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& 1 fEEES Rk DERARRAR

JE HBV HBV &
= PR RS
HRARRRE n=225 n=123

B/% (L) 137/88(1.6)  83/40(2.1)

Fn (F13) 51 52

2B 93 % 94 %

HIREE 74 % 88 % 0.003
ZRMEBIR 64 % 82 % <0.001
PR IR EE 5% 4%

BEE 44 % 62 % 0.002
MR 15 % 15 %

EAR 20 % 24 %
=IM0E 27 % 49 % <0.001
BEIRDEE/ Sre%e 63 % 71 %

BRERE 58 % 35 % <0.001
fEED 24 % 6% <0.001
e300 24 % 18 %

IR R BT 20 % 18 % 0.02

SHIbEREE 31% 50 % <0.001
fiFr) 28 % 50 % <0.001
SEHIEE M 4% 3%

27 4% 6 %
BEEE 2% 7%
SHIL E BN BRI /%2 49 % 72 % 0.006
FMizELEZHD 11 % 20 % 0.02
DMEES 20 % 26 %
IDEREE 4% 13 % 0.004
DR 5% 7%
IEImIEE - BT 6 % 7%
RIEE 8% 1%
BIEMmE A 4% 6 %

(XHk 1 £D3IA, KE)

HBHDT, FIRBITLITHREZ T LD S,

TEENIE S FEEAR K (PAN) DFFRE

COPEIE, HRIBE W) X ) B 2ER» OIS,
% IR AHORFMETH 528, B BIFR T A LR
(HBV) % C MU 47 A 0 R &G B L TR 3 % 2K
T PAN 235 %, TSR EBIIRICESEMEINAE R 2 & 7
L, &ZINEOMMEEINRIC S K503, BERERN S s
Rig L LIFEL Y, BIME RPMEIRE L2 <, P
BB fifA & OB S 2o, BRBIIRIGZ D 2 & 37z o,
RIS L, 50 fRUICIR b B\, B, READ, i
I, BAfE 7 & O EEREIRDY 90 %A Bl A 54, AR
R, BREE, KEWEAPRLECALNE (R, BW

Z20%, B REINR 2 & O PR EEIR DS RAED EPETH 5
70, BEoBIMERIC 2=y - 7Pt T vy v
FOWEM, BEEMESTRETH 2, EARCRIE X
HOoTHBETH D, RIMERMFEIZAR SN\, ZDOHEE
I%, HBV B3 PAN 72 & D X 95 IZHEE AR OG- R
ENZHO5, MEDNZLVWLDETH S, JEHBV
PAN 2R HBV B3 PAN (&, FAENSSEEE 2% { JET
LRHEWVLY, HHERIIMEY, L, SEREH T PAN
EEOWEHRICEHS L 7-FFIE, HBV BT <, Sl
H, Pz T 2 WLEREE, Hic o e L S AL &
THY, MiF7 L7 F = U AEIRERED o 720,

)iy

A% 6 A A6 4 UL T OIS IIEFFE T 2 KA
DEMEMEETH D, 1967 FINIRFE FE I X b R
THIO TG SNz, IKRED ERIZ 25 O h/NEIIRIM 22
TH 2, MERDTEFIZEIIRICDH D, HHIROILHR LB
R 2 L, AN o itk B E2 Bl T %,

JRER2ANBERT TR, SRR KR0S, RWkEE
LR 2DEHIRRED AR TH 5, EENRO A L, &
AVEHITIRIME R B 1T 2R EROB L Wi A S35
M, ZoOREHEIZesa 7 7=, U v SEROREDS CDST
HHE) & & O 1gA TREMINICZLT 2, 74 7V ) A R
FAREF R D 2\, NN BN & B SR S, &
FEG]TIE BRI 12 & TR, IS RE O R = At
OB X D BIIRDMESR L BIIREE SR S %, FE 2
JABIANICHES 2 2 BOERTEEIIREZ 113, FhERiZIE DI 4
5N, APENIPRMIIC S & 0 2 S R, Fcheh
Riisko7 FL /o x2avy, 750 hney, 79532
Y ETH2Y, ARBEDOM G RBENS, Atk
WME2Z L INSDHKIUMET L, b b i cD8 Btk T
Ji5> NK MfE iR O BEFREPFEBLL << %, 2 DD
BRI X CD8 Btk T Ml Tik & 2 b Y, 5
FIERIG DG RR E NS,

TEEIIREE IR S 2 TP E ML, AV T r7a—F i
IgA ZEEAET 2 2 EDRENY, 2D IgA ITHIET 2 PR
73, TR S OIS 3 IR N E AR & LT %5k
Nz oo, HRPURSTFRERREINTRATS Z L
DIARBE N0, X S IHINE AMKDS RNA 7 A LA TH
52 EBRBENT LS,
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PR3-ANCA  MPO-ANCA MPO-ANCA P
(+)GPA (+)GPA (+)MPA Lvs 1 vs i
(n=22) (h=39) (n=44)
Normal glomeruli 38.7+£31.4 36.7£29.8 20.4+25.8 n.s <0.01
Cellular crescent 71.0+34.4 41.91+34.8 44.8+37.3 <0.01 n.s
Fibrous crescent 12.1%£24.0 30.7+31.4 27.91+30.4 <0.05 n.s
Interstitial fibrosis 18 % 67 % 82 % <0.01 n.s
Glomerular sclerosis  0.0(0~37.5) 0.0(0~100) 1.2(0~40.0 %) n.s n.s
(it 8 £ D5IA)
3 3 ANCA FHEMLRHRE
INBUIME R DIREE 1 © ANCA BIEME R
PR3-ANCA MPO-ANCA
1. ANCA BEMEXDH4E AFEERE RHEEY U
ANCA B 213, SNBEIREROBIEENE X BREORS Rl <TRDB~BRME
. - EX A\ o fE e 2% "
<, REEA B HZ L ¢ ANCA BRI s s B #A et
; R N NS (R, ZR) A
ERRHEIE T2, BRRELE 5 DI RSN, GFRBkEH ERCRLES AR a0k UIP /S5 —>
PTLLAX—OGOHME, REFHEEHRLZOAM, B BHHRE =1 BEW
wREMEICE DR 2 D L) IEEDEHINTwS, 2ok BEEEE T (BN ) HL/L\S_E:/;/ATEZNs HLA-DQ

D> THFIBERME 2 J6 A8 1L R BEAE (EGPA) 1%, RAFIMLS
PESEAHAR D AFIAERIN % - R L BT 2 7 L L X —ER %
BEFES 2 VR RINTH 5, Lo L, ZIIME RIEREFIE
Ji: (GPA) (Wegener) & SERSERIN % FE M 78 (MPA) 1%,  #HA%
FT R EBRIR & TS NTL B, BRRINICIEZ D5
DR EH D, L AMFICHET 2WEDS
RIS T %2 23 1) 2 RPEIC D W TR DL 2 5 BEf 23
2 I, GPA XA MPA & W) 7 K D, PR3I-ANCA Xf
MPO-ANCA BEEINAE 2 &\ 95 D Z B HEDRIR I T
&7, LT, 2025 T 5,

HFEIZ I MPO-ANCA [ GPA & 2 S 4L B EHI 234

7w, ZOEMMBITRZLE T2 L, &2 DX IH
et G5 @) 2 H (A2 K 13 PR3-ANCA GPA 2% <,

MPO-ANCA GPA & MPO-ANCA MPA 2347\ (% 2)¥,
WO HRAENE A A AR E O f (L 12 MPO-ANCA GPA %
MPO-ANCA MPA 2% {, PR3-ANCA GPA (213D 7%\, §
bbb, AMEHNEZ LBENRZOHN X, GPA % MPA
£ D ANCA DEWIZIRA L CT\wiz, —J7, ANCA Bl
WAL LT, BHEDD RO E AR D (35 12 ik
FiTPE A AR 22 & VR PG 28 (G2 021804 UTp ) 2351 &
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T35, Hi& X PR3-ANCA EBSE L, & 1@EH
DIF & A EFT AT MPO-ANCA ThH %Y, Dl Lo#MzR
3R,

B, DA %3HFT UMD H A S 1172, Mahr
5%, 2 DD #W%E 7 )V — 7 (FVAS/EUVAS) I k& 5%
it 5 s [T T 1 2% Jif R B U2 B Bk S 47z 673 il > ANCA B
FHIMAE ZIEH] (GPA 59 %, MPA 41 %) % MR E L, ks
KT =8 %7y 928 =0HiziioY, ANZERE
LT, B, M, RAGE, IR, BE, g, DandE, WE
W2, TE, ANCA SNz, ZDFEE, BWRED
HE(84 ), BHRZA D H D PR3-ANCA FHIERE (270 i), &
JWZED38 ) PR3-ANCA BEMERE(217 1), DIMAEWZRE (58
), WMACEREZERE(49 B) D 5 BECT T sk, BRED 7
7 b AL GEERRFIRE) F R E Bk oTwik, kD
GPA Xf MPA O L D D, 2D LI L k)
BRIRINICH T H % ATREME R S 7z,

—77, Lyons & 1%, HED ANCA BHHUMAE 78 1,233 il &
iR 5,884 Bl 77 7 7 A4 FBBEENT 270, & 612k
BRI D ANCA BEELIMAE 48 1,454 5 & XHHE 1,666 #ilic X %
Bk %17 72", 2 DFEHE, $1 PR3-ANCA 1& HLA-DP, al
7 ¥ 3+ 7> (SERPINA1), PR3(PRTN3) & i < [
L, ##. MPO-ANCA & HLA-DQ &R L Tz, Thb b,
PR3 > MPO IZ A9 % [ CHRIESURIE 57 2585 T 12 Kk D
HESINTED, GPA ® MPA &\ ) BB FEBUC T
2RI LTVS, LED>T, ANCA BIHEIMNE 7 D
KRG HSIBME 2 E%2F 2 5 9 2T, GPA X} MPA O i
DA 5T ANCA FiflEIc X 2 B2 AT RETH D,
EWEER, ANCA BHHLMAR %1% PR3-ANCA BHELIMAE 4% &
MPO-ANCA BIIMEFRICHEEIND XIS I,

2. ANCA &JR[RM

ANCA B IME R OIGEIE & ANCA JUikqflilxHEE 9 %
ZEWLHOD, Z 9 ThWHIH A% v, 85 il GPA i
1% 1A F IS L 72 BF28 Tld, PR3-ANCA fli D b 5239
OB ZE FHIT 29 2T, K 79 %, FiERE 68 %TH -
7212 ZauRt L, Ao KBS & BRI B VT,
PR3-ANCA LA L TH LA TH EDITHRERIL45%
ThY, HBRETFHMTE 2ok, ZhE, TRTD
ANCA 2ViRJEMEZ R L IZR S 2\ 2 & 28T, ANCA X
JEPURICIZ 72 2 26 b =7 DHIS LT, Roth & 1,
MPO-ANCA 2383 2 €+ — 73w EED b o & JE
WEED D D EDH D, WEIENED MPO-ANCA (ZTFEIHIC
AL, EREIIEA T 208, IR ANCA IZ3EB)E: &
RIS, A biE g 2 2R,

1) ANCA I & 2FFERGEML

IFHRERDY TNF-a, IL-1, IL-18, C5a 2 & T7 74 2 v
7 &% LMK IC PR3 MPO ASFEBIE 1121519,
FRFIC 7T A4 2 v 7 S At iE B M 1 b vh BR s e
L, % ZIZ ANCA 234 L, [AIIRFIC Fe 935 FeyR- 111
fierd 5 &, FhBRIGBERL & & b IR R 2 it
21920 Savage 5 1%, ANCA 2SI B~ D iF Bk o
PR S, R IET 2 2 L2 Ic LY,
754 IV I NI AR ERDSIMNAT BE (335 L 7R RE O
RIS ¢ 5 2 s kb, MABERG, MR
5, oI, WEH LI NP S IZHF B 7 R R
W v &, AR & TG U Ak BRGE (LA
FClazprEL, MERZMHITLILICKS,

& 512, PR3-ANCA [3#4FHhER7> & @ B a5 A
(BLyS) 7k % 3518 L2, #fFhBRIC & % NETs (neutrophil
extracellular traps) Z ¢ % 2 L AVRE N T 32, NETs
IZ X DI E 415 PR3 MPO 23$LE Bem M I L D 3A
£, ANCA FHEIC 2 EARENTWV 3,

2) BMETIVICE TS ANCA DFFRM & HERER

BROBES5

MPO R~ A% MPO THIZL, ZD <7 ADWHHNE
BIPEA R ACBAT S L, EHEAEHICZ LV
IRTRE R 4 o 2 B PR IAE 8 % FohE S € 22, $1 MPO-&
AEra 7Y v EEE e ZICBA LT EIRYEARE
BB R % 72729, ZOEFLICBWT, KT B C5
R 2 TR LEHREERER R 52wl L2 b,
WAREIE LB RO G230 HETH 27, 5141 C5
Pk 502 & 0 2 ARERIER L0305 S 722, fiifkaR
Bk OTEE(LOBI S 1%, ANCA BB &A% IC b 2 Dif
AL DS S 5 2 E R EIC X DRI 20,

23X L, PR3-ANCA DIEJEMEIZB T % MR DT
V&, BEIEMERBRAB R I S e, WEEEIER A O
BETE T, PR3-ANCA GPA DFEBETILICIEE-> T
0,

3) ANCA BIEMEXICH T2 MlaEREORS

T T IICE T 5 MPO-ANCA BEHIMAE 2 DO FIE I,
Th17 ~L 8— T #HESEETH D, MPO DM T #H
faz € b — 7SRRI AT IS TH 5 T RS
TV 333 GPA I BT, IEHIIC Thi7 M8y
%>, Th17 %3FET % IL-23 ° IL-17 OEAETUEIRE
ENTwzY,

£7:, CD20 Btk B flllazbrEd2) v ¥~ 7 %25
SNFEHFITB VT, T MRS R - PRI 2 038R
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HIN, B 1~2 FROPEREEREICEE T 2 2 LR
S, B MERREIC X ) T Il EE IS fuk
FER DI S > TH\AS, ANCA BB RICE T3 T
M DB E: & 7z 7 ia R R AR IR S 7z,

4) ANCA BEME R OFHEF & RERSF

BB U7z & 9 AFREIC B 28BNz, BREA
TFELTYY AREGT FYIREOB G HEE ST
%, ) AWEEEIE ANCA BIEIMAE 28 F80E & A4 v Xt 4.4 D
HE RS 5N TWw 3%, GPA BED 63 %hMEk:
Wi 7 FOREOMEZE TH D, HichFo v
> a vy VIEERERE S (TSST-1) 2 H#2 7 P 7 BRE R # 1%
HRYVZ DB BHETHoLEREINTVEY, 2ok
9 B HE D 53 B3 Toll ARZZ54A (TLR) %2 6 B3 % 6t
R~ 270 77—y 2iGHhs €, RiE2zERT 22
EDMEESI NS,

VTAED ANCA B3 A 28 095 BEMRIH 13 25302 A T
3, ZO—HEFN LD, INETOAMRZHRIEL, B
TD X9 BRIFRERTDHEE ST 23,

ATy 710 7 P KE % EDEYED TLR 2/ L TA
B ERP~ra 77— 2GS, RIEEY A A
Vi ERBEE 5,

AT T 294 MAhA UhlFhEkE 794 L L PR3
Z IS, [ A NIl OB 7 2 FHBLS ¥ 5,

25w T3 WELTCERLY2707 7 =Y TLR 24t

L72HBBIC & D S I RIS A P A4 2L, TL-
23 I &ALz Thl17 ~o8— T Hlfa 23555 %,

AT v 7 4:Thl7 26 FELE I N7 IL-17 DMFRER % 5]
ST ERFEL VKT 5,

ATV T 5.0 AL TT 74 LS NIiFRERIZIL
BN ST 5,

AT v 7 61 NETs I X 24HEkD & D H P PR3 O
JisH & PUREERAINEIC X 2 HUD JAA L FiEEER, B fllfas
T M~ OPUFE R X ANCA DSFEAE S N5, JEfatE~
oS— T g2 5 D IL-21 B & MiEELIFhER» S D B
AR A1 & D B M2 G4k 41, PR3-ANCA 2%
EAIND,

AT v 7 7:PR3-ANCA 23 & o IZhfrhk & i L & &
AR, & VR R & & 7T, 2 O, iE N R
B s (IR e e I %) 2 51 E e 2 9

ATy 78 A T M B MR L v d
PR3-ANCA EAIZ X 5 ICTLET 3,

ATy 7 9 IL-15 TS N2 7 = 7 % — T #ilfans
IS N BRI PR L C A BE o Sk % BIE S & 5,

D &) KB, B F S F R0 TEAREDR
KIGERIC X DS I EINETH AT,

3. WFERIRME S RINE XN ZFIERE (EGPA)

ANCA BHHUIMAE R D 22 Tl A 72 <, boETo
AL 100 TAYGD 178 AN TH -7z, FHERIE 55
%, Bclbix 12, WEINIER D 9 B MPO-ANCA [
MBS 50 %, PR3-ANCA 23 2.5 % CTdH - 723, ANCA [
HIMAE RIS I N T 225, EGPA IZE )5 ANCA DE
FIZAHTHYD, EGPA T 2BRICGHE L VDb
Ik gRATN

EGPA 1213, ZNDSDRERENEO 65, T
F—MARPAEIWME R ED T LAX =il TE
D Th2 BIGRE RSO TIHEDSRE S 42 —77, Wi ik
WEFIEZE 2> & 1% Thl B GE SOG O B 5 23R8 S 4
24040 F e o) 7 LV — PR I X IL-10 P
42 CD4+CD20+FREIM: T Mg RERHIC M L, TREH
A5 2 L5, WEEED S D EGPA FIEICIE, R
itk T MIEERE D ZT DRI G0 B S N5, I RN S
IIE IL-4,IL-13,IL-5 % £D Th2 ¥4 F A A4 V235 L
IAY X V-3 Ik BilEENREE TR =2 RDMET S
2 A oNBY, By /07 VIERE IgE I
JE VM B R OB 53R I NG,

EARIERICBE T 2081 H 225, winh 5plco
Bt D 7=, HE 2 Tldk v, it d ZEB D EGPA103 hEfH]
TOWMGTIE, IL-10 BIEFEZHENREIEDY A7 KT TH
5T ENRENTREY,

EGPA D¥&hiE I3 AR G- DG %2 R T 2 &% 0,
Rrlicm A a b ) 2y ZEERETE TSV, % ogh,
AT A PMRFEREMEBERFICA SN, ATaA4 P
HEME->TWE 226, IET 5 EGPA Z A7 0 A R
HICK DAL b LHEESIN D, WARATHEA R
PHLIGE HiED A =) X2 7 THMENH 29354, 25
0 A FRNRGROMEICHE) 614, afatyx
v RBREETER O & L FRRIC, 1BTET % EGPA % Bl
IEbDLEEEIND,

INBUIME R DIREE 2 | RBEARENER

FIEE A HRIZ R X 2 /NI 28121%, TgA ILE R
(Henoch-Schonlein $85E05), 7V A4 7' v 7Y o i 1k /&
2%, EBUEME 28 GEAIME), BERIC X 2MmER, 7 AL
ABGIEIC X 2 IME RV D Y, RIEEAEDIMERENDIL
A LA D IEALIYRBIEEIC B G-§ %,
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