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A proposed cooperation system between physicians in private practice and
hospitals to prevent neglect of poor prognostic cases
with mild urinary abnormalities

Katsutaka MORI

Mori Clinic, Suita City, Osaka, Japan

Some outpatients with only mild urinary abnormalities have histologically active lesions. To prevent
the progression of these lesions, they should not be overlooked at the initial diagnosis. For this purpose,
I propose a new system of diagnostic cooperation between physicians in private practice and hospitals.

A 50-year-old male showed proteinuria (++), occult blood (H), and one granular and red cell cast in
the total fields in spot urine samples, a 24 hr urinary protein of 0.17 g, a serum creatinine of 1.2 mg/d/ and
a mean blood pressure of 112 mmHg at the first examination. Four months after the administration of an
ACE-inhibitor, the urinary protein decreased to 0.04 g while the serum creatinine level increased to 1.5
mg/d/. Therefore, a biopsy was performed at Kyoto University Hospital. Twenty-one glomeruli were
obtained revealing 6 with global sclerosis and 13 proliferative glomeruli, including 3 with crescentic and
4 with adhesive lesions. In addition, interstitial cell infiltration was observed. After treatment for active
blomeruli lesions using prednisolone and warfarin, the 24 hr urinary protein decreased to 0 g and serum
creatinine to 1.2 mg/d/, Since a correlation between the relative volume of the renal cortical interstitial
involvement and the serum creatinine concentration has been reported, the possibility of glomerular—
interstitial interaction was considered.

Thus, to prevent the neglect of patients with apparently mild disease associated with a poor prognosis,
I propose the establishment of a system of diagnostic cooperation consisting of physicians in private
practice, general hospitals and central hospitals that can provide appropriate treatment principles and give
instructions for patients with mild urinary abnormalities encountered in daily practice.
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Table 1. Laboratory data on the first visit
24 hr proteinuria 0.17g Blood chemistry
Urinalysis Cr |.2mg/dl
pH 5.0 BUN 15 mg/d/
protein 2+) UA 8.5 mg/d/
glucose (=) Na 139 mEq/!
ocb B3+) K 4.1 mEq/!
sediment Cl 105 mEq/!/
RBC 5~10/HPF Ca 9.2 mg/d/
WBC 2~3/HPF |-P 2.7mg/dl
CAST R and Gr | /TF TP 7.1 g/dl
NAG 8.8U/1 Alb 4.3g/dl
Renal function a, 0.79 g/dl
Cer 88.3 m//mi v |.05g/d/
Hematological test FPG 102 mg/d!/
WBC 8,100/l GPT 221U/1
RBC 411X 104/ ul y-GTP 701U/1
Hb 13.5g/dl T. chol 208 mg/d!/
Het 40.6% T.G 163 mg/d/
Pt 30.3X% 104/ ul HDL 64 mg/dl
Serological exam. Immunology
HBs-Ag (=) IgA 335 mg/d!/
HBc-Ab (=) C, 81 mg/dl
HCV-Ab (=) C, 28 mg/dl
ANA 40 % (HO, SP)
Table 2 Laboratory data before biopsy in Kyoto Uni-
versity
24 hr proteinuria 0.12g Ultrasonography n. p.
Urinalysis size r: 105 mm
pH 6.5 | 106 mm
protein (£) Blood chemistry
glucose (=) Cr |.0mg/dl
ocb (3+) S-3,MG |.8 ug/ml
sediment UA 6.7 mg/d/
RBC 30~40/HPF Ca 9.1 mg/d/
WBC 3~4/HPF |-P 2.7mg/dl
CAST Gr(+)/TF Na 140 mEq/!/
U-NAG 5.2U/1 K 3.8 mEq/!
24 hr U-3,MG 50 ug Cl 101 mEq//
Renal function Immunology
Cer 84.8 ml/min IgA 496. | mg/d!
RBF 424 ml/min(43 %)

RPF 256 m//min(43.8 %)
GFR 67 m//min (54 %)
FF 0.26
PSP (15%) 24 % (52 ml)
Fishberg’ conc test

611 mOsm/kg
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Fig. 1. Clinical course
From 19th Aug. 1998 to Mar. 1999 medicated in Mori Clinic,
after 5th. Apr. 1999 in Kyoto University.
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Table 3
fluorescence microscopy

Findings of Immuno-

IgA : (##) in the mesangium
IgM : (%) in mesangium
IgG : (%) in mesangium

C, : (H) in mesangium

Csy, © (1) in mesangium

Clq : (_)
Properdin : (=)
Fibrinogen : (4#) in the mesangium

(+) in the interstitium

i - e o L4
Fig.2. Light microscopy of renal biopsy
a : Marked interstitial cell infiltration around a crescentic
glomerulus. (PAS stain, X 200)
b : Mild interstitial cell infiltration around two adhesive
glomeruli. (PAS stain, X 100)
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Fig.3. The style of the first letter from medical
practitioner to hospital
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Fig. 4. Cooperation system consisting of
medical practitioners, hospital and
central hospital
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