1144 | EBZBREEMR (EFR)

Vol.36 No.8 Aug.2016
JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE)

w#E - R

WL (1975—), LEXEA¥EX¥HEMER4ERA#E. BELER, HLES
Ji, 2011 FH B LEXEBAFEFREL¥E, BNELFLERFY2FFER28
BER, LEERERF2EEEZR2BEHEE R, Blood Purification %7 & % % .

KB B A THARE X (GN) BEVFFA R, £l BREMEE/NKE X (FSGS)
HBEEERFRE, K COL4A3, INF2 5 HHRERFEAFSGS EERE, KERE
W EF IR, REXTEHE, #E INF2 R4 # it Cdcd2—SRF—ACTN4 3 % 7 4 & 41
ME TR G EE AT B ALE . &K I CFHRI F1 CFHR3 % 2 IgA '§ 5 (IgAN) {47
MR R, 3R MR S Bk 1R L TR ) TgAN B e B9 8, A IAMK R G &AL
mENEEFHE, BERANFHTEARERX, ZELIGANTEINZRZL. FHEX
BARAMFES IR, NE—1FHF LK SCI K X 135 (&3 JASN, KI. JMCB, AJKD
£4%), YKREREME¥4 “ISN-Schrier Fellow Award”, FigW “FE/RZHEA" “HILFHE", EETEER S
& FERRE, LETHFZRASRSR R FHEROTRELREAAL R,

IgA Bim#tME H B F B AR TR R ln R BB FHE R Tl /5 53 4

W ¥, BiEHT, BPHE, BERK, BEEE, R &, ITHE, TR, K W&
BB EE MRS S ERE IR, LIBRERY EERIR E IR, L 200025

[HE] B9 - 3 A W (IgAN) BEPFAS H B+ (CFH) JUBURIE PR3 BEARRAE B BUR MIAH G D598 - g N il se il k2
% 2 It B )8 B 4 1% e OB B O 2 A 2 B U5 1 4R DL R JRUR M TeAN (B35 . SR Sy 21 UL 2 46 D B 3% ' L 41 CFH B, Ik
G g W B 75 B S T M 7 CFH KF, 03 R B AL kIR, Wi BOR R TS 15 0L, WF S8 2% s S0 eGFR TR 30% 5t eGFR<15 mL/
(min - 1.73 m") SR PIERIRIATT . G5 - b Ak 283 Bl IgAN i, WL BLEL 20 198 B (70%) %4 CFH §TRl, CFH il
FABH PRI B35 bR R L HEIN 2 bR AR S, MR BN R AN A . 5 BeRB AL S B /N Je i / D LR e 8™ o, W 414 CFH
VLR ML CFH 2 [RIJE R A G . CFH JURRBH I 525 1500 JC 1 SR 1R 6 B 1k S 3 W 2 44 6L [ (59.90£ 1.87) AN vs (65.10£ 1.78)
AH, P=0.01], £JL COX M HTERRIERELL eGFR, Wi /E, & A AIMLL &G, CFH JUBS A [gAN SO ik i A r fg e A
# (HR=2.54, 95%CI 1.04 ~ 6.17), 4t - CFH LR NPk B # G Rp B R B DURRBIIE B ™ 8. WG 2%, SRt kss i s ERiG 1t
i dFE 4 B G AL ] N EE IgAN %,
[ k8217 | IgA Bps tMRFBIE; MEH BT, Sopite
[DOI] 10.3969/j.issn.1674-8115.2016.08.007 [ HE4HES ] R692.3 [ X#ftrERG ] A

Analysis of clinicopathologic features and prognosis of IgA nephropathy patients with H factor
deposition in renal tissue

YANG Meng, XIE Jing-yuan, OUYANG Yan, ZHANG Xiao-yan, PAN Xiao-xia, XU Jing, WANG Zhao-hui, WANG Wei-ming, CHEN Nan
Department of Nephrology, Ruijin Hospital, Institute of Nephrology, Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China

[Abstract] Objective - To investigate the association between clinicopathologic features of H factor (CFH) deposition in renal tissue of patients with
IgA nephropathy (IgAN) and the prognosis. Methods - The primary IgAN patients who were confirmed by renal biopsy and were followed for at least 1

[BE€mH ] .%ﬁﬁ%ﬁﬂjﬁfﬂﬁ@ﬁ»ilj (2012CB517604) ; [E % H A FHEH 4 (81370015, 81570598 ) 5 bk i £ H 25 b1 25 el v SR 24 BHEe 156 &) (20152207) 5
b B AR T A S E PR A TER IR E  (14430721000) 5 [ 5 I bR 5 o5 L FHds 1% il B )R & b 2 2 FH 1% 56 4 (National Key Basic Research Program
of China, 2012CB517604 ; National Natural Science Foundation of China, 81370015, 81570598 ; Shanghai Municipal Education Commission— GaoFeng Clinical Medicine
Grant Support, 20152207 ; Foundation of Shanghai Municipal Science and Technology Committee, 14430721000 ; National Key Construction of Clinical Specialty and
Construction Fund of Shanghai Municipal Public Health Bureau)
MEZEEAN] & 2 (191—), &, Widd, B7EH: ypsydx2@126.com,
[BE1EE] M5 #H, B115% . chen-nan@medmail.com.cn,

@ JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE) Vol.36 No.8 Aug.2016



W, F

TgA B Fh A H P T BT RRI R B AE R TR 530 | 1145

year by the Department of Nephrology at Ruijin Hospital affiliated to Shanghai Jiao Tong University School of Medicine were enrolled. CFH deposition

in renal tissue was detected by immunohistochemistry. Serum CFH level was measured by Enzyme Linked Immunosorbent Assay (ELISA). The baseline

clinical data, pathological data, and prognosis were recorded. The end point of the study was defined as a decrease in eGFR by 30% or eGFR<15 mL/

(min - 1.73 m’) or receiving renal replacement therapy.

Results « A total of 283 patients with IgAN were recruited. Renal pathological examinations

revealed that 198 (70%) of them had CFH deposition in renal tissue. Patients with positive CFH deposition had higher urine protein excretion and serum

uric acid levels and renal pathology showed severer mesangial proliferation, segmental sclerosis, and interstitial fibrosis. The association between CFH

deposition in renal tissue and serum CFH deposition was not significant. Kaplan-Meier analysis found that the progression-free time was significantly

shorter in patients with positive CFH deposition than in patients without CFH deposition [(59.90+1.87) months vs (65.10+1.78) months, P=0.01].

Multivariate Cox regression analysis showed that CFH deposition was still an independent risk factor for IgAN progression after adjustment of baseline
eGFR, hemoglobin, systolic blood pressure, and serum albumin (HR=2.54, 95% CI: 1.04—6.17). Conclusion - Patients with positive CFH deposition
have severer clinical manifestations and poorer prognosis as compared with patients without CFH deposition, suggesting the local activation of alternative

complement pathway rather than systemic activation can promote the progression of IgAN.

[Key words] IgA nephropathy; complement alternative pathway; complement factor H; disease progression
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Fig 1 Immunohistochemistry staining of CFH deposition in renal tissue
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Tab 1 Comparison of baseline clinical data between patients with or without CFH deposition in renal tissue

CFH i
i H P
BHE (n=198) B (n=85)

Bt / A 35.96+16.31 35.65+18.05 0.89
AR 1 S 32.5 (28 ~ 41) 38 (28 ~ 49) 0.05
PERN (B2 &) /n 104 : 94 41:44 0.51
eGFR /[mL/(min - 1.73 m%)] 72.26 (47.05 ~ 101.87) 74.26 (52.32 ~ 102.16) 0.15
Wi i /mmHg 128.03+17.07 126.62+17.53 0.53
£k /mmHg 79.44+11.36 79.76+11.18 0.83
[ /(g/dL) 3.6(32 ~ 3.9) 3.6(32 ~ 3.9) 0.62
1fiL R /(mg/dL) 6.76+1.98 6.11+1.63 0.01
12T 28 19 /(g/dL) 1272+ 1.87 12.66+2.2 0.81
940/ /(10/mL) 7.57+2.09 7.45+2.41 0.68
IgA/(mg/dL) 33256+ 111.18 320.75+140.12 0.45
C3/(mg/dL) 102.15+27.54 106.28 +27.08 0.25
SR A R /(224 h) 1.27 (0.65 ~ 2.42) 0.85 (0.36 ~ 1.79) 0.02
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Tab 2 Comparison of renal histopathologic changes between patients with or without

CFH deposition in renal tissue (%)
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T F P
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VARSI RET 4L (T1/T2) 27.8/16.7 22.4/3.5 0.002
NGB
IgA
+ 62.0 38.0
++ 65.5 34.5
+++ 81.7 183 0.009
C3
-~ 60.1 39.9
++ 79.1 21.9
4+ 90.9 9.1 <0.001
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Fig. 2 Kaplan-Meier analysis for IgAN patients with and without CFH deposition in
renal tissue
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2.5 1l CFH /K F- 514181 CFH PR K PR HEREN X 3
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Tab 3 Risk factors for the progression of IgAN analyzed by univariate and multivariate Cox regression models

HPEFR Cox
25 & (n=919)
HR (95%CI)
SERE 1.004 (0.98 ~ 1.03)
PR (5) 0.86 (0.47 ~ 1.56)
eGFR 0.97 (0.96 ~ 0.98)
W e 1.02 (1.004 ~ 1.04)
I PRI 1.35(1.19 ~ 1.54)
HEH 0.80 (0.52 ~ 1.22)
JiiEaREHE] 0.86 (0.76 ~ 0.97)
IgA 1.00 (0.996 ~ 1.001)
c3 0.98 (0.97 ~ 1.00)
R R 1 E 1.22 (1.08 ~ 1.36)

4 CFH LR 291 (1.22 ~ 6.93)
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P
0.75

0.00

0.01

% FZ& Cox
HR (95%CI) PiE
0.98 (0.97 ~ 0.99) 0.00
1.01 (0.99 ~ 1.03) 0.17
1.42 (0.80 ~ 2.45) 0.23
0.83 (0.69 ~ 1.00) 0.05
2.54 (1.04 ~ 6.17) 0.04
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