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Effects of PMA on 4-HPR inhibiting HepG2 cell migration in vitro
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Abstract Objective

gration of liver cancer cell HepG2 and its mechanism. Methods

To observe the effects of PMA on N-(4-hydroxyphenyl) retinoide (4-HPR) inhibiting the mi—

HepG2 cells were treated with PMA or combined

with 4-HPR. An inverted microscope was used to observe the cellular morphology and inhibitory effects. A wound

healing assay was performed to measure the cell migration. Western blot was used to detect the expression of N-cad—

herin myosin light chain kinase(MLCK) and phosphorylation of myosin light chain(p-MLC) . Results
with PMA and 4-HPR in combination

Treatment

the cells density was low and the cell morphology changed into a slender
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shape. The migration distance of HepG2 cells was obviously decreased when treated with PMA and 4-HPR wheras
the distance was increased when treated with PMA alone(P <0.05). A combination of PMA and 4-HPR also sig—
nificantly decrease the protein expression of N-cadherin MLCK and p-MLC. Conclusion ~Combining PMA with 4-
HPR inhibit HepG2 cell migration. Compared with 4-HPR alone the two durg combination lower the protein ex—
pression of MLCK and p-MLC more siginficantly. The study of two durg combination may provide the experimental
basis for further discussing the liver cancer therapy.

Key words PMA ;4-HPR ; MLCK ; N-eadherin ; phosphorylation of MLC;liver cancer HepG2 ; migration



