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FTARHEREARGEMNEN T ESBENEREERNXE. FROETRAEAFIESERERER . WE
RGN EL. BIBEEEEG BIHMGBDEREAMAR LB LPSORMAEE FRHR T 47BN —F DNA LA E
H.E2 BEREERT CGIKEE KRB XL MEMBG LOEME 0D, IR MASN HMGBI AIRERRELHKE.
EIRMILAR KK HMGBI ik MRS H 8 i E WA il &) h vE R M i i fE A L 22 MR 8 11 (PS) 5 HMGBI a9
WERERABYHE, EIHRERAEHEHEAATE R, PR MR E K HMGB! 85 PS T fEH .HMGB1 1 4%
L 4 B 7 0% 3% 5 0 FE I T 4 PS FR4E . HMGBI1 Xt o ¥ B2 40 B % w4 A A% 38 1546 o5 HMGB1 12 % R R MM LRI IR 45 T
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