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Expressions of connective tissue growth factor in gastric cancer and its mechanism of angiogenesis
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Abstract: Objective To observe the expressions of connective tissue growth factor (CTGF) in the samples of gastric cancer (GC) and
The expressions of CTGF mRNA , vascular endothelial growth factor mRNA ( VEGF mRNA) were

detected by Real-Time PCR and immunohistochemistry in 22 pairs of GC samples. pcDNA3. 1 plasmid was used to overexpress CTGF in

its mechanism of angiogenesis. Methods

AGS, meanwhile Real-Time PCR and Western blot were employed to detect the changes in VEGF expressions. Nude mice were inoculated a-
gainst AGS cell lines and sections were made after tumor formed. The angiogenesis was determined by immunohistochemistry. Results The
expressions of CTGF mRNA and VEGF mRNA in GC were significantly increased compared with the controls. CTGF and VEGF positive rates
in cancerous tissues were much higher than those in normal tissues. Statistical analysis showed that there were correlations between the ex-
pressions and mRNA levels of CTGF and VEGF (P <0.05). CTGF expressions were efficiently enhanced after transfecting pcDNA3. 1 CTGF
practicles. The results of Real Time PCR and Western Blot suggested that the expressions of VEGF were increased in CTGF-transfected stable
cell AGS. The tumors were developed with shorter latency as well as larger size in AGS/CTGF cells compared with those in control group
(P <0.05). VEGF positive staining in tumors formed from AGS/CTGF cells was more intense than those formed form control cells. Conclu-
sion The expressions of CTGF and VEGF were up-regulated in gastric carcinoma. CTGF can promote the angiogenesis through up-regulation
of VEGF.
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