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AN HDLE &R R, W aEZ BT A Lp-PLA2 & i 11
w AL IERS T H 5 HDL I &Y, 72 % K30 0t
TARMN KRZH Lp-PLA2E HDLZ: &
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FRUA R 3 8 i Lp-PLA 2 (K135 127 05 3k 35 B 4016 Lp-
PLA2MRI G o (2) Mm% e R 2 40 bl 70058 3o w) 3l (7 3R 3 4 % 3R
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WRAE R s @ESEE DR PLA2IHIE,
Lp-PLA 275 P 5 700 540 M B AR, L 2 PR 0 9% o 173
Bk YRS DB A [ 2B, LA Lp-PLA 24 il 57 480848 2 A
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