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Abstract

Glaucoma is a neurodegenerative disease characterized by progressive vision loss, which is pri-
marily caused by retinal ganglion cells dysfunction and death. The pathogenesis of this disease is
complicated. In recent years, glaucoma has been proposed a kind of autoimmune disease. The role
of immune-mediated neurodegeneration in glaucoma has been demonstrated, which is an im-
portant part of the pathogenesis of glaucoma. Immune cells, autoantibodies, the complement sys-
tem, proinflammatory mediators, and microglia are all involved in the pathogenesis. Therefore,
the main aim of this review was to summarize the current knowledge about changes of above fac-
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tors and their association with glaucoma, mainly focusing on the research direction of glaucoma-
tous immune regulation in recent years, as a better understanding of its pathogenesis will greatly
promote progress toward more effective methods for clinical treatment and improve the life qual-
ity of patients.
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1. 518

TG HR & A RN P30 2R B ) A LR BT, — b DAL e 2 SRR IO Ao 22 4 448 J2 T e P i AN BB TR
REAE PR K A Rt 2R JE 1 sl b ML BT RS M AT A 20 R[] iR M JE R AR RIR K
i bR v AN S SR MR TT £ 875 G R (Primary Open-Angle Glaucoma, POAG) H i F LA 25 B XU 5 &
Forb s IR R 2 E 2R R AR 1 SE R R 2R [2] B I 5 R W B AR VR 9T 5 T IR I IR JE (Intraocular
Pressure, 10P)BG7E 1E 5 HL = 14 7 O R A3, A0 iS4 22 775 41 fa (Retinal Ganglion Cells, RGCs) [#i # 1% 2k
FRLA L1 2 40 AT ARAEAE[3] e DRI, IXAEIRATTE RE 75 G IR s DR ] B0 S HAth Ry A S AL b dn e s
RS R AT BB I TP IEH s FECE IR i 2B 4T AR AL

HELFS 5 0 9 G RPN, 2 B i T 40 I JE L v BBURR ) 2 R S8 R G [4] [5] L — 490 I JEE J o
(Blood-Retinal Barrier, BRB){E N—/MJERBf [, 2 50 R R AL LG AR IS 1) B 2k, A0 s e it
B RBT Y I SRR 4 B JORE . 2490 SR ARG BRB, A I R i 5 47 T LS L 0 30 40 A% 0 S N SR
> G PERELR N . SR P A PR B B e B i R, FEOMAERE R, iS5
P L I BRATIN 52 M o SR, 2 S A B Al XU DR 2% 52 T 4 i R S IR 1o BT e R 2 VS R, A
WA RE T RETT RE 22 5240 [6] . 7 AL BAI R IS R e I , — A G2 S BEHE 7E 75 6 R A gl kA
S B I . S B4 (Autoantibodies, AAbS) 77 AL . FMAR R GEHIIEOE . N FZE I ABEOE , B
A 33 RGCs MIFET. Kk, A LR 78 S g% 2 GeAE 5 DGR AL o A 4F F, X85 B T JF R AR5 RGCs
YR IR DIRE VA TT T 5o ARLRIREES TR E GRS ML s it Fedk e, B s oy Sy
PR ARS8 AR AL P A F

2. MR BRETREEETPRIER
21 HFFREKEBARSSENMRERNHEE

HRGE RS WIS S B3 i S @ N M N, Hrh ke ek B I 2 & N M e R
FEY MR [T]. 1E 2 Fh Gz A St 2R AT M 05 A v ARG B4 B e S ek L i & 4k, EkinZ R
PERALRE . W4 AR R /R Do BR8] [9]. Sebr b, 7ET5eHR/NEUBIRIch, RERNEEH T 400RF B 400
T RN A R R e ) B 1 3 75 [ 10]

2.2. T MR BRIER

LRI FEN ORI T A0 AT LA 30 RGCs IR . Chen H 258 NIHFFUE— B ke 1 AL AlfTk
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L 10P 5| AL i 7 [ BEE T 4 RGCs (1538 B 4E7R T 10P F i S B M L ER 15 IR P AN B B o 28
—I BNV B, & 5 WELE AT 00 10P THEAH G SR B, 7EREEY BR T R B 4l R 5
ANREWR BN . S BOR RN B, IERFSEM B T 40 AT T AA 5 RGCs #5135 Al 28 iB 1k,
IXAE 1OP K E 1% Jo X M A AT SR FEE[11] . Chen H & NGB R I, EMERE S 10P T/ B AL b
AT DUR AL T 20 B, RIS 1OP 1 &2 IR # 7K1 Ja 2 Witk [11], Gramlich 58 AR I TXANILR,
AT 3 i H s BB 1OP T3 (¥ C57BL/6Y /N 5 Ragl—/—3E PRIR B3/ BRU(T 4R AN B 4i oGk, & PR
HFES T EEWIRE L0 RGCs Bk, RTEFFETHE 1OP MEAL T, T difsra N ER AR
G52 HEHR RGC #145[12]. LA EIX R H YR RGC MR - B2 ilid T 4iM s N S/, X5 Chen H £
NS 25 R — 3

2.3. T MmpnIF B¥n1EF

T YHARTE T 6 IR h 0 BOw AR RV S Bh M T 40 J 7T T 4 (Regulatory T Cells, Tregs)f1EH -
Yang X % A\7E T GHR 8 A AL A S & B IFN-c-(Th1). 1L-4 (Th2)sk IL-17A (Th17)FR#ER) T ik E 4 i
B GFRE SR, AE TR T AEE IR B4, CD4+ (8 CD8+)/CD25+/FoxP3+
Tregs FIAMZEAN & I T B FA . 1 CDA+ T Ibk B 4H A 30 H B8 5k (9 R 38 s 2,5 389 388 I A2 8 240
A5 i n[13], Ak, CDA4+ Tregs Al CDA+ T bk IS4 i [A] 4156 72 S v RE SR BLE T G HR B0 1 42
P25 R REVEAT I I AT 251 G g2 B SR~ 88 0 A6 75 S e AR S R AR T8k 4R, 7E Bell K 5 A H iR &
H 1) Tregs /K- FFtim, HEREE CDA+ CD25+ibk R ALK F+ =i[14]. Yang X 55 A5 Bell K %5 A 145
WHOAH R AT BE R AL BT ZE R, LR A T ABERE S, AT W AT eI aE T ORIR )2 2800,
AFEHEAFRT POAG [13] [14]. i POAG H A H¢5E I BERRFAE, DRI o] REI J AN [ 4 G 28 40 B SV A AN 3
TP DRI P22 S T RER I, T ORHR IS [F) 0 284 1 i 5 AN A e 8 R IR T 5, AN R — R
FWEIT JriEE T BT & OGHR R .

TET R B TR AT LUK I Th/Th2 Zif R 7Rk A P4, b 5H& 55 #HoCH Thi (1IL-2
FUIFN-p) AR A 7 2RIE8 0, SR M50 Th2 (IL-6)41 R 2RiE kD, IX ek -778 U8 15 G B p
i IR B RGCs #i4 th K45/ H[15] #RIGHRIT I —IwHse, fEHOGIRIEERENE, B 7+ CDA+ T
S B 5 A0 D JEE A S 4 L R i R L7 T - B GEHURG B 4> 1 1 (MADCAM-1) 7835 B IE .
Ab, WFRRILE LRGS0 p 7+ CDA+ T 4UH7E SV BUR [l 1E, R B 7+ CDA+ T 4l JfLx! i 1l A5
(VA 55 5 YRR I B0W M < [16]. SR, XGRS IG A b T MBI R IR D R0
BT T IR R B TR T bk g v A R AR AE

2.4. B fHRAFE B R P AT

TEF R B, X AP ) B A LB A R . Yu L S AWFFL T 5 R R 41 A b B 41
WAERIARAL, R IAE T G AR B A& bR B A TR 2 i 4T /% 200 TR i 4T e R 4 e 200 S ) B3
EWn, JFREEIER ™ B RN, BUA G2 B AR DLk S EGE Ak, S EER SR I E 2
B 4tiffi(CD27-1GD-DN Z.A¥) e f g s G n[17]. X RETF IR P AEAE B 40 S RN, I
Ah, FETFOGIR B T, WL R 40 % 3R 2 19 G (Immunoglobulin G, 19G) [ S HuA AR R EBES CD27+/1gG+
AR 3G IN[18]. SRS, A B 4. JRANMFN B 4 S 50038 =% W 5 6 IR S vp A el
FETEIRE) B 4R SRR RN, 1T B AMHE A S 3 WL 7 A PR .

JFUEBA RN T T 4 B 40 M7 75 6 AR AL o 0 S AR, (HER AT T 40H0R B 41
(IR P ) B AR LI L B, BIAELIT 70 T 40 B0 B E AN [F) 5 6 IR B B i sh 28 A8 (b AN 3
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REs WU DGR B AR A HARAR DG AL G () S BE RO B84k, LR S8R A 520 T 4 AN B 4
JERECAER , #A BT B e R e S B IR AR P AR . 2T IUA R IE, RRAEMRIK L AT B
% & A TN OCHR B M T 4 B 4R A0ARAE, TR RIS TR, XA B TR
TR BOde AT TG A T 4040 B 400 E o 2B YAR S, M5 6 IR B AP 2 R AR T S
TFRE SR E G BRI 259, 4 Tregs $E057 . Rpdh T ARG RIS B 4R 17254, XLE4mf
HRONTECHIRIGST BRI, gz s P E e e 451 1

3. BENMFETSAREZATHHER
3.1 BSERMERIPEE

KIR AAbs RILH FHA R RFIE. e &) 2 AR T, ey, S %
IRIEFE UL R PTG I8 A A S VEY B RO DI REE T [19] o Su ORI IR T LU 2R AT PEIL AR, TRk
e pR M XU PR 2R SR A 2 B AL FB[20] . %5 € AAbs FISFETRERIA I, Flan, 041 AAbs /b
I, SXLEHTIR BRI Dh R A AR AR A, EATTRIAP CRAT AR I 2%, RTBEXT RS PR 2 S I Uk A2 15 I
i, (REEMEIRATIEAR[21]. Rk, FELe AAbs IIAZ A AT AL 9 B 5 S i s (I R AR b o

3.2. BSNEREEh AADbs KERIEEL

T IR ) 6 G 2 T LR P RE S By B MR MR B B, T OGHR EEE RI H BOA  f
AR 2 B S SR BE 19784k DA RS AR IR B SR (1) T &0 s 2 PR3 N [13] o LA I 37 R s 7K HP (1) 28
R AT S 3 22 S, R SR TR LTS R 55 7K rh ks 0 380 VB0 B2 S B R BTSSR AADs [22], B T LSRR
RS 25, 1 ) 2 S R B 5 DA R R B Y B A R IA AR e 1 B 1 R AR [23] 2 A, 5 T OGHR
X BRB RIS O, 8145 HR R R 28 JR 30 S e S B DA K LIS i L IR AN PR 25 Gy i N 7K e A ARV
s&, WU R BN T O IR S LS 276 2 i R Ui K £k ERA R[] R A, &
FEHUR A 4ERYEER A . Bt 14-3-3 TE. 5 p-aniR IR E A BT & E[24]-[27] . FELEHTAR L) R AT LA
FHEOXEHUA R LR TR T DIRE R, e A A 2 1, AE RGCs R4k 77U e SR8
BUK, ATAEH Bh T e IR AR IR AT AR 0 R A (27 Xl 55 0 AF 2 (1) AR P AA it i A8 fb it — 20 R i 4
BRI 25 TR IR EALE], IF Hs B VR AAbs BT LUE N OGHR I AE bR 54

F ARSI SEEG R E TR AAbs TET JEHR MM B AT MR /e R . — T0UT 52 ) FH 1ML v & 11 i 41
53 #7(Serological Proteomic Analysis, SERPA) 71T | JEHRFEA I B R PifA i, %I POAG 15 POAG
B MIEF ) VDAC2. CALD1. PGAML [¥] AAbs /K-F-F+ i [28]. A VDAC2. CALD1 Fl PGAML1 7
YA T R AN 40 B 2R A8 E MRS T TR HEAE R, B S PUIAR T T e St 1 D M B R
AR AT RERRERS . PRI, BRI POAG BB Bt ) VDAC2. CALD1 #1 PGAM1 AAbs ix 47 BT 5.4
HOCHRAZ ORI 2E R I I I o A B 708 R I 1 HoAth 5 5 GIR I R AH SC I PAA: PLiERCEE H 1 HE4 p-l
TEHUA BT SPRY S5 #448% SOCS & 3 Hiff, IR H K5 A LA H LK) POAG B3 [HF4:
HEJE S IR [29]. 7E Sk P £ L 75 ' R (Acute Primary Angle-Closure Glaucoma, APACG) & ¥ 14 5 10P
WYAASCHIPUA: P HSP27 Hifk. Bt TTLLL2 HufaMfi NSE Hifk, XLEHifA/K-FBE 10P AR (LI &%
AA[30] W TN R 2L T B i SR/ 5 B S b5l 48 € B AR (Mass Spectrometry-Based Antibody-Mediated
Identification of Autoantigens, MS-AMIDA) LA 118 B FI T JEHR /N2 (Trabecular Meshwork, TM)4H i 5
MESPE, KO 21 FESPURS POAG M2k, HHE TM L4 G /MR IEAE K724 B
(Platelet-Derived Growth Factor Receptor Beta, PDGFRB)iE 4 7f POAG #H <t J5 il & S [31]. b4bh, ¥
IR B2 % PDGFRB i# % 8 1 TARS. C1QBP. PNMAZ2 1] AAbs /K -3 25 T [31] o 383 FRAK P J5 WA 82
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BRI, A

PR MM HEAT TR £ B 1) YR 52T A8 - SR o 1 NI 41 R 1% 2 1 P4t RGCs BAT
F1EH32].

3.3. 19G AAbs FEE YR RGCs R E{ER

IgG AAbs tH7ET IR RGCs it e /E A o 767 YGHR B I Ml A0 /K e, e S MR (1748 e A7 A
T HRPER 1gG AAbs IR i R, LLJTESEIGME B £ 4% 1% 5 6 R (Experimental  Autoimmune
Glaucoma, EAG) B2 i 19G AAbs 25 RGCs (14547 AR T, 78 [a] 81t B AR vy i e A 28 mhom] DAV SR 31 5 40
FRZ R SR AT AR A 2 4 19G AADbs [IPTRA[18] [21] [33] [34]. LhAh, 19G AIAR X fik B AE 5 GHR 3
R BT, B UGE PR TR X 458, BV EANRE X, 5 EIRE VA 5C[35]. 1IX K] 1gG AAbs
Z 5T H IR RIEHLE], FEAE RGCs 15 A T 74 v 2 4% 5 24 1

3.4. #iKFEEH (Heat-Shock Proteins, HSPs) 5 & YR 14 HZIR1TIE T RY K BE

HSPs /& LA 5 B AL AR 57 PR S0 028 SR It 2R 1 [36] . 7ERLIMIE |, HSPs Fgerefazs. dnfpyda. 9% 5
P B 925 s N R 2038 AT P R b R S B T VE I [37] . A 50 3 R I i TR FEE 1R L 4 HSPs 0% # % R 481K
Wikl R [38]. —J7TH, ‘EilL4E A Toll #:324k(Toll-Like Receptor, TLR)fili & TLR /S 115 S4% S8,
TS g% ) 8, 41 TLR-2 A1 TLR-4 [39], 53—7J71H, HSPs it 73 FRAUMLI 5] & B £ Ho % F158 X
P R V[40]. I IXF R 30, HSPs {23 T 56 K s RGeS, HE—DHES) T3 SV e I S 19 J3 3
It HF4E HSPs i LABL H B PR, SERIZE RS RAE A GHL, N5k E S %M. Kk,
T i HSPs £E75 JGIR AR WL b i)V B FRATT R A B G IR PEAR 2R AT PR AR SR HE 2. AE IR ME 10P T
BRI, HSP27. HSP60 Al HSP72 [ZRA3E M, PLA TLR 6 2. 3. 4 HIZiki i, etk TLR
155 POE B R Rk g n[41]. X RIMEH, TLRIEIEE HSP AHEAEH, FRETEHE LR
P RGBS PR EE(EH . EAG 52, Wax M B %5 \IE#] HSP27 il HSP60 AT 3% RGC i
2[42], Casola C %5 AW ZZH| 4% S100 A HSP27 J& RCGs. All H HK Sl 4h i 4 XK 2 ff AT 2 fish e
MR, (HEA BN [43] X P RES2 T P AR LR A T . BN — 2 KL EAG
BRI HSPs R BRI 1) mRNA ik Fifi[44]. H5O6HR R BB IR H = /KFRI4T HSPs fifk[38]. 1h4t,
Chen H UFBH 7 5 GHR 5 1 HSP KR53k T 4B, HSP27 /& I0P FH s 1 T 4 M s B R 4L,
R CIRSYIRIE AT RGC KA ZIBAL[11]. RN, FCIREMZBAT A NLH 2 5 T3
AR TR T 4 S, TTRESE R 9T W40 HSP 4 & T 4HM0AE 20 T AL A 520 T 5 8 U5 [R5
HSP &2 X = i, M58 H & fpEiifi[11].

TOGHR & i B K IGPE R AAbs (8 PERFIE K B & S B A8 0 B AR SR R #h e, kA
RRNIEFEE CIRA TR & AAbs [FRIERIREE, T X Se 5 i B ARG R ThRg, mT LB R EAIE
T OHR G S B R A B, TR RROK 1 5 B S AN [ 7 B R A T O AR B B IR AR A
4. IMERGET R EEESPHMIER
41. IMERGEARERERETHAGRBFER

IMA R G 50 Z A EE TR, RS RATERMN A — 5y, AT A BRI EE A
TN AN 2 75 AR R AN R A e . B AR IS IR R S A A A RAEVE R, HoR ik
ARSI BOE AMA R G R G R N, 53 BHR RGCs AET-[45] [46]. #MA RGBS B M54
B BHERBEMBMRIEAE, T O6HRAAE B ET AR R PR X L 42 1 R i A RS0, S ERMA Rgk
i, WKV, RERERN IOP o LS BUMA RGBS, BIELE B S 10P 5 T ] DU 2
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FMAE RGOS, fERE RGCs &2k, RUIRERG NS 5[47].
4.2. #M& C3 EFAXRHARTVIER

C3 RAMA R G % O A = 5B R IR A TEZ BT S b, a9 5 B vk B A 7 AR RIS
AT AR B8 25 g Rt B 4H 2 TR] | I 2R AMAS R S e 3R B K. 5B, fE APACG &Y, FHim
[ 10P A RESE T #MAFT B & i RGBS FTEL, C3 B 4 s A & AR 210 LA v B8 75 6 IR Sk
RAEWRG ) ok . Hof 2 C3. IgA. 19G 1 IgM /KF-#E APACG i b i Z 1 n[48], Rt kK
PRI LA FAE APACG 48 R, fEHJCIR/NEH, B 10P F s fa i B A G S B2 fMA C3 B0,
C3 M A = 36 T RGCs A%, R C3 fELRY FHAFH JeHR 11 11 HI[49]. POAG % C3a/C3
PeZR BN, X 5E GRS R YA X PG INTE 5 /K AL Hh#8A WE2 2[50]. POAG & 157K
IMEE AR S AN RS, IMAEOAREZER. (£ POAG B3 TR I F ZE A MA SR B2 C3.
C4B. C4A. CFB. CFD M1 C9. Bk4h, #MEZEH F2 i, C8G. C6 1 CFH Nif[51]. tk4h, *MERSE
PR S A AR O Il 4ERF T G IR LM I 42 CR-Crry (—Fhydt /> #Ma C3 [ T I tMA B0 ) C3
FHI TR, T LA AE A DX LA 22 5 4 i i SR AN 42 T IR A [52] « 5 R R 7 G IR AR DG B e 48 7R T K4 30%
[ 10OP 52138 il BL5: 8k Clg. C3 M & A ¥ (Membrane Attack Complexes, MACS) I TE B, MM
TEAMERG[53]. AT S, C3 fEFMFH IR ] Re RA MR IEH . 2R, X P BRI A 26
A & AR R I AMASGE, X E#E T RGCs FITHT:, IHFHA S LIRS .

4.3. ERGHBEENFER M

EAMA RG A MEE T, — T POAG /K E B R A i iR, EiZ@fhifEamEE Nl
[54]. fEFEIRBEA R, Reinehr S 28 N & VGIEWIE EAG R, AMA T 32 202l i it R 2 & 10,
AMAELIE AT LS B RGCs [FET- AR AR5 A5 [55] . 7EH EAG BAN K R 4T S100B 4i% b, M 4
AU H F2 R P45 A SR R (Mannose-Binding Lectin, MBL)7E 3. 7 fil 14 KRB Z 1IN, NF-xB 7€ 7 f1 14 K
W5R, C3 /KA 14 KRIEHN[56]. iXLbss RN, NF-«B il MBL fitk, SEAMARSG LM, BEES
FA MBI T o FMARZRIBE SN RIS I MACS [ B AR AT DA A A4 B 5 e R i 3 28 — R
A R BT GIR o BN, ERE AT G IR NSS4 (A0 I 5 b m] A %2 21 MACs #7id, 1XHI 5 RGCs
R K [57].

4.4. FMEHNBIAE B SARIGTT FAEEN A

FHEMA CL WA R CIRIATT ISRNE, RONRF TR, 7Em 1OP BB R4 C1 TR R m ik
Clga A DM FEFI S Ml 454, W/ RGCs SET- MM A 345 [58]. 8L B i ik N VS S4MER  C5
ZEA B FEBUA BB5.1, o C5 HUAEIMH] MAC JEBCRAMEI*MA RGBS, B LEAL R 5 Th RE S
&y HARY— 2L RGCs FIAT X FE UM £ 21 [59]

BRI S, AMARG T DUl T =28 780G, FE RGCs MEK, EHT*MAIR A AT (M SR (1 (134
IAE D BT LI T IR R AR AR, ARRRLE — P BRI A MR R G AE 5 GIR o B BARPE LR, 0
SEAN AL AR O N S B AR . S T AMA RG7E F T IR 7 R i 2 R4 B, DF N
T B SR P ORI R, RIS A T R MA O I AN . RN R D T, MR B K R R
A N T IR S ORI I A= b 5 . B, I C3. 1gA. 1gG F IgM (7K 71T LI/ APACG
4EkR, H C3a/C3 thZN5 POAG W JEH VI, XLehr EXAA B T H B2 W s, ik
AT DCRAMBA IR TT IR KR o *MA RGAEF IR IERE 28 B2 8, HARREET R B ARy A2,
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BRI, A

SCATRE IR L BATVEAR T o I IE IR FEAMA R GERIFLEI AR R H AT PO IR G5 SR A 2L
FIZ I THEANRIT 7595, AT Hfis .

5. MR BRARRET AR ERE BT HHER
5.1. /M RABMAE Sk R N FB AR HRIER

AN A PR R SR H SR B B RN, BN BN, AR U
G T BR A N Py AN+ 2L SRR 25 T7 A% S E AR HI[60] . EATT S I B ok R, FFA7AE T ALK
IS IETE L WOE AR, Dy SRR G S NI e B M ML HE TR [61] . 24 RGCs AL £ £ 4k 52 1 ) B¢ At
ARSI, /N0 2 BT I R R S 53— D ) R RN [62] . IXFIRE T RERE N T i
B SZ gy, (EId S (B B AT e S BSOS, TR R A5 0 o A T T R AL A o 4 i
f£5 RGCs “FHABARMAN AR, R FT UL B ) S e B, 8t St P ) JORE B L, DA AL XS £ By
REAN4514[63].

5.2. N RABMAYFE RBE T SHME R G/ R B FREUE RIS

WFFCR I, INB R AN AR A S R AL AR N B AT VMR S R A, I PG A0 5 1 b 77 G IR A 2R (3
PRI SRR DBA/2Y A5 5 SO 0 IR 4K [64] o /I8 52 5 4T L 11 J5vit 2 FEE 5 i M IR e 3 A () 2 2 A
K, XN 5 TG IR LR 2 SR AL T FL At IR AT 1 55 [18] [65] o FEH AR 94 5 e 28 5 40 i )= &) 3¢
/N AR, EAG B iR S SV R I 38 A KT B35, RS2 Thal+ NI J4H i [66]. SR T,
HMA R G AR EAG B A (1N 5 40 B IS 3 520, R RE A DR AMAR RG] 2R TS
B BB S B, T /NS TR A R 52 5 [59] . S b, M8 C5 BuiRiE AT MDY, WSR2 2%
TSN BT [59], X Ul B AMASI I BE LR 474> RGCs, (HA R 4.

T PR TR sy R A 7R 19, Ty AR 58 381 52 A5 400 D9 A5 /) J I 4 o PR B30T [ 341 o VAR 114 /0N 2 I 4 i
T RSO AERFAR 2 A 0T IR 2, i R S RISV B S B, B0 G IR B ML IS | (1Y) RGCs kA
I9G AAbs JTFA[18] [65]. —Tif{i FH S100 B ONA #EAT %% (IR 7 R W], RGCs (1) 2 R ANHi4% 5 w1/
2 I3 2 i S AR ) 25 [67] NF-,B 1] e e i i1 MBL i 2 25 1] /NI 5 4t T # B 4545 3867, 93 RGCs
% 2K[68]. BlJGHISLIG it — DB T /NRFYIM S RGCs ¥l 2 [ R . EBIEIARNIES S100B
Ji, HILMBL7E 3. 7 fil 14 K¥8h0, NF-xB S&1E 7 il 14 KIGHN[56], /N4l EE T 14 RN,
[F]i} RGCs i k> [69]

5.3. HAbE R F AR /N RAMIIEERIR R
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FREE /N 50 240 R PRI R AR 22 40 0 Y80 S 35 5T, 3K 2 B /N 2 I 4 R PR B0 T e e T G IR A M A 225
ATYERI BRI 2R [71] o 75 SEI0PETT YR HR /I BR Al o] DLV B AR 52 32, 3o rp— A SR PR AT DL i /I8 R o
2 6 R O R RE[72] o

R, /N BRI 2 O IR RO AR R Bk 2 IR R AR S R AR e, IR EEE S
SEHG AR ER s FRATTAT AR R 1, /0N 0T 4 I R O A T R IR R AL A — AN LR, ARSRIE I IR
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T OGHR 905 8] 2 IEAE AN T 58T, R 22 A F T UE SE S e S I A B AT PR AR B R B
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LA AR B B . E S PURIIE G AMA R GE 00 BaE AR A I s . T R S B A
I WIARAA BT B B R IR A T B . IS IS DL R, A B0 B W s s 2R G B ) R
i, CAERFIR AL IR Se RSB, B AnAE Rt FU B (K75 YR 2540« HR 24 /K BB s A fs A A e B 41 7410
7R B SR . RTIR 55 Y6 AR 22 SR 2506 97 BT IR P AR 10P. 2RI, 34 B i O R
DURWI RO TN FOLIREE A 2. B, FRY KEGIRIR R SRR AR, € SO I S B o (1
R fh, JFRBIE RIS, IR AT BT 3 At B DGR P S B B RO HLA, T8 7 OB IR
Mg e, IR BB IR AN R .
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