http://www. ajsmmu. cn

B OFEERFFR 2014 4F 12 H 55 35 45 12
Academic Journal of Second Military Medical University, Dec. 2014, Vol. 35, No. 12

+ 1373 -

A
BRe
5

DOI:10. 3724/SP. J. 1008. 2014. 01373

C3 B/INKIRIZIRER

BEE KR
L35 "R RFS GUR . 1§ 200433
2. FTHEBERFERAEERE AFE, B 200003

[FZE]  C3 B/ Bk 2 00 42 i8I B2 40 28, 2 48 — 4 5 L i ' 48, A 38 B3 9 T AU (DDD) L C3 B /N BR B 48
(C3GN) Il CFHRS B 9545 . C3 B /Nekyps B A A0 [ i 95 B, BIVRD R 5% B% R A2 1) S % 0R 0 i PR SE I B B s A 4R 52 %
C3 B /Nekfs B i i TCHE S A AW IR YT J5 1% LI DR I A8 B0 A5 09 #MAS B 2 31T 0 5538 97 5 VR T 19 B BILRN 45 B2 B 8] 75 R 4R
F. A C3 B /BRI 242 R RARAE A MRS & T BRI T IR — 253k

[XER]  C3 B/ C3 B /MR 5 BUB W TURUR s 1A C3

[FES%ES] R692.6 [X#trEm] A [XEHS] 0258-879X(2014)12-1373-05

C3 glomerulopathy: advances in diagnosis and treatment

SUN Yun-jia' , DAI Bing”"
1. Student Brigade, Second Military Medical University, Shanghai 200433, China
2. Department of Nephrology, Changzheng Hospital, Second Military Medical University, Shanghai 200003, China

[Abstract] C3 glomerulopathy is a recently defined disease category comprising several rare types of glomerulonephritis
(GN), including dense deposit disease (DDD), C3 glomerulonephritis (C3GN), and CFHR5 nephropathy. These disorders
share a common etiology involving dysregulation of the complement alternative pathway (AP), with genetic defects and/or
autoantibodies seen in a proportion of patients. Currently no consistently effective therapy has been found for C3
glomerulopathy; clinical evaluation of agents targeting specific components of the complement system is undergoing. The
appropriate timing and duration of proposed therapies need to be further explored. This review focuses on the clinical and
histological features, complement tests and treatments of C3 glomerulopathy.
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Fig 1 Evolution of classification for C3 glomerulopathy

MPGN: Membranoproliferative glomerulonephritis; DDD: Dense deposit disease; C3GN:C3 glomerulonephritis
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