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Differential expression of KAIl and CD44 in nasopharyngeal
carcinoma before and after Gendicine combined with
radiotherapy and chemotherapy treatment

WANG Yong-li, LAN Gui-ping, SI Yong-feng, SUN Jin-jie, WEI Hai-ming, YANG Yong, WENG Jing-jin
( Department of Otolaryngology - Head and Neck Tumor, People’ s Hospital of Guangxi Zhuang Autonomous Region ,
Nanning 530021, China)

Abstract: Objective To study differences in expression of KAI1 and CD44 v6 before and after Gendicine
treatment, and to explore the relationship between the expression and the clinical characteristics of patients with
nasopharyngeal carcinoma ( NPC ), and also the relationship between the expression differences and prognosis.
Methods 58 NPC patients were randomly divided into two equal groups ( treatment group and control group ).
Expression of KAI1 and CD44 v6 protein in tumor tissue of both groups before and after Gendicine treatment was
detected with immunohistochemical SP method. Tumor regression rate and long-term survival rate between the two
groups were compared. Results After treatment, the expression of KAI1 was up-regulated and that of CD44 v6 was
down-regulated in the treatment group with statistically significant differences, while the differences in the control
group were insignificant. Local tumor regression rate of the treatment group was significantly higher than that of the
control group. The 3 -year survival rate and long-term survival in two groups did not differ significantly. Conclusion
Gendicine therapy can significantly affect the expression of KAIl and CD44 v6 in nasopharyngeal carcinoma, and
inerease the local tumor regression rate, but can not prolong the survival rate.
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