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Abstract

e Glaucoma filtration surgery is currently the preferred
method for patients in whom anti- glaucoma medication
and laser treatment can not control intraocular pressure,
and its postoperative filtering bleb scar formation is the
leading cause of surgical failure. At present, there are
some progresses in the basic and clinical studies of
postoperative anti- glaucoma scar. However, it is still a
problem to seek for an effective, safe and stable
treatment of scarring after glaucoma filtration surgery.
Those articles published in the past three years on the
glaucoma filtration after anti- scarring related drugs are
reviewed.
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T OGHR I —ZH R kP A A 2840 35 IR S St 45 P R
WAT S35 BRI R R AT R AR %) PR o 28 %) 5 4 2 0 3 AR
SEP BRASE  A P 22 2 o B R e T S R B A 3R
Z— 0 FOIR IR AR H R H A —FhHE OLIR
A TR SZ 45 60 1 5 6 IR B i s IRE . Bk,
HRZEOMTF AR HOCIR IS AR B AR A 8T
AU X YN RS2 @A, Wi EE T — 45513 55 /K 138
HRFIRIR R B iy o TR — B, J A4k
EH B T — e L e ROE R B OGIR gL
ARIGHORIRIE R 258, A< SO N b2 38 1 fc s 3a T
R CIRE I AT BRI B A OC 25 Wy iF 584 —
1 54 EFHEXH AR
11 HRUERKEFP LK HEF B (transforming
growth factor beta, TGF—B) Z % A K & 45 ¥ A 5C 1 2 ik A=
KT, B A K P 7 HRRE A8 0 1 — R 5 40 g i 7
BLAG AN 1 58 3% FR P8 AR T D R BRI BE T
TGF-B Z 5t T B JCIR U A IR 1Y 32
Ky, Hm, RATEA L b & B TGF-B B A = Fh
A B TGF-B1  TGF-B2 Al TGF-B3, Hor TGF-B2 #i &
PUTETT O IR & 5 AR S AR 36 R 8 1 b ke B AR
Maeda S5 F W58 & L, TGF -2 A 3@ 33 M ] A Tenon &
AT ZE 2 M ( human tenon’s fibroblasts, HTFs) H Y Nif2 &
P11 miR —29b mRNA f9 3% 35, fi¢ 3 41 0 9 14 5 i
Wang %17 2% 2 BF 58 % B IncRNA —MEG3 i & 3 1k 0 {fi
Nrf2 25 9 3RE B A0 X — LG 5 FE . Eren
SR SR L s () SEER K IR PG B SEE] T e R e T
Wl TGF-B [ RIA I sEF 4E 20 i By 35 4=

FLI 2R I (integrin linked kinase, ILK ) J& TGF -
G PR TR, X ILK B8 58 E 2 h e
AR R PR PE T, SR, & T TILK 7E HTFs i1y



Int Eye Sci, Vol. 18, No.7 Jul. 2018 http . //ies. ijo. cn
Tel.029-82245172 85263940 Email .1JO. 2000 @163. com

VERIARGEEE D R, Xing %7 4% HTFs JH TGF-p2 5 %
958, SR )5 7E mRNA FEE H BKFH RNA 0l 1ILK
ik, KB HTFs 3556 AT A% 52 2], B G, 99 40 i s 33
i AU R R H D1 RAK B TN M, a—FIF LS &
PR T I, U B TLK 78 HTFs Hhto BLAg {2 a0k 40 fg 18 5
YER

1.2 BN E-6 HAIMIS % -6 (interleukin-6,1L.-6)
S Z ARG AE 1 Z D REAN IR T, A SR AN
ELWRANNE T 2006 | P B A 2T 24 40 P T 40, 3k Ao
240 60 R T R T 0 M T AR AR AR AN Lin S
A HTFs 52595 & B, i 0 FT 41 26 7758 ik MAPK Al
NF-kBf5F 5% il B AL U 1L-6 F R, TR 2F 1 2T 4
YLy, B4, 7F HTFs B £F difbad f2 v 1L-6 J& A5
WA —EWEM, Bfi)5, Yu—Wai-Man ZEI2THE Moorfields
IRFHEREAEZE 1 42 B OGIR B E AT H CIRIE S AR B9
RIMAJF UGS AR XL YAl H TL-6 FERI Rk Bk, 3]
IL-6 fEHOCIRIE S R ERIRE g B BA —En
YEH,

1.3 FHE T4 & (interferon, IFN) & 5% T 4 itd K 5 7
GG R IMTR S A B R e, Han, AR TR
BATRR T 5 SRR 2 R A AR e AR A B S5
AR oy 3 AL, I BT R .o BLo.k. &,
tor v, NTHRTMRHRERZE TR -y, MERTHR
A IFN-A1 IFN-N2 I IFN-\3'" k0 2 % 5
ot FE AL BRI RIS 5 & B, R R TR -
2b 0 BORT AE A Y8 3 v Y AE AR B[] S HTERs B3 78, 44
E T AR,

1.4 EGARERET 45454245 K F (connective
tissue growth factor, CTGF) EESLEMARNITEESE
P RSB SR & B Fe b i o A 5 5L BT 4 )
i H ¥ ( matrix metalloproteinases , MMPs ) i, 2T 4 2] ffd (1
BT A A A IR A A CTGF J& 45 254
A0 IGTE , Lei 55" 43 /€ HTFs 5280 ol CTGF FI 12
S EEAE /N & RNA (small—hairpin RNA ) # [ T2k, & 9
P38 NF-kB MMP-2 .1 4 Ji¢ i K% A JA) 2 1 D1 R 3k
o [F AR I, 20 6 Y 3 B A2 200 0 B S0 HTFs th
CTGF J&n] LAl 40 i 3 5e 13

1.5 MEANBEEKEF MMM A K HEF (vascular
endothelial growth factor, VEGF) J& T IfiL /MR AT A= 4 K H F
LD 5, H R0 L AL 4G VEGE — A (W 8 FR Ol
VEGF) | fii # /£ K A F ( PIGF) , VEGF - B, VEGF - C,
VEGF-D""', VEGF J&— Fift il A& A= Ji H -, = 8 o i) kG |
B9 | W R/ (e e RS 1 R ol 8 | K
$TiBvioy eI Vi DR B 9 e R e IR A D RS R S S B
MAETLAEAEN, i 3a FNAMEE DR AIHT VEGF 259)
KBCA 5. i Z 2k B P ( tastuzumab ) | D1 R B BT
(bevacizumab) ¥ & F] F P PT (infliximab ) . Turgut £ [19]
SN R E IR IR AR SR fi i 22 Bk BT 4
TS, BB LI TCF-B et 2 40 g A= K H -+ -8
(fibroblast growth factor—@, FGF—B) A IfiL /M 7 2 A= & A
F(platelet—derived growth factor, PDGF) [t 323, M 1T 101 il
A3 A IR B HURIR AL VE . [RIRE Cheng %52 B 5%
J2 B DL AR BT o] A BUAR Tenon % AY 27 4 40 ff

TGF-B1 . TGF-B2 1 VEGF ¥ 3k , M il o5, Horp
WP R 2. Smg/mL B HIVE B B B, A = E R
IR BB IR B ARAREE RS 3 .7d TURb 54516 T %
RS DU BT, T B HE P A I 1) 4 45 D ol Y A7 7
Akt JE O AR DT e T RR A, 3R e TR
B AR S Y S8 R BT VEGE TR YT & 1T
VIR R HTFs 358 19, I8 4, 76 0 b 2 A A 2ol
MVER . AR 7 5 ok BE AL BRI PRI, 7R R AT
IR UE I AR A ET T B SR T 5 DU OAR 5 A IR
FERAR , I REIE LA 1 8 300, DA T 410 ) ol 21 4 4 L vy
BagE e m TR X MBI R ST VEGE JRY7 1R
T OCHR 8 AR5 YOI A6 i R4 1E R, fH /2, Nikita
S5 3 gt T G R T G AR D8 I R B AR Al e O R
U MMC AT BRSES 30 0. 2mg/mL Y3 A1
AT 1.0 ~ 5. Omg FY 5 5 AT (45 B g RS -«
(tumor necrosis factor—o, TNF—o ) ¥ FE3E 5, MM IE 3F i 21
ARG FE . X BRIV B R BT VEGF 197 v] BE KT
23 PR T 24 200 L A 1 LA 1 o St o s 2T 4 4
MIXETE BT VEGE By i if A RF itk — 2P o
2 5ERERFHXNGWHE

Bzttt E A -1 ('monocyte chemotactic protein—1,
MCP-1) BB FR ML T (C-C 57 ) BLfA 2 ( Chemokine
C-C motif ligand 2,CCL2) , & 7E RAE 1T T ik = 2AE H Y
AR R, B RBEAE PDGE 8 %) 1l 28 24 4t i v
FIRPTRIP . BRI KRB, MCP-1 RALREIS F i
1140 A S A% R G 3 BE AR b A 2T 4 40 4 8 2
P, Chong 457 2 3 38 st 48 7 /NUIR 75 6 IR UG R sh )
FERY 4 MCP -1 3Z (3] 55 (MCP-Ri) 52 HE R C
(mitomycin C, MMC) #E47X%F B SC 50, & B MCP-Ri A7 $t
L AEARVE T, B e S A I [R] 4 4 U8 5 Y B AE TR X 12 4
R FE WA,
3EEARMXNEGWIHE
3.1 | BEEIE T AU (type I collagen ) & A HESh ¥
B WAMEANETE A AR TR 28, R
W EIURS 5 R 2858 19 K i F , I 2R 4T 44k
BB AAIE R AN AIE JEAE | S KR AR AL DL K TR R
WG BE 1 AR AR ER (valproic acid, VPA) J& T
ZH 5 2= L B4R ( histone deacetylase, HDAC) 4171 il 1] (19
FRENR PRI . Seet B¢ 2 i 1+ 1 v /N R B R D& if
ARAEHL, J B VPA AT A 0] [R5 3k R 25 Fn &F
AL IS AL B RE Ty, 100 7] 0 P A, DT 4 v O IR U AR
oI
3.2c-FRBANAMHER a—%?ﬁﬂﬂﬂﬂﬁ]%ﬁ(dpha—
smooth muscle actin,a—SMA ) J& — P 45 4 2K SR S HZRIR
PR 18 012 BT 24 200 i 1) AL S T 20 440 ) 5 AR R AR T
T IR IS AR S IR T SO P B 2 IR AT
VEAT LUE S S0 ] oo—SMA Y933, DT 00 ) B 2T 24 40 e 1)
WA B R T IR UE T AR R R Cai 557 E i RSN R
HTFs, WF5RE K B 25188 ( tetramethylpyrazine , TMP) GIEi K
a-SMARYZEIA /0 HTFs BYI454 3T, Na %0 @ 5
REEFE HTFs KR JE Bl ( pirfenidone ) 5 MMC X HRAfF 5%,
R B Y R ] 40 A T B O IR o -SMA 2 1 R 3A
b NI i b= I (E RS =9 e = S Sl < S v
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Futakuchi 25 #F 9% & 0, Rho 18 il 417 16 551) Ripasudil 7]
il TGF-B, 15 S /Y HTFs ' o —SMA 3k, 4101 il 241 ity 434
L Shi 6 AL (S BFICRBL, S A
Y IH (losartan ) AT FEA A IR FOGIR 1 R S5 IR 1K, 4 K 8
IV AFAER ], H o —SMA B I8 A Br T R, M
FIPURIR AR
4 5ERREMBRHEXNGYERE

1% B3k &K 1T (angiotensin 11 | Ang I ) | I Ek £
J I 7 £ 3k B R Ay Ang T, SR 5 38 3o 1 A8 25
SRR Ang 1 Fe4b Ry Ang Il . BRI AN Ang I
1 707 AT 184 Jin 48 il &0 56 5T (extracellular matrix, ECM ) 2§
FLYE G, 5 URIF VR O WL B2 IR R 2 oAl 20 21 b i 21
bkt Shi 7 235 i Sy IR ORI AR
JE SRR AL B AR Tenon 2% B AT 4E AR Ang IT S H:
I BN T B A7 {4 (ATIR, AT2R ) 5 1 % ik, [ B %5 5%
HTFs, & 38 Ang Il 7] {5 2542 o 20 B3 7 FNGE RS, 5% -
SMA T4k % 42245 1 (fibronectin, FN) B35, i1 Ang II
TESRMR Y Tenon % il 21 24 41 fitg 48 58 vh 7] B8 & 45 — € W4
Mo FATHI AT LUK — 5 T 75 &, 52 5T X Ang 1T 1Y
259, T G IR U8 AR S R IE I
5 54N E R XM AR

M AP RE R ( extracellular matrix , ECM ) f& 1 —4H & 4
R A3 2E A A 7 A 30 e 5 5 200 e 9 T 66 o
Z AR AR AR AR . ECM AU T 454
BUME S H T HL I w5 M 20 21 o 93 30 1) 7 o B4 ) D g
eV A AR AN D A S A TR
( brimonidine ) J&—Ff /5 BB o2 T L IR R AEZ AW S
FL,ETZ T IR IR . Hong 2518 RS 3210
HTFs H TGF-B, 53345 , SR J5 78 SC 0 4 oM A VR B e
SRR IR B e 5 vT W] k55 ECM A7 A6, DI I8 B 400
JRALMIVET. Futakuchi 25" #F 58 % B, SAHA W] 3844101 1
HTFs 1 ECM 77 A5 | DI 1] B 2T 24k 240 H rr) 385 5
6 SEETFREHEXHAYER

AE T REYENE T W R B T
1B FRIE S 5K Z R AE Y Dhhe, G5 40 M i 155 |
oMb T TR E— RS EYFE s NI
5T & B0, CLC-2 &% i i il i PI3K/ Akt 155 18 %
JH4E HTFs B FE e Ab ST % i 5802 3 i B ) 5 -
s -2 - (3 RNAKE) AHM[5-Nio-2-(3 -
phenylpropylamino ) benzoic acid, NPPB | 1] it 1 1t i i
BCET 24 A0 L AR 1G5 3k B BURIR AL PR
7 5RYMERZRGEHEXNAYEHE

MEG Bl g 2 K @R 5 TR % 1 A 23 A S i
F—FG YRR G, I8 PN 17 G208 B 245 W), S A R,
TV B ZT 4 40 M A BE 5, Paula 25 27 UG i 2 57 SRR
FOCHR S AR S AR RL A 5K DA ST 000 5 2 ik
HEAY (BPUD) AH A F-AREBALIEE LT, & 30 D AR 4T
B RERC I B B BT VEGEF WPE T, ELYE S R 1) A
FEMEETIRA KRB AN RN, B2 ERRGEA
— B, N TP R R R R R G, B4
SRR IR M T OB IR IR A R R oA A E N R R
(rapamycin, RAPA ) - 5% 2 B ( chitosan, CS) - ¥ 3 2 45
(calcium alginate, CA ) ZZREfHEK | 18134 15 49d WITF5T, &
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I RAPA-CS-CA 2Rk ] 22 18 VR B 25 7, g 4k
FERCR B[] A U8 2ok Y A7 AE SRR | BB 4 A S b A ] o
AR AR I8 5 AR X 5 £ 2 41 it 008 A e S 7 2 ) 3 3
[IREAY 4 A8 451 3 5 57 SR OB IR g A AR B | % PR
FEARHHEA 22T R C-2 M (MMC-CS) ZZ BERIEK Y e
AR, HAh AT 2 4 4 I 8] 9 G AR e, L 308 2o 34 149 77 76 ]
WK, bRt ity UL R R G n] 218
SERE LR 25 4, A T O R U A R 5 B PR R 1k A 1R
I, BILRIVE AR,
8 SHAHIFIHXNAGYHE

Bifi 5 X6 T D IR U AR PURIR IR YT A P 25 AU
] N 24 5 T IR0 7 6 IR D8 o R PUmIR TS B 25 W06 7 i
2y, LN e %e ek A 2% Mt R SRR,
8.1 BHE FTOULKHER A Hle 2046 JrAT AR
X AR ERTT 8 M 24l i FEH TIRIT I OER
R PR R 725 45 A R T R S5 B 8 e A 2 A I g
IR R IR, T ] BEAR A AR T SR B8 RS IR
o R P A 5 7 A A /K -, o8 A 2T 4 40 e MMP -7 75 %
KA SR A Al A 2L 4 ) B B 5 - 1 (tissue
inhibitor of metalloproteinase—1,TIMP-1) ,TGF-8, , Smad3
mRNA B [ 1) 2% 25 10 e AR B 2T 248 240 L ) 344 B, 365 3 B g
JRALBIFE
B2MHKBHEF MRFRAEKGFERIZAK
B B A KSR ARSE AL e S AR A B T )
Fic b ) v A, S AL A AL R I R 6 K B
BT ECIR IS AR B E FARAE DRk [ & mh
25, HoR J5 g3 Xy 2 v Ty B v T R IR & v 25 i 590 3
DB AR Ik 28 3 B2 32 T 700 ] 40 5] 75 O IR 98 5 A IXC A g
JRIE L, 2o T AR %
8.3 MR MAREAYAMMEN, TR R R E
SEREW) AR, A A0 A M B HTFs
AR, B RSN 5% HTFs , 78 5256
A I R 28 00 A5 15 5% I A6 0 200 PR3 B 1 1, & PRSI 56
2 T BT A 20 S P S e U B 2 R RT HR] HTFs
T
8.4 BB LEEROMCXIMERNLTENTELY,
TEWG R 282 0, Chen 255 FEAR AP Sz 86 vh BF 58 T
N[ B 22 AZ B HTFs 200 0 089 5 400 J 356 4 24 it )
AR A AT R SE R e ISR A2 IR B S A o A RS ), 5
HTFs [ S WA G,/M B RE , IF T 3/ TGF-B, Al CTGF
fyFeik, [EIE, LA ERIA TG A7 e BN S R B A
(EDA) A 7K - BEAR, B T A 7= A S D 2 4 A A 4 e 1A
855 , I S AZBE AT I HTEFs Y395
9 INGE

Bifi 2 3T A S Al L A 2 3T HE 2 S AR T AU 1 1
&, DL N bR 35 o i AR I8 AR S PURIR IR T a1
T E R — R AN 3a TR R W LR, AT
FOGIRIE S ARG ORI B A ST B TAR K2, H
o P AE 2 AT R TGF-B .a—SMA Fl VEGF 124
Yy, LeABSH A A R T X S B E I E R RS h e
IR AETE . BEAEFRAT—E A AP VEGF 577 7] LA il
ARG 5, (E 2 Bl 9T R B/INRL I BT VEGE IR97 I
TR 20 L L, 02, % F HLa U i i S i A R 3R AT
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