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Investigation on the relevance between human

papillomavirus infections and NSCLC
Cao Xiaoyu' > Cao Lejie' Li Chuanying’ et al
(' Dept of Respiratory Medicine *Dept of Pathology Affiliated Provincial Hospital of Anhui Medical
University Hefei 230001 ;”Dept of Tuberculosis The Second People’ s Hospital of Fuyang Fuyang 236015)

Abstract Objective To investigate the relevance of human papillomavirus (HPV) and non small cell lung cancer
(NSCLC) and analyse the relation between the clinical pathological characteristics or a variety of genetic muta—
tions of NSCLC patients and HPV infection. Methods Totally 264 cases of paraffin embedded specimens of
NSCLC patients tissues were detected by immunohistochemical for HPV L1 protein and then 109 NSCLC specimens
were chosen by RT-PCR method to detect the gene sequence of HPV16/18 L1. The adjacent epithelial tissues of
primary tumor tissues and 12 cases of benign lung tissues were selected to the control group. 90 lung adenocarcino—
ma(AC) specimens were tested for the genes status of EGFR ALK KRAS BRAF. Results Positive rate of HPV
L1 protein in NSCLC primary group was similar to that of metastases group. But the primary group positive rate was
significantly higher than that in adjacent to cancer group and pulmonary benign control group. The positive rate of
AC group was significantly higher than that of lung squamous cell carcinoma(SCC) group. In all 109 NSCLC carci—
noma HPV 16/18 L1 gene sequences were detected in 11 NSCLC specimens. HPV Ll protein positive patients
with KRAS mutation rate was significantly higher than the HPV negative. Conclusion ~HPV infection may be
closely related with NSCLC especially with AC. KRAS mutations could be the driver gene type in HPV related-AC.

It points out the direction of the precise treatment for lung cancer.
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