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. [Abstract] Objective To investigate the inhibitive effects of Bevacizumab on
. transdifferentiation of human Tenon’ s capsule fibroblasts induced by transforming
. growth factor-g, (TGF-B, ) in vitro, and explore the mechanism of anti-angiogenesis
’ drugs inhibiting bleb scar after glaucoma filtering surgery. Methoeds Human Tenon’s
‘ capsule fibroblasts cell line were cultured and passaged in DMEM/High glucose medium
’ with 10% fetal bovine serum. The cells were divided into blank control group, TGF-3,
group and TGF-B, + Bevacizumab group. Medium containing a final concentration of 10
pg + L' TGF-B, was added into TGF-B, group and medium containing a final concentra-
+ tion of 10 pg - L™' TGF-B, plus 1.0 g - L' Bevacizumab was added into TGF-B, + Bev-
. acizumab group which were used into the 37 C,5% carbon dioxide cultured 48 hours.
‘ Immunofluorescence staining and Western Blot were used to measure the expression of

, ‘ o-smooth muscle actin («-SMA) protein after culture for 48 hours with Bevacizumab.

! Results The expression of o-SMA protein mainly located in human Tenon fibroblast
. cytoplasm. Immunofluorescence staining showed that TGF-g, up-regulated the expres-
: sion of a-SMA protein, while Bevacizumab significantly inhibited the expression of o-
. SMA protein. Western Blot results showed that the relative «-SMA protein expression of
. blank control group, TGF-B, treatment group and TGF-B, + Bevacizumab treatment
+ group were 0. 630 +0. 038, 1. 130 £ 0. 071 and 0. 340 + 0. 033, TGF-B, + Bevacizumab
+ treatment group was lower than blank control group and TGF-B, treatment group ( all
¢ P<0.05). Conclusion Bevacizumab can obviously inhibit the expression of o-SMA
protein of human Tenon capsule fibroblasts, and inhibit fibroblast phenotype transfor-
° mation.
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Figure 1 Results of immunofluorescence staining in each group( x200). A Blank control group ,nuclear staining under blue light, no cytoplasm fluo-
rescent under red light; B: TGF-B, treatment group, the red fluorescent of a-SMA protein expression in the cytoplasm; C: Bevacizumab intervention
group ,the a-SMA protein expression in the cytoplasm was suppressed %4 EDE YL M LE R (1 x200) . A 25 EAXTHRLH , o] Wk (6 40 %
Yetty, 196N 40 R W06 B TGF-B, AbBHZE , AT DLAAMR B o-SMA 25 1 HYZL (8.5¢ 663K 5 C : Bevacizumab T 141, 7] WA I R H Y -

SMA H H B Z B0

Figure 2 Western Blot showed that Bevacizumab treatment group
could significantly inhibit the a-SMA protein expression of human
Tenon’ s capsule fibroblasts  Western Blot £l 4 J /R Bevacizum-
ab T T4 AT WY A i) A Tenon & LT 4E A AL I o-SMA ZE 11
ik

3 hg
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