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[ E] KA ARERRERERKES
- N VR P AN N
ERTENHFACER. L

CERURA R EEENEERE, R R RER N Z % XK
KB FHARBEN I T ERZE DNKE RN 2 EREZRIAL
¥ 3% GBM i . ANCA A8 2% /) 11

e A
1Rk VREE R IgA BR. £E X H

ARFESWIFT ARE B HHENITFE LMK, %Mﬂ;%%fﬂt %"XHE%; A 1gA B

P IgAl 2 FWREEEMATERAT — & 748 R R

ZROE R e RE KA ALE A0 T e L b &R
BT R
[REIA] B/ NERE 5 Ho I RAE KL

B /N IR o T BN 1 B IR D R 2 R A
b 1) L DR A A RE SN 2 T 2 i R s L T
T RZL IR AR B 5T RE AR A TOOE Ty ) 2
B /INER B 5 1 S P8 S R AL L R i 2 R T
B S 5 AL 95 PR /N Bk IR B (glomerular
basement membrane, GBMD) % . $t F 4 #7410 9 it 3¢
P& Canti-neutrophil cytoplasmic antibody, ANCA)#H
TN AE R (ANCA-associated vasculitidess AAV) R
R IgA B . 1EEK A RPLE RS (LUT
PREA R 2O QBTSRRI B 9B T L 34T 7E A &
UK BT A e e 2 R B B SR ek T 4 MY
PR AL AR AL A A B S8 3 1l S R AL
55 07 HEAT TR AR IR T — R 50815 1Y
WFSE LA 38 43 BCSR AT BOAE T I PR AA Y7 SR, 5 | ke
T ENAMNEAT R E AL

AP FEBEARC 2R T hpiEAS PR F} 2% 5L 4 %
BBy SCTIE 3¢ 99 Fi - Rt SCI i [H 1~ 496. 616
Horb 26 R R RAEFZ W 5 KT 5.0 O ST T
10%) B 2478 . 4% Lancet 1 55 sEur Heart J 1755 .]
Am Soc Nephrol 5 ki Kidney Int 5 . 32T

W H 381 :2017-04-29 5 & 71 H 8] : 2017-07-06
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B R, ENETT H D

N 8y \EX”Z*E]’JFE/ REBAEGEMTED

s F By P 0 R R A 5 #MA

fb5] 613 W, R e fb 5] 43 K, 3 WML Nat
Rev Nephrol 2255 R I N @\ AW T BHR R T
VEHE T . A5 SORE XS BIF 98B R UG Y 3 B0 5%k 0
1788k,

1 BERAHNEREMEEFHT

B G R B RS )RR AR A B AR A
NPt GBM Hi5 . ANCA Al 5 /I8 I 48 5 B8 ' 93 45
B TR AT LU 52 3R 50 B /N BRI A B 43 1 0L
T B BE, 0 bt GBM U4k, i 8 I i A2 2 1K
(phospholipase A2 receptor, PLA2R) Hii /&% ; thnf
DASE 33 764 5 O 1 e % 52 A W DB AE B R, dn e
dsDNA Hifk% ;3 Tuaﬁﬁ(ﬁfﬁ%b{zﬁdﬁ R nl
JL 5 A TG ANCA 45, 3388 [ B 4 fR AR AL
SEPIE 2 K T EL 36 5 50 14 A 9 AL RN IR 2R
R YIA O,

1.1 # GBM M BRER fEFHHE

Pt GBM & 16 20 5T GBM HL A4 7 B ik A/
S AUh BB I 1 A B e g . B
R RIAH AR B R R ™ E 0N R
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i o il 32 B2 AT 3 Ik BOE A Y R i, JE T N R
e 2 FmAED . PT GBM B4R J& 1% % 1Y BOm Bt
A, PR3 = RO T AR B T IV R S R o3 R 1Y
e X 1La3 (VO NCL, ik 5545 G )5 )
OTE AMAR A1 B A RE A1 L B S E T, R U™ E
{1 JR) 0 R AE L

Bt GBM HUARALE «3CIVONCT b 32 B35 51 15 4+
S B IR AL Ea F Eyo ATHIHE A&
AGTERINE A T B R AT Ea I Ey o XA [F] 11 R %
RUHT GBM ik B, K & 6 3 72 R Bt GBM Bt fk
BUN PR RAL Y A, DR R, Bl 70%
Pt GBM g /35 X AT U0 ELF Ey o 9 25 1 TR 3
Ikl B DR i Ak i 2 R . U EA R Ep i
B E IR Ry M, o, St En bk B
Pl B A O L VAN [N OATS SN TR 0 S N
WESE T #EHT GBM ik 19 & 95 1 A8 h A2 46 4 F B I
FATY I R I s #5276 AS [ 0 J 3% 07 1 Bt
GBM $0 44 5 B 451 40 %% VI AH G .

N /INERFE R I IV B R 5 4% o i 4 A
Iyl 4N al-5, Hi GBM AR FE R B «3 (V)
NCT L A H A o S A A R BE 0 U500 I PR F
FEMBIY)SL 8 B 2 T o3 (V) NCT ik B A7 5K
FRPET . FRATAE I R TR h Rk B, BB R IR Y Bl
GBM i i35 1 g R AEFE U] o5 (VDO NCL i HiL ik
PR AR T o5 CIV) NC1 $1 & A A 37 0 B0 1
FAMHIZE T o5 (IV)INCI HE4 HE {5 Wistar-Kyo-
to(WKY) KB 3250 s 9 30T 80 A AR5 2R R i
PR W I 25 P GBM i 1 it R 3% B0, IE W dig
a5 CINONCT ok B ah s g B pe . Fe A1 —
B XPZBUAR I BT R RALHEAT T S, R IILIRGIY
LR FRANL o5-EA M o5-Ey J& 25 M 2 AR 10 . 9F H 5
a3-EHl a3-Ep £ 7N BAR B 25 [0 47 B b 2 B8R X R
BRI TH) L AFAE 5 s i i 3 22 5 . i 0F
FEERIESE T4 o5 (V) NCI Hi 4K AR ALAE AR T 978 26
BB S A B /N ER R IR 15 T I S Y g R OE
FNE S T B0 H IR R EAES .

P GBM 95 & IF I E 5 %% (membranous ne-
phropathy, MN) {4 #zi £ %161, (5 & A= HL ]
AN, RATEZ T 8 B4t GBM Wi & I B 5 %
FER RS Z BB GBM WA L . & 9T B 1
o7 1 R B R e H TR . XS R R
4T GBM TR X IV A B i o % 19 3500 335 45 42 L Bt
EB #t 7 19 K V3K, Bt o3 (V) NC1 ) IgGl Al
IgG3 TR 4 7K P 0 551K o 3 2 e AR 1) 4 928 2 R v T

REJE L B I B R I I A . R, 7 ik 2 R 3 1
Porh ok Be R R kPR B ME B e Y R AE R BB
f——t PLA2R FLIA, 82 78 & JF W55 1 5 9 19 Bt
GBM ¥ 1] B R — 21 45 Bk A e g e A,
1.2 MBETEAYERGESEERENZTEER

ANCA /N LA % (AAV) J&— 4 DL/ i &
BE () S0 P AT A RAEIRIE N FERE M Rt B &
., WIERERS Z 2GS H W 2%
A 4 B DB M SR BE M B H R B 4. ANCA 2
TR PR R 4 B R R A3 B B B B, 32 R
6T E ALY B (myeloperoxidase , MPO) 145 [ [
3(proteinase 3,PR3), EZHHEH M ANCA 1y
P MPO, Bl MPO-ANCA, k2 40 i 5 MPO-
ANCA 255 J5 &AM & 7 A K i B B0 T
PR H A T ELURE A MR 4 L AORE i) £ R
A S 300 N R A R B . IR AN-
CA H5HH#H . MPO Z M2 BEAEH T T —F
WG . kI MPO b E Ak )= B =2 J o FE g % P
RATC JEPE 2 2 g D MPO-ANCA 1) B8 3 4k 25 5%
M 5 MPO 1925 & RE 1 L B i & v v 4 it g g
W R B RE 11 5 fE MPO-ANCA 4 Ff 1gG F Bl o,
TIgG3 5 A 1 vV 4 i 7 i 4% K e iR« T g 00 2 )
T (MPO 1 KSR M) X MPO 4 il 4E H . B
B BRI BORIER . DL EAFSR E R MPO-
ANCA R[] (9 5 2 24 R & H 5 MPO 2 [8] (1) 22 B
YERTE AAV it Bl 1T F 2R,
1.3 HELREN IgAl REREAE IgA % $

H1EH

IgA B 5 e T8 o L 1Y) D & M B /N BR B R
HURRAE PR A 0 B BN TgA 78 B /N ER B X Y I
o HETZ B9 3200 08 o7 Ul 2 AR Nt B L
WG BA B IgAl (galactose-deficient IgAl, Gd-IgAl)
FICHH CGTE PR , W05 T8 i e 1 B2 A W0 76 B Bk T
I K TgA B, FRATX IgA B 5 5 34 Bl 3k 1k sk
A TgAl KA G UMbk #E 4T 7 RFSE, $& th T
Tg A ' 90 0 00 A FRAL I
1.3.1 F3EHre IgAl 93 R

FATRI T 497 6] TgA B9 B & DL K 499 ]
1E % %) B I35 P TgAl /K3 L B Gd-IgAl 7K 3,
KB FH MW IgAl K Gd-IgAl K FM 8 & FIE
w0, OF BB R R R DT R 2 B0 B Y OE AR
X RN IR 92 £ B Gd-1gA1 A L E 42 800 b
s W B AF 9T 36 & B, BBE Gd-1gAl K, &
Ao s R XURS BE AR K. T ER A Gd-IgAl 5
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IgAl 2 Wi TgA B HLAT R 4R i SUSME FRe 55 1
P2 Gd-IgAl 1T LLAE R 1gA B 05 12 Wi A A
0T 990 1 T R bR A
1.3.2 WEBEHARRLIRR I ZHEE [gA FRER
AL & 84 4E

FRAT AN B 4 2R TA Hh B P R I T HF48 i
SHEDIBR 1gAL 43T, 2 B8 PUME BT BT 431 1) B X
() O-FEPLRE (To-BL B L %P0 JE B i £ 7 1k e KRR
JE M BRI T B o2 b L e H i PR — S T
HOBEHT A I 77 122 19 Novark 525628 8 HAT {0 ik .
FATLA M BT IR R ] ELISA #l Western 77 ¥ X
IgA 955 5 10 1gG BRI IgA BIHUHU IR AT T 1
I SE AP (PR R IgAL BBE X O-H , [
R IE S T BOME B A S DU T vk 1 AT

FIUFZ 735 AT T A 26 8 TgA B iR
HWIPUOREPLROK T . BFSE SR B A IR TgA Bk
HPUREPTAR KT B 8 AR A A TgA B iR
DA T e B XoF HRE L 33t S R T 9 M i I AR 2 R A A
B s AR H AR Tg A B SR R 4 B o A 2
(B0 TG 48 2 25 5, HL Tg A B KB 3 R g B X AR A7
e — 5 KW PTRE B, 278 SO BT R 5 6 3 A R
TgA B9k 1Y & 9 6 06 L X — &5 SRt F H A e 3 3
NN ZE AR —1gA B —F A F 0l
T HRAR

FAT I — 2 3 Ak AR & B U TR A R
IgA BB HE N 1gG 5 Gd-IgAl i 2 &
Y Kk AN R ORE IV BE T BA G 4 A
T A RMAR OS5 s UR TR A IR IgA B
R LK R Tg AL 7E R AN BT #M AR 1 RE 7 T
5T A PR 2R R TgA W e AR E R OE X
MR, b g SR U A IR TgA B BB E 1 BB
ik BA Som e B W & T IR & O IR R EE B
AR TgA 'K

i3 A8 E Logistic 1AL AY, F8 7T % BB A 14
Tg A B 95 S8 5 T ol il VLT 1 7K 7 2 K A AR 0
TR B O fa B B ER L Y i LT i 580 pmol/L
B, B £ 5 22 gk i Ak B 25 0 11 VA O U R BB 4 I i
Mo SR E N 7 KBS E, I RS — 30
SEIT FRATTIE i 2K E AT B O BR R PR B A
UK TgAL 4558 WoR 785 BLIR 7 2k b i 2% & e
RN SO R B R R, L TS B A R
BIRIT AN X g B — 5 LRI AT T A
T TgA B v B0 B BT A& R B P TgAL (9 BIF 5T
R,

2 BESREMETHRMNRERMCIHETS
HLHI

AT LR Z B 75 A BBt BT, B
Sk B BB DU R = R S
I PR % 70 R 9 2F Joe 2% DI AH G . T ) B AR 19 77 A=
PR E 622 30 A B et T 40 i 19 A
SRR . S E I 20 e g T R B N BRI e
N RN Y S s F T R, B A S ek
T 4 A e JiE 2 067 J I3 522 3 A6 A R F ok — 20 1
B0 1 s TR T R R A T X IR T T B
2.1 o3(N)NC1 W&MmERUREXBIER

BT EIF AT 24 FEBIKRBE EHHZA
«3(INONCI 4K, Xt GBM i B & 19 H B ik
KT 4 akAT TR, 259 & . «3(IV)ONC1 L5
127148 v & FE R 2H W i e M pL IR & 47 P14 & iR
H A SPUARRT H OB e e T 20 M 3 AR B
JRF A AT HE— A A KB P14 B T
WKY KB RI%EE T KRBT GBM ' A A,
S BRSNS AT ARSI 3 U0 P14 Y B BB A A
CDA" T 4 g, i H BT e 381 o3 CIV)NC1 1
i GBM $Lik R i R v 4™ B BLiiE s .
«3(INONCL [ B te T 4l fn A B ikt [m
PO 0 PR PR R AL 20 GBM R 8 &R L b
SEVURRNY RGBS S XSRS A 2K h
GBM 97 (1 1l R4 o0 AL, O B R fa e
P AT — B BT BT GBM 5 A X 2 B o 8
RIT R AR A

FEAT I i R B A e 1y Ty X P14 By OC
A EER BT TR E . SR BN AR (W) 5
SRR (D gy 52 R R (L) o M Z IR (W), J2
P14 b XCH A BOR MR, B R A SRtk T 4
JRLTRU) ) O B A7 A5 H R R (G R TN AR
(F)py K H &R (G)yys 42 B 41 A 3R 51 9 O¢ 8 %
g,

BERE S G CDA T 20 M X i J5 3 47 1Y
PN TE BRI ZE A 4l 4T )R 43 F (human leuko-
cyte antigen, HLA) fy# 52, BEAEM 5T &9, & o
80 % 4 GBM ¥ B % 484 HLA-DRBI * 1501
SEP o RATR I PR AL P14 5 HLA-
DRBI * 1501 H A #% @& & >, i HLA-
DRBI * 1501 4t ) AT DRP1 & 55 13 {7 kG
SRS 11 A7 Ml 2R 5 5 1 5 IR A G . P14
AR ER (D EER (W) 0 &R (G
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KN E R (F) s L ER AR (F) s &5 HLA-
DRBI * 1501 #fi% i MHC [I 2843 1 bt S 4 5 Al
GEG IO R FRATH 2 P14 b Y G HR A
BRI ¥ o8 WIXLWxGFxF, 1% 3 7 AU P14
JELPE R A% 0 7 91 A 2 L 300 1 GBI 91

FATHE N R W5 3 2 85T GBM i (8 35 &0
AU ERAT F SRR i s T P14 Y G S L R L T
55995 JEL AR W 22 T nT R A7 28 SCIR N DT 8 it 4y
THEAALE AT B SRR, RATR A P14 /Y
KHEFLTY L 7E UniProt B4l P TR, A9 8 %%
2R G ) B0 S W KB, Herp 5 Ak B S
Beht GBM 5 835 TR, U8 W] AR 1 5 T LLAR )
o0 A A ) PP R . 3X A SR R Ay AR UL
2 5350 GBM i By Ak B2 At T 4R, B ok i — 25
WF5EHT GBM 9 15 R B2 43E 17 J7 [m)
2.2 MPOWEMRERAEXRERBEEULRE

# MPO

MPO-ANCA 23 [ AAV 5% 5% 50 11 br
Y W RO BOR M PR R R S AAY
(1 R A 8 U AE OG0 FRATT R R M A A 3R
KT MPO KA FIKE:, FE X AAV B #H
WIS HEAT TR, Z5 R, M kR EE
AT DA L i — S KBS Ak AAV AR
HHAH AX—14% R F A IR GBM ik, [\ B
20%—40 % WIHT GBM i 8 3 I IE T A£ £ ANCA,
X R AR A OBUBH 1 R H MPO-ANCA £
YU MPO i ESE H1WY, AT~ S E T 13
FAHE HES ML KB, BATE T HL 2 e 5
BT A, 45 R B 64% P GBM K & I3
AERL I MPO-H1 BEp 26 oE ik BE. o H1-4 M1
H1-12 W R5R e m, BRI H1-12 1) 85 B Ik
B, HlE o 2%, R HT GBM Bk Rl ANCA #]
REAEAE JL W] 19 & A= AL, T Bt GBM 5 (8 3% i
MPO-ANCA FlREh H1 bkt £ fe 2] 5% A4
MPO # {54,

MPO 1 5 MRN8, Ho 2 A7 g Wl
G4 S T H1-4 1 H1-12, & AT4 B MPO Jik
BB B AT LB DT GBM i H 3 1Y I 5 3R 50
R HE I MPO 19 5 Je b 5 5 s Bk . n] BE 2 8
AR RN F S A SR ™4, AR H %
Tl &% 114 B U0 i 4 @ MPO B 540 53 3 (10 R [a) 6
P 2L XF 46 BT GBM i B9 I35 o A7 46 0
BIA I — 2K P GBM 5 58 1T LI 508 L 1k 5
I MPO, X2 BHiik Ll 1gGl WA A &, (k4

S HGIE S AT AT LA B A AR 75 5 b L 2 i A
TIURE 2 IV o AL MG L 2 B0 PE PO AR . B R TR R
B, MPO FBE L fb 55 5 0] LB 82 87 9 50 I A7 1 )™
ABURMER B B PR, SRR BER O . X AU AR
T GBM Ji & R Rl BE ST A AE T

bR B H AR R
2.3 HLIAI XS FEHEAEEEERENENZ
E{EH

R R T O e BN G £ I AR L Y
R, 29 70 % /9 R 35 1R 9 AT LA 00 210 4 X 2 4 B I
PLA2R 0 H & oAk, FAT 0 H7 8 T AE K BR (4 F
FEIHE R HLA 128501 (0 55 R A 55 8¢ 0% 11 b 8k
IR OG0 FRATT R — 25 % & T B O AR
%W HLA-DRBI .DQAI .DQBI . DPBI A Ji fii
HEATIN T 43 AL, O A6 S 3L R K 7 4» T H 5 PLA2R
ZIE s BEAEM, W5 & 3, DRBI * 1501 Al
DRBI * 0301 & W/l 57 i AU 55 47 JE R . ik 2
ANZEAT KL K S A7 T HLA DRP1 85 FAYEE 13
A 71 7 2 TR 22 A8 Mk 5 B B 1Y) R s AH G M
RO S T AX S B s SR R 4R S PLA2R | T
M BT R R ALY OCHE A TR, OF H 5 B E
PLA2R M Huik BAG A0 M, #F— 25 i B T Bt i 3R
4 52 55 0 & A 22 JE] A DG B

3 iMERIREFENREFENG

MR G SR LA R AR o g 1 T A LT A A
5 30 AL I S BELE A A AR B /N BRI S R
i S5 00 B R A R PR AR AMA RS
Wi 3 AR . 2 MR B R IR MR AR
o AMATT DL R B2 52 A W O A S B IE S A L
FI Bt m DAy B 328 S BB it B 0 R T O . B
B /INER I e I R A T AL 3R AR KPR T LR AR
IRIT IR R A
3.1 WEERARZEFENE AAV ZRILE P EER

£ AAV BH W E AL, AT R BT #ME 55
BB AR A IEALDT 2T X R R T Bh ) AAV
B IRATHE AR T AR PR A B AR L
5RO AAV B I T AF A RMA TS 3 28 1
b, 1% Bl 1 A8 I A A A KO 3 T 2R A R
5 FIE & 6 BRSO, O ELAMA % B 24 - I i KO 5
PRI 1 BN B DD AH O B OR AMA 1 55 i O B 5
AAV R

AT — 2 W0 55 & B, A TS AL BT E A R
WAL= 8 Coa & AAV &R HLE A AR 031,
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— 7, Coa 5k 4H i b (%) Coa Z K45 & )5 . vl
W% p38MAPK ,ERK ., PI3K ,PKC 4 4155 ¥ $id@
FEL A T ANCA 155 & 11 v M R 40 i F I 5 &
RG0S T A s A IS SRR R LR Y v R 2
M4 g 40 %’ (NET's) 0] gF — 25 000 #M A 55 e g 42
PR 2 Chas DT BLAM AR 55 v 1 hr 40 i 22 ]
MG ARG B0, S BURAE I K2k 55— D5 i
£ ANCA PR R . Cha il 3 b vk 40 i 15 1L )5 i
HE— 25 WO B IR G, T SO R R S R A, XE
ST Cha 78 4 AE FEE 1L K FR 48 vh & 45 4 32 00 1
MY, BATEER T Coa 51 # b R %508 B 40 i 43
FHLH] &I 1-BE IR 2 B2 Coa ¥ fb v Mk 4
R E S

FRATTHE M X Coa AE v E KL 40 M 3R 1 Y A2 R
CD88 Fil C5L2 #F47 T #F5¢. 45 W, CD8S 78 &
LU R IR KOV 5 1B B D) Re S s ™ R
A TTRE B AAV %05 7™ 5 A% B 19 AR 0 A
Wi, B JE R S 5286 TE 52, CD88 5 C5L2 FE
AAV 1 KRB T35 R 2 9 0 M i A2 44, RS0t
Z AR

AR, Toll FEZ R MY H E AR Z — 1) & i 58
REEA THMGBDIE AAV K i 72 B 75 HI 2
Wz B EA, HATEH AAV #3F R HMGBI1 /K F
55050 Bl BE KB 2 R A OGN, R A S
KB AMA C5a Xt 4 20 i 1) 3R 38 AT LAt A s
20 B HMGBL (9 5 380, 1 &5 & 7 3038 06 b ook
K20, HAE ANCA BIVE T % Az R 0 03 2 it
UKL SV s 7EAMAS Coa- ANCA-H R 40 i ) 2 17 146
Z o BT HMGB1 BT LA il v 40 6 i) 3% 46, M
M IE S AMA C5a 5 HMGBI B A/E I 7E AAV k&
R HL] & AR
3.2 EMEMNEEAUREATEREEERESR

EmHLEH P RER

FMA ZR GEAEARIE B A S LT o e T A
F o FRATTXE AR S B 42 £ 04 B O I 0 AR HEAT T 4
T VTANY 2 3055 0 A S5 8 358 Ak AH G i I 4 o Bl i 45
Ji (thrombotic microangiopathy, TMA) [¥) & 2 i
Ja i MR WO R B IR R R
R, #M A 55 HGE RIE FEE T ES H W T
(CFHD /K& 35 5 B, FR R AE 5 JF A TMA i 42
R,

FoATHE— 2 X A BT B AZ 3R R G 4 B AR
RAER H B FeBsb e Fiffr TIF, 3T
3 AN LT R 22 A5 Pk (SNP) AT R BLAT V5 78 14 9 A B

7 X, B rs1061170,rs800292 Fl rs6677604, T
TEHE AP LS AE B E 0 B T AR A B R R
HH rs1061170 CC/CT (1) He 7 22 8 3 i F HiAfth 2%
BB & A % SNP (1) H R F H B SCR7 Wy E )2
I ReAR AT Be 5 R B RS R A 2R BUAR G . FRAT]
FH T IER H BT SCR7 A Bt #57 7 SCR7 5
HFE I AR (CRP K PTX3) 45 4 0 ) fig 52 5 &
R TIEH SCR7 R B 45 & W BCAR Ol Bk CRP
PL K PTXS.{HIEH SCR7 K B AN BE 5 KR (1 1R 1A
CRP #54. R, A1 TREM H W T & A4l
Tt 2 L MR A7 7R 2 SNP IR B R A8 3 14 Il
WG IR T H O O R A S e
S HAFAEAMA T T DI RE 19 58, B4R R X 28 SNP
FIRESZ M T AN, SCR MZIRETM 25 T IRIEE R 1IN
R,

Clq MR Z IR 12 5 — DB A, A
B U8 T4t M SRR R TR, AR 1/3 MR GEL
BERAE R A S Clg WA Bk, AT TIER
B, P Clg HUMR 5 R B R 1 & & % U
K FRATAVIRIE B R B 1 I3 vh s $2 T
Pt Clq Pk, RAMSE B UESE BT Clg A SR 5
G B A WG B L F B0 Clag A 5 09 08 T 40 i
35 B $E8 PT Clg BUik A vl fgsdE 1 52w Clq 4=
YI2EThie i 2 500 B R 0 &S . BRATE X Clg
EEEREOREUR RN A0S HEAT TR . & BB
C1qA08 HLARXT 2 W AR A5 B 48 1 B0 1 R S 1k 1
TP B Clg MHR, B 5 835 1% B 4 5%
TSR V)M 20 DL BRI UL Bt C1qA08 HiL
WIRRIE B R & A R S AR R W, I BRI AE Ry 1
AR B 2 TS I F8 45 .
3.3 WMEIATEOZN IAl REESYHAIER

FRA MLl

TgA B B E R 1gA 43 718 B /N ak & I X IT
PLAM AMA C3 R di i W TR /1. BEAEAF ST R
IgA B s B & R N AF TEAMA TS AL, OF 5 A K
TGAOC . TgA B B R N Bt IgAL 7 5
GO s AMA C3. A B RMAR IS Ak DL KR
BURDEARIIH ., RS 50 E RS 2R A
KHEA AT (GWAS) BF 5 & BRI Ak 527 16 2 42 14 40
#HH H KW (CFH) & H A1 3¢ % H (CFHRI, CF-
HR2,CFHR3, CFHR4, CFHR5) % [A fr 78 X B
(1932) 5 IgA B ERRH L,

R (R S NN A (DO N N G g
CFH K HAHXHE 1 CFHRs JF R TR ARG, #H
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TgA 0 GWAS B d . i i 8 A 5 DB £ 8L kA
WAL A W22 R BV 1A Bk BB & W BRFE bR, 3R
i8R IgA BIth ZHWE S5 T AMAIS LI 52 541
EEHLH] . BB IEAL 0 TgAl 4 FREA sheME R & TE
b s CFH JE A8 WL i3t % 48 5 (common variant) i 11
JERMA H W 3£ 38, JF U3 [F] CFHR1 1 CFHR3
B 5 CFH B K 4 fith 85 H 0952 4 P ] 8 422 L 3 [m)
P RGAMENG AL I A W 1gAl e 8 G Wb
Ji e A B /INERTTURR s CFHIRS 35 PR A 304 55 L A8 57
(rare variants) il i (48 H B FAHCEF 5 5FME
C3b IS5 6 1, 5% ) Ho X AR H R 19 25 9 42 2L
RE  IE T 52 00 Tg A B o A 3 IR PN 1 MR 9 A8
DL B SR FE /IR T AMAR G RE N AR R el R A2 2 5
T IgA B AN . F&E T lgA BHEHRMMNEST &
U RMA 2 5 AR B BRI AR U

4 BEMRE

EXT B /INER P G 8 S A B 1) A 9 AL L 3R
TTME A% Ty Sk e Dt 2 o AU L ) B B A 14 7 A
R MRS A0 A 5 1) B RE 51 43 25 — &R 50 K 1Y
FEEREIAT BEAT RIIF TSGR T — &R B B 1 Y
HIFTE IR & 70 R AT RO T PR T SR L 51
T EMASEAT Y E AL

TEE R HIRFH AR G2 B 25 2 LR B T
FRATTANLRZE TR AT TE B /N BR B 52 04 4 95 98 0 K 9 L
il s (1 BT R AL BT AR 7~ 1 B G g2 1k /N ER
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The immune-mediated inflammatory mechanisms of glomerulonephritis
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Glomerulonephritis is the major cause of chronic kidney disease and end-stage renal disease in

China. The immune-mediated inflammation plays a key role in the pathogenesis of glomerulonephritis. Our

Innovation Research Group focuses on the immunity and inflammatory pathogenesis of glomerulonephritis,

especially in the most severe crescentic glomerulonephritis, including anti-GBM disease, ANCA associated

vasculitis, lupus nephritis and IgA nephropathy. Under the support of science funding, we achieved a se-

ries of novel findings on the fine epitope(s) of autoimmune T/B cells, complement activation-mediated kid-

ney damage, and aberrant glycosylated IgA1l molecules in IgA nephropathy. Based on these investigations.,

we have partially elucidated autoimmune and inflammation pathogenesis of glomerulonephritis and revealed

potential biomarkers and therapeutic targets for prevention and treatment of immune-mediated glomerulo-

nephritis.
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