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[Abstract] Objective
factor—-1a(HIF-1a) , vascular endothelial growth factor C(VEGF-C), cyclooxygenase-2 (COX-2) and interleukin-10

Expression research of HIF-1a. VEGF-C,COX-2 and IL-10 in nasopharyngeal carcinoma
To investigate the expression,interrelation and clinical significance of hypoxia-inducible
(IL-10)in the patients with nasopharyngeal carcinoma. Methods 72 samples from nasopharyngeal cancer tissues
were collected with 25 samples of nasopharyngitis tissues and 25 samples of normal tissues as control. The immuno-
histochemical method was used to detect tissue HIF-1q, VEGF-C and COX-2 and the ELISA test was adopted to de-
termine serum I.-10. Results In the nasopharyngeal carcinoma tissues, the expression of HIF-1¢, VEGF-C, COX-2
and IL-10 had significant difference(P<C0. 05) , which showed the negative correlation with prognosis,but no interre-
lation with age,sex,mass type. HIF-1a, VEGF-C,COX-2 and IL.-10 were related with the clinical stages,and with in-
crease of clinical stages,the expressions were significantly enhanced(P<C0. 05). The expression of HIF-1a, VEGF-C
and COX-2 had interrelation with lymph node metastasis. The positive rate in lymphnodes metastasis group was sig-
nificantly higher than that in without lymphnodes metastasis group (P <C0. 05). The expression level of HIF-1q,
VEGF-C and COX-2 in tumor central area was higher than that in tumor peripheral area,and the tumor expression
level was closely related with tumor microvascular density(MVD) (P<C0. 05). IL.-10 and lymph node metastasis had
no interrelation. The positive relation existed between HIF-1a and VEGH and between COX-2 and VEGF, the others
had no direct correlation. Conclusion The abnormal expression of HIF-1a, VEGF-C,COX-2 and 11.-10 participates in
the occurrence and development of nasopharyngeal carcinoma. Joint detection of the above indexes may provide pow-
erful clinical guidance for judging early diagnosis, treatment and prognosis in nasopharyngeal carcinoma.
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