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NODULAR ARTERIOLARHYALINOSIS AS HISTOPATHOLOGICAL HALLMARK OF
CALCINEURIN INHIBITOR NEPHROTOXICITY. ENTAIL ALWAYS THE SAME CLINICAL
SIGIFICANCE ?

Carolina Vazquez Jiménez "3 Ana Patricia Gonzalez’, Javier Juega', Alba Hernandez-Gallego?, Laura Canas’ , loana Bancu’,

Josep Bonet’ , Ricardo Lauzurica’ .

1. Nephrology Department of the University Hospital "Germans Trias | Pujol”. Badalona-Spain. 2 . Department of Pathological Anatomy of the University Hospital
“Germans Trias | Pujol”. Badalona-Spain. 3. Nephrology Department of the “Hospital de Clinicas™. San Lorenzo-Paraguay.

The objective of our study is to asses why among those
patients showing strong NAH in renal graft biopsies who
underwent CNI withdrawal , some of them presented very poor
outcome while others improved graft function

Introduction: NAH is a characteristic although not
specific histological finding of CNI nephrotoxicity.
When observed, withdrawal or minimization of CNI
are usual strategies.

Material and Methods: We performed 207 renal graft biopsies between January 2011 and May 2014 due to clinical criteria.
In 13 patients major histopathological finding were severe NAH. Mean age 48 years old, 10 of them were male. All were
under triple immunosuppressive therapy with steroids, mycofenolate and CNI ( 6 on Tacrolimus and 7 on Cyclosporine A).
CNI withdrawal was performed at all cases.

Results: We selected 2 groups: Good outcome and poor outcome. Eight patients showed good outcome with stabilization or
Improvement of graft function. Five patients presented poor outcome requiring chronic hemodialysis.

atrop iy arnd Glebal
irnterstitial fibrosis Score

6 %7 1 0 0 0 0 3 1 0 1
42 so| S0 1 0 0 2 0 > 0 0 0

22 52| 52 . 0 0 O 0 | 3 > 1 2|
24 4| 62 1 O 0 ' 0 2 ' ' 0
p 38| 31 1 O O 0 0 3 1 1 1
15 180 55 2 0 0 0 0 3 O 0 0
32 g4 | 64 2 0 0 0 0 3 0 0 0
o 120 59 v 0 0 0 0 3 0 0 0
, 23 96| 51| . (0] 0 3 o 3 2 1 2
10 28 55| 55 1 0 o 0 0 2 1 1 1
11 = 120| =27 2 B 2 1 1 0 0 3 . 1 3
12 T2 115| 48 2 3,38 HD 0 o 0 o 3 1 1 1
13| 16|  1o08| 33| 1| = 2.1 HD 0 o ol o 3 o o )

References: KT: Kidney Transplantation; CNI: Calcineurininhibitor. 1: Advagraf, 2: Ciclosporina, SC RB: Serum Creatinine at Renal biopsy time mg/dl,
SC: current serum creatininge meg/Sdl. Interstitial nflammation: 0:<10%; 1:-10-25%G; 2: 26-50%: 3 >50%. Twubulitis: 00; 1: 1-9; 2:5-10: 3:
>10Glomerular imflammation: 0:0; 1:<25%5; 2 25-75%; 3:>75% . Arterial Inflammation: 00; 1 intimal inmolvement < 25%: 21 intimal inmvolvement =
25%2%; 3 transmural inf. or fibroid necrosis. Hyaline Artericlopathy: O non hiyvaline deposits, 1:- focal deposits at single arteriole; 2:- focal deposits at
more than one arteriole; 3: transmural or circumferential hyaline deposits. IFTA Infiltration: O <10%; 1:10-25%; 2:26-50%:3>50%. Tubulitis in IFTA
areas: 00; 1:1-9; 2:5-10; 3>10%. Glaobal Score: Interstitial inflammation plus FIAT inflammation areas

Figure 1. Lymphocytic infiltrates at fibrosis and atrophic tubules with tubulitis. (PAS x 20) Figure 2.Arteriolar hyaline deposits with circumferential and transmural with peripheral
nodules. (H & E, x 40)

Conclusions: NAH is not a risk factor for poor renal graft outcome per se. Other histopathological findings, .}.ﬂ
usually considered as secondary markers, like the inflammation score should be considered before Germans Trias i Pujol

deciding CNI withdrawal Hospital
Institut Catald de ka Saka

: - ePosters
M2) Renal transplantation. Clinical. supported by

i wi(h.,. ‘ . .. n-I"'I po t r@
e OGS | SR SessionOnlifié
Ca r0| I na VaSq u eZ DOI: 1 0.3252/p80.eu.526ra.20’| 5 ROCh e Ltd . e UATED KINGDOM .:.. -_..I:n. :{'ﬂ i

MAY 28\3I




