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Abstract :  Soluble thrombomodulin (sTM) is a novel marker of damaged endothelial
cell and acts as an anticoagulant. Plasma and urinary sTM in patients with minimal change
nephrotic syndrome (MCNS) in children are demonstrated in this report. In spite of normal
blood creatinine levels, the plasma concentrations of sTM in cases of onset and relapse of
MCNS were elevated as compared with healthy subjects {at onset 37.8+14.9 TU/ml
(Mean=+SD), at relapse 21.8+11.1 TU/ml, normal 9.0+2.8 TU/ml}. The urinary concen-
trations of sTM, however, were almost within normal range, and there was no correlation
between plasma and urinary concentrations of sTM. Plasma concentrations of sTM had a
good correlation (r=—0.742) with serum albumin. From these results it is suggested that
high plasma sTM concentration in patients with MCNS at initial episode and in the course
of relapse is likely to act toward anticoagulation.
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Table 1. Correlation between plasma soluble throm-
bomodulin (sTM) and other blood chemis-
try and urinary parameters in patients with
minimal change nephrotic syndrome

atonset at relapse
MCNS

CONTROL

Fig. 1. Comparison of plasma soluble throm-
bomodulin (sTM) between the patients
with minimal change nephrotic syndrome
(MCNS) at onset time or at relapse time
and normal control subjects.

E: mean+SD

Variable n T
Creatinine (mg/dl) 233 —0.161*
BUN (mg/dl) 206 0.221*
Total protein C g/dl ) 239  —0.715%
Albumin C g/dl ) 221 —0.742%
Total cholesterol ~ ( mg/dl ) 229 0.510*
Triglyceride (mg/dl ) 143 0.380"
Urinary volume (ml/day) 182 —0.322%
Urinary protein (g/day ) 110 0.088
vWF: Ag «C % > 80 0.571*
* p<0.05
* p<0.01
= p<0.001
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Fig. 2. Changes of plasma sTM in patients with
minimal change nephrotic syndrome in
initial episode and in relapse course.
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Fig. 3. Correlation between plasma sTM and
serum total protein (TP) or serum albumin
(Alb) in patients with minimal change
nephrotic syndrome.
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Fig. 4. Correlation between plasma sTM and
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(vWF: Ag) in patients with minimal
change nephrotic syndrome before steroid
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Fig. 5. Comparison of urinary soluble throm-
bomodulin (sTM) between the patients
with minimal change nephrotic syndrome
(MCNS) at onset time or at relapse time
and normal control subjects.
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Fig. 6. Changes of urinary sTM in patients with
minimal change nephrotic syndrome in
initial episode and in relapse course.
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Table 2. Correlation between urinary soluble throm-
bomodulin (sTM) and other urinary param-
eters in patients with minimal change ne-
phrotic syndrome

Variable n r
Urinary volume ( ml/day ) 54 —0.291*
Urinary protein  ( g/day ) 40 0.059
Urinary sTM (TU/mgCr) 65 0.252*

* p<0.05
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Fig. 7. Correlation between plasma sTM and uri-
nary sTM in patients with minimal change
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