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A case of cross matching incompatibility caused by anti-Xg" antibody

Summary Xg blood group system is the twelfth of 36 known human blood group systems at present,and there

are few reports about this blood group antibody at home and abroad. In this paper,through a case of cross matching

incompatibility caused by anti-Xg* antibody. the research progress of Xg blood group system and the matters needing

attention in blood transfusion work are discussed, which indicates that the staff of transfusion department should pay

attention to it. Irregular antibody screening test and blood compatibility infusion with negative antigen should be rou-

tinely carried out for patients undergoing elective surgery.
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