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A HISTOPATHOLOGIC STUDY ON 739 CASES OF THE IGA NEPHROPATHY
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IgA nephropathy is the most frequent primary glomerulopathy among Koreans. A
histopathologic study was performed on 789 cases of IgA nephropathy, obtained from 1986 to
June 1999 at the department of pathology, college of medicine, Kyung Hee University. For
light microscopy, the specimens were fixed in alcoholic Bouin solution with one drop of glacial
acetic acid for 6 hours and paraffin embedded. We performed Hematoxylin-Eosin, PAS,
Masson-Trichrome and PA-silver methenamine stain. For immunofluorescence study, the
samples were snap frozen in liquid nitrogen and stained with IgG, A, M, C3,Clq, & fibrogen.
1. IgA Nephropathy were 739 cases (26.5 %) of 2788 cases of glomerulopathy and more than
30% of the primary glomerulopathy. 2. Age distribution of IgA Nephropathy were most
prevalent in 20-29 years(29.3%) and 30-39 years(24.6%6), and pediatric age group (1-14) ranges
in 126%. Male patients were most frequently occurred in 20-29 years (28.9%) and female in
30-39 years (27.5%). 3. Light microscopic diagnosis were mesangial proliferative
glomerulonephritis (78.0%), increase of mesangial matrix (15.1%), no specific change (3.9%),
focal segmental glomerulosclerosis (1.0%), advanced glomerulosclerosis (0.8%), crescentic
glomerulosclerosis  (0.54%) and chronic glomerulonephritis (0.4%). 4. Immunofluorescence
microscopy showed positive for IgA+C3 (52.6%), IgA+C3+IgM (18.5%), IgA+C3+other (17.9%),
IgA+C3+IgG (6.9%), IgA+C3+IgG+IgM (2.9%) and IgA only (1%). 5. Most characteristic
electron microscopic findings were large paramesangial electron dense deposits with or without
mesangial deposits. Several cases with subendothelial extension were also encountered. 6.
The WHOQO gradings were most frequently classified in grade III and IV.
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A, olad, MAE, AdE, AGF, =UE, A, FYH, A9, FAGT, o™
g WAstay, Hetud’, Qs Yetad”, AgPATL™

Monocyte chemoattractant protein-1(MCP-1)2 A& 3o glo] gFHAEE AF2ANZ FYste
chemokine2 2 ¢ ZiH$-& BAHAA thUdF cytokine® growth factord EH|E ZA3te] A&AE Yo7
t Aog 48A ded, ok Fui AAPBAME FAF dEE ¥ Hoes Z2AEY. old HAEL in
vivo 48 8 9xy 4% e @8 MCP-19) $3dALYS) BIAGL #H7stQd. A Leto
(N=20)9} #3x ==L F& =39 Owsuka Long Evans Tokushima Fatty(OLETF) (N=20)%& 17, 25,
37, 45, 52Fo AFL HEFao zL do] MCP-13# Type IV collagen, TGF-8¢ m-RNARE S
RT-PCR, immunohistochemistry®& &3l Z43g o, AlTH 83 9 HaE Ax@ 329 HHs Y=g
AF3sigct. 28 4 A7 EE 298 AH 5 viAgdx, MCP-12 ELISAE 4 24339t} Letool
8 OLETFE 25F4%H vAddx 9 cuixo] ko] @erouvj(0.18+0.04 vs. 19710, p=0.02, 336+£1.00
vs. 6541224 p=0001), AH7t AGFE 1 Aole F7HetAT) 2WdA MCP-1& 55F 9 Letool vla =
TH0.0920.008 vs. 0.14£0.007, p=0.008). =& 27L& 1775 € OLETFY A% AlA 834708 oo
25F 5 E Letos} Ko abeo]7F AATH17510.28 p=0). MCP-1 @& 375 Leto®} ALtAo A x}pol7} 9l
A2m(0.08102, 1107 P=0015), 52FolAE AxBAN v FUAH05107, 1.752035 P=0.047). L&
OLETFWlA F471 NdFE MCP-19 Axs BdAT} F7tstd, 31FolFd e FA& o7 Ay
(p<0.0001). TGFB 9] A% 17F] AT WHH EA A BHo] F7tg F 37Tl FuA €2t L7 Ao
74A 7= Qr Type IV collagen®] 3% 175RE 2de] F7150 Letodt ae)7h AAUHO.71£0.14 vs.
09710, P=0038). 283 o2 MCP-19 2d2 94xi A5 27|72 2L HAW 4% P33 oAy
et Uiyl HREA HEeride] gy} o]FojF  MCP-19] 2do] Frigdoens JFuA 4ie
Z712dEe @A4NFAM AF8E fgste Aoz addr,
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