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[ ABSTRACT | The effect of cell inflammation and lipid metabolism on atherosclerosis development was reviewed.

Imbalance of lipid metabolism resulted in inflammation. ~ Abnormal modification and location of lipoprotein promoted in-
flammation. Lipid metabolism disorders induced inflammation by monocytes, M1 / M2 drift, and NLRP-3 inflammasomes.
At the same time, inflammation promoted the lipid uptake and accumulation, and inhibited the cholesterol efflux from cell.
Inflammation and imbalance of lipid metabolism jointly promoted the developement of atherosclerosis. We discussed the
role of caveolae/ caveolin, NF-kB pathway, and PPAR pathway in the interaction and regulation of cell inflammation and

lipid metabolism.

S BEBAL Catherosclearosis, As) e— 5 | BEBRAIS A B & S0 I A
AR B R OC T HOAR R L 7 A T AR 2 22,

TR 25— B b SR, 1A 1999 4F SR 2 L 00 M P L 3 1
P As R EBR LR, TR T bk WAL EERIE B s g A IR R (Rl &
SRE 1 DR T I Ak PR TR P (N Engl J 0 MRLARCS IR A AR SC I B s T S R R
Med) . Nature) .{ Science) . Cell) )5 kK F TIRZL L5 CHR[7]4RIE, JUPITER SZ56 FH 3k T i Wil PR
KT As 5 RREMSCEE BE N TR B AN e A SRAERRE R A AT ANBRARIA YT th Ak 45, 18802 44 A
AV GRE S (A0 Th/Th2 E28%) i/ Emgan o3PS R4 T3 A T 22 g5nia )T (R 5%
M TR SN S AR SN 205 As BERE— B EABIMAERYIT ] A g2 L T, OB ISk B
BT RGN As RIERN2F, BB A EE SiT7e 7 A @ e 3, s of 7T 1
SAERAZ A ARG AL S RAE RV AE As  44% FETEARSIIKFAF A 20% How T A T A ek i
K PR B B R AR IS T4 iE e, B FETS. B AR 3R AL S E 1 52 e 78 B ks

BIAESIE . B UBEMAIRE AR, FEREAE rh A E R 2 e E Y,
[WmEM]  2016-07-30 [EEIEH]  2017-04-07

[(EE&TIH] HEZRARBFEETHE (31371161) ;IR H AR EIL ST H (2015]J6077) 3 BIEE 4 252 5 5 F R d ik o H
[EHEEN] #EZ ML R FEAOILAE 5P E-mail & gongyongzhen@ 126.com,, i ifAE & Bl g 35 , 20852, L5
A2l BF5E 5 18 RO I 25 32, E-mail 4 dfliao@ hnetem.edu.cn,



624

ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 6,2017

1.1 BEASREFEEIHINREEALET KERA

200 i B T SR AR I BB, S BOE IR AR I 1 4
fe~2 1B (interleukin-18, IL-18) PR % S, fr g
Y 5 5% 248 o 10,2 o83 R A8 Rl o (tumor necrrosis fac-
tor-ot, TNF-o0) IL-6 1 IL-8 (=87 ki *) B [ st
AR B R R ARIE R -, IR E R 2w, 3
RAEIEE , TEBA HABSERE AN, 5 8 oAy i
ik Z2 i AR B RT3 5 Toll #3244 3 ( Toll-like
receptor-3, TLR3) 5% ¥ TLR4 iR 12341 p38 22 24
AL 25 11 B4 1 ( p38 mitogen-activated protein kinase,
p38MAPK) {5 53 [, 5 & J i S v, JIH [ et 5
LA 325 2R A e LA SR 11 2 JIEL ] st 5 ARG £ )
PP IR o F—— R FE AR & 1 (low density lip-
oprotein, LDL) S B ENSEH (high density lipopro-
tein, HDL) A2 i . LDL K HE M4 & 26 A9 5
R T, Gora IR, I AIBEAREE A2
TGV S LDL ih @A i K fig | T2 n A 7K i Ak
) LDL(LDL-X) , LDL-X "] {15 ZF4iiEfs 5@z,
45 K 1 & & H Vi (unfolded protein response,
UPR) ,LDL-X {fift 3 Fl' UPR 43T elF-20 | JLEEAK 1
fifi la(inositol-requiring enzyme-la, IRE-1a) g1k
5% A7 6 (activating transcription factor-6, ATF-6) .
LDL-X 3.2 p38 i TR AL , 1755 AP-1 W2k )
I IL-6 R IL-8 ik, A ALK AR H (oxi-
dized low density lipoprotein, ox-LDL) J& 7 —fj LA
TS BN Y g &5 1, WFFERGE ox-LDL 5 H 52 1K
CD36 454 JEREMEE TLR4 5 TLRG 1 L5+ — 4k,
P RARERE S T AAE N 130k BN IL-18 Y
HEINE 5, ox-LDL 5 ox-LDL 2R %54, 38 0 2
M4 B 3 A B, 75 S ] F kB (nuclear factor-
kB, NF-kB) iGi{k , ox-LDL 1A RE 14 i P9 £z 41 it 1fi & &
fitd 25 Bft 4> F 1 ( intercellular adhesion molecule-1,
VCAM-1) F1 54 4Z 41 B #4k 2 F 1 ( monocyte chemo-
tactic protein-1, MCP-1) ik, #1 i $t % A F 1L-10
Fik,

o B I A A ) B A I [
iz, [ BA 58 RSt RAEH]. DFRgeit & W
HDL JE[EFEKP- 380 1 mg/dL, 760 £ B P 3t
WD 2% ~ 3%, HDL P %45 A 1 W 4 I8 2 b8 (li-
popolysaccharide, LPS ), FH B TLR4 % 5 [ & f%
St HDL AR DA 5 R A R O % i Al
AT 5 TA T MCP-1 A1 CD11b 23k, IFFH IR
AR E T . HDL 5 T 402 1 1L
456, T8 T 4 RUB0R. 5 S A 255, A
T BEL 1 5 20 L D9 F TNF-o  IL-6 , 1L-8 , CC. j#a fk A

FEAAK 3(CC chemokine ligand 3,CCL3) .CCLA4 45>
W pesh, A AR HDL B TR R, A i
R P Bz v 6 e R 2 240 i 1) 266 B o1 1
(intercellular adhesion molecule-1, VCAM-1) ¥ 2 #
i NF-«B il AR RVEH . ApoA T & HDL iy %
BRI ] P 1 7K 8 52 36 S R T 5
ApoA T & il 2tk M 48 20, 45 RERWI 45T 2
mg/kg Tollf ApoA 1 Ji, S5 S 81 5) K BE TR 52 1R A8 Fir
FREEB S UL ApoA T HIRHTR Ay 32 B4L
W43 F o BFSERMT ApoA T REFFAIK CD11b fY A A
WAk, T M 2 9E Y . ApoA 1 ]l ATP 4%
G2 HE 1 Gl (ATP-binding cassette transporter
G1,ABCG1) F1 ABCA1 A5+ 2F 20 Jifg P L 361 e 119 i
i, W MyD88 K i 9 TLR 9 S I 1 9 52 %
SET ZIHFSEUESE ABCAL HAT — & MIFT R AE
FI, 2Bk ABCAL Rl ABCGL JiF , /INRRBLH Ko 4
i I 4 A L IR A 25 AR A s, S R
PINSIRS 2 R 200 P IEL 31 1 S5 T 410 ) 58 0 S,
B 22 R0 b (001 R AL ) ) JIEL T e 5 A
AEE ABCAL HLRAYELRL . A HAIABTFR /R, fEE
WA ABCAL AEl ApoA T AY F 24K, XF LPS
FNANE A 5 & 1 R AE S o ke 2 P4 AE .+
SEICT IR B AL 5 2 AH LA A8 il B - e I
Vi ( response-to-retention hypothesis ) 32 2] {7 1) #
M, {Nature) (2002) .{ Circulation (2007) . { Nature
Rev Immunol) (2010 ) . {Cell) (2011) 435X}
YLHEAT T IR, 1w Ul Al i 8 As & LDL 553%
ApoB100 [N EE F7E INLAE DI s B8 T 5 | & i —
Pl 1) 335 I AN B R S SR 1
1.2 BERAHFEELEE R AZRABES M1/M2 T
BESKERN

B AMIA 2 R AN R R T, IR TE R AE
TR A A RV T Y LR - 28 BTG AR M (f2 %)
R TE AL M2 (IR ) BB WA M1 B
W 240 0 = 7 A A R AR P T, AL 4% TNF-u T1-6 A1l
IL-12, AHEz M2 A0 i m] DLy AR 470 % 4 i ] 5
IL-10 TGF-B Fl IL-1 SZ A& 454707 (IL-1Ra) , If-BEfE
AL AR EHBEE . Bouhlel 55
SEFRMITE B KA BB A 22 DA 7R M1 R4 i
FFR ) A0 MCP-1,TL-6 11 TNF-o, [] I} 1 77 76 5
M2 LRG0 (4 B 35 4 A CD163  Mannose 3214 (2
PR CD206) | Wi 41 i 45 AR AH G A A 1 1
(alternative macrophage activation-associated CC che-

mokine-1,AMAC-1) 1 IL-10, A5 BACi 2550 AT LLAR
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HERREEL VAN M2 [i) M1 TR
1.3 BERH G FEELE T NLRP-3 RAE/MEE S 5%
i 52 RE

WEAE S AT & BE, As BEH b RAE 5 K IR
[ P, LA [ e il JEL [ e 4% 14 7 XA A THIRLOR
AN S AN A1 . Duewell %5 15y W85% 1 IR [ B
LEERRT As RSN, K B TR A 5 SE IR AL A5 AL Bk
ZARE pyrin 45 #4938 25 1 3 ( nucleotide-binding oli-
gomerization domain-like receptor family pyrin domain-
containing-3, NLRP-3) #AE/MAETE L P g EZAEH
NLRP-3 fER—AF- 15, I b T 52 M hDIR 2 | B0
Jri 5 4 A T2 M G BE A5 FE 2R 1 (apoptosis-associated
speck-like protein containing caspase recruitment do-
main, ASC) MtKEHBFRTIK pro-Caspase-1,JE . E
R G REIRAE/IMA, I Caspase-1, fff
proll-1B Z& A i IL-1B , 51 E SR ZUA JAE SN . g
JiE i NLRP-3 SR8/ A T S AE FI AL i 76 3R %
b, AT TR/ As B b I [ 2
s AT 3 2k A I D7 2 B AN, £ A A
/MO AR5 JF BRI B AR, 8 0 44 7%
it A r A — 8 fe i I 81 MK e R 4
)42 0 77 20 OE NLRP-3 05 /IMA, 51 N i R e
R TL-1B AR 2, NLRP-3 4 AE /IMA (1 87
AT HE 5 NF-kB i B & UIAHC
1.4 HEBRRBRRBEHEXEFETRERNE

FE A 1 2 18] 42 200 1 1) 3 S 114 R 0 i A
T RIEST AT LA CLCCLCXC CX3C 45 4 ML
B, HATE KI5 As HCH &L A 7 E 2 A
CXC W) PAF IL-8 .GRO, CC W J% H1 ) MCP-
1 g 2 i 4% 14 25 11 1o ( macrophage inflammatory
protein-la., MIP-1at) \MIP-18 LA J2 CX3C ¥ % H Ay
Fractalkine %, H:Z £ (XCR-1 ,CCR1~11 ,CXCR1~5
FICX3CR1) ZJ& T G 2 11 B 2 7k 8 K k.,
Koenen %"/l Boring %5 356 & B4 {0 K (2 1F
As FOTE R, 8 i 1R 9% CCR2( MCP-1 A A2 44 ) 3 A Bk
KRB EMNREIEER E ML R, &
IAEZAZ B, WD As BIIE AL,

2 RAER M ANERS B K&

ML) BE D, JEAE BV A B % — Tl 7 F R
SR o [ E S AE BB (R S 2 a1 A S )
XA B B D REA A F B SE R 4% i A
T RERA AN AT Z AR AR 5 M 20 i P 0 T R AR

MEER R HWRATRFEIIF R, FE R
T 9B R I TP AL 3 K ok A B Ak 1 i B IR 2, R
e T AT R Al 2R 1 I e A v = e 2
R, 1T 1 255 M 1 L [T BRI SR [ 31 ]
FEIMESE A AE B W 451 473 L [ P 3 1) 5 3 T RE, 25 ]
Jig 22 M Ak R Sl HY A 28 A O 3 R 2868 v OB ]
Trim, [RIEFAERE ABCGS \ABCGS Fl1 ABCB11 323k,
B BHIRIES S As BAERK— 35T H XS IR
(WS EREE (TN

2.1 KRR BHAEXTAE BV BENFIER,

I 2 r I ] e = DARE [ P 1) B X FE A T
LDL I VLDL ", LDL FI VLDL i iz 5 4 i J5 1 375
1B 3324 BI( scavenger receptor class B type 1 ,SR-B

I ) A% & I8 8 1 324K (low density lipoprotein re-
ceptor, LDLR) Fll CD36 %53z /K45 4, LB R IN 4 1)
TN ML, 76 L A 28 3o 95 AR Bl A/, A2 A T
DA T 2R SRS L 1 e P U ik — 25K A S B ol
[e] P I SRR A T PR TR AN N, S A B Bl . A
FEAE UG ST , P9 LDL % LDLR (44 5™ 25 3 il
VEFE 33 J2 OR IR0 i P L ] e~ 4 ) 8 s A 1 )
THL . RAEPF IL-18 1 TNF-a, 3K LDLR 1
TR BRI HLE], 8 LDLR Frge k™ RIE N 7
AT HEIAR AR B R & H (very low density lipoprotein ,
VLDL) f=H: B4 hn TG /K-, e LDL %4k e /N B
LDL JE I, 12> LDL {5 B , X £ a] S Ainxf LDL Al
VLDL F B A

2.2 RAEHNEHI RS B (S mEEIE)

JOEL T P37 14 o 416 17 S 40 44 IR ] P - 04 22 200
JRLAN S I A 2 IR [T P 396 1) A i ) B 2 AR 0
W FE N T4 HDL, ApoA 1 caveolinl (ABCA1
FISR-B 1 4%, Caveolin-1 # A JIH [f iz 48 (A5 fIEL 5]
st DA PR I D0 26 B 8 0 ASE I, SR-B T 44 I i v 4
JR AR AR, ApoA T /HDL #Uj] SR-B I JF-45 4
JE, ABCAT 3= B AE FT J2 o Joe st b H [ i e iz &2
ApoA T /7HDL, 35 51 41 i i JH [ B3t i B 9
RIEIRE AT LAFEAK HDL 1 ApoA 1 Y3 4, i
HDL 7K fif , 3] A [ BN 4% 32 25 1 ( cholesteryl es-
tertransfer protein, CETP ) F15[ i A &1 5 Bk R 54 75
fit ( lecithin cholesterol acyltransferase, LCAT) ¥ 1,
2 HDL H# fE5AR pre-1 HIH & /b h Al
HDL ki />, Ak HDL 4%3Z SR-B 1 Fl ABCA1 3k
TR R [ ey BB A

SCHRL 36 ] TE S0P N5 LPS A4 22 R B
PEFTF T 5 A 10 AR A ASE Y | L4 380 JIE ] st 398 o) 6 32 D
D RINRA USRI, fE S AE N AR 2 5B



626

ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 6,2017

TUAE AT ABCAT Il SR-B 1 (3365 i
P A T 0 R s o A R B, R N B R
FLPS A M A A, L 5% 240 e o AL 1 752 AR 1 1]
HDL F1 ApoA | #%siz it W /b | RIBS Rl AB-
CA1 Fl ABCGS R IKH R, UESE 1 480 N 73l i
TLR3/TLR4 {5 5 & #2, F ¥4 ABCA1, ABCG5
FEpkA
23 REASHAIEMSEEREEZEAEM

UTAE R I, RAE | =g Ml 55 345 T 5| B2 HDL 4544
J 20 53 0 g BR A i, 3 30 HDL iz 2% IH [ B (158 )
P DIREREAR , RN SEIAIESE  7E R 4G T, HDL
Sy B A ALY ( myeloperoxidase , MPO) | 3F i 4
FALE LB, W MPO FTBEREVE B IEEE AT
apoA | ,%Vft/ﬁ\ 148 PRy Met,ﬁéﬁ%ﬁ%ﬁ%1&
VT LCAT Figr S HHE RS iz i RE ), e 28 - Ok
THREME” B As 195 45 1 WUKL HDL, B E 7RI K |
VEZABVESIE PP AN el O W Do AR 25 &
E 1 N P SR R < R T REPE” 1) HDLSY |
24 HREBHEEXIAANEZSBAMERER

2R 40 it ( dendritic cell, DC) &2 45 2R 51 19
FELML, DC WIS T 41 M3 5 20 5% RAE SN
AN F F B4 Y ( macrophage, Me) 5225 100 1%,
DC 2 BEH 36 TR 40 i 10 B 2R IR, O 5 By
AFEMAHE VIR, Wik ox-LDL 5 DC
I LU AEIR As BESR L IRANM S100/CD1a ¥
oA, I DC A WS 5 i A i 5 e AR JIE [ e
it 5 b JEL [ 5 g ol L 39, 52 30 BH I 3 TR Ak ax s
R M5 S100 BHPE (DC RE 5 A 4 988 20 Ak XL
(S100/CD1a) ) , If:-5 b 73 A 1555 22 (9 P9 I A =
S LY )
2.5 HRAEIE I A5 ) R iR 12 % i 4 B A B AXC 1t

N B W B 3 ( endoplasmic  reticulum  stress,
ERS) 548 i T S5 A 290 B A S5 o0 P A 2 2 A
A= BRI S A ZE L Y S — IV 200 i 85 1) B
FRIW R N iR R S RIS E R RAEL
Ko Ca® VA ZE L, A0S AT B AR SO | A J5T
ey SN 8 B9 55 G K SN F caspase-12 A3 1Y
R Nl R R p T Y

ERS Z: 5 3l kol AR R AL 10 2 AE R i, TR] 2 2
PR A A [ A5 S W) BT X O ERS 75 S,
T RER AL

WEAb, SR R e A il T 4 R 5 i 44 i
JIEPo TG AW R

3 RESEAHZENEERAT

3.1 @ NF-«B i BT R AE 5 BB 5 Z B A48
EER(%&H)

NF-«B (7562 kB #H#E G 1K (1B kinases,
TKK) () 8 5, 1k 4 p, NF-B R0 300 i 2007
kB JE R E AR, ITCIEHEIE e TR, 52 5
HLAME SR KK W1, /EF T IkB LA RRE 07
R IkBa 12 AL I B 00 5. 1 AR R A B
IkB Xf NF-«B (4Pl W25 0 NF-xB M5 4% #%
A YRR 15 A G EE R B 5%, IKK/NF-B 1975 1k
VAP A 22 Pl S R A S N M e RN, B 5 T RAE
RN, W25 T Sl Kok FE A fh s AR ST R

T8 EUESZ, ox-LDL A Sk 8 A N 3806 T 3
fb NF-xB, SEWF58 &3, LDL 1 55 40 R i 4
acLDL 1 NO,-LDL /& NF-«B 195k 7, @i 5
CD36 .SR-A Z54 , fEH T TLRs 4%, # 1% NF-«B,
SHRAE S HDL W i 50 61 4 A R 3 A B BE
1l NF-kB 754k, 59T ox-LDL AUAE R AE ], [HR, #F
R PAEALT HDL 5 HDL R4/ IE M i, Ak
A HDL 255 B R AR R s 2k 1 )5
HEINANM N A R, O NF-B TEEY S R T
T f# NF-xB X} 5 AR5 A5 0, Morishima 45 1 F
LPS 155 NF-«B i {1k, [ i 4 U X} apoA T F1 HDL
FISZIR , & B0 NF-xB B 40 apoA 1 A1 HDL ik,
IR S 3 AV FH 2 38 3k 400 oo S R 34 5 0
I AZ K o ( peroxisome proliferator-activated receptor
a,PPARa) BIEPEIS B, NF-kB if X% ABCA1 H
AR EN, FEE R0 NF-«B 5% ABCAL 3%
K, SR 20 L e R (R A
IUAETR TR AN B 3% 26 4 FH OE S A0 B2, 24 5 W05 41 il
WKL )5, NF-kB 7% b 7] 5 3 ABCA1 Rk i %
Uﬁ//l\ugj .

3.2 i@} PPAR BRETRESKERE Z @A
HER

PPAR(PPAR o/+y) & 18 5 IH [ B AR5 A 56 &
FOCHERZ IR . AR BB B A s 28 P A By o 7
Y1, PPARo SZ AR F it % AV &1 B R0 H-Ih = g K
PPAR«q SZAKTE R ZHCEA R M A LI As A8
RO Fak, IR As AR AR K E S Ek
NG Y\ M A S 0045 aT LATEBH , 76 As 3B B
PPARa [ 4T As 1E FH 0T LA b J2&, 40 4K 4 T
PPARa [ C 28 FH 53 MPC-1 &k, il 1L-1
P50 IL-6 Bk, I HAME] NF-xB 755 (4 20 B 5 FfT
ST, A5 HE Wk BE R, —Fl PPAR
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o [RSR 5 26 FECAAR, W58 5L 6 PPAR o RHEHT
As VB, 8% o B Ho — i D1 AR 2K 5) 500 ~
900 15"

PPARy RFEAREE T 48 & 1 9 A3 M, il %
iE K IL-1B \IL-6 DA & TNF-a 1933k, 76/ BUE I
ML PPARy G A BE /> LPS Fl IFN-y 55
() RAE N RS — S LA A IR A 2
FIL-12, PPARy KZHEEHTRALE T H AT & 2=
JECBEMED I PPARy 5 H AR e 5 I TR
LR RE RN Y 31 X R P A A8 XU
3.3 1#3d Caveolae/ caveolin AT RIESEREZ
ERHEEER

L3 3 Ik ok R A L Hp 4% JE b7 225 L [ e
W [ 518 AR 50 T HFAE T caveolae AL, 41 LPS/
TLR 15 538 # . eNOS/NO {5 = i #% , COX {% 7~ i
% . MKK3/p38 MARK {55 % DL S B 5 R {5 53l
% Caveolae 1 H 284> T caveolin-1 5§ TLR4
eNOS MARK ,COX FIHEA R F456, WmiiER
S J7 25 R I [ 336 1) 2 3 140 R S i PR ) 63k

Caveolin-1 J& 4 ffd A0 [# B iz 30 1Y 5% & &
(7 ELU R ) 2 P R AORE R T 1 7 A R
WA AR F 1B IL-2 IL-4  TL-12 R4 i Fil 2
W20 Jf 4 7% I 1 TNF-o0 LA KR AL T 40 i 6k
500 IR A W9 & B TNF-o 38075 g
WIEH FZ IR 2K 2 J , 5 caveolin-1 éﬁ?%, M
TEIES T RAE(E S NF-kB 364k, Caveolin-1 fif[5
ZIN R A 5 IS L T JE 4 1) AR 18 58, X 8 i 7
KR ERED

Caveolin-1 i 1¢f TLR4 ¥ 75 % 4iE X i, Wang
AELOTHE A0 R &% BR caveolinl fE EL4% 5 TLR4
gh4 N Hl T TLR4 5 MyD88 LUK AL TIR 45
R IFN 35 8 4 & BT T NF-xB 1Y
G5, MH T LPS i S/ 40E K 11 TNF-a Al
IL-6 B rFeH: . 78 HTIESE caveolinl 1] 3 3 TLR
SIEMRITH (739-747) 5 TLR 454, %45 4 7 4,
W744A =75 J5 , caveolinl 5 TLR W #H H.4E ¥ 9%
SRR, 1M caveolinl X 2 fiE Pl 1 A% #1111 7 FH o 4t 3
T WFFEE & B caveolinl H SIS eNOS HYHE 1 A\
TP TLR {55 e
3.4 RMBEZAT

FEVLAL 2 1 4045 DNA W 34k 2 W 384k |
I OB A As KA KR bk F 2
TR WRFE & IS A il i DNA AR B 3 Ak nT
[ 5 0 G g8 R 98 P I N7 ) AT e R 49 B T N A
AR 28 1 B NG, R SR O A AL R R Tk AL g

Sirt1( Sirtuin 1) B4 B, A T A TR igAL 518
P A5 AE S IR, Sirtl S —Fif
BT BRI 7 200 M 4 DA 1 s s 2 e AR AR A i
HE R ORI P18 M , 845 1 i 107 4 203 W iR
i PR SR AE PR R A5 6 PR I

25 LA 2 A [ 1 0 AR 4 52 8 7
WA, LR RS . AR, e R IR, KA
RO Bt T 20 B RE A A T A RE T, KR
R IR 240 10 A 2 S0 K 240 M 3 s 4 PR 2 4, o i ¢
SN o PRI 2242 1 9 A {1t Hh iR 5 LA < 9B 4R
AR T 2E A I, SR B A 2 L A i A
RIRE ST FEREHLIR A B 5 K Y6 2 BE 0, I 4 RE %
B Z R NG TOH AR, AT BE L RE $E e ML X T v AR
MIRET . B, Sl ok A A Ab 2 — 52 2% 10 B
i, MRS 55 RAE BN AR BRI, R A
PO 32 0 7 T B ook e A A 28 e R i A
AT IV 0 A A9 A LA A SG I, AR 4 R
AT, RAE B A JFTE 3 9 E 067 40 I i o £ o4
UL QR IRANNE A BE & A Sk ok AR B AL (T2 ik
B o HRAE AT 5 B0 AR AU L IR A 3R
LI ] FECRAE SV, BeA RAE N T2 15 4 Hhaf
R TACI 38 L B s AR METE sl ko R R Ak, IR
B ER AL As FE AL Z 461, JAE 2 As TE AL
RIFEI 515, B R LR B R AR (K 1)
I, As YB35 IR PR TR A4 BE Al L (R if4 28 AR
AT RAE A AT,

. N

(LDLE &4, OX-HDL) NF-KB )
RRA itk fi PPAR B L RE
(BEBHE X T |« HDL S (L-15 « IL-6. TNF-c)
SKINBEIENER) Cav/Cavi ) ’

B 1. RE B AC I N A E I R £t R (R i B BlGR B RE L £ R
Figure 1. Inflammation and imbalance of lipid metabolism

in atherosclerosis
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