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Expression and clinicopathological significance of NF k B p65 and PTEN in

laryngeal squamous cell carcinoma
HUANG Chuang,et ol

(Department of Otolaryngology , the First Affiliated Hospital, Chongging Medical University)

[ Abstract ]Objective : To investigate the expression of NFkB p65 and PTEN in laryngeal squamous cell carcinoma (LSCC) and their
clinical significance. Methods: Immunchistochemical staining was used to examine the expression of NFkB p65 and PTEN in 52 cases of
LSCC and 30 cases of adjacent normal tissues. Results: The expression positive rates of NF k B p65 in LSCC were obviously higher than
those in adjacent normal tissues( P<<0.01 ), the positive intensities of NFkB p65 was associated with T Stage, lymph node metastasis and
clinical stage(P<<0.05 ).The expression positive rates of PTEN in LSCC were obviously lower than those in adjacent normal tissues(P<<0.01);
the positive intensities of PTEN was associated with T Stage, lymph node metastasis and clinical stage( P<<0.05). The positive expression
of NFkB p65 and PTEN were not related with the age, gender, primary site, and differentiation of LSCC patients (P>0.05). The
Spearman analysis indicated that the expression level of NFkB p65 was negatively correlated with that of PTEN significantly (r=-0.580,
P<0.01). Conclusion: The higher expression of NFkB p65 and PTEN loss are associated with pathogenesis and development of LSCC.
The two markers may be useful for predicting invasion and metastasis ability and prognosis of LSCC. ‘
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