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Preliminary study on the role of HES1 in human trabecular meshwork cells

XU Lin—qi, QI Yan, GUO Ru-ru, WANG Jian-tao

(Department of Glaucoma, Eye Hospital, Tianjin Medical University ,Tianjin 300384, China)

Abstract Objective: To establishhuman trabecular meshwork cells (HTMCs ) cell line with stable HEST shRNA expression and explore
the role of Hairy and enhancer of split—1(HES1) in HTMCs. Methods: Primary HTMCs and HEK293FT were cultured and passaged in
vitro, and infected with HES1shRNA/Scramble lentivirus. The effects of HES1 knockdown on HES1 and profibrotic extracelluar matrix
(ECM) expression were analyzed through q—PCR and Western blot. Transwell and CCK-8 counting assay were used to examine the ability of
migration and proliferation HTMCs. Results: The cultured primary HTMCs were in a fibrocyte-like form with long fusiform shape and grew
well. HTMCs infected with HES1 shRNA exhibited a significant decrease in HES1 and profibrotic ECM  ( fibronectin , FN; collagen I,
COLI; alpha—smooth muscle actin , ® —=SMA ) expression. HES1 shRNA treatment also increased HTMCs migration and proliferation.
Conclusion: HTMCs with stable HES1 shRNA expression can be successfully built. And HES1 could affect ECM expression and celluar
functions in HTMCs.
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PR A FE S UEAT SDS BRI FL UK SE S, 7 2R
H BRE Pirds A7 #5457 1B LUK, 300 mA fEIRFE AR 3 h,
FHERS 2F Wy ] i S A T = iR B A 1 he A
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Fig 1 Images of the culture of primary HTMCs(A: x100;B: x200)
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AR PR T A K B ORL psPAX2 F1 psVSVG 2170
)@, BeiskRIAT A 2 e/ mL puromyein 67 27617 /8%
Y7 HES1 shRNA/Scramble %75 HTMCs.,
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Fig 2 Identify the lentivirus packaging and transfection system by
using plasmid expressing GFP(x200)
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Fig 5 Effect of HES1knockdown on cell migration in HTMCs( x100)
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Fig 6 The effect of HES1 knockdown on cell viability in HTMCs
3 atig
TEFED TARE AR, RAF AR RIEE I Rk FR
SEVE AR T A N B o T2 . RS



%1 TRIRIL, 55 HEST 78 /)N 52 19 200 1 rb 47 A4 28 8 50 25

o AR 3 22388 Lipofectamine 2000 BT
L HES1 siRNA, {HFE g 72 rp i B0 M K pt
T~ HTMCs Bt iR K ke i R IR 4
H siRNA IR AE. Rk, B shRNA 189% 5
# R ¥ & HES1 shRNA Jfiki, @ Lipofectamine
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