of| ¥ 2 6] =] 1995 29: 423430

2314 A4 ATAISNA ATFA B9 on

Agoittan e Welthad
2 & §-8 B -0 ® &

Glomerular Hypertrophy in Focal Segmental Glomerulosclerosis

S0 Dug Lim, M.D., Tae Seok Kim, M.D. and Hyun Soon Lee, M.D.

Department of Pathology, Seoul National University College of Medicine

It is not clear whether glomerular hypertrophy is related to the pathogenesis of focal segmental
glomerulosclerosis  (FSGS). We analyzed renal biopsies from 20 adults with FSGS by
morphometry, and the data were compared with those from age- and sex-matched patients with
minimal lesion.

Mean glomerular volume in the FSGS group was significantly larger than that in the minimal
lesion group[(3.4 = 1.1 vs 2.50.5) % 10° xm’, P<0.01). The percentage of glomeruli with global
and segmental sclerosis in FSGS group was significantly correlated with the mean glomerular
volume (r=+0.66, P<0.001). Relative interstitial volume of renal cortex in the FSGS group was
correlated with the serum creatinine concentration(r=+0.5, P<0.05).

These results suggest that glomerular hypertrophy observed in our patients with FSGS was
related to nephron loss caused by glomerulosclerosis. The interstitial fibrosis may lead to
obliteration of postglomerular interstitial capillary network with secondary elevation of glomerular

capillary pressure resulting in progressive loss of renal function. (Korean J Pathol 1995: 29:
423 430)

Key Words: Focal segmental glomerulosclerosis, Glomerular hypertrophy, Relative interstitial
volume of renal cortex, Renal function
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Table 1. Clinical characieristics of patients with focal
segmental  glomerulosclerosis  (FSGS)  and
minimal lesion (ML) at the time of biopsy

FSGS ML
(N=20) (N=20)
Male : Female 10 10 10 : 10
Age 36t0 35+9
(21—353) {21 —-53)
Duration of disease before 21+38 8+19
biopsy(month) (0— 1200 (1—84)

Hypertension 25% 0

Serum albumin (g/dl) 206 E156 2164072

Serum creatinine (mg/dl) 1247062 LMZE041

Proteinuria (g/day) 407355 6091517

Creatinine clearance 929+572 9682373

(mlfmin/1.73m")

Values are mean+ 8D,

Fig. 1. Glomerulus from patiemt
with FSGS showing segmental
sclerosisarrow). (PAS, = 200)
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~ Fig. 2. Comparison of glomerular
size between FSGS group (up) and
. minimal lesion group (down). The
former showed larger glomerular
size than the latier. (PAS, =200)
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Fig. 3. Relationship of mean glomemlar volume (MGV)
and percentage of sclerotic glomeruli (SCL) in FSGS.
r=+0.66, P<0.001.
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Fig. 4. Relationship of relative interstitial volume of renal
cortex [Vv{int/cortex)] and serum creatinine concentration
(Scr). r=+0.5, P<0.05.

Table 2. Morphologic charateristics of patients with fo-
cal segmental glomerulosclerosis (FSGS) and
minimal lesion (ML).

FSGS ML
Mo, of glomeruli examined 2419 4215
(12 —43)
% of glomeruli with sclerosis
segmental 891712
g]nhal 11846 32+473
Mean glomerular volume 34+1.1 2.5+0.5
(x10° pm®)

Relative interstitial 0.14 005" 0.06+0.03

volume of renal comex

Values are mean+ 5D, *P<0.01, **P=0.001
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