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Research progress in the pathogenesis, animal models, and drug

therapy of chronic glomerulonephritis

FENG Kang, LIU Jihua™

(Jiangsu Key Laboratory of TCM Evaluation and Translational Research, School of Traditional Chinese

Pharmacy, China Pharmaceutical University, Nanjing 211198, China)

Abstract:

Chronic kidney disease is a progressive disease that cannot fully self-healed and has become a

significant challenge to human health. Chronic glomerulonephritis is the second leading cause of chronic

kidney disease and a significant contributor to end-stage renal disease. Therefore, revealing the pathogenesis of

chronic glomerulonephritis is crucial for the clinical treatment of this disease and the development of new

drugs. This review summarizes the research findings on the pathogenesis of chronic glomerulonephritis and

new drug discovery in the past years, as well as the commonly used experimental animal models and their

characteristics, aiming to provide references for the study of chronic glomerulonephritis and the development

of new drugs.
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F20404F, W] fErHEN220~400731, fERE, HE
JRIPG S M8 B /INER ' 98 (chronic - glomerulonephritis,
CGN)/2& FHCKD I F K 32 K, CONA I
B A B INER SORE AT T ) S B MR AR, IR
ZRIAEAIR. MRS KM &L &SRR
FRIEZOHRHLEIFIAIE, CONR] /3 NlgA B JEME
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B R B B NERTEE AL L AN AR O
R, TgA B A B 7 2 RE R B 11
JFURMECGNEY, Rk, N¥8 S8 1k R IG T &
e e M F B 2GR R, AR SCE S8 T CGN
(R R Jp LRI AN ) R E W 25, RN 4R 7 Aok
SRR s R
1 BHE/NKEREZRILE
1.1 IgAS5%

IgA'5 9% (IgA nephropathy, IgAN)fE:4:BREx %
I R R ECGN, EWRHIX . BRI, dLSe s
INEREG R, TgAN R R 20 HI i £ 50%
20%- 12%0. KEZHIgANE ZREE, BHFLL%
18, Z130EESRENEEBERS. Biak
T /NER N TgATTR & Tg AN [ i 7855 3 RFAE .
Tg AN R AL 4 A 56 4 [ 1, FH SR ML (9 1 8 3=
BAFEPY AT Ul B i, %h
KRG RIEHZ W,

HHT, TgANEON AN AR HLH] A DY = T o
Fi: [TgATBEE X P LB G A T1gAl(galactose
deficient-IgA1, Gd-IgAV)ITERL: Fl% RE0H0E
AL Gd-TgA 1 HIN- L IBEF FUHE & R AL 1 HAA 7 A2
Gd-IgA VTR FE 1 S 9% 2 &%) (immunocomplex,
IC)IRFE B NER R X ICHE FAMA RG0S
RAE IR AN R JEE A M 36 5, 5 3R /D BR R
(11 9 RE IR AN LT A6l BRI, DU 4T o 2 30 7T g
oy AL T BOR FEAF R, EIgANE T AT fE
fe 2 B IRFEIR R4, HILIFR i W Gd-IgA 140
Ay ARAAT 22 S SC B R
1.1.2 208 %%

FE G RS 5Gd-1gA L AEE DI K. A
KU, IgANZEEAE L PIR TE R GL s 45 i % ) 3
PR 2 INE, HEIgANE L EIFGd-IgA1 B4H
HE ARSI B AR T B2 A, TTIgAN 42k K]
H R HK 53 T (genome-wide association study,
GWAS BRI Z A5 i e b 2 bf e s Btk
AR IRE A g 9 R 5% e DRI S8 S e [R] AT 1 B H
Gd-IgA 174 5 R Gl 2 T e R Y. A oG
W ELZH 233 Dy S5 A DRk T 4 230 Jigg T AH o0 ik 40
Z(gut associated lymphoid tissue, GALT). SN[

Gd-IgA 1) X B SA7 5, KanoSPETLH &M T
T 7 3 R IgANIAAY /DB, S i RECAT 51 /) B
BIRGINE, A REIgAVIR, iz M
(/N R AR R AETgAN, 3 B S AR ek B 4L 23T fig
JE /N BRIgAN = 28 i i AL T g A 1) 2 2295 S A0
o B 22 AP JE 2 R IA BN M VS AL K 7 (the
B cell activating factor, BAFF)/NR(FIRIH 5
Tg AN AL 9 B 22 R A0 ) £E T o T8 1 A2 0 e 2% 1
T, HATEAEG-TgA LS 10 R A A
Z AL R B e 22 J A 5%, XA R HLIX
BITIGANAEAE ZE J e . A H A, ki)
ARAETgAN & A 7R H B IR RT3 (H 72 RK
M, REARTIBR ARG T MR IEARE, MHRiEE
WD RN, G W TE R 9059 2 E T
Ji 975 T . 2 PR AR T AN RV 120 g i e 928 T 38k
T30 T T4 AR e R Ak o s A B i T O
ZEN BN, IR IE S EEBAN R L AL A K A
TBIE 55 T8 IR IgA 1283 41 i (O L, Ai st
25 f 2 R Js T M L [ i T AR ERL G Y I B, kb
Gd-IgA1724, 7 IgANY,

V38 ik AR PR 1 O T g e S ELGALT = A
[gATH R 2 — . BT LR TIgAN 3 5 1EwW A1
I EE, R ILIgAN HE [ 18 T 1 Y XUBUFT
WERAERKTFHFE. AEHENKESE
s PR E B IR 2 mlOH A OOBAT A 11 2 2E 1R
AEFRIGAN/INER, AT B /N ER N Tg AT BRI R
RSO ot 28 {8 R A 25 vk 5O o R A
AT BEAE VAT IGAN I 725
1.1.3 % smpa

GWASHF LRI, A (nB4iig. T4/
A4 B 25 VR R Tg AN 85 78 S50 4 i B A 51 28
YER, Toll#f:3Z 44 (Toll-like receptor, TLR)Z: 5%t
AU VT 5 B S R % IR . TLRAIECAT A2 A
BAFF[{1 43, 755 BANM R IE M3 4 i % k.,
TLRIT &30S FIBAFF I & 434 7] B2 175 5 Gd-1gALl
(=AU, 85 SR (a proliferation inducing
ligand, APRIL) {5 SB[ KA F5AF . BIEAC
R, TgANBEZIMEAPRILAKFIha&, B
APRIL I AT {245 3% 41 a7 A= B £ (1 Gd-TgA 1,
gb4h, TLROM S A @ APRILFI A £ -6i%
%, FHGd-IgA1 1 &= A, k2 4
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HW, EWEAIR R IgAN T — Rl E b & .
o ) — T R B, B /R AL 68 (cluster
of differentiation 68", CD68")FICD206" EI&4H i 7E
TgANHIZEIE I, HIR I 55 5 AT T Ig AN 3 %
FREIHIEIT I R R
1.1.4 %2 A BAMRZR A

TEIgANH , TICHITE RLAE 51 5 B /N ER 980 o R
FEEBEMEH . IgANK A E S AR FHIgGH
IC, MiAMYRGA-IgA1®Y. 78 H Rl 2 #52 (IgAN
RIHLHIF, IgGHON AR IR Gd-IgA LB
HE& ik, HAWRK, Gd-IgAl-IgMMfELE T
[gANEEICH, Ff HIXEICHF SR rIFMA
C3MAMACAd 2, phAl, 1CH H% 5 H B A%
7. BERBREZNIMERS, FME R G RE
SHRA TR S WCSb-9RITE I 51 & B /N ER
i, AHMGAN T RETCHE 2 M58 DX 30 MA@ 428 1 oL
E[H]O
1.2 RHEER

JEPE 15 955 (membranous  nephropathy, MN)# i
AR T IgAN IR K PECGN . IRk, MNYTE
o B R IR B, R IX CON
MN [ £ F M 2009—20134E115.98% ETH=
2014—20184E30.81%, JLF&# 7 &>, MN
A, 2980% M A I JE [R5 & 11 J5 R P FEE 1 ' o
(primary membranous nephropathy, PMN), A
FophgR s 5 B0 gk R PEIEYE B . R JE 508 F
95 20 B TE AR DA K B - B AR IC T Jl,  0E #h
T R G5 MNF E EEUHE LAY
1.2.1 AR Z i

9% Z2 8 VR A AR B S5 AR AR = MIN R s B
(R BEL ., U T4, PMN#EHTR K & LS
TR R . A IR R B — N R R A
FE MRy RPL, SR, 7E IR _E R M
T A ¥ A2 52 /& (M-type phospholipase A2 receptor,
PLA2R)FFRE TPMNI R ZWT . WS, VA7 HIH 8
B0, PLA2R CL A2 ¥ 3 A AT O PMIN 3 B2 HE 477 5L,
HE T2 g, 7£70%~80%KIPMN & ] K
M BPLA2R AR 18 i /MR S BB 17 A
(thrombospondin type 1 domain-containing 7A,
THSD7A) =& 4k PLA2RJE K ILH J3 — A E 2 (1) 2 48
R EE SR, AE2%~3% I PMN H 244 Py w46 i 51

THSD7AMIPUAR, rapsk, @it B adnE.
G988 T S5 BRI 1S 43 BT IR0 B 5 VR SUR B 4
RREKKETHEAL £5K3B. EEEiEA
7. MLMME Y T 2R EAR. JRR
B 1 S R A K R TGS 2 A HTEMN
iﬁﬁﬁ[u,zo-mo

H S P 208 B 2 R G R BT AR IHLE] A
TATEE, AR R gD A R AR
A BT R 236 5y T I K 45 A SR A P A A i I AR 4L
AR, H i CARE T 2 AN MNAE I R 3 ]
PSS 50 RGFRIEE, WA AHyR
DQAI(rs9272729. rs2187668%). A [ 40 M J&
DRBI(DRBI1*1501. DRBI*0301%)FPLA2RI
(rs4664308+ rs17830558%%), & M HE R A7 4 H)
AN, BTG R R R A R R AR MIN () 26 T
3, BRI, DRBI*1501%H5 (Fks S B2 13F1 T4
AT, LLKDRBI*030149miL IR IRT1, AT
PLA2REAL [ 23, Mifisgsapiik =404, it
Ah, KR TRk EEPM2. 511 AT ERMIN T XU
o, PUONPLA2RIEAF(E TVl EMEA A . <E
RN, EPLARE R TR, 5%
PM2.5 % 35 85 52 ma 5 80l BT P L A2 R B 44 11
FEAE,

PR AL R BTN B4R E X3k, 7EdT
JE S R R A S BEVE I . PLA2RK R AL X 45 5 4]
BN TR R & 4 X 3 (cysteine-rich, CysR). C
TP F A X 451 (C-type lectin domains 1, CTLD1)
MCTLD7, RAIERALA R EMNM™EREEMKL, R
WZFRALCTLDIMCTLD7 L iR 51 CysR i) i # & H R
B TR, P O 2 AR S RGE Y. Zhang
2B 9 i 58 T PLA2R E 104 JIKBX(CysR 1.
CysR10. CysR12. CTLD3-9. CTLD3-10.
CTLD3-11. CTLD5-2-1. CTLD7-1. CTLD7-2
Jo 120 27 4 7 2 B 11 X 380) A MIN ) T 40 i 471 i
B, IR N B 200 1 G 9% 38 AL R A ML . R
R VG YT PR it T B KA
122 #EZAHMBAMEKR L

MNZ& —MICE s, KWHLEIG TR ks
Y PR S G  PUE-BURICTE S /N IR
J(glomerular basement membrane, GBM)IFUTF &
JE B RS AN ERB G Ok . BESS, BOSAME R
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gt B EEYICSh-91m N LR, SFEL
M A R TR, BRCSb-9Z 4b, it
HUEE R C3aMICSalpi & 40 Mo b i xs B 32 4 2 &
SRR AT AT R AEAL ], BHMTC3afNCoas2 A& ] .
ERR ARG WA R = KRR (& iR
7y BRIER. BHEERIER) T RMKIEEIEMN
BRI R AR E A 4+ . BT MNEI$T
&3 E R IgGAW K (HAMECI g & e 1R i%), H
HAERT TR B CLQR D EMN I, R4 gk
FEAEMNEURE LI H VR s, (BB 4 i &
BIMNAClq2 T, BEHIMN AR C1qUTAR
BB, SeifertZE0 A T 45 F 1 MNH £ 3L
BABEAMA RGHLE TR . {HHaddad 2O
T8 AN [ B S A 2K PTPLA2R 1 -1gGA T FE R /b B
G EER, NEERBEBOSIME RFRME
TR
2 BHEINKE X B REE

PR RN R R N RCGONRIw AL A& ih
JTONERNEE TR HAl, EN4MEHPCGNE)
VIR R LG 5 R A B S M) B R (Ig AN ddY 7
By gddY/NER) IR B RIAY (N RPLA2R % Jk
BRI B ) DA Rl et 21U 245 ) s A4 i 3 1 sh ) A 1Y
(Heymenn'§ B4 . BHES T 4040 Lid 1 85 A B
AL PUR AR BT R -1 R R A SE
[gANBAL, HIGBM'E RAEALISE) . & H R k&Y
)1 5 TR R e i TR 3 ) B Y 5 9 9 R AL o) 2
L, H G A RSAS i BR o S FLAE VS L, T AR 24
Yy SLPUAR 5 5 1) 2 ) A AR B e L B AL N SR
CGNJRH R I, HIEB A, #WEFERTZ
2.
2.1 Heymenn'F #iEHEY

Heymenn'¥ % (heymann nephritis, HN)f R 2
A& Z FIMNBSI IR, ZisH T KEA, @
bR B /N RIDIR % S KRR, A2 7 A BURIDIR 2
bk, SFEE/DERANICHTIIA, FFBUEHME RS
SIS K. KENERPIRZ SZ M, %k
S P TL37 P 5 380K BRUAA AR N 4 3 B Heymenn B
# (passive heymann nephritis, PHN), ¥'&/NE il
RG BH #2505 KEBRFR N T3 A Heymenn'§ %8 (active
heymann nephritis, AHN). AHN5 AJEMN &L

il AL, HIE R K, A S E: MPHN
WRaE, EREME, MR,

JUBEHNRL R 5 A\ SEMNJF B2 50 8 B — 3,
WFEGBMIY R, B /NERIgGAIC3 ) s iR . K
(AR A ORE e E I O R v H g = R i RE
%, (HHNSBFEMNA AR Z L. B, HNEAA
REHE B RN SEPMIN ) R LA, RN HN AR
ZINGE R % 32 A SR TR AR RS2 AR A DG B
H, MAXMNEEZPEH)EZPLA2RM
THSD7A, HN5 AEKRR#EHREIEA—8; K
U, MNHRICEESTAEGBM E N, X2 R
FEPLA2RFITHSD7ATE N 1K 2 ZUMNELHT J5 A2 i
JEYIM A A, TITHNAR Y o, B R SR 5 T
BN, MOEREICE:E BT B /N A,
DRI, HNAS fE 56 A BN ZEMIN AR A2 240 i 453 453 11
B
2.2 AEFH4LEFEEREXRER

FH BS540 4 3% [ 2 F (cationic bovine serum
albumin, cBSA)BIYIEIR KN AR B
N ZEMNAMA 28 45 38500 AL 20 B 453405 25 385005 4 o
& H R T2 AR 2 — o A A SR ML) 2
WP T HcBSA S GBMMH B FAr S 4 &, T
IC, WiEtMARS, S1E/ NS . cBSAZIY)
FEA 5 N EMNRE R I BE A AL, WA AR B
JFARH 75 . GBMIEE . B /NERIgGRIC3 I Fe )%
DU, WRERIAANEMNF, B cBSA
R FMNREEGT R 2 — W, s P e 1
I8 2 AE FH e BS AL 3k IR 71 i) FLAG AT Tl
B, BfE RS 4~6 R H R IKFE S cBSA
8~50 mg/kgh TS, KA/ RARE Y, (3
/NERHICRFIBALB/ e/ R 5 R AN 1)
MN St 555 FURRAIE . cBSAZhHIRE R Bl 25 2 7 K
WIEF IS, S ahihiek. 54k, cBSAM
FRET AR AR, R B I3 A I MINGE IR ¢
BASBEATRE, FIES KRR A S O
RECFEAET:, SRR R R —.

2.3 E/INKERERE X ShEE

HLGBM ' & ) 5 PHNE I 77 12540, 76K
BRI R Z, A K R I GBME YR
Fhzh¥, S )E IS BES AR RAAEN . GBM
) 5 L A IV R SR o3 8 A A B SR 2 F i1, b
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AL AR S e K R, R A R R
Bty RN 2 BLE /N B0ET H AR BON REAE FR) T
GBME 4%, HEREZRELAE IR S L5
NEHIGBME % = B — 8. 2B B f 2 3815
G I3 R BAHAG L IV 2R e T o3 4 1) AR i 5 45 4
BB 5T, LA CSTBL/6%5 HAl /N iR GBM
PO —E WA, FEBEUEMEAE, B
M S s Y
2.4 FiRGBRAPEHLIR-1E X KRR

P i 4t B 40 )52 - 1 (thymus cell antigen-1, Thy-
D) R BB 2 )02 AR SR AR 1 B /N BR Y R
R AL, i R KRS i Thy- 1904k, e
PR AR BB /N ER R P R 1 Thy- 190, 22X
RN . RIS A . ARG 2. &
RE G SN B R SR B E . B R R
Thy- 10 7E RIE MR, H 320 A )
Y i I S = O R VTR NP = A =
Y 2 58 F T ) SR AR 0 R 2T K
25 RMEAFSEIGANER

FEME O S IEIgANBIA R H AT E )z A
MBI TgANZ AL, @it DR s 2 & A
(cationic bovine serum albumin, BSA)i# S ai¥1A N
AT EIgAYUIE R EIgAN. N T HEFAE NE
TgANPJRERFAE, W FIBSABCA HALZ M fEH,
LN %] BK 14 I 55 25 B(staphylococcal enterotoxin B,
SEB). /g% #i(lipopolysaccharides, LPS). P& 1t
W(CCl,)%% . SEB. LPS M CCI,IKI1E 23K BT i
MR B &R 48, FRARIA N IgAIEFR . HSEBE M
BOK, SR s Bk Hvt, HArfe
Vs TILPS e CCLAHAISEBRFREVEAG . A% Sk
HASIET R, AR, [k, SRR
HEEFIgANER A 7722 “BSA+CCly
+LPS” BXEH %, BB 25 N SKIgAN
PR IARAL . REBLIF B g AN 4 A8 A4 1 5 22
R KBRS R R e T EE
PEog, HEEREER. EEANEANR %

3 @M NKE KAWIETT

CGNI I PR YA 7 LA 280 40 i o 2 &
gi. RYERETNRENEAMKE, RN EHE

B 2 - I 55 7K 21 -9 [ B 52 4t (renin-angiotensin-
aldosterone system, RAAS)HIH| 7l A 552 #1171
. HEEE CONA R Z B Th, #Em ek, 2L
FAVELT 1 e VE 25 WE I IR B 1 75 KB T 22 T
A58 FH 457 S P A1 o) 00 A e REL BT S B A B L R e MR
R TAM AR BT EA, WCD20. BAFF/
APRIL. fMAH S, BT ACONH & 25 )i
RIPEETT ).
3.1 Z#EETT

Fr A CGNRIIE YT #8 fa ol FR i i e . R F R
GRS R . B T HH RS 4N
FE E BV AN, A FHRAASHIH 772 PRI &
IR A= DT RS TRk I = | | I NG |
(angiotensin receptor blocker, ARB)FIILE 5K %
¥ [ 0 5 (angiotensin-converting enzyme
inhibitor, ACED)JEZ R4 HHIIMEZY), e
Db, DURE R S5, B 5K, ACEIFIARBIEX
A F 25 72 PR AR 1 R AL s 1Y) e B 07 i, {HER
Mhgs T ACELRZ (R Ig AN & 35 15 Ty e 10 d £ vk
FEOO HAT, RAASHIE] TR 2 4 1 AR X 5 8 22
CGNIGPRE 2540, A FH R m 2 5 g DUIA
B AR YR IT RUR
3.2 RANGIFIETT

G S8 F ) 79 32 B HERE B P . BT I
Y R e 2 g R T A o) )R B T R TR 4%, 3 A )
CGNI P R G REIRITIER,, HXEHYHEA
RN Z, FEARECK I SR ER e A
3.2.1 BERRSE

W 57 5 % (glucocorticoids, GC)IRZ5WUnik
Jerd s Wonleds, RAGREKTTRIEN . 5mak
) G e Ve o I RO Az 1 AT R P AR
R o8 E B G 5 05 RN N 1 8 R 5 YR 9T 1)
HABN, REGCHECGNITRIATT R E T H KA
o AH R AERE . PRI B 0T B0 AL i AR G
HEARKPL AR, SEFEBRITHEL, 6~9
AN H 8GR B GC AT 3K IR Tg AN SR A 10 ' 3 38 JX
B e A B s i
3.2.2 IFAEEBLRE

R 9t % (cyclophosphamide, CYC)J&—Ffkt
7, SRR A TR v, CYCHGCA M
WK 45 24 0 205 A 3K D TS 2 2R I T
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HITCONRIH FETT T R0 (HOYCHEE G, T
i BUESEARKRRN, Fit, CYCHI&ARFUEH
FITRA NGRS 25 g, HLAL 96 FE R BR 7 1 v
S B SOARMLEL, #iESCYC
HRLZEAR, BB EMAARRR, HkZ
i FN o] [i77 SE L AT
3.2.3 45 AP L2 A% BR B4 ) 5

P PR e 2 T G Al ) ) 791 (o A 2R ANt B 5] )
A o 0 o) T4 B A RS A2 AN R VLB B A A
B Rk /> B BRI T VAT CGNIL, B AR AT 1
FREEM GRS, MESHESAR RN,
H5CYCH b 2 et m, RimiFdE
PR SRR, JUH R AE MRk B % 2%
fRMEL N o DR, HEREECGN AR R R XU 1)
B oL AE R, B R % R BTS2 ) B A
);H[3,27]0
3.2.4 BB Bg

B T 3 T — 411 1) B 440 L 0 T 40 e 84 5 174 7
AW 2P0 S5CYCHKAL, 55 1 BR R 136 I [F]
FE BRI 7 i KURS 835, (H SR 25 I B2 R XU
B, ERITMNEEE R4, MRMBECYCHHAA
SR, HEREHE K. JIGBME £ &5 & E
F# R 3,
3.3 $B[EATT
3.3.1 AR FE /B IRE LRI

TECKDH P 7 25 - LIl b J0s 14 B2 22 32 4k 5 8
B AT RERERT . EANE . REM
YRR, BRI P R R VRYT CKDIM
%2 —, (HIECGNH R I KR IT SR H R A B
FUN A A TR ) N A AR I kR
SZ AR BT BOUCHE SRS AR . — T A I R K
(NCT03762850) 7%, wlMAHIGIT36/H J5, HHEL
#2824 h R 8 1 /JJLEF L (urine  protein/creatinine
ratio, UPCR)F#MIK 749.8%, 1fi )& WLy I B T
15.1%, fEVRIT1I0/AN, w4302 FJUPCREL)E
DUYbIHAARA0%, HAE ™ EAR R & BP,
Ab, TEVRTT R BV B N EREE AL R, mA AR
R IR R BRI R . — T I R K 5
(NCTO03493685) & 7~, mIWAAIHAEVRTT Jmy k7 Betk
B /NERREAL B R, R RGEAR 1 5 N42.0%,
i J& DLV A H26.0%57 . M 12 5 ARB, HE T

PN B 2 I A8 5 9K 3R 52 A 1R U U4 o) 7R A V6 9T
CGNHBA 4T (116 R 34
3.3.2 ZBRE Rz 04 7

GALT 2 & HEIg A EZRIE, MiESE ke
S GALTH) F ZHUFE A 26 A7 i, 2 F R
B A SRR SR IR, 17 280 M55 B 440 e o Bt R 7 A
Gd-1gAl, R 7B S A RS R e R L] L
BHITGd-TgA 17 A= 4 T VA 97 5 3 e TRt R A2
SRR AR L T TIRITIgANI 254, A vk
BT B0 A i, BE 17 il 45 A Wk L 45 R PR )T
EA . — UG RS0 45 SRR B, 5 22 BRI AR
tb, TWREEVEIT G, IgANBE M UPCRIFIL T
40.9%, RS E/ILEF LK 7 46.3%, T IGEE
IR T 50%M . BT, I S
24 i W B HRL R 3R B T TR T IgAN
3.3.3 CD204p 4] 5

CD20s2 B4 L 1 1 FE b &0+, 0T
KLI95% MBI MR TH , 25 B4H M 1) R 24 AN 53
16, E1EF I Pro-B4H i 5 2% BE40 i o 5 A 47
FE o 2 E BT G R FH B0 5E () B2 0 S 22 4170 1
A, RS GBI CD20, I8 S s
A T 10 B A R M A R 1) i 7 4 1
SR BN AR T80, Rz IR VR T
CGNH BT T 2 IR, K827 NS
BRI T EARKE M Eg R, HTHREL
G R R A e 4, B 2N AR CONIR— 25
TRITIERE, RO R TE B RSB AL R R R R
Ko s (ERHON B IKE 245, AT REAF e MUk
SRS [ R 00O 7 RS B, B CD20K)
B BERpwEYUR, 2R
B Rt Bk BLPT S5 AE VR T CGN 3R i & 4% B
ﬂzﬁﬁ [58,59,62] .
3.3.4 BAFF/APRIL#7%| 7|

BAFF ABAH VAR 1, 0 75 5 BAH A Bl 24 A1
434k, APRILAZ ¥ 5| 5BAFF & £ 5 A K40 i X
T, BT R B A M Ak R S A i A R A
J B 45 R R T RELCYT . R Ath 7 I 2 BE M BAFF AN
APRIL [P XU s 4 77, — WA I IgANY 1T i1
RAREE(NCT0429178 1) Bon, S2cEAAHLL, 2

VR ] RRSL B MIETgA . 1gGRIIgMIK T
DL R EE FRKF, B2 fE KRG EA R Kk
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RO AN, FIRIERR, GCHEA AT Ih T
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