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Summary ;. The present study was designed to clarify the role of cell-mediated immu-
nity in minimal change nephrotic syndrome(MCNS) by measuring interleukin-1(IL-1)
production of peripheral blood monocytes,” macrophages(PBM).

The subjects employed in this study were 25 patients with MCNS, 18 with membranous
nephropathy (IMN), 32 with IgA nephropathy (IgA-GN), and 30 healthy volunteers as con-
trols.

Patients with MN and IgA-GN showed normal levels of IL-1 activity. PBM from
patients with MCNS produced significantly higher levels of IL-1 activity compared to
normal healthy volunteers. The increase of IL-1 production by PBM was prominent in the
nephrotic stage of MCNS. Increased production of IL-1 by PBM from patients with MCNS
returned to normal when the disease was in remission. In addition, we measured the levels
of IL-1a and IL-18 produced by PBM. Patients with MCNS, MN, IgA-GN showed normal
levels of IL-1o. PBM from patients with MCNS produced significantly larger amounts of
IL-18 compared to normal healty volunteers. Finally, the level of IL-1 activity produced by
PBM correlated positively with the level of IL-183.

These findings indicate that increased production of IL-1 by PBM from patients with
MCNS may be related to immunological abnormalities in MCNS.

Index Terms

interleukin-1, lymphocyte activating factor, minimal change nephrotic syndrome, nephrotic
syndrome
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Table 1. Sex and age distribution of subjects

Subjects Number (male/female) Age (average)
Healthy volunteers 30 (14/16) 20-58 (31)
MCNS 25 (12/13) 18-56 (32)
MN 18 10/8) 22-64 (38)
IgA-GN 32 (13/19 18-56 (31D
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Fig. 1. Standardization of IL-1 activity. Response
for mouse thymocytes to doses of standard
IL-1 (open circles) and test samples (closed
circles, mean+SE) were expressed as cpm.
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()
> 3 '2 Table 2. IL-1 production in patients with minimal
1 L ® [
: ° ® change nephrotic syndrome
e
o . ;- * Subjects Number IL-1 production (units)
¢ \ . ° L Healthy volunteers 30 1.17+0.49
o L L I ' | MCNS NS : 7 2.80+1.09%*
volunteers CR 15 1.68£0.91

Fig. 2. IL-1 production in patients with MCNS, MN

and TgA-GN.** : p<0.01. NS : nephrotic syndrome, IR : incomplete remission,

CR : complete remission. ** p<0.01.

Table 3. Productions of IL-1a and IL-18 in patients with
primary glomerular diseases

Subjects Number IL-la(pg/mD IL-18(ng/ml)
Healthy volunteers 22 363.3+80.2 2.72%0.72
MCNS 11 367.0+90.1 5.07+£2.90**
MN 11 291.2499.8 2.09+1.36
IgA-GN 14 391.3+97.6 3.42+0.78

**p<0.01.
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Fig. 4. Relationship between IL-1a and IL-1 produc-
tions. (@) : healthy volunteers, (O) :
MCNS, (A) : MN, (x): IgA-GN.
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Fig. 5. Relationship between IL-18 and IL-1 produc-
tions. (@) : healthy volunteers, (O) :
MCNS, (A) : MN, (X): IgA-GN.

Table 4. Relationships between 3 components of IL-1 in patients with

primary glomerular disease

IL-1« production

IL-1p8 production

IL-1@ production

Subjects vs IL-1 production vs IL-1 production ‘ vs IL-18 production

Healthy volunteers n s n s n s

all n s r=0.77 n s
(p<0.001)
r=0.84

MCNS n s (0<0.001) n s
r=0.88

MN nos (p<0.001) nes
r=0.72

IgA-GN n s (9<0.001) n s

n s not significant.
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