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cholesterol, HDLC) ¥ FE ¥ %A 91 B A0 . BF ¢ & 8L TG
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FAK T VLDL (¥ EL ], AT B AR TG /K7, A fig 2 1 A i
[ 7 /D, 6 HR FIDL A 00 R I 4 AU s 58 5 A, M T o8 I, 22
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Grosskopf 2" ZEMF 72 f % B, 4R 6 5E B AS B = 4 if 7 TC
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M TG EE TT 2477 ( P< 0.001), W19 #4# TG B E & T
S19 #7735 1£ 435 &4 O WUEEZESR A, - 1131T> C # S19>
WAL A SRRE T IE % AN (7.4% t 2. 0%, P< 0.000 01) .
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B 55 M B TG 3R, A8 7k o0 19 XU AN 1 K 45 566 25 r
FE[A ¥ 53 1 o % IR 88 (1 (intermidediate density lipoprotein,
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HDL 175, 56G 28473 K #5 47 # TG IDL. VLDL 4 &, ¥ fh 2
P73 R 7E 55 M 0 5 ) O R B M KR R e Lee 1 Xt 537 4
FNRNBEATIT AN N E RS B AS 2 ARG E
LR TR
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