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[Abstract] The main treatment of head and neck cancer is comprehensive sequential treatment, but the 5-year over-
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all survival rate is less than 50%. Strategies to further improve the curative effect of head and neck cancer are urgently
needed in the clinic. Recombinant human vascular endostatin is an antiangiogenesis drug targeting vascular endothelial
cells, which has a certain inhibitory effect on tumors. The treatment of malignant tumors by drugs alone is not signifi-
cantly better than chemoradiation, but combined with radiotherapy and chemotherapy, it can increase the effect of radio-
therapy and chemotherapy without drug resistance by changing the distribution of blood vessels, reducing oxygen and
normalizing blood vessels. Head and neck tumor treatment has certain advantages. New tumor treatments are expected.
The results of a literature review showed that the mechanism of action of recombinant human endostatin mainly includes
regulating the matrix protein inside and outside the endothelial cells to influence neovascularization, acting on receptors
related to the surface of endothelial cells, reversing abnormal neovascularization to achieve vascular normalization, in-
hibiting hypoxia inducible factor to improve the hypoxic status of the tumor area, and regulating the cell cycle to ensure

the tumor cells are sensitive to radiation in the sensitive period, and vascular normalization can increase the effect of ra-

(#FmE#A] 2019-01-03; [f&EIHHEA] 2019-06-24

[E£WB ] B EF00H (FHARLOE) HBA(XWCX201604 ) ; 719534 TAE T AE ZRMIFRE(H2017080 ) 5 B M 1l Bk-H 5507 4 1Tk
(KC17196)

(1EEEA] 20/, BRI, A2 L+, Email: 863303398@qq.com

[EBEEE] &, TATEI, #8Z, Email: mrocket@126.com , Tel : 86-18952170986



b

ARERmBE 2020648 $£28% H4H
+ 268 +  Journal of Prevention and Treatment for Stomatological Diseases Vol.28 No.4 Apr. 2020 http://www.kqjbfz.com

diotherapy. This treatment has a good synergistic effect with radiotherapy and chemotherapy of head and neck tumors

and has a good effect on advanced head and neck tumors.
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um; targeted drug; targeted therapy; biotherapy; chemotherapy synergy; radiosensitive phase
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