b

PR 22 R 2018 4F 3 H 25 34 4245 3] Chin J Nephrol, March 2018, Vol. 34, No.3 -173-

FEE/NER IgA DURR AU BT AP Mhr 20 i i
PO /N L R B 53 B

£Y LmH HREg AR KE OEZEF K4 Ht

[(HE] B HiHEA B/ NER IgA TUBAY BT A MR 410 A I 28 BE AR CANCA ) A S /N i
B (AAV) B0 E B m G K R B0 BT G FE L Fi)s . sk M4 Hr 2004 42 A &
2017 4F 2 J 18 Wi VLR 2 B 2 Bt B 57 — B2 Be A7 J5L 0 B 28 S0 T5 K PR 12 W07y AAV 5 460 3 1 1R
FHHEBR A IR A P NER LR PR B R R GV BRI B R L O SR R L Z AR
KM 4 T HoAth FLA B SR 0 R AR G 8 B A A A O B /IR TgA DT R 2H R S e
HEEWIIRA ., HR WA 1500185, Horp LA VIFR4L 25 ], 55 50 52 5 Wi FR 4l 125
Bl o TgA VLA I (1 8 (K75 T 5 e 2 G WUt 4L [(35.0£6.2) g/L L (32.6+5.3) ¢/L, P=
0.049], {0 MPO-ANCA 7% J¥[24.8 (10.4,71.8) U/ml [ 63.0(21.9, 100.0) U/ml , P=0.044 %515 . 79 4H
M H AR S AR AR X A LR R B 5. A VIR P BT 152 1 s
EYUUR A A ALBE DT 8.9 1 A, WI1a] 1gA UURI4H 8 191 (32.0% ) F & 55 G i 52 & W DU R 2H 29 1]
(23.2% ) B35 A HESFEIB BT 5 LgA DUFRZH 2 491 (8.0% ) \ZE S 2 5 W UTRRA 7 4] (5.6% ) [ &
FETT, AL ZEF BTG EE L. &% fFE/NER A UUALR AAV B3 5 B0 /N ek ot
BB AWIUTRLR) AAV B35 I PR B0 A 1005 AR

[k@iE] Hutk, PrhdEAaniEiuT; GEEREAA; JRBERESY; BEimH

ES£TB: HEARPEREST B H (81570605) ; Wi T4 [ 48 Bl 3 4w i H
(LY15H050004 )

Clinicopathological features of antineutrophil cytoplasmic antibodies associated vasculitis with
glomerular IgA deposits Hua Zhou, Ma Yanhong, Chen Liangliang, Yu Binfeng, Xu Ying, Wang
Huiping, Chen Jianghua, Han Fei. Kidney Disease Center, the First Affiliated Hospital, College of
Medicine, Zhejiang University; Key Laboratory of Kidney Disease Prevention and Control Technology,
Zhejiang Province; the Third Grade Laboratory under the National State, Administration of Traditional
Chinese Medicine, Hangzhou 310003, China
Corresponding author: Han Fet, Email: hanf8876 @zju.edu.cn

[Abstract]  Objective To investigate the clinical manifestations, renal pathology and
prognosis of antineutrophil cytoplasmic antibody-associated small-vessel vasculitis (AAV) accompanied
with renal glomerular IgA deposition. Methods A retrospective analysis was performed at the First
Affiliated Hospital of Zhejiang University College of Medicine. Patients diagnosed with AAV associated
renal injury by renal biopsy from February 2004 to February 2017 were enrolled. Patients with
antiglomerular basement membrane antibody - mediated nephritis, systemic lupus erythematosus
nephritis, Henoch Schonlein purpura nephritis, hepatitis B virus associated nephritis and other known

etiology were excluded. According to immunofluorescence examination, the patients were divided into
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IgA deposition group and pauci - immune complex deposition group. The differences in clinical
manifestation, pathological features and prognosis were compared between groups. Results A total
of 150 AAV cases were included, among which 25 cases were with IgA deposition and 125 cases with
pauci-immune complex deposition. The level of serum albumin in IgA deposition group was higher than
that in pauci-immune complex deposition group [(35.0+6.2) g/L vs (32.6+5.3) g/L, P=0.049], but the
titer of MPO - ANCA was lower [24.8(10.4, 71.8) U/ml »s 63.0(21.9, 100.0) U/ml, P=0.044] in IgA
deposition group. There was no significant difference between two groups in other laboratory indexes
and renal pathological findings. The median follow-up time was 15.2 months in IgA deposition group
and 8.9 months in pauci immune complex deposition group. During the follow-up there were 8 patients
(32.0%) in IgA deposition group and 29 patients (23.2%) in pauci immune complex deposition group on
maintaining dialysis; 2 patients (8.0%) in IgA deposition group and 7 patients (5.6%) in pauci immune

complex deposition group died. There was no significant difference between two groups in patients”

outcomes.  Conclusions AAV patients with glomerular IgA deposition and AAV patients with

typical glomerular immunoglobulin complex deposition are similar as regards clinical appearance and

prognosis.
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