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GLP — 1) 7E42 1 1fi i 2 F1 R AR 5T AR L 1 L BE WOk 43
WA H I =R L E O AF VLDL 7 A FF R By 28 e e
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6. 4l LDL %1k : MR Bk 22 A 4 R B, S Ak 2
K% & 1§ 25 1 (oxidized low density lipoprotein, ox —
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