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[ Abstract |

in benign and malignant pleomorphic adenoma. Methods The expression of Beclinl in 35 cases of carcinoma in parotid pleomorphic

Objective To explore the expression and significance of main autophagic regulatory factors of mTOR and Beclinl
adenoma(CPA) ,37 cases of benign pleomorphic adenoma(PA) and 20 cases and normal parotid tissues was measured by adopting
the immunohistochemical staining method. The expression of p-mTOR and Beclinl in CPA,PA and normal parotid tissues was
measured by Western blot. Results The positive expression of p-mTOR in normal parotid tissue. parotid pleomorphic adenoma and
parotid pleomorphic adenoma showed the increasing trend,and the difference among them was statistically significant(P<C0. 05).
The Beclinl level in 3 kinds of tissue showed the descending trend, the difference among the three tissues was statistically signifi-
cant(P<C0. 05). Conclusion mTOR signal factor is over-expressed in CPA tissue, while the positive expression of Beclin 1 is inhibi-
ted in CPA tissue.
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