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[ Abstract]

the proliferation and apoptosis of the human hepatoma cell line ( HepG2).

Objective To explore the effects of heparan sulphate in combination with constant magnetic fields on
Methods
including the effects of heparan sulphate on the proliferation and apoptosis of HepG2 as well as the influences of constant
Results

of HepG2 proliferation (including the ras gene expression level, as well) ,and these effects were accelerated under the in-

Serial experimental observations,

magnetic fields on these effects, were carried out in vitro. Heparan sulphate could slow — down the progression

fluences of constant magnetic fields. Conclusion The in vitro experimental results suggested that the effect of heparan

sulphate on proliferation and apoptosis of HepG2 was correlated with the signalling transduction mediated by ras gene pro-

T EE

tein, and that a synergic action was present between heparan sulphate and constant magnetic fields on these changes.
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