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Objective: The purpose o this gudy was to goply the anti- human VEGF noroclond antibody By , which was generated
againg a synthetic peptide from the NH, of the human VEGF (resdues 1-26) , to agang VEGF in buccd carcinoma, and to ex
amine the inhibition dfect of the antibody on the carcinoma gronth. Methods: E;; was hypodermic and celiac injected , with 200
M g each from the firg to the 15th day , into BALB/c nu/nu mice , which were tranglanted with human bucca carciroma. The sa
line was injected as the negative control. Mice were killed on the 18th day. The tunor weight was determined and the inhibition
rate was cacuaed. Results: The growth of BCaCD885 carci noma was drameticaly inhibited in the B, group. There was a dgnifi-
cant difference in turmor weight between the sdine group and the B: groups during the observation period. The tunor growth inhi-
bition rate in the mice hypodermicaly injected with B, reached 69.9 %. Conclusion : The arti- human V EG- nonoclond antibody
E;; sgnificantly inhibits tumor growth by blocking the action of VEGF, and without obvious sde dfects, therefore the anti- human
VEGF nomoclond antibody coud be gpplied dinicaly in the anti- angogenic trestment of lid tunors.
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