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Expression and clinical significance of Beclinl ,LC3 and mTOR
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Abstract: Objective To investigate the expression of Beclinl ,LC3 and mTOR protein in hepatic carcinoma,and study their correla-
tions to the clinicopathologic characteristics. To explore the effect of Beclinl ,LC3 and mTOR protein expression in the occurrence, de-
velopment of hepatic carcinoma and their interrelation. Methods The expression of Beclinl ,LC3 and mTOR protein in 56 cases of he-
patic carcinoma,40 cases of normal liver tissues were detected by immunohistochemistry. At the same time,to investigate the relativity
and clinicopathologic characteristics of expression of Beclinl ,LC3 and mTOR in hepatic carcinoma. Results The positive expression
rate of Beclinl ,L.C3and mTOR in hepatic carcinoma was significantly higher than normal liver tissues,with significant difference (P <
0.05). The expression of Beclinl was positively correlated with LC3 (r =0.643,P <0.01) and was not associated with mTOR (r =
-0.167,P>0.05) ,and the expression of LC3 was negatively correlated with mTOR in hepatic carcinoma(r = -0.386,P <0.01).
The expression of Beclinl ,LC3 and mTOR showed no obvious correlations with the age, gender, tumor size , HBSAg and serous alpha-fe-
toprotein ( AFP) (P >0.05) ,but were correlated with pathological grading and biliary tumor thrombi (P <0.05). Conclusion The
abnormal expression of Beclinl ,L.C3 and mTOR are closely associated with the occurrence and development of hepatic carcinoma.
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