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A case of autoimmune hemolytic anemia
due to autoanti-Ce
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Hyun Ok Kim,. M.D., Oh Hun Kwon, M.D., Kir Young Kim, M.D.*

Departments of Clinical Pathology and Pediatrics*, College of Medicine, Yonsei University

A 12-year-old female with histiocytosis X accompanied by autoimmune hemolytic anemia. During the
episode of hemolysis, the hemoglobin level fell to 5.2 g/dL. The direct antiglobulin test was weakly
positive. The anti-C and anti-e were identified in her serum. The Rh subgroup of her family(father,
mother and brother) including the patient, were all same as DCe. The antibodies which showed anti-C
and anti-e specificity were confirmed autoanti-Ce(non-separable) using the serum absorbed with various
known Rh phenotyped RBCs. Two packed RBCs phenotyped as DcE were transfused for correction of
anemia. Acute and delayed hemolytic transfusion reactions were not noted after transfusion.
Identification of blood group specific autoantibodies may be benificial in such case for blood transfusion.

(Korean J Blood Transfus 7(2) : 257~261, 1996)
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Table 1. Serological results of antibody identification using the DiaMed-ID® gel test

Autoanti-Cedl| 2J3F 2171

g $34 1 14

Rh-hr Kidd Lewis P Unabsorbed serum Anti-e absorbed serum
D C E ¢ e C¥ JK* JK* Le* Leb PI1 LISS/Coombs enzyme with cde cells
I+ + - - 4+ o+ o+ o+ + =+ 2+ 4+ 2+
2+ o+ - -+ - -+ -+ o+ 2+ 4+ 2+
3 0+ -+ o+ - -+ o+ -+ - - - -
4 - + - + + - + + - o+ - 2+ 4+ 2+
5 - - 4+ 4+ 4+ - 4+ 4+ - 4+ 4+ 1+ 4+
6 - - + o+ = = 4+ = 4 1+ 4+ +
7 - - - + + - + - + - - 1+ 4+ -
&8 + - - + + - + - -+ o+ 1+ 4+ NT*
9 - - - 4+ + - - 4+ - - 4 1+ 4+ NT .
10 - S . T S T 1+ 4+ NT
I + + - + + - + + - + + 4+ 4+ NT
NT*: not tested. Positive ; +, Negative ; -.
Table 2. The results of antibody screening test
Phase CCDee ccDEE ccddee
Room temperature, 20 min. - - -
Bromelin 3+ - 3+
Antiglobulin phase 2+ - 1+
Table 3. The results of absorption and elution tests
Rh subgroup of cells tested
CCDee ccDEE Ccdee ccdEe ccdee CcDEE -D-
Unabsorbed serum 4+ - 4+ 4+ 4+ 2+ -
Absorbed serum with CCDee cells - - - - - - -
Absorbed serum with ccDEE cell 4+ - 4+ - 3+ - -
Eluated from CCDee cells 4+ - 4+ 4+ 4+ 2+ -
o & d WeinerSol| s 21& HuEglom 1 o]
alpha-methyldopa® X &% & @3l zp7bA
<A A o Ay &4 18 94 484 N2 A, FSREY HAb M
A FA = FE 1gGEA BT SoldE & B FATAAE Rh A7 7 Has 3 gl
7HA AL SolA 4% B ol A%t Rh, Kell, Kidd, E}. o] FA | hFE-S &gt Rh 2437 A
MNS, ABOS 5733 94o] 3 ol g no]  F79E BT w4 T Rhu 4P7E 98
HYFEE REAY 4TSS Lot & A ¥ Rh SoldS EOW & By ¢ DG,
°] T Rh 4ol Sold< = A= 1953 Ce, G T W7HA FL tig) Fold< 2= A7t
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