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Effects of 1400W on the expression of iNOS and MMP-9 in
human tongue squamous carcinoma cell line CAL-27 after hypoxic culture
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(1. Department of Oral and maxillo facial Surgery sthe People’s Hospital of Ganzhou Ganzhou 341000, China;
2. Department o f Stomatology ,the Second A f filiated Hospital of Nanchang University , Nanchang 330006 ,China)
Abstract: Objective To investigate the effects of selective iNOS inhibitor 1400W in hypoxic on the expressions of iNOS and
MMP-9 in Human tongue squamous carcinoma cell line CAL-27. Methods The Human tongue squamous cells (CAL-27) experi-
mental groups were cultured regularly in medium with different concentration rations of 1400W(50,100,200,400 pmol/L) ,control
group without 1400W. All groups were cultured in hypoxia condition for 24,48.,72,96 h. Reverse transcription-polymerase chain re-
action(RT-PCR) was employed to measure the expression of INOS,MMP-9 mRNA of the Human tongue squamous cells(CAL-27).
Results Compared to the control group the expressions of iNOS, MMP-9 mRNA in the treatment groups were down-regulated sig-
nificantly(P<Z0. 05) ;1400W can inhibit the expression of iNOS,MMP-9 in a time and dose-depended manner. Conclusion 1400W

could inhibit the expressions of iINOS and MMP-9 in Human tongue squamous carcinoma cell line CAL-27. It suggests that selective

iNOS inhibitor in hypoxic might play a latent role in the prevention and treatment of Human tongue squamous carcinoma neovascu-

larization.
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Y CAL-27 20 M0 F5 40 B 43 B35 BE S 5 X107 A/ L (14 2R 40 il &
RS THORE Al M Ee AT 5 AN BE SR P B 6 mLs B M AT B
F% 24 h )5, Hop 4 ARG IR (S5 40 43 51m A 50,100,200,
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AAA GGA-3', Antisense 5'-CAC AAG GTC AGG TGG-GAT
T-3';GAPDH 3} 593 bp, Sense5'-CCA CCC ATG GCA AAT
TCC ATG GCA-3', Antisense5'-TCT AGA CGG CAG GTC
AGG TCC ACC-3', PCR 7= ¥y £ 35 5 Wi 358 S R Uk 2 2 1A 18
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Xif BR 21 0.26940. 009 1.2640.04
200 pmol/L 4

24 h 0.20140.010* * 1.094+0.08* *
48 h 0.14740.008* 0.69+0.03"
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