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Fig. 1. Peripheral blood smear: Hypersegmented
neutrophil(7 lobe, wright stain, x1,000).

Fig.2. Bone marrow smear: Nuclear-cytoplas-
mic asynchronsim in polychromatophilic
normoblast( Wright stain, x1,000).
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=Abstract=

A Case of Pernicious Anemia

Chun Sik Lee, MD; Young Rok Do, MD;
Gang Ho Jung, MD; Hong Suck Song, MD

Department of Internal Medicine, Keimyung University,
School of Medicine, Taegu, Korea

We report a patient with pernicious anemia who was diagnosed by positive anti-parietal cell antibody
test and anti-intrinsic factor antibody test. 2 months after treatment with parenteral vitamin B,
hematologic findings were normalized, and neurologic symptoms were disappeared after 8 months of
treatment.

Key Words: Pernicious anemia



