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[Janeway’s Immunobiology, 10th edition]
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Patient characteristic  ( AAV (n=01)) (40 (n=58) )

gg:;“:'“ e =" | [ANCA] N (%) 2 | N (%)
—— PR3+ 58(63.74%) |GPA 62(68.13%)
i R MPO+ 20(21.98%) MPA 10(10.99%)
“E;:;“&l‘[iiu,mﬂ e PR3+ MPO+ 2(2.2%) EGPA 19(20.88%)
EC T — ANCA- 13(14.29%)

= — (B BR] N (%)
- Renal 49(53.85%)

— s Pulmonary 70(76.92%)

Zf ?g) ENT(ear, nose, throat) 68(74.73%)
e PNS(peripheral nervous system) 41(45.05%)

(IQR) at time of znalysis
Duration of disease, median 70 265-123)
months (IQR)
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AAV 9151 0 CYC sum dose(median,IQR) 6(0-13)
Treatment characteristics PSL mg/d (median,IQR) 5(0‘5)
Eéc;())phosphamlde sum dose (g) at time of analysis, median 6 (0-13) i@f D RTX{% ﬂﬂ % U (N) [
Prednisone equivalent (mg/day) at time of analysis, median 5 (0-5) _]igi%g RTX ~%£ ﬁ_ 2 ’Eﬂ FIEﬁ (median months,| Q R) 1 7 ( 1 1 - 2 8 ) 5)
(IQR) HTRRFSAE(N) 14
DMARD at time of analysis, n; dose, median (IQR) G C%E,HH ,f%}gﬁ 2@ U (N) 1 O
zathioprine (mg/da A .
‘:,‘e:,,o,fexate((,fsw&k, ;2 12(:,(:,?:,5;) median sum doselme/days],IQR 35(0.63-93.75)
Leflunomide (mg/day) 11; 20 (20-20) }é%,ﬁﬂ & (median days, IQR) 3 (0—5)
Mycophenolate mofetil (mg/day) 5, 720 (720-1000) %E *ﬁ Hj—j: D | S (N , dos e, |Q R)
Other 1
b, : MTX 20; 15(14.38-15)
RTX prior to analysis, n (%) 77 (84.66) AZA 19: 100(100-150)
Median time from last RTX infusion to analysis; median 17 (11-28.5) |l EF 11: 20 < 20-2 O)
months (IQR) :
Cumulative RTX dose (g), median (IQR) 2.67 (2-4) —— N
DMARDT disease-mcdifg\]{ing antirheumatic drug; RTX, rituximab. E‘%?ﬁﬁ“)&?ﬁéﬂy L 7=RTX-treated AAV 715“ @;ﬁﬁ,ﬁ‘
GC, ICKER(n) 1
LEF(n) 1
55HAGC(n,median[d],IOR) 2:1(0.5-3)
CYC(n,median|g],IQR) 3: 1(1-2.25)
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HD & LbER L THE IZLEF/MTXEETHEEIC
HD & b L THlfE R BMEXR BEITRD
HD& EbER L THIBEVMER  HDELHE L THEITIET
Bififa %4 & 1IE D8RS

BAFF-R¥3R & 1w 4HES JBEEAAV & LEART R DOER
HDELERTERICER
BAFF-R¥3IR & 1w 4HEE

— BAFF-RERETH TIFBRICER L TL =

HD& LB L TEZEA L HD & LR THERISED
BAFF-R¥3R & 1IE DARE
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RTXCBEAAV OBl fa#i & Bifife & HAfE A e Lb 1.

e HSClZEZ I S N/-I=IBETH V) - SCF #®mpaR T stem-cell factor), [IL-7,
CXCL12% E D> 7 FILDBHIRERZEICRAIRTH 5.

« Ft3> 7 F I ZEDFAETIZHSC « CLPOISTEC LA D FIZEA ST 5.
AAVD M;ETFIt3 LigandDZL AR E TN T WS,

[Annals of the Rheumatic Diseases 2017:76:332.]

- T FIEIEREAE S L TWAREEEN TR I NS,
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FIBEAAV D Transitional BHIFZHAMET L T H Naive BHIFEZE T I
- NSV A N W el

e Transitional BffifZ(38) & Naive Bffifa (34 B) D £/ 2 - FHER D

-~ 48 — &
=8 A TR

AAVTMZ-BiflfazuR 2 &, BAFF-RFEIRIET 2585 7c.

» BAFF-RIKTZRYICMZ BRI 1T ETF A L, XX T7 D BEEME & R,

[Front Immunol. 2018:9:2285.]

RTX/6E % = T 7-AAV T DBAFF-REIRHIEH - 7=,

o« RABH A FNZRYICARABHERE ISEA TR WA D LA,
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2755 REIMFFRTXEERZDAZAE MMFIZ& S KUV B EIRIE
HAME & B T8RS R B fR O BEE LR E BEE L TUWL L.

* MMFIZIMPDHEEE % 71 L TDNAG R = #0!] L Bl fa85E % FHE (in vitro).

[PLoS ONE 2020;15:€0235743.]

—Z R EIEIFIC L 2 Bllfa BB/ nft & DELEIFER SR L E,
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CYCHCYCEZIF TV L BE L HE L TBEEED RO
BRI BRI DR E b= b & B o T

e CYCIEBfHAE L 8 & IEHMAMDIET & BEEJ 5 A°, [PLoS ONE 2012;7:237626.]
AR TOCYCOBHPENDEZ LN S 2T L HESIND.

[Limitation]
« AAVOBHRZENRE & RTXABHfE~DEEF 5 X H = X L HANER

» BMARIFT T & 7 AAVA TP & DET, BERIOTEIS Z{F 2722 & T
EIRNA T R2EATZAIBEEDLH 5.
« BM-FREBHREE OEF/IBIEDERICH DD TF A D ZXLHER
SN TR,
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