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[(#E] H& %t CDC2 f1 PFTKI ERESYE PHEERBR, For SRS RS RFE5E
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Expressions of CDC2 and PFTKI1 in esophageal squamous cell carcinoma and their clinical significances
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versity of Science and Technology, Luoyang 471003, China

[ Abstract] Objective To investigate the expressions of CDC2 and PFTK1 in esophageal squamous cell car-
cinoma and to analyze their relationship with biological characteristics of malignant, clinical stage, pathological grade
and invasion and metastasis of ESCC and clinical significances. Methods The expressions of CDC2 and PFTK1 in e-
sophageal squamous cell carcinoma tissues and their para-cancerous tissues were detected by immunochistochemical SP

method. Results The positive rates of CDC2 in esophageal squamous cell carcinoma, para-cancerous tissues were
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80. 00% , 50.00% ( P <0.05) , the differences were statistically significant; the positive rates of PFTK1 in esophage-

al squamous cell caréinoma, para-cancerous tissues were 53.33% , 30.00% (P <0.05), the differences were statis-

tically significant. The expressions of CDC2 and PFTK1 were associated with TNM stage, invasive depth and lymph

node metastasis(P <0.05). There was positive correlation hetween the expressions of CDC2 and PFTK1 in esophage-
al squamous cell carcinoma(r=0.367, P=0.004). Conclusion CDC2 and PFTK1 may be involved in the occur-

rence and development of esophageal squamous carcinom.
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