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SUMMARY & CONCLUSION

THE AIM OF THIS STUDY WAS TO ASSESS THE HEPATOTOXIC EFFECT OF STRUCTURALLY
DIFFERENT PHTHALATES ON NON-DIFERENTIATED OVAL CELLS IN LIVER. AS A MARKER OF
HEPATOTOXICITY AND DISRUPTION OF LIVER HOMEOSTASIS WAS EVALUATED CELL-TO-

*The effects of phthalates were investigated in a rat
liver progenitor / liver epithelial cell line WB-F344
characterized by functional GJIC.

CELL COMMUNICATION AND ACTIVATION OF MAPK/ERK PATHWAY.
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CULTIVATION Phthalates from the Group B are
AR IOMRE weak activators of phosphorylation
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+ Group A Group B Group C Group D Group E Group F the ContrOI
Controls Phthalates The strongest activators were

shown to be phthalates from the

Group C, which activated phosphorylation of ERK1/2 from 7 to 30 times. Phthalates from rest of the groups can be
AN AR considered as weak activators as they activate phosphorylation 4x (Groups D and F) and 3-5x (Group E),
INHIBITION OF GJIC NORMAL GJIC respectively.




