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A Case of Pemicious Anemia with Autoimmune Hemolytic Anemia

Jee Sook Hahn, M.D., Joon Oh Park, M.D., Seock Lee, M.D., So Young Chung, M.D.
Seung Tae Lee, M.D., Yoo Hong Min, M.D., Yun Woong Ko, M.D. and Chang Hak Sohn, M.D.

Department of Internal Medicine, Yonser University, College of Medicine, Seonl Korea
*Deparimernt of ternal Medicine, Inje University College of Medicine, Pusan Paik Hospital, Pusan, Korea

Pemicious anemia appears to be autoimmune in ongin. Autcantibodies such as anii-panetal cell
antibody and anti-inrinsic factor antibody are found inabout 90% and 70% of patients, respectively.
It s commonly associated with autoimmune  disorders of several organ systems, but rarely  with
autoimmune  hemolyviic anemia. When pemicious anemia and autoimmune  hemolytic anemmia ocours
simultaneously, some diagnostic and therapeatic dithculties exist.

We experienced a case of pernicious anemia associated with avtotmmune hemolytic anerma, The

patient was recovered by repalcement of vitamin By and steroid therapy.

key Words: Pemicions anemia, Avtoimmune hemolytic anemia
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Tabla 1. Laburatunr Fndlngs

Ui Admmssion

5,600

WHC(ful)
Hhig/dL.) 6.7
Heil %) 175
MOVIFL) 100.6
MCH{pa) 385
Platelet( > 10°ul.) 100
Reticulocytel %) 1.6
T. Bilirubingmg/dl.) 6.0
LIHTULY TR7

LIDI-2-3-4-5 423-302-45-10-6
Fe/TIBC ugfdL) 45/258
Haptoglobindmg/dL) <10
Vitamin B (pgiml.) 21.35
Felate{ng/ml.} 1.96
Coombs test

Drirect positive

Indirect positive
Anti-intrinsic factor Ab positive
Anti-parietal cell Ab positive:
Anti-platelet Ab negative
PAlg(G negative
ANASANIDNA negativemegative

Before reatment

e e E————— T

After treatment OPD

(HIY #3) (HI» #27) (2 months later)

2460 5600 10,200
6.7 12.8 16.7
18.5 39.1 48.5
1024 1005 874
372 329 3001
ol 122 157
21 1.1 L
153 27 1.5
117 74

35-54-20-3-5 12-33-19-4-6

= 10
T4 978
I8 12.22
negative
negative
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Fig. 1. Peripheral blood smear showing macrocyiic red cells{A) and hyvpersczmented neutrophilsiB)
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