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FE T TS I Hh 2 2 3R 08 LP-PLA2 Th 8544 52 2%, I 26
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LDL 1A AE M
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1995 4E, Tjoelker 25" ¥ Yk & o o0 B N I 3% Y Ly
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fli hs CRP 1 Lp- PLA2 7K 7 2 % W] T30 26 vp 52 K HC A 1fn
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tein, CRP) 7K1 5% 5t fa I8 & AT 7 VP4 CAER i 3L 5 S i
PERR R OR o 0P BB RIS B2 Y, Skt 441X By Jhk A A X
(atherosclerosis risk in communities, ARIC) B 5T H L $§ 12 762
il 4gk 3 52 2 0 i S A 99 4010 A R AT 3 T (LR BT 6 4F) o
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WA WSO 8 v o s g O 7K ST R BR 98 ) A5 8L R, L PLA2
A CRP 7K P 1 d¢ i 2l 1) KRS BE 43 5310 R 1. 91(95% (I,
1.15~ 3.18; P= 0.01) f1 1. 87(95% CI, 1. 13~ 3.10; P= 0.
02) . AERIEMEG KRR G, L PLA2 1 CRP [ 4b T 5
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AR AN, A B P 3 AR AR R A AT o XU AR 2 3 1 e s B
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