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ANALYSIS OF RENAL BIOPSY HANDLING AT SAKURA NATIONAL HOSPITAL
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Abstract The Sakura National Hospital will be merged with the Chiba Higashi National Sanatoria
Hospital in March, 2004. There is the necessity of keeping records of contents of the kidney biopsy
materials with which it dealt with in the past 22 years. Those materials were analyzed by light
microscopy, immunofluorescence microscopy, and electron microscopy. The total number of biopsies
was 3,363 . IgA nephritis 1,158 (34%), other primary renal diseases 1,507 (45%), the secondary
renal diseases including lupus nephritis 627 (19%), and tubulo-interstitial nephritis 71 (2 %). It
became obvious that the concept of applicability for renal biopsies were various within nephrologist.
Clinical symptoms such as hematuria, proteinuria, and nephrotic syndrome can be clarified by
carrying out renal biopsy. Some important cases such as membranous glomerulopathy associated
with colon cancer and renal sarcoidosis were additionally included. The case numbers of IgA
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glomerulonephritis, nephrotic syndrome (minimal change nephrotic syndrome, focal segmental
glomerulosclerosis), crescentic glomerulonephritis and diabetic glomerulopathy was estimated in
each year. However, there was no special tendency between the years 1981 and 2002. Compared
with the total results from many institutions, the number of minimal change nephrotic syndrome

were few and focal glomerulosclerosis were many.
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Table 1 Histological type of IgAGN

_ IgAGN Total 1,158 (34%)
IgAGN 88 ( 8%)
MGA I 372 (32%)
FGN 641 (55%)
~ DPGN 57 ( 5%)

e HIgAGN, IgA glomerulopathy ; MAG, Minor glomerular

abnormality ; FGN, Focal glomerulonephritis ;

proliferative glomerulonephritis

DPGN, Diffuse

Table 2 Histological type of primary GN

Primary GN

Total 1,507 (45%)

MGA

MCNS
FGS/FGO
FGN

MGN

DPGN
Endocap. GN
MPGN

Cres. GN
Others

568 (38%)
195 (13%)
139 (9 %)
131 (9 %)
271 (18%)
46 (3 %)
42 (3 %)
48 (3 %)
38 (39%)
29 (2%)

B3 GN, glomerulonephris ; MGA, Minor glomerular abnormality ;| MCNS, Minimal

change nephrotic

syndrome ; FGS/FGO,

Focal glomerulosclerosis,/Foeal glomerular

obsolescense ; FGN, Focal glomerulonephritis ; MGN, Membranous glomerulopathy ; DPGN,
Diffuse proliferative glomerulonephritis ; Endocap. GN, Endocapillary glomerulonephritis ;
MPGN, Membrano proliferative glomerulonephritis ; Cres. GN, Crescentic glomerulonephritis
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Fig. 2 Annual transition classified by main pathological diagnosis
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Table 3 Secondary GN

Secondary GN

Total 627 (19%)

GN of Systemic disease

158 (25%)

Lupus nephritis 125
HSPN ) ) 33

~ Hepatitis virus infection 16 ( 3%)
HBV GN 12
HCV GN 4
GL in Vascular disease 102 (16%)
PN MPA 10
Wegener's granu 5
HUS,”TTP 5
Neph. sclero (B, M) 82 N
GL in Metabolic disease 152 (24%)
DM nephropathy 132
Amyloidosis 20
Hereditary nephropathies 16 ( 3%)
Hered. Nephritis 4
BFH,”Thin GBM 9
Nail patella 1
Fabry disease 2
Tox. pregnancy 14 ( 2%)
RA (MGA, MGN) 9 (1%)

Tx. kidney

160 (26%)

i&  GN, Glmerulonephritis ;

HSPN, Henoch Schonlein purpura nephritis | HBV GN,

Hepatitis B virus related glomerulonephritis ; HCV GN, Hepatitis C virus related glomer
ulonphritis, PN, MPA, Periarteritis nodosa, Microscopic polyangiitis ; HUS/TTP, Homolytic
uremic syndrome/Thrombotic thrombocytopenic purpura ; Neph. sclero (B, M), Nephros-
clerosis (Benign, Malignant) : DM, Diabetis mellitus ; Hered. Nephritis, Hereditary nephritis
i BFH,/Thin GBM, Benign familial hematuria,”Thin glomerular basement membrane disease
: RA (MGA, MGN), Rheumatoid arthritis (Minor glomerular abnormality, Membranous
glomerulopathy) ; Tx. kidney, Transplant kidney




Table 4 Tubulo-interstitial lesion

Tubulo-int. lesion Total 71 ( 2%)
Sarcoidosis 8 (11%)
Inters. nephritis 20 (28%)
Pyelonephritis 11 (15%)
Acute t. necrosis 29 (41%)
Others 3 (4%)

B%38 Tubulo-int. lesion, Tubulo interstitial lesion ; Inters. nephritis,
Interstitial nephritis ; Acute t.necrosis, Acute tubular necrosis
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Fig. 3 Epithelioid granuloma is seen in periglomerular region. PAM
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Fig. 4 Spike and bubbling is seen in the thicked glomerular basement

membrane. PAM stain, X400
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