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Transforming Growth Factor-p Induced Gene Inhibits Cell Proliferation of Malignant
Mesothelioma in vitro
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Abstact: Objective To explore that transforming growth factor- 3 induced gene (TGFBI) inhibits NCI-H28
growth in vitro. Methods TGFBI was stably transfected into mesothelioma cell line NCI-H28. growth curve,
cell proliferation, platting efficiency, and colony formation in soft agar were analyzed. Results Exogenous
TGFBI in malignant mesothelioma NCI-H28 had a high expression in stably. After exogenous TGFBI
transferred into tumor cells NCI-H28, doubling time of TGFBI high expression cell was increased by 4.38
times, compared with the empty vector. Relative plating efficiency of NCI-H28 was decreased by 69.68%.
T28 cells with exogenous TGFBI formed a smaller soft agar; TGFBI made tumor cells arrest in Gi phase and
delay tumor cells into the S phase .Conclusion TGFBI was able to inhibit the cell proliferation of malignant
mesothelioma in vitro.
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A: the expression levels of TGFBI mRNA of the stable transfected

2, B: expression of TGFBI protein in

cells was calculated by
NCI-H28 transfected with TGFBI was detected by Western blot; C:
immunohistochemical staining (DAB x400)
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Figure 1 Levels of TGFBI mRNA and protein in
mesothelioma NCI-H28 cells transfected with exogenous

TGFBI
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A: growth curves of NCI-H28 cells transfected with TGFBI;
B: proliferation rates of NCI-H28 cells transfected with TGFBI
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Figure 2 Effect of ectopic TGFBI on the doubling time

and proliferation rate in Mesothelioma cells
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Figure 3 Effect of exogenous TGFBI on PE in Mesothelioma
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Figure 4 Effect of exogenous TGFBI on anchorage

independent growth of mesothelioma cells
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Exogenous expression of TGFBI resulted in Gi phase arrest and
S phase delay. Flow cytometry analysis of cell cycle profiles in
mesothelioma cells was shown
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Figure 5 Effect of exogenous TGFBI on cell cycle profiles

in Mesothelioma cells
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