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7(ANAPCT) ik , 52 M 1 3 18 8 R 41 A e M, DT
RIEAERE UC AR VR Y, BT w62 UE4E = B
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AU ETBE 24 2025 440 47 555 1 1]

FF TR E5CE B S 30, B A2 T RR R I BE ) B R 5
FHAZAIGYT I IBD B35, G2 it A A 40T T8 = B T
K% fif 2 LR A F B T Y, BR AR — A Y 45 R
R, TEAZA AR AR IBD 5 7, B. wexlerae 7E71E
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QTR 2 3 e
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2 YA FIER BT (VDZ) IR YT )R, CD 2B fift 0] i 3
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FRIVEE AR 3503 31 R 0.616 F110.65 1, A% 170 38 A= oy 41 %
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BT HIRG A, —T T FMTIRYT CD [ BAS]
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