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Abstract : A case of diabetic nephropathy with microangiopathic hemolytic anemia
(MHA) is reported. The patient, a 61-year-old woman, had a 14-year history of non-
insulin-dependent diabetes mellitus. On admission to our hospital on March 29, 1996, she
had hypertension, proteinuria, and anemia. Results of laboratory tests showed proteinuria
(3 g/day), renal dysfunction (Ccr 46 ml/min), and hemolytic anemia (hemoglobin concen-
tration 7.9 g/dl, reticulocyte count 63 %o, and indirect bilirubin 1.0 mg/dl). Red cells were
fragmented in peripheral blood smears. Therefore, a diagnosis of MHA was made. In
addition, renal biopsy revealed diffuse diabetic glomerulosclerosis. After treatment with
antihypertensive drugs, her blood pressure normalized and her anemia improved. Diabetic
microangiopathy and hypertensive vascular injury may have caused MHA in this patient.
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Table 1. Laboratory data on admission

Urinalysis Biochemistry Stool examination Hemostatic test
Protein 3g/day  T-bil 1.7mg/dl  Occult blood - PT 10.0 sec
Sugar 0~1g/day I-bil 1.0 mg/dl APTT 33.4 sec
Occult blood (€D GOT 81U/1 Serology Fibrinogen 219 mg/dl

GPT 6IU/1  CRP 0.2mg/dl  FDP 10.0 ug/ml
Hematology LDH 6701U/1 ANA : (C)
RBC 237X104 /pul y-GTP 4110/1  anti-DNA Ab  3.6IU/ml Endocrinology
Ht 22.0%  T-Chol 140 mg/dl  LE test (GD) HbAlc 4.7%
Hb 7.9g/dl TG 119mg/dl  anti-GAD Ab - Fructosamine
MCV 92.6f1 TP 6.8g/dl  IgG 1,066 mg/dl 280 umol/1
MCH 33.3Pg  Alb 4.7g/dl IgA 221 mg/dl  1,5-AG 9.5 ug/ml
MCHC 36.0% Scr 0.7 mg/dl IgM 282 mg/dl Urinary CPR 43 ug/day
WBC 7,300 /ul BUN 13 mg/dl Coombs’ test Erythropoietin
Platelet 14.2X10*/ul  FBS 105 mg/dl Direct = 12.3 mU/ml
Reticulocyte 63%  Fe 65 ug/dl Indirect (GP)
Fragmented red cells TIBC 153 pg/dl Fundus oculi
-+ Ferritin 187 ng/ml Renal function DMR A2
ESR 50mm/h  Haptoglobin <10 mg/dl Cer 46 ml/min  Scheie H,S,

Fig. 1. Fragmented red blood cells in peripheral
blood smear (Giemsa staining, X800).
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Fig. 3. Clinical course.
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