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VG A2, A5 69 26y [ B a2 W I 4 & 45 (IPSS) 2 1] Bl 5 ™
&L 74% K AR B, ORR b 30% (CR 9%, PR 8%, HI
13%) A &P E R 3.3 A H ol TG fih B2 34 57 1 B
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HAL. B HTi A X PR 2 P i B L (H X PR 24 4 4 I
BRI 43 ) 5 ST sk M IR L S- R AR AT B A A RUR R
A7% VG AIE Ry 30 %0 L T 5 A Rl R LU L. a0 SR 10%
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