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Effects of sodium phenylbutyrate on invasive ability of human thyroid follicular
carcinoma cell line and expression of MMP-9 and TIMP-1

SUN Ke, LIU Chun" ( Department of Endocrinology, The First Affiliated Hospital of Chongqing Medical University,
Chongqing 400016, China )

[ Abstract ]
( MMP-9 ) and tissue inhibitor of metalloproteinase-1( TIMP-1 ) expression and invasive ability of human thyroid follicular
carcinoma cell line CGTHW-1. Methods: CGTHW-1 cells were treated with different concentrations of NaPB, then the

Objective: To investigate the effects of sodium phenylbutyrate ( NaPB ) on the matrix metalloproteinase-9

invasive ability of CGTHW-1 cells was assessed using Transwell assay. The expression of MMP-9 and TIMP-1 was exam-
ined by immunocytochemistry staining and RT-PCR in CGTHW-1 cells. Results: After treatment with NaPB ( 4 mmol/L )
for 72 h, CGTHW-1 cells passing the Transwell were significantly reduced[ (29.8 +1.77 ) vs ( 11.00 +2.59 ),P <
0.05 J.
1 were significantly down-regulated in CGTHW-1 cells after NaPB treatment ( 4, 6 mmol/L ) ( all P < 0.05 ).
Conclusion: NaPB can inhibit CGTHW-1 cell invasion by down-regulating MMP-9 and TIMP-1 expression.

[ Key words ]

Immunocytochemistry staining and RT-PCR demonstrated that protein and mRNA expression of MMP-9 and TIMP-
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Tab.1 Effects of different concentrations of NaPB on

B 1 ETEWNN CGTHW-1 Hi{E &8 expression of MMP-9 and TIMP-1 in CGTHW-1 cells
# M H-E, x100)
. . . NaBP
Fig.1 Effect of NaPB on invasive | MMP-9 TIMP-1
ability of CGTHW-1 cells ( H-E, x100 ) (¢y/mmol + L")

A: Control group; B: Sodium phenylbutyrate group

0 0.1175+0.0050 0.109 8 £0.005 1
. . 4 0.1035+0.0028 0.0804 +0.004 7"
34

6 0.0830+0.0070" 0.0782+0.008 8"

MMPs J&—2H 4 J@ B 74O %) 25 (A I, & RE F%

* P <0.05 vs 0 mmol/L. NaPB
i 240 L A7 B e ) AR AR I, DT O A 9 0

2 ETEM CGTHW-1 fi1sh MMP-9 #1 TIMP-1 & B REHM( %200 )
Fig.2 Effect of NaPB on expression of MMP-9 and TIMP-1 protein in CGTHW-1 cells ( %200 )
A: MMP-9 expression in control group; B: MMP-9 expression in 4 mmol/L NaPB group; C: MMP-9 expression
in 6 mmol/L NaPB group; D: TIMP-1 expression in control group; E: TIMP-1 expression in 4 mmol/L. NaPB group;
F: TIMP-1 expression in 6 mmol/L NaPB group
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Fig.3 Expression of MMP-9 and TIMP-1 mRNA in
CGTHW-1 cells treated with NaPB
M: Marker; 1-2: MMP-9 and B-actin RT-PCR Products;
3-4:TIMP-1 and B-actin RT-PCR Products;1 and 3:
Control group; 2 and 4: Experimental group
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