estimated glomerular filtration rate was
calculated as described previously [3]. The frequency of
the diseases are here described in general, but the clinical
data were also analyzed separately for cases of IgAN,
which is the most common renal disease in Japan [1, 4, 5].

Statistical analyses

Data are expressed as the mean &= SD for continuous
parametric data, medians and interquartile ranges for con-
tinuous non-parametric data, and frequencies for categori-
cal data. The statistical analyses were performed using the
JMP software program, version 8 (SAS Institute Inc., Cary,
NC, USA).

Results

Baseline characteristics of the J-RBR/J-KDR
participants in 2009 and 2010

The numbers of participating facilities and registered renal
biopsies or cases without renal biopsies in the registry in
2009 and 2010 are shown in Table 1. The J-KDR was
started in 2009 and the number of participating facilities
increased by 34 compared to 2008, reaching a total of 57
facilities in the J-RBR and 59 facilities in the J-KDR. The
number of total renal biopsies increased to 3,336 in 2009,
which was 1,754 more biopsies than in the previous year
[1], and in 2010 it further increased to 4,106 in the J-RBR.
The number of other cases (not in the J-RBR), which
corresponds to the cases without renal biopsies but diag-
nosed by clinical findings, was 680 and 575 in 2009 and
2010, respectively. The average age of this cohort was
more than 10 years higher than that of the J-RBR in each
year (Table I).

The number of native kidney biopsies increased; how-
ever, that of renal graft biopsies registered in 2009 slightly
decreased compared to 2008 (Table 2). The distribution of
age ranges showed a peak distribution in the seventh dec-
ade in both genders for native kidneys (Table 3). Patients
younger than 20 years of age comprised 12.1 % and
10.3 % of the cases, and those 65 years of age and over
comprised 24.5 % and 4.7 % of the native kidney and renal
grafts, respectively, during the 2-year period (2009 and
2010). In the patients who underwent renal grafts, both the
average age and the peak distribution of age ranges were
younger than those of patients who underwent native kid-
ney biopsies (Tables 2, 3).
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