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R ER L HES, ERIMERR AR RVIER —BRH, RESS T H3EKEHEL (Carotid Athe-
rosclerosis, CAS)IRAR B, HERPRIEEBMERIMER. ERRBENRE, HMEEMHIRIE
HFARFRR N, FRERREOLEF 4 RERKNFE. BECKRPEH (High-Sensitivity C-Reactive
protein, hs-CRP) 2 —FrdEfe e R AR 1, JEE 3 IO ARIE B InE A0 R0k UL R 45 ML N
KEHIThEE, hs-CRPHESNAKEAERE TR BT SR . [FRE, [FALEBERZER (Homocysteine, Hcy)gE
B2 5Z PRI 0E A EIIREZHR, RERELEPEVREE, WNEARESRTLEK). BE
P REAYRAK, EEFLEERSTHEEXREERH. HyBSRLERGERRALM T LR
BB, DARBHME R FE LR SEIGRAERELI A . ST, MIEBEIIEC (Cystatin C, CysC) CysC/E
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Abstract

In the past decades, the evidence accumulated from basic and clinical research has consistently
shown that inflammation is involved in the occurrence and development of carotid atherosclero-
sis, and plays a key and complex role in it. It is worth considering that the increase in levels of re-
lated inflammatory factors also indicates an increase in the incidence of cardiovascular events.
High sensitivity C-reactive protein (hs-CRP) is a non-specific inflammatory cytokine. By increasing
inflammatory cell infiltration, increasing oxidative stress and damaging the function of vascular
endothelium, hs-CRP accelerates the formation and destruction of atherosclerotic plaque. Simi-
larly, homocysteine (Hcy) can participate in multiple mechanisms of impaired endothelial func-
tion and stimulate the proliferation of vascular smooth muscle cells. Endothelial cells can regulate
vascular tension, permeability, inflammation, and cell growth, playing a crucial role in maintain-
ing vascular wall homeostasis. The outcome of Hcy induced vascular injury ultimately affects the
blood flow pathway. And acylation reaction leads to thrombosis and carotid atherosclerosis. How-
ever, serum cystatin C (CysC) CysC, as an inhibitor of cysteine protease, plays an important role in
the pathogenesis of atherosclerosis. High levels of cystatin C may directly affect the process of
vascular wall remodeling by regulating the balance between protein hydrolysis and anti protein
hydrolysis activity. Moreover, cystatin C may have direct toxic effects, leading to its association
with the risk of stroke and other cardiovascular events.
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S KR T S0 A ) — R I, SR R R Sk SR H b B S Vo o o B ] PR HE S A 22 P 73 AL
MOFLEAE R, 8 74 o A0 ] 2 ) AR SR 2 = AR B, SRR AT [ 1] IR 90/ 1) DR 14 T3 5 184
HR XU RS o« FRATTHE 2 T Bl ik FE g4 (Atherosclerosis, AS)BEAEMF 78 4 KB, Bk FEREAL BN 2 —Ff
B JKCRE PR 0 P AR S5 AR T PR o 5 O S 28 4 I R 3 3 T A R s B A O 23 T (A 25 B2 i
HH(ox-LDL)) G KA R LTI, A BT IR RRE AR 2 EVR AR T, FARHE e s Ik FE
T, 00 P K] - R A0 DR (7= AR 3, 3 kol R Rl AL B e Kb v R 40 B P T R [ 2] RIS 7R i, 980
5 CAS WHEZIMRRFEDIME R, RAEMEERNSE Tk RES R, arEsilA
CAS TERAR A Fa g PR i B E HI[3]. Zhong S5 [4]7ERF 78 HRid@ i #H1] Nox-4/NLRP-3 38 i FIH0E
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T T S RN SOAE S AR, AT AR Sl Bk R FERE AL A2 ) A o #E— 05T Prosaposin /1
NRB K REREAL (K JORE FIBIE T 2R B, SRR A AR A — o E [ W5 3 ) JOAE VR, b B 4
MEREAM R EMA5]. 7 T AR BT R R EY RIS CAS R AR.

FEFET NREBAIIBETER Y], Hey 2 TS BEWNO) ™4, —HAEIE A B S I AR 195 .
Yan ZE[6[7ERT 7 AL NO A BLRAR T IR AR, RW] CAS AES NO 3G, NO 7yt
DR PN IK R R A, SR B PEREESE . Deng SF[ 7]/ — WU SER B, ML P B2 20 NO & ik
Tr b/ UL K Hey 7K T i RSk I A B &7 Sk D RE I i ds, SIS ATk, (2aE 1 SRR 1k
P A B2 haediti » Hey I8 R8N LA R GERIE K . S BENIIRFEREAL IR B 2 1 A1
UEAh, ER Hey AIREEIZB AR AR Y, X —IREMOVE AR N-FIR R, 7T E806[8].
hs-CRP 2 ML 98 1 S 7 (147 S TR0 Jo LA 2 0 Jo o Ao S e i3 PR R i PR S F F) 47 P PN 48 #s o[RS, hs-CRP
5B K A v 2 Bt Fr A PR A A A R R AR [9]. CysC AT BLER I ML S A1 JE Jot A B 2
CysC RIS A HE ML FI LA S IS AE AR T2, AR G 4 3 DXL RSO [ 2 i T R 3 ok B i
JRUUREE . BRI RREIE | ) KA E AL AT R [10]. ASCR LSS & IF AN SCHRYS Hey. hs-CRP Al
CysC 5 35BN ik ol FERE AL FIAR A AT B 45 A

2. Hey Bl B2 R ESTMaPOR BN L E
2.1. Hey I EH B

Hey VEABIAKHERERE AL AL MUVE R AL S R R R . TR, SRR AN Hey UM Pk, ZHfA
Hey /K-PH38 00, S EOCEZ IR AR I AR R B R [11]. AR5 MR Hey WIETH,
BEE N TR HERS IS I RRERE 2 0K IR PRANZH I FEHR 7R 1 Hey A% LRI PE A A IR £ 9 1 A 2
SERE . IXUEEEAR R M TR AN . Za A4 BT RISURT NO 5 58 S0 F12]. 2AT, K
BT TR IR S Hey ZKPTH sl SR BARL I 2B 0 O] . AT FURET, Hey el Xudi il i
HZ 5 MU H R I Gk S B A R AR B AE IR ) o Hoy S E BH 38 1375 S 20 Jik P 358 R0 piy 0 e 2 A 28 1)
S P A/ S 5 Sk 1 R L B 2 R I A AR 13]0 [RIBE, Hoy 2% 51 k220 ik Ifi e 80 14 445 4] 6 Ao RMERREE Jie J5 2 1
ORI, AT 5 B A B B 28 I 3 UM A 50

2.2. Hey fr S9SN S BN E AN R AR ERER

VF2 0 W EL G AR AT I, A REENBKRAEREAL . IR AN ZH S, HOKE 1 R R S A A P
TENLEI[14]. ZHMIN B HAESRIE AR IEF YR . NADPH &L, NOS. HA A . RA AR . 41/R
(R P-450. HUIISE B SRS AACIESE . (AL L — &R 51 ROS, BB A & 1(0,). LR
WE(H0) MFRHE it 1Ly FEAARE 1 7> TAEAE 2 S AR TR A RGBS [ 15]. IR RE AR T
AU, GRS AR N E R, X E R SR R SN, R R TSR R GUR AL
I BARE AR SN AL A ANE R ROS S I RE T o HT ™ 25 S AL B e = R s s i
JFRT DNA, MM EAR AL TR 16]. SRT, AR YRS S8 Hey 53 104 52 0 A0 D e
TS B0 EAE AL

Hey &4 RMVESEE, 5 RZHCST IR IR —F, EAMERE TAAE T DU DGE A AL,
FEAA ROS,  SI07 A2 S8 A6 R BURE P AU(ROS) I AR i IR 2 . ROS #EELIIE R VAR, S 3kl
FEREALAE A AR ARG, (R BE IO AR RIS 41710 ROS A3 4547572 Hey 43 HIILAE Th g fa
WS HEE D THLE . HIUCETE A AR SBURRUL L. SEAREN. WESi. G NO 1Rt
TR IREIER MoK MRAET-RMAGUES S . By 7AW 0550, A R LSS 5 70
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T B NF-B,  MTTBOCSE AL 18]. il 5 R 5E IR T SR ARG T 8 Hey B IR
FME DI RERERS AR HEL, Hey /v NADPH A AGHE ™ A8 U B 2 L I AN ik RE R AL 45 2
ol L5 A LR K S S 2R AL . Hey 23598000 NADPH SR G R IO FRAE MG P, HmT DU G Re 4
PRI 240 L S A B 3 R 2R [19], XRIIEZ S T Hey HSRIEMNELL W R IhRERAG
AN A BEARAT o

2.3. Hey N SBEBK B HEE DB —ENE

Hey 1E AL M8 S (A 0hR S CA AR/ IE ] . ESEIKIR ST, =K Hey 5 25 8k 5 K
AW R 2 ik SRS AN BB ik BER T AR A 962010 I HAR S5 330k A DI BRA 5 1 BB AR ARG . B
IR 5393 44 40 H UL E ABA CIMERHMENS 5H, ifEn, TRl 14
HA BRI R BB K (211, Hey CRIE B 08 0 S8 AE 40 L R R R FE IR T @ (TNF-a) 1335
AN AT, 18 53 L 28 98 Hh AR A PR RBURR (1% JORE B ) Rl T A% AL 1-,eB. (NF-,B) R0 R J 33X — i
FEo PR IR A ) SR AR A AN R E W VE SN S CE SRR G BE A ) 5 T AL A1) AT 3 Je b o5 S s A FH [22]

3. hs-CRP K5 AR HB LN L ERERERX
3.1. hs-CRP B S HIS S TEAKRFEE LA

BNKR AR — P AT VERRAT PRI AR, HRRIE 2 B Ik EE Y IR LD AR B . RAEAH IR,
Al EEAAL, BEJS Y SO A RAFIE MG 5, SRS AR, YRR DRI i 4 3
YUl . hs-CRP 1ERN—FBI RAEFE AR 5 RIE 51K SRR BEPUES A G . hs-CRP 7] HH B KK
FEREAY Je 30 (14 ML T 2 L RT S e  ff = A2 [23 ] GBI, 2R AR X BRI 254 & 1) CRP 5K hs-CRP. 7E&
PERAETEHL T, hs-CRP KR SURIF o WHFTH R I hs-CRP X ALK 2 B 6 55 1 (ox-LDL) A A i Al
71, PRERAEAMPRGFE, (2 BRI N N IBE, BN AR AR, A ARk AR T R
[24].

hs-CRP fg M B RGN AT T 40 #5031 1L-6. IS -6 & NLRP-3 4$E/IMARI IL-14 15518
PRI —3 50 o XL b AR AT AR R R S0 R RN B e R R A A P S R L B 7 2 S kR PR 2R K
e EAHMIA2R-6 LLA AT R A FAth 1 Ui 98 5 A 00 32 1 5 SN kR AL i A 3 S DA AR E [25]

3.2. hs-CRP SFFNEKkAIR T B E EH# N %

S ik N I R 2 BE (CIMT) ) V2 A =2 B S KR R FHIRES I E S 4, CIMT =]
DLA BT X 0 A8 A S B I AN . 72 HATHIB S, 9% hs-CRP 5 CIMT &3 /H55[26].

hs-CRP A& CRP /KF, PLRGIMRAHFRSE ) 2ORE Ko Sl —TZAN 1600 £ 44 JCAE IR 20 20 Ak o A
TAk 5 1 KT R A BE T TS PERE T, & DU hs-CRP ZKF- T v £ B O I BB T XU S5 25 48 . %%
6 5 hs-CRP 7K-FHH5%, #izh ka2 KT 50%A1 hs-CRP 7KF KT 0.29 mg/dL (& O M S0 T XK J1 T
SEIHNIKIE A /N T 50%F0 hs-CRP K-TAK T 0.29 mg/dL K H HIPf5[27]. FFE, —SeifseRi, Mg
hs-CRP 7KF 1] AT FRSH Ik BEHR (A7 AE . BEERZEA 5 hs-CRP /K TFHIKR R EZFI L FE: — L sk
B hs-CRP /K75 [0] 733 BB A 5, A BT 70H hs-CRP /K7 5 BEH AR R A 5% . hs-CRP 7] il MRI
FA% R AR E BES(T InAUE RIS 5), hs-CRP 7K1 5 550 ik 32 28 BN A (8] 97 Bkl MRI J&
ARSI 31 P R R A8 S5 35 A 2 28] [29] [30] [31]o AE— Tk 45 1 12 T 78 45 3 /) Meta 4347 7 , hs-CRP
PRSP o A L 2 e XU 38 ST A 5%, AR LS 2000 2 42 83 S FLIE T 1 #5030 ik P9 D R A S )
R AE32].
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4. CysC 5EIBKRHEL
4.1. CysC FRIERIR A HIH S MBS E L R X<

LRI FCRIL CysC 5 IR K FERE AL « 1o I o AT 2 ks 22 <5 2 Ao L7 500 5 DDA 5%
PR S A 15 BE S M Bl Bk SR R AL R BN IR o AE — T T B, CysC T LASE G LA 1A Bz 4 32 31 ¢
REN 1228 . Tk CysC, o 91 M 2 MR B I MEE PERE 9, I8 5 AS 922 P RO A T At
SMC F oA R RAE K E[33]. IR/KF CysC 2 FRARIMAE BEX AL HIIRTT T, #E—20, B om )
TR SO R T 2 T IR 2R A K

Eriksson H{BA—I5% T CysC JE A5 e RGO J= i A5 IR 7T i B 34], 3K CysC ¥R &
F RSB AP AR B A K. RAM CysC BEMSHEZHSIRAEMR, Mt BEK
M CysC KTART X A . XEELERRYIANER C SRR AT IR E . CIESEAESIIK
S REREAY R 2L 2V ER R VS VE RS T CysC /b o FAE 1999 4F Shi 851 F Gl Ye ik 5 Jus A8 ik K
BLBh Kok BEE 5 IR LA A AP AR AR S X K BIEH ME L, 1 CysC & BHILF M [35].
FE— TS T BIRK I REAE A AT LA 453 0575 (K03 AT iSGL R O T i Bizs, 7] CysC HIRRIAAE KR
SREN KT BB AL FR B, LA R 2 5 B Bk s FERE AL AR TR B AR R AR IR 155 CysC 3RIEH)
AR [36]. BtJG Bengtsson HMER mAR TR, Wifr CysC B/ BB/ N E A0 & S0 -
AR RY], VRS BN E SN RAEAT A S hRERahG, IXAEBN Kol PR AN /) 38 0 ol o
FEH EERIEM37].

BRI —WSEIR TR, T kZ CysC, MBS A BHE PEIG 0, Il et Gl T BT~
FULAR R T2 DA A AR BURS BESRIEGE AR T S KR BE AL 75 S O S ORI 22 (1 238 AR, IR CysC K
SPABAT- 2 R AR 4 B A B HL IAR T T, AT T BE S 5 3 BUR 2 Mk R A P 8 I E RE IR [39] o

4.2. CysC FE4RRaSME R(ECM) E LR X BIERH

Zf) K 9 A ASE A 8 O ML 0 (ASC VD) — b SOAEPE SR, HARAE 2 V2 i 3 Bk BE 258 o A 1 P
CysC fEAUAANE R (ECM) X A CBAE T, -5 2Nk ok FERE A O I8 P R R AT 5R[40]. - SBN ik 3t
FEREAL AL R I E P XU R B Ao 2 STAN K R A Ak Py BB J5 1) S T R R v, LA 20 ik o )
SERANT RG], JCHR MR R REAE, (IR RE S FIE NS AR, Ra N IER B R
AR . AHRBT TS 1, R AT P - A LA R 30 80 N S K ks o A5 A BRE ke o i Bk 3o 2 1 Pl 4L
ZUR NG S A K RB RN, 10 IEH SIS AR BN S X LN . XY, X B AR PN R R E
AR CysC HIFRIE BT [ 1o IX W] CysC AT LAGRYTIILE 232 CAA FI CA F5 5t T HOEE T AR [41]
CysC JERLAE SN A TS 8 KR B H AR B . CysC AT LA S A E BB, A
FEBIIK AR5 T 240 [0 /1 5 A 1 PR SRR A T DR FRR s 2T

4.3. CysC BefB & ox-LDL 5|2y M B8 AN 4HAa5 15

B A R R E S KR FE AL R &, CysC Ref® W3 FHAG ox-LDL 5l K [ I 11 UL 40
(Vascular smooth muscle cell, VSMC)E T, MM B M T8 VIR TR, —SfRE L4ER 7R
Faset, MK REREAL I RAER R A2 [42]. 1E ox-LDL 31 VSMC T, {E N Tt fE
IS 3 T AN 20 T 40 ROS AE A I 34N, CysC AT U RO A i, 75— e P20 Lok ds
ROS /M SR TAE[43]. A, CysC iLREHE— & 7B b kD 20 M S s A4 13 2 B P4 B i T AR
£ ox-LDL #53:/) VSMC T, Zebifk4iit G, FBMIEZE N, Sodgn s )8 2h 1 ki ik
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PR, TS VAT R A8, P caspase-3 (AR FUKMRIETE, BT CysC AIE— &R L
A RN caspase-3 (KL, 0] ox-LDL i 5 (4RI T-[44]. wang 25[45]— Wil i #7& CysC & 1
UL, FRTh i e i R LA, #R2 CysC %t ox-LDL -5 {0 1065 P 1 I L4H L 8 AR 2545 b
IR . 45 9% W] CysC T ox-LDL 5 S L85 S 1 LA 453 %5 B — & B AR 1R

5. REERE

RUETE CAS VY7 7 THHUAS T B, (BREBIRBIATG CAS VIR B G E, KNS ki Ff 1
AR BRI 2R AR ) BRI . CAS IR 2 B0 A AR . 75 CAS BEdult e i 2, FE o FrlRes
PECEMIE M CARCAR SRS S E N BEERAALE . IRES R RIE bR E[46]. hs-CRP ik T 41
WAL RG> T AR e A B A Sh BERERS . Hey A BT 42 ROS. TEMERU A i 3L AE PR YR
BT NO IR o X Se g R uE i e AL i &8 R O . X 2R F RO M B, FFE, CysC
TE R B K R R Ak B R AR P 5 THD A A B A FH (47

Bi# Hey. hs-CRP Fl CysC 7E3:Al G IRB L It — 20RO, BERIRIRIZYT CAS $&ALE R L, DA
JHE CAS HITRIEAVE YT H RSB AT 5 . SR1M, Hey. hs-CRP Fll CysC 5 #ish Bk LI 9% R4y A 2,
FCRA D) B AL 34 TR RN P Sl B s PR T3 — 2D 7

ELWMEB
RS R HIE X HAREA£(2021D01C175).
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