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Abstract : A T0-year-old woman was admitted to our hospital because of fever and
loss of consciousness. She had been quite well until the morning of the admission day, but
then developed fever and became drowsy in several hours. On arrival at our hospital, her
consciousness was “II-10”(by Japan Coma Scale) and physical findings presented an
impending shock state including very low blood pressure and oligouria. Laboratory
examinations disclosed marked leukocytosis and elevation of C-reactive protein. Urine
specimen contained some bacteria, and the culture studies demonstrated the growth of
Escherichia coli, from both specimens of arterial blood and urine. We made a diagnosis of
septic shock, probably originating in urinary infection. The patient recovered from the
shock state in 24 hr during the period of intensive treatments including administration of
dopamine and antibiotics “Piperacillin sodium”. Repeated culture studies of blood and urine
turned to be negative on the third day of the treatment period. No anatomical or physiologi-
cal abnormality was demonstrated in the urinary tract. However, high levels of blood
glucose and glucosuria were observed during the treatment. Although the glucose level was
fairly controlled without any medication except diet therapy, the existence of diabetes



BUFERE S 2 v 7 & & 7o LIBEIRR & BHRERREGEED 1 41 (339)

mellitus might have been a triggering factor for urinary infection causing uroseptic shock.
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Table 1. Laboratory data no admission

Urinalysis Chemistry Blood Coagulation
Protein 30 mg/d/ T-Bil 0.10 mg/d! BT 3.0 min.
Sugar 1.0g/d!l ZTT 1.0KU PT 14.1%
Ketone (- TP 5.5g/dl APTT 33.7 sec.
Urobilinogen 0.1Eu/d/ Alb 3.5g/dl TT 150 %
Occult blood 2+ y-Glb 0.54 g/dl HPT 100 %
Sediment AST 2710/1 Fib 476 mg/ml
RBC 10-14 /HPF ALF 2110/1 FDP 13 pg/dl
WBC 50-99 /HPF LDH 358 1U/1 Serology
Epi. (G Ch-E 28810U/1 CRP 16.52 mg/d!
Bacteria @+ ALP 23310/1 HBsAg -
Feces y-GTP 2310/1 HCV-Ab =
Occult blood (= CPK 4351U0/1 CEA 1.9ng/dl
Peripheral blood T-chol 158 mg/d! CA19-9 6 U/ml
RbC 411X 10* /mm? Amy 881U/! HbAlc 6.5%
Ht 3.3% BuN 41.9mg/d! CD4/CDS8 ratio 0.45
Hb 12.3g/dl Cr 2.3mg/dl Endotoxin 34.8 pg/ml
WBC 26,100 /mm?® UA 8.4mg/dl  Urine culture
Neut. 96.1% Na 138 mEq/! Escherichia. Coli G+)
Eosi. 0.1% K 4.4mEq/!  Blood culture
Mono. 2.0% Cl 107 mEq/! Escherichia. Coli 3+)
Lymph. 1.4% Ca 8.5mg/!
PLT 17.6X10* /mm?® Glu 104 mg/!
ESR 110 mm/hr
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Fig. 1. An abdominal ultrasonic scanning of the kidneys at admission shows atrophic cortex
but no evidence of hydronephrosis.
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Fig. 2. Clinical course
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atrophic (arrow).

Table 2. 75 g Oral glucose tolerance test

Before 30min. 60 min. 120 min.
Glucose
124 226 274 319
(mg/ml)
Immunoreactive

Insulin (U/ml) 9.2 30.1 30.2 7.7

Fig. 4. A cystgraphy shows no reflux of contrast
material to the ureter.

Fig. 3. A CT scan of the lower abdomen shows that the cortex of the right kidney are partly
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