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ANCA FHCIME 2 K Im B A 5% o

KX, BAT,

B, =y

I BRABe M B B W A RE, IR 2% 271000

KGR MER; PrhtbR i, BEEER; DN AIRTUM; WA

HESES:

B ML 40 9 it 3% U AR (anti-neutrophil cytoplasmic anti-
bodies, ANCA ) #H 3¢ 4 Il & 4 ( ANCA-associated vasculitis
AAV) B L KGR H S e MEB , Ho BIURY s/
M A HAE G EFAE R AEIRSE , ANCA 2 AAV Rf 5P 119 1L 2%
PRAEW . B AAV B UL 32 B, 80% ~90% () AAV A
57 ZEIG PRI, B A LT 100% B . HERE,
AAV AR RIRZ KLYy 207100 J7, B AR AL T %05, WG
%5 ERRIE R LA R 25% 2, 2012 4F 3 CHCC ( Chapel Hill
Consensus Conference ) ¥R #J A FP2E450 AAV IEXE XN E
ANCA FHSC FEA B S S A WDIRUR/NMILAE 135 32 R 1Y
—HIRFCE M R, B4 T BT £ 1148 4 (microscopic
polyangitis, MPA) , P 2F [ 4 £ 11145 4% ( granulomatosis with poly-
angitis , GPA ) WG A 25 I 22 11145 %% (eosinophilic granulo-
matosis with polyangitis, EGPA) . K& AAV 1) &% I K K & 9k
B 224 1 A 52 4 ) W, L30T 4 [ P4 A Bk B 22 1) BF 90 4
RIATT AAV 1R R 2 R SR [V I 45 258, ANCA
KB KMA BTN B AR BT AR bk L A IR A AE AAV [ e
KT HEAE . ASCHE AAV 25 L HLH B9 F 9T 2 R
— ki

1 ANCA

1.1 ANCA #98cmbusl 1982 4R, Davies 576 7 BE IR 5E 1
B /NERE S B HE MG T, IR R T —F 1gG 28 Huik, L
BUFHUE R A B DR, B I BUABRR Jy ANCA, 1985
4, 7E Wegner [AZEI(WG) 5 ML 7, Vander &3 T ANCA
IIFETE, IR0 ANCA 5 WG 2R R4 T T 2. Mtk
VG FE LR ZHEB TE RS ANCA LRI, B
HIH Y ANCA R0 75 V5 [ S 9% 9203k (indirect immuno-
fluorescence , ITF) . ifF 5% 6 25 W [t 5 ( enzyme-linked immunosor-
bent assay, ELISA) %5, #R 4 1IF, A% ANCA 43k Mg 3¢ 551 AN-
CA ( cytoplasmic ANCA, cANCA) | #% J& # ANCA ( perinuclear
ANCA, pANCA ) Fl At F 7 % 2 1 #0 9 50 # ANCA  atypical
ANCA) . AR4F ELISA, HET 2 A 10 A0 /3 9 IE Sy ANCA
BISEHTUR , B AT HCAAE T b 40 i 09 8 % 3 J0RE 431
ME B 3 (proteinase 3, PR3) | B i3 4 1k ¥ i ( myeloperoxi-
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dase, MPO) | 5 F/18 15 M 1 & 2 19 ( bactericidal/permeability
increasing protein, BPI) (21 Z1 % [ G ( cathepsin G, Cath G) |
fifg A (lysozyme , LYS ) A1 3L 4% 25 A (lactoferrin, LF ) %, cANCA
1 EE ST JE R PR3, pANCA ) £ ZHLHTH 2 — 2 MPO, H
PR3 il MPO J& 355 Ry UL B 2 F, K& AFEHIESE, PR3-ANCA
I MPO-ANCA AU AAV (9 E 2 bn iy, HoA Byt BAT B
Ttk RS I K A R rh HA TSR AE . Schlieben 451
HRIE, BISR MEAEIE T 1) MPO-ANCA Hi J5 il 4038 it iR 28 F A
FLR g, A 48 h UG, BIEBR A Bl F 45 A F. X h
ANCA MBUR TR IL T R IR MRS . (A R, RN
ANCA HURTR Al AAAE T 1EH A, ANCA [ I A HERR B A/
MAERTTRE™ . —MEA ANCA BBURHLHI T fE 5 T 51
%*Ejé:
111 ANCA 355 v Mok 40 M o W 4% % MPO I PR3 2
ANCA fiz FZ PRI ST, A0 b ANCA FEHT Y K3k 2
ANCA L AEAE AN Jede b o X A 32 i35 0w P 2 R 1
HRHR S MPO A PR3 A1 T3, AU D EHUR RS T4
FM, HHAARET  ZEH 43 rh Mo 240 i 3R 1 R 36 19 PR3 I
7 PR3 ( membrane PR3, mPR3) ,mPR3 {3402 AAV K95 1Y
fa R &R . DFSIESS , PR3-ANCA A LU B,- A% (CD18/
CDI11b) A S 4 B IFDRS B F1 Foy A2 7R3 i mPR3 (19 3Rk, (i
HAHEZ N2 SR, CD177 (1RATTHES GPA
# mPR3 WHIINA 5¢, MOCHFSEIESE, CD177 &5 PR3 b %
KA 36235, mPR3 13Z (R CD17707%

2 ok 2 R I A% R A i 2 A4 i IR 7 < e A K R
- (tumor necrosis factor-o., TNF-o ) 8% [ 2 Jit2 4} 2% -8 (interleu-
kin-8 , TL-8) Jlifm , Az BIF0MTE , STEA R T RIBE LN
PSR Sr (MPO #1 PR3) . ANCA f) F(ab’)2 Bal 5 ok 40
T Y MPO 5 PR3 454, H: Fe BTl it Foy Z AL 4[]
— AU SR AR A A, LASE S b MR TS AL AR 5, T i
Foy Z Ak FH R Fey [T a Z KM Fey b 21K, 14k, Ras/
MAPK 3 5 Fil PI3K/ Akt 38 H AT 4R 5 ANCA 3
PERLANMIAT S . ANCA SR b R 40 i 2 T ) ANCA $
S5 T LAFS S v R A i e A R i i, e e 0 i
VAL, TR TG M A B A% AR 1 B, A 078 P B
L1.2 ANCA S P Ve kLA 55 N B 4 MO G M IS
I, ANCA fifi B,-Be5 F (W25 MM 5 & A 28, 9F DA Sk 3 4k
rh LN RN DA R A0 i AN B Y R 1 s ANCA T
P 40 2 AN PR 7, 4 TL-18 1 TL-8, 1 1L-8 AT 3 o ok
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R T B RS2 A, R Ale it o) AT B A2 2R 4 . PR3-ANCA
AR A P A IR T Y E e 40 MR B 43 -1 (in-
tercellular adhesion molecular-1,ICAM-1) , A2 3 A6 41 i 5
AR AL FRPRE B . BFRIESE , N B L BRI 2 5 AAV 3K
Wit R, Fo 5 ANCA e PR 40 J T8 i T — A~ 20T K Je 14
PEOEFR, PR3-ANCA J PR3 ¥ ] 1755 9 Bz 440 B 43 WA A 58 KOs
AERESIH TL-8 B 542 S AiE i 72 . Yang 25" BFSTIEN , H vk
LRI A BE A MPO T PR3 477 J50 A 23 T 94 1078 P 1 4
JRLRE B -48 5, 5 2877 5 4 1) e 5 AR 255 o PR3 (4R A
AT 00 A8 PR 2 LB PR T T MIPO. B8 A AT A P R 240 i
A A
1.1.3  ANCA 5+ Hkign i i #7538 k9 ( neutrophil extracellu-
lar traps ,NETs) JE AL NETs Sz s Pn 40 i 776 £k i R e 59 i 1
RARE5H , H LA DNA Sy 48, Hopa) A 4 1 b Mok 20 i
Pk A Cath G5 2 11 . MPO (PR3 45 ELAG 25 W RIS N
BRI Darrah 557 BFe % B, CL %85 19 NETs 4
B 84% S B B S i JRAE sl A 1Y B B PR,
T4% J2 F B SR P H B ORI AL D) A BF IR S8,
LAMP-2 $7 {445 ANCA AJ i 3 v s 40 g B¢ i NETs, 5 #2
MPO . LAMP-2 (PR3 4§ [ Sphiff, I NE AAV #5145 318 ik
PEGEER , 76 AAV BE SMRAEERh NETs /P00
%3 Kessenbrock 251" B 5% % B0 AAV 22 451 ' W77 46
NETs () FL#EE . %54, Sangaleti 451 By % W], NETs [ &
SRE SR PET ZE SRR NETs K i85 . IE# 1§ 50 T, NETs
EFAN A 45 fil )5, R R 2 Bt 4602 W A% R 8 ( DNase ) [
fife , HEMTRENG B o (ETE F B S H 2 1 A 35 38 /7 7F DNase
KPR PERRAR I LA, XL T Kdk NETs FF7E, AAV
AR NETs AN REHE B B R, —J7 1l NETs 7] 26 B -85
NI AE P B2 4 5 55— J7 T NETs 38 1T LAJOTS 5% 40 B AR 2R
I ( plasmacytoid endritic cells, pDC) , JFZE B P24 TH K o
IS B A ANCA, ZEfF NETs EVEIEERAY ™ A= NI
AR Fi] DNase i FoAh RE R i DNA B 22 1) J5 15 7] 5 B 212
HESH NETs BB ER , 78 ) NETs 1077 3077 B ARAS B 1k
B B R I K
1. 1.4 ANCA S5AMAZS B MMIE  *MARGRK R X
G RIS N PR G ATl 2 MR AR AR R IR AR TN 55
IRARWCEAMA, AT T OB B 52 6 W DA RS VA B0 I 2 A 4
ML A JRARE R T G I A R T B S L G — R A
BRI FR . R AAV 835 B IE 32 202 LU/ T e 5 TR
S EH G A R A A SR ST A R B /N ER B 42 (necrotizing
crescentic glo-merulonephritis, NCGN) 2y 3= 32 2 3L, ik DA AE A4
RGAE AAV S B VR B 20 (ER I 4F ok, ok
W RIS RBAAMA RS AE AAV 1R i Ferh4H 24 35 % 56
HEMMAE, I H C5a KILZ K C5aR Z 1] (19 Rk f O 1
. C5a F C5aR (CD88) fl C512 W 1~3Z 1k, H W5 & 8
C5aR = (19 /N BRIL NCGN 1y & A= w45 L BH K, 5 PR g
C5aR/CD88 Al F CD88 5417 (CCX168) fy /N AT A % &
7 NCON Bl H B /N R H AT A i s 2D, B 98 A IR B e 2
HpHE IESE T C5aR/CD88 yfE R AE™

Xiao % (O RANICHG K5 ANCA 154 BE A A P 41
AT TS () W Wb, R BT o T LA A AMA R A2 1)
YT, MW BT AT B I AMA C3b, I 0E #MA S5 BE 1R 25, 2013 4F
Gou 4111 %f 66 ] AAV ZHESIH# FI 54 1] AAV i 11301 5%
SME L R AT TR, S5 R R T SIS AR AAV
B M CAd KFAHIE , TG S B AMA C3a,C5a,C5b-9 F1 Bb
KV T A0, i 2R KO T 30, HLAR AR SR Bb K
- 55 B HE AR A T S T T A AR T A LA L il AT
P gy I I SPGB . T, 9 2 Bb T RE LN
Al AAV BTG S 0 AE bR & o

B2 MO 2 AYTEPEIESE ANCA AP MR 20 il A A 22
EPFER . FEAMA C5a S FF MR, it 40 i 3= i 3=
ik H) ANCA SEHUE RS> (MPO 1 PR3 %) 7KF- [, 378 AN-
CA (AR R H: e A 7 8 0 D AR IS8 ORS00 MR 58 B A 12
PRGNS N B2 AN, 53 AAV 1 & A 5 T RIMA 32 5 34 12 1 1%
EACIIS 32 Y ey vied 11087 s 2 S M i L AR w11 i DR AR E o 2 |
DAt — 25U MAR 55 B 42 77 A C3 AL A C5 A% ALl , =
A Z R AMETE 4L = 9 CSa, W] HE — A5 iR AR 0E 300, T 3K
AAV YRR RIMASE BE 35 A8 6] e o 40 B 540 A TE RS
KFBL o IRAHCBE R UE 92, CSa BRI it p38 22 2L
WAk B O % ( p38 mitogen-activated protein  kinase,
p38MAPK) {55 1877 i ¥ ( signal-regulated kinase, ERK) Fll
12 FILIFE -1 i ( phosphoinositol 3-kinase, PI3K) DL & & [ 4 i C
(protein kinase C, PKC) "™~/ {5 5 & i 3 8 % 5 40 0 P 119
ANCA$L 4% 2 2 Ma 3R T 1Y) o
1.2 ANCA "ThE#9 = ALl ANCA 7R8I A 48 B A AL
il A CAE R, B RE RS 25 BB SRS PR ARG
L2.1 ZiPHEZE HECEMESFAY I RES AAV Wk
A AR A W 0E (PTU) 2R R MR e . & A2
TREBR M PR T PR FNOK o 31 2% 46, e DL PTU ey 0L, PTU
R RIRIR 2, 7E 4N R AL 208 W] T4 #5408 T3 14E
FH. 1992 4F Stankus Fll Johnson B 4e#ki8 T PTU i & 1 F M
h R ety 1) ANCA. BH e ey SO 1L A8 8 o 1993 4F Dolman
HUMNE T PTU JR 77 H T 5 48 /N IS 58 B4 S8 38 10T v A )
T ANCA, R BUHCRIR 2501 % AAV 19 2R HLi 51 &
TERFZENNHRL, REP2E5A N, PTU 22 MPO 446K
BRI, 5 AR L A B P % B S B R A B R A
G RIS IEMEE, B T 4T iR 505 , 68 B 4 3 1L It
FEAPLR . ANCA 2549y 9 35 VA 0 LA S rh 40
T A 5 I AU T 14 1 P 4 B % AR 1 S5 14 BE 4L /s o
BLBUE NN R o A 2N, PTU ] 7E e Pk 2
PRI G MPO 43T BUH 5 3 28 [ Ak 4 & A U, I
UM A A= 40 MPO-ANCA Bipfa, tehh, b A % R T
HRPERE I ML S > I 6 o DR R B ek 4
A HBURORE R MPO , J5 #0 PTU S 4L ikt PTU, B T
YA, 15 AL B AHMIE 7 AR B E SR S A
1.2.2 FABERZE  WATHRSIE BoR , REFRBE R R & ik
Py JT AR R 43 i W B S K B R 1 ARFSE 5 & AAV,
Horpr AAV B 5 AR RE R R SEVE R R . Lane 25122 fF5%
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OB AAV BBl & Rk ) B E 3R A 1w , SR AR P A8 AN A
BB R Y 4. 4 A%, X R B REBE il AT B0 AAV; JEAE, HA
RIS AAES pANCA BB R cANCA TE &Y, T 5 15
F MPO-AAV [ &4 . ATFRFTRM, 78 ANCA FHOCH: B 42 5k
GPA 1,47 22% ~46% 1) B E A R EE | FLS5 5 ko ] 7y 6
R Y)Y X ATAES A AT bR Ak A i Ak e
JHELRT b EE% 200 6 %) O T 9 A i 6 0 L SR A S AT i
TR AN AR E A E IV & AR T S B AT 4 AN i A
PERIAISE

1.2.3 R E  JRYIEH I AAV KA KOk R E A
F AR B AL K A S e R LT P A ANCA, [] e Jgk
YR 28 1 PR AR TS n] 5 | A e R 4 M B, 5 S 9 R A
AL, J& ANCA AN K 4B A I i 42 o AR DCHIFOE W,
JE AR = A RIS 3l ANCA (1 ) B e U

— & EAE T REAUAL A, R B A ) B L BT J5 5 1 2R
I A 25 A6 A R AR L, T SO LA X0 SRR 7™ A S 2 2 , 4
YEAFERAELIT B SR, LB A SHiiEE . kY,
AL Fim H B RN P72 - 80 S AR B (-2 (1ysoso-
mal membrane protein-2, LAMP-2) Hi{A& (%) P41-49 {7 100% 4]
P, Fim H R FhRE 3 , 76 8 22 B4 o 8 B S o vl i
B EZENEM, LAMP-2 HiiAJR 3L & S ANCAE R,
1995 4 Kain %5 JE41 % 84 (3% sk AAV 2 105 &
B 90% FB 3 (A LT Hh ol A 2] LAMP-2 HL A, 95055 28 ff: B ]
B  ARAMIFSY & B LAMP-2 (1) B 3E B A ] Ll e
RN AL, BN R AR T £ TRt LAMP-2 B (A& G iz
KB T ™ 5 0 S G A W R kSR BRI /N ER Y
WEAATE ANCA AHSGPE B 48 /B35 1M 7 H LAMP-2 Hifdm ik, 1
SN2 A DG, LN, BA Fim H A 40 5L S
i 5 BE £ R AE AAV BIALEL, AT RS2 Fim H 40 1 B LA
J& ,Fim H 5 LAMP-2 /& 5y TR S B0 e 6L, 7=
LAMP-2-ANCA , R &5 i AAV,

ORI TR AL, RO BB R Y B AR kR SR
PG N2 R, BUEHT F B TR B AR 7 Az . 2004 4F: Pen-
dergraft 42 75 AAV B I 3% PR EAG I B T4t PR3 ik,
1M H AL T HUEAME PR3 (complementary PR3, cPR3) 4114
cPR3 ZE A2 PR3 L[ (1 2 P 3 54 ik 1 A, i 9 ek B
cPR3 2 [ 5 4 B (OB A BR 1A 2 1 I 25 R A 8L, Pendergraft 45
JH cPR3 f g8 /NRUG /NIRRT Bt PR3 54 PR3 1)
B, Bt PR3 540 PR3 JE E 24 9 BU AR R HT IR N 45 , LA3K
H B e RN A, s A, YR kA & A
BRUARYL S5 ILPR =26 T AHRE 9T IR , F:30hT PR3 Bk =,
4k PR3-ANCA A= i, fie 2 & 4 AAV, I H7E PR3-ANCA #h
FH R Pendergraft 4545 2] T AR ¢PR3 () CD4 " T 401,
SR, R JOHF o 2 BT PR3 M3 iR 5 4 4 (A 2 sk ]
BB 28 RN 5 S S v, LA 4 €088 4 BR TR o 928 ik 1A 25 B
WL B A BB AAV AT

2 BEEER

LR IR AAV R — D EER R, RN,

AAV (RS2 B MR A R ) 22 5% . HAT, AAV A SCEEF
MBS O kR 2, Hh, 7] 5 PR3-ANCA 45 & 514 A
3% A R TSRO T 2 255 1 PR3 & i PRTN3 4
5. ol FUEAR I ( ol -antitrypsin, AAT) 2 PR3 #1481
Tt ) TSR ), A5 B 5T 26 B, AAT Bt = 9 GPA B 3% 1% 41
PR XAEW] T AAT ZE[K7E PR3-ANCA [ il 8 48 Hh 9 B
SEPE . T 4R BTG LTE AAV 19 &AL a2 LM
YEFT, CTLA4 230l T 444 015 Bl %z — , 2 CTLA4
BRI, 75 GPA vh o] Il CTLA4 K SETH &, M AMIFoT %
B ,CTLA4 [¥) +49G S SE AL AAV [ b B0 0390 % 5 %
HRZHAR 22 S G o i Y o 2 R A R O T g I 32 1
7l 22 ( protein tyrosine phosphatase mnon-receptor type 22,
PTPN22 ) J&H 2 (1 [ B F 38 M 0 AH 5 i Fa B BB 7, o4 i
— P bk B RE R S5 P B 2 B ( lymphoid-specific phosphatase,,
LYP) ., AHCHFZE I, PTPN22 R620W Z5 (7 3K 5 GPA 5 &
PEAHDG Rl & ANCA BT RS GPA i85 45 25 B 5 (1) PTPN22
R620W 25 SEPN A% ) . CD226 ik F L A 41 iy -, Hwy
E LN T Ak B R i /NSRRI A A LA I PN B 4
ML R . AHOCAFSE R R, TR R AAV PR3 5 CD226
HY 15763361 3/ i G Foy SZRKIER K T 2R 9y 41 i
AT, O B 2R AR TR G 928 R 200 M e i A AR AL, 32 EE L L A
FeyR T (CD64) FeyR I a(CD32A) FeyR I b(CD32B) (FeyIl
a(CD16A) Feyllb(CDI6B) , 5T, FeyR 1 a A g8 i
454G ANCA | Fe Br, U vh PR 0L 20 0 K B A I %) 48 6 S
N, FEC T RE SR , I RS 4 T, TR /N LA AR AE 1
IRFE, = AAV B E B HLE .

AAV IR 5 A H bt e (HLA) YRR 2 25 A DG . AH
KAF5EFE BT . GPA 5 HLA-DRBI1 " 04 ELAHG¥E, H7E ANCA [H
PR BB TR G TR S i3 . MPA 5 HLA-DRBI * 0901-
DQBI " 0303 )4 R4 %6 AH 3G, 5 HLA-DRB4 3 [H] 47 % & &
H: EGPA [lfafa R 2 2 —P" . PR3-ANCA 5 HLA-DP ££[H #f]
5, 7ii MPO-ANCA 5 HLA-DQ #¢, GPA &3 HLA-DR1 #
PR [ AIC, EGPA F8 % HLA-DRB4 3 [X] 457 3% 45 55 1fif HLA-
DRB3 JE[H AR EAE ™ 2, R 36 E A PR3-ANCA BHPE
(915 K [N % Z — > HLA-DRB1™ 1501 4 i 3 4", HLA-
DPBI * 0401 243 T HLA-DPB1 [X 8} 1 rs3117242 437 5 1 15 A
Y GPA B #H2:P*  HLA-DRBI * 0405 fAMES AAV 51
BE ST R SO OG 1T AAV BB 5 2 HE T 3k 57 19 f 1 P
%4 HLA-DRBI 0402 BHPEY . _E3RAF S 26 WA 4% D9 3 ) g
TEAAV R JESBR T E EW I EZENEM.

3 AR AP (anti-endothelial cell antibody, AECA)

AECA JEAFLE T A il i —Fh | B S e tepoid, H
PRI 2R MU A Bz 200 26 T sl 0 R I A P B 20 b )
— 57 T PR, AECA 1T ¥ a9 52 #2455, 1T P9 0 4 455 0
AAV 1 ZLG BURHAE , 0 2 366 100 B /DN IR 6 4 1 48 45 5 1) R R
PRATEOTT S AECA L LA P R 40 AR T AR T, T 9 P9 2
JEL R TEDRG B 31 7K 7, T E-BE R 3R 240 (EDRY B 43 -1 (in-
tercellular adhesion molecular-1,ICAM-1) 1 Ifil & 2 e 45 B 45+
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1 (vascular cell adhesion molecule-1, VCAM-1) % {38 PN Fz 41 iy
i IL-18 1L-6  IL-8 J% BA 42 4l ifd # 1L 2 1 ( monocyte chemo-
tactic protein-1, MCP-1) ., 33 VL FAER AECA REAE 158 iE 40
L ZR A A ] R R, 5 v 3 ke AR 7% 200 A T A%
P N K AL, D3 AR DCHTIY R BT, AECA 53 N Bz 40 a1
A JRETICAR L R 15 266 B 3 L ER0fE P e A M A8 40 L AR IR A
/N MAE 4, AT 3E o NF-KB \PI3K/ Akt 38 J% 5¢ %

H 1971 4F Lindquist & ¥ AECA I3, AECA TE Il & R AE
PRSI A LI T AR o AR SR AH T 5% 1
7N, AECA TE LA 4 PR Hh o 2235, 2 100 A8 S8 A 14 95 742 R iff,
B E ARG A SCHRIGE , R AAV 25
LT AECA JIESAT B35 225%™ 0 5340, LT AECA et
JUE R IR IR T e S B N EM . IER
W], R AAV B H TE AECA [0, LI 25 90 1% 00 R b7
i HOKP e R IT T B2 8 T 18 % K . A
FRW,AAV G RRT, B E LT AECA 25 B #, AECA
FESE BATE 5 5 R KW AR

4 HEHpE

4.1 THempe TAMTE AAV 1Y LR Pl H24E
LA B ETEEE AAV B9 PLHAT M A B . Th17 402
— PP CD4 ™ T FHBIZHML (T help cell, Th) W, Hol i 43
WA TL-17 (IL-17A 1 IL-17F) (IL21 IL-22 45 2 Fft 20 i H 75542
LA I | R HE 58 M R N, TS B A B S M R Y R
KRR, W R, 45T AAV BE BT 1L-17 Bk am ki =
Th17 440 AL, BT 0% AAV SEAR ) Nogueira 251 fF5%
RI,AAV BB 20 TL-17 /KOF B2 T 1F % % B,
$27R Th17 QiR K TL-17 5 AAV B &AH 6, 7E— e 2 AT
S WSESRIE S o WHT T R EL4HHE (T regulatory cell, Treg)
S& CDA4 " 0 T 4 M i) — AR, g 3R A CD4 " CD25°
Fox P3* (¥ 5% M F X JE & P3, transcription factor forkhead box
P3)T 4iiffd, HoXF B 5 fople ROV A MEIEH, 7 8 B etk
P LT R e RE AR R LB Ik U, FSR R, AAV
SR LT B i AR B, Treg B> DI REAZ 1, 15 2 %
FRIAYT B AT AE K 1 42 ARS8 i
4.2 B#empe L) CD20 "B 40 A0 0 F) 2B o sr et
PRI B AAV IR I — AN AR, L/, ¢ T B MR 40 H
5 AAV B R IMFR B Z . FHCHFSHGE , AAV 15 3)
BB BRI R SR, HAE IR Y B 41 i AL AN 1E 5
JLHAE GPA TESh B Py, H CD38 " B 40 @ & 1 n . AH
KAFFTAESE , 1EH W e RGP AFAE— 20 B MR 4 e (B
regulatory cell, Breg) , B] 7= 4= IL-10, Xf H B 505 A1 K 0E 2 o7
FINHIVEN o Breg 40 v 46 & T 40 fifa 44L& Thl =% Th7,
Itk Treg M A9 TE 2 . B 40 HLIE T ( B-cell activa-
ting factor, BAFF) 7E B 4 Jfd () 1% 14 F0 458 58w dbe 5 22 1) 9/ 19 4
24 B 4 B B Gttt B g SN A 1,
BFSE R B K- 18 AAV 35 S A BT

B2 BB AL S RN AAV BB TR0 A EE LS
FZEMRZW T, =4 ANCA 34— RFNM B 5 R KMo

e R b, ANCA fih & IF08 #E P ok 40 M 15 4L , 2R 91~ A KT
I3 AR T BAMASE 25 T A Mo 40 I A SR 4R T AL K
SRR TN o T Y Fh P 40 i ] B S P A e 4% i iR
UG EHAE T B 20, NETs B8 55 |k Py e 20 g 728 44 |
Jli v B LU B AAV By KAz o Hor  AECA [T i B 40
LB RIS 5 TR A R SR . X AAV &
TRHL 1 — AP BITTE A R i B 7 R R ) T e

&% 3k
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