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Pretransplant Serum IgA Concentration and IgA-Anti-Fab Autoantibody Activity
in Renal Transplant Recipients and their Clinical Significance: A Pilot Study

Yu Seun Kim, M.D., Jung Woon Lee, MD., Myoung Soo Kim, M.D., Eun Mi Lee, B.S.
Hyon-Suk Kim, M.D.l, Soon 1l Kim, M.D., Taeckyun Kim, M.D. and Kiil Park, M.D.

Departments of Surgery and Clinical Pathologyl, Yonsei University College of Medicine

Recent reports documented an association between the pretransplant serum IgA level andjor
IgA-Anti-Fab antibody activity, and the increased graft survival in kidney transplants. This pilot study
correlated the serum IgA levels as well as IgA-Anti-Fab antibody activities, with the living donor renal
allograft survival. Pretransplant sera of 79 kidney transplants were investigated for IgA level by
nephlometry and IgA-Anti-Fab autoantibody by ELISA, together with 18 sera from controls. Patients
were divided into 2 cohort groups about the median value of the serum IgA concentration. High IgA
levels did correlate with increased graft survival with pretransplant serum IgA level above vs. below
the median(352 mg/dl) displaying a 13% survival advantage at 5 years after transplantation. However,
pretransplant serum IgA-Anti-Fab activities did not correlate with graft survival with levels above vs.
below the median(38 O.D.).

In conclusion, this pilot study, although based on the limited numbers of patients, suggest that
pretransplant serum IgA level might be a potential candidate for the prognostic indicator of long-term
renal allograft survival. To confirm and extend the power of serum IgA andjor IgA-Anti-Fab antibody,
main project based on the large number of patients has be settled down in the near future.
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Table 1. Demographics of normal control group and study

group
IgA Non-IgA
Age Control study study Total
group
group group
<19 0 4 8 12
20-29 4 11 15 30
30-39 8 19 9 36
40-49 2 5 3 10
>50 4 2 3 9
Total 18 41 38 97

p=0.0836
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mg/dIE JIgAdifEe] =FX] 287(+119) mg/digh =}
ol7} sl o} IgAifF 9] 435(+135) mg/dlts E-A)
Ao Fogt AolE Hgirk AW IgA-Anti-
Fabz}7}3M| A7l 2 1gAs el vPdrlA® IgAdn gt
oAt om QA F7+E £74-& Hdrh(Table 3).

IgASH 455 9} TgA-Anti-Faba}7}8kA| o 7)ol Alukat
A A B dzdollAs FXAelg) ulg A
JEY + A2 R=0242, p=0.334), IgAdiff o|}
JHgARiffoll A= [gAgAlE =9} IgA-Anti-Fabd}al|ed 7}
Aololl fojgt ABHATL Qo IgAFAFES IgA-
Anti-Fabg}|d 7= A A48 AIE Brhzzh R=0.33
I} 0.549, P<0.01)(Fig. 1-~-3).
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Table 2. Risk factors affecting the graft survivals in study

subgroups
IgA Non-IgA
group group p-value
(n=41) (n=38)
Age at Tx 32.0+83282+11.5 0.0973
Sex (Male:Female) 31:10 26:12 0.4763
Donor-Recipient Relation  27:14 20:18 0.2317
(Related : Unrelated)
Rejection within 1 month 41.5% 28.5% 0.2452
Rejection within 1 year 51.2% 44.7% 0.5645
Delayed acute rejection 2/41 1/38 0.6017

Table 3. Serum IgA and IgA-Anti-Fab level(Mean+S.D.)

Control IgA Non-IgA

group group* group

(n=18) (n=41) (n=38)
Serum IgA 31711422 4350+1352 286.9=119.4
Serum IgA-

Anti-Fab 27.4+427 62.8+51.1 32.5+29.2

* Significantly different from Non-IgA group or normal
control group
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Fig. 1. Association of serum IgA level and serum IgA-
Anti-Fab activity in normal control group.
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Fig. 2. Association of serum IgA level and serum IgA-
Anti-Fab activity in IgA-study group.
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Fig. 3. Association of serum IgA level and serum IgA-
Anti-Fab activity in Non-IgA study group.
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Fig. 4. Graft survival rate according to the original kidney
disease.
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Fig. 5. Graft survival rate according to the serum IgA
level.
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Table 4. Incidence of acute rejection according to the serum IgA level and serum IgA-Anti-Fab level

Incidence of acute rejection (%)

within 1 month*  within 1 year*  after | year*

Serum IgA level High (>352)(n=39) 38.5 48.7 2.6
level Low ((:£352)(n=40) 32.5 47.5 5.0
Serum IgA-Anti-Fab High (>38 O.D.)(n=39) 33.3 46.2 5.1
level Low ((:238 O.D.)(n=40) 375 50.0 2.5

* npot significant between high and low group

[ p=0.0436
——— High IgA-Anti-Fab Ievel(>38)(n=39)_
SIEREEER Low IgA-Anti-Fab level(<=38)(n=40)
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Fig. 6. Graft survival rate according to the serum IgA-
Anti-Fab level.
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