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Troglitazone inhibits proliferation of GH3 cell in vitro

CHEN Fu-yong, WANG Shou-sen” , WANG Shui-liang, WANG Ru-mi
Department of Neurosurgery,Fuzhou General Hospital,Clinical College of Fujian Medical University,Fuzhou 350025, China

[ABSTRACT] Objective: To study the anti-proliferation effects of thiazolidinedione compounds-troglitazone, which is a high
affinity ligand of PPAR-y , on rat pituitary adenoma GH3 cell line and explore the related mechanisms. Methods: GH3 cells
were separately treated with troglitazone (1077,107° and 10~° mol/L) , dimethyl sulfoxide (DMSO) (DMSO control group) and
phenol red- and serum-free F-12 medium (blank group). MTT was used to examine the cell growth in each group and FACS
was used to detect the distribution of cell cycle. Semi-quantitative RT-PCR method was utilized to determine the expression of
CyclinD; mRNA. ANOVA was used for statistical analysis. Results: The 72 h treatment with troglitazone inhibited GH3 cell
proliferation in a dose-dependent manner. The treatment also induced cell cycle arrest in G, /S phase and significantly decreased
the expression of CyclinD; mRNA as compared to the other 2 groups (P <C0. 05). Conclusion: Troglitazone can obviously
inhibit the proliferation of GH3 cells; the molecular mechanism may be the decrease of CyclinD;, mRNA due to binding to
PPAR-y.

[KEY WORDS ] pituitary adenoma; peroxisome proliferator-activated receptor v, thiazolidinedione compounds; troglitazone;
GHS3 cell;cell proliferation
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Fig 1 Anti-proliferative effects of troglitazone

on rat pituitary adenoma cell line GH3
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Fig 2 Cell-cycle of GH3 cell line after
treated with troglitazone for 72 hours
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— 2000
GAPDH ——
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— 250
—_— 100

3 HAEFIETHE 72 h B4
40 CyclinD1 mRNA B R iX
Fig 3 Effects of troglitazone on CyclinD1
gene expression in each group
A: The integrity of RNA was tested. B: After treated for 72 hours.
M:DL-2000 ladder; 1: Blank group; 2: DMSO group; 3: 10~ 7" mol/L
troglitazone group;4:10 % mol/L troglitazone group;5:10° mol/L

troglitazone group
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