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Complement Regulation Factor and Renal Disease

Takaaki TSUTSUI, Kosaku NITTA, Wako YUMURA and Hiroshi NTHEI
Department of Medicine, Kidney Center, Tokyo Women'’s Medical College

The complement system is profoundly related to the progression of renal disease. This is based on
the frequent appearance of low levels of serum complement components in various types of
glomerulonephritis and the detection of complement in renal biopsy tissue. Moreover, the formation of
membrane attack complex (MAC) in situ might promote the progression of renal disease. Recently,
MAC inhibition factor (MACIF) was cloned and reported to be localized in normal kidney tissue. The
balance of MAC formation and MACIF expression in glomeruli could be important for understanding

the mechanism of renal disease progression.
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TGTTGGAAGTTTGAGCATTGCAATTTCAACGACGTCACAACCCGCTTGAGGGAAAATGAGCTAACGTAC
C W K F E H CNF ND UV TTRL R ENEL T Y
40 50 60
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TACTGCTGCAAGAAGGACCTGTGTAACTTTAACGAACAGCTTGAAAATGGTGGGACATCCTTATCAGAG
Y C C K K bL CNVFNZEU QLENGSGT S L S E

70 80

346
AAAACAGTTCTTCTGCTGGTGACTCCATTTCTGGCAGCAGCCTGGAGCCTTCATCCCTAAGTCAACACC
K T Vv L L o VTP FULAAA AW S L H P
920 100 103
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RREOBIENENEE IhD, SHBIE, miEoEE
¥R ELTD MAC OFHEB~OUE &
it s L CofAsIfHRNTREAO AT v A Y
ERLCEEBEZ RBETLERD A,
X ik
1) Appay MD, Kazatchkine MD, Levi-Strauss M
et al: Expression of CRI(CD35) mRNA in
podocytes from adult and fetal human kidneys.
Kidney Int 38 : 289-293, 1990
2) Santiago A, Satriano J, DeCandido S et al:
A specific Fcy receptor on cultured rat mesan-
gial cells. J Immunol 143 : 2575-2582, 1989
3) Sedor JR, Carey SW, Emancipator SN:
Immune complexes bind to cultured rat mesan-
gial cells to stimulate superoxide release. Evi-
dence for an Fc receptor. J Immunonol 138 :

3751-3757, 1989
4) Santiago A, Mori T, Satriano J et al: Regu-

5)

6

D

10

1D

12)

13

lation of Fc receptors for IgG on cultured rat
mesangial cells. Kidney Int 39 : 87-94, 1991
Cosio FG, Bakaletz AP: Binding of human
fibronectin to antigen-antibody complexes. J
Lab Clin Med 107 : 453-458, 1986

Cosio FG, Bakaletz AP: Role of fibronectin
on the clearance and tissue uptake of antigen
and immune complex in rats, J Clin Invest 80 :
1270-1279, 1987

Biesecker G: Biology of disease. Membrane
attack complex of complement intermediate as
a pathogenic mediator. Lab Invest 49 :
237-249, 1983

Biesecker G, Katz S, Koffler D : Renal locali-
zation of the membrane attack complex in
systemic lupus erythematosus nephritis. J Exp
Med 154 : 1779-1787, 1981

Koffler D, Biesecker G, Noble B et al: Local-
ization of the membrane attack complex
(MAC) in experimental immune complex
glomerulonephritis. J Exp Med 157 :
1885-1890, 1983

Adler S, Baker PJ, Johnson RJ et al: Com-
plement membrane attack complex stimulate
production of reactive oxygen metabolites by
cultured rat mesangial cells. J Clin Invest 77 :
762-767, 1986 )

Lovett DH, Haensch G-M, Goppelt M et al:
Activation of glomerular mesangial cells by
the terminal membrane attack complex of
complement. J Immunol 138 : 2473-2480, 1987
Cosio FG, Sedmak DD, Mahan JD et al:
Localization of decay accelerating factor in
normal and diseased kidney. Kidney Int 36 :
100-108, 1989

Tamai H, Matsuo S, Fukatsu A et al: Locali-
zation of 20-kD homologous restriction factor
(HRF20) in diseased human glomeruli. An
immunofluorescence study. Clin Exp Immunol
84 : 256-262, 1991

. ' — 536 —



