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Changes and significance of P**, C-myc, Bax, and Bel-2 in surviving HepG, cells under

continuous stress of cisplatin

CHEN Wei-ging, SHEN Wei, SHEN Ding-ming (Department of Gastoentewlogy, Second Medical College, Chongqing University of Medi-
cal Sciences Chongqing 400011, China)

Abstract: Objective To observe the dynamic changes of P*, C-mycs Bax, Bcl-2 and NF-kB in suwviving
HepG2 cells under the continuous stress of cisplatin for the investigation of the potential le in the resistance of HepG2
cells to cisplatin. Methods The apoptosis of HepG2 cells and changes of the apoptosis associated factors including
P”, C-myc, Bax, Bcl-2, and NF+B in the surviving HepG2 cells were detected by immunohistochemical and RT-
PCR assays. Results No obvious change of P” and C-myc was found in the surviving HepG2 cells under cisplatin
stress, but persistent increase of Bel-2 and decrease of Bax and a continwous increase of Bel-2/ Bax ratio were found.
Maikedly positive expression of NF-«B mRNA was found at 7 d after the stress of cisplatin. Conclusion The mech-
anisms of the surviving HepG2 cells under continuous stress of cisplatin may be associated with the increase in Bel-2
and decrease in Bax, specially the continuous increase in Bel-2/ Bax ratio, while the positive NF-#B mRNA expres-
sion may be associated with the later events after HepG: cell survive.
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A Expressions of Bax without CDDP; B: Expressions of Bax with CDDP at 24 h; C: Expressions of Bax with CDDP at 7 d
2 Bax CDDP HepG, (SP X 400)
Fig 2 Expression of Bax in HepG, treated by CDDP (S-P X 400)
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