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[ ABSTRACT]

to inflammation by stimulating the release of inflammation factors.

bined with lipoprotein changes the physiological function of high density lipoprotein.

inflammation ;

high density lipoprotein function;  vascular

Serum amyloid A has a significant effect on the formation of atherosclerosis as an acute reaction, leading

It is vital for atherosclerosis that serum amyloid A com-

Serum amyloid A can affect the func-

tion of vascular endothelium and smooth muscle, and also cause thrombosis, which all promote the development of athero-

sclerosis.

M5 VEMFEEE F A (serum amyloid A, SAA) J&
R A A 2 S 1, MR 9 R ARG YD, SAA
KT He € S 2K ( C-reaction protein, CRP) B
HORBUET &, MaELT CRP BUHELEM T 8
mg/ L B RBERIR I | 117 SAA 7E 2t e b 12 h
PN Tk 1 UG 1, BE A% AU M T 31 B 5 AR E 1 38K
FENSMERAE S MF T, SAA WHFETHm . AP A,
LS IFANML | B VAR 250 b K 20 R I 200 M S A
JEYL I JAE K F 4 N B K (lipopolysaccharide , LPS) |
41 M/ 2 18 (interleukin-1B, IL-18) . IL-6 A% Jif 5
RFL I F o (tumor necrosis factor-or, TNF-a) B o) 3
NARATEAE SAA, Hirb IR ZUR SAA FRIKH E
TERAL, ANZEHY SAA JERHALT 11p B A 4 4 SAA
FEA (SAAL SAA2 SAA3 F1 SAA4) ,SAAL Fll SAA2
TESVE St Sk ORI AH SAA EH . SAA3 7EA
FP VR B AT (BRI B AT DL 2 5 2 e 7
Py, SAA4 2 —Fh dH R ME R IE Y SAA 1, R
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SAAL 5 SAA2 Gifik ly & M i} A SAA (acute-phase
serum amyloid A,A-SAA) . ITARIHTIE AR I, SAA
S 3kt R 1k (atherosclerosis, As) 7 & % VI ) B
£ ,SAA JKV-5 As B TR EE 5 R BEAR G

1 SAA BUERERFE As WEEEE

SAA AP —Fh 4 B K+, {0 AT DAAE A afi
T R A 5 A FH Ol T 0o i A S Y &Y R
[ P22 B [ B2 245 o = 0 5 W 240 Y BB, 3075 Nodl
FEZ AR 3 (NOD-like receptors 3, NLRP3) R 4E /)
K5 S AL 4 Caspase-1 FETTAE I 1L-18 1L-6 L
S TNF-oo B, G IE S 4= CRP Hl SAA, P K R
FES . ZERUTIE R A2 SAA L B {2 R bk,
AT 20 53 W Z Bl AR R I, A4S TL-18 . 1L-6
K TNF-ao, RAE T 25155 577 AU R 5 4 B
PR T PR ¥ F1 2 5T 42 J& 2R B ( matrix metallopro-
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teinase, MMP) |5 & RIAE N, SAA HLEE A5
P AR T I ELRE 2 Bh 40 o I MMP 005
RAETNL, R 33X 264} 50 Al GE 238 ) P [A] , 1 5
RIERIVEAR .S58k SAA Al 3@ f NF-«B 3 ¥
PR RAEM = A, NF-xB 245 Fh 58 Al i 1
AEPR T RGBT 53 0 G B RSR 1 I 1, N B
ML Y SAA 755 NF-«B 25 B2 40 | 5 W5 240 A A
DAL B 2 L 25 TR 2H 2 PR B AE PR 1, BT AR I
W HEMESE As B9 R ED . AU R, W AA
FIKN SAAT YRERE P/, KR IA SAA (19 [R] i
W EPEPER IR B WA, B A & B ARAE S
FI B S AN M I . A S, R LS T A
LPS 80H W45 L4501 09 1E 5 /N B [ & B
SAA BRIk, H RAE B F 19 3R 3540 b 2 F 9
A I BBAT LA K RAE, XJEH O LPS 5 SAA
SRR AW, I 1 5 20 B 15 30, i B A B
SAA TE G 2 A R4 PR 2 10 o A T e e
TR R E AL EF (NADPH oxidase, NOX) 2 Ifil
B DL ( vascular smooth muscle cell, VSMC)
AU A& N B2 40 B ™ A= T P %L (reactive oxygen
species, ROS) f) JCHERf , As BEHR T NOX WG REWS
A3 ROS 1977 £, SAA L AT LU i 307G NOX4/
ROS 1 B Al 2 980T P 1B, AT Al 2 As 19 % 42
RIED) ) ZRAMR O Bk E T ik
Pk = SAA /N A ESN KR . Sl A
RO, I 2R B Z SAA IR /N BUAR A1 1 1 1
BRIKR I, K INE £ 3 R A /N B A IL-
1B /0 IE T SAA J2 M8 BRIk R s 1L-
1B 77 A S BT b 75 19 W ot i et RO B
(canakinumab) B[ IL-18 #5], A] LA &2 3 FEAK 1L-
1B K I As RS . H BT RH S 256 F 5T
Pt BN B2 SAA 5 KSR SAA HLL, A I E
FEPR )4, DRI AT AN [] 9 A 2 e OB 1Y
FREARESE 2 U0 SAA TE R P 1Y Az 31 5 s 33 A 34
FEH

2 SAA BEHME N K IhEEFERS, N Bl DT LR
R

TE As BEHEBETT A7 % B SAA 4278 SAA 7] fiE
SR N B DIRE, —IUE LR, SAA L Toll
FEZ K 2 (Toll-like receptor 2, TLR2 ) 4K #t 1Y 77 275
TN B AN R IR AR A A B AN B A R R 1
(monocyte chemotactic protein-1, MCP-1) ZHZI[K ¥,
MMP-9 VLK M58 40 i &6 53 1 (vascular cell adhe-

sion molecule-1, VCAM-1) &5, th 7] LLi75 5 b & A%
21 L R 5 24 Y % K 90 PR RN 2 A 1 Gk AL
N T BN B DIRERE A%, 4 i RE RN R A R A TE
BT SAA S A N R AR K R T2 AR 2 1
Fik, 5l FPRLI/MAPK 15 53 % , {278 P9 52 40 g
TE LA R ES ¥, T AR HF 1 A8 24 B, 3 300 B2 T e
A%, SAA W] i S VSMC # % 3 il i p38
MAPK 15538 B33 VSMC (345 RE 11 . B HF98IE
B SAA T 75 AL A K BHL - B 1S VSMC & H
SN A, WIR S LDL 454 R 1, £
LDL 7E I & BE 68, SEMT R T As BEERAITE AL

3 SAA EEREBHSARERRIER

PTEFRH Y SAA 5 75 % R 22 11 (high density
lipoprotein , HDL) Z5 4, SAA 7E JCI§ I & 4542 4 4
FH,5 HDL 454 J5 WA L2 RAE ., SAA AT 5
HDL 454, i SAA A& H Rk M@, H DL 5
SAA ZEATE R &9, 5 Ik ROS 7= A4 /b
VCAM-1 XF LGS P e 40 Jf 79 5 s vy 8 5% 1 4 4
TR ZEAE TR XTHT SAA B AR & v, BT
5T W1 HDL XF SAA 51 (4 15 461 475 th ik B 4 b 1
FAMOT S S — O PR RAE S AE T, MR B SAA B
AT HDL W) EZEHEEH A 1 (ApoA 1), %
ApoA T B #4248 HDL Mfg i Hiok 4% 2 i [#
RERPL AR AVER , OF & e E As PIE L. B 92K
PRUY, T HDL AR 484k, AT 30 SAA AL
HRORR IO SR I B 4 , AR AT A P 4T it 2 i ) 2K
L P2V HboF SAA M HDL Hhfi st SAA f
RETE TP A0 i A0 1) 42U 85 vh LT g 9 01 2K 7= A Fn
SR, DARAE R TR IAR RAEFIT S A, SAA AT LA
3 1 B [ P 5 A% 2 (1 E HDL AR 2 s B 1/
R IS4 M ( VLDL/LDL) i #k IE 5 1 B 2 ) 58
e, 1) an wE PR 9 B E B S 1) SAA B HDL % % 3|
VLDL I, ##ARHE I B 1Y SAA 5E M4 A e
Syt S B0 A RE E [ BT R RGO, iR As Y
FRAERT

4 SAA {E HDL IhaE & & FE 55, 15 n A & £
HER

1EH B HDL 7 JE [ B335 i) % iz v bt T2
WA AR BT ROS [ 7=4: , il TLR4 NOX2 %%
LR R AE RN A 2ok SR A a2 R
SAA £33 i ATP 456 &%tk 1 /i e fe, 0=
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HDL 1 ApoA [, N & & SAA (& % FE fR R 1
(SAA-HDL) , 5 d A4 397 1) HDL %5 75 Ry I fi 25 34
(1) HDL, Tk 550 32 A T e, A k4 280 0 R L[]
TR (1 FEL 2 S S5OME e, 3K 453 i s 240 i R i 7 4 21
PN ) T W 240 3 00 K s AR 9% 93 F, 1 SAA, 3K
PEPEARE JE S BBR & RIS oy — 7, AR
05 2B AR B B 1 2 W5 T LK SAA-HDL 2 7E AR
U7 40 A T, BEL 1k R AR s 00 e S5, 4 )
TIfg, vk HDL XPAR WAk 25 THURAEH . B
A IR e AR, A RS R, LR
14T P £ L/ 5 W 40 O 1 86 1 2 0 L SR T LAV B
SAA-HDL 74U I i e 47, k& HDL TR AE
ﬁﬁ[m - B ﬁ%lﬁ{jﬁsﬁjﬁi’ﬁ:( scavenger receptor class B
type 1,SR-BI) #E -} HDL ()32 {4, ZE 9875 HDL A91Ci5
TR EEMIEM . SR-B T —J5 i #F 41 &
ZH 2R W A R JIH [ s 52 25 HDL, o5 —J7 A
S PR N2 [ A Bt B M I Ui HDL vh i iR
e, AT RM, 78 SR-B 17 /N & B ApoA
T A= B/, SAA 1) 7K 7 B St 38 i, A1 JR] 20 40 K% of
A SRERE TR 9 HDL R . LDL &k
e i B A I AR T R 20 U TR R 96 T 2
I HDL A LA3E i SRR IR 1 A1 ApoA T #7] LDL 48
1k, SAA EFHUC HDL %A BN EE 1 A=A Ag 5
WA 2453 ApoA T, 878 HDL BT B AL ERIE , Jinf
YR A0 B i 17 . SAA-HDL 78 48 4k %0 19 /5
LB T SAA-ApoA T 5l K, 5 SAA-HDL
HHEE, B b5 HDL g9, SR, 764 8 1
FALIBRIE MBS SAA TETE IR AS T e e 55
N B A Bk Y T 4E 4% HDL & LDL R0 ig 45 148
b, X R AL H R ApoA 1 XIS 1 4 48 Ak i %
%,ﬂi&[l&w] .

5 SAA RiFHMIEFERIEM As 2 EHIXEE

SAA E R P 98 RE AN BE ML 15 14 1) AE Wb 54
5 0L B [ 0 K I A T BAE OG , SAA A T i 3
T As 2SI XS, FF RORE W 5, SAA ]I
AL AR R PN Rz 20 o i A 2 R O I i
ZT A BRLEESE | I/ T AL R SR 4R AR BRI T R
BV R shit i 24, S8 IE > . Ao
O, ST KO AR AR JE I R 2K R SAA4 11
KO8 5, E 4l Ak Y BE I B D A U b, B4
SAAS Ay 42 B 01, 12 a0 95 i A ) A L DRI
SAA Ty S5 Wt 35 4k A 2 b s 2

6 BEREIEMN SAA BIRIERA As R EE

JIES PR 55 i T 400 B R i i 4 3 P ) F5  4 ff
OISR AR 4> F, I SAA | S B0 M 46 0 5
A RARPUAE 2 S FOWE 4 i R DL L
A: SAA, AL AT LA 5ok 0 9 At 28 Ff 55 43 W SAA
SAA W] DL #2103 ok P R 448 R BRA 20 e A
SAE M IH £, o nl LA 3 Big i 2H 23 18] 5 1 45 &4 i
FEAE R ORE A0 IR F, 75 S AL B i 4 20 5 E I
R HLTE SAA ZK 5 8 5 BT G, SAA
TR TR A, T oo A0 A Uit A T R UK T, X R
I SAA B b A) 2 S W &) AP K> &
& N 0] 2 B AR SAA 2 WAL SAA K, X
R R T IRk % As, IORES ST Mg o
f135 LDL A9 75, HDL A REAIC, o R e 580 T A5 i
AR TR SAA BN, R, SAA RIAE A A kAR 56 0
M BIR S WA TS (AR IbR G

7 N

ZE FRTIR  ITAESR SAA OIS PGS N
SAA X As JEBUA B HEE . SAA 55 N B2 40
LA A 8 A BT, S B B Al B D) BEBE S . TC
SAA 5 HDL & &%, /DA R AR FH i [R] B il
HDL Tk A W2 IR [ | 5 35000 ] B FROF BT
LDL 7 [0 45 BE (14 45 ¥ 380, 85 K P9 Bz 400 Jf  n Ji) ¢
i SN S MARTE R, SAA 7S B A 5 541 41 iy
BEAE /N TG Ak, 3N As I AR TE 11 S 301K
W6, RS AR A P L [ s R O M Al i B 22 Lo
Zy3eiR SAA(E 1) . XA SAA i As BAERY
KHIBAE

[ &% 30K ]

[1] LORENZATTI A, SERVATO M L. Role of anti-inflammatory inter-
ventions in coronary artery disease; understanding the Canakinumab
Anti-inflammatory Thrombosis Outcomes Study (CANTOS) [J]. Eur
Cardiol, 2018, 13(1) : 38-41.

[2] DE BUCK M, GOUWY M, STRUYF S, et al. The ectoenzyme-side
of matrix metalloproteinases (MMPs) makes inflammation by serum
amyloid A (SAA) and chemokines go round [ J]. Immunol Lett,
2019, 205 1-8.

[3] VALLEJO A, CHAMI B, DENNIS J M, et al. NF-«B inhibition mit-
igates serum amyloid A-induced pro-atherogenic responses in endothe-
lial cells and leukocyte adhesion and adverse changes to endothelium
function in isolated aortal J]. Int J Mol Sci, 2018, 20(1) ; 105.

[4] CHENG N, LIANG Y, DU X, et al. Serum amyloid A promotes
LPS clearance and suppresses LPS-induced inflammation and tissue

injury[ J]. EMBO Rep, 2018, 19(10) . e45517.



916 ISSN 1007-3949 Chin J Arterioscler, Vol 29 ,No 10,2021
SAA-
HDL
HII;IE.%EE MERNE
: T Rijena
N
LDLEAL REEF =i
- i R TE I BE G n ‘ AT B
R iy —\
ik %)l
A2
1. SAA {2 As FEBLHIHLEIRE
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