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Research progress of GIL blood group antigen

Summary GIL has been recognized as an independent blood group antigen of the red blood cell system by IS-

BT blood group antigen in 2002, but the current report is not much. GIL antigen is a water channel protein 3

(AQP3), a transmembrane protein of 6 transmembrane protein, which antigen epitope is on the outer membrane

of the third ring, and a membrane transport protein, associated with cancer, and malaria related anemia. GIL anti-

gen can cause blood transfusion hemolysis and HDN,
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