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The Relationships Among the Expression of Vascular Endothelial Growth
Factor, Microvessel Density and Radiosensitivity in Nasopharyngeal Carcinoma

LIU Yi-min', LIANG Bi-ling', LU Tai-xiang’, CUI Nian-ji®, LI Hai-gang’, SHEN Xi-ming’
(1. Department of Radiology, 2. Department of Pathology, The Second Affiliated Hospital,
3. Department of Rdiotherapy, Cancer Center, SUN Yat-sen University, Guangzhou 510120, China)

Abstract: [Objective] To evaluate the value of the expression of vascular endothelial growth factor
(VEGF), microvessel density (MVD) in nasopharyngeal carcinoma in predicting the radiosensitivity
(RS). [Methods] 39 patients, with their pathologic final diagnosis are nasopharygeal carcinoma, and on-
ly treated by radiotherapy were studied. Immunohistochemical analysis was performed on NPC biopsy speci-
men section. The sections were stained with polycolonal antibodies against VEGF and Von Willebrand fac-
tor. Dynamic MRI was employed to observe the regression of NPC after radiotherapy. The tumor volumes
were measured on the MR console directly. [ Results] There was a significant correlation between the expres-
sion of VEGF and MVD ( r=0.553, P <0.05). Significant correlation also existed between the expres-
sion of VEGF in NPC and the percentage of the volume of tumor regression(38 ~ 40 Gy, r=-0.45, P

<0.05, (68~76) Gy, r=-0.42, P <0.05 ). There was no significant correlation between MVD
and the percentage of the volume of tumor regression ( 38 ~40 Gy, r= -0.183, P =0. 265, (68 ~76)
Gy, r=-0.244, P =0.135) . [ Conclusion) The expression of VEGF in NPC is negative correlated
with RS. The expression of VEGF in NPC is positively correlated with MVD. There was no significant cor-
relation between MVD in NPC and RS.
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Table 2 The relationship between the expression of VEGF and TV and TVs,

VEGF Case( n) TVz — TY" —
Max{(% ) Min{% ) TS Max (% ) Min(% ) xS
- 15 100 5.1 60 x 30 100 26 86 +23
+ 15 100 14 54 +28 100 28 77 £27
+ + 9 57 2 23 £21 96 28 57+21
Total 39 100 2 49 +30 100 26 76 £26

r=0.45, P <0.05,in the middle of RT. r=0.42, P <0.05, RT finished. TV, TV, TVs, TVs, TV; stand for tumor volume before RT, in the
mid - term of RT , RT finished , 3 month after RT, 6 month after RT respectively. TVz, = (TV, - TV2) /TV, stands for the percentage of the volume of

tumor regression in the mid — term of RT. TVy = (TV, = TV3)/TV, st

ds for the per

of the volume of tumor regression when RT finished
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