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Abstract

* Non-infectious uveitis, an autoimmune disease that can
cause severe visual impairment, can be difficult to treat.
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According to the prevailing hypothesis, the immune -
mediated imbalance that contributes to non - infectious
uveitis is primarily driven by CD4' T cells. However, recent
research has shown that B cells also play a significant role
in this process, participating in various ways such as
antibody production, antigen presentation, and cytokine
secretion in both human uveitis and experimental
autoimmune uveitis models. Therapies targeting B cells
have been used extensively in various autoimmune
diseases. Rituximab, a B - cell inhibitor, is effective in
treating noninfectious uveitis that is unresponsive to
conventional corticosteroid and immunosuppressive
therapy. This paper provides an overview of the
involvement of B cells in non-infectious uveitis and their
potential use in cellular therapies, aiming to further
investigate the mechanisms and develop more effective
strategies for prevention and treatment.
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T2 P A 2 — i BB ST R IR Ak 45 R % L ]
HAM ST, R T BN FEEE RN Z—, RRE S
AT 43 Ay Jak e P 4G B R R AR JEE G Pk A A B R (non -
infectious uveitis, NIU) , J5#& A 4 —ER 8 N & B &
GapE P S R A 0 . HAT R A NIU &
CDA"T 20 M ERE , JUH 2 AW M Th 4 A1 Th17 4085
PETHE T 40 ( Treg) 22 [81 (4 Ho A9 2 4 S 3009200 4% T 4
RO S 5 A A 3R TR R SR A A P A i A e i e
VAT L8 A T A SN . SR, B A MR Ry 3k 17 1 B
EN B OSSEZ—  BA 2R K= ke,
WA IR AN N 7 PR e 5D R, 1
NIU H 92 5K Bor XA waie . T4Ek B 41
FEMRIT 15 (B—cell depletion therapy, BCDT) 7£ H B S5 1k
PRSI IA IT T £ 32 TN L B4 A A i 0 A 22 H BBt
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fifi SRR A &Y B2, B A T 44k R K A
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1.2 B4HRaThEE B 405 T 4031 2 538 Pk e % i
o HA SR e I RED A dh . (1) PR AR PR WA 2
FNHM AT RS , B 2 MR 24k 2 20 i R e A2 20 i,
M= A B 5 AR YT R SS & 5 R S KON (2) 4 WA 4T
ML IR . B 20 L RT L2 WA 45 Al T A M A R R IR BRI 7
THEREE, 1) 45 Fh G s 20 JLAL 3605 5, 18 SR 2% 1 4 928 1A
TR (3) PURIRE .8 BCR, B 40 n] 1550 I 5 H AN
PR, 253 MHC 1143 FAb BG4 245 T 400 ; (4) PRk
B

1.3 AT B ZHRE B 40 M 0T LLAH 5 40 Mo DX 2R 55 1 )
RN DD REMEAE , Horb i85 4 B 4H i ( Breg) 52500 P
B 4R RSB A, 3240 1L-10,1L-35 TGF-B Z41)
RNTF A7 B T YR e iid 52 g o

2 B#ifa5 EAU &R

2.1 EAU & HT R AMBG H B Gtk 4 E R
) 248 FELRR A B T A17T 3 T ] S 50 sl A A Ok o R
I R R AR, S50 Pk B B fe s P 1 4 5 48 (experimental
autoimmune uveitis, EAU) MR RRSS 5 HahW ik 591
JREE R EA Z R LB AT PP (S-Ag) Otk
Zan AR A REGE A (IRBP) M4 KB & H
SRR TR R EAUMY | 507 ik B B S A
iR AkPE G RE A A G HE /DN B P R BB R
Th17 400, 8] % EAU,

22BH#MES 5 EAU R HET, KZ 5 EAU £ HL
HIWFFE IS8 T 4 e I, 7= A4 IFN—y /9 Th1 20 i F17=4:
IL-17 ) Th17 4 e S BURAE F , 100 Treg 4t A U A Bl
FEIREMR " BIR B AN A R T S SRR
KAEFIANGD T 40 A B B, 8RR 1 22 TR H5 3 B, B 40 ifd
FEAUAUE—A 2 M, B AE NIU sh 3 5 20 A (0,
AL R R, B A AN 2R AN g 78 EAU A7 (LR
ELAE Rz o 4 T S X T fiE 5 - R R R A
ZORWIMEIR A G, AR FEGAE R R MR DG R A0
F: A O R ( juvenile idiopathic arthritis — associated
uveitis, JIAU) B LAY AN AL, Breg 2 i o 451 B S 54K
XA RE A W g 7 T AR B VAR R AR ML s
PRI S IR | T DM 5 28 G 28 A i B 4 L I 5, O
AJe A — A2 oE, (ULSRTE T 40 AE NIU Hh &
FEE RS R RAFEVFZ2TmIE . A5 & B, IFN—y it
Ra /DN BR8P R 1) EAUMY S 55— T, I 4 B
P, — M IL-17A FEHUR, IF R s 22 B0 B 2 s 4f
B R, FRATA BRI NIU LI 58 P A7 AR
B ZS B e RE DI RE TR R 1Y B 4 g Ah, BE Ak, HR RS 2 R
I B9 SE A A 25 20 URITHI 20 2 A U5 T ) — AR B 4 e, DAL
AT ER PR RGE H B i A A B S R
A 1) K 99 ML AF 7 BL38 5, 7E 22 & 84K ( multiple
sclerosis, MS) BE RN, B 4 vl il i Z FhikiE S5 MS
R AT | R AR G RE T 52 5% 1G98 ] AR ph 22 R G
% S FEUAE S 5P0R R DL AR R
AR 743 W e i 250150 B i i AE MS K H 5l s
VR =t g LR Sk AT 44 000 ) 2 B ¢ s ML ) —
NS 05, T SCHXT A FH OGS A T IH 94 5 B AR

2.2.1 FEEHE B MW Sk 7 A B i IR A i, i
55 ¥ A0 B SR 285 B T B S8 52 6 R AR i, e
FMACH RS 20 B ( CDC) | BT A o 200 7 e A
( ADCP ) S{HLARMIGPE 40 M 7514 (ADCC) 4 i 3 4
JiL L 51 2 B s MG — s e R # T RE K 4n i eT DL i s
EAU™ . 40 T 4004 13 Lo B0k i) T 40 2 7% T 4%
S5l %k EAU, It H S FRREE I i 1 | iX 28 YT IE 5w
B W TR TR R A, M LS i AR R R A
AR, KL B 40 A G 30 5 i A2 5 A % #5519 B0
VER . AR 076 6 A W I AR N 5038 400 14 3 25 A8 1
R B MBS EAU iS5 28 d J5 A4 W] B '™ W&
IR B 200 3G AT RE 55 00 5 2 B 1R] B4 S K
THRIMER X, AR, 7E FAUBSRE 7d 4 TB 4
JRFEIE 7 AT LA A5 3] 58 4 R [ i 25 21, 6 B 240 B 4N i 2
BIRER, b5 A 5728 A BORE R, X ik — 2 3l
B 40 7E NIU ALl v iy 52 2k .

222 HMIFERE B YA nI/E AP R AR S AR T 40
L %) B T ) 42 A 4R T . RTX JHAE CD20°B 4 fifg , 2
ANEFETWHAR A IR AN, BF 5T R, 76 528 NIU (B3
H O RTX BUSARES 78857 X R B 40 i 7 7 45
R EOR IR PR IERR T PR Z S H A T fE
HATET B 4 AE NIU rp anfa] HAA 5 2 #5198 35 8] 32 )
RERIWE SR AT SRR I o LA /D 5 %) SCHR S 7 ) 28 JiE 58 vh
BN S T AMRIEE R . B 4055 1 4 %6 5 MHC 431
AR EFEPUREEMER . 78 EAE B-MHC 11 /MR, B
B S P B R, R00 T 20 B sl B ok S g 2 ik
EVD A T T I i AR 2 B R Y
Ak, B = STAT3 1) B 4 8 o 2 2F B0t Th17 4i iy 3
FHM ] Breg  Treg 4 Jifd 434 1M fin 5 4 4 s 2 2

2.2.3 iR EF RN B AHAE T AR AR R A R,
W 1L-6 IFN—y Fl GM—CSF; 8451 B 40 7= A= 0 R R,
W 1L-10 1L-35 F1 TCF-B, fdfs e & . A &%
NPE B 4 i B AR R A R TL-6 23 ind se ik A
B G REVEINE BE AR & JB Y 28 M, 7E BEFR EAU
ANERAY TL-6 FEPRS , JEHR 8 58 1 s o7 W 8 o e > B B
PRI TESHT TL-6 HUiR B AT d EAU SR [l
HWF 5 3% W4 76 58 2 R B PR RN A1 JR] i v 1 TL—6 36
BT IL—-6 Al Treg/Th17 A2 | if
nE SR AT B T A (T follicular helper, Tth) 2 Jitd 4
AR5 B AU HRE T 40 S AN B SR A A K
G300 TL—6 , FE g 58 PR B | IR o piE I I, de 2842
BRI A K A H A A B AR R AN R, HE A TFN -y
Il GM—CSF 45 8 LAY VE A, 55— J5 1, Breg 411 i
L4306 135 IL—10 33X A% A0 58 20 it 55, 9 ik 20 P
Th1/Th17 &% {2t Treg 4L FI Breg 4N B B 318 |
T X 20 M 48 T 2 v MK M 28 ZR G B e R R B A
FHU . CD83'B 40 it i ad 43 s T i M CD83 7E EAU W &
FEPRVERY . X RTRAT, M T2 M AE B 4000,
BEPEW AR B AR I IRIAF (R B 8T B A vl RE R A
BUIRIT TR

224 BB MNMKBEN AL E L4 (ectopic
lymphoid structure, ELS) Z7EIEHk A2 b & 947 21 41
P B S8 A0 L SR SRR A W S B0 W R D e
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ANZE NIU WRh il 2 2%, HRTC it 60 F, Jf Hid
FEFFSEIGAN . EAU A58 55 8 S 550 v i) S B A7 A6 22 8
B o] —Fh 2l Py B R R 8 5 48 b AR R A28 NIU 45 &
(1) FZIATRY T i 2 B — 1 2 1, i NS SR BAT 24
PERIARIIME . (2) IAFAE 25 3 T IR0 A ) A 1 | 41 4L B
A TR 22 5, Bl a0, N2 A0 bk 2% 4 B s Jm |
IF EPKZS RS I 3 it 5, WO 5 A B e T A E AH G
BRI (3) NI 1 K o W R IE & - B B
JMERL SRR I, EAU B A R BR A B R A 257
R 98 HAT B Ry B 4 W N TE R AL, i B AR 2= 5
R EE AR,
3.1 BAMIS 5 A2 NIU BEHE  NIU f35 il k48 st
JE BRI AR B 4R AN (B0 S AN R mAA R ZH LA
T 4N £ (ARG AT 45 £ 5 IRFRLs 4l
SUPRATE B TEBMR AR IR, A 12 M 2 KA
TR (A FRATE IERY S | B 40 M7= 0 2 75 Bl 2 12
PR IELE TG I, 2 J5 WGk 2 1) B 4w Xk
HE RAHE ISR PG IR Fa g2 4 Ak 1) 45 SR AR SR 1 2
FEAS[RI B BEA S 4k e M PO | X ARME SR S, AP It
B 40 i S e 0 (U R A U, 3R I 4
B 40 s /L, 5 AL AL AZ B 41 S A K S B 3 it X
KRBT B A RERY AL Ak, A HAB A 5T 4 E S8 A I
B 41 ity i FRAK, 2 CD27 2 12 B 40 UK F [
IR R 22 T RE AR B A B 40 1) 48 AE R A A%
SRS S AR ITBORA K ILAh, 5 B 4 A S A
SEAYUED T 4l B AN BE % A e AE ) NTU B3 i 35
IR Ho 5 W2 P 7R R MR AR IR -, 4 TNF-a \ IL-6 2
B 4 A1 54 K T (£ 45 BAFF ,APRIL BCMA . BlyS) iy 7K -
B0 i e G R BR AR 1 B 41 SURE S PR B R B AR T
FEREAN, JIAU #5 0TI B 40 AR DG 2K 1 MZB1 g™
FENR PR, A48 D /K R 8 AR b, R 5] B 4t A G
R R S AR R R 3 R R e 40 A HR
Joa TP B PR 2 T BRI, s 4 2 A BE DR R, 4 26
JAMR LAY RNA % S 20500008 0 o — R 509 1 B 21 fifd
TG S AT AR A 6 0 R S 1 22 SR L I R B0 BCR 5 5
FEFASER T LI B 41 AR S 15 5 B w420 1k
A BT R P B I 5 4 R (scRNA —seq ) FiE =X 24 Jifd
HAR M H EAU FR AR FF - /N0 - J5 H 28 G AF ( Vogt -
Koyanagi—Harada Syndrome, VKH) f83% B 4 }i{d YV #¥ 50 & 43
T R =P P E R AR & B AR AR B AN T fE S
SEA R R BRI ER, USSR ERT B 4R
BB IRCTE TE NIU A AL Hh 0 mT BEAEH
32 BHMEANZE NIU FEEZEHEEMRE BRI,
B 40 i A R 25 A% b R HE D) RE A IR A v R B AR AT T
DN LA % E . (1) iU K iR, S E
GaRETT 32 9 VA, i — MR B 5 e A 2R, A1 R S50, B 41 i i B
HRIAE R AEFBAL , AN 3B SR vy S5 M p LA o i A 5
GIEIT , AAZEAE B PURTE AR 1 JIAU R
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ST S VA R A IR e A R AR T (2) B 4RI
A FE MR RS T 40 B, 30 Ho A S i i i
gl (R TR A R i = B ST IESE . RTX 7EJL
T o) 2 JB A () L ) B FHUE B T B 4B % (eI 424 . (3)
IEAN SOk, R 0 1L-6 F1 IFN—y AT B 4
JiL 430, S L 2 1 R 5 B I T, X W B i vT LA
WA R AR, (4) DR EIR A
PAEA ELS F#4E, IR A 5 B 4 D) e AH G 1) S i
FEDR A R HR S A 1 G 28 400 IR, 2 41 4 A
SRFNERAR T LA 2N e B A 58 W AL, AT i 5 i 7 i 48 oh
[ B 4 G 28 I8 55 97 VR A I AR RE DG | I 52 ) ] 2 S AR
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4 B MAEFEIEITEFE NIU B9 Rz A

FEDTEE I NIU R 97 — LR T e o2 [ B 25 9
SR, PR A, JE R R WSO i, &S 8 e
B R AYAS KL, R R T w8 L 7 O IR A B
NIU PR B s el B F B Gl N [ B sk 4 24
Yres RIAE T, w2 IR 4 24050405, f KRR B L DR 4P AL D fig
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