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1.1 mAERHFEE
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tein, VLDL).{K % & J§ & 1 (low density lipoprotein,
LDL) il H ¥ = & (triglyceride, TG) & &3 10, T & &
B B % & BE & B¥ (high density lipoprotein cholesterol,
HDLOBRE(R, XHKE.H 1/3 % CRF @& 1ML+ TG
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1o ¢ I B IE % 4 A T BB R A R R L 64 SR R, R
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WMEE B PINE, B R AELE D E, N EE
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1.1.6 X4  HREZESEHNRTIEN CRF FHEE
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FLBE OB . VLDL 5 LDL ¥ %, H W ff HDL & B f%
1€, a3 ol OoR M e R Y.
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BEEDHETEBEESIHEHSLE. FEl
EE 62% Ak R (L, Hob 30 ¥ AT H Bk HE
WiEL 35%, M % CRF 5 F F 8 B X Bk w6
k. AFEMECRF S mMES, S ORI TEHEK
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TEAY I, 8 AGA 9 3% 4 M & AL I3 # 4F CRF 8
f B BK 36 BERE 4L, T X # 4 & BT I T A B Bk 3K
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EHEFEFRELCF & L BARERSEEEL
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BUEEETREE SR LB S . NE
MM RGIR R R ERA. B CRF B P HFH R
AEARRAMREERERF ML SREAAMMFE S
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« 89
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FLAR B BK AL R F 35 B R L 28 CRF 51& 89 70K 3h
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3.7 KTEiasy :

B CRF A 4k R vE AR S5 B 3K 4y W38 on, R LA R
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