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S L= N W

=

5 l l
) 1.0 = L - : 2 L
N & &
& @@ I &5 & »%3% %% S
& & . & 8
& \,j‘ﬁ & % %%
S &

HHFTE LR, DRIRH T THME HIEE, FHiE# 2@ sn  AHFR X BH, #EC L ERRERIRRE, B BRI IDF,
B E: H#EGTF 2019 F CCDRFS, CPH# %, KMF4/ W @5 T 1£: HER T 2019 %
KE CKD#HEZAKXHEH (ESRD) By AEE. CKD &30t . ¥ 7w &k ik th &
WER. BEE, MEFWTHRNFEGEREALEY W, CKD fr &5/ n i H
A E ., ARYE 2015 4 [F B IR R B 3E W 4 (CK-NET) 4it$4E, & E CKD FHAr B #
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GREAT WALL SECURITIES

KIRHEH 122.19/8 7 A B . ESRD B3 50 1- % M & 4588 K 77 bR 8w, 45-64 ¥ s 1=
% 31.57/F A4, 65 % DL 3T % 91.69/F A4.

B4 BEXLHEREZAT F

mESRDIE T (T A%)

100 - 91.69
80
60
40 31.57
20 - 11.8 -
ol I , ,
18-44% 45-64% 65% KU L

AR FEEEARRENE, FRIEE” L 2B Ak 2. BEATT2005%
RE CKD BEF A AR ER. RAE 2015 4 & E ¥ A& R 3E W% (CK-NET) 4iit
¥AE, RE CKD BEW P ERFEFALIEEEE 30%. RELRHFEIIEETAY T
A E 54 E T (IHME) 8338, 2019 48 CKD 7 & E Fi A 18 Mk fiHEHE4 s Ar
51% 6 fi; #E CKD FHMGRBMELFGEMELRE =, WKTHE.

B#5 #EEEEEIRERREGR

® kG f 4EER (DALYS/+ A A)
6463

7000
6000 4747
5000
3000
1404
2000 696 420 410 305 251 163 118
1000 [ |
0 T T T

A R P G T SN Y .y
% S U . AN U
=¥ % Ay & & SR &
® g oF R
& 2

THFR: X B, DBIENR A THME HHE/E, KA 270 ST 2 RS 1+F 2019 %

BRFERERYE LK CKD R HE. 1RIE 2015 48 & [F § ik 7 3 4E W% (CK-NET) 4
ke, ERE CKD B2, H 27%H B 4 R B . 20.8% 2 & i & % . 15.6%
EAEIME SR . 15.1% 2 BNk 3%,

B &6 # % E Rk

21.5%
A R B
=5 E
= A L B
15.1% BB B3R
H Aty A

15.6%

HHAIR: YRR KIS W 2@ T I HEH T 2015 F
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GREAT WALL SECURITIES

BNk 2 DL N ROy EER R AL AR . RIE 1995 FH R T A4 40 (WHO) %
ITHE NSRRI RNRES X7 E, WERELRANFE, B/NFRRT U2 N EL S
INERIR . RSN . BN RO . 3R AR b R o Tk 13 2R e R
F. He, BAME/DNRARETERRE IGA . BEHEER. BNRE. B B
BANERAEAVIE . R AT R R, REH AT NRE R, BREANRRK. GG F
NERE R B4IME WA E N ERE K.

B#7 JE% 1 BRI AE

BIBRREE | MIEE |
| mummamas
BRABERN B NRRE |
| BRI BRI MR
Rt - RRmERERE% |
BN ER B | miER | : ~
; | e e |
WRIEEIKES | MEWEARER :
y || REERmMEEE R
— mmEREs | | i
R4 AH B INERIS %2 — R MERNIRTENE /R 3 |

HHHFE: FEEFBERIREG, KM IEF "l 2B L

EEMENRERX (PGN) &R ¥ WM —K B AHRKRK. RIE—T 2003-2014 F 4K E 7
F0 40759 Bl B ER R E D BT HHE, RAEEDNRER MRS, 4 67.07%. H
REHRZHENRE K (26.42% ). B/NEFE KRR (2.94% ). & H EH (2.54%).

B8 XM E DI W BT

w KM BN R R
LE U3 3-8
w N AR R
67.07% Hte

26.42%

IR (SN F T : BT 2003~ 2014 5 1F [FE F1 40759 F] K OZE#HHE LB 07 (20170, KAt
# WA BT E

S RE G A ER(IgAN)ZE PGN & ¥ L5 B, £ X T ¥ &4 A% 45— 2003-2014
FREEF O 40759 B G EARED BT T, R AN /DNRE X EEF, IgAN.
JEM R (MN). /MR & (MCD). ok Bk B /N sk#E 4k (FSGS) & % W e A,

BH A B 52.66%. 18.42%. 14.82%. 7.34%. xtth 1979-2002 4 fu
2003-2014 4FHyHEAR %4, IgQAN. MN. MCD. FSGS thE# A # b th B g # A, He
MCD. MN #ig& Ak, 2%k 13.89%. 8.53%.

BI#9: JE X4 M I B 556 0 BT o 09 1 1] /7 71 2 1
2003-2014 4 1979-2002 4 O H % At
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B KAES LS 3
2003-2014 4 1979-2002 4 R b 7 b
IgA ¥ i 52.66% 45.26% 7.40%
JE M B R 18.42% 9.89% 8.53%
AN 14.82% 0.93% 13.89%
R T B /N BRAE AL 7.34% 6.00% 1.34%
RERAERRET 2.74% 25.62% -22.88%
JEE A N ERE R (T
A g0 T ) 1.30% 3.38% -2.08%
4 Mk W
e i@ﬁi 2 0.73% 2.75% -2.02%
C3E/ NIk B 0.20% 0.00% 0.20%
K% AR R 0.05% 0.03% 0.02%
HHFR: CF RSN EH T KT 2003~ 2014 4F # [FE #.00 40759 B B 7E#EFE S Bty (2017)), KHiE
# AR

NF M E, IQAN B X T FHA#. M FRIEK MCD o FSGS 4 4 Lk ), 7
30 ¥R A TART. &30 ¥ UUEAREF, MN B AR E R KEH.

B 10: FFEE TR XM EDBRIENFH LR

—— [gAN —— MCD
80r ——— MN FSGS
60}
S
= 40
42
£ 2}
S —— .
0 10 20 30 40 50 60 70 80 90
F(Y)
TR (FIR A F T KF 2003~ 2014 4 7 [FE #08 40759 ] 575 FEL# 947 (2017)), Kt it
HF W BB E

F & IgAN B £ K& . HRiE 2016 4% % (IgANephropathy) —C, & [E foh X
BERERREFOCHABEL T, QAN BREFERBREZR. XEEAREES, 4%
T E AR, IgAN B & R A B/ E X B thE] h 10-20%. — RN E
K. HA, BESEWEREETEE, 4 20-35%. HE. HmHWERERE, 44
54.3%. 43.2%. IgAN EfmE ey E R £57, —7 @ ek IgAN K 7 & Mk £ 575
BH—FE, XAEZHN - BEHIER. FXLKREFERNENRZETE. BEAH
AR ESZ, 3 IgAN F 3195 & 15 2 4.

11 25 F F 7Kk X IgAN & i &
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GREAT WALL SECURITIES
: United .
| Kingdom (33.9)

p § ;
N\
United | . ’mii‘x_ |_tal_y_(_35._2)d
States (27.3) | B
| | sy
| Singapore (43.2) |

Brazil (20.1) |
‘ Australia (34.1) ’——
v

HHAFIR: (IgA nephropathy ( 2016)), K iE7 /" W4 @ % iE: IgAN &g U E B it 7 IgAN 14 #
R KA )

RE IGAN HD BHH 130 7 A, WE A 500 7 A. REL B #HET| 2023 FL%
# «The Incidence and Prevalence of IgA Nephropathy in Europe)® — X *t 1990-2020
SEROM + B AE AR 24T, WO + 1 IgAN B & 4 2.53 7 A 0. %4 % T X548,
LRI G E IgAN B R4 A RONy 1.5-2 4%, dikfE it R E IgAN £k A% 4 500
FAANEE. AN BLERBTEER, HEANERNGRREREZEZ R, 74 IgAN &
HIGRRAL L AL, A B RAK DR KR R 43, #15 IgAN RO # A
FAEM. ILEHEFHTRE QAN #HLRRHMK. ELRHBFNE, KREILAHD IGAN
MEERZAH 130 A A. EElMEREERES. RofEERS K, IgAN # ¥
BHAERSEK, 5] 2032 £F T K Z 300 7 A, 2022-2032 44 &34 K £ 4 8%.
Woh, RAE (IgA FRBBEFFRAEY — X IgAN #HERGRE, &8 K EFRHL
KNG B EZRE, 4 20-40%4 IgAN E#7E 20 F N E A AR ER, FEZ4#
ZHEANR G BB .

B #12: # [ IgAN 7 4 5 & $t 17 &

B8 BA 2022 XRfRig

EgHEH ‘ o REMAEHESHERFEFRL0.8%; FXF¥PERAEKYSEH
Bi% . B 2 1S £ E20104320075 18 20204370055
A, 10FEEAMIKEN] 5%

China (54.3)

Czech |
Republic
(34.1)

l ~15%

Lt as00 | ¢ BTHRER SAGMEASHEE, WHERSERS
w2 ERRIVFRGEAERME (B7~23%)
l ~25%
- | . BREERARERS%, FHRKENCIRE, FR
o -0 | ERRBRERKT (EE-40%) , RE: 1) EHSHE
| ERW, 2) SERSEERA, 3) EREFRENN
| ~so% B, WNESHRS
IgAE es | ¢ BEERBISNIASHSEETRBALOITRE, 4R
iz C ER. BEERESEREE
~80%
: | « RSHBIATEY, WA EEWATRRRTE
A7 s | M BEATEAS0%, RRFBEMEBEATED

15

BRA

AHFR: B KIWUEF W 2B T
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GREAT WALL SECURITIES

(LB fi

2. IgAN " : #BERER ¥ 7% Gd-IgAL REHFERT &
JER, BiEMRRERZEFRY

IgAN Il R foi B RAE £ ML, #023kEE A B (IQAN) T 1968 45 5 py ik E ¥ %
Berger #n Hinglais 3t fodr 4 , HAFAER B i SR E B R E B/ NRAZBEX DL IgA 4
EFWHEEEMITAR, NE/DNRZ A A o R B 2 AR ARA L FHE, Bk
W Berger . HGREIN S L4, Dk, ZEK. GESENFE, AT GEHE
HEMENREXRGZEE. HRELRABERAAN LM LM, P REERTDRE R
BT AR LI, Wik, AL IgAN SEir B2 — M AR AR ELN, Bhs
I R o B AL 4L R B — 4L I R R 45 A .

B 7% 13: IgAN Il Jk 7o 07 72 7

W &I TEFNL

A FEREERED AR /NKRER N IgA & £ 0 %2 &WIAR,
DLW /N 3R R B4 P A o RIEE B 2 A AR A S RR
FEHMFK. THAFAEERNEAR. B EfmE B ZH, &

Ik R & THAE KRG, BREAME. RAMEXGAMEEZE T XE
GAAET B /NRE KA MG K S AAE
AFEEPNRBRRET. REEARRET. AL FTEERE. Bahnsg

& I WHERRE. ZRETHADEERE. FARERT REAERES
JUFH R AR DNRE XA RERA

HHFRF: (FBRFE (F4K) (2021)), KI5 IEF 7~ W28 T b

KRG RN, ERNER “WETHEN". HE GBI Bz 41/ %%
TR WPE, IgAN A Z AR, B TL2MEESE QAN WA A R#tE, B
YK TG A, FENFREREIRUTHIR: 1) FHERX IgA RN EER
IgA1 T A, fidE IgA2, HF H R UL £ % IgAl (pIgAl) A %; 2) IgAN %3 4NE 4 IgAl
KTHAREAE, MEAEGN QAL 2 THERZHFIAMERRE; 3) FIALEHHE 1AL »
T (Gd-IgAl) TN E BMEFL E IR (RATAESR ) ™ £, B RIEF ok
AW BRI E L IgAN K foit &, 4) 2 N2 FHA KK R (GWAS) B
THEZEABRUNAETESEHRENMIRE. IMKRS. BERERRIZ. FH IgA 7AW
P S B A R E BB G

ATFEAFEAR, FAEFHRE T GAN LWALE G “WETTFI7. BERERED
RetEoy 2al b, MR 4T B0 B R E MR R SRR, B AR & KR 5
7= A GA-IgAL( % —F 4T & ), Ko7 W HURME LR R &7 A 4L Gd-IgAL B9 G SR &
ZEHE), MENRREEZEMANBEE PRAET (FZF4FH), BEMRRSA
TR, RIRABAEREE. W RABER. BRETEIEEDRKERRN, &
AGEHE/NRENAE LN (T ETH ).

K % 14: IgAN X 7 9L #) 09 "0 E 47 & F 3 7

pP.11
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GREAT WALL SECURITIES

[ Upstream factors \

%a% Hit(I I}itZ % %

Increased Production of

? levels of anti-Gd-IgA1 %
Gd-IgA1 autoantibodies

—

Hit 3
Formation of circulating nephritogenic
Gd-IgA1 immune complexes

Hit 4
= Mesangial deposition and glomerular injury
= Cellular proliferation
= Overproduction of
extracellular matrix,
cytokines
and chemokines

#¢ Mesangial cell © Protein

@ Tecell %MA

@3 Macrophage
@ Monocyte %Gd-lgAl

(2 Podocyte 2% 1gG

R FEIE: (IgA Nephropathy (2016)), KHiiF# /=l # B3 % [

2.1 Gd-IgA1 ¥y /= & . R 5 &K

FEREE (Ig), XHRAHIK (Ab), B B AT 17 B 40 o 7H oAb 1 69 26 40 e it 72
AW, TEHNETEXERRERES, TEQMELFET, wof TALE. St
FEgbmpmpikm, HAXEHEHHA LA NES (H) FF AT 2HENEH®
(L) B —mEEENE Y Bk, BEmEd oI ERmEE R, REEH
X REMHTE, THREREELH S5 LA IgM. IgG. IgA. IgD. IgE. FE#
Fk# B 4R A IgM o IgD. AR ME Y B A K A ¥, fEdEIt CDA0 % R4
REENLTRESE Gh THEAMREY ), ¥o2k4ERA %R £ 9G. IgA 5
IgE. AR MA N &R EORELE MG, 57 0E R G xTE R 05 RE LB RN
13 4 7= A R 1Y SRR

B 715 7 RHEF I EFELWF T

pP.12
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RE R

=
=
>
i
e

BELIE R IR A 75 PR A0 R 0 B EAEA
< M| —
&____/, Q—r%g
FcR CR
P AHER TEAMA

N
723

AT

TS

ki

HHFIE: (EFERF (F I ) (2022)), KHIFHFZW 357 % 5

IgA RAGKF RS M ARREOME, BERAE 4 IgA WEEHML. AKX A &
TRAREERH N HEAXANRE L 4l (MALT) fo B -4 R 5. 2B
ARAGHUT £ A, HFEAEMEHRERG. RRFHZ G E— TN E 4K
THAL.

NG K A ik A2 5 0 B 2 60%:% IgA, KB 440 5 78 Bh 8 7 A B, % 66mg/kg.
M s, BRE/kN IgG A 34mg/kg, IgM 24 7.9mg/kg, T IgD fu IgE F AR
WE. R MRE Ry IgA 5 IgG M AT R, B A A — 8y TgA B RN
S EEE 2R E M. B4 IgA MR EEE R, A K IgA W= (5-6 X)
Z 1 1gG (20-24 X) 15 4%.

B & 16: A fEH & FH+ BI040 F T B
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GREAT WALL SECURITIES AT R AR

i3 )53 IgM IgD IgG IgA IgE

4 F& (kD) 950 184 150 160 190

Gk [T S vy a €

D23 x ¥ 4 2 ¥

C X 45183 4 3 3 4

i Bl > ] b b ],SP p.v

i R o L 10% 9% 3% 7% 13%

FEFARA HR ik BiE BRIk ik

FF 4 A5 PR ] WERA S5 3 B IE3 HF4~6 L

TH =N

A R% [ mg/ (kg - d) ] 7 0.4 33 65 0.016

o B4 1ML 3 Tg #) Ho Bl 5% ~10% 0.3% 75% ~85%  10% ~15% 0.02%

1 7 7 i ( mg/ml) 0.7~1.7 0.03 9.5~12.5 1.5~2.6 0. 0003

FFW(KR) 10 3 23 6 2.5

REEM 5 2 2 2,4 2

AR x ? + + ?

G &%z - - + - -

pegad )il = - + + -

456 HE K40 g v et R 40 - - - - +

44 SPA - - + - -

15 ADCC - - + + -

2 PR A2 AMAWE + - + - -

35 s A2 A MASOE - ? IgG4+ IgAl+ -

HAttEH RS B #fi b RS R S T B BS

L34 Bl PR PUATF A

KK FIE: (FEFFFZE (# I ) (2022)), KIGIFE W 235

IQAFFEANTER, —FRARFET IgAL EAGERENHRER., AW R H
1 Ay IgA KA, T AKE IgA N A 2 AR, 4551 & IgAL f1 IgA2, IgA2 & 3 MRk

IgA2m(1). IgA2m(2)#n IgA2n. A 3 IgAl #u IgA2 thix AR Z1 & F IgAL #iH 1 M A
18 MR RER, AXMRERA, A 10 N O-ERMfL A, EEELEFEE
Fth A YER SN, B REEM, RPEARIHOMEAAEE(EA, THESEN
AR B REF T LKA MR ko TR, TgAL E K L v BERE Ak o gk X
Hepw G E R IREN R E T RN HE IR, HkESE R 7 E AR,

B, EXNRHERXE QAL EA G ZEEEKBBRE. YL EENRRE, Wi
RERE. MERATE. REASOAAESE, CE4M T Y IgAL & X F iR 2

. XAHFRRE IgAL Tk,

AT 6 B W AR Bl KRR

%17 IgA £ 7 iy “Y”" F % JF 5 & L1454

P.14
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JTailpiece

IgA1
HHFIE: (Structure and function relationships in IgA ( 2011 )Y, K4 i 7 W ## 5 5

GalNAc-Gal-SA Z IgAl 44 X sy AHAE BfE e, L&k b BB MA L THERNL. DAL
BEMARMEA, AMEEETL N-E85 (SAARKAEME) v O-%8 (FLAR
TR AMAAME) £E65 &G L. @ N-EEREHETALEES (RESMHRRRE
B ) B EAAE; T O-ZEEsE b D e, A gAL D BRAARHER O-& 4 FHE
e mEE R, HitA IgD. C1 #H AT %,

IgA1 4G4 O-HE LMy AR ZE 4 2 1 N-Z B & 2 FLHE( GaINAC By 57 3k 8k &5 22 & Ba( Ser )
HAAF (Thr) hEEM K EBE N0, GalNAc #E it Bl, 3L 534 (Gal) 4
A KBS B 2, P T "R B (NeuAc/SA) /B 3t a2, 3-f a2, 6-485 Gal 1 GalNAc
M. Bk IgAL SRHE X T DU A £ R B O-BE4E 4. B A IgAL & ¥ L AE b
* A & GalGalNAc 41 % th SUHE R fE sk 2k ak B st a2, 3 #1a2, 6 fuéa—NHiiE
WER g 251

O-HEH A RENE Y B vty f2 ., b REvE H — 8 8-N- 2 Bt & &+ 3L 4% (UDP-GaNAc)
M B AL GalNAC 3£ 45 5| 22 G B 3 7 & 8L 7T 4, X N8 K ik o 2 & UDP-GalNAc % # B
T2 R RMEE AT IGAL 1y, TR T RER TR O-tEH & k. K5 w Bl, 3 FItEé
% (C1GALT1) £ 1k Gal # 4 %2 GalNAc |, X AMEgiE I i X 42K 8 T2 F #£ 18 Cosmc
HA EAEA . %A Cosme, XANEERH 2B EM, Gal gt T2 GalNAC b. #%F
W R TE R R S AR ME R T, @it a2, 6 #E 4% GalNAc b, a2, 3 EHE
7| Gal £. GalNAc #r Gal & B AT A4 Bfr, TERBRYy feg, HkELfsen
IgAL 4T 1 L4 .

B #18: IgA1 & ## X O-##% & 4 7t

P.15
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GREAT WALL SECURITIES

i <D

® , @
GalNAc- d Core 1 B1,3-

transferases galactosyltransferase |

T a-N-acetylgalactosaminide ®
a-2,6-sialyltransferase 2

m GalNAc
O Gal
@ Sialic acid

a2,6

Ser/Thy) |
R (IgA Nephropathy (2016)Y, KHiE# /5 £ @ % %
BREEAWIGALE %, ¥USREHRFE. EHEFIF, IgAL & 14K (4 85% ), IgA2
B 15%EA. S autd, IgAL 47k Ko, {EAT & A x> . EREA R,
BHBEETA IgAL, BN UL IgA2 h £, BA R Easw/NgTE, IgA2 thifl B &
. IgA T LLEMK (mIgA) f1 4 B4R (pIgA) BAEE. AR 1§35+ 80%-90%
e IgA & VL mIgA B X F a0, 2 IgA N DL pIgA A £. B8R migAl HEE W~
AFfL, RAMEHEFRWARERAR (F&4 A i) X3, KENRERSS
mIgAL &7 A . FEE R ampa s ib iy TgAL DL £ RAK N £

[ 19: IgA1 77 IgA2 B 1 # 7E

R H IgA1l IgA2
1 3% K F /(mg*mi~-1) 1.81 0.22
il WA 80-90 10-20
16 35 3 % B /(mg*kg~-1) 101.04/-26.5 14.0+/-4.4
AR E E /(mg*kgn-1) 185.0+/-49.0 24.5+/-7.6
T W& EE A /% 54.6+/-3.7 57.3+/-2.1
H 3 & K & /(mg*kgn-1*¥d"-1) 24.0+/-5.0 4.34/-1.0
A& (% 24+/-2 32+4/-4
1 %% < 3% A /d 5.94/-0.5 4.5+/-0.3

HHFIE: (IgA BFHg (24 ) (2022)Y, KHEiE#7 W #9355 %

EFEHAT, BELZRGARBRZ RARREAZAR (pIgR) & LK 44532 Z 2 b #
o, HEE. MERENRARNE —E % %. plgR WER ZEZRA & I #m &
BrkEE, —BiZZHRS plgA &4, o B AMANEER, HEEMKEE L4
MM, #3z)E, 2T S plgA &4, AR (SC), #TH K4
A IgA (SIgA). SC Z B EAEF e, RN 5T & 22%, 7 L5 sIgA X & B /K E
B AR ILIE L, 3 An SIgA By RO B R x40 IgA & B gy SR M. SIgA B £
FHARRERFMBEENREGRER, BACIAERL LARFERIFER S
Hy H AR

IgA 38 3F Z AR FHLH AT ER R i . IgA %7 2R R Fca %K (FcaR/CD89), &)
ERATHAMNE, EFBA R A B3 EL. e QA kP oA — A, ¥
Al 3 AT 20 A, B T A R A v BR A B B 2R (ASGPR) fn Kupffer 41
H1 %34 B FcaR RIEIRHY .
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RE R

N
=
>
&
o

7 20: F /B E R 5 W A 19 11 B

b~ \:gA:ﬂu‘
> < \ IgA%5& FplgR

e = —— (=t amm# g LI

/

|

ZRGRRE E 52k
poly-Ig receptor(pIgR)

X Wk

M SR8 s1pa

FHFH: (EFFERF (F M) (2022)), KIGIEH# /W 2355

R

[ #21: IgA1 = Bl Fop W 7 IgAL 24

Secretory
component

HHF I (Structure and function relationships in IgA ( 2011 )Y, K% iF 7 Wb 27 Z it

IgAN #t FRNA £ XA REHREE IgALl, HXEBHRERATHREERE,
HEBFEMKEZR. 200K N IGAN BH KRR H CLIH T A EER N E0E, Hi
N IgAL 7T 4 S5 AL B 12 O ARSI SR K AR Bl i JR By . A % 72 TIgAN B3 R Ak
R LRI, aafiNE 4 (I4) /E5%F5#FTHERT 6 (STAT6) & /Z 1 HuE UK
[e] J 45 A4 A B AR R 2 B ik 2( HIPK2 A&, (# 5 4% #0 B1, 3 2F- 34 44 # B ( C1GALTL)
K H T8 Cosme ty 2 F kik B F AR, I H 55 0l RFAE S 148 X .

2021 4FAb K 5K & # 3% E A EE T B A BB F AL 2 % IgAL B iy 145 B 2 R o B —

RAE T % Gd-IgAL K-F#y CLGALT1 H R ; {E2 & I+ B AR CIGALTL #y &k K%

#AE A F (lead SNP) 5 RK % GWAS i t FF dEd —fr i, B - F X AAHFEEY X F,

R ZEENERFEMKER. WA, —ADFHEREE GALNT12 # L. #FRA
P.17 1P B AR A
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GREAT WALL SECURITIES

i C1GALT1 #n GALNT12 FAEZ EAEA, xt+ B A% Gd-IgAl KT+ &F E &5 wy i fth
B, 3 HE 5 kiwE 2R R e .

[ #22: CIGALT1 77 GALNT12 7 ## £ 1L 74 2 4 1£ JH 2 %

A Fab
\ O-glycan
— \ oy
Hinge region
- — — N-glycan
Fc —
T T
B T
GalNAc
Gal STSGaI-‘I(I“.-'qz3
) Sialic acid B3| B3|
25 sT6GaINAC|
5 @m -2 @m®
fr—
C1GaIT1&Cosm @

® ‘@ a2 b
GalNAc-transferases @
(GalNACT12...) ‘
ST6GalNAc-II @
HHF IR (Interaction between GALNTI2 and C1GALT1 Associates with Galactose-Deficient IgA1 and IgA
Nephropathy (2021)), K iF 27l £ 57 5

[ #23: CIGALT1 o GALNT12 = Ji] b5 £ 1% %5 & 1£ /7

A B
400 2
5375 1.6
i 300 & 1
8 325 TomT 05 TCaT
cc  re7es1e cc  re7ese12
G AG AR GALNTIZ ¥ ea A0 W GALNT12
810238682 rs10238682
C1GALT} CIGALT?

Figure 2. Genetic interactions between C1GALT1 and GALNT12. (A) Gd-IgA1 levels according to SNP and genotype combinations. The
mean Gd-IgA1 level in patients with the AA/TC+TT genotype combination for rs10238682/rs7856182 was significantly higher than in
patients with the GG/CC genotype combination (389.6+121.9 versus 310.1:38.9 U/m|; P= 3.38x10 7). (B) IgAN risk according to SNP
and genotype combinations. The combination of risk genotypes of the two SNPs (rs10238682/rs7856182: AAVTC+TT) conferred a 1.92-fold
risk of IgAN compared with the GG/CC genotype combination (P=6.55x10"%). (C) Interactive network analysis of CIGALT1 and GALNT12
and their ten most confident interactors. Each node represents a protein and each edge represents a high confidence interaction.

HHF N (Interaction between GALNT12 and C1GALT1 Associates with Galactose-Deficient IgA1 and IgA
Nephropathy (2021)), K4 iE %/~ £# 5 7%

Gd-IgAl1 R EHKRM, FHMF IgAL K TAE. 4F 50%4 IgAN &3 f1iF IgAl

P.18 1 17 PR IR R I



é

K IR AE A

GREAT WALL SECURITIES

(LB fi

KFIRAG, —FE, XN EENREAERE AT SREMH T E QAL 2 H—0
., TR QAL RN EY FHLHEL FcaR 4, AT i 5K IE ¥R # 32, 7 IgA
By RFREA A i A2 o, B ASGPR R BUHY S8 A2 4 L 0G0 Gal 3t SA. ¥ IgAl H 3
Gal #h4%kBt, XAG LT KRR Y TR, [ERELIMEH LN IgAL (Gd-IgA1) HF
RADTEEY, 155 a2, 6 HEHHEEL SA % GaNAc # &, &% ASGPR fi% iR
Bk k IgAL, b IR AR, T L F AR BN, BRI AT
2464,

[ 724: IgAN & # F0iL B A M5, M IgA 59 FFAE

FE ¥R IgA & %
Al
TgA1 4 4E f19% TgA 11 oA BHIgA %K IgA
AN ZHAEKRIGN ZH AL RERIGA £ RIKIGA¥ £ £ BiKIgA
T A % % % IgAl IgA1 #n IgA2 IgAl # % IgA1
5 F % 1% IgA .
N $ B 1 T ki 1
5 IE % % IgA AH .
S il il
o5 4 o 2 W HEL =
- 3t 41, EH GalfuSAYE GalfEALVEEAS Galwmd, SAH Gal f2 SA

At ., SAR D e D 2

FH AR (IgA B (F2H) (2022)), KHIEF/S Ak £BF A

Gd-IgA1 F L R B EH R A E LW (IC), HEFNE LS TRESRZERT
PHWEERE, QAL 2 TAH ALK A X RENHE, (B2 ET SAWH R B E
Fir & = B R FAAR XK, i 3T A B AR R A R R PR DLFELOE IgAL B R A, A
HArEHN QAL 2@ EHRNEAEBRAKETR RS, AFRLKIAALH &8
Gd-IgA1 7 F, 5 TE VA RE . 44% %6 (Fn) fu EX% & B & 44N L7 (ECM)

B KERE, BRAST IgAL £464. Wb, BERAREH IgAL £% T GalNAc fu/
B X AR KB, T T DUE N BT R AR N By IgG 2 IgA ALHURRAL, AT A
IgA1-IgAl fu IgA1-IgG & &-41.

7 IgAN B H g R G R B A0 F IgA ¥ £ . K0T IgAl R &7 2 UL5| A
IgAl EZ BRI IAR, RBAEL KM EWEREREFFEBFIEEL, QAR £ XM
TR B H WD KA IgAN; 3R B B AEIRF plgA K F B EAE, ERMUERL
4 TgAN. M\ IgAN B 69408 bR & 71 58 09 B 30 )R 2 PR TgA-IC 8y AT, {23t IgAN
B PR R BB Sk 2B I L vm . B SR IgAN B 3 1t 7% o pIgA /K Tty 46 % {8 o, {2 pIgA
P & IgA B ] TP X8R R IR KT IgA By K/ NFe s E 4, FL AL R By AL AR I

AHERHABEANRET A, THEESEANT QAL ERERAFNEEZRZ.

B EEERNA IgA JIRS5 B DMRBFRFTREARX, EFZARRT T ZR-THhE
AR, FRIELER A IgAL 5 B/ 2k 7 5 40 j 09 25 & B 7] B AR B Frdl Fo e

HAHA IgG. IgM K& v frifir. IgA1l 5 B/ Nak & 40 g 45 & T 0% B 2 BR T
PLCy-IP3-Ca2+ Wit %1z 5 4 i@ %, L4 KET kB (NF-kB) 1 c-jun K&, HiF
RE/NERF BT, R R 40 R 0 P8 358 B F-a (TNF-a). IL-8. # b4 K
FT (TGF-B). A& n (FN) R, 5l#2KIE R f1 ECM 3R, X B#F X7 IgAl
58Nk A A S RSN, W, ARREETHRELT, FELZMAY
FWN, BT ZR-EARGE AN ETRE, |7 AL 5 Z 5 40 = 6] 1 % A- B AR %
£ IgAN B & L] # o g A — 2 AR A
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(LB fi

IgAN B F 3545 2 ZEX KRR B M AKIERAE. IgAN BE# G HiG46 T 7 EaM, #x4
SYEE R, RN RS . BAE T AT, wnl E E T A
F%AETF (TNF. I-6. M4 ¥k & 11 i/ MRBERAKET), XEXEFRTELE
20 AR B vk, R R I BN SRR St At i A E BN BRIELR, R — R T ROE
BRE BN B AR, 2 BRI RN AR RAE AR . R X IgAL %9z &6 AR T &k
BT M S EREHE: 1) BNE R AL AR BRI, 2) FEnE
B RS BNE B RSE; 3) BARR-RAM-B/NE “REXNE, —MNFIKRRR M FH
WOE . R R4 MR BN KIEN L R R R LR, PR e AR E A E MR
P PR R b T o 9 28 AT A

[ 7% 25: IgA1 % /& 2 &4 5] & B R A507 9L #)

! TAGTR1
Gd-IgA1 Glomerulo-podocytic
crosstalk via TNF and TGFp

Glomerulo-tubular crosstalk via TNF, IL-6 and Ang Il ‘ 1

Glomerulo-tubular crosstalk
favouring glomerulosclerosis .
TAGTRZ Mesangial cell

Ul LAGTR1 \
MR
TAldosterone
Podocyte

Tubular
AGTR2 '( -
TAng ! M
TNFR2
/

epithelial cell
TApoptOSIs
( Apoptosis
Tubular atrophy TLNg {BCL-2 Pro-inflammatory

TBAX cellular response

K FIE: (IgA Nephropathy (2016)Y, K HiE #5750 £ @5 % %

2.2 fE A RN E IgAN 8% B

HERZZAR B R TR R SN K o B R 4120 26 R840 M B 41 0 ( MALT ).
P b R 40 o Ao 5, i 2 D LR A B o TR M, DR BRI AR B A AR, “Sb A
WA M. MALT 2B R EAREZART S, LANSA THELT. RESH
A B A ], MALT F BE40, 35 i 46 BEAF S0 bk B 41 48 ( GALT ). 2 48 % otk 2,28 40 ( NALT ).
XAE A KM E AL (BALT). eI fE Lt “AEHERZZR” HEKZR,
B —ANZhJE B A 0 AR B 40 VS b AR 6 Ho b B 19 IgA 403

GALT 52 AT K i Bh AR Mk B 41 4%, 2040 AR 0 4080 45/ i B o R /R 2 &Mk B 45( PP ).
HOTE T2 0 4 Sk B R . R Ak 3R (Waldeyer's ring). PP & B 3t g %,
TN ENEEIL, HEFETHREESMAERAE (DC). T 41fe K B 41/ EH.
WA TR S A I B EE ) BB A, 5 PP 2MkE4 5 5]t g & ik
BEME. MABENREERZERARANMKE LR, ERIE X TR IR 6 %% AP
REREER. PP ML ERA. IR bk B A R A K R R N A “iF B

f7” (inductive site ).

B #26: G KM EHR (GALT) 4
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WA IERY

KM KR (EFARF (F I (2022)), KIEHF /7l £ BT L

T AL PP By #046 T 4B B 41k CC &L F %4k 7 (CCR7) Fn)3 £ Z 1K L-%
## (Lselectin). LHENZIHRFF I &R JE, H CCR7 f L-selectin #& K #
%, 7 CD45RO ( H5iBI7 T 4fefy sk A oy —Fris & 8 ). a4B7 464 . CC &L
F%ZH9 (CCRI) KK BEAE. XKEZIER N T Hf BAaKRLEF PP, &
MREKREER AR RE, RAZORIMBERMEREERER LEE, B9
2T wpAn B 4. Hik, BET ELE. HURS RN T 40 & 2% 40 o th i 26
JEE A B, BORN R B i #Ar” (effector site ).

[727: BB E SRR BN AW 5 R TEE

FHF: (EFZFFZ (Z 9K ) (2022)), KGR~V B 5 %

BANFHIE e N AR AR T AR AR e B AR, WM& %4 = At e
BWEENFZ—. @HEET (Cytokine) = w7 7 40 i K 41 238 48 jE 79~ 30 B e 48 JA] &
B EEEERN— RN T HEBEA R, BIEEEA N AR 4 E K fra
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B, FERZNE, E—EAUETOSERES L MEFNLE. RIFEFosh o1
B, T¥E>hE@EBENE (IL). EEFRHEET (CSF). T#HhE (IFN). BB H
F (TNF). AKFETF (GF). #ILETEANAE,

B 7#28: %5 3R I A 0G40 BT R
xR ¥R
M A R L T
( Interleukin,IL)
EER AT BRI B 2 ki T4 AR | K E ot M Bedy i o
( Colony-stimulating factor,CSF)  #i 41 ffl 2~ 1t . 3678 9 20 B T
WEATHRFEEEZGADEETE 4. IFNRTFERLEH
BAERAMFER TN, AT, TR, MA. I8
FTERRSRPNEM. pDCaEET4; IIAFE
m A T 48 fe Ao NK 28 e 7= & TOA £ & iy DC 48/
Jaak- 3
B B A0 K B A 2 sk B AL A T 54 . TNFX
TR PR S B R A B 4 0 i 4 LR T

THE
( Interferon,IFN )

it 76 31t B F ik

( Tumor necrosis factor, TNF )

SR PLEEERHA
£ K HF Zae— X Rt e A KA R T, A
( Growth factor,GF ) B 2

R A A T f T 40 E v A A, AR VE AL Rk
SEKEBENRRAEHREE, 55 KERM,
I )8 oh o 5 B0 S A, P ME AR 4R
RAT%, HEE S RBARUKBEREFREETR
R AEAE R

FHFI: (EZERE (E I ) (2022)), KIS £BH % %
HETEMNEZERESE RN NG T TRENTRERN, ETUELE 5
W F b iy 77 KR W E B R AR, TR SR A i T R k. A
FeL B T AR B AT, AN X L B R X g o XA Rk, L — AR AR

[ 7 29: 400 B F 87 1E/8 7

HALHE T
( Chemokine )

IL-2
/iSwg R TR E &, Hl T4 &
il -2 (IL-2) TR E &ty A X
T4
wiw ==30) 5o M RPN R i R AT (DC)
»f<>l P A E 12 (1L-12) R|BATEHT
DC ABETH émﬁ@ﬁ"f)ﬁ
TNF-o
Aot o D) —o Yy S T AR B R G B v B A
Hn U - RER, flmERRET (INF) %%

FHFE: (FEFHFZF (F M) (2022)), KHGUE#/FW 2355

TNFSF 5 2 BAFF/APRIL x{{E# B Hf R Bt LAy EAEFEEZHA.
BAFF/APRIL %14 30% ¥y % 7[5 I8, B thsh fk A — € 84l . BAFF/APRIL * 7 &
B m A2, RN, BRI, MRARARERA AT A, O UEHE.
Rk B ke B R R B R Rk, —HEN TABEEE, 7 Furin &G
o BEE, FHUTERESTHXBKE M. BAFF 1 UM X A&, ERA
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A7 B Z AR

HEMH R B i BT LEH . BAFF/APRIL # 48 5 % {k TACI. BCMA %4, BAFF
5 TACI %44 /25 ,APRIL 5 BCMA £ & E B 5. —# F [ # %, BAFF 7 L 5 BAFF-R
HRMES, APRIL 8% 54 R 2 HEE G 4 4.

[ #30: BAFF/APRIL £ (k2 4 5% 7

Ligands BAFF APRIL Heterotrimer

Receptors BAFF-R BCMA

N/

TACI Proteoglycans
.

« Increased B-cell survival * Sequester APRIL at cell

« Co-stimulation of B-cell proliferation surface to improve TACI
« lg class switch recombination and/or BCMA signalling?
* Enhanced APC function * Mediate plasma cell

* Germinal center formation trafficking

* Regulation of B-cell tolerance

HHF I (A PRoliferation-Inducing Ligand (APRIL) in the Pathogenesis of Immunoglobulin A Nephropathy - A
Review of the Evidence ( 2023)), K i /= I &85 5%

(1) BAFF 5 BAFF-R 945463t B AT RAZ R ELE. AKX KW, =7 BAFF
N BB, R B AR, FRATENERR I ZH. APRIL &k sk
T RAFRAN/DNRERES B AR AL2Z T, B2 APRIL ZF & B T b F
t#, FXTEH TR MGG R RBIER.

(2) BAFF/APRIL %5 B @i F iz sk m e Kl #k., —HEhIEPEHEFEENE
F, ¥ LLi# it APRIL-TACI = BAFF-BAFF-R/BAFF-TACI % & % i i & % B 45 4% .
APRIL-TACI fu APRIL-Z & & 456 Bh T B 28R % IgA B9 7 A ffik i T 4000 %%
FRE

(3) APRIL 51 # T @ iEfb A x. B APRIL F~H#R# T @fiEfl, EREHTH#
EEREL CDA+4ftyE X, AHRIEN, T 41wt B A H EH /D RERF
MethW APRIL J5, HEHE LM fric iz T 4, ¥ KA K 0 DR E & R8I
T 4000 % RORL = 4 1 IgG AK-F,

K 7#31: BAFF/APRIL 5 7 7] 2 1K 4 &~ 5 #2 F 89 1E /7

pP.23
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Receptors Mediating These Functions

Function APRIL BAFF
TACI BCMA BAFF-R Proteoglycans
B-cell survival and maturation X X X X
Plasma blast and plasma cell X X
differentiation and survival
Maintenance of B1 cell X X
T-cell-independent antibody X X X X x
response
Antibody class switch and
- X X
recombination
Plasma cell trafficking X X

HH IR (A Proliferation-Inducing Ligand (APRIL) in the Pathogenesis of Immunoglobulin A Nephropathy - A
Review of the Evidence ( 2023)Y, K4 iE 7l £ %%

B 5% % APRIL 7 GALT #%ki%, APRIL-TACI 5 IgA KR8 A %, EXHEEA
WipE 4 Ak E b % 3, APRIL & GALT. EH BAnfy i b kik, ERTKELLRMN
Do kik kel 320, M, APRIL A By T4+ 40 B PR (T S F R 4l i 06 . ok
sb, APRIL/BAFF-TACT T4 iE ¥ ZE 4R 4P 7T LU 3 IgA X3l 454k, {22 R A APRIL ZE1h A
o A AL A MAE A

B #%32: APRIL 5 IgA 2 74| # #

GALT-DC
TGF-B, APRIL, NO

IL-6, IL-5 Small bowel

MALT GALT
(no GALT/no RA) (GALT-DC/RA)

MALT-DC (no GALT)
TGF-B, APRIL, NO
IL-6, IL-5

p1
\_»>__Ig}A
ASC

Other mucosal compartments
colon, lungs, mammary
and salivary glands,
reproductive mucosa

AL F I (Differentiation and homing of IgA-secreting cells ( 2008 )Y, K4 iF 7= W £ 5 % i

APRIL#A X 5 Gd-IgA1 & K% IgAN # & XG4 %, {2 BAFF 9558 ¥ W
Wi. 7 —TJixt 166 4 IgAN B fu 77 4 (& BExT B # i L8t 5 b, WLE 3| IgAN 3
W& APRIL K P75, FEEM%E B 41+ TACI #1 BCMA 353 fu bl & Gd-IgAl #y it &
P B —TFUH R &I, IgAN B i iE o APRIL AT 5 35 B A 2R 31 B 7 o R A % .

5 APRIL Al th, 24 [ 6 5230 o BAFF KPR WEEZR. — T E KRG LR HEL T,
IgAN & # fi & APRIL K P75, 82 BAFF KPR H£R. H. BAANEEHH R

pP.24
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W87, EiEEATEaEth, IgAN B4 BAFF KA 5. Bkt E 3 KA 0 5 0 3 4F
R ARFE BAFF KT A6 © fodkm ¥ & DK IgAN B3 i ik = A <.

BAORH, fF Gd-IgAl = 4 T fk 2 £/ IgA1 € i) B 41t % BAFF/APRIL % 41
HEFFEEAE, NEBEARSAARZATEBANER. —HORY, R A1 1A
FTEVSIGA T RGFE, £ 55 Mg 3. B b TR %% £ 5 B A 7 f R 454,
] 40 B NALT #y IgA Fo 2% 40 i A A8 P8\ " R A = 19 Ry 38 -k 41 41, 77 HL7E L-selectin
fo CCR7 W{ERI T, IgA Fnlk 4L B H N2 & iz & G EHMIAL S L Sk R,
Bk, TRANImET FEAEGN QAL A ERE 4, TR HEEATRESZHKRE
MR IR E R AN, 5 ACE B 40 ik IgA B mh R

2.3 IMRE & 5 IgAN L BEM

IMRR G AT, EvEaf. A L amE L raT s, RRANEAEEAL
WIFAER BRI R AR BAZG. —REAT, ¥+ L BAME R ERHE 5
ABRAEMFDEE. 2B EN R TRE-TURE S DR b S IR 3 o9 TR P 4 7T
8 = A4 BR A T X X k43, WL 20 — & 5 22 R8T 1 SRR T AR UL T R 78 MR
B i i o B AR A RN, N RRIE. AT AR EERATES
MIEEMFD . IMRTRARE A S R R A RIS, BRI EIE 2R
N EENH Z —, HEFRRTSEE N RN E R T. MR, Zhik RS
RIAFEEE £ R0 K AR KRR B4 K.

BRI iMRE R R E R A =4 SH%AE, FREE. BESX (MBL) B, =
FAMARRTE R AR W B B A BB NF AR, ERAHEAMRR L C3 LUK SER 24K
S, BB C5 AN MBEL &4 (MAC). F 416 MAC 3 3 B0F 5 3
BB & SR SR FEA RIS, TEEA BTRTEENT
S0 e mRs. TR RESEERIENE, RABKD AR, FEENSE
JEFEAR . 40 o 2 1 Bk K OF i 4B R

e 223% 1% (Classic pathway ): &4 IgG 5 IgM Wy %2 & &#1 5 Clq 445 Clg %
E AL IR K EE Clr fn Cls. fRIKZAR C4 fu C2, Mk C3 454hEs (C4b2a); C4b2a
ZL4# C3, Wk C5 #:1LE (C4b2a3b). C1 i@ % 1L C1q(C1r)2(Cls)2 £ & AnTH
AFETIR A, C2 B RZMM, RAMRIE b RERBEILR L 0y R K. C3 %
T 3 A R A B AMA R 2

s FH#AZ (Aternative pathway ): X4 &R EE#RRE, L ARBTHMER, MHEK
AR ANERMEEREC3, FEBHETEL, EMIBETHET, #6HWBHET
#% D FFZM% BafBb, Bo{5 C3b %4, Mk C3bBb, % ¥k C3 #
. Wb, HMEP HTI4AMEET, 5 C3b 5 Bb £4MMk C3 #1{ui,
ik AR, e THER T C3bBb FTRME L C3 0T, Hth C3b L
5 Bb 454 4%y C3bBb, M5 Bk ik th IE RAR IR KL . e £t fd 2 &
AL, FEAFEZRFHIANIMRENRE, ZHRABREDRLNERRET X,

o W E %% (Lectin pathway/MBL pathway ): i3 s H BrE L &kt £ % (MBL).
FhpEFE (FCN) FTHBMRA 2 MR REARE U B8, o BEERE D K ontE
S A B4 OF 7E AL MBL AE k£ BB E B B (MASP1-2), E{h#y MASP2 K #EH £ &
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(LB fi

BREEmIEM, HMCA, I ARC FBNE S TRERKE, MELS Q2 4
&, JEH P MASP2 R, ARG % SR 2R Y C3 % {hEg (C4b2a), 4= ZAf
C3 /=4 C5 44 {LB (C4b2a3b). & {kty MASP1 7 H#: A% C3 4 C3b, #£ D &
TP EFEET, BEMRF B®E. Hib, MBL #EXME MG foF Bk
7 AR A R AR AR AL

B 7#%33: = X EBIEFRFZ )89 % F

SRER | FUR-PHER AP (1CRIgM)

c1 Wi mCI

1 C4b2a C4b2a3b
e (CISAL ) (CSH6 M)

MBLi2 8 MBL;.—!E——:::‘:;? 1 1 z

', c3 C3b CSh Sb-9
4 1 9 R 2 ( ( ( ( (R ArW)
C6 C7C8 Y
4 C3bBb C3bBh3b
Pk c3 c3b77 (CIS M) (CSHE1LI%)
BH¥ DAF

KR FT: (FEZRFZ (Z 9K ) (2022)), KIGIEE "W 4@ % JE

FWRER MBLRAHFIES IgAN R RSt RA X. IMK R SBEE R — BRI 87,

R EH R KELTRNER, BR8N FREETE. E—FAER IGAN
WP LI, XEPABABERE C MR, MEHZHA % LN, IgAN ¥
C3KFHTHEAZBR C3 il E, i MBL #hét= % MBL & AR @R, #H5
FROFEAK, XUAERFHEREL, tMRFB®RE. MBL RE#HE, C3 & MBL
BHBERZ.

o FHAERPAAR QAN FAMRRENEE TR, K 75% N EWEFF LALLM E
S Bk A I mEHAER R 5 TgA. C3 72 B 3L AR, IgA KT fE s
HMRRRL, 8% RAK IgA 8 B 3508 & Bk A2, EALE M A A%, K GWAS #F 5 &
RkE, 1M H B FA X% B (CFHR )1 fo 3 ZL [ # H 5k 7T fk xt IgAN H R 1EH .
HE AT 20612 Bl EH B EpF LKA, EMEBRZ S (SNP) rs6677604 17
MREEARPIER. BENEMEENBKTHD 26% 1 IgAN Emmx, wA%F
{3k D 34 Bk 5 T 2D 45%09 B A . CFHRS #k 3l5 B ™ & iy IgAN # & H * .
TR EABNF R F, IgAN 5 IE % A##AE th, 40t CFHRS A F 8 # #&,
HE /KTt CFHRS 5 eGFR. &1 JE B /NE 48/ 18] U 4F 4 44 3T AR Y oA <
FE A IgAN #J& e i A [ B &

s BREFHFZMAE QAN ZRHLE FAIEA . I IgAN B3 fig R B pIgA 7 k&
B Z R, AR K I 25%th IgAN A MBL & MASP thit A, miE# A%H, B
MBL JTAR B 37 & & T H At B /D 3R K 5 —TUHE %A b sSIgA A T 2 MBL Ay B ik
W Ei N-BAEA N- LB A M Ao | AR R 35, A 7T A4 MBL o 4F 48 50 I B A
B, AT BshkEEE%RZ. b, MBL/MASP Jifity IgAN B, £#HFN, §F
RMARES, AR FARTETENERERE, WREEA. FARER. B
IR AV A0 A AT LA

B 7%34: 7]k F % 2 5 IgAN % 55 4 FE 09 51 % 24 5
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Complement Protein

Evidence in IgA Nephropathy

Lectin Pathway Cad Glomerular deposits associate with IgAN severity and worse renal

outcomes.

MBL Glomerular deposits associate with IgAN severity.
Low of high plasma levels associate with IgAN severity.
Altered levels in urine.

L-ficolin Found in glomerular deposits.
Increased plasma levels

M-ficolin Increased plasma levels.

MASP-1 Found in glomerular deposits.
Increased plasma levels.

MASP-2 Found in glomerular deposits.

MASP-3 Found in glomerular deposits.
Reduced plasma levels correlate with IgAN severity

Map19 Increased plasma levels correlate with [gAN severity

Alternative Pathway

C3 and C3 activation
fragments

C3 deposits correlate with IgAN severity and progression.

Low C3 in plasma correlates with worse renal outcomes.
Increase plasma of iC3b and C3d correlate with worse outcomes.
iC3b, C3c¢, and C3dg observed in IgA1-IC complexes.

Factor H Found in glomerular deposits (30%-90%).
Partial deficiencies. Variants in 4 of 5 cases affect expression.
Increase levels in urine correlate with worse renal damage.
FHR1 Found in glomerular deposits.
Absence confers protection (delCFHR3-1).
Elevated plasma levels correlated with IgAN progression
FHR3 Absence confers protection (delCFHR3-1).
FHR5 Found in glomerular deposits
FHR-5 variants resulting in increased binding to C3b.
Elevated plasma levels correlated with worse renal outcome
Glomerular FHR5 deposition associate with IgAN progression
Properdin Found in glomerular deposits (30%-90%).
Anecdotal cases with partial deficiency.
Factor 1 Anecdotal cases with partial deficiency.
C3a Induce secretory phenotype in mesangial cells.
Terminal Pathway C5b9 (MAC) Found in glomerular deposits
Correlation with severity of renal injury and tissue inflammation.
C5a Mesangial activation and histological IgAN markers associated

with C5aR activation.

#H F I (The role of complement in IgA nephropathy (2019)), K# iE#% /= 4@ 7% I

%m%&m%wxﬁmxm% @%ﬁ%%%ﬁﬁﬂ%%ﬁ%%ﬁ%ﬁ%%¢ﬁ&ﬁ%
H5%. BAOANE ALK HakEEH, 5o kE ZEKX. IgAN &
%¢c3w%F%%m%mF%ﬁ,&$kmN¢%¢Mé%mﬁT%ﬁE%%ﬁ%°ﬁ
RN R AR, B %%%Mﬁﬁﬁwﬁ&%%i%ﬁc&cmsa%%%
MRNA %ik, AR T 7 o R A 4 A T RE T A MR R
%%F%&%F%H%%ﬁ%%?%éﬁmﬁmbﬁ JR EFMA Y A R T DA R B A
WA /N ERE A AR IE AR T A AR R T S A . R AT A A IR L,
IgAN = B /N3k 2 i 40 g 3% 4% Anik B 7 (DAF/CD55) fu C3 12 A% %8 (mRNA) Bk
KGR TR A K. C3a T F FARINE IR0 B /N 3R F 40 B 4 D 40 B S0 35 AR,
GrEh S R IA B e, AT B A R A

2.4 GWAS X I B R F B

MA%E%%%@%AGW%)%% TR EH LT, LRIT 30 £4 IgAN 5 &
i A9 BIRER . B QA ARRET . R
rﬁﬁxr&r#%ﬁm%% M%%
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(LB fi

2010 4 % R BN ABEHATINE —k GWAS 75 F E 4 24 A0 X 3 (HLA-B. DRBL1.
DQA %1 DQB fr ;) il 5] —NE 2Rk HA L ZEE 5, 2L S I0R & hn T 2 3% DL
RENEREZEREE.

2011 % =/ GWAS 72K T Fol i A By 5256 AR IESE T MHC AL 5, Bl B4 % 7 A
4 MHC 1% %, #3#E#MAE T H (CFHR1/3) fu HORMAD2 X Br. CFHR1/3 k[ 445 thy
MR H B FAE KK, AR MR B A R 7. HORMAD2 45 25 4 JE %, 7% o 3K
HAE K A T, M KR e BB Y L3 0 K 3 T TNFSF13 fu DEFA # A3
FEREE, — &5 5 %540 % . TNFSF13 0 DEFA 43l 4 A5 {R # IgA 7= 4 th B 4A
FiL 3 78 5 B ¢ APRIL Ao 4 5% 1 40 b 9 X000 Ak 0 JE AR (6] 28 K B Y a-F 0 2 AL
JK .

2014 FR LW T KAWL MRAE R K04 T WO fo R Tt 8y 7658 4] 7 4 Fo
12954 i x4 ¥, %3 T VAV3. IT-GAM-ITGAX. CARDO % #r#y & I B fr, L& HLA fo
DEFA {7 & By #T 4k L5 5. VAV & &2 B 4038 il 1 %.9% 20 #k Ao NF-kB B8 Fr b F 19 &
A B AT, X IgA By 4 ., 2015 xR EABNHARLIAT
ST6GAL1. ACCS. ODF1-KLF10 =AN3Tey 2k, X ¥ ab2 Tl AF R0, 2020 4.
2023 F By 540 4k &K I T TNFRSF13B 48 20 &N 5 ROFL B . 3 B8 58 4 IgAN &
AL BB S T T B

X F Gd-IgAl #y7= 4, 2017 4 8y#F 58 k3 C1GALT1. CI1GALT1C1 /LR E, TA1EZ
Yt IgAL Yy O-HE#E BT 00 F th #5758 R L FEM8. 2021 S B AR AR T A7 T
HE ABERA R IgAL iy fe A &, IiE 7 C1GALTL F A F & 30 7 7 35 R
GALNT12. AANZEREHSE G4 O-HEst gL e 4 ms, HGEAEMEER, 5 IgAN

735 5 IgAN B X 59 % B 5 AT

pP.28
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NAS

AT

Bk

Genome-Wide Significant Loci

Study Published Date Ancestry GWAS Population (Candidate Gene)
Susceptibility to IgA nephropathy
Feehally et al. [42] 2010 European ancestry 498§i‘i:f$:::h0]5 6p21 (HLA)
‘ 6p21 (HL-DQB1/DRB1; PSMB9,/TAP1;
Gharavi et al. [43] 2011 pumneseand - gasasesand HLA-DPA1/DPB2), 1432
Pe y Y (CFHR3/R1), 22q12 (HORMAD2)
. 1434 cases and 6p21 (HLA), 8p23 (DEFAs), 17p13
Yuetal [4] 2011 Chinese ancestry 4970 healthy controls (TNFSF13), 22412 (MTMR3)
6p21 (HLA-DQ-HLA-DR;
TAP1-PSMBS; HLA-DP),1p13 (VAV3),
. European and East 7658 cases and 1932 (CFHR3-CFHR1 deletion), 8p23
Kiryluk etal. [4] 2014 Asian ancestry 12,954 healthy controls (DEFAs), 9934 (CARD9), 16p11
(ITGAM-ITGAX), 17p13 (TNFSF13),
22q12 (HORMAD2)
6p21 (HLA), 3q27 (ST6GAL1), 8p23
‘ . 1434 cases and (DEFA), 8q22 (ODF1-KLF10), 11p11
Lietal. [46] 2015 Chinese ancestry 1, o1 healthy controls ~ (ACCS), 16p11 (ITGAX-ITGAM),
22q12 (HORMAD2)
Jeong et al. [47] 2019 Korean ancestry 4551:2;315;5;’;10]5 10p15 (ANKRD16) (p = 0.0045)
6p21 (HLA), 1g23 (FCRL3), 1p36
‘ (PADI4), 6p25 (DUSP22/IRF4), 8p23
Li et al. [48] 2020 . Chinese and w11 523%8 v a“dtml (DEFA), 16p11 (ITGAX-ITGAM),
uropean ancestry 03 healtly CoMIrols 17513 (TNFSF12-TNFSF13), 22q12
(MTMR3/HORMAD2)
. 601 cases and 6p21 (GABBR1), suggestive genes
Zhouetal. [49] 2021 Chinese ancestry 076 1 ealthy controls (TGFB1, CCR6, STAT3, CFB)
‘ . 2378 cases and 6p21 (HLA), 6p21.1 (VEGFA), 16q22.2
Liet al. [50] 2023 Chinese ancestry 15 (45 healthy controls (PKDIL3), 17p13 (TNFSF13)
6p21 (HLA), 8 known non-HLA loci
(CFH, FCRL3, IRF4/DUSP22,
DEFA1/4, CARDY, ITGAM/ITGAX,
TNFSF13/12,
MTMR3/HORMAD2/LIF/OSM), 16
Kiryluk et al. [51] 2023 Furopeanand Bast 0146 cases and | new non-HLA loci (TNFSF4/18, CD28,
sian ancestry /o1 Nealiny coNtOIS — REL, PF4V1, LY86, LYN, ANXA13,
TNFSF8/15, ZMIZ1, REEP3,
OVOL1/RELA, ETS1, IGH, IRFS,
TNFRSF13B, and FCAR), CCR6 (only
in the East Asian cohorts)
Serum Gd-IgA1 levels
European and .
Gale etal. [52) 2017 Chinece ancestry 513 subjects 7p21 (CIGALT1)
. European and East .
Kiryluk et al. [53] 2017 Asian ancestry 2633 subjects 7p21 (C1GALT1), Xq24 (C1GALTIC1)
W, ) 1127 patients with
ang et al. [54] 2021 Chinese ancestry IgAN 7p22 (C1GALT1), 9922 (GALNT12)

W FIE: (AnUpdate on the Genetics of IgA Nephropathy (2023)Y, K#iF /5l 457 % %

pP.29
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o R

3. IgAN #ig: BHESEe—KE, BRIEER. EEEX

3.1 IgAN # LR FE K i koA

IgAN &9 W7 1812 & — MR T S i B B R e D i 108, B LR B BN 3R A IR IR A A
IgA H E MR EHREETARE, ARG RA L% QA IS E &, W &% IgAN &
YW AR O

WG RD B IgAN i BARFRZHGRESSE, BERIAAFENE. RELEHHET
HA R ALK, FEMRE SRR RSN, TR RS, FAAEERRFR
&, WEA Lm0 iR VT BN SRR 2847, T 38 bk X - 1 3 W/ SRR A
EAREMLR. AANRLREL T, RIEFROEFELAREHRRY 2 EBN &
A mARRT AR dTetAEaRNER, NH—FN 24 MHEREERE, &
R EA M REEA/RAE (UPCR) f B A% R R & E & L.

ERHEHFERIERKEORE ), Mt —FoE Wb, Bk BERH#THER.
IgAN ## 1 R b K W LB A S8 &, SR AOLT BN A KA ML IgA & £ 8 %k 3k
BEEHWIR. AHENRABERA QA A EMARRECTFE, NAREEFHER. %
e HAR I RS RS EREH R4 K M IgA IR E 3, 7 se o W 4 R R i
IgAN.

[ #%36: IgAN 24 B B %

|ERamn] [

AEFENERE LR | | ke R |

BEBREAN
\ st A4

FERESAY

= —
FAREIRE
BIGIEIEIE
2 |22
= |=

e

| [ A FE LA A ]

FHFI: (IgA B (Z 2/ ) (2022)), KIiF 577 W 2357 5

B earR

P.30
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(LB fi

SIREDWRH YD IgAN By “SA78”. A IgAN B3 0 B 41 2 5 0 7% b3 s e A 4b +T
UILE|, ZEEDPRABR. RAEFRX, IgA 2HEHRFEER. o 13 T i #4728
FEM R B OR, B4 IgA VAN & IgAN #F 2| 10%, & 9F IgG I AR iy Lh 5] 4 3¢ 40%,
&F IgM AR B9t 9] B 3t 50%. B IUAR A T AMA R, AR B 43t 90% 0 IgAN
B EmEE C3 AR, MiUHE TR 10% M &% B ik Clg Wi, K4 30% M &4 7
ECA MM, HoBENEmMMEREA QA TR, ¥R-FEFR.

K 7#%37: IgAN I 241 28 % # (7 & % H 26 %400 15 )

KA FI: (IgA B (F 2/ ) (2022)), KHiF 27 I £ 57 T 1%

IgAN REX 4R X RWRA, METRAEMARTERS. BAN AN BWEZRH T
BT ENR, R R N IR A AR R R S R AR L. (R R
A AN 4577, FEMERAR VR B Bl W SR AL R S A N SRR E R 5
SR o 2 R ULE B R . IQAN s W R B0 Hoph KR AR B R, iR b E
WG . BB AL, BKEIR T B L BT AR . BhSh, TgAN SR P B NE 1
VU O, G N B DAL A 4 A SR 4 3 . B A T O T DSR4 0
1) FRAEH AR L, DA BEpNERAREREST; 2) TA0EA%LE, £
ERATREEANE iR A AR, BANE AT AR, &
W R AR R B N AR R G, 3) FRMEL S RERE; 4)
R H; 5) 4 AL

s REMMMAFABERET: FEARMANEIERPRRABEE AR, EFH
FEpRd, RBEWAYP NG IGAN BHW T <. FEAFTEERES ZE
WEREAL T ALK, RERRACNERBRENIIFAK. RBEEME £ N
FEAZYAAR, BAEREI R AH T LA BERE R/ MAME, 7 Masson 9]
AN A 4T B AR

B 7%38: IgAN ) 5 T [ 72 J& 7 JE 4 4

P.31
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FHFR: (IgA K (F 2/ ) (2022)), KH i/ =@ a 7% IE: ALE & Bk (PASMZE x400 1% ); B

FEJER A (PAS 2t x400 12 ); C o /ERHERA (PASM & x400 12 ) DE 57 [E# 4 (PASM 2 & x400 12 .

o FMEANMA: UAMHTELAANE, ROZERESA. FHME WAL HE
HABRALY, AR hE A AR A EEABRE LR RA X R TR E AL,
FmE AAEN—NEZERE F MG HHE, P/ kgL,

B #%39: IgAN /) 3 E 47 11 & 7y 47 4

FHFIE: (IgA B (7 2HK) (2022)), KIGIEH /70 55T /L AFEF FJEH4 07 F Zaift &y 4 ( PASH

Rt X400 15 ) BT EH R A A0y E Zait g 4 (PASM 32 ¢ x400 1% )

o FBYHME MG A BEEE M AE BRI AET AR R, W R A B R A B R BX.
ERA: el U ol = = i O o 7 s o i = i N S B S ) e A
AR, FTARAENLFRER™ EHE/ Nk, YHAKE K>50% /N sk, Rz

pP.32
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(R AR

K AR IgAN. X % IgQAN FF% 0, b EEF 3%4A4E, EFEHE, Tl
HENAKRIER.

o RMTBMEMKRERE: FhERARSETE S REAMEEHE. X
MEAN KB E I IR WEE, WAL TEEEN. KB EZREH LY
HERBEE U REREG RS, —RFETEME IR TSR BE. FRM
T AL Fo ok BORE 2 BE VT DU 6 400 AF IR F0 W R R A P A MO A RR TR
¥ T BT R AR A RTIR. A& QAN BB R F % L@, $OAN M
7% IgAN B 1~ R FiUE .

[ 7%40: IgAN &3 /) 3 7 B 14 7 14 R 3 FE#7E

HHFR: (IgA BB (F 2% (2022)), KHEH/ " W BALIE /7: ABDIRKT BILF L (PASM %€ x40(
1% ); BB S EHE (PASM 36 x400 1% )

RERARE IgA VG, FEERBAFHREXYE IgA TIREE. RAME /DK
KAH, IGAN TEE SRR E B/ R 4 IgA R AN E/ DR R i)
INFE L EM R BERE R . Alport % AAE o Rk M IgAN SEaE KA. — AT it
BREd St EBAl. AKX IgAN R REEE A8 HK. Ekmn. KRR, BB,
IR FRR FHERR . BEFIURK, ¥ LA R B3R BB W R BT
BRI ALt R ESE, RIFEAHER . FaRBEESN, FE6LFEFHEF. B
WA EFHITLES.

7 41: IgAN 5 77 U 2 45 1E % o 09 55

KRAR

B AR 5 IgANW = & X 7|

RO IRE RRE BN RE R WAER . AR S IR R S AT IR

I IgA R JEIE & M E R

AR A

1R R M /N 2Rk 7 4 X 7l
. N 5 IgAN X fE A IRt R A [H, & By AR AR
B ATE 2-6 SN, B
KREBGTRE 26 AL RER oy ke 13 M6 B R KRB
E SR, HFSW R DR e E &K, oA
A B H A

FELF AR, THWAERANZBERX L IgG
RIGMAFR A EHL B A CBARRL R KE
WA

B

FREXR, UWEBRIEREZAMEAE
BRI, AR T AL R N g B E AN
RABEIHE S HEFE£, M. ER
EAREH

FRERDERLER, ZRRTED FH
B, RIAARMFKREMLEK, 2 H5 T
&, WRILED I, KEEEAR, X
FhETEEA R RERAERLDE

© ' & JF IgAN, b A T AR R IR 5R0E 1
RENEE, TUANRZE R ER G S ET
B A 8 LR

P.33
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GREAT WALL SECURITIES ff’}ﬂ%ﬁf}%%&%
RRER A ERER 5 IgAN® = & X 5
IgA. IgM. IgG % Ji 4%
DA M JRAE SR FEAT I B o R R . R
N AT EAMRGWMEY SRERRE v XEHEEREERR, B3 KER
Alport 4 &-4E

RT3 F A ok M K

B B MR AE R K B E

KRB KT RAK B EHRF

4B AR Kk M R

IV RS e o A K B RE

SR AT ERAE: B TIRZ RGN, M BV E BUR o-5 4% 5)
B R, EGRE N B
GERBENE, BET KR EARA, IGANE I Y B 4 A MM % % MCDE
%t E BE R B A TR W, ZWSHEMCDET F %
2.4 5 b VA SRR A )

o FEES AR, wA R HEARI, B
5 TgAN & B Y. £ RARAE. 2R
RETEFABNA, HABKANES S EEH AR, CALMARRES LA

IgA. IgG. IgM % [&] B} 0 FR B, o IgG % FALILMN
% RANEERBER EAE, HT mK
bW, AR S EE. 7‘5%*‘2%%% TR EARERERENL R RFE

ﬁ&“%%ﬁ%iﬁ“\%% A% &4 HbsAg. HbcAg
.

W s R R FL A R 4R A %éﬁ.mqﬁ
B B RER. BNE kR E

o B4k IgAN, HZBEKX IgA

VUAR 5 K - E AR TR R

iR R X &% 5
A #H R, RFFEMR X &LR

& SR BB VLR

??EFT'J E: g Sl
HV 5 R EREREN, ZHHREE .
% l;é\iE,r‘—? ‘%éﬁ S A IR jl%] N
S e ne gy EEEARR EHERT ARG EE 1

I 0 B 4y HIV R 3 45 4E
. IgAN b L EAR ERHABH P

FHFI: (IgA B (£ 2/ (2022), KI5 iF 7 W 357 5

IgAN 75 EiF fh — R A MEST-C ¥4k, K#DURIGER Lamsdt st B/ hsk, BANE
Ffu % i R B R B IgAN AT IE 2, DUHBT B F AR R E U }}\ﬁﬁ%a%
i Rig)T. Lee 2% . Haas oA, 47247 % £ f IgAN Jia 3 o Ao - L 58 J5 AR

*

1982 R W Lee nRELZEMMBEFE. BNRAEA . FABRE/NE 8 FR

TRIATR > CREETEFEAL), 2485 K. EREIEFHTKH Lee 2K+
B NEREEAL . BT F R AR “*/J\’;’s%érﬁnlﬂ)ﬁéﬂ&ﬁmﬁfﬂi RHRENE
%48 fn A 4F 4 4L R 3 L T B /D 20 % HU IgAN Fi s .

1997 44% By Haas 7 AUARYE 7 Be A 4 . 2 JE 40 F 3 7 Fo it F AR, 48 IQAN 209 5
A, IR NAFERS, WMAFESS, Vo VARERE. EZ08 KA
AR sipts. SeEMPEAnet 0, EAEEENRE R RBITHEZ X, TR
WIERER A, FamGNEEMEAREIIMEENRKE, FLoRANTEEAREKE
s A = M R BOK .

2009 4 [E Fr IgAN W {E4 fo ' iR % 2 (RPS) #E# “IgAN A", KE
PN A6 IE B 38 O, minEfh. WEAML. xTEH FE A %0 H I
WA R: RABApEE (M), Tand NaEfE% (E), FERE/LINE (S),
BN S8 LA AL (T), Bf “MEST 47, X —RAKIEH HRM NS A T
f& i E G 8T 55 2k B AL 3T F AR ) B £ R S A ), TR R S 3

FIH B, TG NI AR T EZHFE; wRHTAKRLEA>25%, L
ﬂm%%xﬁa&%m%ﬂi’a&ﬂﬁﬁﬂio F ok 2016 4 IgAN 4 &4 A B 3597 4
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GREAT WALL SECURITIES '?i‘ i”ﬁ /g!—ég %I;» %
“MEST-C £ 4.
B 7#42: = F % I 87 IgAN 7% 2 9 R /5 Frof
Leery4Rk (1982) Haas7 & (1997) 4T (2009, 2016)

|1 EESEHEMARILE, TEERGENESR I: BRE RERMARIRS: M0<0.5, M1>0.5

I1: <50%&/\FRABREENEL (RINFTBE) II: BHTERE/)IREN, FARE EANEAMRIES: E0X, E1F
fEtEiE, TTHTAM

I: 3B RMIEE, REXIERE, $BEPERNRAM, BHER 1 Bt (<50%) EEMER (7  BRPRELSSE: SOX, S15

KBRFIZAE, T NEEE 57 B R)

IV: SRBZRIEIATNIEN, FBE<45%, NEEHE, BERERE IV: 3R8 (>50%) EFEMBL (/7 BEE%HE/BRGFEML: TO (0~25%) , T1
5 A1) (26%~50%) , T2 (>50%)

V: LEIVE, FFR{k>45% V: BRHAIEMSH (240%F584t) |, REM/ AR B R COF, C1<25%,
>40% S/ \EES C2>25%

HHFIE: (IGA B h B2 (2020)), K 2577l 4357 % 1%

3.2IgAN B EHN BT H £

IGAN th ARG B fia T B AR TR ERR T ERL, BOER, BEEHR#tE,
BABREREKC BN, REELEERE. REEESEM eGFR ZiF/ IgAN &
FH WG AT — AR E Y. ARIE 2024 F LR R AN QA BRE AT+ E
LHIRY —X, IgAN B FH N BRI A F BT, £F 7 A THzLa, Bk
il ACE/ARB. SGLT2i %#4iaf7. £% /0 3 MARMA LR EmEAZE TR,

B E RAn 4t 0.75-1.0g/d H eGFR > 30mi(min*1.73mA2) 6y B, 3 % #A & #
BeE Nt B, THEEHRZINE T, BERAERFREFHH.

2024 4 8 F kAt 2024 ik KDIGO 465 EAm i, FH M BUR & G2 4 B il R sk 6y
E— A Miir M, IgAN B R E BN H & 0.59/d, &EFR 0.3g/d. &Lk
B EAR, BEPOANEAG R HARNG. LAt EXGH IgAN B 657
AT 2 B2 % B Hi4h, %) eGFR &g /N T 1mlmin. —F &, KZ 88 UL IgA
HEWMER ST LW B EN TG NRE G, BUVCRAMIRE. 2 5 WA R
MELSAY. F—Fd, NEBRREHED L ENTERG R EHERNS, 2R
Sparsentan. ACE/ARB. SGLT2i 4254, FEFEMZ, WE AN 2B A F .

B 7%43: 2024 }K KDIGO #5 7 # 15 # 7% 89 )2 77 7 &
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GREAT WALL SECURITIES

IgAN at risk of progressive
kidney function loss

Drivers for nephron loss | Manage the IgAN-specific In all patients these should Manage the generic response
drivers for nephron loss be addressed simultaneously to IgAN-induced nephron loss
Reduce pathogenic Redilce Blood Reduce glomerular
Treatment goals — forms of IgA and IgA hyperfiltration and the Cardiovascular
glomerular pressure
immune complex impact of proteinuria risk reduction
inflammation control
formation on the tubulointerstitium
NEFECON Systemic glucocorticoids Lifestyle modification
Interventions with efficacy RASI
reported in clinical trials — SGLT2i
across populations
Sparsentan
Geographic practice Mycophenolate mofetil
variation (see Figure 4) | Hydroxychloroquine
Tonsillectomy

W FIR: 2024 K KIDGO 75 2/, K IGIE AR /70 #3577 for
(1) £ F AT . mE. EFEz. JE. BHEEREANE

EFEATRA IgAN B #H ZURIE R % BE] N, & H 30-35kcal/kg ( LEEAKEITH),
HNZEVBFERTRENERRE, UWHTRECEEEAR-HEHMA. K (RAMNE
A<2g/d). BE (T BMI>28kg/m~2 W&, N YA EHESEEE BMIEEN)
foiE iz (RIS, 48 B 150min; BH T 5 28 A fn G ki Z AR &
Bz ) AR TESESLE. RES, NTEZEIEGEHAE. RETREESY
EFE. Mt — AR EE T RS h, BEEEXETAEMABME, HiEE
RERE 154 18 . 44 % D "1E 4 IgAN thsi By 67 #t — P R R & 8.

FERETTE, CKD1-2 #1E# # P EAENE 0.8g/(kg*d), CKD3-5 & # # WA I K
EEIGRT, FERANRLEH AE 0.69/(kg*d)Hf hmA a-FERIIT. Jush. CKD3-5
B L VR B AR A o B RN D R B O SR L

(2) XHFMHEMIEIT: 4% ACE/ARB. SGLT2i %

BE-me Bk F-BEMAL (RAS) REAREZNARREATZS, FTERATHE Bk
Z AN A &RHE, EFnREmnE Ky, FTOREME . ACE/ARB %7
Y12 IgAN JEI7 By 3R 25, xt T @ & >0.59/d # IgAN B#, LTI EEAELE,
345 B ACE/ARB, HLZ VUM E Z W it % & AR B UL H M E &R AF E, B8
# ACEi fu ARB EX f| . ACEi/ARB T fif 72 %5 1 5| A2 fn JILEF fo fn 48 % 20, B WA Bt &
2 ) A 3 e e R R

B F44: # /7 ACEi 75 47 /7 /£ 3 &

%Y A& AR R & ¥ A E
FHEF  BHR K #|: 12.5mg,25mg 6.25-12.5mg, K 2Kk & 3Kk 25-50mg, F K 2K H 3K
. 30 , 1 v B ‘l =
k%A B A 7.5mg15mg,30mg60mg  7.5-15mg, 4% 1% o %695 ;Adﬂm e
mg
) 25mg, X 1%k, G 24FHZF 20mg, X 1AKEBX 2K, &
MAEA O K #l: 5mg,10mg th SIS S5 & HAL
& A 7| & 40mg/d
R O F#l: 2.5mg,5mg,10mg 2.5-5mg, R 1Kk 2K, F 20mg, X 1KAHK 2K, &AF
" Jic 3 : 5mg,10mg 2-4 i & #f n B ¥ 40mg/d
By ER Bk F#: 4mg,8mg 1-2mg, #X 1%k, #2-4FH%Z 4mg, &KX 1 K& K5 & 8mg
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(LB fi

Hm R

i

RN E

¥ AR &

FREFH BR
MELEFR o R

F#l: 2.5mg,5mg,10mg
B #|: 5mg,10mg,20mg
i #: 10mg

&
1.25-2.5mg, & X 1%

2.5-5mg, H# KX 1K

10mg, #X 1K

20-30mg, H X 1 XK

wmFELEF BR A #|: 10mg,20mg
HHFIE: (IgA Bk (F 2 ) (2022)), K iF 377 b 498 57 5%

5-10mg, & X 1K 20-40mg, H X 1 XK

B 7 45: # /7 ARB Z5 4 ] % i &

By F % bl Pl AR E
7 : 80mg,160
Hww o fil: 80mg,160mg 80mg, % % 1% 160-320mg, 4 % 1%
& % : 80mg
A B Ak Fr#l: 50mg,100mg 25-50mg, & X 1%k 50-100mg, & X 1%k
Je Ui 38 B AR F#l: 150mg 150mg, # X 1K 150-300mg, & X 1%
. 4-8mg, SLE W Z A E
WipE O Bl: 4mg 2-4mg, %X 1% mg, R E & A EE

32mg
%Ki | AR Fr5: 40mg,80mg 40-80mg, & X 1%k

HHFI: (IgA B (£ 2/ ) (2022)), KI5 iF 57 W 357 5

Sh-F A RESL R G 2 WHEIF (SGLT20) &0 UAT b IT AU JR o o R4 25 & 4 ]

J& K ILE 30 o g M R B RATT 2. B e SGLT2i R 37 B RE Y ML B 46 BTk A%
-BRUR R N R E B RE BN AR W IR E R RS, s
TAREDAE. AR E. B e RERMEER. EIGIT IgAN #, 23w SGLT2i
% eGFR TH# %, Bk a ZEa B h#E (UACR), ZE & ki # k. %4
eGFR>20ml(min*1.73m~2)sk 25mimin*1.73mA2)8t & 2 SGLT2i 7 Z4 HH 5, T~
BUEEHRELZNEF PRGN, B EEFAFER SGLT2i #H eGFR THZ
20mi(min*1.73mA2) LT, EL¥ DAT %, ) °T A4k S 4 00 ), (255 o 40 W 0 W o

20-40mg, & % 1%

[ F#46: % /F SGLT2i 75 4y )7 /4 /7 &

FEEH RS TEANE

%4 BENE eGFRR > 60 45< eGRR<60 30< eGRR<45 eGFR<30 ESRD/% #7
100-300 ok, 1% .
AT /dmg%ﬁﬁ ® EEWEANE  100mg/d T Y 45
. . CKD:
kAT % 5-10mg ok, 1%k/d EERAERNE EEREANE CKD: 10mg/d - 5
B4 1025mg ok, 1h/d FEAEANE FERAEANE T 2 2
YHETE Smgufh. 1%/d REAEANE EEAENE T % Y
A% S-10mg o, 1%/d EEHEANE EEAEAE  EEHAEANE 7 2

HHFIR: (4 2 B3 RR A SGLT2I 7 24 K# 35 (2023)), K IIF 577l 235 T

(3) REIHET: WHEERFHRE . B, AR, DEZLHE. FoBGA
%

R E: dTHERNGY IgAN B2, NEEEZ 6 MAERFRERT. BE
BRNARARERENARRBREREZ T Z. AHRELEXFENFEZEFEERG H A
JFRIBN A A E R IET 4. LEF M I T EILE, B A5 s 5
MH: 1) eGFR<30mMI(min*1.73mA2); 2) ¥ &; 3) JBR: 4) BERLE (RE%
k. 400 ); 5) #RMRR (WFEN): 6) EaMEAERE; 7) REHOH
Wik, 8) FEERGAL.
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GREAT WALL SECURITIES

AT 0 R L A
B 747 27 HE R HFE 2 H S E
%y BIWEW AR &
BRIET 20-30mg/d, 2 FAK VMR, EF2/3, F%1/3
ER AN RS HIIET A 4 60-240mg/d, 4 2-3 % b Ji, 4+ 20-40mg/d
[ 3 ST 100-500mg, F X 1 KK fF X 4%
—— HBRIET 12.5-37.5mg/d, 4 2-4 %k @ R
) %9 i 7 % # 75-300mg/d, 4~ 2-3 % 0 i, % # 25-50mg/d
WA 23 G IY 8 E E 5-60mg, & & 243 3k, 3 1mg/(kg*d)
e e _ Kk 3K &
R 55 A 5 MG g FZE 20-40mg, & K 2 K% 3%k, =
1mg/(kg*d)
o WA EEE 8-12mg, H X 2Kk, # 0.8mg/(kg*d);
S > 25 \éw
FRRR FEEI b T M 10-15mg/(kg*d), 4 35 &
. N N b A . o g3
R N 0.75-3mgHF K 2 KH 3KH 4K; FEKRRE. #IK

ik 2-20mg K 2-6h EA 425, #HEFA 72h
12t K A % E T 1-4mg/d, k%%

HHFR: (IgA K (F 2/ ) (2022)), KIGiE#7= I #3555

AeEB: XTIl RIS 3t R E A IgAN B2, KA HE KR E X
KB IGTY . HBB IR — MR R A 254, BA40% B Ao T 4 ety 1k
A.

£E%: A TEENETEmGEAEEE K (0.75g/d) 4 IgAN B, WE£ELTHRESE
BT . BAEERNEEE: 104 E85 MRz B 4B %E; % TNF-a. 1-6.
INF-y 4 2 R ¥ 7= 4 404 CD4+T 4uff ey 1L

A E AR AT EAEDEREHEE K21g/d, eGFR>30mI(min*1.73mA2)H &
#, UERFEAEERBRERSDGEEZHFHERT. dThFHEGNRHEH, FF
ERERREERERE, THRGEZLHEIET, EREBERREAWT, TF
R ZE BB R R R BB AR . ShELBEEERBN 2- LB RT4E
M, ZHM— A B afeA T 4, B — 0 WA i B 4m i FE R ik A
M. TEREENREERLT. WD RBERX IgAL JIFRE 7 W EA RET .

BN HHTRE AN BEHRME, BOEAR. A TEARESE RN
KA B T MR KT TOAN B, LA M TR AR K. 18R E B
BWAEEERR RN, BAREDFREARBHA, HAMKA THH 6N %2
(128 & R ARAL, 5 S B AN, o B 38 2 VLR ) NFkB
.

HMR ARG Kt ERmAGE QAN &%, FEABITRAE, THEKSE
R RKATF BT o 4 2 B R B AT 3 K KB TY . RAKA T — MR ELRMEH, HAHOA
AR BEMEIRERARSEA B TR RN QAN BE G RE A . 458 2o B i
BF KN LEXR BRI LA, GMH -2 KAt sl H T 8%, BT 404
WRE, TR R M R AR

B 7%48: % 75 # 8 I7 IgAN 5y 1 J] A 2 Fo )t & F T
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GREAT WALL SECURITIES '?i‘ i”ﬁ %EE %I;\ ﬂ:
YA HRIFHLH] EHARE FB: A HE R
WERCBHER  MRISMAN R R R KRR BRI SRR SR BT SR B, R R R ) AR
AR E AR, TgAN B P MR EGR A R eGFR <30 ml/ (min - 1.73 m?®) ; BEERH ; AT
ook L 40 MR T4 i b Zs e Jo s PRI (AR BE PRI 52 (500 ) s b AL VRS
(R FFREAL ) 3 3l 1 T 14 38 358 927 5 o 58 W] RS A
9 7 R
g Wil B M T M MARRI N A FSIREMRBC MR B TR IR BRI, G R A
a5 HHRGAER G THALTE AT AR , 2k 2 PRI , 9 PR AR G w1 (o ol M
) IgAN M T 955 ) , 24k AP T 4 T LA R o B 2R S B 5 )
R Wikl B MG X £ ACEVARB 3 ¥ @ W B & S0 R XBRER IR TR A b i R S s SR S
EREKE TR SFRAEIRE Ry FEEAN RSN AL U AL RO 7 | 7R TR T
A FI#Y IgAN A TR R R M
WO E % IH BAMIA T4 R 3 M o A OEREZMEERSE  AAITRE 2 BN A I heE, 258 A
e BB W BT R A TgANGREREMCR e RMORIAYT g IS L RLAN T I e s S5 S 2 i K R
e NGRS T ELWE A e HENA
HABEHIF A0HI L2 MR SRR EAMBBIRIEG X R K A T RE T R AT T AE R E .
B EFHE BRFASER  jET 240 B b AR AT o 56, R 24 409 1) S A A i 2

24 M0 T A ) 2 A
T- kB HTE S

MUY 1gAN S8

BE I AL

T LR F R R B D 5 ARG N A R B SEBRIFG AR P A B H AR BRF LA R AR AR . SRA9AL 0.8 ~ 1.0 mg/ (kg - d) , e RFIERA
At 60 mg/d( HIEJEIE 0.6 ~0.8 mg/ (kg - d) , KA 48 mg/d) , —tdrs: 8 1L H 2 ~4 ABEHIHA 0.2 mg/ (kg - d) (SRAVH
5~10 mg/d, FLJE 4 ~8 mg/d) 1O B 5P SRAGHS 0.5 mg/ (kg - d) [ BRI 0.4 mg/ (kg - d) 1554 8 JA, Z 554 AW 5 mg/d( KA
W T4 mg/d) , BIATFIN 6 A~ H O 1 e D R ) SR B AT A5 1 16 me/d3AF 9 A T R BT 40 mg/d (2 4EJE I E 10 mg/d) I AE
WIHE3 A~ H 45 T8I 1.5 mg/ (kg - d) , 25 B F R WAL T , LARIF & S B gk AT B b 2 4R 1) 50 0897 6 4~ 1, eGFR >

60 ml/(min + 1.73 m?) {3 0.2 g2 ¥k/d,eGFR 7 45 ~59 ml/(min - 1.73 m?) 8 0.1 g 3 /d,eGFR 7E 30 ~ 44 ml/( min -

1.73 m>) iy

0.1 g2 ¥/d,eGFR A >25% T, <30 ml/(min + 1.73 m?) BB 4 K@ 0.1 g, eGFR T >30% BB E 2 167720 ;108 & % By
1.5 g/da P R, 1697 6 A IRESRIANEIAFI R 0.4 ~0.6 mg/ (kg - d) AT 2 A, 25 4 A U 20% (93 BE g ds & ') 5 e
B B HTREGFIE 1.0 g/d(JRE <50 kg) 3 1.5 g/d(4KHE >50 kg) ,6 A JFWEE0.75 ~1.0 g/d, 12 M HISAWE 0.5 ~0.75 g/d ) ;Mg
Bk HIERARAGA I 1.5 &/d, AP0 E 12 A HERIRE 0.75 ~ 1.0 g/d 355 %0 6 4~ H 1250 A TESIF 20 mg/¥K 3 ¥o/d, SRR Ik
ARG 2 mg/ (kg - d) 4 FURHE | mg/ (kg - d) ,—EDR4E KA 3 42

KRR CFL M IGA B EHE R # HE KR (2024)), KH itz W@ ox %
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E £t FuRERS
4. TgAN 81%i%5: Lo RAER B Hke A DL S, AMEH
BIFHHE

AIRERF AW EEA QAN — &6 7, TR AETEF —EFHELIAT,
%1 GR. APRIL/BAFF. CD38 %; % M & 47 i #MAR & BA2 3 ¥, 4w C3. C5. CFB. MASP2
F. WHEIBRGLABNNEZ DG BRKZZARERAFELZME LS. B e Lwdl
#7 7%5 A Tit W B . Sparsentan. Iptacopan E 3k 1% 5 [E FDA jraf fikf . %& © 7 & . Atrasentan.
Ravulizumab % B # NG R 3 B8P %K. ERE RN Z, EHEH %KY Chinook f11z 57 iE
ZJ&, %% H ETA. CFB. APRIL =3 1 FE ¥ B 25 iy 2 3k A03E, B Al B2 2 3R E R4
A7 &y #x 4 # MNC.

MEAFHRBHES, KB ARNEGNERKEGRTEREIAEBHOTR, HH
RE BT M FE 2 s, B K A R 2 A Y T 2 0 DB R DL RO 2 e IR R —
FIhiE. Sparsentan A NG K H Y, FHERKEAR EEXARE, EENTE
R TR, FEE IgAN BoRast K, WETHHRFME, £ A H A RAER
LR A B IR . FH R, (ERATH —E4T S0 A E R M4 Gd-IgAL 1 4
W WO REEAMEENRABRGTR. BEIXEETLEHIAE /MR LN
TR RERRHNER, EZREDNRKEFT T ENERTRMARE. 2024 i KDIGO
WHEERWIERE, W ARD Gd-IgAL RE SR M AR K G Y, FZ R
KEMGEHGRGY R —RER. BRI A RS A SER EE LT FH.

B 7%49: #5 IgAN € 3 75 Il /K # # 1
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K IR AE A

2=\ IR R
GREAT WALL SECURITIES /TT l‘-k /;!(E %& %
SRR A#E oCFRE BT Y
BETEME | FHAR A B LWERE HHRE A | e AR Fi  JPCRE:ESIERY/ 7 Griret. 7302)
ITATHE
33, 65%; 97~ A F50. 66ml ;
JiE: it L |Calliditas ' 9N A, 129A Tk 12ATHR
TR EE. 08 LT | EIREE I ER3HA TR AERAS R +RAS GR 1820 ME15H 16mg/d, CIAR 51.3%, 1. 50ml
24 A TR 24~ A T HE6. 11ml
30.7%
#—B
Sparsentan |TE: KR |Travere WSR3 SparsentantRAS | IrbesartantRAS[ATIR/ETA |202 A  [RTT110R, EEW"' 7 semTsos, 110/ TEHES. Bl
£E: #t# 7 [Therapeutics P MERAE E‘ﬁﬁﬁ;)ﬁ 110/E T-F843% B :
EfEEE
tptacopan (T3 BN lpnizs SO Iotacopantihs  |REIAIRAS  [oF8 |15 [arraetn [P0 loh AT e[
FE: K3 ' _ . 0. 75mg/d, [ |36ERERHT |
Ktrasentan | Lo ST [BERIE  ISHOAGIES i AtrasentansRAS | RRIFIRAS  [ETA wT1RE | me B3 1%
24/8160mgtAE
- 160mg/240mg BRTRE25% (2471 60mgtBFS
FE: KM | ' - o, (P=0.389) ; |4.32ml;
REAR £E. K REEW IER23A REHERAS TR +RAS APRIL/BAFF [30A  |5&FT24/8 ;w, BT 2 240ngiETE |24/ E1240mg BT
ERTH49% |2 34m]
(P=0.013)
Ravul i zumab ;f :Eﬁgg FNEE (R Ravulizumab+RAS |ZEIFIRAS |05 1A |arrseE g;ggﬁ- 26 TR0, 3% |26MBARIRE
#1, 15, 29
FE: KEER3M |lonis ’ o E70mg/d, Z <
TONISFBARX | petoun |opraizs IsER2IA RO7434656+RAS R BIF+RAS GFB 10A  |EFr29E Eoan, BT VETREATY | 29EBEERBRE
Skt
Gendisiran ;f ﬁ;ﬁq ;g;.:’" WS EE2IE Comdisiran+RAS  |REIFIRAS |05 nA  |@F2E g?r“"ig" A TR 4 [ERRGSRE
12H
. N 2mg, Amg., 2mg/dmg/8mg4H |12~ H 2mg/dmg/ Bmg
Sibeprenl imab ;‘ :E;gg KEHIE B2 Sibepren| imab+RAS| B | +RAS APRIL M7TA ﬁglﬁﬁ' 8mg/kg Q4W, |HRITHE (B5rRI-2. 7/0. 2/
& - ETES 47.2%/58. 8%/62 |1. 5ml
0%
Cohortl: 1-
24/E450mg
a2, BT
5t, 24-1048
i hE: S . . o00mg 2w, | AP T3,
Zigakibart |go ooy |HE4EHIT e B2 Zigakibart+RAS  |REIF+RAS  |APRIL WA [BTI0AE |y [SETREE: -
o Cohortz: 1- |1OOBITRET2:
104/8600mg
W, ETE
&t
248 75mg/ 150mg
HEM T
25mg/75mg/ 15
: FE: THIR  |Vera . ' o e |28%/33%; 36/E75mgF1150mgiE
Atacicept £E. ISENM |Therapeutics I ER 238 Atacicept+RAS BRI +RAS APRIL/BAFF |82, SRIT36/ ;-]mg W, iF 368 75mg/150mg | LFH0. 8ml
HARITRE
34%/33%
HE: &FE 80mg,/240mg
Povetaoicept ;’ wx |Vertex HSEETb/2aMl  |[Povetacicept+RAS |ZBIFIRAS  |APRIL/BAFF (41N [{aFF104/ gw, BT 2:%:“‘2”& ggg"“gﬁ&xﬁ
1b/2a

HHKE: FLAEH, KWALF W BT B E: RELIHE 2024 94 11 7

41GR¥E H: WHEL LW, £ %®X IND

it R — PR A O RAT R R, H &8 IgAN B Ardl, RERESAHE
% 4mg, BIFANFELY, ¥AMSEREBERTE R ARG EE B A8 (BIFK
REGKEE), REBRE, —EARBAFEREBRAHESE, BREEZENE
X3, TR %L IgAN B3 FU4E B G e IgAL 4tk (Gd-IgAl) 74, #i T H L
Bl L BB, K 2|3677 IgAN B1E R . TR EE T 2023 4 11 ARG EER G G it
W TI67 R &% IgAN, £F 2024 4 5 A e E R b .

B 7% 50: i Bt 5T e Tt
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GREAT WALL SECURITIES

RIS R
(TARGI T F#I & AK)

HF=ZREORMA

RS
A 0K
FHOR
Bohak

FHFKR: = TARLTE B, K™ W@ TR B
it kB 1E 23k E Ik ey IgAN £ %, FREBR IV FELREEARK, BREAR
FuiE % eGFR TM1ER B, F F Ja 2020 B4 . % & 2| R AR 6 I JR 45 %, 2024 Jik KDIGO
HHEREWREANNEGT T E, RRAEERN A BT ER R,

(1) A RER T, HMEARK. WREE —HRABENA R ERE, 23T#K
B IR F AR VE M, BT A S K PR IR 2 5 A B UR A K i B AR . o] Bt A
B EAm K Em R, e EfE. Eeiim R EER.

B %51 e TE R
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GREAT WALL SECURITIES

GALTEERY
Peyer's&s

Peyer's&s

NEFECON*7RithZ={EiR %
BBHEXEE S GALTEY
PGl

SEMTRY
Peyer'sé%

Peyer'sés

PEERRIMEIgGRO o, // —l
IgAEIBHA K T I se@wmsss
HimtEIgA - IC HEREIGAL g reaZomEtIgA — IC
o1 BESERME g REhRE

FHAR: ERE KRBT
(2) 23K 3 ML EFM. NeflgArd (NCT03643965) & —If A Ik £ #10 $HATH M
Wl WE . LR bR 3 Bk e, FE49 N 365 ] LA 3t B & AR Wm MUy R
KM TgAN B . 75 E fIARER THIETT (AT %7 & RAS &A1 ) Al 5 &t
B (16mg/d) HERFHETINMA, 215 MA. EFLE N 9 A Ht R
R4 8 K% UPCR ALl 2 454 58 M 7] eGFR #y i Ja] Am AP 34 2 AL

*

FEE G R AR B IEIT Ik & 2 £ 8, Nefecon #7741 UPCR 5 3L 448 1t
BeAk 30.7%, 1% R AR 1%, 53697 9 /N F it 4 R4 — 3 (Nefecon i
I 41 5 % RUf| 41 UPCR [ 18 4 5] 5 33.6%%1 5.2% ), 5 A 18 78 % 12 4> F % 51.3%.
WRFEERT 9NMAZ R HERZ 15 DN A, K F Nefecon 777 41 R & G 17+
P B R

K752 it it Il Sk 3 A i % UPCR Z 1
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GREAT WALL SECURITIES

é

. o0&
g B
o
»
¥ 20
& b 4
#
.nﬁcr @ Nefecon 16mg#i
-40 — e
4 ZEMNa v
60 — PERSE! I SRR
0 3 6 9 12 18 24
A
R E® 16meg/ X, % -33.6 -51.3 -30.7
ZRAWE, % -5.2 -3.2 -1.0
30 50 30
0y
48 & £ PL%(95% Cl ) (20-39) (42-57) (16.41)

RHFR: ZTHHELNEGEH, KW~ W@ 7%
o TwHL&E KEEAE L (UPCR) A-F#f] (21.59/g 3.<1.59/g), Nefecon %t %

B 7l i 3R B9 3R 25 R R — B

K753 it G 1k 3 i % UPCR ZF 1t i, eGFR 5 K %4 vy -F 49 4 x1 % 1

8 Baseline UPCR subgroup: «1.5a/g
10+
x &
? = o ——
3 = = e ———
§. -4 0---@ 3 — o e
5 E + b YA — 3 s
53 1 e
2E e :
23 : —.
R -0 :
L
532
&=
==
) . - ' ~+ T
( 3 6 q ] 18 2
Nedecon, n 1 10 107 110 100 103 100
Plcebo, n 18 1 1 m m 104 100
Baseline URCR subgroup: 1-59'g
10 ~
= €
SR
v A
SE 04—
& ——— e
2E a s
93 * = —
g £ S ——Ty
1 ~3— — 4
] : L =%
5 *
& e S—
=3 <
v Y T T
. 3 L 9 ¥ 18 24
Time (months)
Nedecon, n 65 61 60 57 53 49
Plcebo, n 64 61 58 53 50 46 46

HH KR EFREFHEDREG, KHIEH I 2T

o xt#E% eGFR T EAHWH B WIET K. HBI7T 9 MNAR, HHE&AMLE, Nefecon 41
eGFR ¥ 7% 0.66mL/(min*1.73m~2), 7 % &L#] 41 T & 4.56mL/(min*1.73m~A2 );
2 AT 45 R ut, Nefecon 41 eGFR B £ 4 F#H T 6.11ml/ (min'1.73m~2),
2 RA 4 8 % T T H 12.00ml/ (mins1.73mA2), i 2 4 eGFR &4+ % 1
408 £ 7 A4 2.95mL/ (mint1.73m222 (P<0.0001), #&7F 9 /M A # Nefecon
BT YT 2 FuE R B 3 AE % B o 3R 3K 50%.

B 7 59: W I G K 3K A B eGFR K 24 iy T4 A% 1
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GREAT WALL SECURITIES i: i[k }g!—éfg %&%

_L/I\i\x\

[=]

eGFR 4% 3k 4 69 3 34 82} L 1L
(mL/min/1.73m%
wn
|

10 - @ Nefecon 16mgéa
EAM A

15 &I ALEC L5

0 3 6 9 12 18 24

A
50%

& E® 16mg/ £, mbL/min/1.73m? +0.66 -1.52 -6.11
ZeBA4E, ml/min/1.73m? -4.56 585 -12.00 '
£ R 5.21 433 5.89
mL/min/1.73m?(95% Cl) (3.35-7.58) | (2.44-6.66) (3.35-9.15)

HH KR ZTIELAE P, KIGUF W BT

¢ BETHREBEHWABFETRE: EFAALMEFH, WKERETAR T IRGEH L
Bl AL 66.5%% = 40.5%, T RZREFARAELE 678%% % 61.2%. % T
o JR A H A 7 7 48 18] B BB EE 5 0.4 (OR[95%CT]:0.4[0.2-0.6], p=0.0001), Ef
Z9NAMTMEIRT, £2)F 15 MNAWMETIE, 52/RAML, TRELE
AR T R # KRR D 60%.

K7 55: i It B IE K 3K A B T VS 2R 4 096 T LR 09 5 # H A

BT fn Jb B vdp] W BUR® vs. A

A BE® vs. 5o B ) OR[95% CI): 0.4 [0.2-0.6], p=0.0001)

= 66.5% 67.8%

= 80% 61.2%
g (105/158)  (103/152) (93/152)
s 60% 40.5%

;‘i - (64/158)

#

£ 20%

%

ﬁ 0%

” A R A+

AR 16mg AR

HHFKE: ZTHRLAE N, KW IEF” Wt BE

() FERAKERAK T LR, EE Ry EORTHMGE T LR AETTE,
il JRE G PR 3 1 4 R o o [E] S0 2 404 b A 3R 0 o B £ AT T R, R R LA B
ARAE R SR R Y B o T R R B 4 T R B R R

+ UPCR: 7& 2 8t 55 # B MR B\ 167 HABME S K. §5X/RFAL, 9 AMNA
Hy T I B 16ma/d 897 2 BIFE 9 /N F A1 24 A F EHE UPCR P41 31% %0 43%., T4
IRABEIMNAL 24 N Art UPCR 4 1% 30%. 54, ERRFIA, & EA#HE
24 NP3 UPCR B 224 E7-T 18.6%, Ak AR A 200 T, X3t
BT A E AR O o A BT A R AR E k.

B #56: i BEE I K 3Kt A E T4 Fo 25K E VS 2R 465 UPCR R4 197 %

4
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GREAT WALL SECURITIES

é

i S w
o o o o O

=

i
L M =
=

UPCREESHTEHIE I, %

8

i
[
=

m Nefecon 16 mg/7& mZ&&E5

rhE] 2Bk i E=E
n=29 n=29 n=166 n=164 n=26 n=20 n=145 n=142

18.6%

-37.6%

91H 2441H

FRRF: REALA
eGFR: HEIAZH, J6/7 9 MA B, WIBEL eGFR &34 43 & b i A A Ay

*

G KHU 77 2R T e

Ao, A 0.46ml/(min1.73mA2), % RL7 418 eGFR A4 ¥ 8 T, %-6.93ml/
(min*1.73m~2). 7£ 24 /™ A &t , Ttk E4 eGFR T 7 7.09ml/( min-1.73m~2),
M RFN 48 eGFR T T 20.97ml (min1.73mA2). Xk, 7 2 4#4 (9

A FLEST B A BRI A 0L 15 AN ), WIRRIETT B B 3

&b D
it %

ot &%

RABD T4 66%, X—3HMEELHKAFY N 50%.
B %57 REIG K 3 H it 5 4 [ 4 o Bt VS 4 AR 19 eGFR 2 ZK 4 47 F 4 &

(1

i
Ln

-10

-15

mL/min/1.73 m? (%)

eGFR {SEEBHTEIESM,

-20

-25

B Nefecon 16 mg/7.  m Z=EI
R wE 2K
n=29 n=29 n=167n=164 n=25 n=20n=149 n=146
0.46 . 0.66
(0.8%) (12%) 4 cp
] 623 (-8.2%)
(-11.8%)
-20.97
- (-35.6%)
918 24 1°H

HHFR: FELNRG, KWEH "W £BTT

*

HTIpK: P EARY, AL, WKL 2 40 A5 T & H & LEl A

26.9% T EREZE 57.7%, MERANLILFLETN. HGRFIHAML, mBEET
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GREAT WALL SECURITIES

é

RE R

=
=
>
i
e

224 N L4 TR BT B E .
K758 i it G Sk 3K i B o [F O 4 Fr e T FE VS L AL 2 89 A Tt fR 59, # H )

i £S5
n=26 n=21 n=158 n=152

R 28k
n=26 n=21 n=158 n=152

100 -

%

80

m Nefecon 16 mg/Z
m LR

o 57.7%

40

20 4

AR FMRAEELLG],

HHFKR: FELZIR T, KWIEF W £BTT

ST RIS, WEBAS, EFGHED, VIR 525 H %, 2024 FUKAS
SR T AR 2 R SRR A T A M A B 0 5 T
A B 3\ A M40 I PR3 4. b, 1B 3 125 HR19042 e 412 — 3kt ot
FGR LY, EARTIIR 23 Bk, AR ERKERD.

[ #%59: GR I i & # G327 17 #Zl5X

\ 5 4 % . I R 5 3 B E A= 3 3 ZR PN e KA K
A8 4 %M 4 AR e TRATHY ZHHE oM & PR AT 5 ML # 3 A
,: N L
18 5% Wl 25 HR19042 i % CTR20212072 2021-08-23 Ik 2/3#1 309 A L 7;?;2 if % L
& ?f wHE i EE R E  CTR20242071 2024-06-14 i% % Rt 88 A - -
i 2 W
M A A 2
addcE L A E R ERE CTR20241424 2024-04-28 = %‘] jff A 60 A - -
% Ly

CXHL2400036-3

MR Z%E WHMEERER - - - - -

8

HHFR: ERZ

o EIEG 2 IS, KRl 2BATTNE I HEG #2024 9 4 11 H

4.2 #MREBH R Iptacopan 3k FDA fnif s, £ R EMERE WY
b3

HTAMRREREREHAAN G ZME & SR MIRFA R, HMRE A X S E

RLAE) T2 . YA £ K E A 4 3k 3 Biotech 4k B A B iZ 403 . 4t xF T IgAN, 3 4 Iptacopan.
] # 1 B Ravulizumab. % I #)245 IONIS-FB-LRx © £ # Ak K 3 HiX %, F HE At

R R AR

17 60: IgAN 7/ 1K 18 J5 78 1 25 9 BT X 4 A%

B e R L%
T e X AX 25 3 ARER FEERKRE .
2 z Z > z lﬁ\ i 5
E#E # % % W4 R HamERA B SRR BRE (i’ﬁ;;];mﬁh
{7 W 7% FDA #n
S AV &) 3t Ak & 24 N i ! -10-
% Ae ) 24 4 2 (Iptacopan) N F CFB - Il R 3 # 2025-10-15
Alexion (2021  Alexion (2021 & kX f %2 3 e cs G 3E sk 3 5029-10-25

AT A R A TR R R

(Ravulizumab)
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GREAT WALL SECURITIES giﬂkjﬁrﬁg%&%
. . B H R 2%
T3 3 X AX 25 2FMEAR P EIKERL
N Z Z 4> Z N ins ( ) ) 5
BERREG & % % W 4 K AR P YHBE  BHE ?ﬁ;mmﬁ
%) )
lonis. % K #1% lonis. % K 4% I%E‘IFS{'GZBZ’QLEX RXEVH®  CFB K3 BE3H  2030-00-30
ChemoCentryx . .
) CSL Vifor ( 2024 7% T X
(2022 4 % # ffor (2 Ff NAF CSARL IR 2% EWH 2018-06-01
FHHELH)  (Avacopan)
ey )
_ _ Pl X
Alnylam. H 4 7t Alnylam. & 4 7T . siRNA C5 I R 2 # X # 2023-06-27
(Cemdisiran)
b X
Apellis Apellis T N T C3 k2 T ¥ Ak 2023-08-26
(Pegcetacoplan)
FaEH R 2 KP104 k@ A&&ZBA C5CFH WAKR2H KR 2H /
B &% B & 2 HRS-5965 INGTF CFB &R 2# 5K 2H 2025-03-01
EmEH EmEH SHR-2010 AR MASP2 &R 281 &K 2 2026-04-30

Alexion (2020 Alexion ( 2020

Vemircopan =,

[ R R R A BT A B R ALXN2O50 INGTF CFD W&k 2# Ik 2H 2026-06-30
%) W)
i T BT CM338 B MASP2 /R 21 ek 2 2027-06-30
Ruxoprubart . )
NovelMed NovelMed N‘; 8074 B CFB Ik 2 # X #H 2027-07-01

HHFIE: #HF, dnicallrials, K447 2T 2 REZH#HE 20244 94 11 H

(1) ¥ #% (Iptacopan/LNP023, W %4 Fabhalta®)

Iptacopan & — 4 6| 25 R A6y 0 k. /N F XA AMA R %12 B BT (CFB) #1%]
F. BRZGWA AT TRAMEL MR M2 E G RE (PNH) #FNE, &F 2023 4
12 Ak15 2 E FDA #hoE. 244 EAE T K W& N JEEHE IgAN. C3 BNk (C3G).
Je B A 5 i R B 4R AAE (aHUS). #ix B & HiE3 A H B /N sk E 3k (IC-MPGN) #o
WA E K (LN). % T IgAN & v fE 893 ¥ L2 F 2021 £ 1 A B s 23k K 3 X%
2024 £ 4 F s 50 T 2R e 0 P AT B, JB9T 9 AN A B 24 /B UPCR B3
F i, HEHGYRAMEI. 202448 A 7 H, ETHRW+H#4E, Iptacopan 1kiF
2% [E| FDA jmif #hvE .

APPLAUSE-IGAN(NCT04578834)2 — 423k £ 0 #ATH AL, RE. ZRAINE. T
ATHAF WK 3 B R, 49\ 519 f] IgAN B 2. 7 B piArf el BT (oA
Z 7| E RAS 474|5) ) sk FBC4 Iptacopan (200mg, 4 H Wk O ik) & RHET 9
MNH, WEEELFIAF 24 /NEF UPCR R LW TGl BT 2124 PAR, AEE
B E AT 2 41 6] eGFR B ] Am AL T 3 AL,

B #%61: Iptacopan Il j& 3 # it # ¢ 17

P.48
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Run-in @ & Iptacopan 200 mg b.i.d.** Roll-over
open-abel

,,,,,,,,,, 1 ~ extension

e

(A2002B)
Day -90 Day 1 Month 9 Month 24

IA primary endpoint Final analysis

Log-transformed ratio to primary endpoint
baseline in 24h-UPCR Annualized total eGFR slope
at Month 9 estimated over 24 months

FHLFIE: (Bficacy and safety of jptacopan in patients with IgA nephropathy: Interim results from the Phase 3
APPLAUSE-IGANstudy (2024)), K# i 27 b 43 5F X 1%

2024 4 4 F Iptacopan F {47 $kiE A A7, SR LI, BT 9 AR, Iptacopan
41 24 /NEF UPCR #5354 T 4 43.8%. 4 H %k 200mg ¢ Iptacopan &7 %A B 47,
5 ERAE AR % b 6 404 — %% . APPLAUSE-IQAN it T 2025 4 10 A kB & 4%

B #62: APPLAUSE-IGAN # 1 % #7 UPCR % #

10 4

[—e— FABHALTA — - — PLACEBO |

9(-21,5)
-10

-20 1

-30 4

Adjusted % change relative to baseline (95% CI)

-40
-50 4
-60
FABN= |125 115 18
PBON= |12 112 106
T T T
Baseline Week 26 Week 39

Visit

R K FDA BB, KI5 W25 % e
(2) & *xF% ¥4 (Ravulizumab, % %4 ULTOMIRIS® )

Ravulzumab 3 — 3 Alexion /A 3] (2021 43¢ [ 7 F| B4 ) JRAF ey K Mk C5 %
TSR, %2 k1R X E FDA #0069 3 N JE A AQPA-IgG Hitk [E M AL 10 22 i 3K 1
%k (NMOSD, 2024 43kt ). 2 H M EENL S (gMG, 2022 43k ). JF A%
M R FIE L AAE (aHUS, 2019 4E3K#h). Mk priE M 2 & & & JE (PNH, 2018
SERR). LM EATT K & R E A4 IgAN. ARG, BRER. RIEKEE
fE. i TaM A, BIEMEE K (LN) 4. 9%% IgAN & j7JE Wy B 50 B 4 T 2024 4 3
g sh 25K 3 Bk, Wit 2026 4 2 F kG F ZHE.

I CAN(NCT06291376)%& — T i #l. WE. LRAAE. FTAFTHIER 3 iRk,

TR 49N 470 #] IgAN &4 . £ B RIARE 0 FFIEST (&AM Z 7 & RAS #i#5] ) %

#t_F XA Ravulzumab(#% PR E 4 € 7| &, 4 8 B — R B kit 41 )8 R 697 34 A,

MG £ BEA EF847 24 /NEF UPCR 33 09 R A0 th ], 2 3B 8 o B A b AT . TR Y
P.49 1B 1F L T AR e T R
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(LB fi

3| 106 & i, W2 F E A E 454r 106 J& 18] eGFR # i 8] A A-F- 45 % k. ok, 877 106
FlJE, 214 20 4 eGFR 7 20-29ml/(min*1.73mA2)th B & FA M ANK R AT, ¥
B2 BERE R,

G #63: Ravulizumab I /& 3 i34 # 1% it

Screening | | Treatment Period |
(6 weeks) 106 weeks (~2 years)
UPCR 2 0.75 g/g or l Ravulizumab IV Q8W (n = 225) |
UP2>1.0g/d
eGFR 2 30 mL/min/1.73m?
n=450
1:1 randomization | Placebo IV Q8W (n =225) |
Ravulizumab
| i i Access Period
Randomization Week 34 proteinuria Week 106 eGFR
(n~204) (n ~450)
Exploratory Cohort _
€GFR 20-29 mL/min/1.73m? Open-label Ravulizumab IV Q8W (n=20)

Randomization will be stratified based on 3 variables: UPCR (<2 g/g or 22 g/g),
eGFR (<45 mL/min/1.73m?or 245 mL/min/1.73m?) and SGLT2i (yes or no).

eGFR, estimated glomerular filtration rate; IgAN, immunoglobulin A nephropathy; IV, intravenous; Q8W, every 8 weeks; SGLT2i, sodium-glucose co-transporter-2 inhibitor;
UP, urine protein; UPCR, urine protein to creatinine ratio.

HHFIE- (A phase 3 randomized controlled trial of ravulizumab in adult patients with IgA nephropathy ( 2024)).
K IEH /A 2T
Ravulzumab x T IgAN 3& 5 JE 8 15 JK 2 ﬁm %( NCT04564339 )& £ & & # 3 T 2024
F2 AN, BEREAPMEZAMERST, WK 2 KB A EAMB: 6 B WE M.
26 E AT 24 JE K Hi 0 36 F]%lﬁﬁﬂ W L4 7% 66 ] IgAN Bz, 724 H
¥ p 2:1 Wl AL A Ravulizumab 21 F0 % R %’Uéﬂ TEVI¥ R, Ravulizumab
H7EFE 1 X% weight-based loading dose 7| &% %, 7% 15 X#% % weight-based
maintenance dose | E %425, M5 E welght-based malntenance dose 7| £4 8 A %4
— IR EEKH, B 5 26 JA B, #7467 f5 3 B Ravulizumab 41 45 24 7| & % % 900mg;
%R 21 ¥4 4% 18 weight-based loading dose 7| B %25, A% 28 A4, LIATFHRA
7% K 3% P8 weight-based maintenance dose #| &4 8 EA 42 —%k. ZRBEELE N
W 26 JE it 24 /B UPCR #3 4 ty 4k th ]

[ #64: Ravulizumab I /& 2 i3 % 3% 11

[ Screening period Initial evaluation porlod Extension period Follow-up
<6 weeks

Randomization (2:1) Ravulizumab (IV)® + Background therapy
background therapy
Patients 18 to 75

years of age

b
PLaa‘::ekbor;md' Ravulizumab (IV)® + Background therapy
thegrapy background therapy only

Week 26: Primary analysis

HHF JE: (Hficacy and safety of ravulizumab in a phase 2 randomized controlled trial in IgA nephropathy( 2024)),
K I TEF TN 2T

B 7% 65: Ravulizumab I /i 2 #] 24 25 7 £ 1% 11

P.50
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Body weight range (kg) Ravulizumab loading dose (mg) | Ravulizumab maintenance dose (mg)
240to <60 2400 3000
260to <100 2700 3900
=100 3000 5400

HHF JE- (Bficacy and safety of ravulizumab in a phase 2 randomized controlled trial in IgA nephropathy( 2024)).
K I WA £ BT T

I K 2 ik 15 3| £ E A K, % 26 B} Ravulzumab 41 24 /) Bf UPCR 4 4 T 4 40.3%,
24 /et R B B4 T 41.6%. 26 JE #i 1 Ravulizumab 41 eGFR ZEAGRFRT. £
Jil Ravulzumab #% &M B 4F, 26 BRI H H ALK AR X EG T RES, RAETR
HHTEZ, 4% A5 Ravulizumab £ 8 48 % 8 1 B E 4.

[ #66: Ravulizumab I /f 2 H # Z 24 i 24

Percentage change in proteinuria Percentage change in proteinuria
from baseline to week 26 measured from baseline to week 26
by 24-hr urine protein (g/day) measured by 24-hr UPCR (g/g)
10 Ravulizumab Placebo 10 Ravulizumab Placebo

o I

-10.9

% change from baseline (95% CI)
% change from baseline (95% CI)
U
N
(@]

1

-40 4
Treatment effect 50 Treatment effect
-29.8% N -33.1%
(90% CI -45.5, 60 -40.3 (90% CI -47.5,

-9.7; p=0.0059) - 14.7; p=0.0012)

HHF IR (Bficacy and safety of ravulizumab in a phase 2 randomized controlled trial in IgA nephropathy( 2024 )),
K I AR A 2T S

B #67- Ravulizumab I /f 2 H 4 B 2 i 24

Mean spot UPCR over 26 weeks Mean eGFR over 26 weeks
2.504 & 904
—— Ravulizumab S —— Ravulizumab
Z225¢ Placebo "r} 85- - Placebo
ke =
o 2.001 . 80-
e s
> 1.754 £ 75
= ~—
2 a4
2 1.501 X 704
5 2
W E 4
o 1.25 = 65
(1] [
2 1.004 th 60
© +
1} . i
3 0.75 E 55
0505 Z 504
oL — T T T T T T 0= — T T T T T T
BL 2 4 10 14 18 22 26 BL 2 4 10 14 18 22 26
[anaysisweoc | o1 | 2 | 4 |10 | 16| e 22| 26 [l avaysoweok o 2] 4 |10 |16 |t 22 2]
Ravulizumab (n) 43 41 43 43 43 41 41 40 Ravulizumab (n) 43 41 42 43 42 43 40 42
Placebo (n) 2 2 2 21 2 22 22 20 Placebo (n) 23 23 23 23 23 23 23 23

HHF JE: (Bficacy and safety of ravulizumab in a phase 2 randomized controlled trial in IgA nephropathy( 2024)),
P.51 1B 1 B IR 5 R IR 5 1
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K I WM BB T
(3) Sefaxersen (IONIS-FB-LRx/RG6299/R07434656)

RO7434656 ;2 — lonis 1% [ | 25 Bk &5 %l 09 1 CFB #MARE T W R X B BB 4.
RXBEZE® (ASO) WERAMGZ @5 HEm RNA FH B4 44, AT HEE RNA
BTk, ZG WY RIRME N AE, FEHERNEA IGAN. FibtE xEE R (AMD).
A ZE4E(GA). kT IgAN & N JE I AF T B2 F 2023 45 8 Al B sh 23k e R 3 #1K %,
it T 2026 4£ 9 A K5 EEHE.

G #68: RO7434656 1£ /7 F #/

ASO Factor B Therapy cnpenco SO me

Engineered for enhanced delivery aNhandsa o
z = 5 alNAc, which
to the liver as the primary site of targets its uptake
factor B production

[ to the liver
through ASGPR

ASGPR Recycling ASGPR

/ @ndowme

Hepatocyte

Receptor-mediated
uptake of ASO into
hepatocyte

DNA ASO
it W NS
' Nucleus & i /
mRNA mRNA-ASO duplex ASO factor B binds to |
/ the mRNA encodlng

complement factor B

preventing factor B
RNase H1 recognlzes duplex

production
mRNA is cleaved
’\\Vlr w
\ Prevents productlon of

protelns

Monthly subcutaneous
injection

R FIE: (IMAGINATION: A Global Phase 3 Trial of RO7434656, an Antisense Oligonucleotide Inhibitor of
Complement Factor B, in IgA Nephropathy (2023)), K iE# /= W4 35 % %
IMAGINATION(NCTO05797610)2 — Tl 43k £ & FHL. W& . ZRFITHE . 4745
7B R 3 3R . T H 4\ 428 4] IgAN B2, 518 101 B9 bl Al - ik RO7434656
WA REA . FEH AN RN (RATZAE RAS WM&l 5 ) Xa LB &
RO7434656 # % Ai7|ia)y 37 B, & %‘4%@? 1. 15. 29 R#EZ K TEL 70mg
RO7434656 # % R, AE&HWE—k%%h. WEFEARIFAY 24 /Mt UPCR Bk
Ly Rt 3657 3 105 JE B, %%@ﬁ%%,ﬁ 847 @GFR B B [a] n AT T 39 A Ak %%

[ #69: RO7434656 Il /& 3 H i % 1% 1f

Subcutaneous on Days 1, 15 and 29 and Q4W thereafter'

Screening
Maximum tolerated RAS blockade* -
with or without SGLT2 inhibitor

N=428

e () [ o | (5]

within 7 years or open-label treatment (1 visit)

UPCR X1 91g oF - Placebo + SOC*

urine protein excretion ‘
1 g/day (with UPCR 20.8 g/g)

G"O G'“O Trial highlights
Primary endpoint Week 37 Secondary endpoints Week 105 » Only antisense oligonucleotide inhibitor in Phase 3 trial
» Geometric mean change in » Total eGFR slope in nephrology
UPCR from baseline from » Kidney failure composite endpoint » Exploratory cohort with lower eGFR criteria
824-hour collection » Patient PROs » Optional biopsies at baseline and Weeks 37 and/or 105
> PK analyses » Unique antisense modality enables Q4W dosing

(}‘@ Indicates optional biopsies at baseline and Weeks 37 and/or 105 to evaluate » Safety

treatment effect histologically. » Mobile nursing visits and self-administration option

RHFIE: (IMAGINATION: A Global Phase 3 Trial of RO7434656, an Antisense Oligonucleotide Inhibitor of
Complement Factor B, in IgA Nephropathy (2023)), K iE# /= i 435 % %

pP.52
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RO7434656 x T IgAN i& i JE B9 1 JK 2 #1K % (NCT04014335)%k 4 T 2022 SN, B
B D FERMEE K, R eGFR R I T, ML AMRT. K 2 Hik®

T B B, £\ 2346 IgAN B . EH mfrrfﬁéﬁiﬁf/ 7 (&
KTt % 7| & RAS ##| 7] ) Zalh b B4 RO7434656 4 F & Tt 4t —k, 1697 24 A, W&
FELE AN 29 B 24 /NEF UPCR 4335 4t 25 4k L]

B B 3 204 B R 29 JAl Wt dE CFB [ 1. i AP JE 5. JR i Ba & & . Jki sC5b-9
LBFHTH 69%. 36%. 92%. 26%. % 29 FH, 24 PHFEERELTH TR
47% . 29 FH AN eGFR &K #HX & X KX K #F R =
(mean£SD;BL=70+25;Wk29=72+22mL/min/1.73m~"2). 1 %4 % 5 # 2% % K 3497 Bt
B, ALY EE 6L B, ARAEARFERD. 1 £ 55H5EBTA4NA (RE—
FEFE 17 FES) B RS, FEMA SGLT2i. & & — 71 4 RO7434656 & 3
B 2% 27 At RAELERT R, 24 Mot REATHBD 41%. REHE, &AL
REATREN, —— B EARREXNE2ES (FETEAE) R — 42 5548 W
ALT A&, BaziZaTi.

[ 7 70: RO7434656 Il /& 2 1 i % v 5 7Pk 2 H B 1h [ #71: RO7434656 Il /& 2 714 % UPCR # % % % 14

B. Changes in Key Complement Parameters at Steady-State C. 24-h UPCR: Percent Change From Baseline to Week 29
From Baseline to Average of Weeks 21, 25 and 27 by Patient*
50
ES : Elasma LEP
8 i, 5 2
9 = o
Eé 20 l - g 0
o
Gy -40] 2 25
= e
g3 601 2 -50-
5 § -80 -
7 ~100] . v
Factor B Ba AH50  CH50 ~1004

FHFIE: (IMAGINATION: A Global Phase 3 Trial of RO7434656, ar  ##L%JF: (IMAGINATION: A Global Phase 3 Trial of RO7434656, ar.
Antisense Oligonucleotide Inhibitor of Complement Factor B, in IgA  Antisense Oligonucleotide Inhibitor of Complement Factor B, in IgA
Nephropathy (2023)), K4t iF 27> W £ 5 ZFiE Nephropathy (2023)), K4t il 27 W 45 5 7%

(4) L (Cemdisiran/ALN-CC5)

Cemdisiran & —zk Alnylam 05 4 LB ] 8y 41 C5 #MAE T4 siRNA 2547, RNAI =2
—MRAGENER N EEE R RN, #TT HEFE RNA RKK, o UM R

B Nz Fr 2w E K35 . SRNA 2 RNAI &2 H B 1 /] 7= 41, H i #JE 5 Argonaute-2
(AGO2) B EEA LMK RNA FHHHWIBAE4 (RISC). 7 RISC 413t 4,
AGO2 # SRNA 7% & 7 4 ¥ 4% 5| 54 (guide strand ) 3 &4 ( passenger strand );
HHLFHTEEER, 5| FHENBRE TRIENE mRNA x4, 5% mRNA &
&5, & RISC F Wy B WY BE1E Il T 4181 %¥ mRNA, MR XFETRHER. &K
SRNA T it R S NN, ke 8 E " £ A& — A ERR. aTREN
AR S A T DL L B AN A el A K SRNA B85, D SiRNA & 78 J5 2k [ 41 B (% 16
I E Rk Ay e E L T A,

R RARE N, EATE MER IgAN. FRAE KM EER S (AMD). MEHE
% (GA). MR MMERMMATE G FIE (PNH). ZEME S (gMG). H 3 A 35 itk &
FIELAAE (aHUS ) % . x F IgAN & N JE AF 7T B 4 F 2022 48 11 F /Al JR 2 #1%K
#.

[ 7% 72: SIRNA 1£ /7 L #)

P.53 1 17 PR IR R I



é

K IR AE A

GREAT WALL SECURITIES

The RNAI Process

Synthetic gene-
specific sSiRNA

siRNA delivered
into cell siRNA enters into Target mRNA

RISC and unzips Complementary
pairing

—
(O Target mRNA
cleavage and
y Mg- : degradation
- Passenger Strand
Oéc ’ ‘%

HFLAIR: Alnylam 27 B P, KW 277> 0 &3 A1 % e

Cemdisiran I /& 2 #1X % (NCT03841448) XK F M. WE. ZRFI T HE . FATHM T
#y 77k, AN 31 6] IgAN B . £ B RIARER BT (&AW Z A & RAS #1& 7)
b FEES Cemdisiran (600mg, 4 VMW —K B TiE4T) L RABT 32 A, AEE

B S FaAT A % 32 Al B 24 /N EF UPCR £ 38 4 69 b Eu ]

[ # 73: Cemdisiran I /& 2 3 i3 7 % 11

Cemdisiran Phase 2 IgA Nephropathy Study Design

-
Week 32 Assessment
['] 32 36

Treatment Period (weeks) Primary Endpoint:

+ % change from baseline in

p
Patient Population
N=31

24-h UPCR
+  Primary IgAN with
hematuria (biopsy-proven) Cemdisiran Select Secondary Endpoints:
600 mg SQ géw + % change from baseline in
+ Persistent proteinuria +80C 24-h UP
(21g/24h) + Change from baseline in Open-Label
UPCR as measured by spot Extension Period
+ eGFR 230 mL/min/1.73 m? urine b (156 weeks)

+ Incidence of AEs®

+ Stable optimal treatment
(ACEi or ARBs) for at least
3 months

Select Exploratory Endpoints:

= Change from baseline in
eGFR

= Change from baseline in
renal damage and
inflammation markers®

+ Change from baseline in
complement activity®

2:1 RANDOMIZATION®

+ No recent steroid or other
immunosuppressive
treatment (past 6 months)

Run-in Period (SOC for 14 weeksP

“During the run-in period, patients’ blood pressure, kidney function, hematuria, proteinuria, and treatment with SOC will be documented by the Investigator. SOC was considered to be ACEi
or ARB. Patients with proteinuria 21 g/24 h within 2 weeks of the end of the run-in period, and who meet blood pressure and eGFR criteria, will be eligible to roll into the treatment period.
tStratified by baseline urine proteinuria levels (21 g/24 h and <2 g/24 h versus 22 g/24 h). “Monitored during the course of the study.

HHFIE: (Results from the Phase 2 Study of Cemdisiran in Adult Patients with IgA Nephropathy ( 2022)), K #.
1E 25 75l i B

PRI R EEA B, AR AN RS, FRER L~ % 32 B i Cemdisiran 41 24
/NEF UPCR 324 T 31.4%, REZ /A T % 37.4%. H+ Cemdisiran 41 24 /Nt UPCR
T4 b 7] 48 3¢ 50% 1 B il & 31.8%, R AH 12.5%.

[ F 74: Cemdisiran Il /& 2 3 % # 24 /) 8 UPCR % 1k

1.8
1.6 —@— Placebo B
—@— Cemdisiran ~
1.4
1.095 pmmmm e
o i (0.734,1.635) \' Change from baseline in

(0741, 1.442) ! 24-h UPCR at Wk 32 (placebo):

1.0 : +9.5% (-26.6, +63.5) !
0.686 ' H

o '  0.610 0.538, 0.874 : Change from baseline in !
30% improvement (0495, 0.752)7T, ! . ) 24 h UPCR at Wk 32 (cemdisiran):;

0.6 D, - 31.4% (-46.2, -12.6)
N 50% improvement £ b

Adjusted Geometric Mean Ratio to
Baseline (30% CI) in 24-h UPCR

0.4
T T T
Baseline Week 16 Week 32
No. of Patients: Study Visits
Placebo 9 ] 8
Cemdisiran 22 21 22

P.54
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HHF I (Results from the Phase 2 Study of Cemdisiran in Adult Patients with IgA Nephropathy ( 2022)), -+ #
IF 28 5l AR

K 7% 75: Cemdisiran Il /& 2 # i # 24 #) 24 /) it UCPR /5] 18 #9 & # H 7]

Proportion of Patients Achieving 24-hour UPCR Thresholds

100 4

n=17121 B Placebo B Cemdisiran
(B1.0%) i :
80 4 n=15i22 | i
(6B.2%) 1 '
_ ' n=12/21 i
) 60 | (57.1%) 1
2 n=4/3 ' ;
(44.4%) ! !
2 40 ! {:15 A%)
a n=2/8 ! n=2/8 !
(25.0%) . [25 09%) .
20 o on=ti9 :
! (11 1%) :
1 1

Week 16 Week 32 . . Week 16 Week 32 | Week 16 Week 32
R 1 N ] N
Reduction >0% . Reduction 230% ! Reduction 250%

*This Phasa 2 siudy was descriptive only and did not includs siatistical hypothesis iesfing.

HHFIE: (Results from the Phase 2 Study of Cemdisiran in Adult Patients with IgA Nephropathy ( 2022)), K #t
1iE 28 5l 2 A

{# Jf| Cemdisiran &9 B # 4 N R A WA B k&, F 32 E i Cemdisiran 215 & 77.2%H &
# B R, T RFAACE 22.2%.

[E#76: Cemdisiran Il /i 2 B i 76 & # 11 JR % # H A

~# Cemdisiran (N=22) =#= Placebo (N=9)

Hematuria® Baseline Baseline Week 32

Large 5i8 a8

(62.5%) —_ (50.0%)
o ——

28 218
Moderate 0% 0%)  (25.0%) \ (25.0%)

118 \ 28

(12.5%) (25.0%)

e \
Het I 0 \ (Z‘ﬂj,‘;, 0 0
v

HHF I (Results from the Phase 2 Study of Cemdisiran in Adult Patients with IgA Nephropathy ( 2022)), K #t
1E 27 77 A 2T

% B, Cemdisiran 2L eGFR F {7 4% % 68mL/min/1.73m~2; % 32 J& i eGFR # {r $t
4 60mL/min/1.73m~2. 32 J& 4 Cemdisiran 41 eGFR i 4 3 A {}  Fadfi

Better

K %77 Cemdisiran Il /& 2 ] i€ # eGFR 7 1

| Estimated slope** (80% CI): |

709 6.76 lyear '
oo e ]
60 1 ’ (51, 90)
60 Baseline n=9 n=22
E 50 (46, 96) LS Mean Difference
4 (Cemdisiran - Placebo)  Actual:
QT "
® g o ﬁmﬁ} median (@1, Q3), mimin/.73me &7 (3276} 68(54,94)
3 2401 (39.76) e (4.81,15.09) Week 16 n=9 n=21
- e \
=z
o £ 7 Change from Baseline:
= 30 (28, 80.5) o a
e£ET e, median (@1, Q3), miimin.73me ¢ B0 0655
B E { Estimated slope** (90% CI): |
T 20 i -11.90 lyear ] Week 32 n=g8 n=20
2 H (2032,347
o T Change from Baseline:
10 | e Placebo median (@1, Q3), mimin/1.73me © 103 074
sl Cemdisiran
0
No. of Patients: Baseline Week 16 Week 32
Placebo 8 9 8
Cemdisiran 22 21 20
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HHFIE: (Results from the Phase 2 Stuay of Cemdisiran in Adult Patients with IgA Nephropathy ( 2022)), K #
1E 7 77 A 2T

4.3 B HEHER: FRGUBNERIH, FEEHLEAENT

FHIE RS KB 7 % = IgAN SORALEI B “8% — B3 &7, MR AAHANAEHALER
BT E Gd-IgAL 877 &, JRER /N IREALEY KAE RN . A MR S B9 KA
APRIL/BAFF /-8 T 4f & mit: B 4ifiEb 5 Gd-IgAl W= A F B R A, 5
APRIL Fo BAFF ik 4 25 Mot K 09 E Z e . Whsh, A #% X I CD38+B 4 ffl K H 4 48 g
KFPFE G Gd-IgAL th = £ EEK & . 413t T CD38 2 s iy 24 4 b, 40 T 71 & B

B 7% 78: IgAN B 47 jt] % /& # w5 25 5 X H 42

B ¥ e K 5L
TN M X A 253 ARIER FEIEK
2 Z Z %N z ﬁu 3 0 ( i )
FEHREG) g % M 4 K HaypkA A BB E LBAE s:;ﬁgﬁm}%
E= E= | % v, ¥ ¥ (Telitacicept) & &% & APRILBAFF )k 3 /K 38 2025-12-01
Visterra ( 2018
Visterra ( 2018 i LA 2 47 L X \
FRFH K 'Sf"a% F }_iﬁ A %jm L APRIL R 38 WEAR 38 2026-12-30
W) KEH 2%y ) (Sibeprenlimab)
Aduro Biotech .
£ % (2024 4 ‘ X X
(2020 4 5 . ‘1 Zigakibart/BION-1301  #31 APRIL & 38 WK 38 2028-05-08
Chinook &7 ) AR )
s VEB2020F e  (Atacicept) BAE B GR3H  EEHE 202
ZymoGenetics Merck 4 1F 4% 35 ) # 1 & (Atacicept) & APRIL/BAFF & b 028-07-01
ERFER
MorphoSys REFEEY (Felzartamab)/MOR20  # t CD38 k28 K28  2024-05-06
2
Aloine (2024 rpine (2024 4% Povetacicept/ALPN-30 I
4 Vertexdr | PTC ovetacicept/ALPN-30 o, » % & APRIUBAFF Ik 1b2a  © 2026-01-01
) Vertex % ) 3 b/2a
Takeda Takeda Mezagitamab/TAKO79 ¥ #i CD38 R 18 E¥#H  2026-03-23

HHFE: &EF, dnicalltials, K4 i7" 0 @A LI IE: HFEGH#Z 2024 94 11 7

(1) #EHY (Telitacicept/RC18, HH4 £ Z®)
===

FUHLE—HFEAMES. EFT APRIL/BAFF W E A thm A& Ezhy. Hh AR

JE YT ) R 4 R SE 3 & B LR A B F( TACT)# f iy B A8 LR A S 2 3 & B G( IgG)
WS BB (Fo) #ifypt. £um$@TiE0E APRI/BAFF 5 Z 4L 4, KT

W R B A f R M K TGS, AREKBARNINE & LA,

H #TiZ 25 M4 2t TR R % K (RA) S RLEE, BF 2024 45 7 F k1% # [E NMPA #hg;
F MR8 (SLE) & M JE B,F 2021 48 3 A 3k45 4 E NMPA #ikvE. EFEF K BhE N
JEEHE IgAN. B &AM THEAAE (pSS). EEAL A1 (MG). a4 8 K W% 7 kA
(NMOSD ). &M E % (LN). #E3%EFH G4 #1 %%k % (IgG4-RD ). %% (MN)
4. KT IgAN ZE RJE A% B4 F 2023 £ 4 A B ah23kiE R 3 iK%k, it 2025 4
10 ARGBEEER,

[ #%79: FEHYHELZH
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TN N—H B
— YREMEEES
fRIMNE 1S
¥HEEEEEHI
| o el
IgG1 Fe
ECD : E/NEE
\ CRD : ¥t EMELE
- —ss— i@
R FI: RELEWLEGE P, KW UEF > W2 BT
B #80: & 7 EE/A#
by By RARA RA=H ?
D & i A A RCI8
_%_&mm abllLg L BA\FF-k.C?li\ TACI
o R AR - S BLysS o
ﬁi?&’fﬂm * A N\
THIM - BAERR )\ ® — \ e
@@@@@ @ Bﬂﬂﬂ? ’v/|
Chad) N

BAIRREAS LR
BAFF-R BCMA TACI

et

— ++

++ ++

FH R REANLAEF, KA W2 BT
FUTEHIER 3 #X % (NCT05799287/CTR20230482 ) & — Fi 43k £ 1 10 #EAT y AL
WE. ZRAE. FATAFRE N R, Tt 308 6] IgAN B3 . 7 E ks
I (RAMZ A E RAS ## 7)) ok PEXAHFE R E (240mg, FA —KETiE
A RERALL 390, REUGHE —KNMELY 32 5. WREELEEEAE
39 JE BF 24 /NEF UPCR B3k &y (Kt ), 104 B A eGFR # B ] An AT 35 47 At

B #81: & B & 3B # Kt
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AME (39 &)

- REBAEEHRARERN - REASEHBRALER
*+ 240 mg/iR = 240 mg/iR
* BF—IX * SWA—IR

HHFKE: TEEIAG, KHIL7 W £ BT

Z WP % T IgAN 3 B B9 16 K 2 #13X 50 (NCT04291781) By Ih %k 48 T 2022 4 11
Akk, ZRETZHMABKEARLEARKREX. K2 HXBEHN 44 6] IgAN
B, Ao =4 2u@EY 160mg 4 (n=16). FT H L& 240mg 4 (n=14).
ZRAA (n=14). 7 HAARER BT (RAMZHE RAS 1% 7 ) a FBA %
VL (160mg/240mg, & —K M THES) RERAN 42 24 71|, MR EELEET
% 24 E it 24 MeHEE REE T A,

B #%82: FEHHIEK2H A BK 1t

66 adults with kidney biopsy demonstrated IgA nephropathy screenad
for enroliment

22 Excluded

l

10 proteinuria<0.75 gid;
5 tuberculosis latent;
3 eGFR< 35 mL/min per 1.73 m?;

| 44 Randomised 3 excluded by investigators;
l 1 childbearing female;
! l 1
14 Placebe | 16 Telitacicapt 160 mg

|

| 14 Telitacicept 240 mg

|

14 Received treatment
12 completed the study

16 Received treatment and
completed the study

14 Received treatment and
completed the study

2 failed to complete the study

due 1o local COVID-19 outbreak \ J
[ 12 in the primary analysis ] [ 16 in the primary analysis | | 14 in the primary analysis |

FH A (Randomized Phase 2 Trial of Telitacicept in Patients With IgA Nephropathy With Persistent Proteinuria
(2022)), K%/ W45 7% K

RGEHERTE 24 A CEYL 240mg 4 24 M REEAEERELESD 49%
(P=0.013), % ¥ ¥ 160mg 414/ 25% (P=0.389).

B #%83: FEHHIRK2H 1 24 ) 1 [R& F1 &8 F LA
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# Placebo -& Telitacicept 160mg Telitacicept 240mg #- Placebo - Telilacicepl 160mg Telitacicept 240mg

-50

-75

Mean change in 24-hour proteinuria from baseline (g/24h)
o
t
|
4
|
|
T
[ —
b —e—
F
T
Mean change in 24-hour proteinuria from baseline (%) T
o
t
=
[
[ =
—1
k
F . 2

0 4 8 12 16 20 24 Q 4 8 12 16 20 24
Visit (wik) Visit (wk)

#HF IR (Randomized Phase 2 Trial of Telitacicept in Patients With IgA Nephropathy With Persistent Proteinuria
(2022)), K#iE# 7" 2935 b

24 Bl A& T 7% 160mg. 240mg 41 eGFR fR¥#afE. # 24 Ew, F T W% 160mg 4
#-F% eGFR E7+ 4.32ml/(min*1.73m~2), ¥ W& 240mg 41 ¢y 734 eGFR L7 2.34
ml/(min*1.73m~2), % &A% T % 5.70ml/(min*1.73mA2).

[ #84: ZFE FEIE&K 2 H it # eGFR Z 1#

a b
- # Placebo 4 Telitacicept 160mg # Telitacicept 240mg ® Placebo - Telitacicept 160mg - Telitacicept 240mg
&
S 20
5 2
£ o
g ¥ A 2 10
E 4 A © i
£ ™ ‘ 19 o |
2 A £ | ‘ 4
3 0] = a H & g T 4 T fn
@ - o | o« . |
= ol pe | i of e e I !
£ I (O]
s 1 < ¢ +
g . ) £ — + g
o | () \
u 4
% 4 810
£ -10 3]
c
g §
£ =
Q.15 -20
§
2 0 4 8 12 16 20 24 0 4 8 12 16 20 24
Visit (wk) Visit (wk)

FHLFIE: (Randomized Phase 2 Tral of Telitacicept in Patients With IgA Nephropathy With Persistent Proteinuria
(2022)), KM iEH," W@ 5% it

(2) # WA ¥4 (Sibeprenlimab/VIS649)

Sibeprenlimab & —#k Visterra /2 & ( 2018 44 A K #| 25 W )R #F ty IgG2 5 £ HiK,

B4 5 APRIL 400 T 245 R4 6, AT H HAEH . 1225 W AE#FE BE R IgAN,

I K 3 13 (NCT05248646 ) BT 2022 4£ 3 A B zh, F£49\ 530 ] IgAN B %, i

12026 4 12 AR EEER, a5 5 HE H g FET (RATZ A Z RAS

47 ) Al EBXS Sibeprenlimab (400mg, 4 4 A —k K TiE4H) RERAET 9

ANH, WEEBLE AT 24 /Nt UPCR B & g AL L. 67 8 24 M A B, IE K
B2 B A8 eGFR 8 B ] An AT 4 R AL 4

Sibeprenlimab 15 & 2 #1iX% ( NCT04287985) 3t44 A\ 155 ] IgAN 2, R4 T
2023 4 11 A %%, #RXABR. ZREXAEN. WE. LRANE. THAHE
77 %, 31t 3 4 Sbeprenlimab 7| & 41 51 : 2mg/kg(n=38).4mg/kg(n=41). 8mg/kg
(n=38). FraZ54& KB AR EN IR (RAWZAE RAS #HI#) 28 LEK&
Sibeprenlimab (Q4W ) & % &A1 67 12 M A, WE F T4 5 4547 24 /N UPCR #E 4
RO LR R G R 2 EHRR AR G E% 16 N H , WE R B4 5 #5847 eGFR
B [8] A AR 34 R A 2E
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RIZERTFE 12 M HE, Sbeprenlimab # 2mg/kg. 4mg/kg. 8mg/kg 41 24 /it
UPCR #3405 T 47.2%. 58.8%. 62.0%, % RIF| 4 T 4 20.0%. 2| % 16 /™ F i,
Sibeprenlimab & 4mg/kg. 8mg/kg 41 24 /it UPCR %2k i T He g B SRR 3%, B2
2mag/kg 40N A B R .

[ #85: Sibeprenlimab Il & 2 # it # 24 /) #f UPCR % 1t 1. /)

Change in 24-Hr Urinary Protein-to-Creatinine Ratio
Treatment period

104

g = = o
10
20+
304
40+

- Placebo

Mean Percent Change

01 - Sibeprenlimab, 2 mg/kg

i Sibeprenlimab, 4 mg/kg :#

09 = Sibeprenlimab, 8 mg/kg

20 T T T
0 9 12 16

Months

Geometric Mean Percent Reduction in 24-Hr Urinary
Protein-to-Creatinine Ratio

End Point Sibeprenlimab Sibeprenlimab Sibeprenlimab Placebo

2 mgfkg 4 mgfkg 8 mgfkg

(N=38) (N=41) (N=38) (N=38)
Month 9 49.6+7.7 56.7+6.2 62.8+5.5 12.7+13.4
Month 12 47.248.2 58.816.1 62.015.7 20.0+£12.6
Month 16 36.5£10.6 58 0+6.6 64.61£5.7 10.6+15.0

HHLFIE: (A Phase 2 Trial of Sibepreniimab in Patients with IgA Nephropathy ( 2023)), K #iF #7740 #3571 %
B

12 N FA A Sibeprenlimab 41 eGFR fr#Fff&. % 12 AN A B, Sibeprenlimab2mg/kg.
4mg/kg.8mg/kg 4 im AT J5 H eGFR £ 2k 407 4 16-2.7/0.2/-1.5mL/min/1.73m~2,
R eGFR Bk & 2 7.4mL/min/1.73m~2.

K #86: Sibeprenlimab Il & 2 # it # eGFR % 1k
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4= NAl::
A7 B Z AR

10 -
To
L
g ]
s£3 \
E
3 §§ 0 ) [
f,g 3
w e = |
Q88
EE -5 o
s
g‘=‘ ---#-- Placebo
==
5; H 10 = Sibeprenlimab 2 mg/kg
= 210 4
L2 ---#--- Sibeprenlimab 4 mg/kg

---#--- Sibeprenlimab 8 mg/kg
o 1 2 3 4 5 ] 7 8 9 10 1" 12

Manth

Placebon= 38 36 36 ar 36 36 34 36 34 36 34 35 36
Sibeprenimab 2 mgfkg n 38 38 36 38 36 33 36 35 35 5 A 34
Sibeprenkmab 4 mgkg n= 41 41 41 41 41 40 40 41 41 41 40 40 38
Sibeprenkmab & mgfkg n= 38 ar 38 38 38 35 38 a5 33 ar ar ir 36

HHFIF: (A Phase 2 Trial of Sibeprenlimab in Patients with IgA Nephropathy ( 2023)), K #iE /7l 4@ 5 7
5

Sibeprenlimab #5& % Wi F B R B2 Covid-19. K #. Bk, v gy, LK
FHER. Sibeprenlimab 41 fn % RUA| 4L & A& EA B BN F AL, Kie I —6 &
o HE NG e PR T o B B R B ST

E #%87: Sibeprenlimab Il /& 2 B 7 R # F 4 4 W F

Adverse Events

Any adverse event Serious adverse events
1007 Pooled Sibeprenlimab
L Groups
; 78.6 (92/117)
= 40
$ e 8L
5 73.7 (31/38)  71.1
& 30 (28/38) (27/38)
©
2'}! Pooled Sibeprenlimab
£ 20 Groups
g 43 (5/117)
[}
o
107 53 49 .6 53
(2/38)  (2/41) /38  (2/38)
- [ ]

2mg/kg 4 mg/kg 8 mg/kg 2mg/kg 4 mg/kg 8 mglkg
Sibeprenlimab Placebo Sibeprenlimab Placebo

HHFIE: (A Phase 2 Trial of Sibeprenlimab in Patients with IgA Nephropathy ( 2023)). K #iiE /"W 485 %
Yook

(3) Zigakibart (BION-1301/FUB523)

Zigakibart = — 3 Aduro Biotech /A 7 (2020 4£5 Chinook &-3f ) R # 1y IgG4 2 5 1441
W, RE4 G| APIRL 40 f B T XA . B2 E RIRMERNE, 4 x0T IgAN &
NAEH R B AT 2023 4 7 F B 2k R 3 #13X % ( NCT05852938, The BEYOND study ),
it # AN 292 £ IgAN B3, ¥ T 2026 4 1 AKEEZER.

Zigakibart I K 1/2 #1iX % (NCT03945318 ) $k#E B ~BMR, A SR ¥ 7 B 47340,
ZK I AN 40 B IgAN B, BN RBRIBE N WEH S, F—. :ﬁw%)ﬂﬁﬁm\ X
B BRAE. FATARARNTE, A UERERNNE. ZRAEEANELY. F=.
w%ﬁﬁ#%tﬁr%@%m
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K #%88: Zigakibart Il /& 1/2 B i # 3¢ 11
a4 & %& it LB N AR
1-24 B . 4 ¥ JA & kit 4 —7| 450mg #y Zigakibart;
8 (10) A
Cohort 1 24-104 B : 4 W A & T i+ 4 — 7| 600mg #y Zigakibart;
Cohort 2 1-104 J& : 4 W & B T i 4 — 7 600mg #y Zigakibart 27 (30) A

A FIE: Chinook 2] B B, KIGIE# /=W 2 @5 % Fr

2023 4 6 A AT thEk4E B 5, /8 Zigakibart 7577 IgAN &b 4 &4 & A R, R s
RAFNEAGKREXNEELE. NE—. Z o8 4EE, & 12 At 24 /N UPCR
BEALTHTE 20%, % 24 B ot T# 39%, % 52 FAr T 67%, % 100 BB %
72%.

K] 7% 89: Zigakibart Ii5 /& 1/2 H i # 24 /) #f UPCR % %4 I ]

UPCR, Combined Cohorts

% Reduction (Geometric Mean + SE)

10% Data cut-off May 8, 2023
0%
-10%
-20%
-30%
-40%
-50%
-60%
-70%
0% -67% -67% e
-90%

-o=All patients

Wk 4 12 24 52 76 100
n=_34 33 33 17 7 )

Median (range) baseline protein excretion: 1.1 (0.3, 7.0) g/day
WK AR Chinook 28 B Fl, KIGIEHF =1k #8F T B
(4) MEFE (Atacicept)

Atacicept = — &% ZymoGenetics /& E#F . {E | T APRIL/BAFF 3 ¥ &ty k&2 A 25 400

2008 4F1E [E Bk 5w R 52 3k Z A K Fn i AL, FF 4 Atacicept Byl AR#F TP E 2a .
2020 /& E B 5w ) 6.05 1L WOT B2 A5 . 10% AT LA B R S Ab A R AR 3R R Y A
%% % 2 % % Vera Therapeutics. Vera Therapeutics ¥4 3 2b #1 & DL 5 W B By 1 KR,

E RIZ 25 4% TR & BLE . IgAN 3 RJE Bk R 3 #3K 36 (NCT04716231, ORIGIN 3)

BT 202345 A B3, Withan 376 4 IgAN #3#, 2025 45 A A EHKELER. Ik
R 2b BRI R T AT 2024 48 3 A4, B TERKIANFMR, % FDA #% T Atacicept
REMEIBENE. ZREELKS POHT, RAEN. XE. ZRASEBHTE, £
N 116 1) IgAN B2, FiH 55 #4208 2:2:1:2 ththfil o 4 W4 Atacicept 150mg.

Atacicept 75mg. Atacicept 25mg Fn %Rl K6 & B RIARE S LR T (R AT % A
& RAS #1147 ) ok _FECS Atacicept (48 —KiE4T) BLRUMEIT 36 B. WREE
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F R P

A EFARE 24 Fl it 24 /NE UPCR K4, K EA B84 % 36 i 24 /NBt UPCR % L.

36 AR ERIE, FTAEHH A% 150mg #y Atacicept 7677 60 A .
[ #%90: Atacicept Il /& 2b H i1 % 3% 1F

| 232 Screened

r

| 116 Randomized and treated |

[

116 Failed screening

:

!

}

!

16 Atacicept 25 mg

l

[ 33 Atacicept 75 mg

| 33 Atacicept 150 mg

|

I 34 Placebo

l

16 FAS and safety 33 FAS and safety 33 FAS and safety 34 FAS and safety
population (week 24) population (week 24) population (week 24) population (week 24)
16 FAS and safety 33 FAS and safety 33 FAS and safety 34 FAS and safety
population (week 36) population (week 36) population (week 36) population (week 36)
1 Discontinued 1 Discontinued 3 Discontinued
™ treatment® ™ treatment® ™ treatment®
A
15 (94%) Completed 33 (100%) Completed 32 (97%) Completed 31 (91%) Completed
week 36 and week 36 and week 36 and week 36 and
entered OLE entered OLE entered OLE entered OLE

HHFIE: (A phase 2b, randomized, double-blind, placebo-controlled, clinical trial of atacicept for treatment of IgA
nephropathy (2024)), K iE %7 @7 % i

Gk 2b Hik Ik 8| £ EA L, % 24 JA B, Atacicept 150mg # 24 /Nit UPCR #2k4& T
& 33%, %R 4T 28% (P=0.047); Atacicept 75mg 48 &4 T % 28%, R%
REA 4 T % 22% (P=nonsignificant ).

K 791 Atacicept Il /& 2b # it % 24 /) i UPCR % 14 1 4

b 10,

Mean + SE % change from baseline
in UPCR 24 h

4 =@ Placebo
=@ Placebo ~@- Atacicept 75 mg
=@~ Combined atacicept 150 and 75 mg -~ Atacicept 150 mg
=50 T T =50 -
0 12 24 0 12 24
n= Week n= Week
=@ 34 34 34 -0 34 34 34
8- 66 65 64 -8~ 33 33 32
-§- 33 32 32

R FKIE: (Aphase 2b, randomized, double-blind, placebo-controlled, clinical trial of atacicept for treatment of IgA
nephropathy (2024 )), K4t i 2 b £/ 5F %1%

R I 3K B K E A S, 4 36 B B Atacicept 150mg #9 24 /N Bt UPCR %5 2 4 F- 45 T % 33%,
B R 4T 35% (P=0.012); Atacicept 75mg 4 8 3 473 T /% 34%, B ”EA
T % 36% (P=0.0085). Atacicept 150mg #1 75mg %4l eGFR #3 4 F# b7
0.8ml/(min*1.73m~2), &L 4 T K 4.9ml/(min*1.73m~A2).
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B #%92: Atacicept Il% /& 2b # it % eGFR % 1t

a 10 b 10
§ E
gr 5
E ju
g
=
£ 04
o
£E
W o ~
7] ..
H (L_'i =5 1 =5
= 2 -®- Placebo
é - -®~ Placebo -~ Atacicept 75 mg
~@- Combined atacicept 150 and 75 mg =a= Atacicept 150 mg
_1 0 T T T T T _1 D T T T T T
024 12 24 36 024 12 24 36
Week Week
n= n=
~®- 343434 34 34 30 -®-3434 34 34 34 30
-~ 66 66 66 65 65 64 -9-333333 33 33 33
-9-333333 32 32 3
c Baseline Week 36
Mean % change Mean absolute change, ml/min per 1.73 m?
Mean (SD), % Change (95% CI) Difference  Nominal Absolute change Difference
Treatment group n mi/min per 1.73m* n  from baseline®  vs, placebo” Pvalue® (95% Cl) from baseline® vs. placebo
Placebo 34 66.0 (31.7) 30 -8.37 —_ —_ -4.86 —_
(-14.7, -1.63) (-8.51, -0.95)
Combined atacicept 66 60.1 (24.3) 64 1.44 0.7 0.022 0.83 5.7
150 and 75 mg (-3.46,6.58)  (1.52,20.7) {-2.01, 3.82)
Placebo 34 66.0 (31.7) 30 -8.45 —_ —_ -4.9 —_
(-14.59, -1.88) (-8.5,-1.1)
Atacicept 75 mg 33 64.4 (25.4) 33 1.16 105 0.043 0.67 5.6
(-5.43, 8.22) (0.32, 21.7) (-3.2, 4.8)
Atacicept 150 mg 33 56.7 (22.7) 3 1.59 1.0 0.038 0.92 58
(-5.20, 8.88) (0.61, 22.4) (3.2, 5.2)

HHF I (Aphase 2b, randomized, double-blind, placebo-controlled, clinical trial of atacicept for treatment of IgA
nephropathy (2024)), K4t il 27 b 258 5F %1%

(5) Povetacicept ( ALPN-303/ALPN-303)

Povetacicept s —zt Alpine Immune Sciences /& (2024 43 Vertex ¥ ) E 1,

1l F APRIL/BAFF 3L & 6 Bh & & 8 25 41 . 12 25 ) % B 3K 48 e , 2 B 31 %1 FF & IgAN.
SLE &£ M B & %Mk, 44T IgAN & JE, IR 1-2 $R G HBERBT R,
T 2024 £ THFTRIER 3 HK K.

RUBY-3 (NCT05732402 ) & —H A F 4. £ R&EH A EWIEK 1b/2a #ik k. &Kk
BN 24, TERTEAMY 248, $—NEKM N 28 A, F-_NEKHN 52 F.
HFE 2024 43 A 18, &4 41 4 IgAN % # % Povetacicept 7477 (80 5 240mg,
BVE — KBTS,

[ 7% 93: Povetacicept Il /& 1b/2a H i# # 1% 1+
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() RUBY-3 Study Schema: IgAN Cohorts

Entry Criteria Treatment Assessments

IgA Nephropathy Dose Escalation in Each Disease Safety

AEs

Adults with biopsy =10 yr 240 mg SC Q4W AEls: a{;lmin-;elated reaction,
severe infection or hypo-ig
UPCR=0.5g/g
80 mg SC Q4W

eGFR = 30 mL/min/1.73m?2 Efficacy
UPCR, eGFR
Gd-IgA1

Maximal ACEI/ARB = 12 wk

All Enrolled Participants:
No background Povetacicept SC Q4W up to 2 yr
immunosuppression
Primary Treatment Period: 24 wk
1% Extension: 28 wk Exploratory Endpoints

< 50% glomerulosclerosis 2nd Extension: 52 wk Serum Igs

and IFTA (< 75% allowed if
eGFR = 45 mL/min/1.73m?2) B cell subsets

FHLFIE: (Updated Results fromthe RUBY-3 Study of Povetacicept, an Enhanced Dual BAFF/APRIL Antagonist, in
IgA Nephropathy (2024)), K iE# 7> W45 % %

EAMNREHEL ST REEHL AN RS, # 36 AR, FARHZWLRERYA
% #%. 80mg #y Povetacicept 41 (n=6) UPCR %34 T4 64.1%, F eGFR & <.
Bl WA 4 4 B335 I R & X #E R & #(UPCR<0.59/g, & 2 4 T £ >50%, F eGFR
BRILTH<25% ).

[ #94: Povetacicept Il /& 1b/2a %% % UPCR. eGFR % 1

Reductions in Proteinuria (UPCR) Stable Renal Function (eGFR)

O “©- Povetacicept 80 mg

-@ Povetacicept 240 mg

—@- Povetacicept 80 mg
_| @ Povetacicept 240 mg

]
(=]

+12

r
S
L l

$

Change from Baseline
{mL/min/1.73 m%; Mean  SD)
o

-20+

% Change from Baseline
(Geo Mean  SE)

FHFIE: (Updated Results fromthe RUBY-3 Study of Povetacicept, an Enhanced Dual BAFF/APRIL Antagonist. in
IgA Nephropathy (2024)), K#iE# /b & @5 %

4.4 4 % FEWE T %: Sparsentan £4 Rk #t L, Atrasentan Ik 3 #i
W3 SRR

IgAN &4 F %05 30 %) 25 4 £ 5 0 i B ok & AL e B U0 Bt Bk R TR A, L
T—&EMET A E. 5RZME WAL, ERZINRNGHERERE. EARAK,

B b4t xE T IgAN & N B9 FE#F 25 1 %2 /b, Sparsentan #u Atrasentan 4 R &M 4. 4
SN BREF LY R USGET I E N, BRIVAARKRKERABALR AT ERRET
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W, ARG LT TD.

(1) @ W43 (Sparsentan, W %4 FILSPARI™)

Sparsentan 5 — 3 Travere Therapeutics /A & E#F 0 R, NopFRABH K E E e %
5k & ZARESA, 1ER ATIR Fo ETA WHE & . 1% 25414 IgAN & R JE B F 2023 4 2 A 3k

7% FDA [t &t pnif fikoE, F 2024 48 4 F 3k

4

B Z R ox g (A48T CSL Vifor ).

2024 £ 3 AnFERZ A TR, FBIAE A, 5 ARk £E FDA & F
. AE A EIE R 3 B4 4E 7 LLE 8|, Sparsentan 7E M & K 7 H A RIFH R,

%E 4% B 39897 24T T Irbesartan (Jg L0 3E ),

PROTECT (NCT03762850) 2 —H [t K& FE KA E. FATAH K NG R 3 H
¥, KA\ 404 4] IgAN B4, FTA S5 H1%E 111 b Gl A % 4l: Sparsentan
#fn Irbesartan 4. fr /55 4 75 H WA 0 L3RBT (ROAM % 7| & RAS #&17] ) 2
#h b4E% 4 H — K 200mg B9 Sparsentan = 150mg # Irbesartan 677 — & J5, & B & %
Az, WAE B FERERME, AFEEF 110 . AR EELAE 36 FEA 24 /)
i UPCR B A& B L b th i, K EA K 110 & 16 eGFR By it [a] o AP35 2 4.

[ 7% 95: Sparsentan Il /& 3 it # % it

o

Double-blind treatment
110 weeks, randomized 1:1

4 weeks post-cessation
of randomized treatment

Maximized Randomized (1:1) and FILSPARI®
ACEI/ARBs received study drug 200 mg / day >
» - 212 weeks prior to {=acs) 400 mg / day at week 2
screening « Adults (=18 years)
* ~250% maximum + Biopsy-proven IgAN Irbesartan
approved dose * UPCR 21 g/day 150 mg / day >

3
Week -12 Day -1 Day 1

+ eGFR 230 mL/min/1.73 m?2 300 mg / day at week 2

Week 36
Discontinue maximized Baseline UP/C Primary efficacy endpoint:
ACEI/ARBs (no washout) Initial dose interim analysis

>

Study drug

==———=*—.... . - ——— ———  —— ] withdrawal period;

resume SOC ACEI/ARBs

Week 110 Week 114
End of randomized End of double-
treatment blind period

A FIE: Travere Therapeutics & 1, K4 il2% /= WV £ @ 57 7 1%

TR HBES, BE 36 A, RELFFE

Y

XN

1Fr. EZ T, Sparsentan 7k

15 %5 FDA AnifdtE. 4048 B &, Sparsentan 4 24 /Mit UPCR # 24 T 50%, %%
Irbesartan 41 T 41%. % 110 JA &, Sparsentan J7 2% Z 42, 24 /Mot UCPR AL T
% 43%, Irbesartan 41 T[4 4%. #/ANXI6HIE, Sparsentan 41 #7767 MR B F 4T
Irbesartan 41, w#HMIEREMEE (FEBE<0.3g/d) 4N EHH 2.5 1.

K 7% 96: Sparsentan Il /& 3 i 4 UPCR % 1

UP/C % Change from Baseline by Visit

-30 1
- FILSPARS
-40 A

] L%

-43%

FILEPARI

Geometric least squares mean
change in UPCR (95% Cl), %

4

—e—|rbesartan e~ FILSPARI

-60
Week BL 46 12 24 36 48 58 70 82

Interim Analysis

94 106110

Confirmatory Analysis

Complete Remission UPE<0.3g/day

100 4
90 4
80 A
70 A
B0 A
50 A
40 A
30 A
20 A
10 4
o4

Y

Patients,

2.5% > Complete Remission
with FILSPARI vs. irbesartan

Il FiLsPARI I Irbesartan

2.5 (1.6-4.1), RR (95% ClI)

=

Complete Remission
(urine protein excretion <0.3 g/day)

A FIE: Travere Therapeutics B ], K iF2 /7~ I @57 % IFE
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Sparsentan 41 % % i 3% 58 ¢ 5k I, #F T Irbesartan 41. 110 J& 3 |4, Sparsentan 41 eGFR
AL TH 5.8ml/(min*1.73m~2), Irbesartan 4L % 9.5ml/(min*1.73m~2).

K 7% 97 Sparsentan I /& 3 i # eGFR # 1k

Absolute Change in Kidney Function | Long-term FILSPARI treatment showed preservation of kidney function,
from Baseline to Week 110 which projects a delay in the time to kidney failure*

3 7 Higher eGFR at 2 years with $5 01
- FILSPARI vs. irbesartan £2 5
mU/min per 1.73m? S E
§%2 -4
8 0 1 Ecg
= = degs -6 4
g0 -2 4 = E
Pe 283 -8
oo BE
Lo E 4 2
See 4 Se  -10 A
R 88 —e—Irbesartan —e— FILSPARI
26T | -12 :
=
Ez'g Week BL 6 12 24 36 48 58 70 82 94 106 110
253 g4
SEE
3 Annual eGFR slope FILSPARI Irbesartan Difference
¥ E ~10 A (95% Cl), mL/min/1.73 m2lyear® (N=202) (N=202) (95% ClI)
[}
o 2.7 3.8 1.1, P=.037
k] eGFR Chronic slopeb )
- -12 - . e P (-3.4,-2.1) (-4.6, -3.1) (0.1,2.12)
Difference (5% CI) 29 3.9 1.0, P=.058
eGFR Total slope®
M FILSPARI M Irbesartan (-3.6,-2.2) (-4.6,-3.1) (-0.03, 1.94)

FH F I Travere Therapeutics B 1, K il £ @5 % IE

3T eGFR L s #iEfkit, 5 Irbesartan #th, {# )5 Sparsentan 677 % 4F fb 4 % i % 38
4.5 4, 5 ACE/ARB )77 # ##AH th, {#F Sparsentan i&77 Wi 4F 6k 1 % & %98 7.7 4F.

[ 7% 98: Sparsentan Il & 3 B it 5 A 2 I 7 5 R

ACEIi/ARBs
FILSPARI Irbesartan soc*
60 1 eGFR slope mL/min/1.73 m3/year 2.7 -3.8 -5.31
Difference in eGFR slope vs. FILSPARI - 1.1 2.6

50 1

404 +7.7 years vs. ACE/ARB SOC

) 'I
! 1
\ _ +4.5 years vs. irbesartan |

i
EACE;’ARB sSOC ilrbesartan i FILSPARI
17.9 years 111.1 years 15.6 years

30

20 4 End-stage kidney disease
(eGFR <15 mL/min/1.73 m?)

|

eGFR, mL/min/1.73 m?

101

0 T T T T T T T . T T T

0O 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17 18 19 20
Years

HH FIE: Travere Therapeutics B ], K iFa5 /= I 4@ 575 %
(2) M @43 (Atrasentan)

Atrasentan - — 7 AbbVie /3] BEAF ) B iR /N F R R B N g Bk & 2 ARETN,
fEJ F ETA ¥ 5. 2020 4 Chinook /& A AbbVie /7] & k1% Atrasentan 2 3KAX 3%,
FA R & B R AURE RNE . BT T 2023 FiE k. 2021 4 Chinook 5 #k K 4 4
MERRH AR R LEHIEES, %207 H Atrasentan # B FOE i3 K 4 KL Fo i
WA L. 2024 4 4 FiEde s ARG EmEEANEART. RO TRE, EHREEH
BB ELS NEETE.

ALIGN ( NCT04573478) & — T FaAl. W E . L RIF| X . FATAAF 5T s R 3 #1560,
4N 404 ) IgAN B2, H b 340 | BH BT LRA. WEMENERRE, 448

P.67 1 1F L A AR A T R




E kHqe4 7 AL 2
HI4TE SGLT2i F7 AT th th3E R Mk 3. 340 6| B H £ B WA A X HHBT (RAMZ
7| & RAS #1475 ) 24 E# %4 B — K 0.75mg # Atrasentan = & &A1 1677 132 & (4
254 ), WEFEAL LS 36 A B 24 /Nt UPCR B34 0y L o tufd], KB4 5 132 B
6] eGFR #9 Bt 8] fuALF 44 (b 4 $54F. 2024 4 5 A ENHH T oM BEL T, &
36 JE B 24 /NBF UPCR £ 32&L7| T4 36.1% (P<0.0001), B hikih 4 2% F 2026
£,

P.68 1 17 PR IR R I



R TS

GREAT WALL SECURITIES /?:J: l‘kjﬁf;‘i%&%

5. FFAEW

IgAN 2 8 & AR FEN IO — K G P RRR . KRG, BHERA. ERfRE
FAER, BORERK. BORNH A%, E-uReRERE. #ENGE, &
FEKHMASHEEEE. B, IgAN @ 4 A K8 K, B A UR it R E

Sparsentan W LW 254, (BERAEE AT HFEREK2 T, 23KEALTM IgAN 413 2%
AT I RAE T W B, Rk ok IgAN 25 4 7 W B2 F 6 IE. WHRBEIE N % — e £ 5 A
PR M ikAE R Akl IgAN 254, ERMREXNCEZEGRAT. EZE Gt EE @
EIW MR K. 2024 45 AP E A ETE, WIREHZHRERE, &Y IgAN X
M2 . AT E AR A A TR A R A KT & A fG A 35 B9 = TET (1952, HK,
FF CEN L)
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R 7R

1. ¥ 2 Rk 2 R A R HUH A G

IgAN 8 7 24 s JR 1K 30 By 52 Ak #E B BOA AL o I . R B X R EFHE. TR
ARAHAB. B, AR FRRE. REXETE. SFEHEMRR, NTTHESE
RIRI I H L, RAVHANIKGE LT HE, HTBRRGME L E, EERIIME
RT3 K ARG Rty A YA

2. WFEF R R G

BR&zkEHZ % QAN Al #NIER 3 Hl, XBEREH 2R EAFH TR LA
NRFZ WA EF R THBEN . AN EREAR AR ET, &
AHmAER, WRET R EEFERFFCAHGEARM L AT E N, WA Z TR AL 5
A A B

3. ERBANSE IR BB AR

AT BREA G AN ERAL T, 2K 2025 FRUENHFTNLLTH. 1
SIE T BB [ R A A T IR A BTN, 1 R & 0 AT = TSR AR RN B9 2 7
AR

4. TR LRI

IgAN &9 Wy 1842 & — MRKCT S i B ey HE R i i W7 1372, R LB B BN 2k R B IX A DA
IgA h F Rk EETRE, AR o R4 XM QA R E &, W JE &2 1% IgAN #
GWR DURAL. WA IgAN By “BARE”, X TUR T R 0 5k B A R B e N

PR TR b 52 BT B K B P R A R U, 3 T b 58 B AT 3 AT b 77 3 LA 6 T
TR

5. Gt e s

A SRR B AT F Fo it BRI A, 3 AR B L T B N, X e BRAT A
IgAN & # A B AT 5 L BR R S — B, AT 50 9 X AT b 7 37 HUAR B9 0
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KIRIEZR B AT IR B (DU EARKHIE 27 ) B4 o [ B o 9 2R 85006 1 W 55 46
A KR 0LBEHE P BREAL A R @R PRA. BB N REEEEr (UTHRREF) &M, REFAR

AV frd. BIRBAL AT S Ar AR BEH R KA, TR T RS A ORI R, W3l . K, Bl AN K E %
FRBE, BFAAKREHTAERENI A, MH B
A BT AN TIA T E WO ATE S, BN T TRIES SHOETR R, AREHRN TN TR ELERRUA RS
BPAESH 2, HAEIEABAAN B W T AL R S 4 AR B8 3 A M. EETIERL T, AR b il B R
KR A B AT AR, A RTRUT, A a TA (T A B 68 A48 2 o B (4 1Y BB 31 B Tk S F T R 1
KA R LT T 5 B A R B E AT E 2 5, o AR A0 B R B % B B B350
AT A A RS R 5 . KIREAR T 5 ARE S RN AR ZAGELS %7, FEEBARERBUS AR RIEP.
KA RS 4R E — I ARA
¥ 51 7
GERI A H B S AT GERLENMRAHE LY F BT GRT)) BF 2017 %7 A 1 B RERSH. Ao
S BRI K A, (R B KIRE B b i AR B AT B AR AR A AR, FAE
REBBHAH, WICH I, WK, B R A TS T A
% BT EAUR A E, HAEERNE, FUFILE! RAEAETHERSTRA.
2 i WA
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MR, EEEA. ATAEMEN, R, BERMEAARE . ARERKTAAGFRAL, FYE, FE, wEF2EK
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£ FF B
AAFR fLFR

TN | R 6 A BB AT R S B 15% L AT | FA 6 A AT b B S 57

W | FOMAK 6 A ARAE AT LA BB AT 5%~15% 210 | k| AR 6 A WAL ERRILE TR 5

HE | AR 6 A AR AT AR B AT 5%n~5% 2 B | B AT | FURAK 6 A AT B REIALE T

S| TR 6 A BB AT R KB 5% DL E
A 15 — AT, AP IR 300 HH

K IR &7 4 BT R B

wI 3

bt BYlwEEREEAEASEE 2026 SHFEARGEML 16 B Hib: X HWEREEEI TS 112 5HAKRE 8 B
i 4: 518033 i 4: 100044
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