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Abstract 
This study was aimed to evaluate the clinical relevance of the panel reactive antibodies 

(PRA) post kidney transplantation (KT). A total number of 90 KT recipients consisted of 71 male 
and 19 female patients. Thirty-two haploidentical and 3 HLA-identical pairs for living related KT 
and 55 cadaveric KT with 3-6 mismatched antigens were il}Cluded in this study. The analysis 
revealed that there were 2 out of 69 (2.89%) patients with no episode of rejection who had Pre-KT 
PRA-T and or PRA-B > 80 per cent while they were 5.79 per cent and 23.19 per cent for Post-KT. 
No patient in 21 cases with KT rejection had Pre-KT-PRA-T and -B > 80 per cent. There was sig­
nificant increase of antibodies in Post-KT rejections which were 28.57 per cent and 33.3 per cent 
for Post-KT-PRA-T and -B respectively. None of 3 cases with graft failure (GF) from chronic 
rejection had Pre-KT-PRA-T and -B >20 per cent and only one of them had Post-KT-PRA-T = 80 
per cent. No donor specific HLA antibody was found among this group of patients. Although 
antibody to donor HLA antigens was not observed in these patients, the increase of PRA-T and -B 
in Post-KT may indicate the immunological reaction resulting in GF. 

Panel reactive antibodies (PRA) may be 
detected at pre-kidney transplantation (KT) in 
patients who possessed pre-existing antibodies 
with or without autoantibody0.2). On the other 
hand, PRA may occur after kidney transplantation 
as a result of immunization by foreign donor HLA 
antigens. IgG donor-specific antibody at the time 
of rejection is a valuable tool for selecting a sub­
set of patients with poor-prognosis acute rejections. 

The aim of this study was to evaluate the 
correlation of PRA post-KT and graft outcome. 

MATERIAL AND METHOD 
A total number of 90 KT recipients con­

sisted of 71 male and 19 female patients. Thirty-two 
haploidentical and 3 HLA-identical paris for living 
related KT and 55 cadaveric KT with 3-6 mis­
matched antigens were included in this study. The 
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post-KT period was ranged from 2.5-96 months. 
PRA to T and B cells (PRA-T and PRA-B) were 
detected by microlymphocytotoxicity with pro­
longed incubation (LCT-P) technique. Dithiothreitol 

(DTT) neutralization was employed to classify IgM 

and IgG antibodies. 

RESULTS 
Twenty one patients (Gr. I) had acute and/ 

or chronic rejection post transplantation and the 
remaining 69 were rejection free (Gr.2). Testing the 
post transplant serum of Gr.l revealed that 6 and 

7 patients (28.6 and 33.3%) were highly sensitised 

to T and B cells respectively (defined by PRA-T 

and B cells > 80% ). Almost all of these antibodies 

were IgM and/or IgG. No patients in Gr.l were 
highly sensitised before KT. Testing the posttrans­
plant serum of Gr.2 revealed that only 5.8 per cent 
and 23.2 per cent of this group of patients were 

highly sensitised to T and B cells respectively. It is 

Table I. Pre and post-KT TIB PRA 

PRA> 80% Pre-KT Post-KT 
T B T B 

Rejection (n=21) (Gr. I) 0 0 6 7 
% 0 0 28.6 33.3 

No rejection (n=69) (Gr. 2) 2 2 4 16 
% 2.9 2.9 5.8 23.2 

also noted that some of these patients with the pre­
sence of PRA Pre-KT reactivity in sera to either T 
or B cells and to both T and B cells (2.9% each 
group) did not subsequently develop graft rejection 
(Table 1). 

Three out of 21 patients (Gr. 1) had graft 
failure, none of which were highly sensitised before 
KT. One patient (33.3%) who lost graft from chro­
nic rejection had PRA to T cell > 80 per cent post 
KT and the antibody was IgG in nature. No donor 
specific HLA antibody was found among this group 
of patients. 

DISCUSSION 
Marked increment in PRA associated with 

IgG donor specific lymphocytotoxin has been 
reported with acute rejection and poor graft out­
come(3-5). On the other hand, it has been found 
that no specific immunoglobulin isotype associated 
with acute rejection(6). In our study, patients who 
had rejection had a higher incidence of high PRA 
post KT. We have found that the majority of these 
antibodies were IgM. However, we have also 
demonstrated a patient who lost his graft from 
IgG antibody. Although specific antibody to donor 
HLA antigens was not observed, we interpret that 
the increase of PRA-T and -B post KT may indicate 
the immunological reaction resulting in graft fai­
lure. This increment of PRA may be used as a 
guideline to optimize immunosuppressive therapy. 
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Panel reactive antibodies 1u~tht.Jfl1t.Jl1cr·m1~tJ~nri1t.J1" 
" " 

~rFTiJV i-J._,filtvry'lf, ?Yl.i-J. ", ?fflJi f1Li-Ji5f}tv, W.lJ. ", n7QJOJ1Jl ry~"j•Jfl ffPI, Ph.D.", 

~:miJn inJ..,fiOJi'EJWJ, w.u. ", ry1vwJ OJ~un{cJm. -;n.u. ", w;.;tv ,;ffEJ-;FtmJ. w.u." 

M~mmh::Lil"WI'lll~N~"I'Y-wrfm~l'liHinnunTHiil'l panel reactive antibodies (PRA) l1Lf~m"iUG.Jllrllfl1(;l 

-il"Wl"WeJ'Ulf!ffiliifum"itlG.Jllrllfl1(;llf~...,~l'l 90 1'1"\J L'U"W'lflfl 71 1'1"\J m~::m~~ 19 l'l"W 1-woil"Wl"Wifil 32 ~ .yjd]-w 

HLA-haploidentical LLI'l:: 3 ~Li]u HLA-identical ~~iJ~Lun~~eJ'tllflffilii-lu 1(il'llll!J!l~vl-JeN ~1uiin 55 "ilfl M-lu 1(;) 

'lllleJ'L~fl'D"'l(;l1(;lvil-il'Wl'W'lliJ~ antigen mismatched 3-6 antigens 'llflfll"ilLI'l"il::li"'!!m;jm'lUll 2 (2.89%) 'llneJ'tllf! 

69 "ilf!ffil-lilm"ll'l'Lf1'11(;lil PRA-T LLI'l::l1~1J PRA-B ~lnn-ll1'Dvi'l:: 80 rliJ'Wlll"itll'lmhf! 1(;)LLI'l:: Ml'l'fl~ antibody \iiiJ 

cell J~ 2 'Jf1J(;l L ~~~uLtlufDfli'l:: 5. 79 LLI'l:: 23.19 m~i!hliiul1Lf~m"itl'.Jflrllfl 1(;) ~l'W~Ulf!-il"Wl'W 21 "ilf!.yjil 

lll"il'l'Lflil1(;)1l-l-wu-l1"ilf!LI'lil PRA-T LLI'l:: B ~lllllllfiJfli'l:: 80 rliJ'Wlll"iUG.jllrllfl 11'1 LLili11lfll1Lf~m"itl'.jllrllfl 1(;)U.~lil 

lll"il'l'Lflil1(;l"W1JlleJ'Ulflll~~,j'l'l'f1~ antibody \iiiJ PRA-T LLI'l:: B L ~~~'WfiJf!i'l:: 28.5 7 ~~UUllill'lll~LLiilflllil~iJ~l~ 
il'\Jmh.J'!)! L"W-il'Wl'W~UlV 3 11v .yjj:l graft failure 'llfl chronic rejection 1'11l'l1l-l-wu PRA-T LLI'l:: 1 "ilflil PRA-B 

oJ'i:WllllfiJfli'l:: 20 riiJu-lum"iUG.jllrllfl1(;l "WUllilLWfl~ 1 l'W 3 l'l'Wify\j:l PRA-T l1Lf~lll'lU'.jllrllfl1(;lLYhnufDfli'l:: 

80 LL~lll'Wfll'l(;l"il'l PRA l'W~thfllii~ni'l11rrLl-l-wu specific antibody \iiiJ donor HLA antigen LLilim'l.yj"WUllil 

PRA-T LLI'l:: B L~~~ul1Lf~fll"iUG.jllrl1fl11il iJl'lU~~n~tlijii1f!lY1l~~~l;j'W.yjj:lt-Ji'l\iiiJ graft failure 

• -.i'EJ~ti{Ju~m'l\il'll"'lLdm~iJ. ml'l'i'lflWVlii'imn, 

•• llll'll'lflDlQ'iAlNiil{ \Plru::LLW'YlVAlNiilf h~WEJltJl<l'll~lOUiii, ~·1·1ll'Y1EilLfV~~\il<l, n1~L'Y1W'1 10400 


