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UAEs A=2E7)
M 5% 5 % GBM h iz

DLAR 470 ( bevacizumab , BEV ) Jg& — F E 45 5+ 1
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REIE A, AT ok 35 4805 K F 48 & LT 25 W) iR
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AR, © B A FZ A T GBM KR T .
i [ Solomon 2™ F 2013 4E A M T — I & % Bk
OB BT 6 97 W SO0 I PR R E R 2 b WE
LT R X B i R RS, TO B AR (41 i ) AR A
JE 40 a9, 29 Bl GBM) Bl B 73 ik 56 20 Fn %) R 40,
B 4% 52 e % R PR POIG JT R HOT W IR 4L 4 %
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