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[ Abstract] Glaucoma is a leading cause of irreversible blindness, which includes visual field defects and
chronic degenerative diseases of the optic nerve, such as apoptosis of the retinal ganglion cells ( RGCs) and
progressive loss of optic nerve axons. Elevated intraocular pressure is the primary risk factor for glaucoma, and
lowering intraocular pressure is the first choice of treatment for slowing the development of glaucoma. It has recently
been found that immunological factors are one of the non-stress-dependent risk factors for optic nerve damage in
glaucoma , while most of the immune and non-immune biological effects are regulated by cytokines. CD4" helper T cells
are the major sources of cytokines. Thl and Th2-related cytokines play an essential role in the pathogenesis of
glaucoma and related with the survival and apoptosis of RGCs. In this review, we discussed the potential relationship
between Th1/Th2-related cytokines and glaucoma.
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745 16 IR — b 3T RS , 375 0L IEF S 450 A 0 28 119 188 1 5
FEPEEAE , 400 190 [ 4 22 45 2} ( retinal ganglion cells, RGCs) fY
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1 BAREEBEEFHGRERE

SRR R 5T O6 IR A & A R R UIA G, 1962 45,
Becker % B EL 7E 1 I HRLA 3 19 /1 32 41 40l % B 240 I A 9
FERREH . b, IR AR S OB T IR iz K TE . —
ROV K B, AL H 1E IR He 288 78 A1 7 DG IR A8 38 10 3% 2
Ji PR Be A HMAS R g8 S L AR PR B BRI 3 R e A
SR LTSS M AU B B UK T
BN RIE RGN G AMBE T SR AT . b,
PRSMIF 58 3 W AP IR BT 1A A7) 7T S 190 1 40 g A8 T, X ESE T B
L G S VEBT 1R X 75 IR A B LA S Re

THOCIR B & A FUR 5 20 Rl S i 0 S R AE A A O,
FF 20 i R ER A PR R I B S R R o WL 1 R 3 9, L
2 3R S et A W AN # T8 A A i PR T ok 9 45, CD4T Th 4 Jifd 2
0 PR 7 A R A B R IR . WA Th 20 i 52 3 40 50R)
23 Ak, T AN T 20 A AR H8: 55 8 1) 40t B 5 A 1] 23 2 Thil |
Th2 #1580 & B Thl7 20 fSE /¥ . Thl F1 Th2 20 i 1) 3 25800
IRE S 43 Wh 20 L IR o Th 48 il 43 W5 1 40 it 4 R (interleukin,
IL) -2 IL-12 IL-23 .y T3 % (interferon-y, IFN-v ) Fil [l J§3 3R 3E [H
F (tumor necrosis factor, TNF) -o 25 40 g [, 3= 22 DIAE & A
By A AR S N o i A M A 2 T AR M P AR R
& AV, 1Y 3 B O, A0 M ik e A W AR I A S Y A 3 B
M, 0055 RE % 14 SR 1A UBA W e o Th2 46 i 7y W8 TL-4
IL-5 IL-6 IL-10 I IL-13 S5 46 ffd 5 7, =% DT 40 A BT ol &,
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2 Thl HXHEMREF

2.1 1IL-2

IL-2 XFR T M A B 5, i fe i T 4 =4, A &
TR eGSR AE T o TL-2 AR HEWI 4 T 4 i .B 40/ . A
IR %A (natural killer cell, NK) 41 i 55 41 g 1) 38 4= F1 43 4k, 14 fig
1% S IL-4 IFN-y IL-1 'TNF-« il TNF-B )43 o

Yang %M % SO %14 1L-2 32 {A& (soluble IL-2 receptor,slL-
2R) 1Y 3R ik K 78 & 1 T A B 75 OG MR (primary open angle
glaucoma, POAG ) F1 1E % IR & ¥ & J6 MR ( normal tension
glaucoma ,NTG ) f % 9 4hJH il H 8 3 84 /0. Amadi-Obi %/
TE S 95 1 A 25 58 4 R0 JLBE % 1 S0 J) ot v R B TL-2 KT, &

WFFEAE S TL-2 i S 4P 1L 8 4% 40 i A/ L CD4* T 48 i 43 30
TL-17 T 76 52 36 Y 1 B 5 93 11 7 75 155 00 I [ % ( experimental
autoimmune uveitis, EAU) /N RAS R h R0 IL-17 K FETHE S
RGCs #1585 VARG . 183k — 5 B 55 7 Y6 IR 5 938 22 1) 1 36 %
i % B, POAG #3 A1JE L P i 1L-2 sIL-2R 15 %) B4 b4 2 5
YA ge it 2k 7 UG b POAG A8 B R 95 O IR
(chronic angle-closure glaucoma,CACG) & # A% o1 [ 3E 47 5 & 4
BEWFSE, 45 9 R TL-2 2R3, F W IL-2 1] fig 5 75 L IR 4 9L
2405 BB 6, B I B AR5 POAG 45 56, 12 CACG
B 2 L A R i L 2P G T 4 R X ) T R R
Pt DAL e 9B T BB D08 B R T A O

BEAN i T WRSEIE B TL-2 7T LR P 40 58 K BRI 2
SOPR AR B T AN i R 0 28 TC 1 A T 2, A B ST R L
2 REAE BN S 1 35k B RGCs (19 77 % %) fEL 3 J6 W 5% 3iF W
IL-2 X} RGCs f 4 R ph T oA B i 25 3o HA W) A 5 o
2.2 IFN-y

IFN-y J& Thl 20 Jfd 73 35 (1 45 AE ¥ 40 g 9 7, 55 IFN-a I
IFN-B AR, TNy 300 75 0 1 50 55, E 981 43 S0 8 B 25 b 0% 4
P R . IFN-y RESE 2 0% NK 20102 15 5 5 36 2 400 i 9 1%
A, FFAR WG T A0 53 A6 B Th 41 , 35 42 48 40 I3 7,
4 TNF-o 1 IL-1 BB A0 Th2 40 5 N+ 1 43 6 o

WF5E A IFN=y /K FF 5 5 90 0 5 fl RGCs % B oA
EREE Y L TNy 3 3 350 M5 A0 o i — S R
45 Fl 4 D R 3 08 Of 5 BORE bh 6 i A5 T, Chua 217 B
FE U B, TE POAG Fil 5 4 VE 1] i 750 75 6 R H8 4% 16 B3 K o TFN-y
. Zhou 45V FE K B, 1A% M 5 MR TE B OK RUBE RS L B
T 40 L RS A K BRI RGCs 8 T2 0 4, IFN-y 7K T L 78 B3 /K
SN LR R I, 22 W% K S #9 IFN-y 1 B F B 1k RGCs T,
HE— 25 1 h3T-A2 S #F T 20 fg 75 90 194 I 3 B s i Al RGCs 4
T o PR PRI 2 B, 76 5 0 DR/ BURR R R % A s2E Y ) I
P BEE P J22 1 T 40 i 2 30 AL TFN -y 2% 3K 38, 3% ) g /& RGCs
TR AR E SR &

{H 76 EAU B0 eh  TFN-y REGS 30 ] 1L-2 ¥ 5 Th17 40 I
A TL-17 AT k3 EAU A58 % 0010 B3 45120 o i3k 3 W 7 4
SEARIL R TFN-y 3 b 22 50 AT R AR AR 401 7

34, T R A T AR R 0 B A DR i e X R T
2 i 94 AR AR OE TS BB T RE R B . IR R &,
IFN-y AT LA Tenon % A 2T 4 20 M 39 AL 3k — B BF 58 %
W], F 40 -y B 0] Tenon % LT 4NN EE L AE KR T B 32
{1 1E Tenon 4 52T 24k 40 M0 v (9 22 3% , AT U6 8 /N 2 U0 Bk R U
Jo R R G A L
2.3 TNF-a

TNF-o & —Ff 2 PR L 20 30008 %6 V40 g TR 7, 76 A8 J0IR 0
TR, S 5 AW AN ARG B R %, TNF-o
SN T Y 2 Fir TNF 22 {& (TNF receptor, INFR) 454 J5 5 5
SREVE A AL T . TNFR 43 TNFRI F1 TNFR2, 3
TNFR1 £ 45 56 1245 #38 , B 0 {2 06 40 I3 06 1 5 4 52 , TNFR2 Y% 45
R 240 I 0 T A R L 0T LT 9 A M 1 R R PSR T
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BRI T TNF-o RSS2 o o 778 1R g 647 19
AR T 15 37 RGCs I &% B TNF-o 39 55, 5 B0 58 40 g SE
TZRl RGCs U8 125t Fl TNF-a 4 1K J5 , RGCs I 12 % F B
66% ", Yang % % B AE F ok IR B 0K WL A, TNF-a 0
TNFRI 23X R FE, H 5 AKFOUMRA & 1™ H 2 HA ¢,
$275 TNF-o Fl TNFR1 J2& 75 6 MR 9 00 bl 48 728 1 i e iy R R 2
—o TR - /N R P 3OGIESE T X — WA, TNFRT |
VR B0 22 TE S TR T TNFR2 HA # R AR EY  R
SEFFUESS , TNF-o J EAU™™ 0028 307 Bl 26 A 51
J PR B0 RGCs #5155 1 5C B 1 At g IR, 7 e 7 K Bl 3 0 A i
P TNF-o B 38 RGCs SET=, 1fif TNF-o 4 RGCs 45 3
FFE R S RGCs 1) e-Jun 28 35 K Ui #4 B ( c-Jun N-terminal
kinase , JNK) {5538 ") A2 W I I 200 D o 1) 4% P - B £ 55
B, WA T2 0 LAl 28 2 ) 8 P D R O B 45 0
B oo -3 BSR4 0% W Y R % K ((a-amino-3-
hydroxy-5-methyl-4-isoxazole propionate receptor, AMPAR) ™)
K GH RGCs IH T,

HWOL/N B BIE R 2 — G )7 POAG A Ik, R g
TNF-a7K F-F+ i 2 % AR KX T ALl Z —. TNF-a 5 IL-1
R TN BM, R B S R -3 (matrix
metalloproteinase-3 , MMP-3) &35 /K 5F- Tt &5, DA 1 £ /)y 32 ) 41 ffg
A1 F T A AR 3 0L 5 K B 1R BEL T A

3 Th2 AX@EMEAF

3.1 1IL-6

IL-6 [ 42 Wy 2 3 k28 3 1L-6 2 R4 S 1L-6 37 fk R 40 i
M1 IL-6Ra 1 gpl30 3t [d] 41 19 % 1K & 4 97, IL-6 15 gpl30 &5
B TS TR R R/ A5 S i R SRS T (JAK/STAT) i
fith %z ¥ B ] BCL-2 1 BCL-XL () 3 i, 40 il 40 o by 8 0= BF 5%
F W] STAT3 i 4t RGCs HAT 3 ZL i b 28 R4/ i -

TL-6 TN Sy 2 5 77 ol 28 78 0 T o 420 705 1P 45 005 1 o 22 5
¥, POAG % Bk h IL-6 /K T8 E#H A Y . 5k &
F LR T TL-6 K P B 3 AR R IL-6 K F R R AT B S
T 0 MR R 250 8 B LR A G . B W F 5 8 e BT, A i ol -
VR AR S5 9 O BRI B, R R AN B TL-6 H] L
RGCs FTZW A 50% ~70% ), & 0 L 0 BF 55 s 2% 3038
IL-6 ¥ B 7T Ly b RGCs P 121 3l 38 0 i o3 % 1L-6 J5 RGCs
P D HRR IL-6 X RGCs AR/ ) (R R 4 45
FE 32 H At 40 0 R 1 50

TL-6 115 2 Ff 4 0 F B9 LI I A RGCs #4454 %6 o 1 Tura
21056 Rho 380 ) W 199 B 40 JL 77 3% B BF 52 o, IL-6 7K OF- B
ARG o 0 1 AT 2 1 3 AR ARG 5 WA G -6 7 - T ¢ o 00 el 22 45t
)G 24 h 4 RGCs 776 K7, A BFFL £ W, 1 NTG H %
I3 7 TL-6 K B TR A 318 IL-6 5 NTG fy ™
EEAX

TL-6 75 0 190 J5% 1 453 45 AR 37 o/ R A2 2%, B T 1A 26 9 4R
AT, A REE i JAK/STAT £33 s 5o 9w 28 ARV FH
3.2 1IL4

IL-4 J2 i 3% 16 A9 Th2 40 7= A4 i Bt & B 7, A R] L3 a3
] TEN-y 1 TL-12 T BELMT Thl 343, i AT LA 3o 30 ) % B
WGk 400 L7 A TNF-oc, %41 42 4 40 e 181 - 2 0 40 i 7 P o

RAMR A 5737 RGCs 5 & i I 40 i s, Jin A IL-4 7] L) 42
5 RGCs BAFIE R, FLZ AR 1R BA F AR /b
JE IR AT BB TL-4 2 0 bt 22 00 J5 400 0 4 b EL At 2 AR 0 4 L Y
0 PR, DAY ] 42 A B PR b bR e A0 B B FE . IR BE O R
N IL-4 5B 5 Z RS A il & STAT ¥ 5% 7, STAT fig 5 #1 3%
PR X DNA 2545 4kt 55 % 200l B2 AL 5 5 (R Bk, R 4 5
P Koeberle 25V B 55 i /%, L4 i ML 6 22 1) Wi 46t
it B Ry R

TEXT POAG B35 B 58 v & 3, POAG (& & A1 8 i TL-4
BEE T XA F SRR RE TR R 7EE
FOGIR 9 R BB AR e 2 B IL-4 75 90 19 1B Ao AL R 2 0% [L4
TERD AR AP 1 11 B G SO R AR
3.3 IL-10

TL-10 410 26 40 D 7% At 40 J 43 95 TFN-y \IL-lox TL-1B
IL-6 1 1L-8 45 f2 % M 4l ffd B, JF 5 5 B IFN-y 4l Th2 41
HAERVER o TL-10 400h] Th 43 {6 F0 58 5E A 5 7= A 90 i 3
5 I T B S AL T L IL-10 Ak S A R B 4 4 i IR
FLA Y G 0 A RSB T I RE

Koeberle 2" BF 5 % B, 3R 4 7 4t TL-10 0] 551 B 90 4 28 D)
BT i A 28 I8 I 400 3 1 A 1 R R AT R RS o L I /N AR TR
42 K B - (platelet derived growth factor, PDGF ) {i 3 155 Hi F& 465
A RGCs f7 i M WF5T h , PDGF 4b FRHR f TL-10 3235 8 3 3
#75 PDGF ] fiE i i3 IL-10 f9 7% 2 %} RGCs 2 {3 91 4 AT,
IL-10 7T LA JE RGCs WA7- 3 , T 3 AP 47 3 J&: 3 i A5 5 1% 5 K %
SR E A7 -3 (signal transducers and activators of transcription-3,
STAT-3) & R AT I B S,

e AN, v Bl 22 2R G0 AH I 52 vh TR 52, TL-10 76 /8 Ji 3 4
J 75 S 9 28 ful T O R A E SRR . X AT RE N IL-10 7E 75
S R AT Ao 28 53 0 L v 0 A P 4R A3 1 S BB

4 FHRERE Th1/Th2 HEF LG

Thl Th2 A 36 40 B T2 5 7 2 Fl S8 1 53 19 & 26
WL AS . Thl/Th2 i 2 47 15 % e P e A . B B S 88 1R
5 B BB O A AR G HE R R A G ARk,
157 10 RE A T 1 5 ) B 2 Rk M A Ak S P K PP 4 R G EEEL IR R
FRFFE L R R R G, W4T R A0 LR ] 4
LY AT 40 L5 2 ol 0 SR A A R A A B T R
T J5T 200 JHL /)N P 2 B I 4 L o & A 43 0 28 LT Thi F
Th2 4fiffl . Thl F1 Th2 4 i K738 ST A B0, W& R 5
P8 72 G5 B AH S W T BAH B 1 o 28 D9 0 8

T OB HR M b 2200 A8 I bl 2 R G R AT PR, 7E T R
B SR LT OB IR B i A AL R, Th 40 g [ F TFN-y  IL-2,
TNF-o 3 35 K E 34 0, Th 40 g ] 7 1L-6 2 ik K F ek, %
W15 6 IR b AT BE A7 AE Th1/Th2 48 R 726 5
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Th1 F1 Th2 7 20 g K 7€ 75 o6 IR % 5 0L ) 09 48 54
LR 2% o MR AR R TR 9 LR B0 5 AN IR R 80 AT fg
S 7= R R R S S, X6 75 6 R S0 8 AL (9 B AT 5T AT RE R 75
HR A 367 SR AE 3T A0 S8 % o I A BIF 9 48 R ABE I R T A i R
TFEE G HR & A0 R R b T R AR AR R AR T A — 5 XAl
JitL ERL 76 O IR v S g LR EAT PR 5 . H AT, Al i T
AR E AR T vz I T S s T WU S A, 3 O F 5 A 4 i TR
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(A3 ALE)

W MEH - i

ARBLE A X 4E %15 2R R R

AMD . 4E % AH 3¢ 14 B B 25 1 (age-related macular degeneration)

ANOVA . ¥ Z 97 2% 23 7 (one-way analysis of variance)

BUT: 1H il 2L i} 8] ( breakup time of tear film)

DR <4 PR 955 A0 199 Ji55 955 A% ( diabetic retinopathy)

EAU . 5250 A B 58 M 2 28 (experimental autoimmune uveitis )

EGF . 3% 2 A4 K 5 F (epidermal growth factor)

ELISA ; i % %6 % W% [ 1 % ( enzyme-linked immuno sorbent

assay)

ERG . ¥ I} I e, [&] ( electroretinogram )

FFA : 3256 2 IR IS 1ML %5 7% 5% (fundus fluorescein angiography )

FGF : 2T 4 40 Jifd A 1< P 7 (fibroblast growth factor )

GFP . 4 {455 5. % 19 ( green fluorescent protein)

IFN-y:y T3 Z (interferon-vy)

IL: [ 40 ffs 5 % (interleukin)

IOL: A\ T & IR K (intraocular lens)

IRBP : )l ] 52 PR W0 9 25 W) i 4% 4 2 H (interphotoreceptor retinoid
binding protein)

LASIK : 50130 £ I R4 R (laser in situ keratomi leusis)

ICGA ; 18| W 75 4 [l %5 1 5% (indocyanine green angiography)

LECs: ffoIR 1A [ 52 4 fi (1ens epithelial cells)

miRNA : % /N RNA ( microRNA)

MMP . 3 [ifi 4> J& 25 [ i ( matrix metalloproteinase )

mTOR I F, 3 ¥ 26 7 i % K ¥ &H [ ( mammalian target of

rapamycin)
MTT ; Py H JL A8 5wk 5 ( methyl thiazolyl tetrazolium)
NF : 4% 5% A F ( nuclear factor)
OCT : Y64 T Wi JZ F1 48 (optical coherence tomography)
OR : fft #¢ [t (odds ratio)
PACG : J§i % M M £ %0 35 S IR ( primary angle-closure glaucoma)
PCR : B¢ 4 fifp4i 3% 52 b7 ( polymerase chain reaction)
RGCs ; ¥ % [ 45 41 }fd ( retinal ganglion cells)
POAG : JiL & ' IF £ 550 %5 Y6 IR (primary open angle glaucoma)
RPE : ¥ [ (@ 2% |- j7 ( retinal pigment epithelium)
RNV . J0 [ I 357 7 1l 45 ( retinal neovascularization )
RP . 4 I J15 £, 2% 78 ¥4 (retinitis pigmentosa)
ST t: ¥ HW /Wi 5e T (Schirmer T test)
shRNA : 7]\ % 3¢ RNA ( short hairpin RNA)
$iRNA : /N F 3 RNA (small interfering RNA)
a-SMA : -3 LWL 3 % 1 (@-smooth muscle actin)
TAO ; AR B AH 5 AR 995 ( thyroid-associated ophthalmopathy )
TGF . 8 fk 4= K [H 7 (transforming growth factor)
TNF : /984 3R %€ [ T~ ( tumor necrosis factor)
UBM ;#8754 ¥ &3, 1% %5 (ultrasound biomicroscope )
VEGF : i1 %5 N iz 2 & [ 7 ( vascular endothelial growth factor)
VEP . 58 17 4 3 2 ( visual evoked potential )

(A T3 70)





