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FEI(Z Mitomycin C (MMC) & B miE % $tHF45 L T circumferential mesangial
interposition &R L, TOKEIC D WLWTHET L. MMC 35t LT mEFHHAIC
T, SRERFHLY SEHEECIKARFREED 2 E(LE2RH7. BEICTIO2 L
circumferential mesangial interposition THB3 L EHELE. HxHHHECES
Fibronectin (FN) 9% (3 {REFRE(C R > THIRICHEML Tz, MMC B¥EH TR
AREEENCARMBETEROIEANALH, FN ([THRICHEBECH> THEMLT W7,
“hbnDZ & &Y, circamferential mesangial interposition @ FE#F & L T,
O AR TEOILK, @FN OFREBEECH > 728, ORENHERE L.

The pathogenic mechanism of circumferential mesangial interposition (CMI)
was examined in experimental glomerulonephritis induced by a combination of
mitomycin C (MMC) and antinephrotic serum injections in rabbits. Experimental
glomerulonephritis, induced by both MMC and antinephrotic serum injections
showed a diffuse double contour as opposed to the patterns when only MMC or
antinephrotic serum was injected. The relation of this finding to CMI was con-
firmed electronmicroscopically. An immunofluorescent study revealed fibronectin
(FN) in band-like depositions along the capillary walls. Only MMC injection,
glomeruli showed expanding of subendothelial space by electron microscopy and
linear increased of FN by immunofluorescent study. From the above results, it
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is suggested that the pathogenetic mechanism of CMI is related to expansion of

the subendothelial space and increased FN deposition along the capillary walls.
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Fig. 1. Light microscopy. From the animal with antinephrotic serum injection.
Intracapillary cells including PMN are increased, and the capillary lumens are
narrowed or almost occluded. x 200, PAS.
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Fig. 2. Light microscopy: Glomerulus, with MMC and antinephrotic serum injec-
tion. Double track lesion of the capillary loops is extensively observed (arrow).
x 400, PAS.

R

Fig. 3. Electron microscopy. The subendothelial space is expanded with accu-
mulation of fine granular deposits and amorphous lucent materials. x 18000.
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Fig. 5. Electron microscopy. Circumferential mesangial interposition. The fibril- |
lar materials are seen in the peripheral space of the cytoplasma. x10000.
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Fig. 6. Immunofluorescent study of FN. FN is seen in the mesangium area and
weakly linear along the capillary walls (saline injection). x400.

Fig. 7. Immunofluorescent study of FN. FN is seen in the mesangium area and
strong linear along the capillary walls (MMC injection). x400.

LA ERDEh -7 (Fig. 6). MMC By BRERICEE < IR L T (Fig. 1. i
ERBCIIAF VEY LAEBO FN (1A AR MERERETIIAY VF Yy a0~ D FN
BERBER & FAFCRED Bhich, ECHR DINETHEIML T T2DS, REFEEANDHE LA
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Fig. 8. Immunofluorescent study of FN. FN is seen in the mesangium and band

like along the capillary walls (both MMC and antinephrotic serum injection).

x 400.

bhileh 7o, MMC & HiB g ot SR C
VX, A VEY AFEHRADOWE OWINTEET
B ooy, REFEEALERICE e A R L
7- (Fig. 8).

fibrinogen, IgG, Cy 23 REFEEC YA » C/NEkRL
Weikgd LT3 oS- (Table 1),
MBIME X 85 LR BT XToFH7
e IgG D REFEEANDFRIRD N 5 B 72,

Table 1. Immunofluorescent study

FN
No. (capil- | Fib | IgG | Cs
lary)
1 MMC+ Masugi H +H +H +
2 MMC+Masugi Ht H +H +
3 MMC+ Masugi + + + +
4 Masugi + + + +
5 Masugi + + + +
6 MMC H + + +
7 Saline + + + +
£ ®
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