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[ ABSTRACT]
(ACS) and atherothrombotic cerebral infarction ( ACI).

atherothrombotic cerebral infarction

carotid high-frequency ultrasound ;

Aim To elucidate the characteristics of carotid plaques in patients between acute coronary syndrome

Methods

100 patients (50 patients with single-vessel coro-

nary artery disease (SVD) and the others with multivessel coronary artery disease (MVD) ) with ACS and fifty-six patients

with ACI were enrolled in this study, carotid artery ultrasound-based atherosclerotic parameters of all patients were meas-

ured. Results
nus, and more common with hard spot.
0.05) , similar to those with ACI.
than those with SVD (P<0.05).

carotid plaque in ACS and ACI patients.

Conclusions

Stk 3Bk 25 B (acute coronary syndrome,
ACS) Fgl kst Ak 1 214 XA B ( atherothrombotic
cerebral infarction, ACI) % H1 T ah bk ik REAE AL BEHIE
B BB H R B S AR TR BT Kk A R
JrU 3B Ik A B A R ) R AN R M R A Ak
PEHR I 0 REAR T AT , & ACS J2 ACT K
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Carotid atherosclerotic plaques in patients with ACS and ACI were multiple in the bilateral carotid si-
The incidence of plaque in ACS patients with MVD was higher than that SVD ( P<
The incidence of unstable plaque and stenosis in patients with MVD and ACI was higher
High-frequency ultrasound findings showed similar characteristics of

The similarity of cervical plaque features in MVD patients was more obvious.
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4% 2015 4 10 A F 2017 4 4 A ¥ LA F M
B% ZER VI ACS B B4 100 ][ 3+ 50 7] %
B AR o ik m Z (single-vessel coronary artery
disease, SVD),50 ¥l % % X (=2 ) AWk 20 flim &
(multi-vessel coronary artery disease, MVD) ], PA &
2015410 AE2017 £ 4 AREHEERFWES =
BEBRNEE B ACI B4 56 fl, N#EHh ACS BEH %
FRBREF R ERD, HP ACS EFAETE 6N
AREAZERRE RS ACI BF AL 6 MARNE
B ACS Y HEFR 72 41 1 L B & S 20 kB 7 i 19 A
AR BRI B e R
ESE T2 S BB REREFHAER, \&
ACI P 1304 4 1995 48 2 E & 4 J& o i s &%
AL PUBAT by i AE Fe Aol , 230 0] 35 4 3k it HAL
& 249 4 ( computerized tomography, CT) 2% # 3£ 4k &,
% ( magnetic resonance imaging, MRI) ®&# 7%, A
R RT BB T R R S R MR R
i 2R MG I R IR A
1.2 UFEETE

{# A Philips EPIQ5 #1 GE VIVID E9 A % %
LEHAFEDB N, WK ME 5~12 MHz, B EHF
BN, 760 & BB S, o A W B A A T AR B Bk
(BEE#H 1 em) FIHEIN Fobah ik, 7t 4 50 &
FEh ik A+ K E E (intima-media thickness,
IMT) , W2 3850 B | 3 e M i (B2 38 B3R R &
PE)F B ANERKE)E , BOEEAE
AL E & B & b E & L3R 1E IMT BBk E &
BHE,

B 1. SzhBkBER 1% B

1.3 FlETARAE

RIEIMT 2 % = Fr XA IMT<1.0 H EE% ,
1LO<SIMT<1.5 X # 2 Jk % AL, IMT> 1.5 4 32 5 &
B, TR B H N AR D 50% ~ 99% E XL Ak
EU RIEAE R R EL R ER N E
XN Z R EA R F R, E B F N,
T FE N RA T,
1.4 SFit=ZE45H0

Bt B #x 3E % B SPSS18.0 4 it 8 #4747, it
BEBFAX 3 ,P<0.05 A AR T FZR,

2 &% R

2.1 ACS 5 ACI EETpBEREZSEIFR
ACS ACI [ 35 i H 51 3 ik s #F b A6 B B 53 5]
7 82 1] (82% ) .54 14 (96% ) , Horh1 &2 % M BEHe 43
HTLBI(T1%) 42 B (75%) , BRI LIAEREZL L,
Iy W 45 9 (45%) 18 B (32%) , %R BESr ) g 12
B (12%) 15 ] (27%) , &4 B4y 9 R 22 4
(22%) 14 B (25%) , 5 ) ok )™ 2 B 78 F & o il A
361(3%) 7 0] (12%) , A= R FE 3k 70% VA |
M2 7R, ACT B Fsh k4B £ T ACS
L, B A b, 5 ACS ARG, 9 2 W] 22
SAGIFEL(P<0.05;£ 1 A 1),

1. MANFBFREZSBER LR
Table 1. Comparison of ultrasonographic pathology of

carotid artery in two groups

Jra B2 43 A ACS ZH(n=100) ACI 4 (n=56) P14
RBE[ (%) ] 12(12) 15(27) 0.019
WEBE] B (%) ] 45(45) 18(32) 0.118
REBE (%) ] 22(22) 14(25) 0.672
WA HI(%) ] 3(3) 7(12) 0.021

8%, ¥, 8,505, HRH20mm

A A5 S K S R ] 7 B | SR 7= BRBEIE 1L 5 B Ry 26 I S50 Bl kTR 4 Tl 75 B e, 7R TR
PR ok e I 75 Bk, SR B
Figure 1. Carotid plaque nature
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2.2 ACS 5 ACI 2E MM BKPER 5 R 4F1E

HR 8 20 0 kBt B e A A7, At 250 3 ik BXE
1) ACS [BFF ACL B, Kk L3 Ik 5% AR 5 e e
RV, HR R SR Bk, SN B $4h B B bk 43 AR
b PR 22 A Te G2 L (P>0.05;3% 2) .

xR 2. MAMBKEERRD R ILR
Table 2. Comparison of ultrasonographic plaque distribution

between two groups of carotid arteries

BEHER A ACS #H(n=100) ACI#(n=56) P i
TR (%) ] 67(67) 31(55) 0.15
HshkSEH[HI(%)]  82(82) 48(86) 0.55
N sk (%) ] 10(10) 5(9) 0.53
FEMHIK (%) ] 7(7) 4(7) 0.06

2.3 ACS &t MVD.SVD && 5 ACI 2&#zh
BXBEHAFAELL B

WF5E B  WEBE 2% 5 3R DR, B AR XA
B AN RAEEL T8 TR EMEBRET TR ) T
24 il R B T AR PR, 45 5 2 B
PRI A F 4 R A, H2 F ok, AT ACS 3
MVD . SVD 5 ACI S35 Z [ i & 25 R it 17 e, &
PLACS th MVD JBEBE R E A #5 T SVD

BE , BE , &, 485 , IMT1.2mm

2. MEHRkRE B
HEJRE PR AL D A OS5 Sl K A R BE TR
Figure 2. Carotid pathological type
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SPKHRERE AL —Fh e B P, EEARIER

(94% . 70%, P<0.05) , 5 ACI & # B &k 4k &
(95%) ML, =2 TG 22 L (P>0.05;3 3) , i
BT E MBS AT A Ay 4 R e e o A4 g A e )
WIFE R AT B R, ACT H 3 S sh Pk A Fa
PEBEBRAUAS R 5 T ACS 1 SVD & (27% L 8% , P
<0.05) {H5 MVD & (16%) Mt , 22 R G812 F=
SL(P>0.05) o FHICHFSE o, st tR 2 Ik ok 4 A Ak
B KA PR REHAS: R |, T B ek 3h
R A A R R o | 291 R e 5 o TR Sl o
AREEEREYIMISED . ACT S Fish kb 28 & B &R 1
ACS 1 SVD B EH (13% 1 2% ,P<0.05) , [F £, ACS
th MVD S HA AR (4% ;3K 3 FIET 2) .

% 3. MVD.SVD % ACI =2 B BEHAFE Lb 5
Table 3. Comparison of plaque characteristics among the
MVD, SVD and ACI

PESARAE (M,IV:D;E) (snv f ﬁ)ﬂ) (ﬁcjsiﬂ) P
BERLBI(%) ] 47(94)"  35(70)  53(95)  0.03
BHELHI(%)]  8(16)  4(8)  15(271)" 0.1
BRG] 24) 1) 7(13)" 0.04

aj P<0.05,5 SVD 4 1bE,

> —
BE , =8, &, 45% , IMTO.5mm

A NZEMIST S B BRI BERRAS , 249 72% 5 B A S50 P4 Bl KB 1 75 BB, 487 BBEAE B 5 C Sl ZE M S51 Sl bk A 5 o

HRIBIK, it N Sl ke AR S0 bk R 8 s K R IR A2
U e A R TSl RO R RE AL | 1 A
BES VR DL S SEHIE i 5 |2 19, 2520 K 36 e R R 1
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HFF 95 B, 2000 ik o A A A 2 5 | e A A9 BT 1) o 22
1 ARBFsEas R LI, ACS B ACI BE i
Bk ks FERE AL BE S A A 253 ] i 35 829% ,96% , H H)
DL R B O BE B 22 UL, 16 4 301 B Jok 55 35 B A
20, LR Sk 3505 B ik, 3 RT R F T 3 8l bk S S O
s 1 2E AR T B v B 1N ) i U 1 B
P40, 0 A P REE A 47, S B0 /I Al 2R A K g o
TURR, 365 1 PN RS A 1 14 T2 7% R TRt 1 0 9 e L3R
B, S ZAR BRI IE R, Al UL ACS 5 ACT B35 1
S5 KPR A3 A0 BEAT W 8 AR M 25 5 | BB (9
BB — 25 K R 25 5L, Y B ik ok i
Tk 2 Ji 3] — o B2 85 TP ol BRE e i 1l g ok i A .
Z R, BEH R 23k S B A K A s R R
(R i 0L A o R P R B TR R | 2 B A
TR PR P #4852 5 A R0 R 3 10 7 DR, HL 35 3 ik
BT R RN, FH A €8, 22 385 A 7 v A 8 Sk A
HCBFHANRRE , B 55 T AR Tl ACS  ACI ) & A
AT

I 10 A R, DA R R B0 o A Y
FRAE 30 L S B oRR PR AR AT AR I SN ik IMT, 45 4
FNSE K IMT 345 AT K IIE I ACS F ACT 19 KUK
FE] SN R 9 41038, 250 30 Jikooks R A Ak 5 00 1L 45 95 9 B
G I A7 s =2 [ A 4 DD 1) B 3R 591 3 fok ok Ao e
AR B Jik A 56 v B T2 8 | 351 g Jok B B | 53 5 ik A
B2 2 M 0 G I 2 TR A 6 39 B0 fpk 5
05 PR I B3 JEE 5 2 JUTLASE B8 g XU A O, i 5
BT PR B P S R e e A e KU PRI
ARSIk 95 55 i 1045 95 5 =2 () 5 8 Jok BE e 11 e AiE
FTREAIR], ASBFSE %, ACT B 25 Y 251 3 Jhk bk 25 1l
ARGEPEBEHL L ACS B3 T £ 4578 X 3 19 o
()R B — s BN (H X SefF5E R T, 3150 ik
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AP L 730 ) E SRR A

SN ik BE B 17 4340, 28 5 T PEAG 3503 ko iR
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71N AR R IR R L DR R K SF- 5 35 S ks A A Ak
BEBRIE AR 5, 2 S5l Jik R R i B 2 57 £ I I
L Yuk YRS RIS K IMT FIBEHAR 4
JEAETFN L0 1M A8 S 1 e R0 PR 3R B 7
AR Ao 0 A8 I PR RS AR 2 X T et R 3 ik
PRI o ABATIE A B, FE AT IS b B R Y
BESRAG 4315 0 M 1 1 o XU A OG5 T IMIT
Terzi 55 N5 %F 11 AT ABFRDFIE AT T 252653
BT, & BLBEHIT o HAT L33l ik IMT B8 15 112 Wi v
BORE, FH T 00 AR 1O U S, BR T IMT AIBE
HVF o3, FoAl T e ik 8 7 4G A DAk 30 3 Dk v R A
B WA A 00 3y Ik B B A0 e 16 7 = 1 A AN AR
FEPEZ IA] I 2R v R 58 TR A8 (H AR BE = 5 IR o
RAFEERE | 5 98 Pt i A A v XU 38 A
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R ZE R ORI T B0 A o XU o R
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By, X—WFERW 5 ACS ML, 45 B8 ko
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AFABLAY DCIBC , 1T S50 8 JDk 1) B0E ke 0B 78 AN A
5 ACHBCR B 50

JAEINE IZBEFRAFTE LT AR, 5, Al
FLBC T ACS F1 ACT A% S8l KR AE B8 AL O 45 AE, BT
FER RV LR — R FRATTIZH BRI 2 1
BB, AL e IR 3l Jike e g I I 0, i
GBS S KB , T AEAR DT, FATTE 2 i)
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