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1.1 R EAIH A E % EPA AT LI i FFE Lp-PLA2 /K
S AT D 2 S AR 88 TR i B P B G 7K e DA Y I 0% i P UL el
SAAL AT BN TR , T ) 2 MM (v 286 R DL -1 % i A7 440 i 285
PRLF- 1, 00t 40 B 400 M B 3 T L P R 4 D el A i A R
T RERSBOE AN T G R I A2 IR 120 2R A%
[ Cnuclear factor, NF) -kB {3 55084 5 i 50— L fL 24
L J5T 455 Jo 2 ) 7 A BRAIR AL TL-6 K- [ g e AR i 58
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( peroxisome proliferator-activated receptor-oc, PPARa) IR IRFE
K T2 A48 5 K 7~ (TNF receptor associated factor, TRAF) 3 J&
P23k s EPA JRFFARIE SR # 1 3 (pentraxin 3, PTX-3) I
A L E 1 1 (monocyte chemoattractant protein-1, MCP-1)
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CREB1) %455 K F 1o (hypoxia-inducible factor 1-ou, HIF-
lo) MAE 5455 B 55 S5 IR F 3 (signal transducers and acti-
vators of transcription 3,STAT3) [ %:zijim , R IE 5 R PP R AL
JiZ, Mason'" Sherratt %" B 5¢ % B, EPA 4558 i1 55 i 1k 1 ey
i et e M A I A S BEASE , BHLAE 18 F S A %33, 300 okl s ol A a7
A Mg ek S8 A R I [ 5 A R A T . Mason 251710 43 g
T RIS 5 A AR & B (apolipoprotein B, ApoB) Jlit 8
H, #EAT IR BT AT A EPA b3, SESE EPA /05 ApoB
TE N B AR HE 1 URLAEUAL , ) S0 N8, B2 I B T BB B A
1.2 AW AEAR# Laguna-Fernandez %’3‘:7”1 W5 @78, EPA 18
AR R E1 2 ERVI/ChemR23 32 {445 53 5 2 5 AR
F ARG 2% B g 2 14 IH [ 5 ( very low-density lipoprotein cholesterol ,
VLDL-C) K-, 3 /b L W55 240 i %ok 41 A1 %% B2 i 2 1 1) B3 B
& 1 Y T 45 & 85 1 -1 ( sterol regulatory element binding pro-
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I SREBP-1 (17 4 T80/ = B il 17 i 5 35 9
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HER I LPL 3% P 55 4 42 B VAR A 1 3 A2 JIEL 1] 7 ( remnant-
like particle cholesterol, RLP-C) 7k 17, Tanaka 25" % 3}
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PCIARJE HIRFTEARABTT 4 mg/d i 85, 4 HBEHL T4 EPA
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MHEEER T 6.5 mmol/L 323, MiHL4> - EPA 1.8 g/d+1il
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Fig (LDL-C) % xf M8 41 B fIX 6. 6%, HDL-C & & 2 25 57,
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ApoB VLDL-C .LDL-C \RLP Z5/K SE3R&A%, H 4 o/d 40 =t H
M (-21.5% vs —=10.1%) AE HDL-C(—13. 6% vs —5.5% ) 7K V&
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ApoB  ApoC Il ¥ F A% , LDL-C \HDL-C 45 715 . —Tigh A
22 TREHLAT BRI (25 4543 BT 7~ DHA F1 EPA AT REAIE =
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2019 4 ESC/EAS Ifil i 55 & B4R B T HERE , X = BEH vl
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( 1B)F¥, 2019 4 AHA Blep @il R W], Rig 2 75 5 HAL RN
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DHA =% EPA i3 FF & =Bt H il IfUAE 793697, 41 Omtryg ( o-
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£5 I EPA A5 2 R 4 5 e = I I JLRE O I A5 0 A
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