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Expressions of Vascular Endothelial Growth Factor and its
Receptors in Human Tongue Carcinoma Lines
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Abstract: [ Objective Ito investigate the expressions of vascular endothelial growth factor(VEGF)
and its receptors in human tongue carcinoma cell lines Tca8113 and GNM. [ Methods ] Immunohis-
to-chemical staining and reverse-transcriptase polymerase chain reaction (RT-PCR) were used to de-
tect the mRNA and expressions of VEGF and its receptor : VEGFRI(Flt-1) and VEGFR2(KDR) in
two human tongue carcinoma cell lines: Tca8113 and GNM, compared with that of ECV-304 (human
umbilical vein endothelial cells ) and 1.929 (mouse fibroblast) [ Results ] GNM . Tca8113 express
VEGF protein . mRNA and proteins of KDR and Fli-1 could be detected in Tca8113, KDR mRNA
and proteins could be detected in GNM. [ Conclusion IThe expressions of FLT-1 and KDR suggest that
VEGF may be an autocrine growth factor for human tongue carcinoma, at least for cell lines in vitro.
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Fig. 1  VEGF staining of Tca8113 cell lines( x 100)
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Fig.2  VEGTF staining of GNM cell lines( x 400)
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Fig.3 KDR staining of Tca8113 cell lines( x 400)
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Fig. 4  Flt-1 staining of Tca8113 cell lines( x 400)
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Fig. 5 KDR staining of GNM cell lines( x 400)
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Fig. 6  Flt-1 staining of ECV304 cell lines( x 100)
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Fig.7 KDR staining of ECV304 cell lines( x 100)
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KDR #3700 bp &4t , Fli-1 #1500 bp
2% RT-PCR 253 7R, ECV-304 41 FLT-1,
KDR mRNA # 3k ; Tca8113 4 il Fli-1 mRNA F1
KDR mRNA %3k ; GNM Ziffd KDR mRNA 35 ; 1M
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Fig. 8  Results of RT-PCR
Lane 1: Marker; Lane 2: ECV304 KDR; Lane 3: ECV304 Fli-1;
Lane 4: GNM KDR; Lane 5: GNM Flt-1; Lane 6: Tca8113 KDR; Lane
7: Tca8113 Fli-1; Lane 8: 1929 KDR; Lane 9: 1929 Flt-1
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