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The relationship between the expression of VEGF,KDR and the angiogenesis in infancy hemangioma LIANG
Jie , HUANG Qi-jia. The Institute of Plastic Surgery,Guangdong Medical College ,Zhanjiang 524001 ,China
[Abstract] Objective To investigate the relationship between the expression of the vascular endothelial cell
growth factor( VEGF) and KDR and microvessel density( MVD) in hemangioma, Methods
streptavidin/peroxidase ( SP) stain was applied to examine the expression of KDR ,VEGF and CD34. The amount of mi-
crovessel was counted by the expression CD34 in endothelial cell. Results In 35 cases, positive rate for KDR was
73.4% ,for VEGF was 66. 5% . In the proliferating phase, positive rate for KDR was 89. 3% ,for VEGF was 92. 1%.
However, the positive rate for KDR, in the involuting phase,was 42. 5% ,and for VEGF was 31. 4% . There was a very
significantly difference between two phases(P <0.01). In the proliferating phase,MVD was (75.7 +13.71). In the
involuting phase,MVD was (28.9 +8.5) (P <0.01). The correlation between the KDR and VEGF was positive( P <
0.01). There was a positive correlation between the KDR and MVD( P <0.01). Conclusion There might be a spe-

Immunohistochemical

&R B K194 -), 5, BABE, EEETN, SEOFRE ST, 55070 B4ULMEM L. E-mail:liangiel964@ 163. com



- 1132 -

Chinese Journal of New Clinical Medici

, November 2009, Volume 2, Number 11

cial interaction between the KDR and VEGF in endothelial cell of the hemangioma in proliferating phase , which could

result in the angiogenesis.
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Mild moxibustion in the prevention of chemotherapy induced gastrointestinal reactions HUANG Qiao-tong.
Department of Cancer Hematology ,the First Affiliated Hospital of Guangxi Medical College, Nanning 530023, China
[ Abstract] Objective

prazole, ondansetron combined mild moxibustion, three kinds of programs to prevent chemotherapy induced gastroin-

To compare the antiemetic efficacy of ondansetron, ondansetron combined ome-

testinal reactions. Methods Ninety patients treated with cis-platinum-based chemotherapy were randomly divided
into three groups of 30 cases, respectively. These programs were used to observe the effect of prevention of chemother-
apy indaced digestive tract reaction. Results For vomiting, three programs’ efficiency were similar, respectively,



