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Fig 1 Agarose gel electrophoresis DNA fragmentation af-
ter treatment of Hep-2 CNE-2 with (lane 3, 4) or
without (lane 1. 2) 4 mol/L RA for 22 h
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Fig2 Apoptosis peak in Hep-2 cell line was 17. 2% treated with (right) or 5. 5% without ( left) RA 4/ mol/L for 22 h
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Fig 3 Apoptosis peak in CNE-2 cell line was 14. 3% treated with (right) or 4. % without (left) RA 4* mol /L for 22 h
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Fig 4 Eary changes of apoptosis decreased in microvilli, condensation and fragmentation of chromatin and shrinkage of the
nuclei. Hep-2 cell were treated with (right TEMX 6 000 middle TEMX 12 000) or without (left TEMX 4 000) RA
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Fig 5 Fragmentation of nudei, the fragmented nuclei

forming the apoptotic body.
(Propidium iodide): Hep-2 cells were treated with
(right) or without ( left) 4/ mol /L RA for 22 h
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Induction of apoptosis of cell strains of laryngeal and nasopharyngeal

carcinoma with retinoic acid

Wang Jian, Lin Daicheng, Liang Chuanyu ( Department of Otorhinolaryngology, Southwest Hospital, Third Military M edi-

cal University, Chongqing, 630038)

Abstract Objective:

laryngeal and nasopharyngeal carcinoma Methods:
croscopy, DNA electrophoresis and flow cytometry were applied. Results:
the 22nd hour after the treatment with 5#* mol/L RA. Conclusion:

strains of laryngeal and nasopharngeal carcinoma.

Key words apoptosis;

retinoic acid; flow cytometer.

To study the inducing role of retinoic acid ( RA) in the apoptosis of cell strains of

In the study, fluorescent microscopy. electron mi—

Apoptotic cells could be seen at

R A can induce the apoptosis of the cell



