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[ Abstract] Objective: To explore the effects of transforming growth factor beta 1 (TGF-B1) on the
proliferation of cultured human retinal pigment epithelium (hRPE) cells and expression of type I colla-
gen. Methods: TGF-B1 at concentrations of 0.1, 1, and 10 pg/L was added into cultures of hRPE
cells in experimental groups respectively (groups 0.1, 1 and 10), and in the control group of hRPE
cell culture, no TGF-B1 was added. Expressions of mRNA and protein of type I collagen were detected
by using RT-PCR and enzyme linked immunosorbent assay, and proliferation of hRPE cells was detec-
ted with MTT. Results: The proliferation and expression of mRNA and protein of type I collagen in
group 0. 1 were significantly higher than those in control group (P <0.05), and they were getting
much higher in group I (P <0.05). In group 10, they reached the peak (P <0.05), and a dose-de-
pendent increase manner displayed. The correlation coefficients of TGF- B 1concentrations with type 1
collagen protein expression and proliferation rate were r =0. 863 and r =0. 901 respectively. Conclu-
sion: TGF-B1 at different concentrations can promote the expression of type I collagen protein and
hRPE proliferation. There is a positive correlation between TGF-B1 concentration and the expression of
type I collagen, and between TGF-B1 concentration and hRPE proliferation.
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concentrations on expression of type 1
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Tab.1 Expression of type I collagen mRNA and
protein in RPE cells exposed to TGF-B1 with

different concentrations(x +s,n=6)

45 TR mRNA(RIA) TR A H (ng/L)

0.1 pg/L 4l 0.43 +0.07 18.43 +0. 61
1 pg/L 4l 0.52 £0. 06 20.36 +0.48
10 pe/L 4 0.64 +0.05 22.48 +0.73

PUPIEE| 0.35 +£0. 06 16.35 £0.42
F1{E 41. 69 42.39
P1E <0.01 <0.01
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TNAN TR M B2 1 TGF-B1 2H 41 i 438 1 25 AH X %o B 4
W, P <0.05, TGF-B1 A% i HF 20 A 1 14 51 , H:
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0.901,P <0.01,
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