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Focal segmental glomerulosclerosis (FSGS) is presented as not only one of the primary glomerular diseases but also
as a secondary phenomenon for chronic irreversible renal diseases. The main pathological feature of FSGS is the accu-
mulation of extracellular matrix in the glomeruli, for which overexpression of transforming growth factor- 8 (TGF- 5 )
may be responsible for the accumulation of pathological matrix. A new animal model (FGS/NgaKist mouse) of renal
failure by spontaneocusly generating glomerulosclerosis was developed. To elucidate the role of TGF-4 for FSGS,
authors observed glomeruli of FGS/NgaKist mouse periodically. FGS/NgaKist mouse strain showed progression of
proteinuria and focal glomerular sclerosis with the aging. The glomeruli showed anti IgG, IgA, IgM and complement
complex deposits and extracellular matrix accumulation in the mesangium. TGF- § mRNA and 4, antibody expressions
were increased with the advance of glomerular sclerosis. The results suggest the following; FSGS of FGS/NgaKist strain
15 immune mediated disease and this stimuli on mesangial or endothelial cells may activate TGF- 3 gene in their nuclei.
This activation, in turn, can cause sclerosis by increasing TGF- § mRNA transcription followed by secretion of TGF- 5
and its action as cytokine for making collagen fibrils. (Korean J Pathol 1998; 32: 35~ 42)
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Fig. 1a. Nonscleronc glomerolus, | month

h. About 30% of total glomerular area 15 sclerotic (grade 2+). 3 months
¢. Totally sclerotic glomerulus. & months.

Table 2. Sclerosis percentage, sclerosis score, TGF- 4+ immunohistochemical staining score and TGF- 5 mRENA in situ
hybridization expression score of three groups

Groun _ Focal segmental :-;1unwruluﬁclurn:.-i:ﬁ"__ TGF.-JJ [HC TGF',.JIH'!.HN."‘H -
o - staining score EXPression score

A (n=6) 3.25 +2.05% i-i-LH--G.{H* - 0.46+0.05% 0.23+0.05*

B (n=6) .:P;JLJ' 7RI - 07740 18* 1.50+0.19* 1.24+0.07*

L (n=6) 48,67+ 547 1.20+0.20 2.20+0.22 2.56+0.12

Values, means + 50D, *p< 005
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(Original magnification - 4,000)
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