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TGF-B1 induces proliferation of human Tenon capsule fibroblast and its mechanism
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[Abstract] Objective:To determine whether TGF-B1 induces the proliferation of Tenon capsule fibroblast (HTFs) and explored its
mechanism. Methods: In vitro cultured 3~6 generations of HTFs were treated with various doses of TGF-B1 (0,0.5,1.0,2.0,5.0 and
10.0 ng/ml) for 24 h. Cell proliferation was detected by the cell counting kit-8 (CCK-8) assay and 5-ethynyl-2-deoxyuridine (EdU)
incorporation assay. The expression of RhoE and its downstream cell cycle related protein cyclinD1 and proliferating cell nuclear
antigen (PCNA) were detected by Western blot assay. The lentivirus was performed to establish the RhoE knockdown cell lines.
Results; The proliferation of the TGF-B1-treated HTFs increased in a dose-dependent manner. Treatment with 5 ng/ml TGF-B1
caused a significant difference. EAU incorporation assay showed that the EdU labeling rate in the 5 ng/ml TGF-B1 group were higher
than that in the control group. The average gray value of the expression of RhoE protein in HTFs in the 5 ng/ml TGF-B1 group was
lower than that in the control group,while The average gray value of the expressions of cell proliferation protein cyclinD1 and PCNA
were higher than those in the control group. After RhoE silenced in the cell,an increase of cell proliferation was detected by CCK-8
assay compared to the control group,flow cytometry showed that S period also increased and the gray value of cell proliferation
protein cyclinD1 and PCNA were increased. Conclusion:TGF-B1 increases the expression of downstream cell cycle related protein
cyclinD1 via downregulating RhoE, and induces the proliferation of Tenon capsule fibroblast.
[Key words] TGF-B1;fibroblast;cell proliferation ; glaucoma

[Acta Univ Med Nanjing,2014,34(04) :452-456 ,477 |

- FOGHR R i T IR 5 R A A 245 O AL B
[(BREWME] FHEARBF LS %R I(81271001) B, B T REOE IR ), B, BT
“S# 15 % (Corresponding author) ,E-mail:zhilanyuan@vip.sina.  NHEAA I R HR He 28 I b 2840 1 S AR 7 e 4 e
com AT o TR DX I A 838 45 (A5 AT Bk kA



55 34 B 4 ]

2014 4F 4 A W RE.TGF-B1 5T A Tenon % ALET 24N b 58 S HALH -453-

SEIREN AAPG ITE RE IR FE i SR s, 75
JEHRAVE FA XA HE T LT 2 200 ) 384 5, 4
J AN FEIICRR e S A s - S BRI B B i
FEONG AR TR T AR E R Fetl
KK F-B1 (transforming growth factor-B1,TGF-
B1) 2 —FhZIREANMIIY T, BAT 1Ay 4 g 5
PN et 2 AR o™ A2 S5 DI RE , HHh 84 A g
B TGF-B1 A— A H BRI, B TARE , Rk
J2 7 40 1R TG TGF-B1 LA B afi— )5 7K 5 B i IR
B TCF-B1 AT AR X IR 32 2 TGF-B1 1Y
SR, T SO P B BRI A, H R PR L
FEAfi 222485 2% C (mitomycin, MMC) Fl 5—380R
IE (5-fluorouracil , 5-FU) HL IR , {H & A 1] 3kt G0ty
Ke— I EIE™

BT A B, A AR S0 f v I i e A
RhoE n] LATFEAAAE AT cyclinD1" ) AR SLH
RSN IR AT AEANML , 3B AR5 TGF-B1 5 RhoE HY
AHEARIH, 1 W AT HE AN R 58 TR IR A A AL
i, AR THE S PR T ARG 7 R S R A He
et

1 #RFsEE

11 A

JEE A (1 . DMEM 5% 35 55 (Gibeo 23], £ ) ;
A4 2-8 (cell counting kit-8, CCK8, Dojin-
do A F], HA) ; 5-ethynyl-2-deoxyuridine (EdU, Elnvi-
trogen 23 ), E[H ) ; TGF-B1(PeproTech A H], FEH ) ;
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