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Ao FEL L A EV AE Sy TME rh ) f 25 {0
WRES 5T g s i g 59857, 3 HIEME R
VAR R RE YA T I 2 T 4532 e
2.1 THREV T Z4i5 APC [{)AH B £ fil I
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FBR2) () 223k, I 400 ] =5 e pit 28 1 41 i 9 26 3 1)
TGFB1 MR #i vk e e i o NK ik EV 3£ ] 45
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EV MR 28 41 EV /Y 3 68 XT T 21 17 b I8 S0 8
PEREE TR, AN, T8 EV 5T % ¢ Hoks
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