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-3 polyunsaturated fatty acids can play an anti-atherosclerosis effect by regulating blood lipid profile,

improving endothelial function, anti-inflammatory, improving plaque stability and other mechanisms. This study reviewed

the structure, metabolism and the possible anti-atherosclerosis mechanisms of ®-3 polyunsaturated fatty acid.

G2 IR W IS MR B S PR, iR W R 2 MR 2R Y
HEYRE T, 25 BIHUALE W) 5 R R, X A= )
IR B AR R A4 i 2 R Y A 415 ke 1) FE A T [
I 2 22 A T ) oA TR, BE A e 16 iy
FURRER MLk e R AR IR R AR YIS R IR
Xt ST S IV | L WSO | A A 2 AR el R
PR

WEAERT 5T e B 2 307 55 B N AT S5 AR A O I 7
FRAET R X S HEE A5 PR & 0-3 Z AR
PR AT ARG X — A S R T AT -3 24
TRV 107 R 14 F 5 4 20 B S LT AR 1], 40
MBI -3 ZAMERITR LA A2
5RO LA K AR KR Z2 A4 B BOF BAT —E /Y
PR AT 22 BIF 5 FES 20 e PR3 45
THIIAYZE R, B A R e RIS B A T A — 2
AIEEIR -3 Z2 AL RIS 7 TR A4 A8 B 37 1 FH AT
ARG, BT BUA MIESE , V8 2 BUR B Y #E 75
SR R RERIRE E ARE 0-3 Z2 AN FIIR R 1 5%

(W EH]  2017-10-16 [f&E B
[(BE€MHE] EZRARPEATH (81270353)
[1E& ]

A w0-3 ZA R 7 R K He i i T 15U A
7O LA R IR R AR AN AL AT, ASCH
TEUL] w-3 ZAME AR IR i 4 ke AU L 5 3)
BRIEERE AL C R

1 RERERRI R 6r &

N & — 2RI G W), th ik S A 2k
LV R FE AR i, MR TR IE & A7 12~ 24 4
BT I = e BRI M S S Y A A
Yo A i I R B S5 KT oAy R Mg 5 R
(WIET DT 2~44) HEERR TR (BRI T 6~ 12
) R EERRITR (BRI 14~24 ), MRHRBRAR A
SR B AT K 43 Sl AR RN IR T PR ( saturated  fatty
acid, SFA) | B A1 A1 BB B FR ( monounsaturated fatty
acids, MUFA ) Fll Z A 1 F1 i 155 BR ( polyunsaturated
fatty acids, PUFA) . PUFA AR5 H XU & ] LU
/1 ®-3 PUFA il 0-6 PUFA,

2017-12-02

WY A g A BRSO R sh KR AR R AL, E-mail A caoye_medical @ 163.com, SRR AR AN B E L U

5T A SO, 322 S50 IR O 52 FNAYT , E-mail o xiaomguo@ yeah.net ,



634

ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 6,2018

RIVTRRAT HARR R 1) 2R G i 44 125 AR g U7 1R 1)
TREEAC FE TRV B 44 o A Gh iR R MR Itk J5t
TS o A% A FR DA G5 J5E 31 OUsE o7
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( docosahexaenoic acid, DHA ) 784 C22:60-3, Bl&
A 22 BRI T B 6 W JE T -3 PUFA,
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NRIGFR 1) B-A b 2 AL AL RE L 72, AR Wi 2
FE P BT S 2 R A S 1Y) R TRl i A B TR HI
TIGE A R B A AL R I TS 4l £ T
WG A, Boa PEA = BRIRIE I B AL AL RE I = A K

A AkAk
o -TERRER(ALA)
C18:3w-3

e ES (LA
C18:2w-6

A-6XiFNEg
y -IERRER(GLA) +/\ 5 0 B
C18:3w-6 C18:4w-3
¥ T
WS-y -ERFE(DGLA) xS ER
C20:3w-6 C20:4w-3
A-5XiBFNE;
TEEMIFER(AA) Z A HER(EPA)
C20:4w-6 C20:5w-3
gl
T+ T ER T+ ImA K
C22:4w-6 C22:5w-3
A-4FKBINEg
T+ ImEGER Z+ZERANEER(DHA)
C22:5w-6 C22:6 w-3

& 1. PUFA B E4L ]

Figure 1. Sequence conversion of PUFA

22 EZHIRBEIEK

KT BE R A & G 8 R & ( prostaglandin, PG)
FITH = (leukotriene , LT) PR iZ i K U5 T A i
i eikosi, Bl —+ AERHATIR Jy 20 D RKJIE T HY AA
1 EPA, AA 7£ 35 I B8 ( cyclooxygenase , COX) £
SIS AEFT SRR E, (PCGE,) (RIS 3 K 1,
(PGL,) M If#a:%¢ A,( thromboxane A,,TXA,) . PGE,
Je—FP 1) SE A T, PGL, AT DA S 1L 45 &7 ik,
TXA, 7] LAGE o I /A SR 48 Rl A5 W 46 . AA TE AR
A A B (lipoxygenase, LOX) 2 5 F 0] DA f= 4 LT, ,
LT, 7EARAE SN 1Y & A A AERe rh s 31 T 8 2R,
EPA BfRIHHS AA ZBML, BT 2 COX Il LOX 215,
FEA AR ) S B PR R TS IR R K,
(PGE,) FIH = LTS i/ M R A 1 AR A,
(TXA,) B A S A FF IR TSR 2 1,(PGL,) 1
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AA EPA \DHA 7E LOX &5 T e h £
e S S I T 1R 1 B 2840 BT, Aok IR T AA 1Y
izt A, (lipoxin A,,LXA,) Mg A £ B, ( lipoxin
B,,LXB,) . K Vi T EPA (Y #iE & E (resolvin E,
RvE) . EUE T DHA OB E D ( resolvin D,
RvD) ™ BFFT & BLRT ] DE AR AE 546 COX-2 LTt
1k, AR FR I AR Bl R G 8 PG IRE T T B,
{HRT LK AA (EPA DHA Q3 v | 774, itk — 2
TE LOX 2 5 T % A6 BT ) VT AR A% 5 09 i 0 =
(aspirin-triggered lipoxin, ATL) | Bl & VC AR5 S (19 71
iR & E (aspirin-triggered resolving E, ATRvE) | B F]
VRIS S TH IR E D (aspirin-triggered resolving D,
ATRVD) . X SEACH P Pyl b wip 28« AT” , 5ik ] B
A DCARTEX —Fe AL i i R SR . EPA I DHA
Al LA 24l g 5 K P450 ( cytochrome P450,
CYP450) it A MR &R " . LX R ATL REAEHI I
F1 200 2 ) 9% A A A 02 9 I Wi 40 D F) L 2 £
FH, MR 3 4 2 02 (AR ) TR R AR RS 4
Hh PR A T AT N i R R R v 1 2
LR T 98 A 58 AN M PR 1 7 A R R HE BT R AR
MY W 2,

DHA 7E LOX 25 T & B 5 iU IR (protec-
tins ) Fl maresins X % Fl AT 3T 58 7 T A9 e kAL &
Pt PR LHEFR N PDI (protectins D1) |, Hirp
D fRFEKET DHA, 1 (AR EHE R AR IZLMLEY,
PD1 7E PRI 2 RGP AR A A 2R 57 R D1 (neu-
roprotectin D1, NPD1) , ‘B 7E K i K7 2 FIA0 o i £, 28
R AR RE AR A E BT T R R AR
PRI A2 U8 T 2 1R 2R AE v, R 22 AR
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WP S R AT Bl v A i = A2 0E 2 5
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Figure 2. Metabolites of AA, EPA and DHA
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3 PUFA A] LGE LR MLIEE Ao N IBEZR AL, PR ROE BB L A A sh koA R AL VR

% 1. -3 PUFA AT E0FE— R Z RGBT BRIXIE

Table 1. Randomized controlled trials of ®w-3 PUFA for primary and secondary prevention of coronary heart disease

ixi}

B2 4 Bk B ] YANRE HANB T i o ] ERLTFF
DART <70 B R E oL 203341 BEEH 2~3 WM 24F S ORAE TR AR EAE MO LS SE
1989 4F RESE B SR HORH £ RR 7 0.84,95%CI 2 0.66 ~ 1.07;
% 0.5 ¢/d SR
RR 4 0.71,95%CI 4 0.54~0.93
Lyon Diet Heart <70 % 6 HNEAL 605 il fIRA RN B B R e W2 2.3 48 eHBETS
Study 1994 4F WA fR JRRIR A b i & RR 4 0.30,95%CI 25 0.11~0.82;
S Y 4 BB T 5% AE 25T 0 L
T
RR # 0.27,95%CI }9 0.12~0.59
GISSI-Prevenzione 3 MH N ELONUE 11324 ] 882 mg/d EPA+DHA 3.5 4F  &WET: AESEHLNUIESE |
1999 4 ey B, AR BB A
FR il RR 4 0.85,95%CI /3 0.74~0.98
OMEGA >18 % 2 FANL.OWUEE 3804 il 840 mg/d EPA+DHA  14F  JEAEEG.CIFfEE
2008 4F Al RR N 0.95,95%CI 4 0.56~1.60
Alpha-Omega 60~80 % BELE. L 483741 376 mg/d EPA+DHA 3.4 4F  FELIMEARFHF
2010 4 FESE 8 52 g/d ALA RR 4 1.01,95%CI 4 0.87~1.17
SU.FOL.OM3 45~80 HITWIA B 2501 ] 600 mg/d EPA+DHA 4.7 4  FEL MR RELE
2010 4 Bl GRTNY I e RR 4 1.08,95%CI 24 0.79~1.47
i)
JELIS 40~75 % MLITZ5%) 18645 il 1.8 g/d EPA 4.6 1 FEGERIKE P (FEIE FE KD
2007 4E VRIT R BRE [ E AT WIAEBE A A 52 0 & L 1L
KF 6.5 mmol/L I )
B RR % 0.81,95%CI } 0.69~0.95
Risk and Prevention 4 LA E.O MM E 12513 i 850 mg/d EPA+DHA 54 OIS FET- R IR %
2013 4 £ A 2R SRR I A RR 24 0.98,95%CI 24 0.88~1.08
I 1AL B i A
AREDS2 50~85 % W BELPE 4203 ] 1 g/d EPA+DHA 484 FILLMA
2014 4 BH RR 4 0.95,95%CI 7 0.78~1.17
D e o R 40 g 2 e A e 1

3.1

-3 PUFA 53w T E5 B9 BEALXT BB ik 16

JiE 5T (Lyon Diet Heart Study) t & — W58 Ik &

w-3 PUFA X 005 — SR BT AR C g 24k
RIBEAL X BB 3601k, B 5 0 LA I 5
(diet and reinfarction trial, DART) Z¥FHt w-3 PUFA
Xof o WU B — 25 31 5 205 AR 118 25 — A R B B AL XS HR
W, S ARG, B AR 2 B 3 R SR
D PR 40285 1 B 5 X B A L 4 R BB T 3 T
T 29%, {015 K& O WUAE B8 SR A 22 512 HXE
DART 3056 (194 01 B D7 B8 047 53 A 40 % B, 4k 2%
MU ] 0 28 1 A8 5 IR SE R LA B R S Y
REA A BT RN T 31% 7 B 5O JER

XU LA 36— 0 901 87 50 SR 1) Bt ATL KT R 65 | 2% F 5
LeB T M IR B (6 S AR T ALA) FNAE G20
S TR X O WU SE — Wi 45 , et 27 A~ H
i35 30 e, U KR 2 P U LASE B L i 46 3B
T35 B AR LB 2 R R, e LA R BE D5 5 4R 11
TR R AR AT 1R I 9T B4 e AR A ik
TR B MR E - FERI O UL 5 P LARREE 4 4F
ifA] %) GISSI-Prevenzione it K J& — Ji A 5% -3
PUFA FI4ELE R E XFC U — 2 1 B R0CR 1) KA
BEMLXT FEI G, 2 3.5 FEMIREVI G & B, -3
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PUFA RERS (. LR SE B 3 1) E 2B AL AT %
10% , Hoh & HAE T 5T [ 20% JRAE & 4 5 F [%
30%" R ERIFSEE ] 0-3 PUFA XFE0%
I 1) PH P 5 S, 8 At A 78 i AL G ARG 56
ORIGIN'*’ | Alpha-Omega*" | OMEGA'*" | SU. FOL.
OM3 HI45 H B 25 38 . 4% 1% DART2 WA 5%,
FR Bk 7w & PUFA A2 il i a0 48
iR EEE ST A O 1 O I PR R B A 3

w-3 PUFA FH T 56008 — G Tt 7 1) A 58 A X 45
b, HA EPA TS (JELIS) 22/ — I w-3
PUFA JHF 76800 5 — 2% T B 2005 1 B AT T R 6
TR T H 1 18000 44w IR MLAE £, ik 36 40
TEMTIRYT R JEAE 455 EPA 1800 mg/d, X R4
A TAITIRYY . 13 4.6 - AIREDT G & BE,
I EEE AL EBEINT 19% ,H 2 FEFE AR
ShIKMISIET- LA 2257 JELIS #F5% F LS
T —E W), BfiJ5 B9 Risk and Prevention TN AR
FI AREDS2 05 IR R B HUZE R

VFZZER M T 3 18 A P AT T
WHE  HBRRETS 215 E W45 1L, 0-3 PUFA H T
O T AT AE S L) SR 3l B R ) — R 25 A6 4%
HrEWA T 18 ABEHLG BRI A 16 ASATHEE: BA S A
5, BEALXT IR 58 43 7 & B -3 PUFA BERS FF G
IR RSB AR IR B G 12 25 S (HR 4 4347 & 21
T EE ANBE 0-3 PUFA BE% i 25 B 1K O 1 3 X
W5z 5 T B 14 BA B 0F 5% 43 A & 30 1 7 i 7Y -3 PUFA
RENS 25 AR Tl O 2 1 KU 77 X ik & 2 3k
— AT AT LA B, R 1) XL b 5 B BT XS T
I A T 5 P PESS R  X T RE e T AT 262y
YIRIG R B A A AR H 552 % 5 N Rl -3
PUFA (A t5E B 5L TS, Rit— 2 KIE o-3
PUFA fg & & # .0 1l & & 97 4F H, REDUCE-IT
(NCT01492361) 23 F1 STRENGTH ( NCT02104817)
RIS IEFESA T
3.2 -3 PUFA 3¢ A8 #5500

e I HILRE 2O L 995 1) B B A B R 22—, 3
Sy BE M RALTT 28 259 I BRI BE IR B 1 (low
density lipoprotein , LDL) 7K 2 28 ik 45 , (H 1 F 1l 7
Hilh = BE (triglyceride , TG ) ANBEA &, O 1L 45 55
PEBRE &Y L LT TG /KPS0 L4 9 1Y
FERR R 2 — , — T3 T ML 55 A 25 2600 W7 &
B, ZS B I TG K- R34 &5 88 mg/mL, .0 IfiL 3 95
DRV 78 53 P £ o 4 88 I 149 1 37917
COMBOS ,ANCHOR ,ESPRIT #F 58 #4IF 5 -3 PUFA

AERSTE b 7T 25 25 W (i JE ik b 9k — 2 B I TG /K
ST TR 46 T BEALGE IR K B 1 25 A
BT &R -3 PUFA B HA 57 BE A8 771 o AR 00 4 b 22 A1
2 ME TG 7K B A PR B0 AH 5 B ( total cholesterol
TC) =% £ BE 2 1 (high density lipoprotein, HDL) |
LDL (7K BF98 & B EPA F1 DHA Xt Ifil Jg 3%
(AR IS A 22 5% . DHA 1 EPA 0] {f 1fi i 1E % 5%
1= MLAE A2 1 TG K- B4R 15% ~30% , {2 DHA
AT LAZEAT S TC K A9 Al R F+ = LDL A1 HDL
K, SR EPA A X FER™ . »-3 PUFA &
fIK TG BILHI 2R T A EEJE T TS AR A 1e
(sterol regulatory element-binding protein-1c, SREBP-
Le) AT 8D AR 05 5 5 ; 0% PPARa DU 3 Jig
IR B 4E AL ; B4 5 B 40 1A% PN 2 400 B i 2 1
U A LA S A I e

-3 PUFA i AT DIBCE R 8 R AR B, L
NN LDL ELAT 55 A4 250l ok ks R A ARV
KARFRA HDL, AR B /MR HDL, RE 6% #5741 2%
(1 JEL 2, i A5 AR PP VE P S ) WiF 9 & B4 H
i -3 PUFA 5764 248 HDL /KSR AT #E T
figf 7+ = HDL, 7K °F, [A) B B AIC /N 107 % LDL 7K
SIS ELpAORE  DHA 3691 T LDL F1 HDL f i
BB EPA A X FVERA . DHA 3R il
AR R B VR FH AT BE S Ath 7T 2R 25 20, 2
AT R IR [ B B B i T i R 1 I B B 5
A

SR, -3 PUFA 258 F BEAR ML TE TG KF
FICAE B AR 1 B0RE AR B ke A 1R I g AR 1 i i
%, EPA FIl DHA ¥ fig & & & K L35 TG /K F,
DHA iS4 Tt = HDL 7K, [] i 384 K g 2 11 Uk
PR X HE 6 T H I = R IUAE 25 DL DHA S
1) -3 PUFA i35 A] GEA 547 A s3CR
3.3 -3 PUFA SN R IhRERI R

PN B 400 i ) il 35 LA h Ik s B R A R A 1
WIS B A0 M T R 2L -5 0 A 1 &
VIR G, I ELRERS FH ok 000 i 457 95 XU FIPE T
SRS 2 DA T A AT I A 5 B R A
HiPE&F 5k T BE (flow-mediated dilatation, FMD) 7] L)
FHR S e N B2 I T E . -3 PUFA 51 B2 40 e 3
REE IR, — TS PR BF 52 & BRI 3% A0 20 40 g
i DHA /KF- 5 FMD 2 IEHI S5 VR Z REHL E
I IR -3 PUFA R DLESC3E P B2 200 A4 5 1 1
EET IR D8 A WS AR B s B A5 S Y L
R R AE O LA 9 1 S A BER 7 EPA I DHA
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XTI DIRE S A T 22 5%, —FoR HedR T
AL EPA R DHA X5 i I 253 10 A5 &7 7k D) hg
RSN, 4555 % B DHA o] LIdiss 22 EIRRiE S
{14 LB AL 4 S 7, 348 58 £ T NELAR5 5 19 1L 45 46 5K
B, {0 EPA BEAXAERY . #1958 & B -3 PUFA
TR AT LA 0] P B2 40 A B PG T PN R AR 1 8
LT, FIE kK& EPA A LIYE COX B35 R h
PGL, , A2 EPA FIl DHA ¥JRETEA IR PGL, 7~
A SR F g N B AL in PG, A ] EPA
1 DHA ZIRIAFFESE ARG AL ) FERE R I K U
R % B0 EPA AT LA N £, Bk AR 675 5 A P9 Bz R T
A EF e 710Gk, I 3 i 45 1 T LA i A
M EF5K

— AL A A B (nitric oxide synthase, NOS) ik
IKAF-55 N B 40 A Ty B 2 U1 AH 5%, 24 P9 B2 T AE AL
B, NO (R0 A0 sl A5 1k . A0 RS 1 A7 7 K
2 FIEL 1 Tt R4 O %) £ 5 A e, B AR IR A, NOS
(S S IR VIAR S FEN B4R EPA I
DHA $50] LISZ i Be 28 /INes I SR BE 4 [ e T/
H NOS 7% i IF 58 /0 A T A0 I 1T, Bl /5 NOS
BTG NO I BN, 3 5% /N 63 i o FA A
R A WV F AT RS MR 3 RO AR RE AL A AR

w-3 PUFA 3 RE38 & Hot R A 4% 4 Je ThRE
PN B A0 M e A R RE PR B, FLER IR R B T
it AR RS IE1E AP BT, 33 2 Bl ko A B Ak i
— AN EAREEA BT R ©-3 PUFA o] L]
b+ Al L 2L 1 (monocyte chemoat-
tractant protein-1, MCP-1) 3 PX 3¢ 3k Fl 85 FH #H7%% i
3, A A — 5 BRL A B FE , Hodb DHA A9
[b EPA Hi5iR %)
3.4 -3 PUFA BIsTR1ER

SR RERE A — R 8 P RAE R T -3
PUFA BT REHIRERS XL s Bk AR 1k i) % 2E &
Ji& ., WE5E &I DHA BEH% RIS H Tl = 1 I0AE 8
M5 =8 C 8 (high sensitivity C-reactive pro-
tein, hs-CRP) \IL-6 7KF- 3870 1 SR 25 1 4t %) 3% 1
IR0 A1 i BN A% 41 B R F G 4 i ORT  EPA
RERS AR O LA ZE R 5 hs-CRP K, I B 5k sk /0>
HALTEM R EEE BRI EAET,
MARINE I ANCHOR {5t & 3, EPA BEAZ 71 4K
P Hb R ARG 25 B I JE A8 3 ) hs-CRP | ox-LDL, Lp-
PLA2 253l ik o A6 B Ak AH O 1) R AE BR AR 0 K7
5T KB, 45 5 501 20 K BE He DI B AR 1) 1, R
5T EPA HIFIRIT , ARG BEH Py 5 RE Ry I i U8

55, T 20 I /b, (2 2 A PR 1 -6 FNZH L
[i] &5 B} 43 F 1 (intercellular adhesion molecule-1,
ICAM-1) (56 s oK B R 7> oA B 2,
EPA BB I 2 £ /55 iy 100G A8 35 1003 rh bt 48 240 L 1A
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