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Ml R & TgA BHIE

Abnormal mucosal immune responses in IgA nephropathy

B A #h A

Yusuke SUZUKI

(=471 I

TgA BHIE1: FRGE QR ICEE D EZ RO 5 2 L
5, KHBGEDIREEN DG MHE SN TE 7, IgA I3,
IR TOBMENETH 2070 7))y THb I L, B
BRIA TgA 27 secretory component % £ TR D % B4 TgA
TH 2 ETY0, MiF I S RAT IgAl AL T v
Z2E9%, 2okl KL TE, — T, IgA
B (X9 2 bk (R 2 A7 e 4 P2zt L Lk
S INHAR L, BRATO SRERIHNE D> O Tld 2 <Rl
EREORIEZERL TTbNTE e, LoLlids, 2
YOS TIREEDRHT L O RIT AN SN TR VLERITIE,
KRS0 D A DFEARMRIHCH 2 T LB 65,

RIS V) > S (mucosal-associated lymphoid organ :
MALT) D 75D, £ ORiEHIRA T 72 2 B> S A
ThHb, PRERBITHIET 2 2 &0 RAEELEY > %
#H##% (nasopharynx-associated lymphoid tissue : NALT) D45
DIME I N5 75T, WHLEREY A% (gut-associated
lymphoid tissue : GALT) \&, IZARZ&RBEHBEZ A L, Kl
IgA DF: 72 BEELIRRITH 203, Z DIRRE~N DG (3%
PAPNT0 D, Ei, IgA BHE ORGSO E x4
KR OB G2 RET2HDTH 2D, BB ED LI I
G- L T2 b AL B % W, 1ES, Bz i 241
L 7- AARGIZ R DIEIALDY S £ & B R OIENE - HERIC
Do TSI LD, 3 (molecular mimicry), #i
RERAE ALK (epitope spreading) 7 £ DEE/F & & b ITHH
SR DDOH BT, 1gA BEICBIT 2 BARIEET 1
RIS Tz,

AT, g TRoNTY 2 EEE X OEIRIED

MR A KA R A e A PR R I ol

MR XD, IgA BHEIC B 2 Kl GE 0BG L B 20
b, BEY—7 v b LT SR ERL -
W,

I mucosa-bone marrow axis K&

IgA BHEIC & b RIIB A4 (ESRD) IcE Y, Behi%ZF
72 E DRIPERIC TeA BHEDEF T 25 2 &, IS IgA BHE
DI T ESRD 1253 - 72 A 1T TgA BHRE R o B s 2
F—& LTRIEL 728556 IgA BIEDHART 2 2 L £
5, IgA BHEDIHBKR O AL BE A TIE AL, LA
LHD A RIERICH B T EDRBINTLE Y, KR
BEOME 2R T 3 HEIIROMEY TH 505, —HT,
IgA BHED BE TIZEHORBE M I LT 2%, van den
Wall Bake AW 5 1%, IgA BHERFOEHTIE IgA FEEE
HAE (IgATPC) D LRSI L, IgAl FEEDTGEL TE D
FERIER 1gA1 23 BEHE T H 2 WHENE 2 HS L 2%, [FIlE
12, TgA BOIE B TSRO BBROEEA 1gA 1%, IgAl 23
HIEIZH T L 25 L 7Y —7, Harper 513, IgA BB
DEBETIZ T 84 mRNA Bk ORI [gATPC 23 2 T\ %
TERWALLY, IgA BUEREDHIEICRED, R
MG %2 2\ BRI, FIIRIE D T3 e < IgA BHE & &
FET2WMELH Y, DF D, IgA BHERE TIIKEICE
5.3 2 KA IgATPC 2%, RilSEAL (ERE) IcB» T L,
FERETL D 2% ik TgAl 2PN FESE L TV 5 2 EREB X
7Y, K930 4EHTIC van Es 6D 7L — Fld 26—t
HHH 5, IgA BHEIZ 1Z "mucosa-bone marrow axis | D FH AT
TELTwB I ExiHE LTIRBL TV AYY, 2%
P2 AH L 0 e > FERN AR~ D Jt B (homing) B1F 25HH & 2212
70 (#3d), KoK effector B MIMEAS, Kili2 HYCRbRSE
ZNFAMEIC homing § % & IR, K5EEHZE memory B #iIfEAS
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HHECHIIES D ) v I E) - RSN TS 2D
Ly, TORIE K D BIFEREZF O, 1gA BE H A%
JEE TN 27 A2 VIR T, BIIEIC»»b 552
IgA PEAICBY ST 2 TATHIE 2 Bl I b I 77 7E L e
22 b, BEMIIEECE EEo T80 v
SHMRICIRREL T2 2 EAVRI N TR BB,
KNSR AR & B BER <G 7E e MR B & S il o Kians
I T 3%, IgA BIEIC 20 2 HTAIIEE, TXT
D MALT & 5828 L T2 0, R L 72k
AR D ADBEG L TV 2 D IEAHTH 5,

RIZ, GALT 8 L' NALT, ZNZNDIHFE~DE LD
AIREME 2 SRR %,

GALT DJREANDES

M TgA D F7- 2 FEAGPT X B & 341, BBERRHR
DIgA Vvt EZ 5N TWw5, —H, GALT TlaKH
D IgA SR CTREA: - IS, ERBICHFS LT3,
Rl IgA & B2 0, IS IgA OEBNRLENIAH 4 503
VW, B FTIEIgAl & 1gA2 DY 77 7 ADEET 503, 1L
I 1gA O 80 ~ 85% ¥ IgAl TH 29, FEHFEITHICE T 5
[gATPC D IgAl L TgA2 W% A 2 &, BFERE T3 1gA2”
PCH330 ~ 65% &%\ DIZHI L T, KDY v 34
BRI TIE 7 ~25% & D719 R [l % K T 1k
1gA2"PC DMERITH 2720, & b 1gA2 3N K D
bV ORI 7 e T T — ORI TH B 7 2 /B3
REL 70T 7 —LHiETH 5 2 L1132, BEREICE
THEMIC@C EEZ NS,

284 T UM (Payer’s patch : PP) & NALT O &% B BT
BRESH R 2o T w5, A2 S PP TR
CD3 CD4"CD45" ? inducer cells 238l L 4248 33112 221} C
A S 2 DITR LT, NALT TIRAERIRFUSERIC X )
@ inducer cells 23N L 2E#% 3 ERIcE — 2 2z 2 222
7, MEDH/EWRICO» D20 FEFLIELSTH
22, NS OHER, KBICE T 2% OIEAN LB
PHTEENEL L ERRET D,

LR E rn 7 v 2 B4R (polymeric immunoglobulin
receptor : pIgR) 1%, FEBECEEL X7z IgA ° IgM % REIF
WGES, RN W L B AE O basolateral lIC FEBL S 2 & 1
THb, ZDF 100kDa D transmembrane glycoprotein Dt
Wi X 417 ectodomain {57 2% secretory component (SC) T &
%, GALT T3 lamina propria(LP) D PC 2> 5 B4 Z 115 IgA
P IgM 2%, RIRFICES I NS TH#IC K - T dimeric IgA

pentameric IgM 2K 7 %, plgR 132 D J #H% &L 4=
IgA ° IgM EBEZITHEG L, BN 2 s 2 R I
RT B, Bk SN SRR IgA 0 1gM IZREET ORI N T
iz b7 v 7L, JERAEMNI RIS a2 ph bR & L <8
bl"Cb)ZyB‘mo
FREMERGBERTIZ, LP I2B W T IgA DIA IS E SN S
—777C, RIEPEIC pIgR OFEBL - BERERE DL Z 5 720, K
TR~ D W SHE S5, Z D7, LP THM L 7 RhE
g A DMALFUC RIS 2 2 L 93E 2 ST W» 2D, i,
TS RN 28 %> Crohn 9 O RAEVERE B E Tl ILh D Kl
BT TgA DBINNAHERE X 41TV 2%, Lymphotoxin 3 recep-
tor (LTBR) 13Kl U o ML DI 6 & S 57 LI
Wiic, IBICE T 2 IgAEAICEE 2 & %25 2%,
LIGHT X LTAR ® Y 'y F & LCHI S 4, iR T filllg b
ICHBIT 2, LIGHT F ¥ AY == v 7<% A (LIGHT
Tg) Tl%, THIE D LTAR Z 4L 7% LIGHT OFiFeHlEIC
&0, LPICEIT B IgATPC OMBRIFFEEANL Z 2 & FHFIZ,
LTAR % 5 D HIIZ X 5 MAACAM-1 D FEHIHIIERIC X - T
ST DERFEADE Z b, EE BRI ERS 2,
C DIGE RAEICHLIA L 72 pIgR D FEH R & R 1gA FEE
XD, RIS HE X e ORI 00 % B TgA HMEER I
WHICTEAT - BINT 2, o LRk 1ga 1, Bl E
BAEZ AT 22 E0 5, WL IgABIESER S 1 2%,
—HT, Th2 %4 A4 VORI EICE T 5 IgA DO
PEICEES L w0 3 HEEMED S 1, B 2 S A & 72
&SGR RE & EREDR D 2N 2 2 &, Bl
LT muBifitEz a7 2 1gA 1%, BRI
&2 L ART O EREZ ERT 2 aEEd S 520,
D XHIT, BIEITHED plgR DEEEER 7 &, SfF03%%
2%, BT IgA ORERAIAE & BHE O FFE I3 PRI
EHEECH %, Lo L &35, RN KE DO 1gA BE
B RAEE P B e R e SdRD o T, B
BRI bW 3 RN 1gA BHERED IS D 5
FEIEAR N, 1970 4E20 5 1980 I T, /AN, 943
% EOBYDORHD BRI ND AL EO—FETH %
gluten DATIHYE & TgA BHREFAE 1< B § 2 W5 2370 & 13339,
YTy 2RE IgA BIE E ORISR I N TE 2, &Y
7 79, T gluten 12X B AR K D B & FEhE
THHOREIRBETH S, Coppo 5D 7 IV— 71, IgA
JEEF T gluten IS 2 RRPUES LR L TCWB 2 &%
W LS, NEL EDRYIPICHEL, gluten ZTURT
BRET AL ED—D D gliadin Z vy, IgA BHEDSEERI
WCEHE I NS 2L bW L, VT TlZ, Monteiro &
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D7 N — 7" b [ABRIC gliadin 12 & 2 FEERIY IgA BE 285 L
TWw3Y, 20y 2 IgA BhEOFHHE b HAN I X LIGHT
Tg L AT, BRICET { 1gA DREERI N DO BE R 3%
Zb6NTw3, LHL, U7y 7T, BERED
apical fllIC IgA DZFED—DOTHH IV A7 2V V&
R (CD71) DFEBLYS A L, KEEEHIC 2 @ CD71 IR
IgA-gliadin SIEE OIS L, REBINIZHiF£3X (retrotrans-
cytosis) 4, Z AU X D FEMED gliadin ICFHIETE S UG
ROPBEL T3 2 EDNRBENTVREY, £ 7y 79
i, dERICB T 2 HENE L, 77V ARRASLE AN
Zy ZIHRTHAIRS W E I NS, FEICED R, 2
T HLA OFEVIC X 2 2 LR SN Tw2?, B, 2
% = —7 ¥ Pharmalink #:2358%¢ L 7 I #E RN A T 0 4 F
3 (Nefecon) % IgA BHE B 12K L TH W %2 'NEFIGAN
TRIAL 233 — 0 v SIS T b, BT 72 A 29K E B
RGNk, TOEABTE LT, BEORE
T B N R D 2 I & B IS D2 7% £ D5
INTWV5, gladin BfEIC X 28 ) 7y ZIHET LT A
TlZ, probiotics DFRLHIZ & - T CD71 DFEILLIGZ D3N
XNB T EIE, BKECD, LaL, BBEOKED S O
BT, 'Y Ty 7IE L TgA BHEOBBEMEICE L CREM
BRERDIRENT LB ZERY, 252 b AHTLY 7y
IIRICE 2 GABIEDRNE DO THTH DR ELERET
L, YTy 2P SEEEE RO 1gA BREN DRI 5.1,
Bl L BAHD IgA BHEICBIL Tw 21, IRENTH 3
LEZ D,

NALT OJRENDES

t  NALT 1, 7 V%4 T VWREEEGZ TR & $ 2 685
T, ERGE & MEEDOAD INTHE L, JRPURIC
X9 % “Ist barrier” & L THEREL T3, ZOU LY AT
VIR RS (7 77 4 F), HERWK, D2k,
Thbkic k> TH S %, Bk &E< 7 2T, NALT D
AT HE e LIRSS IR s %), =7 2 NALT 12
77 A POk 130y, SR IR
VUSRS DIFEE L TWw B, B FNALTICE T 5 IgATPC D
95% DA 113 IgA1 FEAERITH D, GALT & KE Hkz,
L2>L, GALT [[AERIC NALT ¢ JH#IC K D 8L
IgA 1, pIgR % /i L CHEBIAINIC 0 X 41 316202 pIgR / v
77 b ACRENICY 7 F UHEBIEER{T) £, BL
JEURR B 75 TgA DML IS BN S 2 72 %), NALT T b it
75 pIgR BEBEAN 225 2 2 &, GALT [FRIC LR IR R

IgA SBEIN$ 3 L E 2615, ZDOKET, b MaMERHEZR
TlE, IgA*PC O J KT DY E NI 0 (germinal center :
GC), MEMAt & HITIE T T 2549 2 L 1g, 1gA BHE (1@ 1ER
R DEHIE FRELZEZ L EHETH 2,

TV A ZOVIHEREGD 72 2> b Rk, H< o0
e U 7B (erypt) I & b, RIAEZBINS -, BBt
KPURDH > 7Y v 7 2fTwe, FEELY VoMl T B
i 2 HUs R R IEREIE T 2 A & 2iH->Tw 2,
MMk GC 12 % Dark zone T, B D A IEZE A%
%2 (somatic hypermutation) & 77 & — > 34 (clonal expansion)
W Z %, —7, Light zone TIIPLEZEIR & il o3
Z O effector B 5> memory B flfE2555E X 1, il
R 7 B PE A D3 UEfi S 1L 5, G538 S 117z effector B AHIEIL RS
LSRN A%~ homing #2 PC 123l L, KiEAT TS &%
BEATORIETa T v DOEEZN LT, KRB EIERE
ZHMT 5,

NALT & GALT CTiFE X 4172 BT, #Z @ homing D
AR E C RA D 2 MBS T 2247, GALT TH
REAE % 52 \) 72 B Ml GALT (2 homing § % fHAI 233 V>
DITH LT, NALT TihiE%3Z1) 7 B fllidld NALT 5%
X B HURE IR AH R (bronchus-associated lymphoid tissue @ BALT)
IZ homing 951322 T3 <, BRI - V) v oSk
IZ homing L, $RIEIEEICIAL ohrb B AT H 222,
Z 9 o 7z BAIIE®D homing I2B8F % “dichotomy (—437)”
1%, ZNZNTHEEI NS effector BMIIEDFHELT 24 v 7
TV URTENA VAN — b, ORI 5
BT 2HE T DY — DflAGbETHESI N TV S
%40 5% ), NALT ZEE & L= i s, RAUED
A% 5§ R E DOHUFR R R E 2 BRI 25—
T, PP 2RIV & U 72 SRR 13 AL AE R oD Shagsg /i
Il LB 2SN, WBUEIEY 7 F vk EIEH E R
T3 22.2348) 5

BIfE, BN 1gA (GdIgAl) & WD BT GdIgAl Hifk
12X % GdIgAl S AERDS, IgA BHEZ &L 3 % effector
DTTHEEEZLNTLEY, 1, Z2OBMW, HBE
i e EDNA A2 — A — L L COMRIET bEA T
203 biibid, IgA BHEEE TR O A T
IgA 1314 9% RS T L, Rfi§IC X 218 T OREEIK
F VG ERBTOROBUGHED B T & WS LY,
ik, KT L2 ME 1gA O —BIC GdIgAl A& ENn 5 2
EERRL TV, SHICHEET 2720, RFETERT
GdIgAl fHZHIE L 72 & 2 4, D& T GdigAl fHAMET
L7 BETIE, W2 o ARIIRSE L Tw 5
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EDNHERENEY, s OHEEDS, OHERk
GdIgAl FEAD FYERALTH 5 A[REEDRE Z 6N b, D
ZEREAT B K, IgA BUERFH O OERPE T, IgAl
DIEERIIC 22D 2 BEEFEBLO B8 0, bk B Al
ZDH DY GdIgAl ZEEAEL TW B0 2 LI nT
W5, bivbiid, BIETAE I RE MIBIT HEES
T, IgA BHEDMER « EIEEIC HARGERDIBES L TW 3
TEERRLENTY X SRR o Ol oy TR
(pathogen-associated molecular patterns : PAMPS) % 58:i% 9" %
CRY — VBB RIR” DD TH B Toll-like receptor
(TLR) D, FFISHIE 7 4 L 2 DIE A F LAl DNA % 8k
3% TLRY 7% [gA BHEDREICHESBIS T2 2 L2 WA L
7200, D AT IgA B X O\ GdIgAl flEAMET ¥ 2 BFED
O mk Tk, TLRY OFEBNERICEML T/l &%
TERR L339 NALT 1235\ % B4 IgA 2 AR 1 Ak Hi)s
12k 2 ARMERDTEIALOBG LT 2 e EZ 6N
%,

IgA BHERBZ RT3 7 7 F 12 & B HiEUKEOZE D
5, TgA BE B 130T L REEEHUE I2 %F L T “hypore-
sponder” ) Td 2 — 5T, MR ICFEEKBUREZ Z 1) 7
KRBT 5 (recall antigen) 125 L T & “hyperresponder” T &
D, ZOBENGFIIROBMECIFFEINL LI LR, Hi
JFURAE ISR 2 38 TgA PEA L [gAl TH B 2 & o3 &
NTR20~Y 2 s DEHE L, BB 1gA TPC L
LHPHML T B 2 310, OERmHEDS GdIgAl o 1 gt
T & 2 ATHENE S 00, RSB effector/memory B Ml
® “homing dichotomy” 23% % 2 2P Y2 EET 2 &,
IgA BHE T3 NALT Hi2k D HAE B M2y EiE>2s oY v
NEMICRAEINTL 2 (INPTVL?) I LBEZILN
%, BB DOBECRED & TlE GdigAl 2ME T L 2o 7z
BEOKE S TIE, Wiz % e d 2 MM Loz
HIFTHT- 7 1 EIHD AT v A F OV AT GdigAl il
PMET L%, Co®HFEix, NERPIMCD GdigAl A
TOLFEAEL T B 2 ERRBL, ZofREEEHAMT T
%,

NALT ;ZMbIChh b 20 FHF

BIET b7 TgA BhEICBI % genome-wide association
study (GWAS) T, K6z - HARKIZDORY L. 2 RRT 5
locus 2S5 & LT 277, B, TNFSFI3 287 H & 41T
%7V, TNFSF13 & B o /- L E K 1o —>T, T fill
IHRAFED 1gA FEAR, IgA D7 5 A AL v F i Ehd

% a proliferation-inducing ligand (APRIL) % 2 — F L CT\»
27 IgA HE TP APRIL 4D FR LTV 3 &7
ZHE S H D EHs, bivbiug, BB EEHE
IZBWTHE b IgA BIEICEML7-ARRBIEE TV TH S
gddY =7 2™z xf L, $i APRIL $ifk 2 #5651, Z D
HZ R LT A, ToRRbiEGIc XD, SRR IgA
Vg 2SI S NUEHEDGE T 2 2 L DER I 41, APRIL 28
BRI IgA DPEAICES 5 2 R E N,

APRIL D t b IgA BHENDBE G 2G5 720, birb
MUF I RPRIC 3 1 2 APRIL FB% b7 L 7279, TgA B
BEDONHRTIE, BMRRZEFICHL, APRIL B X
CZDZEEDFEEPEIML TW 5 2 EBbdo i,
APRIL FrRFifh 2 TR L 2 & 25, TgA BIEERET
IR ERPR R L 3R D, Rk LR TIE» D Tl
GC NTORMIENE {, X 512 GC D APRIL Ptk 137
it D EHRE LM O AR EORME & X CHBIL 72, ZHucd
ML, % APRIL PR I3 OIME+F Gdigal O
KEHHBICHBIL Tz, %, APRIL [ LU TNF 7 7
2 —T&b % B cell activating factor belonging to the tumor
necrosis factor family (BAFF) 1%, Hi¥k, </ w 77—,
WilEc k- ClEA SN, Bfilao4t, o, bkt
ICHEG T3, L, B2 I IgA BEBF Ok Ge
@ APRIL B PEMIlE D1 & A EH3CD19 Btk Bz D b o
Th3 I EDHERSNA, BHIEE A APRIL % 25§
528, TiETBMIEENEY oM HIIE O BH R
SLE D HEH THERZ T 377, Z o APRIL [ B #illig
1%, IgD EEPED class switch % L 72 IgA, 1gG, IgM BaidAE
THot, FtkGC TlE, IgMtIgD D founder MEAS T 84
ZHT 5 IgM * IgA 2 B Mg, J#HD LW IgA 2 1gG
FH B MY, X 51T “nonclassical switching” TI#HZH T
% 1gD M B Ml Ze &2k 2%, 1 845D 1gA T plas-
mablast D K471k GC % T, NALT OREEFELHE TS
IR IgA FEA PC L L CZ DL T S8 %235, T #HbEMHE
O IgA " plasmablast D—1%, kI TRl PC 1243t 3
22ERubhTw3?, 29w RbkGe @R
APRIL IgA "B Ml s, bkd 2 i3kt < PC iz a1k
L, GdigAl DEERICTHFLS T 2AMEEDEZ 5N 5, Smith
5 OWEIT XU, TgA BHERH T IgD L )L DO FEgHE
fiflC B AT\ Ok X BIBEZE T,

I 1gA BHEHCRO WL B g% TLRO DY A FThH %
unmethylated deoxycytidyl-deoxyguanosine oligodeoxynucleo-
tide (CpG-ODN) TI2H:HI% 3 % &, APRIL Z#RHIFHETE
Z2EHHALZ, 2F D, OFWBKIZEB T 24P I
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X B 1EMRIEL, & B\ i TLRO @ FiGM{lid APRIL 8%
AICFEE L T 2 IEEED S, I, IgA BHERE T
F AR X mPkHSK B #ildo TLRO ZEBi& &, APRIL
FERBIE XA RICHEI L Tz, TLRY Hli%iE B Ml o
BAFF BIFHEIC 5.9 2 2 & 28151 Tw 2%, BAFF
FIVRY 22y e A R IgA BIERTHET 27, L
L, 2O?TRAIMERETHE T2 EFEL VLI &
5, O BAFF FFEREREDFERED A A v FIZIZ IR
FSRETH 5 2 EHRBE N, Goto 513, IgA B
iE B E O bk IR 2 CpG-ODN THilli# 3 % &, BAFF
L IFN-y BEAEDSIR G 2 2 L 2 WA L Tw B, £77,1gA
BOIE R Tl APRIL 122> D Tld 7 {, BAFF OIIHEED
ERLTWw3™, BAFF OBBIFEEIZ, HOMER D%
FEICHEEL b o T 2%, [ O REEEBO— I3 Rbk
DIFFBESIE L L CHAIS N, RMOEHIE b RE SN
T3 2 B8 Bk, —JT, APRIL O F#ELIT
FHCRESEREFR SN RN ESY, WiFixE bic
B il s3fticrdrb b, ERDE S 2GS 5% L8
BIL TV 228, 2 DFEM 74 BEAR IS SUIAR 72 s 3% %2
27 U7V FVIiEEDH%N S, CpG-ODN %27 7 F
v EAIRICBES T 2 & memory B Ml DFEEIMEME S 15
ZEDBAISNTREY, b hDF A —7 Bl ix TLRY
DFBUE 0D, 1P D memory B il 1Z TLR9 DFBL
D3H 54, CpG-ODN IZHf§ 2 IEE 2R, £/, kb
@ memory B flifi1l3 CpG-ODN DT PC 12/ bd 257,
b L, JBRPUEIC X Y APRIL/BAFF % 81 L 7z GdIgAl
A1 D> % memory B Ml FF ai i PC (long-lived PC)
23, IgA BIEREOFHC2G DY) v oSHE I L Tw
754, FERPUTIEH D T2 < TLRY iGHE(LEE%Z A L 724l
DT BRI D 1gA (GdIgA) FEAE 23HE X 4 5 Al fEM:
b & 5, APRIL % BAFF %4t L 7-BEFF D3l iy Ze 15l 2 S
7T OTHIUE, TN DT FEINARIE, ARG
WARRICR D 2R E LTfFTE 200 Lz,

BoOIC

A BREOEBRERIZ OO TV IV TH D, 2Dk
&, BZ 5 { IgA BRE X BB D E V> (heterogenous) P& T
HY, FEHRMEIGA BIEL WA EDRLZFHICK->T0w3
AfREMED I, L L, A Caam L 72 BRIy - SRRy 55
FEix, (Bl ty, KFICTBT B)IgA BHED T 72 2 5
FIZFRE DX, GALT XD H NALT TH 2 2 & 2R
%, S, IgA BHED NALT I2 8 ) 5 5 & 2 00 1T

MBI SIRHI N, o FEEREREZ w72, X0 EITEH
EREEDIA 7\ “disease modifying therapy” 2SFHFE S 115 2
EZIRRL 720,

FIZRRB A O TR E b Dk L
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