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Abstract

Atherosclerosis (As) is the pathological basis of a variety of cardiovascular diseases (CVD). There
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are complex pathophysiological mechanisms of atherosclerosis, but it has not been fully defined.
At the same time, there is a certain correlation between liver factors and the occurrence and de-
velopment of cardiovascular diseases, including fetuin B. Fetuin B is a glycoprotein secreted by the
liver, which has been found in recent years. It plays a wide range of physiological and pathological
activities in inflammation, tissue calcification, glucose and lipid metabolism, reproduction and
tumor. At present, studies have shown that fetuin B can increase the risk of cardiovascular events,
but its mechanism is not clear. Therefore, the purpose of this study is to analyze the regulatory ef-
fect of fetuin B and as on the pathophysiology of the body, and to provide new ideas and new pro-
grams for the further prevention and treatment of such diseases.
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1. B

AN — S R . BRI . R S ARUEEAL . R IR S A e IR 2B R R I 1
REVERAE, [ SR AR SRt 5 B R IS, TSR E CIURERE . R B8 7 5 O R,
HRERBY R LM RN, TIIIEW, S AT RERER 2 As [IBAIR K 1], T
JIg PR 41 25 L U A 5 P O R B O R B R 2 — o A0 RIS RE R A 118 W R 397 BRORERAT T — e 5t
Tt AELSH B RERE A B HCAR P05 7™ 3 R A 2K (i B 2] o

I RTF 0TI T 5098 2 BT IR T, 5t L VRAE TR N 4 B R 5, AT VR F LA A s B
Rk, ELHESRIAER O AR IR RAE R R3], T8 A% 0 P R b B L A 3R 11 B
FRERER 19 B 2 —Fh b S G A R 1, 5 As RS YIAE, (RO I R G R
T R R4 I R AR R T BT ok 52 4 W . BLEEISIREREE 19 B A As MG BRI RIETF &%
S3H o

2. BR¥kER B NS5 ThEE

JAEREE A B J& 2% Olivier £ N RIL[4], SHFEJE“PIRERE E A (Fetuin A, FA)EA 22%H I .
JREREE A B & 382 MREIR, & —RE it & IF h 2 41 E R 5 [ B§(Cysteine protease, CP)Iil|Ff
SERE R 2 I, B 2 DR R S, 4> 721X 60 KDa Aifi, H FETUB ZE[KN4ifid
LR 3 A 12 NG ik 3q27.3 1) 8 MR, S5ARIUILZEATE(Metabolic Syndrome, MS)¥) 5 A7 i —
;5] IEEHHT, SR 2 A AU s A, A M. E. SRR TE N K
A 2 T DU I B A S BRI IRER R 1 B 1) mRNA. HATHE/R M, JRERE A B 4 JOGE . A
TESAG . MR ARTE S RENR AR 2 AN T TR B E

3. RIKEH B 5 AsHIX &

HATIGEREE B A1 As [HIFRIPE AR LS L BLAARHLIGI AR WA, (347 AR 2 4, ARSI R BT 72 15
2518 AN A o
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3.1. BATkER B STIGKBIBKMEHREL

AT RINAS RV R FE AR 5 A2 Ve W s I Bk 2 1 B /K, FEARNIREREE A B Al Re 51 e i
AL, BEME R ACRE R S PRI LA E . S8 Meex 28 NTE—TEN G/ RGP sL 36 e, m R IRE
(/N AR S KT, B GBS western-blotting UESE, M T @K &4, &R/ RIniE ik
BREEE BN T 1.5 6%, FERF4HMhRGERE A B S &N 3 f56]. dtal W, MmigkEREA B AE
JFERIAEAE G AR ME . — TR XS 189 44 321800 GIT R RO Wr ik it 78 L, AHIE 0 MR, PRS2 s
JH(Nonalcoholic fatty liver disease, NAFLD)Ji AEMLIE NG EREE H B & &/K-F R ZR S, RINE K IEE
MiEMREKRER B &K TS, NAFLD KRR HRM 2 EF&EH . JEEAE—TU 1140 511 R ARk B 1
WAL RI, ba-PWV KGNS NAFLD e SR R MIGERE R B &K, Z0HME G0 ML & KU
RIMLLH TG, IHEREHA B 5 ba-PWV {13 IEHXK(P = 0.075). XIRIGERE A B Al gl A 2R
SRSk R BE R K[ 7] SR HR NAFLD &AERFAERE AR e, FFAEM £ E A F T RE 4%
SO, 8RR AN AT BE A S AR B 4R DR DA R A R B RGEME “RIEREE” o LA AR SIn A
REEUESE, NAFLD 14k H 2O M5 9% (Cardiovascular disease, CVD)—/Mj B @l K &, M Hiki@Ent
JHF I BRL -5 1 23 A 8 G R T WL

3.2. FREKER B SERBNBKIEHERE (LML AR TR

IR R R EE W2 —. BATHE ARV 2 R SBOE QMR A, B Rm  mi iR e
ERIENGRFER. Zho F5E 0l —TUEW AT 7RI, IREREEE B AT BN AR BN Ik 5 95 A1
SV ik 4% B 1iE (Acute coronary syndrome, ACS), {HAH# AR € M0 £ (Stable angina pectoris, SAP), ACS
WA MG RERE F B &8 R WWIE BT i1 24 87 Flel o 2 5 IR H X MGG ERE A B
WEE, BUGIEM ROk B E IREREE B AR & TR R iR, HIGERES B & &I M w2 1™ &=
MEAERKR, RUMREREA B A&l O i AR SR 77 [FII R0 R G ERE EH B
SARCEENRE A C /KT IEMS, XA Re & AR B G B R0R 5 40 M Ak S5 e 7y AR ELAE AT
PRt TARE BENR B S AE N IR TR, (s S A, X — 2R T N e ThReREAS, FEk T3
KRR AL AR B 1) SRR AR . (R, HEMAGEREE B B T Reild RGEE 2 5 O R A2 R & (8], Bl
J& Jung E2EE R, MEL SAP, SR NIAESE(Acute myocardial infarction, AMI)Jp A IfLE A iGERE 1 B
Tk m, [FEBGEUESE THGERE A B A As BRI AAOE, IF B0 eSS (R dhE A . 22T —
AT A AT SRR ER TR 1 B X IV BRI 15 0, 45 SR R IR EREE 1 B RBE DU ik 5 Ik 4 fifa 1 B
AN 77 N 2B E R AR AR, [R)B t mT i i ok iR R ZE R F-(TNF) @ EI/ R (IL) 6 %F Bl
UM o W 7 ST, IR L R PR = A2 . AN, BREREEE B ORENE 2 BN I P L4n g
(Vascular smooth muscle cell, VSMC) P )i 4 & &5 Al 2 (Matrix metalloproteinase-2, MMP-2)#Jy&4, N
HVSMC T, MEBESRAREME T FE[9]. fEE— B Fih &I, IREkER B SERAMAEKE 1214k B
24K (Transforming growth factor receptor-f, TGF-pR)k R'E%, REKE A B AP A8 i & i L4 i
(VSMC)H Smad2 1l Smad3 MIBERRIL(E 5, [FIBFIE T HII¥ Smads IR IE % S A, [FIRTIGEREEE B
ALIE I R MBS RS SR B 1 2 QWS 1 A RNA KA I)IY58 1 VSMC H 20 B I Bos 140
]3] 1 (Plasminogen activator inhibitor 1, PAI-1)F13& i & J& 88 Al 2 (MMP-2)[JRIA /Ko AR NS Gk
HH B AN A BEH A PAL-1 1 MMP-2 FJ3RIAKF, /RGBS H B Al f@Ed TGF-AR /i F 1) Smad
AR M T LA A PAT-1 1 MMP-2 [2IE, AT 15 M BRI 2 10]. FHUEPT L, ¥k
F B XTI BES B XA T R, BERSEBEHUR R, SOFERBER,  AMI KA G BRI &R
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4. RREKER B ERNBKBHRE L PRI AT BEAE R HLE
4.1. FRKER B SHEAH

PR AL 2 S As ENFZ B EIRNEKHE R, Hil A REREHED TIRRES A
(FA) SRR Z M) OC R, UEH 7 HAEH 50 E ZHLPUH G Rl R REMEA SRS, A
6 % JIE P 200 JR &5 2% 52 A P T G B T R A/ 2 R PR AL VB B 2 W0 o 15 315 5 Il %, IR R E 5 &0 T
EINE I EA M BARIEAEN, IF g ngn s U E I Re (1], MiGERER A 4SS
BRI B OVEE, Xof JER B 3R S AR TR A SR A, [ By e A1 JR & 3% 52 4% 1) 1% 22 BRI (Tyrosine kinase,
TK)WEE, XA SR AAH, WS EURS R 12]. TaEkES B FERIRERER A HIFIJE
FEY, FCRNEYEIR 22%, A EFRE G, RIREE B 2R S5RkER A RAMERN, AT EZ0 b
A EIR T FEE LM SEie h R I, fESEEe NI ULAA N, TREREEE B AliEE 2 5 RS =
TR R A BRI RIS, IREREEE B 7R A0 N RERS g BB A I AR b & A YRR I BE D R, X
BEAR U@ P AT HOH], PR S W U . i — 2D SRR RSN SI N IRERE A B /N RN 252
B, TR 2 SR AT I B B, HIRR RN S IE Sl A oL, RUbi 5t # S A8 e ek
EH B ARE B RS 5 @B A 7 SO0 A = A2 mif6]. Kk, AMRFHFVCAGERER B H5if
BREE T A XS IR 2@ A2 2 A R . BGEREE B B 2 50T 9 R0 LT b I3 AR, (R dbh
PRIGITE N F, AT B A R BIMHVIRE AL, TN, SRR 2R, A RERES
B Z 5 H ) 73 L, 3 Rl i — PR Sk SRAE .

4.2. lR3kER B 5454k

AT AU B AR AR R B R UE . AR As 552 OB BN BAEA, SN ah kol
PEREAG R o LB S A IR P PR PR B B A TR 3R e LR PR S 4 ) R s A2 20 Mk ok 58 1 1) 175
RPRIER, T [RGBz 45345 LR P9 B I RE BRI 18] 4745 S 25 AH SR P13 ], 3K AT RES L R 55 iy 4¢
HEEWTORAEINLE A AN T B E SRR A, LR Bkok FERE AL BB R R (AT SR [14]. 75— 7
I, M PR 2 HBLAE As A, W] LIS A5 0T As A7 7R B E R R .

HAlCAAERE A A SHBESE VIR, (RN R0 2 RO (B35 As. 8L RS 25) BT OA T -
BE—DRIBETURIL, BRERE A TP BEER S 2 A 400 ) £ P g T He e R G5 M3 — ., imibR FA %
PR/ BRI AR IE W, (BAE R UG A48 B 2 B E R854, BUtA e 7 HAET %
B SRR . 3 B A A I 2 A7 s LR S S AN EERAS AL . — AR A S R 1
I S BRSBTS ST, AR AR R AOA BT AR UTEE A R 2 T
T WS ORI FE 5 B UKL, SIS I B AR 2 v A% 2 B0RE, [ IS 200 0 7K D e 0 0] 445 P B 2
AYTTERIAMIGET, T AR AR T, B ENVR R I B SHEAE R T4 MBS KA R AL
AAFEGT, T A A P (15].

JEERE N B SIGERE D A 2 A7 A MO EEIER, B TR A RBIIGERE B A A2 $5 10
MfER, MCERTE S REARERE B R TR A RUEN . IR S A AXIGERE 3 B #EATH
PEBERRES UTIE M, Z5RESCIGERE T B [FIFERTMEIESAL[16]. Bhhh, HF 70 3 X i 1 s i
H MLE P 22 57 8 I RA R I, MR IR H N A8 1k s (B R Bk 8 1 B M3RIA KT SE IR, HLBEE eGFR
IFEARTI RS, BAEREE A B MR ELEHIRC, S AEA . B T it 7O A BN, 2500 -39,

AEkE A B RABGRAMHEI S IRE 1, (BRG], HAm ] CIoiE A B e 451 J L Thag
B JORE NN B D RERRIS RO RS, IREREE I B IR EE AN R [17]. ERIGERE A B MIHIE5LH
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HAARNIHEIATERE, R — D5 LU
4.3. BRIkERB B 5K H

BEE X R S AR AL IR, B E KIIEAC B AL 2 s ol e R (R R R &=, U AR
JEE A (K% ENEE A @S SN E R A AR, SRR B, o, A B B R
F1(Ox-LDL) 5| K— R AL As M[18], AT 5| K& B0 = B Ik s A4 o

ATCE AT T — RPN, UESE T A RAE DR LR 2 W Z MG ERE H B [6]. fEANEE
IR IR KPR EREE A B N S & i ARG 1 8 D B R 26 B 9 H i =R & & (19
I HAHFE N — P IRERE A B AR A B X, Bk T A4 & FETUB 2H, FIH
P E B PCR H A I g B B A 1T B R 3 DR A /K1, R I 4w R T R 5 s B 1) 225 R s 3K ~F- 18
T st B I J TR 0 A I ) 25 DAL e S /KT FERAIG, TRISH(E B 2L Qe 0 5 Hh =B & B HOR, 7R i -4
Ji e e — 2R S T 4 PN T R 0T ORI H i =R ) B I RO R A B RS N [20] . BEAL, I H KIS
W% 5% 1 (farnesoid X receptor, FXR)FHE 2 FE4 IS 6Bk 0 B 2R RIE L FXR & —REABTEY)
R, nI R R0 R ER AUt A RO, X AR v = R A MERR 5 A R A it DA
SO [21] [22]0 W FEEALE T LR JEARH 40 Je B S2 AR s fl e , AFE R AR B 3G 2 R R S N A B
1) GW4064, FINE| MM iGERE E B 1) mRNA KFH B R, Hdb—D kI Re ik e i sz A4 i N2
JRAEALT NRIREREE E B (1 P2 JH3) (23],

5. 4518

JRERE A B RA ZMAEY)FAIhRE, 44 H a7t ik, IRERE A B Maifkohreaitb L. KENZ
AT AR, AT B OO IR LA R o (H I BRI i Rt — 0 B B, el et T 2
MW W8 EROIG YT BE R BT AR I A B S, NSk AR RE AL BB 6 B ORT  AB %

SE
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