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Abstract: Objective To investigate the effects of HLLA typing and panel reaction antibody(PRA) on graft function of kidney
According to the test results of pre-transplant HLA typing, the effect of HLA typing and PRA on

the incidence of renal acute rejection (AR) and the graft function in recipients post kidney transplantation. Results In the 121 re-

cipients,15(12, 40%) cases were with renal AR,6(4. 97 %) cases were positive with PRA and 29(23. 97 %) cases were with the de-

post transplantation. Methods

terioration or loss of graft function. Among the 51 recipients, with four or less mismatches of antigen HLA-A.B.DR and DQ,and
70 recipients,with more than 4 mismatches,44(86. 27 %) and 48(68. 57%) cases, respectively, were with good graft function,and
the percentages of the two groups were statistically different. Of the two groups, mentioned above, the incidences of AR were
3.92% and 18.57% ,respectively, and the percentages of the two groups were also statistically different. Conclusion Fine HLA
matching could significantly reduce the incidence of AR. Functional deterioration of grafted kidney is associated with the positivity
of PRA,but HLA matching might not influence the production of PRA.
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