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[ Abstract] Objective To study the effect of overexpression of human vascular endothelial growth factor
183(VEGF183)on peritumoral vascular maturity and compare it with overexpression of VEGF189 and VEGF
165. Methods The experiment was divided into four groups:the EMT-6 group (BALB/C mice was inoculated
with EMT-6 cells transfected with empty vector pcDNA3. 1),the EMT-6-183 group (BALB/C mice was in oc-
ulated with EMT-6 cells which overexpression of VEGF183) ,the EMT-6-189 group (BALB/C mice was inoc-
ulated EMT-6 cells which overexpression of VEGF189), EMT-6-165 group (BALB/C mice was inoculated
with EMT-6 cells which overexpression of VEGF183). Immunohistochemical technique was used to detect the
pericyte number (PN) labeled with smooth muscle actin o (¢~-SMA) and microvessel density (MVD) labeled
with CD31 in tissue sections,and the ratio of PN to MVD was compared. Results There was a statistically
significant difference in peritumoral MVD between the EMT-6-165 group,the EMT-6 group and the EMT-6
group (P<C0.01). There was a statistically significant difference in peritumoral MVD between the EMT-6-183
group,the EMT-6-189 group and the EMT-6 group (P<C0.01),but there was no significant difference in per-
itumoral MVD between the EMT-6-183, the EMT-6-165 and the EMT-6-189 group (P>0. 05). There was a
statistically significant difference in peritumoral PN between the EMT-6-165 group and EMT-6 group (P<C
0.05). There was a statistically significant difference in peritumoral PN between the EMT-6-183 group, the
EMT-6-189 group and EMT-6 group, but there was no significant difference in peritumoral PN between the
EMT-6-183, EMT-6-165 and the EMT-6-189 group (P>>0.05).39.2% of vascular maturity was induced in

x  ESWE.ES R R H (182102310337) s W 45 T AR H LT (161100310900) .  {EE/ /. B (1992—) W 1, T M H
Mg A R YT HIF 5T A @15 1E& . E-mail: huiyongzhangl15@163. com,



FTHREF 2010454 A% A8 5% 81

1281

EMT-6-183 group, while 46. 0% and 35. 4% in EMT-6-165 group and the EMT-6-189 group, respectively.

Conclusion
and VEGF189.
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