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1. i G2

W 7 5 38 2% ( Glucocorticoid, GC) &2 AAV iR
ZEfIRIT B ERD, GC 5K GC ZAREE & , b 12
R FRIR, PIRAE R K B, GC By
i IR A A E . TR IR e
BTN 1 mg/ (kg - d) o XFFHE“EREE 2 R
SR, ATHRbKE S Y R JE AR K, B 1 000 mg/d, 34
223 d,

W BER ( Cyclophosphamide , CTX) 2175 5 22 i
wHIZGY), OIS kS ] BRI R E SR
KA, CYCLOPS W52 H4 149 f5i] ANCA BHE (4
GPA B MPA 1) & 35 B AL 43 A B H a5 (8] W 25 4,
LR WRTEIRYT 18 A I, G2 A A A H 70111 ot ]
P 2 R W AT 2 5+ O AE—T5U6 CYCLOPS fy [a] i
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HERETIIESE Y, 5 hkeh4LAE b, B H 2B 5 R XU R
1 50% H 5 ANCA KR
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AAV IFER G 0ARYT, N H RTX JRYTF Y AAV B
B B L7546 R T (B cell activating factor, BAFF) 7K
B M, 2B BAFF 7F B 4l fu ik &2 oA = A=
HRYE 2. RAVE BFFEREHLAN A 197 812 Kok
5% ) ANCA PH % 5 5F GPA m MPA f8 & %2
5.5 A F 1 GC WAy i RTX (488 375 mg/m’
FliE) 8 CTX RT3 ~6 S H o 451K W, RTX 7E15%
SEHITHCRAES F CTX M 52 Ml RIT-
UXVAS BF5¢,44 /%5 AAV 8% RTX IIp§k CTX
Bk S CTX #ik 3 ~6 N, SR 5 FH B e I e
BT . 2 dUEIE)T G ARSI L g iR

HoAth 75 G2 25 W A H6 B T R T | HH 2 e 4
MYCYC #5517 MPO-ANCA Bt B b % 025 1 iR
Fg 1 CTX 7 6 AN H 1 18 /S A I A 2R R
NORAM #E#E H & W ] 3% A #8 B HE  R
R IIFUR (s & R 280) He CTX 221, %
2 ST AERE SR YT R 2l R

M3 BRI IR E AR HES S ZMGIT =1
TR ZIWIRIT o 2020 47 oAk = 2% i 1 —F oF
FER TEEE AAV B 0K B R IF A R AR
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i GC BX A A i B 259 2 4R R AAV AT R
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o, RTX AL TINS5 RTX #ELEIAYT 2 4F M
o, AR5 RTX 80 & R Tk 7. ek
J& B MAINRITSAN2 BT 453 RTX 3, i il 41 i
FH1E CD19 + B 4 it 5, ANCA % fHa ANCA i i
& EJFI 4 500 mg RTX, H 2 18 A H . [lEH
FERENLTAEEE 0 RIS 14 KA iE 500 mg RTX,
A5 6 .12 F1 18 4~ H il RTX, 2 48 & F K
ToW 2% 5 (B SE R RTX JE /)

T A IEE S R T 1 TG 1 % ) 1 4 8 % FR IR T
IMPROVE #5494 A 42 A~Hr0 i 156 {5587 12 W i)
AAV B BEALSY B IES 2 mg/ (kg - d) DA
i1 (2 000 mg/d) , FH CTX Flik Je #s e 5 5 2% it
W39 A, KRB IRA R &R E ", A
AT L SUE L BERTIE 9 A 105 B4k T
ARG AAV B3, 45 THRIES 2 mg/ (kg - d) |
/NER JE RS (<10 mg/d) BK 5 DURIA BT ( Beli-
mumab) 10 mg/kg IGY7 , 45 5 Wom DURIAR BAPTER A B
A I 2 DR Fz o 2R 47 AAV Y 281 I AR BB R AIR
P08 A

Ol JEK AR T AR kg 45 Tl ML A R A R YT
JoH A A R M AAV BORMAE &, %3
BT AR AR R AT I 2 Sl R e
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2 AR o BRI F BT EX 3
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(2009) 2 J CTX + GCs TR R £ 5t

RAVE PN 197 5] #7507 3%, 2R 49 AAV RTX +GCs RTX £ % F CTX,

(2010) [ AL F A B8 K I ANCA + CTX + GCs RTX s 5 & AAV 3%
R EIF

RITUXVAS  FAHLsT B 44 5115 W = & AAV RTX +2 % CTX RTX 415 CTX 2A#4:

(2010) CTX + AZA GMELER

MYCYC [ AT R 140 4] %74 ¥ ¢4 AAV,eGFR # Wik CTX MMF 3 % F CTX,

(2019) Ik % MK e >15mL/(min - 1.73 m?) MMF(2 ~3g/d) fe MMF £ % & % &

NORAM BT BE AL R AE 100 49] #7447 69 F- 2142 52 AAV MTX (20 ~25mg) MTX 3k % F CTX, {2

(2005) 2k CTX MTX AR %% %

E :CTX : SR B ; GCs o 4B B UM 7 s RTX ) S 3 3 30, MMF . 82 B5 ; MTX . P &%
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(2018) T AR & 4 RTX(CD19 + B

# ANCA #.a)
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HA R 322, I ELR i m o

BT X240 B PR - IR T, FER BT ( Tocilizumab )
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FAS T8 M SL I i , 12 8 B X bR i S s
WP TR AHA AR A - (40 IL-5 ) A
PITRYT Bt 22 I T I R, — 30 Im R 5 R 01, 29
50% 1) EGPA 83 H ¥t IL-5 Hii 44 35 10 R 2k L 41
( mepolizumab ) JA¥7 S5 AR A A

AMA R BIR CSa 20K SR 2 AAV A R0R
JTHE RS . CSa SZARFE405] Avacopan FH W C5a 47
Y F P 200 P T A R I A PN A R i DR
UL AAV B F A ] Avacopan JR¥7 A R, AT s/
GC W2y . % 4 BE5 T ILAE AAV BT Y
NIEPTE LY =R

k4 AAV BT EBEA

A 7 e 5 BfIE AU %

B ek e 2015  BAFF 347 Blisibimod
2016 % & B R A0 4 7 B AL K

T 2014 CD80 Iy &, -

CD86 #5471

2 A F 2017  #HIL6 2HRIAR  FE3REHR
2015 4% IL-5 $tk £ihA| 2R

MR R % 2007 C5a Z4RIEHRA Avacopan

4. 2R 5T 5

AAV BE R EATIRIT 055 — 47 9 8 % ] 3k
80% , H R BAC & B . 5538 AHEAH EL, AAV
BE IR IERIG N 2.7 15 . AAV bW RS E &,
TR R 20T BRI 2 UL, ERE
o ZE TS WA o 1, 0N v BB e o | ke A i
R, HIRIT SRR — A (R L N
RTX J697 . ANCA {935 B AT LA T B 1k 52 2 835 1

% ,1fii 5 PR3 5§ MPO-ANCA (i 553", Me-
Clure % (B 95 R WI 721252 RTX IRIF I
K ZEHF PR3-ANCA FIVERY B H AR B TR

— A, RS kS g B Al AR G, 7R
R0 155 7 T 0 R 20 M R 7 A K AT R R
A7 2 M 55 96K B 2 i Y B ( neutrophil-to-lympho-
cyte ratio, NLR) J2Z R 345 T AY RAEAR W . 2020
AR 4 OF B — T RIS AN 45 1) AAV B3,
YRRl CTX 5 RTX J5 %8, Horh 20 5 J 4 i
™R W 5E A A I NLR 5 8% gy 5 TE A OG5 3%
WFFENN NLR 2 G G5 3 4> H 4 ™ g
R S BN PR, SR 3 A T A R J—4F
WA, v T2 AAV HR 2 R IXURS: A 75
Ja ' AR R B , EREAS BN, 34 7 B KRR
AR HTHEPEAT SR — P X — 518, HAMR
IEFR GPA H1 MPA b R BAAZ 4 Jfd s 46 25 19 -1 (mono-
cyte chemoattractant protein, MCP-1) KEF B H
W M L, Avacopan YR YT J5 IR MCP-1 ] I [
2, BXHARIR MCP-1 AT 1 W e 3 o I 97 IR
LA A WIBR )

R 2

2 B, AAV IR R BLE 2%, 2 Wi IR XE , 3697
MRS R, K TAERRE NI AAV Kk
PLEICRE IR A, AAV 216K F i B, 14
I7 L BRRBUS RIS S klliay T, B Ria 25
Ti] 24 AR 2 1S FH I PR , AR I 9 75 BAR SR A
S Y R R A YT B
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