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1174, 584 G122 X (¥ P <0.01),100
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1.122.1.115.1.081;100 pg « L' VEGF +0.25 mg -
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A 5T E o A TNMD F1 avastin B FP VEGFE 1fi
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JEE AL K i 15 B 8 A 7 B4 0 A L 0 ) ) B AR T
P SEIRARHE o AW 5T R B MTT Ze €235 0 2 240 34
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THEE (¥ P <0.01) . AREFFREREER, TNMD
Lt avastin HA S5 BP0 6 40 B IE S O VE T . ARESE
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