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Abstract Objective: To analyze the types and levels of HLLA antibodies and HNA antibodies associated with
immune TRALI among three groups of patients with multiple transfusions, TRALI suspected patients and normal
blood donors. Methods: A total of 100 samples were randomly collected from the three different groups and tested
for HLLA antibodies and HNA antibodies, and then identified specificity by screening kit. Results: A total of 24 ca-
ses(72.73%) HLA T antibodies and 21 cases(63. 64%) HLA [l antibodies were detected in patients with multi-
ple transfusions, 7 cases(15.56%) HLA T antibodies and 12 cases(26.67%) HLA I antibodies were found in
TRALI suspected patients, 4 cases(18.18%) HLA I antibodies and 2 cases(9.09%) HLA Tl antibodies were
screened in normal blood donors. There were 20 samples with HNA antibodies in three groups, including 11 cases
multiple transfusions(33. 33%), 7 cases HNA antibodies TRALI suspected patients(15.55%) and 2 HNA anti-
bodies(9.10%) in normal blood donors. Conclusion: The positive rate of HLA antibodies and HNA antibodies
was the highest among patients with multiple transfusions, followed by TRALI suspected patients and the lowest
among normal blood donors. Therefore, in clinical practice, we should pay attention to the screening of HLLA anti-
bodies and HNA antibodies in the patients with multiple transfusions and TRALI(suspected) patients, so as to
ensure the safety of blood use.
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