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M OE SO AL AR JOAE MO, BB S KOF IS B A SO Bl IR A, o -3 2 AL FIR T R ( pol-
yunsaturated fatty acids,PUFAs) fll @ —6 PUFAs #2 5 7 RAET 2, o -6 PUFAs FIWE R PER N, 0 -3 PUFAs A HLRIEM . 5¢
B 8 A PRI I R W], 4 7 o — 3 PUFAs A REAI 3 ik o8 B B Ak 19 XUBS: , = -1 Z 3 7S 4% R ( docosahexaenoic acid, DHA) J2 T Z 1Y
® =3 PUFAs WHIZ —, ASCIEIA T DHA XT3l ik ok A 6l Ak e v 0T 4 K ity o 5 200 15 0 200 A A5 ~F- 2 L 400 A X 3 i 4 A 6

TR FE A LAHS $ 3h bk of R A8 A 75T By e i 2 i 2 v
KEEWR WSR2 R RUE DR
FESES R4 XERFRIRAD A

B K 5 AL 18 £k (atherosclerosis, AS) J& — 18 1 |
HEAT PRI S MRS LI A& F0 N B2 R IR B E AR S
FRAE 2 e 1l P A AR v i 32 BE RO R L Bl Kook AR
R A 0 R R R 1Y 2R AR % RE I 2R 1 (oxidlized
low density lipoprotein, Ox — LDL) # E W 4 i ( mac-
rophage , M ) W% Ak Ay 36 7K 48 it , JE )8R i 2k &L,
I & F 35 WL 40 M8 ( vascular smooth muscle cell,
VSMC) i A N R A W5 Jot O 2 02T 4 BB, 24 5
P 25, I B I 8 B, BH 2 0 A IR . N B
Yy BB B | 48 AE | 100 8 1 3 JUL 40 Bt 3 A 55 A0 B S g
A | I A RE Y 1 1 i 3 R X B Jhkooks A A Ak
R A S 5 O i A B

® -3 PUFAs 5 o -6 PUFAs 35 4 B QIR G o
AE B DU R, DT ik 20> — - e 1 14 77 A, 7 A T R A
Ho BFFEIEM N SE  — 3 PUFAs A DL MK 551 14 20 Bk
o5 A A5 £ 1 51 P 3 ik s A B Ak ) XURS: |, B IR AS AH G
Phfn A & 227 DHA J& o -3 PUFAs HF 5
Z— AR OGS AVE T A T A Y R 4
(endothelial cell, EC) Me Fil VSMC, £& fi# 48 P & W |
i G INE R IE TN (O S e & A i
BB, X AR AR 91 5l JDk B /0 D s ok oS A B Ak XU | T B
e P G A e R AR O

— .DHA ¥ & N KR 4 e I gE P 75

1. DHA /- H A4 & - 1 (interleukin — 1, 1L -
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L)X ECs 85 Y1 1 PEH L IL - 1 () = 2R 28 15
1AM 1 I R R SR A 25 (R aE PN B D RE R A, X 2
AS R — A EB R, BT RLIL - 1 £ AS K &k
JEML A AR OB T Il 3 U 8 10 N R I A4
BTYIN 1, ECs R k3% 87 U R 1 #4728 A A8
N7, 38 SO S Z M RERE ARG . L4 AS B L XE 5
TR M T A 0 i AL R LR B ) 2R A
HIME 2RV H1 (laminar shear stress, LSS) X
ECs A TR IPER, b R 5 18 1 8l ik B B 5 78 73 SR
5l i 48, R 3% 57 YI R J (oscillatory shear stress,
0SS) Tk 2k — + ke M AL ™ ¥ 40 PGD2  PDE2 %5 &
Bl A RAE , TR M AF K B, Mabruka %7 BF5E
B DHA SN IREMLE Z — &4 5 IL - 1 fE
FHFEAT 0SS, T fg 38 if LN ALHIAE A > IL -1 3%
S IL -8 SR EE -1 monocyte chemo-
tactic protein — 1, MCP - 1) 2 W H F 4 A= ¥ #a b 7
3ok R A AR A O I A AR P Al AT X R AR
0SS TR L, U6k 45 i 3 X afn A8 R 1) o o i 35N B
B RPEAN M F IL - 18 EEh AS BEHh
Wk 210 Y T R, T R B BY T 40 R A
Th17 i 5 G 8 S0, e 2 BE B B, 1 DHA 410 4
IL - 1 3G R Y TL - 18 FIRFEAK, AT Bl 1k AS
BEBRIE 1K

2. DHA HU A6 B AR R ML S A0 7 26 19 | il
BEF R RN Z (AP 3 B Ak B E E N
PN X 2 AS BYiE R N R, AL K AETE AS
AN TR B, A 300408 0 T 3 38 % 8 T 9 PR 4R (reac-
tive oxygen species, ROS) MIREN MM, 5 AS
I AR TE R ROS 19 £ ZOKR I L NADPH A AL (nico-



BT sl 2023 4E9 0 52 % HoM - FISHE -
tinamide adenine dinucleotide phosphate oxidase, DTN MR S R A AS AT REH TS £ T

NOX) N B B — 4 £k & & B ( endothelial nitric oxide
synthase, eNOS) . % id % L ¥ E§ ( myeloperoxidase,
MPO) Flfs A A M SR Rk Ra .

(1)NOX 5| iy & Ak N . NOX FEZ R IK TR
06 20 Jik N Rz A B2 B EOIR S R NOX T 36 (p227
pd7™ | p67™ | gp91™ ) JE L NOX & & ¥, Hoh
gp91™™ NOX ¥4 NADPH = NADH by 1 A~ 7545
) 0, , i 7 A= B A AL (0, ), 1 — AL A (nitric
oxide ,NO) 23 |3 S WS 2 £k (ONOO ~ ) JE B,
NO /519 1l 58 &7 sk D g, IF i 4k ™= 4= 12 2 19 ROS,
5 i N 3 ik N Rz 40, S 80 AS B &P Sher-
ratt 25 BFSE & B DHA 3 /1T NO /K5, %F ONOO
IKEEA T, KB AS BRI Shen 25 BF 58 %
P DHA [ 2 BRI B NOX 4 3 o A1 NOX i 3 11y
mRNA FIZE (1 &1k, DHA @it T8 NOX B #% %K
SR ROS 7= A, S il AR N B, P R 4 5, T B B
HOE R %

(2)eNOS A2 YA AN 1 : NO 2 7E NOS fifb T
FEAE 1 ECs 43 W, AT T I AE 5K 0 45 4 7E JR 3 0k
(ISR SO D O O 1 s o | CE A/ S i)
ARk | B2z WS DR A A B, R 8 4 R )
o, =5 #E N B A i i , Tannaz A
DL AR 17 R Fr A AR ( palmitic acid , PAL) 355 AS 5
A, B H 40mmol/L DHA & kB 5¢ DHA XI AS BYAE
FAMLA, 45 5 & B0 PAL X ECs A S PE4E A, i DHA
Al 3E PAL 5l A ECs 1§ J1 F B, 42 & 4706 =
Saeede 251" i — 45 R M 5 52 T 40mmol/L DHA J& ,
GRS =N 3 D SR I S N Rl S N
# H 3 (pentraxin3 ,PTX3) ,eNOS 3k ,NO /K FH i,
217 B IR OIS A i ) - 1 (plasminogen activator in-
hibitor — 1 ,PAI — 1) Il /MR PE A= K K F B (platelet
derived growth factor B,PDGFB) F1£F 4 45 H R «l ( fi-
brinogen al,FGA1) I FIKFEAL, H ', PTX3 7£ Mo,
ECs \VSMCs H ¥ 47 31k | B 46 PR 2 1 38 0, B i ok
5 Ox — LDL YE F g AS' ') PAL — 1 T fE 8 5
ML) 6g , 388 i #2569 XU, PDGFBR 2 5 VSMC
TR /MR E, FCAL Al o A8 M4 P B 38 i3 7k,
SRR R AR E AR S A& A L
(fibrinogen to albumin ratio, FAR) 7] L% 4 Hb 5 0] 3
Bl kBB B AR R M ek SO B I S Of
I R /N D RE SR RE ) AS #EJE (Y [ R DHA 8 it
PE P o e R A L IR DL SE S AS B R, 55 A, Abriz

Yo NO R, WF5E 1 /NEL PAL 5 5 19 AS L 7Y rp f
FHECIR R & 2 DHA |, 45 58 7R JBE 5 3%\ DHA &b 3
AT U R A AR M A 7 A AR EE NO By AR ORI A )
FIF B, 028 ECs 48 PAL Zb ¥R J5 09 3h & A4 K f1 T fig
B i 3% 1

(3)MPO 5| iy AL N . MPO 7E RVES T
A PR 200 R BRAZ 20 D R T, O AR A0 AN b i
AR . MPO 1 % fk LDL JE i Mox - LDLs, 5|
i ECs f& R AN, W W 240 M T 1 Tk 40 i, 4
SINKBEH I B B, DHA K H i A YR £ DX
(protectin DX, PDX) i & #1 # NOX % # 7 A1y />
MPO BB, BHLIE T — F 51 S Ik S s Mox — LDLs X
DHA & WA f# % D1 (resolvin D1,RVD1) it & %/
I, RVDL BT IFEAN 50/ 2t (ng/ml) /K- 1 i it 5 0
G

3.DHA /% Ang - 2/Tie — 2 7= 38 §% . Il & %
K - 1/18 &R I8 57 7K - 2 (angizopoietin — 1/tyro-
sine kinase receptor — 2, Ang - 1/Tie - 2) B &£ 5
ECs {1k 4% 4G ML . Ang -1 FZORIE
T V- LAN M o A R A0 ML 5 Tie - 2 24K
B IR AL , S0 5 AN A A OC RO B R LI — 3 — Wkl
YR - 5 E R B H I B ( phosphatidylinositol -3 —
kinase/protein kinase b, PLLK/Akt) {551 % , 34 i 4
KB AR RS R N AR AE B s . Ang -2
e T A A P B2 240 i ) Weibel — Palade &1,
E@%%Eﬁ%ﬁﬁ”]}%ﬁﬂ‘,z&ng -2 Bs Ang -1 T A
Tie -2 ZIKMLE G, T8 Tie -2 A BFMR LI /D BTG
ZAt, Ang -2 /K32 DHA #0417 F AL AT #E 5 2R
EALEE - 2 (cyclooxygenase — 2, COX - 2) , PGE2 #
PGI2 /K¥-A K, DHA 5 H 32 At S AL Py e 1K 3% 58 )
W % & vy ( peroxisome
receptory, PPARY) 45 & J5 , PPARy 23 M 4l ifd 5t N 54 o7
A MR, 8 P4 COX -2 H RS Ang — 2 I
BN A K A F (vascular endothelial growth factor,
VEGF) mRNA {46 3¢, Yu 55" B 58 B DHA i 2>
Ang -2 (Ang - 1/Ang -2 W FF &) Al VEGF &
B, ST 4 Ang — 1/ Tie -2 8 #% , Wl /0 8 ik ECs 4
TR R NN LA P B A e 2 M) Y 4

4. DHA V&4% 40 M F5 T8 . AR T2 — Fh R
E PR P R AR A T i A v R S ) R R e R R
1 i ( caspase ) 75 £k , 2 Gasdermin ( GSDM ) 7E 1 K ji%
WOHE I UL I8, 283 — FR 9 S I e 28 R R T R
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PRGN F IL - 1B 1L - 18 Wil B RIEHE [ Bl %,

15 [F #1224 B2 ( homocysteine , HCY ) & &) Jik 3
FERE AL 1Y 20 ST fe B P R RE I ECs AR 4K, BN B2
PG5 B 5 52 400 I 4 EE 98, JF RE PR W) N B & LPS
ES AT, NOD #£2Z1K 3 (nod - like receptor3,
NLRP3 )il i 38 115 caspase — 1 454, WOIE K it
F caspase — 1 LAY R ME/ME B FAI M T, HCY
PIF] LPS S S A R A A1 AS Ay 32 ZE L HI AT e 2
N NLRP3 [ & & 5340 HCY 55 1 40 g o 4 fe i
JE 8 2 A AT B ORI T RE B ik LA K T B T RE e
K40 i 2 & C B AL M caspase — 1 i 1%, ECs
Bax/Bel =2 FLERBENN , F 3 caspase —9/3 ZEK LIS I
EC T AL, X i A R R L A I PR BIF 5 2
Y, 1 3% HOY KPR K DHA 8 i /K7 2Z ) 4776 1
FAOG ., R B i P 22 8] B 56 2R KA I PL ], Huang
2200 5 T DHA AL BEJS A9 HepG, 411 HCY &
SR ) e K KK 45 R S W] DHA R B IR 4 351 il
et 2 R - v — 24 f# i ( cystathionine — y - lyase,
CSE ) Fi P H1 35 U & it 82 38 J5L Bl (5 — methyltetrahydro-
folate reductase, MTHFR) . T V& il fifF B B &0 MR IR 1
;%% % ( methionine adenosyltransferase, MAT ) f mR-
NA 35, I FEAR HCY ¥R EE  BH1E HCY 755 (9 241 Jfd
ﬁt[lﬂ .

5. DHA 1875 AS {5 5 % 1 H AR AL - 5 5 g%
I fih K 3K B LB ECs 45 D RE R AR, i — P i
AS, T DHA ] 3 9845 92 il AS 5 s v B9 45 5 3
RN B AN ML FE T AR HE N R 2 B S, DHA B
RAE S MEBE A (I IL - IR1IL - 2 1L -4 | TNF - o
55) AR 2> T [ 40 CD44 LR E LA 40 B R 4>
F —1(vascular cell adheson molecule —1,VCAM —1) .
20 M 9 2 [ 53T - 1 (inter cellular adhesion molecule —
1,ICAM — 1) %5 | 3K K- 5 5 1k BB, 20 11 40
M55 ECs AR T34 B 7R T, ECs 73 ™ . DHA
DA TR N (BAX (BID) B 35, Sl i -2 I
(Bcl =2 .CCL2 .CFLAR) , 1k 2> ECs 1998 1= 8 F .
20 Ji A/ B 0 A PR 9 AN FRE M S B B R R
fif# ( matrix metalloproteinase , MMP ) A%, DHA 7] RgiH
PR MK ECs th MMP1 MMP3 7K - 3k B 1k 40 ifg 41 5% 5t
W Of 47 ECs Z MM HE . 5350, DHA $2 5 vwl
Ml kdr/VEGFR -2 {55 5% , i 62 5 i 48 2 Al

— .DHA H#EERMIER

1. DHA 4% TLR/NF - «B $1 % % 5 i % . 3 Ik
589 AF A5 A0 BRE R DY A O i L W A R VR T IS N M,
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BT AT LASE Ao 4 P A R 32 AR (an g R /M)
FIVAH A AR AR X 32 AR T Toll # 32 4K (toll — like
receptor, TLR) ##1% . DHA 4 & Z M55 & 42, 94
T OGS 1) B ok oS R Rk R DAL AR AR AR TR IO
I R AE RN

TLR4/# H F - kB ( nuclear factor — kB, NF —
kB ) il # B AR RAE R, AT E X AS B JE 1K
FE JE A H 52, Horh TLR4 7E ECs, Mo #
VSMCs ¥4 ik, IR Z L& TLR4 W s 2 bl
454 1 (TLR4/CD14/LBP) & &1k 2 58604310 A
F 88 (myeloid differentiation fator, MYDS88) J& & F Jif
155 9Kk (17 5 1% 3% 38 #% » MYD88 —IRAK, /IRAK,
G —>TRAF,—TAK, /TAB, & Y)) K BERR 1% 45E
e SN NF — «B B 6] 507 1B, AT fith & NF — B
FE W G A A2 58 D A SR IR 4 ol 22 b A I TR 1 R
ik, DHA Wil 5 G A Z Ik - 120 4545,
WHEAEEFEF - B IS4 EE 1 (TGF - B activated
kinase — 1, TAK1) X%f IkB #{ i ( inhibitor of IkB kinase,
IKK) (B FRAE , NI I ) NF - «B 1~ UiE , 98020 %
@ﬁiﬂ@%ﬂ*@%%% - (x( tumor necrosis factor —
o, TNF — ) MCP -1 IL -6 FI IL — 18 7=

TLR2/4 — 22 24535 AL 8 B ( mitogenactivated
protein kinase, MAPK) 2155 3 8l ik 2 5E 1 07 — 5 5 4%
IE3E 5, TLR2/4 #(7% MYDSS/TIRAP E &%), 53
PG 7 9% K AR (38 1 MYD88 — IRAK1/IRAK4 —
TRAF6—TAK,/TAB, &), M TAKI #F AL #E
ERK MEK JNK Fl p38, iX£E{F ki) MAPK 7] 45 &
R RS At TR il RS A R ) A A N R T TS AR
H — 1 (activator protein — 1, AP — 1) W€ %Z A T 19
HE ML, AN, NF - «B 25 TLR2/4 - MAPK
R W45 o g

2. DHA B3 B W 20 i 1 w4 A - ool ot 4 fil 2 v
A A28 0 Y B ol A B AR S 5 B R, B RS TE
5 52 458 1100 40 gk, O A0 FH 0 A 1) TR RE £ 5 B IR
S 3 v MR s s R RE N R . TE AR MR AS
BEHerp L B H AR R IR A OCE H 1 R EES -
II ( microtubule associated protein light chain 3 - 1,
LC3 - 1) Ffir 82 8 (1 & A 1K 1 (sequestosome — 1,
SQSTM1/p62) ,LC3 - T &5 T A WE/NME I IE 1, 1
SQSTM1/p62 fii 2% JiE ¥ & A Mg & B %>, Wang
SEPOTE FO IR (10% $ ik (AR ATl + 109 #4 i 1Y
) R IR R B A e A R O R A AtgS Bk R Y
ILD =~ /NER b, B 1 e R B = 3 R FO
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WS AS -3, an v PR BR AR R IR BEAZ O TR
CD68 * [ CD3 " dMif e o R REEH C - X - C )7 ita
AL HEFBEAK 10 (¢ — x — ¢ motif chemokine ligand 10,
CXCL10) 23 M3 i, DHA W] fig i 5 SQSTM1/p62 ik
WS Mo [ MBS TR AR N T 2 FEEE A
2 (nuclear factor, erythroid 2 like 2, NFE2L2/NRF2) ,
NFE212 K 5% 8 Mo JE B AH ¢, [R] B #0461
CXCLI0 MG fk . R, Mo (4 F W AT g 3 3 DL R AL
HlERI AS: A BERE 3R Mo (19 B 5T/, 12 3 20 Jf A
A7 s Mo K i 1 12 3% 30 v WA, 7008 B4 /K A A U 75
JIEL T 1 R 6L R 40 L ABCA — 1 4005 1 L 1 st 40 37
o AT 00 UK 40 S %) O BB 32 5 | e Dl /D RE AR ROS 1Y
PR FRE T, B I R AR T RE ZE L Mo 43 AR R R
B(M,) FPLRFTR(M,) , B WA 0 M, AT
M, BUBOE P B WS 56 NLRP3 48 M /MA il
AT

EMERNEA (mammalian target of rapamycin,
mTOR ) {ifi M %F [ Wi {4 1) T2 185 Fn i 24 %8 ¢ 8 22, DHA
AT A0 ) DAL A R0 7R 2 3K Y mTOR , 45 55 A 0 K S, AL
AR AL 2L, im0 % 2T B S T SD K B A PE
Jai bk R AR SE AL A SIE B DHA 7 M5 45 mTOR {5 5 i
PTG 200 B AT DR A R a2 A XY fik 2 4
it .

= .DHA X{#i 1 & F 5 L4 i 3k B

Wi R VSMC T AE AS o 78 P R Ak o A R
VSMC i 8 % 3l ks A8 5B Ji5 | il A B R 43 6 248 ffd Ah
FEFUAE A HOE BUAT 4E R 1, X AS KA Y R Al
Z—, DHA A %F4T VSMC 36 BU5% e | % 98 5 /5 F ol
AEIE o 2 5 AT 8 BEH IR B & I o, TR
IEA ,TNF - o Al iE 2 5 VSMC 3 5 5% 1k i 45 &
H1 VSMC FA4k kA LAY, 34 58 M A BRI 4T 4 b 28 1
SR N T TNF - o % 589 COX -2 d1E
VSMC E AV R FE/E T, COX -2 7 I fe &R
A, (thromboxane A,, TXA,) fl PGD2 17~ , IF 87
Wit VSMC [ A iR B 2 o0 4, X & i PGD2 1A
5 ERK {553l # S 8L . AT DHA St RAEH T E
2248 J, DHA W] 3 b i 55 A OC {5 5 3 6 JE A 0 11
TNF — o B3R5, BCREXS T VSMC 1Y 2 B 5 4 AT
B AS TR i A

25 L RTIR , DHA A (UK e i 1 g A< v A b s R
Pr0E R i L3 sk A RN AT A Y L R ) A
FH 0800 52 45 By ok v i 9 M s g AR AR I K, A L O
T A AR TR [ W DT A AR B YA S i A

P Bk R R AL 2 22 N R 2 301 A A2 i e, OB
JRAIL A 2 A B IR 2R 014, G S I B TS TN R A D ke
B I, W R 4 A 5 T B P A /M NG 58
AN ST & S A ) D 1 0% 3 SO N (9
e Z A B IR R PT AS R BRI #L 8 & DHA B9 45
2N ] | i A ) A v SR AT R A — PR R
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