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Clinical Analysis of Prognostic Factors
in Diabetic Patients with Persistent
Proteinuria
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First Department of Internal Medicine
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(Director: Prof. Akira SHIBATA)

To evaluate prognostic factors in diabetic patients with advanced nephropathy, the
degree of urinary protein, mean BP, Hb-Alc, serum Ca*IP, hemoglobin levels and mean
age were analysed in 18 diabetic patients with persistent proteinuria. These patients included
out-patients of the lst Department of Internal Medicine, Niigata University Hospital from
1982 to 1988. The patients were divided into two groups: One group (Group A) included
8 patients with under 2 mg/dl of serum creatinine levels during treatment and the other
group (Group B) included 7 patients whose serum creatinine levels increased over 2 mg/dl
during treatment. The degree of urinary protein and mean BP were significantly lower
in Group A. Mean age was significantly older in Group A. These findings suggest that
the degree of urinary protein, mean BP and age may be related to the exacerbation of
diabetic nephropathy in patients with serum creatinine levels between 1.2 and 2 mg/dl.
After determining the plot of 1/Cr in 10 patients with over 2 mg/dl of serum creatinine,
these patients were further divided into two groups: rapid progression group (Group C
N: 7) and slow progression group (Group D N: 3). The degree of urinary protein and
mean BP were significantly lower in group D as compared with that in group C. Hb-Alc
in group D was significantly higher than that in group C. The findings led us to consider
that the degree of urinary protein and mean BP may play an important role in an increase
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of serum creatinine levels and that blood suger control is not related to the exacerbation

of diabetic nephropathy in patients with over 2 mg/dl of serum creatinine levels.

Key words: diabetic nephropathy, urinary protein, mean blood pressure
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(n=7) (n=8)
uP 5814321 202+147 <0.02
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