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Abstract

Atherosclerosis is a kind of chronic cardio-cerebrovascular disease which is harmful to human
body. In addition to lower extremity ischemic claudication, lower extremity vascular occlusive
ischemic ulcers and amputation, these patients with hypertension and diabetes have a signifi-
cantly increased risk of cardiovascular events and a higher mortality rate, and the main cause of
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death is cardiovascular events. Abnormal lipid metabolism insulin resistance and inflammation
leading to vascular endothelial damage is the core mechanism of the occurrence and development
of atherosclerosis, bad living habits, age, diabetes course, blood sugar, blood pressure, obesity
(especially abdominal obesity), lipid, uric acid, environmental pollutants, etc. These accelerate the
progression of atherosclerosis, leading to renal decline and a significant increase in the risk of
all-cause death in patients. This review describes the influencing factors and mechanism of athe-
rosclerosis, and discusses the potential role of TyG and SAA in atherosclerosis.
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1. 518

BB N RAEVE K Em, Sk OO IR E N PE T E 2R R . 2RI O B A
BIRA: WREBE OO VBT S B RIS 5, PRI PSS A8 DA R DU e kA AL . B2 . PHZEIRBESE, ki
FERELL (atherosclerosis) & a1 ik B 40 14 Hig 5 RS A A 1 VLA Bt RN 21 4 256 S5 386 5, 308 R e R ok R4 BE e
eI . B A5 KA/ Nalk, 5RlAEE O, . BERE, walsi k. Hroeikms
AN FECAS PERE A W, SibE. miE. miE. 1erE B R R . ERE). AS
BIRIRALHI AR E 4%, 1990 4F Ross #&tH “BNBKIEFEREAL 5 SORE RBAG FHOME ", BKAEAL & — Fhig 1%
RAEVELRE, ZMRMR TS5 7 IENERR0, N EAREREIN T RAERIRAE, 24N B 4 b
TGN, R IORER FRMERR, Rk R gE S SEAR A A AR A, RIE IR M R, i
RIEM D, B S ESI KRR R, 10 Stern N EE S ZHRH TR A2 AR 45 A AE I B0 2
fitlo JBR & AP A1 L 2R r g 2 %60 ) 0 B R P s o R B 2 K0 5 0080 A6 W H0L DR P« B D Pt
ARG BT A S, FEIX P OL T, J5R B 28 43 WA NG I DAZERr i AT MEARAS o (A1 S BUR AL RO 2 0E ) B,
W RSz 40 Sk FEREA R A AU R o BB R AL, B HE JORE SN R B AR S+
W AU AR YR T, ZR R IR A A A T I R, XL RE N R AR
R RBOCEIER, RAFEUNLE BRI SRERIRA[L], NI SIS FE AL o
2. B

ERAINFE(RBRRN)

1862 £F{% 5 B 225X Rudolf Virchow $i i S A 57 A2 S kR AR RE AL FhO SR . Bl Ik oy s
AERE AL T RE R MR R, JUHAERREIREIE N T SIKEE, SR RAERN, fEARIIE AT . th
AR, MR RET S 5 AS RAH RHBCR, MAGKT5 AS KA R IEM % . fEZRAL A,
vy L P AT e LB E A2 o ML 0 B SR R 2R, [RJ IR B S5 48 1k SR A5 8 L SR A B DIk &R (E
e IR MIUE R I, LA P AR B i) SOE AR B [2] . AEIXAPI LN, ZOELHAE ROS TR L5 i
b =EEA0 LDL RHIEERE KA S VI BR R« BopiiE 7o 4 RO, A AL YPRE TR G 4 3 UL K A
PR PERIARE CD11b R A 7K T 108 5 45 v i MRE A7 55 2 Ik AR (3]0 A R UL, i LR AE AT i AL 0 2
SOURBUENE . TR R SOEAEIE 2, IR B, AT SRS KSR FERE AL, I B B FAKPL(IR)
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RIEH AR . Shks RERE Ak 0 1L 8 % (Atherosclerotic cardiovascular diseases) &4 R i WL ) 32 35
FEA[4]. RS RIPU(IR)Z ASCVD IEZEIGRHE R —. REEMPLFEUMNE . MARHEAL, W
PN AR B o IR B S HCHUE T 1 5 20 i & W A B e AR B SR T RE . T B 4 LR 5 3% 4 WA ik
SR 5| AT THRE IR 5 2R I R 8D, kT 5 BOM LA B 4 S i i ) Ab BERE R R DL R T THTER
B EPUARRIU S = M ARRAS[5] [6] [7]. X B S &0 -55 sh kol AR Al Ak R AE B UIAH G . Bh4h,
IR H I 5] S AT LA US4 0 I AS: B BRI T sl Bk ol AR R AL [8] o S AT IR 7L B, H-ith = B8 &1 B (TyG)
FEHS IR AHE, 5 dnad it 5 5 AR RS SRR (HOMA- IR) Ay i 5 28 — 1B H IMUBE AR I 56 [9] [10]1 A%
T o R, H i =R 25 (TYG) TR 405 IR B MG, AT B AR IR 1 —Fh 8 50 T 52 i AR b 54 [9] [10]
AR B, —LmE e N I TyG 6505 ASCVD 2%, B TyG $88UK VT, i 5 ARy,
O IR A A AR 3 8] [11] e ZKFFE i =R (TG) Rl 23 B I B (FBG) A& - I35 925 973 (CV D) i S B 1Y)
fa R &R [12]. 53—, Jef IR FERE, BEIR% S 5 AR R B AR LG, Sl ko R Ak F s 3 AR B
AP EREREEE T, IR 53BNk A 25 S ASCVD F44G 55[13] [14]. FEARME R &
B, IR SIARBNIZNE HIAFAEMN ASCVD A IK[8]. AR, 8T M3 1) 5% 21 I HCHE ARRE s
) TyG & BRI I PR sh ik FEREAL 2 A BRI[4] [15]. TG FH& A1 HDL-C /K VK E %05 T2DM K J#
Ao RLLFBKISRERE AL ME IR BT % A T T2DM $4E, RIAMR SR A QI & p 4N Th Ae fars 2 J
(R IFE[16], HHFFREN, 15N AS TRNELS TYG 850, BEBEE (pwv) 5 HAFERE LR
T8 I IOk AR (PWIV ) 2 1) 2 A 52 (AS) S i SR O I AP AR L6 BP0 T 28 (10 8 S Tt K] [ 18] o
—UURE ML, IR A BhTRE R AR PR 3 R 4R ASCVD [17] [18] [19]. IR {2 %EAN 28 5 1/ F B
AIRE S BOINE ) B FERELL[8] [18] [19]. AT, IR Sk AR 5% Al s M2 ASCVD i [
FA K. BRERIPIOR) BV R S FERE A Y EZENLH], & SR RF A, Hlinsiies. s
S e RS E MUCAE AN LR . H =8 - AR TR 2U(TyG-Index) /2 7 I8 LA H il = FR i 3R AR, S5
By R AP BV E[20]. B h TyG-Index 5 IR AH 3¢ LI AR 30 Bk K RERE AL bR 254 LA R 8 A 0o i A
P (CVD) IR G I [21] o 7R By 2R AP, e TR 007 248 PR st 00U 5 A D R R IOt i = A
FEFREERIRER, SECH MW =EAFT&[22] [23]. AJUBRATRE BBk EE, Gamsaik & [
D FNB FRE i S5 B RN, ST I LI S TR A S OB A 2P M) (AGE) [24] [25], I HLAE %
B RICPURAE T AGE HIF R INik[26]. tbah, R FRAPIE N B D ReRfG A 5%[25] [26] [27], il
FHPUK RSB VA 5 . DRtk i RIS B BB A e . i KK P O iE B
SALBEBI KR RERE AL . RSP A4S (HOMA) & — R G BG3IE L 32 {0 5 3 R I 5 AT 995 2 0 7 o
1. HOMAG-IR fifi T ik &5 ZHEHT mT T00U 700 SR PRI B kSR R AL OB HI 8, TE IR 15 S W IR
BRI PR SE B P A F HOMA 52 21 5 B & 9 5 20K I BRI . TyG FaEU/E NI IR SR ED . 1E
SR I A7 RS IO i A R85 AR S APt S AR BaRGE . [ 9 — T4 [ 1 O A dioE, TYG HhAR IR
AR IC A 5 38 B R A A R PR A A DL SO ARSI XU 5 v R T LA o ) BBURR P AR S
PE[28]. fEH—iied, Lee S AKH, m TyG 8% R 2 BURERM B3 KA ARSIk Be A=A K,
R T IS IE 3 B, T2 41 ASCVD Gl R, RmERE E, 78 H S b
SH M = EEAE AR, T LU TyG fa 4. B Tx— s, FATARN TyG faErT LURAE IR HtrdED,
FERTREA BT R0 S I AR I 2 9 v XU 1) S 3

3. RERMN

Ross fi2 il “Zhk ol FEREAL A JOREIE LA [29], HASE| T K2 HC#F AR Hilid Mg & 3L,
AS AL YR TT 1) T2 52 A AR ST JULZAR D G 200 6 D B T 9k E 20 B A RS PR I 488 56 2 52 B B2 )
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AT 550 20 L 1 B RT3 R VP 22 AR IR 7, 40T oSO P LR 4R SR 28, SR A 1 o Wi 4 Y
AR RRAIMES AL, AR SR G, AR S G R, i S AR IR T, R JE R R A A K
R, SFECCAWIG A 550, SO A Az, A R — B s R T, U REE T
g, KR I (LDL)RERIE NHFARRAE W KT, Bl 48 A i B S A B T A A SO PR v 2 2 Mg
HE(OX-LDL), T LDL HISEAMEfid A& P9 5 4 RS A B DR B 7 B st R 7, A P
Y 27 o A N RS S BB AR Y LDL, sk A B4R, FIAEE K24k SR-AL F1 CD36, EWg4H iy
HWETE 2 1) LDL, #EI A E IR, RGN AR P MR T BB, TR 5| BE 2 1 S R A0 A AR A
WEiE R, AT E RRIBEEL, SUbERS, SRR RN MR BOR & 1 IL-18 TNF-a 25 %8 14 [K-F[30].
R 28 M TR 14 s I 20 40 Lo 9 /MR AR AR, JE A BB0E IR T4 i) B 1), LDL A=A &
RS E R RAER T, OX-LDL & w] LAk — Bl AV 2 AR RAEA MR 1, BA b SR ] A= A2 Bk
ORI, BT 51 RSk R . JE R AT SAA B N2 S kGRAEREAL, 1T SAA FIHZ M
SRR BRI FEEAL . SAA B NLRP3 R MEA, X AT RS HAE a0 EAL . Sl it Lmzh
WHRM, SAA SRR A IR R, AR LN bR . 16 RSBk A0
7 I RS I 21 SAA RITER 15 [31] [32] [33]. Dong %5 N d ik 295 B Ak AR TE apoE//)N R H it Rk R SAAL,
FUERH SAA & FE R RS2 T iy 2 @i 3 0 28 RE 4H M2 0 5 S B O AR AL G N [34] . FRATTHE S % BRI 1)
apoE//)> B (B A0S H A 1 SR IA 1)/ BR) Hh B S T R IA N SAAL IR B3k, HHIERAAE SAA EFEHKF
SEFE /N B P S K FERE AL 3 IN[35] . FRATIHE R SRS FERE AL I8 N2 B T SAA N B A KR F
(TGF) b 1755, X B0 T I XURE i 2 1 SR 1R I8 1 3 35 LDL iy § 38 n[35] [36]. & A RBEN TR
B T B A A A B R R R (R S B IR [37) 0 SR AN, FRATT R BRI A 2 BA VR B b SAAL [ I
BRI R RS KA 0. Krishack 28 A\ {8 LDLR-/-/NR Bk FEREAL AL [38] 56 W], LR 4
il SAAL F SAA2 (16 = 23 T Bk IS BRI RERE AL i A8 X dek, RN AE R R R IR, A
TS, TR BIAE M A bR v B PG 5 A (Y apoE-/-/N R, 7EERZ YETE SAALL F1 2.1 KT
N, KRR A IR [39]. SR, FRATIBEGEBLZ SAALL A1 2.1 ff) apoE-/-/I B AR 4 Fi SAAS il
(I R AL RR[ASOY AT L R0, SEFAAVNRA L, ShlkoRAE L R aE k> [40], XERETH
S SAA FHE AL B A (RS BKMEFERE A REIE, BT E =P SOV B 1 5k = B0 6 T 82 KO A AL
R R LB (FEZ RS E). i+, SAA S HDL 24, i SAA-HDL, FIM M EAs HDL )45+ Al
hig. BT RIAMAREEERZEAE, SAA-HDL 5 -&We it B vk e s sk 4 e, i R A2 HDL
(Apo-Al-HDL)SEbr AT i 1 1 AH ] Wit th SR A i v R 4R BT i [41] . SAA FERIURE 15 3 (1) Bl ik 55 A Al
PR SR o R R AF ] i 3 ) E W 4, 93/ R gt ek, 388 I e g ot v i s I ] 2 A
JEE RE R RIE, THE 0 S A BE B AR . [RIE, I3 SAA RTINSV FTL 200 it flse Ji At AR [ 44 e 3 ot <
Je& EE ARG ) A0 Wb, IITE IR SRR A (PR, BRI AR LR AR, 3P I S R R A ) A
BAKIM S, SAA FELEIDR A T R A% 1 77 RN AR B A% SRz, RIS HDL fid ) iz
REAILA RS . PUEABE A — @ MR a1, H RS @ 35 N & (1 2 B R 288 19 76 17 BE (VAR B
5 LDL M4 &R EAWSE AS A7, I sk AR 15 10 &, [R A AS W n = 26 3 1k
(I IRE R SL . i FEACIE R AE A [42] . KEIRIE R SAA HA MR R FF1E[43]. NLRP3 % VEARTE B ki
FEREAL I R e B oD AR R [44] . FERGE R — IR 7Er, BRATIER SAA WGE E VR4 ¥ NLRP3
PR, RN RIE RSO SLIR R R, SAA B & BAEIE] IL-1b R4 . AN Bk E 1
[45]. FRATZHTCEUEH SAA B Z LRIV 2 M BIK R 1 B L3I IkE46]. Hitk, SPEsE
PERE AT Fe 3 2SI WK O AT AR A0 AN FE A A0 s 1) R R ANVESdE g, IR iEid i S SAA. I PRUE I N AR B
ik 980, SR T B 5 R AR E A G AR BEER ) P RER L [47] . IRREE R, SRR (e SR
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BIBK SR AL KSR [48] 0 AN /R S8 N [A91E B 1 P 2 L AN 7% R (R Js P9 e 76 A 1) — A7) 3 S50 s ok ks Ao il
AR ESE N, AR BOX R B TR 5. AR AT AR SOE, AR R SR . B, 2E
IMEFERFEE A A (SAAVENREYE RAEIRA THRFEETHR, THER/KCFBuR G AN KIRG MU KUz T SAA )
R Z AN IR S KR FEREAL . DL, BR TR — P EVIAR S5, SAA LA S kA REAL I B
BRI . I KV 2R RAE KR FEREAL IR S AR VAR T SAA, 15 2 I IE B 2 2 MR s Bk sk REAE AL
IR, I HURT g O ML 0 i PR 8 e H g

4. BY5

LR ERNIR, ASCOLIORE SN A (5% & 2R AR T) N UIN s A Sl Bk sk A A A0 i) A B R 3
HTYG $650 SAA ZRE VRS TINSIRKEEAL (A2, 3 ABERITAIE R AS IR AL . il PREFE FEIE B AS
Wt AT IR, AS KRB WA IFT 7 ¢, ki L TEs 5677 3R 40 R By, A SO S koot FEAE 1L
HIE BT ERIE, M35 SAAL TyG $5 K sl S A AL I K ot BERE A 12 R R AT — € R
YriE, BB FEREAL A6 T SR AR .
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