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Introduction
According to the transplant data submitted 
to Global Observatory on Donation and 
Transplantation from 2013 to 2018, renal 
transplantations were performed on 32,584 
live donors and 5748 deceased donors 
in India.1 Renal transplants are the most 
common among all solid organ transplants. 
The advent of immunosuppressive drugs 
paved the way for improved graft outcomes. 
Though infrequent, allograft nephrectomies 
are being performed for early and late graft 
loss.

The recognition of the etiology of graft 
loss is an important aspect of preventing 
unfavorable complications in transplant 
recipients. The publications from various 
timelines have demonstrated the gradual 
shift in the cause of graft loss over the 
decades.2–4 The results comprehended from 
these studies steered us into the initiative 
of obtaining pathologic information 
from renal allografts explanted from the 
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Abstract
Background: Though infrequent, allograft nephrectomies are performed for early and 
late graft loss. The study aims to analyze the histopathologic characteristics of allograft 
nephrectomy specimens. Materials and Methods: We conducted an observational study 
of 103 cases of allograft nephrectomies from 21 centers from 2013 to 2023. All the 
pathology slides, including hematoxylin and eosin-stained sections, masson trichrome, 
jones methenamine silver, PAS, GMS, AFB, and immunohistochemistry (C4d, SV40) were 
reviewed. Pathologic findings were analyzed based on the transplant to nephrectomy 
interval (0–3 months, > 3 months) and type of donor (deceased, live donor). Results: 
Of the total 103 cases, 77 were male. The mean age at the time of nephrectomy was 
36.4 (range 5–64) years. The allografts were obtained from deceased (57) donors and 
live related (46) donors. Graft tenderness, oliguria/anuria, and fever were common 
clinical presentations. The majority (71.8%) of the nephrectomies were performed 
within the first 3 months of renal transplant. Renal vessel thrombosis (32.03%) was the 
most common pathologic finding. Infections were more common in the first 3 months 
after the transplant. Fungal infection had a significant association with deceased donor 
transplantation (p = 0.029). Conclusion: Histopathological study of allograft nephrectomy 
specimens aids understanding of graft loss causes. The study also provides opportunities to 
prevent complications and implement measures to prolong graft survival in a subsequent 
transplant.

Keywords: Allograft nephrectomy, Graft infection, Renal vessel thrombosis, Histopathology, Graft loss

Histopathology of Allograft Nephrectomies – A Ten Year Observational Study

C.V Malathi1,  
K.S Jansi Prema1,  
Anila Abraham Kurien1

1Department of Pathology, 
Renopath Center for Renal and 
Urological Pathology, Chennai, 
Tamil Nadu, India

How to cite this article: Malathi C.V, Jansi Prema K.S, Kurien 
AA. Histopathology of Allograft Nephrectomies – A Ten Year 
Observational Study. Indian J Nephrol. 2024;34:617-22. doi: 
10.25259/IJN_73_2024

recipients. The current study aims to 
document histopathologic characteristics of 
allograft nephrectomy specimens analyzed 
and reported by us over a 10-year period.

Materials and Methods
We retrospectively analyzed all the con-
secutive allograft nephrectomies reported 
from 2013 to 2023 at a single pathology 
center. The specimens were received from 
21 different hospitals in South India. The 
study enrolled a total of 103 cases. This 
study does not include any identifiable 
information of the patients. It also does 
not have any interaction or intervention 
with the patients. Hence, ethical approval 
is not required.

The nephrectomy specimens were formalin-
fixed. Sections were taken from the ureter, 
the renal vessels, the renal hilum, and the 
renal parenchyma. The sections of 2-µm 
thickness taken from the paraffin blocks of 
all the cases were stained with hematoxylin 
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and eosin, Masson trichrome, PAS, Jones methenamine 
silver, and immunohistochemistry (C4d). Special stains 
(Gomori’s methenamine silver, Ziehl-Neelsen stain) were 
employed to identify the cause of graft failure. SV 40 
immunostaining was performed in all the cases of more 
than 3 months post-transplant. Immunofluorescence study 
was not done. All the pathology slides were reviewed by 
two renal pathologists. Pathologic findings were analyzed 
based on the renal transplant to allograft nephrectomy 
time interval (0–3 months and >3 months) and type of 
donor (deceased and live donor). Statistical analysis was 
done using the software SPSS v21. A p value of <0.05 was 
considered statistically significant. We also compared our 
data with studies from other institutions.

Results
The study included 77 males and 26 females. The mean 
age of the patients at the time of nephrectomy was 36.4 
(range 5–64) years and the mean age at the time of renal 
transplant was 36.2 years. The allografts were procured 
from deceased donors in 57 cases and live related donors 
in 46 cases, of which one was an ABO-incompatible 
donor. 74 patients were nephrectomized within the first 
3 months of renal transplantation. 29 patients had their 
graft removed after 3 months, with a mean-time interval 
of 43.6 months (SD 42.34). The mean serum creatinine of 
the patients at the time of allograft nephrectomy was 5.36 
mg/dL (range 2.0–8.7 mg/dL). The clinical presentations 
at nephrectomy included graft tenderness/pain (16.5%), 
oliguria/anuria (13.6%), fever (12.6%), hyperacute rejection 
(4.8%), absent renal blood flow (2.9%), discharge at 
the surgical site (0.9%) and deep vein thrombosis with 
necrotizing fasciitis (0.9%). Clinical presentation details 
were unknown in 44.6%. The indications of the allograft 
nephrectomy included vascular complications (34.95%), 
unexplained graft dysfunction (34.94%), graft rejection 
(17.47%), graft necrosis (7.76%) and graft rupture (4.85%).

The causes of native kidney disease in the study population 
include hypertension (14.1%), diabetes (6.7%), chronic 
interstitial nephritis (4.8%), IgA nephropathy (3.8%), reflux 
nephropathy (1.9%), focal segmental glomerulosclerosis 
(FSGS) (0.97%), proliferative glomerulonephritis (0.97%), 
polycystic kidney disease (0.97%), lupus nephritis (0.97%), 
congenital ectopic kidney (0.97%), renal hypoplasia with 
contralateral obstructive uropathy (0.97%), and bilateral 
renal calculus disease (0.97%). The cause was unknown in 
61.1% of the patients.

The mean weight of the nephrectomy specimens was 
196.84 g (range 101–480). The spectrum of pathologic 
findings in all the cases was grouped under six major 
categories: Renal vessel pathology, Infection, Rejection, 
Thrombotic microangiopathy, Subcapsular hematoma and 
others. Renal vessel pathology (34.9%) was observed to 
be the most common cause of graft loss in the cohort 

Table 1: The diverse spectrum of pathologic findings in 103 
allograft nephrectomies
Spectrum of pathologic findings in the current study (n = 103)

Renal vessel  
pathology (36)

Renal vessel thrombosis (33)
 Renal artery thrombosis (14)
 Renal vein thrombosis (13)
  Renal artery and renal vein thrombosis (6)
Renal artery aneurysm (3)

Rejection (24) Hyperacute rejection (7)
Acute / chronic rejection (17)

Thrombotic  
microangiopathy (17)

Infection (15) Acute pyelonephritis (2)
Pyonephrosis (1)
Fungal infection (12)
 Aspergillosis (7)
 Cryptococcus (2)
 Mucormycosis (1)
 Candida (1)
 Mixed fungal infection (1)
 (Aspergillus + Mucormycosis)

Subcapsular  
hematoma (5)

Others (6) Advanced renal damage (3)
Chronic pyelonephritis (1)
Granulomatous interstitial nephritis (1)
Dystrophic calcification of kidney (1)

[Table 1]. Infections were more common in deceased donor 
transplantation than in live donor transplantation [Table 
2]. Acute rejection was reported using Banff classification 
system in 13 cases that included active antibody mediated 
rejection or AMR (2/13), C4d negative AMR (2/13), AMR 
with thrombotic microangiopathy (5/13), AMR with acute 
T-cell mediated rejection or TCMR (3/13) and combined 
AMR, thrombotic microangiopathy and acute TCMR (1/13). 
The features of chronic active TCMR were noted in 4 cases. 
The features of rejection and C4d immunostaining were 
negative in all the cases mentioned under the thrombotic 
microangiopathy category. The non-rejection cases with 
pathologic features of chronicity were grouped as Others. 
SV 40 immunostaining was performed in all the cases more 
than 3 months post-transplant and found to be negative.

The majority of the nephrectomies (71.8%) were performed 
within the first 3 months post-transplant. Twenty-five 
(24.2%) allografts were explanted within the first 7 days 
of renal transplantation as a result of hyperacute rejection 
(7/25), renal vessel pathology (13/25), subcapsular 
hematoma (2/25), thrombotic microangiopathy (2/25) and 
candidal infection (1/25).
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When comparing the pathological findings of the graft 
nephrectomies done within and after 3 months, all 
pathological findings were comparable in incidence except 
for fungal infection, which was exclusively seen in the 
first 3 months, and rejection which was significantly more 
common after 3 months of transplant [Table 3]. Fungal 
infection was also found to be significantly associated 
with deceased donor transplant. Features of acute/chronic 
rejection were more common in live donor transplant. The 
rest of the pathologic findings had no association with the 
donor type.

The pathologic findings correlated with the previous graft 
biopsy reports in 19 patients. Fungal infection (4/17), 
thrombotic microangiopathy (7/17), renal vessel thrombus 
(2/17), acute rejection (3/17) and subcapsular hematoma 
(1/17) were the new pathologic findings unveiled from 
nephrectomy specimens in 17 non-correlated cases. The 
graft biopsy prior to nephrectomy was either not done or 
unavailable in 67 patients.

Discussion
This is a large case series from India that describes 
pathologic findings in allograft nephrectomies. Allograft 
nephrectomies are performed to confiscate the failed 
graft resulting from either early complications (<3 months 
post-transplant) or late complications (>3 months post-
transplant). The procedure becomes unavoidable in life-
threatening early complications. The patients planned for 
subsequent transplantation following late complications 
also underwent graft removal. Most patients developed 
early complications that culminated in graft nephrectomy. 
This is in concordance with the study by Ariyarathenam et al. 
where 60% of the total (42) nephrectomies were performed 
in the first month post-transplant.5 The graft intolerance 
syndrome, characterized by fever and graft tenderness, was 
the common clinical presentation of graft failure observed 
by Bonilla et al.6 Our patients had a similar clinical picture 
at the time of nephrectomy. Primary non-function of the 
allograft is defined as the permanent absence of kidney 

Table 2: Analysis of pathologic categories in allograft nephrectomies vs. transplant to nephrectomy time interval and 
donor type
Pathologic category Transplant to allograft nephrectomy time interval Donor type

0–3 months >3 months p value Deceased donor Live donor p value
n % n % n % n %

Renal vessel pathology 29 39.18 7 24.13 0.149 18 31.57 18 39.13 0.424
Rejection 14 18.91 10 34.48 0.092 11 19.29 13 28.26 0.284
TMA 11 14.86 6 20.68 0.473 11 19.29 6 13.04 0.395
Infection 15 20.27 0 0 0.004 13 22.8 2 4.34 0.006
Subcapsular hematoma 5 6.75 0 0 0.184 4 7.01 1 2.17 0.207
Others 0 0 6 20.68 0.001 0 0 6 13.04 0.006
Total 74 29 57 46
TMA: thrombotic microangiopathy; the bold values indicate statistically significant findings

Table 3: Analysis of pathologic findings in allograft nephrectomies vs. transplant to nephrectomy time interval and donor 
type
Pathologic finding Transplant to allograft nephrectomy time 

interval
Donor type

0–3 months >3 months p value Deceased donor Live donor p value
n % n % n % n %

Renal vessel thrombus 27 36.48 6 20.68 0.122 17 29.82 16 34.78 0.591
Renal artery aneurysm 2 2.70 1 3.44 0.442 1 1.75 2 4.34 0.333
Hyperacute rejection 7 9.45 0 0 0.091 5 8.77 2 4.34 0.218
Acute/ chronic rejection 7 9.45 10 34.48 0.002 6 10.52 11 23.91 0.042
TMA 11 14.86 6 20.68 0.473 11 19.29 6 13.04 0.395
Fungal infection 12 16.21 0 0 0.014 10 17.54 2 4.34 0.029
Acute pyelonephritis 2 2.70 0 0 0.514 2 3.50 0 0 0.303
Pyonephrosis 1 1.35 0 0 0.718 1 1.75 0 0 0.553
Subcapsular hematoma 5 6.75 0 0 0.184 4 7.01 1 2.17 0.207
Others 0 0 6 20.68 0.001 0 0 6 13.04 0.006
Total 74 29 57 46
TMA: thrombotic microangiopathy; the bold values indicate statistically significant findings
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function since implantation. Among the nephrectomies 
done within the first 3 months post-transplant, 13 patients 
had primary non-function of the allograft. The pathologic 
findings in these cases were hyperacute rejection (7), renal 
artery thrombosis (3), subcapsular hematoma (2) and 
thrombotic microangiopathy (1).

Renal vessel thrombosis remained as the most common 
pathologic finding in our cohort. This category featured 
fibrin thrombus in the lumen of the renal artery and/or 
renal vein [Table 1]. Transplant renal vein thrombosis is a 
devastating complication with an incidence of 0.5%–4%.7 
Renal artery thrombosis has a low incidence of 0.1%–0.2% 
of cadaveric transplants.8 Mazdak et al. stated that renal 
vein thrombosis was the most common pathologic event 
within the first 6 months of transplant, in their study of 
39 allograft nephrectomies.9 Similarly, Toth et al. and 
Muramatsu et al. found renal vein thrombosis in 37% 
of 49 cases and 22.6% of 124 allograft nephrectomies, 
respectively.10,11 Bunthof et al. had recorded renal vein 
thrombosis in 2.5% of the cases.12 The study, however, 
included 197 explanted grafts following 3 months of renal 
transplantation. The thrombus formation in the allograft 
vessels is often due to mechanical and technical factors like 
external compression of the vessel, disparities in the vessel 
sizes of the donor and recipient. Other etiologies include 
drugs, donor or recipient related factors, late hemolytic 
uremic syndrome, antiphospholipid antibody syndrome, 
and the factor V Leiden mutation.7,13–15

The OTPN/UNOS renal transplant registry analysis from 
1988 to 2010 recorded marked improvement in short-

term graft survival as a consequence of a decline in acute 
rejection episodes in the early post-transplant period.16 
This progress is due to the advent of immunosuppressive 
agents. The tapering of immunosuppressive agents could 
lead to immunological activity and inflammation in the 
allograft. Bonilla et al. and Toth et al. had witnessed 
chronic rejection and chronic allograft nephropathy 
as the most common pathologic diagnosis in allograft 
nephrectomies.6,10 Bunthof et al. included 197 allograft 
nephrectomies of more than 3 months post-transplant 
and featured rejection in 93% of the cases.12 Mazdak et al. 
reported that chronic T-cell mediated rejection (41%) were 
significantly found more than 6 months post-transplant.9

In our study, rejection (23.3%) was comparatively lower 
than the previous studies. Endarteritis or vasculitis was 
noted in all the cases of hyperacute rejection. The acute/ 
chronic rejection findings were significantly higher after 
3 months of transplantation. The Banff classification and 
details of C4d immunostaining for all the cases in the 
category (n = 17) are summarized in Table 4.17,18 Acute 
T-cell mediated rejection Banff III was noticed in three 
cases of more than 3 months post-transplant. Four cases 
showed chronic active T-cell mediated rejection, out of 
which one had Banff III as well as features of chronic TMA. 
We had limited clinical information on the withdrawal of 
immunosuppressive therapy, and therefore its correlation 
with the rejection features could not be ascertained.

Banff TMA working group consensus has recently framed 
diagnostic criteria for transplant thrombotic microangiopathy 
(TMA).19 TMA in kidney transplants and native kidneys share 

Table 4: Banff classification and scoring of acute/chronic rejection cases in the study
TX-AN

months
AMR TCMR C4d TMA Activity scores Chronicity scores

g ptc i i-IFTA t t-IFTA v cg ci ct cv

>3 - Chronic active/Banff IB Neg - 0 0 1 3 0 3 0 0 3 3 3
0–3 + - Neg - 2 2 3 - 0 - 3 0 0 0 0
0–3 + - + + 1 2 2 3 0 1 2 0 3 3 0
>3 + Chronic active/Banff IA + - 2 1 1 3 0 2 0 2 3 3 3
>3 + - + + 2 2 1 0 0 0 2 0 0 0 0
>3 + Chronic active/Banff IA + - 2 1 1 2 0 2 0 3 3 3 3
>3 + Acute/Banff III + - 1 2 3 - 3 - 3 0 0 0 0
>3 + Acute/Banff III + + 2 2 2 1 2 0 3 0 1 1 0
0–3 + - + + 2 1 1 - 0 - 3 0 0 0 0
0–3 + Acute/Banff IIB + - 2 2 3 - 2 - 2 0 0 0 0
>3 + Chronic active/Banff III + +# 1 1 1 3 0 2 3 0 3 3 2
0–3 + - + - 2 3 2 - 0 - 0 0 0 0 0
0–3 + - + + 2 2 1 - 0 - 0 0 0 0 0
>3 + - Neg - 1 2 2 - 0 - 0 0 0 0 0
>3 + - + - 2 2 2 - 0 - 0 0 0 0 0
0–3 + - + + 3 3 1 - 0 - 2 0 0 0 0
>3 + Acute/Banff III + - 2 2 2 - 2 - 3 0 0 0 0

TX: transplantation; AN: allograft nephrectomy; AMR: active antibody mediated rejection: TCMR: T-cell mediated rejection, TMA: thrombotic 
microangiopathy, g: glomerulitis, ptc: peritubular capillaritis, i-interstitial inflammation of non-scarred cortex, i-IFTA: inflammation in scarred 
cortex, t: tubulitis within tubules of non-scarred cortex, t-IFTA: tubulitis within tubules of scarred cortex, v-vasculitis, cg: chronic glomerulopathy, 
ci: interstitial fibrosis in cortex, ct: tubular atrophy in cortex, cv: arterial intimal fibrosis, Neg: negative; # Chronic TMA.
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similar histomorphology. Unlike in native kidneys, transplant 
TMA is renal limited and has multiple confounding factors 
like antibody mediated rejection, drug toxicity, and disease 
recurrence. The rejection-associated TMA in our study are 
set apart by categorizing them under Rejection category. 
TMA category of our study includes only non-rejection 
cases (17). The precise cause of TMA in each case couldn't 
be determined further.

Renal transplant recipients face the serious risk of 
acquiring community acquired and opportunistic infections 
owing to their immunosuppressive status. Graft removal 
in infections is due to recurrent episodes of pyelonephritis 
resistant to therapy or clinical deterioration in septicemia. 
In our study, infection in allograft nephrectomies was 
significantly detected in the first three months post-
transplant. Angio-invasive fungal infection (11.6%) was the 
chief cause of graft loss among our cases in the infection 
(14.5%) category. The most common fungal infection 
among the spectrum was aspergillosis [Table 1]. The fungal 
infections occurred significantly in the first 3 months post-
transplant and following deceased donor transplantation 
[Table 3]. The fungal infection in our study population was 
not anticipated prior to surgery. The prompt pathologic 
diagnosis facilitated the initiation of anti-fungal therapy 
in the patients. The acquisition of fungal infection in 
the recipients could occur during organ procurement, 
preservation, transport, or transplantation.20–22 The 
prolonged cold ischemia time, HLA (human leukocyte 
antigen) mismatch may increase the risk of invasive fungal 
infection in deceased donor transplantation.23 The rupture 
of an abdominal viscus during multi-organ procurement 
could be a potential source of candida. The fungal arteritis 
and aneurysmal rupture pose serious threat to the 
recipient and the graft.

Anupama et al. had described acute on chronic 
pyelonephritis in five of the total 18 allograft 
nephrectomies.24 No fungal infection was observed in the 
cohort. Muramatsu et al. classified 124 nephrectomized 
allografts according to the surgical indication. In the 
infection (19.4%) category of their study, urinary tract 
infection (13.7%) was the common cause of nephrectomy, 
followed by viral infection.11 One case of fungal infection 
(candida) was incidentally revealed by the pathologic 
study. Bunthof et al. investigated the pathologic reports 
of 197 allograft nephrectomies. Two cases of fungal 
infection (candida) were recorded in the study.12 Both were 
anticipated prior to the surgery. The pathologic evaluation 
by Mazdak et al. found no cases of infection among 39 
allograft nephrectomies.9

Hot and humid climate, late presentation, unhygienic 
conditions and endemic infections are some of the factors 
linked to the incidence of infections among transplant 
recipients in tropical countries.25 For instance, previous 
studies from India describe a diverse spectrum of infections 

in renal allograft biopsies. Gupta et al. reported 10.2% 
of invasive fungal infections among 550 renal transplant 
recipients.26 Mucormycosis, followed by aspergillosis, 
were the common findings. Bhargava et al. had described 
7.1% graft infection in allograft kidney biopsies of 1684 
recipients.27 Most of them acquired viral infection. Fungal 
infection contributed the most to allograft nephrectomy. 
Mucormycosis, followed by aspergillosis, were the most 
common fungal infections.

Spontaneous rupture of the renal allograft is a rare but 
dreadful complication with an incidence of 0.3%–9.6%.28 
The graft rupture is the tear of the renal capsule and 
renal parenchyma, accompanied by hemorrhage. Acute 
rejection, renal vein thrombosis, trauma, and septic 
infection could be the notable causes of graft rupture.29,30 
Our study could not attribute to a specific cause of graft 
rupture in five cases as they had isolated pathologic finding 
of subcapsular hematoma. We had to categorize them 
separately, as none of them exhibited other concomitant 
pathologic findings or features of chronicity.

Graft loss has declined in the current era of effective 
immunosuppressive therapy. There are undesirable 
circumstances where patients return to dialysis following 
the renal transplant. The need for re-transplantation 
escalates the pre-existing demand for organ donors. 
The identification of specific pathologic causes of graft 
loss would help achieve a higher graft survival rate in 
the future. The current study has shown that routine 
pathologic assessment of allograft nephrectomy specimens 
plays a vital role in diagnosing treatable causes like angio-
invasive fungal infection. Our retrospective study has 
limitations with regard to the clinicopathologic correlation. 
We had incomplete clinical data on patients’ DSA levels, 
immunosuppressant usage, initiation of dialysis prior to 
nephrectomy. This also applies to the specifics of deceased 
donor transplantation, like the age and serum creatinine of 
the donor, microbiological culture to rule out contamination 
during organ handling. Also, an immunofluorescence study 
could not be performed as the removed grafts were sent 
in formalin and no fresh ‘unfixed’ tissue was available.

Histopathological study of the allograft nephrectomies 
helps us better understand the causes of graft loss. Our 
study is distinctive in illustrating the association between 
the pathologic cause of graft loss in nephrectomies and 
the donor type. Histomorphology is the gold standard 
method to establish treatable causes like angio-invasive 
fungal infection. The study on pathologic findings in 
allograft nephrectomies provides opportunities to prevent 
complications and implement appropriate measures 
to attain prolonged graft survival in the subsequent 
transplant.

Conflicts of interest
There are no conflicts of interest.



622

Malathi, et al.: Histopathology of Allograft Nephrectomies

Indian Journal of Nephrology | Volume 34 | Issue 6 | November-December 2024

References
1. Kute V, Ramesh V, Shroff S, Guleria S, Prakash J. Deceased-donor 

organ transplantation in india: current status, challenges, and 
solutions. Exp Clin Transplant 2020;18:31–42.

2. Matas AJ, Humar A, Gillingham KJ, Payne WD, Gruessner RW, 
Kandaswamy R, et al. Five preventable causes of kidney graft 
loss in the 1990s: A single-center analysis. Kidney Int 2002;62: 
704–14.

3. El-Zoghby ZM, Stegall MD, Lager DJ, Kremers WK, Amer H, Gloor 
JM, et al. Identifying specific causes of kidney allograft loss. Am 
J Transplant 2009;9:527–35.

4. Redondo-Pachón D, Calatayud E, Buxeda A, Pérez-Sáez MJ, 
Arias-Cabrales C, Gimeno J, et al. Evolution of kidney allograft 
loss causes over 40 years (1979-2019). Nefrologia (Engl Ed) 
2023;43:316–27.

5. Ariyarathenam A, Bamford A, Akoh JA. Transplant nephrectomy 
- A single-center experience. Saudi J Kidney Dis Transpl 
2015;26:1108–12.

6. Bonilla AJA, Alfaro AG, Henández JPC, Rubio JH, Gómez 
EG, Valiente JC, et al. Review of a transplantectomy series. 
Transplant Proc 2015;47:81–3.

7. Giustacchini P, Pisanti F, Citterio F, De Gaetano AM, Castagneto 
M, Nanni G. Renal vein thrombosis after renal transplantation: 
an important cause of graft loss. Transplantation Proceedings 
2002;34:2126–7.

8. Sugi MD, Albadawi H, Knuttinen G, Naidu SG, Mathur AK, 
Moss AA, et al. Transplant artery thrombosis and outcomes. 
Cardiovasc Diagn Ther 2017;7:S219–S227.

9. Mazdak H, Ghavami M, Dolatkhah S, Daneshpajouhnejad 
P, Fesharakizadeh M, Fesharakizadeh S, et al. Pathological 
assessment of allograft nephrectomy: An Iranian experience. J 
Res Med Sci 2018;23:55.

10. Toth F, Zadori G, Fedor R, Illesy L, Szabo-Pap M, Kanyari Z, et al. 
A Single-center experience of allograft nephrectomies following 
kidney transplantation. Transplant Proc 2016;48:2552–4.

11. Muramatsu M, Hyodo Y, Lee A, Aikawa A, Puliatti C, Yaqoob 
M, et al. Transplant nephrectomy; Pathological features of 
124 consecutive cases in a single center study over 10 years. J 
Nephropathol 2019;8:e23–e23.

12. Bunthof KLW, Steenbergen EJ, Hilbrands LB. Histopathological 
examination of removed kidney allografts: Is it useful? A 
retrospective cohort study. Transpl Int 2020;33:1693–9.

13. El Zorkany K, Bridson JM, Sharma A, Halawa A. Transplant renal 
vein thrombosis. Exp Clin Transplant 2017;15:123–9.

14. Englesbe MJ, Punch JD, Armstrong DR, Arenas JD, Sung RS, 
Magee JC. Single-center study of technical graft loss in 714 
consecutive renal transplants. Transplantation 2004;78:623–6.

15. Ponticelli C, Moia M, Montagnino G. Renal allograft thrombosis. 
Nephrology Dialysis Transplantation 2009;24:1388–93.

16. Amico P. Evolution of graft survival in kidney transplantation: an 
analysis of the OPTN/UNOS renal transplant registry. Clin Transpl 
Published online 2010:1–15.

17. Haas M, Loupy A, Lefaucheur C, Roufosse C, Glotz D, Seron D, 
et al. The Banff 2017 kidney meeting report: Revised diagnostic 
criteria for chronic active T cell–mediated rejection, antibody-
mediated rejection, and prospects for integrative endpoints for 
next-generation clinical trials. Am J Transplant 2018;18:293–307.

18. Naesens M, Roufosse C, Haas M, Lefaucheur C, Mannon 
RB, Adam BA, et al. The Banff 2022 kidney meeting report: 
Reappraisal of microvascular inflammation and the role of biopsy-
based transcript diagnostics. Am J Transplant 2024;24:338–49.

19. Afrouzian M, Kozakowski N, Liapis H, Broecker V, Truong L, 
Avila-Casado C, et al. Thrombotic microangiopathy in the renal 
allograft: Results of the TMA Banff Working Group consensus on 
pathologic diagnostic criteria. Transpl Int 2023;36:11590.

20. Tang M, Xu X, Shen B, Zhang J, Li P, Pan Q, et al. Fifty-one cases 
of fungal arteritis after kidney transplantation: A case report and 
review of the literature. Transpl Infect Dis 2017;19:e12781.

21. Albano L, Bretagne S, Mamzer-Bruneel MF, Kacso I, Desnos-
Ollivier M, Guerrini P, et al. Evidence that graft-site 
candidiasis after kidney transplantation is acquired during 
organ recovery: A multicenter study in france. Clin Infect Dis 
2009;48:194–202.

22. Matignon M, Botterel F, Audard V, Dunogue B, Dahan K, Lang 
P, et al. Outcome of renal transplantation in eight patients with 
Candida sp. contamination of preservation fluid. Am J Transplant 
2008;8:697–700.

23. Pérez-Jacoiste Asín MA, López-Medrano F, Fernández-Ruiz 
M, Silva JT, San Juan R, Kontoyiannis DP, et al. Risk factors 
for the development of invasive aspergillosis after kidney 
transplantation: Systematic review and meta-analysis. Am J 
Transplant 2021;21:703–16.

24. Anupama SH, Pradeep I, Mathews S, Abraham G, Parthasarathy 
R, Mathew M, et al. Clinicopathological correlation of transplant 
nephrectomies in elusive graft dysfunction - An observational 
study. Indian J Transplant 2022;16:419–24.

25. Jha V, Chugh S, Chugh KS. Infections in dialysis and transplant 
patients in tropical countries. Kidney Int 2000;57:S85–S93.

26. Gupta KL, Bagai S, Ramachandran R, Kumar V, Rathi M, Kohli HS, 
et al. Fungal infection in post-renal transplant patient: Single-
center experience. Indian J Pathol Microbiol 2020;63:587.

27. Bhargava V, Gupta P, Gupta A, Tiwari V, Bhalla A, Malik, et al. 
POS-045 histopathological spectrum of infections in renal 
allograft biopsies: 13 years of experience from india. Kidney Int 
Rep 2022;7:S484.

28. Favi E, Iesari S, Cina A, Citterio F. Spontaneous renal allograft 
rupture complicated by urinary leakage: Case report and review 
of the literature. BMC Urology 2015;15:114.

29.  Hochleitner BW, Kafka R, Spechtenhauser B, Bösmüller C, Steurer 
W, Königsrainer A, et al. Renal allograft rupture is associated 
with rejection or acute tubular necrosis, but not with renal vein 
thrombosis. Nephrol Dialysis Transplant 2001;16:124–7.

30.  Azar GJ, Zarifian AA, Frentz GD, Tesi RJ, Etheredge EE. Renal 
allograft rupture: A clinical review. Clin Transplant 1996;10: 
635–8.


