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F1. 46IEHIOIMEWEMRIC 517 BT change. %Sclerosis
Noof Cases — 3 ;;::::f/es 23<TI %Sclerosis 30%<
MPGN 9 9/9 (100%) - - 19 (11%)
IgA Neph. 12 912(75%) 212(17%) 112 (8%) 3/12 25%)
so called CGN 12 812 (66%) 2/12(17%) 212 (17%) 212 (17%)
FGS 5 35(60%)  1s@0%) LS (20%) 2/5 (40%)
Alport 8 5/8(63%)  28(25%) 18(12%) 3/8 (38%)
Total 46 34/46 (74%) 7146 (15%)  5/46 (11%) 13/46 (28%)
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2., WEL - FEWALEFODOTI change. %Sclerosis
No of Cases Tl change % Sclerosis 30%<
: TI<1/3 1/3<TI<2/3 2/3<TI
with CRF 0 - - - —
MPGN 9
without CRF 9 9/9 (100%) 0/9 (0%) 0/9 (0%) 1/9 (11%)
with CRF 3 2/3(67%) 0/3 (0%) 1/3(33%) 1/3 (33%)
IgA Neph. 12
without CRF 9 719 (78%)  2/9 (22%) 0/9 (6%) 2/9 (22%)
with CRF 4 0/4(0%) 2/4 (50%) 2/4(50%) 3/4 (75%)
so called CGN 12
without CRF 8 8/8 (100%) 0/8 (0%) 0/8 (0%) 0/8 (0%)
FGS 5 with CRF 5§ 3/5(60%) 1/5(20%) 1/5 (20%) 2/5 (40%)
without CRF 0 - - - -
Alport 8 with CRF 7 4/7(57%) 217 (29%) 1/7 (14%) 4/7 (57%)
por
without CRF 1 1/1 (100%) 0/1 (0%) 01 (0%) 0/1 (0%)
Total % with CRF 19 9/19 (47%) 5/19(26%) 5/19 (26%) 10/19 (53%)
0
without CRF 27  25/27 (93%) 2/27 (1%) 0/27 (0%) 3/27 (11%)
#3. BEROREKE - MNICHATER. BER. v7O077 -
PRSI B LERIR S
T Cell BCell  Macrophage
Noof Cases (rn4sR0)  (CD20) (CD68)
MPGN 9 9/9 (100%) 1/9 (11%) 1/9 (11%)
IgA Neph, 12 12/12 (100%)  2/12 (17%) 4/12 (33%)
so called CGN 12 12/12 (100%) 2/12 (17%) 6/12 (50%)
FGS 5 /5 (0%) 2/5 (40%) 0/5 (0%)
Alport 8 2/8 (25%) 3/8 (38%) 1/8 (13%)
Total 46 35/46 (76%) 10/46 (22%) 12/46 (26%)
F4, WE2 - FUFRLEFOREE - MR- &0 3TER. BER. v /n77—7
. SOl fedndillo¥ad e} of
T Cell B Cell Macrophage
No of Cases (CD45RO)  (CD20)  (CD68)
. with CRF 3 3/3 (100%) 0/3 (0%) 3/3 (100%)
IgA Neph. 12
without CRF 9 9/9 (100%)  2/9 (22%) 1/9 (11%)
with CRF 4 4/4 (100%) 1/4(25%) 4/4 (100%)
so called CGN 12
without CRF 8 8/8 (100%) 1/8 (13%) 2/8 (28%)
Total 24 with CRF 7 717 (100%)  1/7 (14%) 777 (100%)
ta
¢ without CRF ' 17 17/17 (100%) 3/17 (18%) 3/17 (18%)

#*®5 RE® - -FMNATOEELTER. BlalR. v/07r—3

AR BT GO AR
T Cell B Cell Macrophage
EFI% (CD4SRO) (CD20) (CD68)
(35) 10) (12)
2/3<TI (5) 3/8 (60%) 1/5 (20%) 3/5 (60%)
1/3<TI<2/3 (8) 5/8(63%) 7/8 (88%) 4/8 (50%)
TI<1/3 33) 27/33 (82%) 2/33 (6%) 5/33 (15%)
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Abstract
Studies of tubulo-interstitial change and infiltrating immune cells in childhood renal diseases

Yasushi Koitabashi, Masaaki Ikoma, Tsuguo Shibawaka, Hitoshi Mio,
Keiji Doi, Akiko Maruyama, Chieko Kamiyama

We investigated the relationship between renal histological change such as tubulo-interstitial change (T1 change) or
glomerular sclerosis identified at the first renal biopsy and the prognosis of childhood renal diseases. We studied 46
cases with TI change at first renal biopsy. We also examined the infiltrating immune cell in the interstitium in 46
cases with TI change to investigate the role of cell-mediated immunity in TI change. Glomerular sclerosis was
expressed as % sclerosis which showed the percentile of the numbers of the glomeruli showing global or segmental
sclerosis among the total numbers of glomeruli. The grade of TI change was classified in three-groups according to
the area of light microscopy slide( TI change<1/3, 1/3<TI change<2/3, 2/3<TI change ).The sections identified TI
change in 46 cases were stained immunocytochemically by the avidin-biotin complex method using CD45RO ( Teell ),
CD20 (B cell ) and CD68 (macrophage) as a monoclonal antibody (DAKO, USA). Chronic renal failure (CRF) was
diagnosed in the cases whose serum creatinine showed more than 2.0 mg/d! during follow up period. Nineteen of 46
cases (41%) progressed to CRF during the follow-up period. The proportion of TI change (1/3< ) or % sclerosis
(30%<) at the first renal biopsy who progressed to CRF were 10/19 (53%), 10/19 (53%), respectively. In contrast,
the proportion of TI change (1/3< ) or % sclerosis (30%<) in 27 cases without CRF were 2/27 (7%), 3/27 (11%),
respectively. CD45RO (T cell) positive cell were predominantly infiltrated in the interstitium in 35 of 46 cases (76%).
In contrast, CD20 (B cell) and CD68 (macrophage) positive cells were infiltrated in the intersititum in 10 of 46 cases
(22%), 12 of 46 cases (26%), respectively, CD45RO (T cell) positive cell were defined all of each cases in MPGN, IgA
nephropathy and so called CGN. These findings suggest that 1. Severity of TI change or glomerular sclerosis at the
first renal biopsy was related to the prognosis of childhood renal diseases. 2. It is important to follow the cases with
TI change or glomerular sclerosis carefully, even if they show normal renal function at the first renal biopsy. 3. The
proportion of immune cells (T cell, B cell, macrophage) infiltrated in the interstitium was different in each renal disease.

This result might be reflected the difference of the etiology in each renal disease or the phase of the diseases.
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