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Abstract
BACKGROUND: CD30 is considered to be a marker for the activated immune system; however, its association with 
acute rejection and kidney graft function showed severe heterogeneity.

AIM: The aim of this study is to examine the predictive value of soluble CD30 (sCD30) levels for kidney transplantation 
(KT) outcomes in children.

MATERIALS AND METHODS: CD30 in serum was measured by ELISA technique in 50 pediatric kidney transplant 
recipients (KTRs) within 13.4 ± 4.5 days before and within 19.5 ± 9.2 days after KT. sCD30 values were correlated 
with clinical, laboratory, and immunosuppressive (IS) therapy data and graft function of included patients. Twenty 
age/gender-matched healthy controls participated as reference values for sCD30 levels.

RESULTS: Our study revealed that serum levels of CD30 showed a significant relation between serum sCD30 levels: 
Pre/post-transplantation (p = 0.02) with increasing sCD30 levels after transplantation (71.60 pg/mL vs. 90.20 pg/mL). 
In the time, there were no relations between sCD30 with other parameters.

CONCLUSIONS: Our results suggest that the measurement of serums CD30 levels may be used as a valuable 
biomarker in renal transplantation when it is measured pre/post-transplantation.

Edited by: Slavica Hristomanova-Mitkovska
Citation: Rashad AA, Elshamaa MF, Salah DM, 

Rasheed M, Kantosh N, Nazieh R, Ismail M, Kamel AS, 
Sayed S. Assessment of Serum Soluble CD30 levels in 

Pediatric Kidney Transplant Recipients. SEE J Immunol. 
2023 Nov 30; 6(1):102-108.  

https://doi.org/10.3889/seejim.2023.6057
Keywords: sCD30; Renal transplantation; Kidney 

rejection; Graft functions; Pediatrics
*Correspondence:  Alaa A. Rashad, Department of 
Pediatrics, National Research Centre, Cairo, Egypt. 

E-mail: aa.abdel-hamid@nrc.sci.eg 
Received: 14-Aug-2023

Revised: 05-Oct-2023
Accepted: 10-Nov-2023

Copyright: © 202 Alaa A. Rashad, Manal F. Elshamaa, 
Doaa M. Salah, Maha Rasheed, Nagwa Kantosh,  

Rasha Nazieh, Mervat Ismail, Ashraf S. Kamel,  
Shaimaa Sayed

Funding: The investigation was financially supported by 
NRC (Funding number=10010008)

Competing Interests: The authors have declared that no 
competing interests exist

Open Access: This is an open-access article distributed 
under the terms of the Creative Commons Attribution-

NonCommercial 4.0 International License (CC BY-NC 4.0)

Introduction

Antibody-mediated rejection (AMR) is the most 
common cause of allograft failure in kidney transplant 
recipients (KTRs) [1]. Serum creatinine and proteinuria 
reflect kidney allograft function, but they are non-
specific tools. Despite its limitations (being invasive 
procedure with increased risk of bleeding and infection), 
kidney graft biopsy remains the gold standard method 
for confirming AMR [2]. This makes developing non-
invasive biomarkers that identify KTRs at higher risk of 
immunological-mediated allograft loss mandatory [3].

Soluble CD30 (sCD30) is a member of the 
tumor necrosis factor/nerve growth factor receptor 
superfamily with a molecular weight of 120-kDa. It 
is expressed on natural killer cells, dendritic cells, 
regulatory T cells, as well as CD4+ and CD8+ activated 
T cells but not on resting T cells and it is considered to 
be a marker for activated immune system in which T 
cells can damage the allograft [4].

Although the function of CD30 remains unclear, 
there is limited knowledge of CD30 expression in various 

subtypes of post-transplant lymphoproliferative disorder 
and its correlation to clinicopathological features [5].

Many investigators have shown that higher 
pre-transplant sCD30 is an indicator for the risk of acute 
kidney graft rejection [6], while other authors did not 
find such an association [7].

Beside its expression on activated T cells, 
sCD30 is also expressed on activated B cells. It was 
found that sCD30 correlates with disease activity in 
patients with autoimmune diseases such as systemic 
lupus erythematosus, granulomatosis with polyangiitis, 
and rheumatoid arthritis [8]. On the other hand, 
sCD30 was approved for the treatment of relapsed or 
refractory Hodgkin lymphoma and anaplastic large cell 
lymphoma [9].

The heterogeneity of published data regarding 
the association between sCD30 and graft rejection or 
loss makes further investigation of the immunological 
role of sCD30 in kidney transplantation (KT) is crucial. 
In this study, we were in the process of determining the 
significance of sCD30 as indicator of graft functions and 
graft outcomes in pediatric KTRs.
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Materials and Methods

Patients

This is a cross-sectional case–control study 
that included 50 consecutive pediatric KTRs. All included 
patients received their kidney transplant from living donor 
according to national regulations and were following up at 
KT Outpatient Clinic, Cairo University Children Hospital 
(CUCH), Cairo, Egypt. The study was conducted over 
18 months between June 2018 and December 2019.

Included patients had stable graft function 
(defined as serum creatinine <1 mg/dL) with no decline 
in GFR within the past 3–6 months, with no proteinuria 
(spot urine protein–creatinine ratio <200 mg/g). Blood 
pressure (BP) was evaluated according to the American 
Academy of Pediatrics; 32 (64%) patients had elevated 
BP (≥90th percentile to <95th percentile or 120/80 mm Hg 
to <95th percentile (whichever is lower) and 18 (36%) 
patients with normal BP (<90th percentile) before KT. 
After KT, 38 (76%) patients had their BP controlled 
(<90th percentile) on double antihypertensive drugs upon 
post-operative hospital discharge; then, antihypertensive 
medications were discontinued over the next 1–2 months.

All patients were recipients for their first kidney 
graft except for one (2%) patient who received a previous 
transplant. All the donors had no medical problem apart 
from anemia and controlled HTN. All KTRs were vaccinated 
against HBV. Subjects were not routinely screened for 
the development of the novel human leukocyte antigens 
(HLA) antibodies post-transplant. Anatomical problems 
were excluded by ultrasound and nuclear scans. KTRs 
showing signs of ureteral obstruction and/or renal artery 
stenosis of the graft, arterial, venous thrombosis, and 
infection-induced fever were excluded from the study.

All patients underwent pre-transplantation 
hemodialysis for a median duration of 12 months. 
Each HD session was for 4 h, 3 times per week using 
polysulfone membranes and bicarbonate dialysate 
using a blood flow rate of 80–150 mL/min and a 
dialysate flow rate of 500 mL/min. The dialysate fluids 
were prepared from concentrated salt solutions and 
from bicarbonate powder in sealed containers [10].

Twelve healthy children with age-body mass 
index and gender matched with no clinical signs or 
family histories of renal disease were included as 
controls. They were recruited from the Pediatric Clinic 
of Centre of Excellence© of the National Research 
Centre (NRC) (CENRC).

Ethical issues

The study was approved by the ethical 
committees of the NRC and Pediatric Nephrology 
Unit, CUCH, Egypt. Blood samples from patients and 
control were collected upon written informed consent in 
accordance with the declaration of Helsinki [11].

IS regimens

Antibody induction therapy (either IL-2 
receptor blocking antibody [anti-IL-2R Ab, basiliximab] 
or antithymocyte globulin [ATG]) was received by 
46 patients, while 4 patients did not receive antibody 
induction immunosuppression.

All children received intravenous 
methylprednisolone perioperative, as a part of induction 
immunosuppression. Steroids were tapered to oral form 
a week after KT then kept on high dose till the end of 
the 1st month. By the 1st year of KT, steroids gradually 
withdrawn to oral low-dose prednisolone.

In addition to steroids, IS protocol included 
calcineurin inhibitor (CNI) and mycophenolate mofetil 
(MMF). MMF was administrated as an adjuvant therapy 
to all patients for at least 1-month post-transplantation 
then continued in 46 patients afterward and replaced by 
everolimus (mammalian target of rapamycin inhibitors 
[mTORI]), with low CNI dose in 4 patients. The initial dose 
of MMF was 360–1440 mg/day, and the dose was modified 
based on adverse effects such as diarrhea or leukopenia.

Clinical parameters

The potential factors which may affect serum 
sCD30 levels were included. The number of HLA 
mismatch (out of 6 HLA alleles for the 3 assessed HLA 
classes; HLA class A, HLA class B, HLA class DR), 
donor relation (related versus unrelated), episode of 
cytomegalovirus (CMV) infection, graft function (in 
term of serum creatinine and calculated estimated 
glomerular filtration rate), and CNI trough levels at 
assessment were evaluated.

Cold ischemia time was defined as the time 
elapsed between clamping of the donor graft artery 
and de-clamping of the anastomosing vessel in the 
recipient (signifies the duration of ischemia/reperfusion 
injury). Acute rejection (AR) was defined as a rise in 
serum creatinine of 20%–30% from baseline levels 
and accompanied by clinical symptoms and signs 
as fever, graft tenderness, and oliguria usually within 
days to weeks after the transplant [12]. Presumed 
acute rejection (PRAR) was defined as an episode of 
AR, which is diagnosed clinically and treated by pulse 
methylprednisolone; however, a biopsy the sample 
was not taken or did not have the signs of rejection 
according to the Banff criteria. Biopsy-proven acute 
rejection (BPAR) was defined as acute graft dysfunction 
accompanied by pathological evidence of rejection [13].

Chronic allograft dysfunction (CAD) was 
defined clinically as a progressive decline of graft 
function with ≥15% irreversible increase in creatinine 
level within 1–3 months and proteinuria ≥1 g/24 h 
accompanied with a pathological diagnosis of interstitial 
fibrosis and tubular atrophy [14].
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Serum sCD30 assay

Peripheral blood samples were obtained in 
healthy controls (HCs) and KTRs. Blood samples 
were withdrawn within (13.4 ± 4.5) days before and 
within (19.5 ± 9.2) days after transplantation in KTRs. 
The samples were analyzed for sCD30 using a 
commercially available, enzyme-linked immunoassay 
ELISA kit (Bender MedSystems GmbH, Wien, Austria) 
in accordance with the manufacturer’s instructions. The 
absorbance of microwells was measured at 450 nm. The 
concentration of sCD30 was determined by comparing 
the optical density of sample wells with the optical 
density of wells with standard dilutions of sCD30.

Statistical analysis

Statistical analysis of data was done using SPSS 
version 25.0. Chi-square test was used for comparison 
between data presented as frequency and percentage. 
The student t-test was used for comparison between data 
presented as median. Analysis of variance post hoc test 
was used for multiple comparisons. Correlation between 
various variables was done using Spearman’s rank 
correlation equation. Sample size was measured to be 
45 or more to have a confidence level of 95% that the real 
value is within ±5% of the measured/surveyed value with 
a calculated power of the study about 80% [15]. p < 0.05 
was considered as statistically significant.

Results

Demographics, clinical, and laboratory 
parameters of KTRs and HCs are summarized in Table 1. 
The original renal disease of KTRs was obstructive 
uropathy in 18 patients (36%), inherited nephropathy 
in 14 patients (28%), unknown in 14 patients (28%), 

and chronic glomerulopathy in 4 patients (8%). As for 
consanguineous marriage between the father and mother 
of patients, we found that 74% of our patients from non-
consanguineous marriage. By taking the family history, we 
found that two of the patients had a brother who suffered 
from kidney problems and had a kidney transplant.

The median of sCD30 levels in KTRs and 
HCs was 90.20 pg/mL and 146.80 pg/mL, respectively 
(p = 0.27). No significant correlations were detected 
between sCD30 and other laboratory parameters.

As illustrated in Table 2, pre-transplant serum 
level of sCD30 in KTRs showed a significant relation 
with its levels after KT with increasing sCD30 level after 
transplantation (Median 71.60 pg/mL vs. 90.20 pg/ml, 
p = 0.02) (Figures 1 and 2). Donor relations did not 
show a significant association with sCD30 (levels in 
related (62.60 pg/mL) versus non-related donor KTRs 
(117.30 pg/mL). As such, other subgrouping of KTRs 
according to their CMV status, immunosuppression 
medications, AR episodes (either PRAR or BPAR) did not 
show significant association with sCD30. No significant 
difference was found in sCD30 on comparing patients 
with CAD versus patients with no CAD (89.60 pg/mL 
and 94.40 pg/mL, respectively, p = 0.40).

Figure 1: Median values of serum sCD30 levels in different groups; 
pre-transplant, post-transplant and controls groups and by analysis 
of variance p = 0.41, in time by spearman, pre-transplant versus post-
transplant p = 0.02, pre-transplant versus controls p = 0.59, post-
transplant versus controls p = 0.2, p < 0.05 was considered significant

No significant difference was found in sCD30 in 
different antibody induction therapy groups (ATG group: 

Table 1: The demographics clinical and laboratory data of the cases and controls (sCD30 comparing by the median)
Data KTRs (n = 50) Controls (n = 12) p-value CD30 p- value CD30 Correlation Coefficient
Age at assessment (years) 12.94 ± 4.23 10.70 ± 4.51 0.13 0.27 −0.16
Sex (male/female) 35/15 (70%/30%) 8/4 (66.7%/33.3%) 0.12
Pre-transplantation FU duration (days) 13.4 ± 4.5 0.60 −0.07
Post-transplantation FU duration (days) 19.5 ± 9.2 0.22 0.17
Dialysis duration (months) 21.70 ± 25.34 0.53 0.09
BMI (kg/m2) 22.63 ± 7.88 23.60 ± 8.44 0.859 0.53 −0.09
SBP (mmHg) 109.40 ± 10.5 95.54 ± 9.70 0.0001 0.82 −0.03
DBP (mmHg) 70.40 ± 8.91 61.55 ± 10.10 0.0001 0.99 0.00
Donor Age (years) 37.18 ± 6.21 0.34 −0.14
Tx weight (kg) 26.25 ± 9.53 0.21 −0.18
Cold ischemia time (min) 52.45 ± 12.30 0.79 0.04
PRD initial dose (mg/day) 184.00 ± 55.73 0.21 −0.18
PRD at 12 mo (mg/day) 4.23 ± 1.55 0.94 0.01
Trough cyclosporine level (ng/mL) 110.83 ± 18.55 0.19 −0.18
Trough tacrolimus (ng/mL) 6.26 ± 1.16 0.78 −0.04
BUN (mg/dL) 19.78 ± 11.69 0.89 0.02
Serum creatinine (mg/dL) 0.9 ± 0.3 0.9 ± 0.17 0.14 0.38 −0.17
eGFR (mL/min/1.73 m2) 76.20 ± 22.10 96 ± 18.8 0.0203 0.94 −0.01
Hb (gm/dL) 10.84 ± 1.17 14.23 ± 1.50 <0.0001 0.95 0.01
TLC [×103/mm-3] 7.83 ± 2.61 3.57 ± 1.42 <0.0001 0.67 0.06
PLT [×103/mm-3] 223.06 ± 78.41 269.45 ± 84.02 0.0057 0.71 0.05
CD30 382.92 ± 1027.36 (90.20) 348.84 ± 386.50 (146.80) 0.27 0.35
CD4% 34.32 ± 9.58 34.78 ± 10.01 0.882 0.24 −0.17
Data were represented mean ± standard deviation, frequency, and percentage or median as applicable. KT: Kidney transplantation, FU: Follow-up, BMI: Body mass index, SBP: Systolic blood pressure, DBP: Diastolic blood 
pressure, HB: Hemoglobin, eGFR: Estimated glomerular filtration rate, Tx: Transplantation, PRD: Prednisolone, BUN: Blood urea nitrogen, TLC: Total leucocyte count, PLT: Platelet count. p<0.05 was considered significant
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80.60 vs. basiliximab group: 115.40 vs. no antibody 
induction group: 90.20).

Figure 2: Median values of serum sCD30 levels in pre-transplant and 
post-transplant groups. p = 0.02. p < 0.05 was considered significant

Discussion

Expressional markers for the activated immune 
system are important topics of study in KT, in which 
activated T cells – which increase in the process of 
transplantation – can damage the allograft. Therefore, 
those markers are potential indicators of graft functions 

that could carry the hope of replacing the need for 
invasive biopsies. sCD30 is different from the rest of 
other markers for graft functions in KT. Researches 
differed in its importance as well as in the timing of its 
measurement in relation to transplantation.

In 2002, Pelzl et al. first indicated that only 
measurement of sCD30 levels before transplantation 
determined graft functions [16]. Researches were 
carried out confirming their results about pre-transplant 
sCD30 levels [17], [18]. However, several following 
studies confirmed that not only elevated pre-transplant 
but also post-transplant levels sCD30 levels must be 
measured [7], [19], [20], [21], [22]. Other researches 
did not find significant of pre/post-sCD30 with the graft 
function in KT because the very heterogeneous factors 
that affect this marker [23], [24], [25], [26].

We withdrew one sample sCD30 before, 13.4 
± 4.5 days pre-transplant and another sample after 
transplantation (19.5 ± 9.2) days post-transplantation 
for each patient, in addition to the control group. Our 
research found that there was a significant relation 
between pre/post-samples of sCD30 with showed 
increasing sCD30 levels after transplantation.

In time; our study showed no significant 
association between sCD30 and AR or any of BPAR 
episodes, PRAR, CAD.

Furthermore, many authors found 
heterogeneous results of the meta-analysis from 12 
studies and concluded that the accuracy of sCD30 for 
predicting graft rejection was poor and their explanation 
for this observed heterogeneity due to many factors 
such as heredity, host susceptibility, and environmental 
factors [27], [28]. In addition, Halim et al. made several 
measurements of this marker post-transplantation but 
they recorded that serial measurements of sCD30 did 
not show a difference among subjects who displayed AR 
episodes [29]. Moreover, Slavcev et al. recommended 
measurement of soluble CD30 after transplantation, 
taken into consideration with the presence of HLA 
class II antibodies, might be helpful for evaluating the 
potential risk for AR [30].

Contrary to our results, there was a strong 
association between sCD30 and the risk of AR detected 
by other investigators [2], [4].

Accordingly, we can summarize and explain 
some facts about these results. Serum levels of sCD30 
are increased in our transplant patients independently of 
graft rejection or functions. Although other researchers 
found that increased sCD30 levels could be affected 
by many factors, it is not only limited to T-cells activity 
but also on B-cell lines [8]; however, in this research, 
we assess only one aspect of the immune system. 
Pellegrini et al. confirmed our opinion that showed 
in vitro, under physiological conditions; CD30 is not a 
marker for Th2 cells only but an important co-stimulator 
molecule in the regulation of the Th1/Th2 balance [31]. 
This may explain the lack of a sustained association 

Table 2: Comparisons of sCD30 levels in the different subgroups 
of transplanted patients (n = 50)
Subgroups Median p-value
Gender variation

Male = 35
Female = 15

90.80
59.60

0.24

Donor relation
Related donor (n = 38)
Non-related donors (n = 12)

62.60
117.80

0.18

Pre- and post-transplantation
Pre-transplantation
Post-transplantation

71.60
90.20

0.02

Number of mismatch
Mismatch = 1
Mismatch >1

69.20
92.60

0.46

Antibody induction therapy
ATG (n = 34)
Basiliximab (n = 12)
No antibody induction (n = 4)

80.60
115.40
90.20

0.80

Immunosuppression protocol
CsA based protocol (n = 14)
Tacrolimus-based protocol (n = 32)
m-TORI low CsA protocol (n = 4)

106.40
90.80
17.05

0.85

CNI used
Tacrolimus (n = 17)
CsA (n = 33)

90.20
89.60

0.64

CMV status
CMV IG g+ve (n = 44)
CMV IG g−ve (n = 6)

90.20
124.20

0.65

Previous PRAR episodes
No PRAR (n = 16)
Yes PRAR (n = 34)

65.60
92.60

0.71

Previous BPAR episodes
No BPAR (n = 36)
Yes BPAR (n = 14)

90.80
87.20

0.34

Pathological evidence of CAD
No CAD (n = 43)
Yes CAD (n = 7)

94.40
89.60

0.40

AMR
No AMR (no = 49)
Yes AMR (no = 1)

89.60
4988.00

0.76

Data were represented mean ± standard deviation, frequency, and percentage or median as 
applicable. KTRs: Kidney transplantation recipients, HD: Hemodialysis, ATG: Antithymocyte globulin, 
IS: Immunosuppression, CNI: Calcineurin inhibitor, CsA: Cyclosporine, mTORI: Mammalian target of 
rapamycin inhibitors, CMV: Cytomegalovirus, PRAR: Presumed acute rejection, BPAR: Biopsy-proven 
acute rejection. CAD: Chronic allograft dysfunction, AMR: Antibody-mediated rejection). p<0.05 was 
considered significant
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between sCD30 release and graft functions and the 
different biomarkers after allogeneic transplantation. 
Moreover; as we said before, we could not assess HLA 
class II antibodies which may be affected on sCD30.

There is another factor in the height of this 
marker; during allogeneic stimulation of T cells, CD30 
is upregulated on the memory CD4+and CD8+T cells 
and the CD30 will thus release into the blood, but at the 
same time, the receptors decrease with the time [32] 
and become more resistant; upon these facts, we put 
a hypothetical theory that its increase in serum but 
with no activity on the receptors. Finally, we realized 
that donor type was an important factor leading to the 
heterogeneous results in the studies.

Some studies added that the gender and the 
age of the patients considered from the heterogeneous 
factors that could affect the sCD30 results; but our 
results not supported this fact; subgroup analyses 
showed neither significant correlation between levels 
of sCD30 with the gender factor nor with the age of 
patients [33], [34]. In agreement with us, Azarpira et al. 
showed no relation between the effect of sCD30 and 
the age of patients with rejection [25].

Another important factor that controls the effect 
of sCD30 is the type of the graft. All our patients were 
from living donors. Whether related or non-related, 
Mirzakhani et al. talked about another important 
point that controls the effect of this marker on which 
is the type of the transplant whether cadaveric or 
living donor. They found a strong association relation 
between sCD30 levels and AR, but this effect was 
moderate in the patients who received the graft from 
living donors [2].

Our results concluded that there is no effect 
of IS drugs on post-transplant sCD30 level. As the 
same of our results, some of the studies reported that 
the sCD30 level was not significantly different after IS 
drugs [7], [35], [36], [37]. Others reported that IS drugs 
may affect the sCD30 level and decrease the post-
transplant sCD30 levels [2].

Risk assessment in KT is complex and 
dependent on multiple factors of immunologic factors. 
Accordingly, we recommend the future studies that it 
needs large-scale multicenters studies; and taking 
into consideration, serial measurements for every 
patient; and according to those factors, patients can be 
stratified into higher and lower risk categories before 
the introduction of sCD30 as biomarker into the clinical 
practice.

Limitation

This study was limited by being a single-center 
study and the lack of serial measurement of the sCD30 
marker to verify its pattern of expression after KT.

Conclusions

We found a significant increase in serum 
sCD30 levels after KT than before transplantation which 
suggests its over expression in KTRs probably due to 
activated immune response. Serum levels of sCD30 
did not show any significant difference AR nor in CAD 
groups. Further, larger scale study is recommended with 
serial assessment of this marker which could be useful 
in detecting its role in allograft function and pathology.

References

1. Schinstock CA, Mannon RB, Budde K, Chong AS, Haas M, 
Knechtle S, et al. Recommended treatment for antibody-
mediated rejection after kidney transplantation: The 2019 
expert consensus from the transplantion society working group. 
Transplantation. 2020;104(5):911-22. https://doi.org/10.1097/
TP.0000000000003095

 PMid:31895348
2. Mirzakhani M, Shahbazi M, Akbari R, Dedinská I, Nemati E, 

Mohammadnia-Afrouzi M. Soluble CD30, the immune 
response, and acute rejection in human kidney transplantation: 
A systematic review and meta-analysis. Front Immunol. 
2020;11:295. https://doi.org/10.3389/fimmu.2020.00295

 PMid:32256486
3. Eikmans M, Gielis EM, Ledeganck KJ, Yang J, Abramowicz D, 

Claas FF. Non-invasive biomarkers of acute rejection in kidney 
transplantation: Novel targets and strategies. Front Med. 
2019;5:358. https://doi.org/10.3389/fmed.2018.00358

 PMid:30671435
4. Grenzi PC, Campos ÉF, Silva HT Jr., Felipe CR, Franco MF, 

Soares MF, et al. Post-transplant soluble CD30 levels 
are associated with early subclinical rejection in kidney 
transplantation. Transpl Immunol. 2015;32(2):61-5. https://doi.
org/10.1016/j.trim.2015.02.004

 PMid:25698648
5. Kinch A, Amini RM, Hollander P, Molin D, Sundström C, 

Enblad G. CD30 expression and survival in posttransplant 
lymphoproliferative disorders. Acta Oncol. 2020;59(6):673-80. 
https://doi.org/10.1080/0284186X.2020.1731924

 PMid:32102582
6. Dong W, Shunliang Y, Weizhen W, Qinghua W, Zhangxin Z, 

Jianming T, et al. Prediction of acute renal allograft rejection 
in early post-transplantation period by soluble CD30. 
Transpl Immunol. 2006;16(1):41-5. https://doi.org/10.1016/j.
trim.2006.02.005

 PMid:16701175
7. Vondran FW, Timrott K, Kollrich S, Steinhoff AK, Kaltenborn A, 

Schrem H, et al. Pre-transplant immune state defined by serum 
markers and alloreactivity predicts acute rejection after living 
donor kidney transplantation. Clin Transplant. 2014;28(9):968-
79. https://doi.org/10.1111/ctr.12399

 PMid:24931031
8. Drasch T, Bach C, Luber M, Spriewald B, Utpatel k, Büttner-

Herold M, et al. Increased levels of sCD30 have no impact 
on the incidence of early ABMR and long-term outcome in 
intermediate-risk renal transplant patients with preformed DSA. 
Front Med (Lausanne). 2021;8:778864. https://doi.org/10.3389/

https://oamjms.eu/index.php/mjms/index


 Rashad et al. Immune nephrology

SEE J Immunol. 2023 Nov 30; 6(1):102-108. 107

fmed.2021.778864
 PMid:34820407
9. Mika T, Strate K, Ladigan S, Aigner C, Schlegel U, Tischoff I, 

et al. Refractory Epstein-barr virus (EBV)-related post-transplant 
lymphoproliferative disease: Cure by combined brentuximab 
vedotin and allogeneic EBV-specific T-lymphocytes. Front 
Med (Lausanne). 2019;6:295. https://doi.org/10.3389/
fmed.2019.00295

 PMid:31921871
10. Fadel FI, Bazaraa HM, Badawy H, Morsi HA, Saadi G, Abdel 

Mawla MA, et al. Pediatric kidney transplantation in Egypt: 
Results of 10-year single-center experience. Pediatr Transplant. 
2020;24(6):e13724. https://doi.org/10.1111/petr.13724

 PMid:32388917
11. Manti S, Licari A. How to obtain informed consent for 

research. Breathe (Sheff). 2018;14(2):145-52. https://doi.
org/10.1183/20734735.001918

 PMid:29875834
12. Huang PC, Yang CY, Lee CY, Yeh CC, Yeh CC, Lai IR, et al. 

Pediatric renal transplantation: Results and prognostic factors. 
Asian J Surg. 2013;36(2):53-7. https://doi.org/10.1016/j.
asjsur.2012.09.001

 PMid:23522755
13. Fleiner F, Fritsche L, Glander P, Neumayer HH, Budde K. 

Reporting of rejection after renal transplantation in large 
immunosuppressive trials: Biopsy-proven, clinical, presumed, 
or treated rejection? Transplantation. 2006;81(5):655-9. https://
doi.org/10.1097/01.tp.0000214933.73927.4e

 PMid:16534464
14. Chapman JR, O’Connell PJ, Nankivell BJ. Chronic renal 

allograft dysfunction. J Am Soc Nephrol. 2005;16(10):3015-26. 
https://doi.org/10.1681/ASN.2005050463

 PMid:16120819
15. Suresh KP, Chandrashekara S. Sample size estimation and 

power analysis for clinical research studies. J Hum Reprod Sci. 
2012;5(1):7-13. https: doi.org/10.4103/0974-1208.97779

 PMid:22870008
16. Pelzl S, Opelz G, Wiesel M, Schnülle P, Schönemann C, 

Döhler B, et al. Soluble CD30 as a predictor of kidney 
graft outcome. Transplantation. 2002;73(1):3-6. https://doi.
org/10.1097/00007890-200201150-00002

 PMid:11792970
17. Cinti P, Pretagostini R, Arpino A, Tamburro ML, Mengasini S, 

Lattanzi R, et al. Evaluation of pretransplant immunologic 
status in kidney-transplant recipients by panel reactive 
antibody and soluble CD30 determinations. Transplantation. 
2005;79(5):599-601.

 PMid:15753850
18. Schaefer SM, Susal C, Opelz G, Dohler B, Becker LE, Klein K, 

et al. Pre-transplant soluble CD30 in combination with total DSA 
but not pre-transplant C1q-DSA predicts antibody-mediated 
graft loss in presensitized high-risk kidney transplant recipients. 
HLA. 2016;87(2):89-99. https://doi.org/10.1111/tan.12735

 PMid:26840927
19. Nafar M, Farrokhi F, Vaezi M, Entezari AE, Pour-Reza-Gholi F, 

Firoozan A, et al. Pre-transplant and post-transplant soluble 
CD30 for prediction and diagnosis of acute kidney allograft 
rejection. Int Urol Nephrol. 2009;41(3):687-93. https://doi.
org/10.1007/s11255-008-9505-x

 PMid:19142743
20. Solgi G, Furst D, Mytilineos J, Pourmand G, Amirzargar AA. 

Clinical relevance of pre and post-transplant immune markers 
in kidney allograft recipients: Anti-HLA and MICA antibodies 
and serum levels of sCD30 and sMICA. Transpl Immunol. 
2012;26(2-3):81-7. https://doi.org/10.1016/j.trim.2011.12.002

 PMid:22182633
21. Kamali K, Abbasi MA, Farokhi B, Abbasi A, Fallah P, Seifee MH, 

et al. Posttransplant soluble CD30 as a predictor of acute renal 
allograft rejection. Exp Clin Transplant. 2009;7(4):237-40.

 PMid:20353374
22. Süsal C, Pelzl S, Simon T, Opelz G. Advances in pre-and 

posttransplant immunologic testing in kidney transplantation. 
Transplant Proc. 2004;36(1):29-34. https://doi.org/10.1016/j.
transproceed.2003.11.019

 PMid:15013292
23. Hamer R, Roche L, Smillie D, Harmer A, Mitchell D, Molostvov G, 

et al. Soluble CD30 and Cd27 levels in patients undergoing HLA 
antibody-incompatible renal transplantation. Transpl Immunol. 
2010;23(4):161-5. https://doi.org/10.1016/j.trim.2010.06.004

 PMid:20600903
24. Abbas K, Muzaffar R, Zafar MN, Mubarak M, Naqvi SA, Rizvi SA. 

Evaluation of pre transplant T-cell activation status by soluble 
CD 30 determination. J Pak Med Assoc. 2009;59(4):212-5.

 PMid:19402280
25. Azarpira N, Aghdaie MH, Malekpour Z. Soluble CD30 in renal 

transplant recipients: Is it a good biomarker to predict rejection? 
Saudi J Kidney Dis Transpl. 2010;21(1):31-6.

 PMid:20061689
26. Mohamed RR, Elthakaby AH, Ibrahim AH, Mohamed HI, 

Menyway AA, Elshimy AM, et al. Egyptian study of post-
transplant sCD30 as a predictor of kidney graft outcome. 
Clin Med Diagn. 2019;9(3):55-60. https://doi.org/10.5923/j.
cmd.20190903.03

27. Marino-Vázquez LA, Ramírez JB, González N, Alberú J, 
Morales-Buenrostro LE. Effect of soluble CD30 on graft 
outcome: A single center cohort of kidney transplant recipients. 
Rev Mex Traspl. 2014;3(3):86-9.

28. Chen Y, Tai Q, Hong S, Kong Y, Shang Y, Liang W, et al. 
Pretransplantation soluble CD30 level as a predictor of 
acute rejection in kidney transplantation: A meta-analysis. 
Transplantation. 2012;94(9):911-8. https://doi.org/10.1097/
TP.0b013e31826784ad

 PMid:23052636
29. Halim MA, Al-Otaibi T, Al-Muzairai I, Mansour M, 

Tawab KA, Awadain WH, et al. Serial soluble CD30 
measurements as a predictor of kidney graft outcome. 
Transplant Proc. 2010;42(3):801-3. https://doi.org/10.1016/j.
transproceed.2010.03.033

 PMid:20430176
30. Slavcev A, Lacha J, Honsova E, Sajdlova H, Lodererova A, 

Vitko S, et al. Soluble CD30 and HLA antibodies as potential 
risk factors for kidney transplant rejection. Transpl Immunol. 
2005;14(2):117-21. https://doi.org/10.1016/j.trim.2005.03.014

 PMid:15935302
31. Pellegrini P, Berghella AM, Contasta I, Adorno D. CD30 antigen: 

Not a physiological marker for TH2 cells but an important 
costimulator molecule in the regulation of the balance between 
TH1/TH2 response. Transpl Immunol. 2003;12(1):49-61. https://
doi.org/10.1016/S0966-3274(03)00014-5

 PMid:14551032
32. Süsal C, Slavcev A, Pham L, Zeier M, Morath C. The possible 

critical role of T-cell help in DSA-mediated graft loss. Transpl Int. 
2018;31(6):577-84. https://doi.org/10.1111/tri.13126

 PMid:29405445
33. Arjona A. Soluble CD30 for the prediction and detection of kidney 

transplant rejection. Drug News Perspect. 2009;22(7):409-13.
 PMid:19890498
34. Chrul S, Polakowska E. Age-dependent changes 

of serum soluble CD30 concentration in children. 



Original article Clinical Immunology

108 https://seejim.eu/index.php/mjms/index

Pediatr Transplant. 2011;15(5):515-8. https://doi.
org/10.1111/j.1399-3046.2011.01516.x

 PMid:21672104
35. Domingues EM, Matuck T, Graciano ML, Souza E, Rioja S, 

Falci MC, et al. Panel reactive HLA antibodies, soluble 
CD30 levels, and acute rejection 6 months following renal 
transplant. Clin Transplant. 2010;24(6):821-9. https://doi.
org/10.1111/j.1399-0012.2009.01182.x

 PMid:20047612
36. Wang D, Wu GJ, Wu WZ, Yang SL, Chen JH, Wang H, et al. 

Pre-and post-transplant monitoring of soluble CD30 levels as 
predictor of acute renal allograft rejection. Transpl Immunol. 
2007;17(4):278-82. https://doi.org/10.1016/j.trim.2007.02.001

 PMid:17493531
37. Sengul S, Keven K, Gormez U, Kutlay S, Erturk S, Erbay B. 

Identification of patients at risk of acute rejection by pretransplantation 
and posttransplantation monitoring of soluble CD30 levels in 
kidney transplantation. Transplantation. 2006;81(8):1216-9. 
https://doi.org/10.1097/01.tp.0000203324.49969.30

 PMid:16641611

https://oamjms.eu/index.php/mjms/index

