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Mechanism of N« 4-hydroxyphenyl) retinoide in inhibiting the migration

of human lung adenocarcinoma of A549 cells
Zhang Ling' Huang Daobin® Lv Jun' et al
(' Dept of Biochemistry *Dept of Computer Wannan Medical College Wuhu 241002)

Abstract Objective To investigate the influences of N~ 4-hydroxyphenyl) retinoide ( 4-HPR) on the migration of
human lung adenocarcinoma cells and its mechanism. Methods Cell scarification test was performed to measure
the migration of A549 cells treated with 1 pmol/L 4-HPR. The expression level of osteopontin( OPN)  myosin light
chain kinase( MLCK) and phosphorylation of myosin light chain( MLC) in A549 cells treated by 4-HPR was detec-
ted by Western blot respectively. The effect of MLL7 a selective inhibitor of MLCK on the migration of A549
cells was analyzed by cell scarification test. Results Compared with cell and solvent control group the migration
distance of A549 cells treated with 1 wmol/L 4-HPR was obviously decreased( P <0.05) . The Western blot analy—
sis showed that 1 pmol/L 4-HPR could significantly reduce the expression of MLCK and phosphorylation of MLC
protein ( P <0.05) while had no influence on the expression of OPN. ML-7 could decrease the distances of migra—
tion of A549 cells notably( P <0.05) . Conclusion 4-HPR may inhibit the migration of A549 cells through de-
creasing the expression of MLCK and phosphorylation of MLC protein.
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Synergistic effects of tumor necrosis factorrelated apoptosis-inducing ligand

and cis-platinum on the expression of MDR1/P-gp in gastric cancer cells
Cui Yufang Zhang Kaiguang Yu Longshan et al
( Dept of Gastroenterology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To explore the synergistic killing effects of tumor necrosis factor—related apoptosis-inducing
ligand ( TRAIL) and cis-platinum ( DDP) on gastric cancer cell line SGC7901/VCR and involved mechanisms.
Methods The pAVV-sTRAIL plasmids were transfected into SGC7901/VCR cells; the SGC7901/VCR cells were
treated with the combination of soluble TRAIL ( sTRAIL) and sub-toxic dose of DDP ( 0.535 g/L).
rate and apoptosis rate were analysed with MTT and flow cytometry
and P-gp were analysed by RT-PCR and ELISA
decreased significantly when compared with control TRAIL and combination group; the apoptosis rates of the con—
trol TRAIL DDP and combination group were 0. 74% 7.68% 18.52% and 24.41%
rate of the combination group was higher than that of the other groups. And the expression of MDR1/P-gp in the

The survival
respectively. The expression of MDR mRNA
respectively. Results The survival rate of the combination group

respectively. The apoptosis

combination group decreased significantly when compared with control TRAIL and DDP group( P <0.01 P <
0.05) . Conclusion The combination of sTRAIL with DDP has synergistic killing effect on SGC7901/VCR cells
and can reverse MDR of gastric cancer cells. The mechanism invovled may be related with the decrease of the ex—
pression of MDR1 /P-gp.
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