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Experimental study on reversion of precancerous lesion in rabbit buccal mucosa by ATRA”
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Abstract; Objective To evaluate the effect of all-trans-retinoicacid(ATRA) in the reversion of rabbit buccal mucosa precancer-
ous lesion. Methods The established model of rabbit buccal mucosa precancerous lesions was exposed to the membrane containing
ATRA. The pathological changes of buccal mucosa exposed to ATRA were observed by histopathology,immunohistochemistry and
flow cytometry. Results Twelve weeks later,only 2 rabbits of 16 rabbits in the blank control group were reversed, 6 rabbits stabi-
lized and 8 rabbits progressed. Among 16 rabbits in the ATRA group,7 rabbits were reversed, 7 rabbits were stable and 2 rabbits
were worsen. The immunohistochemistry results showed that the positive rates of PCNA and bcl-2 protein expression were de-
creased as precancerous lesion reversing. P53 protein expression was increased,the apoptosis rate risen and the proliferation index
was decreased. Conclusion ATRA is hopeful to become an effective blocking drug for buccal mucosa squamous epithelium precan-

cerous lesion.
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