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Anti-neutrophil cytoplasmic antibody (ANCA) associated vas-
culitis (AAV) recurrence in kidney allografts is estimated at
0.1/patient/year, decreasing recently probably due to evolution
in immunosuppression regimens [1]. Renal and extra renal re-
currences are described, occurring in a median time of 30
months [2]. In our institution, 59 kidney transplants were per-
formed for AAV recipients and among them 7 experienced re-
currences, representing 12% of patients (Table 1). Four early re-
currences (three patients) occurred immediately, presenting as
primary non-function associated with extra renal symptoms.
ANCAwas highly positive in all cases at the time of transplanta-
tion.Transplant biopsies revealed crescentic and proliferative le-
sions requiring supplementary immunosuppressive treatment.
Of four cases, three progressed towards end-stage renal disease
(ESRD) at 3 months post-transplantation and all patients con-
tracted fungal infections.

Three patients suffered late recurrences and these occurred
several years after transplantation. The first case was a 58-year-
old man presenting with urinary abnormalities 12 months after
transplantation (haematuria and proteinuria). Allograft biopsy
did not reveal any sign of AAV relapse at this time. Later, as
the allograft function decreased, several other biopsies were
performed and only the last one (fourth) satisfied a diagnosis of
AAV recurrence (Figure 1). The second patient was a 73-year-old
woman presenting with proteinuria and progressively impaired
graft function about 3 years post-transplantation. Despite three

normal allograft biopsies, a relapse diagnosis was only con-
firmed following bronchoalveolar lavage 3 years later. The third
patient was a 67-year-old woman presenting asthenia and un-
explainedweight loss 4 years after transplantation. Explorations
did not permit a diagnosis and kidney function decreased sev-
eral months later, permitting a histological diagnosis of AAV
recurrence. In all three late-relapse cases, initial clinical symp-
toms seemed attenuated and the ANCA titre was only slightly
elevated and had risen late. Despite adaptative immunosup-
pressive treatment, two patients progressed towards ESRD.

Reports are scarce regarding AAV recurrence in relation to
varying times post-transplantation. Our findings highlight that
AAV recurrence can have different clinical presentations. Early
recurrence has a noisy presentation, which is probably due to
an underlying disease remaining active while on dialysis but
with poor clinical symptoms. On the other hand, late recur-
rences had a more insidious presentation and were difficult to
diagnose despite repeated allograft biopsies.This almost chronic
clinical presentation leads to late diagnosis of flare-ups and
thus late treatment, resulting in poor improvement of allograft
function.

The most recent data suggest a prolonged maintenance
treatment of at least 4 years to avoid AAV recurrence in na-
tive kidneys [3]. In transplantation, maintenance therapy with
rituximab is not usually prescribed because of the concur-
rent anti-rejection immunosuppressive therapies. Nevertheless,
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FIGURE 1: Histologic patterns were found in patient 1, for whom AAV relapse was diagnosed >5 years after initial suspicion. (A) First allograft biopsy performed
at 12 months post-transplantation due to the appearance of haematuria without proteinuria or allograft dysfunction revealed no proliferation and no mesangial

abnormality. Immunoglobulin A staining was negative (Masson’s trichrome stain, ×400). (B) Second allograft biopsy performed at 3 years post-transplantation due to
significant proteinuria (1.8 g/g) associated with persistent haematuria without allograft dysfunction revealed the absence of proliferative lesions and thus no argument
for AAV relapse (Masson’s trichrome stain,×400). (C) Third allograft biopsy performed at 5 years post-transplantation due to acute kidney injury, persistent proteinuria

and haematuria associated with non-atherosclerotic myocardial infarct and arthralgias’, revealed stage 2 tubular atrophy/interstitial fibrosis with one glomerulus
presenting focal segmental glomerulosclerosis lesion. No proliferation was seen (periodic acid-Schiff stain, ×400). (D) Fourth allograft biopsy performed 1 month
later due to severe allograft dysfunction revealed endocapillary proliferation with segmental crescentic lesion, caryorexic elements and fibrin deposit leading to the
diagnosis of AAV relapse.

it is possible that relief of immunosuppression maintenance
therapy (notably antiproliferative drugs) several years after
transplantation favours AAV recurrence. However, as immuno-
suppressive drugs are still ongoing, the clinical and even histo-
logical presentation can be torpid, thus delaying diagnosis and
worsening the prognosis.

Our report highlights that late AAV recurrence in allograft
transplants can be difficult to diagnose. In cases where AAV re-
lapse is suspected, examinations should be repeated in order to
begin adaptative treatment as soon as possible and to avoid evo-
lution towards ESRD.
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