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abstract

The effect of sera from the patients with various renal diseases in childhood
on the proliferation of rat mesangial cells in culture.

Kishiro Nagata ™, Kiyotaka Nuk @i and Shinobu Waga

*k

The effect of sera from patients with various renal diseases in childhood on
the proliferation of rat mesangial cell in culture was examined, utilizing anti—
proliferating cell nuclear antigen (PCNA) serum obtained from SLE patient as

a detector. of mesangial proliferation.

Patients comprised of 17 cases of IgA

nephropathy, 5 cases of MPGN, 2 cases of lupus nephritis and 17 cases of

idiopathic nephrotic syndrome (INS) .
used as controls.

Fourteen of normal human serum were
Nutrition restricted mesangial cells with the change from 20

% FCS condition of medium to 0.5% FCS for 48 hours effectively reduced the

cells -of S phase as determined with flowcytometry .

Fourty eight hours after

the adding of sera at 20% concentration to these restricted cells, PCNA positive
cells . in 100 counté were evaluated under immunofluoloscopy. Sera from most
patients with IgA nephropathy, active stage of both lupus nephritis and MPGN,
and a part of INS increased significantly the number of PCNA positive mesan-
gial cells, suggesting that some biological factors stimulating the proliferation
of rat mesangial cells were present in these sera.
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