
OP 32. Investigating the presence of human neutrophil and lymphocyte antibodies in a possible TRALI 
case: A Case Study 

Debbie McLinden1 
1 - SANBS 

Background 
Samples were received in the Red Cell Serology Laboratory of the South African National Blood Service (SANBS) 
from a patient who had experienced a reaction following the transfusion of one unit of red cell concentrate. The 
patient's symptoms included dyspnoea, acute onset pulmonary oedema and collapse.   Transfusion-associated 
acute lung injury (TRALI) was suspected and SANBS was requested to investigate. TRALI is an infrequent 
complication of transfusion, caused by the presence of antibodies to human lymphocyte antigens (HLA) and/or 
human neutrophil antigens (HNA), most often in the donor's plasma.  Typically, patient x-ray demonstrates the 
presence of noncardiogenic pulmonary oedema and bilateral lung infiltrates.  Reaction severity ranges from mild / 
moderate, to severe.  Severe cases may be fatal.  Our aim was to investigate the donor of the transfused unit for 
the presence of antibodies to HLA and/or HNA, and, if present, determine whether or not these antibodies may 
have been implicated in the patient's transfusion reaction. 
 
Methods 
One Lambda test kits (One Lambda, Canoga Park, California, USA) were used for all testing performed.  HLA 
antibody identification was performed using LABScreen Single Antigen Class I/II kits and molecular HLA Class I 
and Class II typings were performed using LABType HD RSSO kits, both presently in routine use in our laboratory.  
All HNA antibody and genotyping testing was performed on test kits currently under validation in SANBS, as routine 
HNA testing is not currently performed.  HNA antibody identification was performed using the LABScreen™ Multi 
kit, and HNA genotyping was performed using the HNA Genotyping Tray. 
 
Results 
Weakly demonstrable anti-DQA1*03:02 HLA Class II antibodies were detected in the donor sample and the 
patient's HLA Class II DQA1 typing was: DQA1*01, DQA1*03.  Donor HNA antibodies were also detected, the 
specificity was identified as anti-HNA-3a.  HNA genotyping confirmed the presence of the HNA 3a antigen in the 
patient. 
 
Conclusion 
The donor possesses antibodies to both HLA and HNA.  While the patient's HLA Class II DQA1 allelic variant could 
not be confirmed as corresponding to that of the donor's anti-DQA1*03:02 antibody, this antibody was not excluded 
as a possible contributing factor in this case.  The HNA 3a antigen was present in the patient, to which the donor 
possesses the corresponding antibody.  Although the HNA test methods employed in this case are still under 
validation in our laboratory, the significance of the results cannot be overlooked and the presence of anti-HNA-3a 
in the donor is not excluded as a possible causative factor in the patient's reaction. Anti-HNA-3 antibodies have 
been documented as most commonly associated with fatal TRALI and it is noteworthy that this case, the first HNA 
investigation at SANBS, has yielded clinically significant results. This highlights the need for routine implementation 
of HNA antibody and genotyping in the investigation of TRALI and for the ongoing management of donors found 
to possess these antibodies. 
 


