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[ Abstract |

of oral squamous cell carcinoma (OSCC). Methods

To investigate the correlation between HPV16/18 infection and the clinicopathological characteristics
HPV16/18 was detected by the situ hybridization (ISH) and immunohisto-

Objective

chemical (IHC) in 10 cases of normal oral mucosa, 26 cases of oral leukoplakia (OLK) and 56 cases of oral squamous cell carcinoma
(OSCC). We analysed the difference of the HPV16/18 positive rate among groups,and explored the correlation between HPV in-
fection and the gender,age, TNM staging, histological garde,lymph node metastasis and smoking in OSCC patients. Results There
was no significant difference between ISH and ITHC in detecting HPV16/18 positive rate (P>>0. 05). The HPV16/18 positive rates
in patients of OLK and OSCC were significantly higher than that in normal oral mucosa patients(P<C0. 05). The HPV16/18 posi-
tive rate in smokers was significantly higher than that in non-smokers of OSCC(P<C0. 05). Conclusion HPV16/18 infection is con-
sidered to be a pathogenic factor in OSCC. HPV16/18 infection and smoking have a synergistic effect on the pathogenesis of OSCC.
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