Int Eye Sci, Vol. 13, No.3, Mar. 2013  www. ies. net. cn
Tel:029-82245172 82210956  Email :1JO. 2000 @ 163. com

BT AR M E YR

) 4| E ok 5

YEHZ BAL . (261041) RN ARG HEDT T, MED IR B
VBTN RV, 6 A -E oS A F 5 5 1) . 35O 6HR
WIREE . B4k )5, AT BN, 8L F5T A S0, 0758
M) 7 OGHR A PR, wangjh918@ 163. com

ks H Y. 2012-11-07 W H 3. 2013-01-20

Biological modulation of wound healing
after glaucoma filtering surgery

Shan—Shan Liu, Ji-Bing Wang

Weifang Eye Hospital, Weifang 261041, Shandong Province, China
Correspondence to: Ji — Bing Wang. Weifang Eye Hospital,
Weifang 261041, Shandong Province, China. wangjh918@ 163. com
Received:2012-11-07 Accepted :2013-01-20

Abstract

¢ Glaucoma is one of the leading causes of blindness in
the world just second to cataract. Decreasing intraocular
pressure by filtering surgery combined with antimetabolites
(5-fluorouracil, 5-FU; mitomycin C, MMC) is the main way
to control the progress of the disease. However, the side
effects of these antimetabolites induced limit their clinical
use. In recent years, the researchers have turned to the
biological modulation of would healing after filtering surgery
in order to obtain biological agents with low side effects,
target oriented, effect strength and duration controlling.
These biological agents include monoclonal antibodies
targeting cytokines, matrix metalloproteinases, and gene
therapy and so on. Some of them had been applied clinically
and demonstrated good results. This is undoubtedly the
ideal research direction to the modulation of wound healing
after glaucoma filtering surgery.
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T KA AR SR 1 AR RIE 2T Ak A i %
JRALAY T PR T EAVE ] . Esson 250 SRt 15 OGIR IE
HFARJF UL LU TCF-B F1 CTGF (R IkIK -, &
LA 5d P SR B B &, SMRME 4G T TGF-B2 Fil CTGF
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7d N, BET LAY SN /N B TG IS X, 5 -FU 419 G I
B X AFLEI A SE K . 2001 4E Siriwardena 25" #E47 T —11
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e ARG N CAT-152 BB AT T e, R JE 17
12mo HYWLEE 45 T2 & I8 CAT-152 45 42500 20 ¢ ik 2%
5, et 52 BRI, HhaZEE IR &
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FEB AT AT CAT-152 1 FH T8 5 AR5 SOR A &
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BERIG TR SIS R K P27 5 AATUE I RS 1Y S HR (1)
SENETR S PLHAME T AT 4R a0 M o3 LR A SCRik
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