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[ Abstract] Objective To explore the relationship between PDCD4, CDKN1A/p21 expression in
laryngeal squamous cell carcinoma(LSCC) and the related pathological parameters. The correlation
between them is also studied. Methods Protein levels of PDCD4 and CDKN1A/p2l in laryngeal
squamous cell carcinoma and normal tissues were determined by immunohistochemistry. Chi-square test
and Spearman rank correlation test were conducted by the combination of the patient sex, age, pathologic
stage and the lymph node metastasis. Results The results showed that the expression rate of PDCD4 in
laryngeal squamous cell carcinoma was 40.30%, but in the normal tissues was 58.21%. There had
significant difference between these two groups(P<<0.05). Similarly, remarkable difference was also found
in CDKN1A/p21 expression between laryngeal squamous cell carcinoma and normal tissues(P<<0.05), the
expression rate was 37.31% and 55.22% respectively. Furthermore, the downregulation of PDCD4 in
laryngeal squamous cell carcinoma was correlated with laryngeal squamous differentiation degree and T
staging(P < 0.05), while CDKN1A/p21 was associated with laryngeal squamous cell carcinoma
differentiation and lymphatic metastasis(P<<0.05). PDCD4 was positively correlated with CDKN1A/p21
(r=0.478, P=0.000). Conclusion PDCD4 and CDKN1A/p21 have a close relationship with the
occurrence and the malignant development of laryngeal squamous cell carcinoma. Thus, PDCD4 and
CDKN1A/p21 could be an indicator of the pathology diagnosis, treatment and prognosis of laryngeal
squamous cell carcinoma.
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