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(i E]EH. 0241 (acute ischemic stroke, AIS) FlSMNIIEN kB A (extracranial carotid artery stenosis, ECAS) A&
He R R FL AR S pE AR R Org 10172 STTIREE (trial of Org 10172 in acute stroke treatment, TOAST) 453 B b 940 A 4% ., FEERIIT
fEREE ik E SN E AR 2R 2014 4 3 A F 2015 45 2 ABGAR 375 1 AIS BEMIKIRITE, #KIR TOAST 2 BipruE
43R 5 B, BT ECAS 76 ATS B B WA 40 Al AR SR BB PR A BE 45 SR 48 AIS BB 43 ECAS 4 (n=81) X R
# (n=294) , L3 2 HAERBEWIGRFBIEHEITEZEE logistic EIFMT, SR AIS BE ECAS RAERN 35.73%, Hrh-HER
AEEY 21.60%,16.80%53 45 T K Bh ik REREAL ( large artery atherosclerosis, LAA)EQFP‘ B E /eI E ORI A
HRE RIS 2R GIEE L (P<0.01);ECAS HAF Ry MR B8 MUAE 3030 FRBES B Ao e BE IR A A 388 T BB 4H
ERAGIERE X (P<0.05); ZHE Logistic B340 B/~ MR IT (OR=1.782,95%CI=1.048~3.029, P=0.033) . & A5 IfLAE (OR=
1.824,95%CI=1.037~3.208, P=0.037) . Fizh Bk BB (OR=3.673,95%CI=2.014~6.698 , P=0.000) &&= AIS £ & ECAS §y0 57 fE 5 A
R, Bt AIS B¥ ECAS ZAERKRUAF TS, K f-EE ECAS 78 TOAST /R H £ B4/ T LAA BIA A RERIR . R
MEE RS RKBELR: AIS % ECAS MM B FE,

[ %4237 )5 ; TOAST 48 Fsh oA ; fE s R 2 ; af i s

[hESES]RT43.3 [x#trEm]A (4 RE B HA]2015-12-10

Clinical distribution characteristics and analysis on risk factors of extracranial

carotid artery stenosis in patients with acute ischemic stroke
Li Jing,Tian Ting,Shi Zhenghong, Feng Bin
(Department of Neurology ,the Second Hospital of Lanzhou University)
[ Abstract ]Objective : To investigate the incidence of extracranial carotid artery stenosis(ECAS) in patients with acute ischemic stroke
(AIS) and its distribution characteristics in the trial of Org 10172 in acute stroke treatment (TOAST) subtypes,then to explore the
risk factors for ECAS in AIS patients. Methods ; Totally 375 patients with AIS admitted to the Department of Neurology in The Second
Hospital of Lanzhou University from March 2014 to February 2015 were collected and were sub—classified into 5 subtypes according
to the TOAST criteria. The distribution characteristics of ECAS among all AIS patients and its subtypes were analyzed. AIS patients
were divided into ECAS group (n=81) and control group(n=294) based on the carotid artery ultrasound examination results. The
clinical data of the two groups were compared and the multi—factor Logistic regression was used to analyze the risk factors for ECAS.
Results : The incidence of ECAS in patients with AIS was 35.73% ,with moderate—severe stenosis rate being 21.60% ,and 16.80% of
which was found in the large artery atherosclerosis(LAA) subtype. The moderate-severe ECAS rate was statistically higher in the LAA
subtype than in the small artery occlusion,cardioembolism,and stroke of other determined etiology subtypes(P<0.01). The age and
incidence of diabetes mellitus,hyperlipidemia,carotid artery plaque and unstable plaque were higher in ECAS group than in control
group with statistically significant differences(P<0.05). The multi—factor Logistic regression analysis showed that the diabetes mellitus
(OR=1.782,95%CI=1.048 to 3.029,P=0.033), hyperlipidemia( OR=1.824,95%CI=1.037 to 3.208,P=0.037) and carotid artery plaque
(OR=3.673,95%CI=2.014 to 6.698,P=0.000) were independent risk factors for ECAS in AIS patients. Conclusion ; The incidence of
ECAS in AIS patients is increased than before,and the moderate—severe ECAS mainly distributes in the LAA subtype among TOAST
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i HATE ARG E N REFE T ERE
e BEREY, R E , Bl 42 (ischemic stroke,
IS) 4 i 2FPI AR 1 70%~80% L4 . B FREM
SERALRIINE] IS MR R R JRIER AT ™
HRMBENEGER, SRR EEERE TR, 4
SHIEINE 1S REMBELRERANESR, h-&
PE RSNl kB A (extracranial carotid artery steno-
sis, ECAS) Bl ECAS=50% & i IS M X B RE Z
—&, B DL 5T 3K B B ah Bk B A (carotid artery
stenosis, CAS) B E 5 FHRENKE B E LM
x&, Hil,CAS ZE5I AN ER, T KBH5
L PTEME N/ AFSMRHT BT 9, TP A5
HM T Bh ik e R BB A M B AR T A AR B R T AP
g N BRE ek B R NPRE S, HiF
RAGH —B e, TR, MEBAEEART Z A
AT HaPHm R TAE, E o SRS s R, v
DLELHA A B A S B Bk AR AE O, S e PRI TR A
SRR B, ASBIEST A P LB P X 2 P i 2 e
(acute ischemic stroke, AIS) 535 $sh Bk 4T 1E 4,
4317 ECAS #£ AIS B R H 2% Org 1017238
¥R (trial of Org 10172 in acute stroke treatment,
TOAST) Iv. 8 H i 73 7 45 A, T30 HLAE B R R 47
T, A BT CAS WRMAF ARG TRtk IS
RIfER B R THR—, R BPHRES LK,

| ARSI

1.1 #HExE

FESEWAE 2014 4 3 A E 2015 2 A XM REE
EEMZNBMERRIT TR E B REWN AIS B
375 ), HA 3B 231 FI, % 144 5 4E 4% 36~93 %, F34(65.57 +
11.30)% , GAAARHE . OFF-& 4 E 5 I e iR i R 2 R 2
2 FLHTR R, B 231 CT 8% MRIIESSA # & B
Q%R 7 d WARE; QB REMR, B AR W E T
B M Z TREER @ BErt Rl =10 d, HEBRARHE . Q&R
VE) S B 5 5 AR I P o B o B FLAth i 1 B 214 @8 ™
BT ERE GO RARR ; @R RS AT H
AEE, AR RENZBERASRBABRE,
12 BREFT*
121 WRKE FABRNSTAR4h HEELWE
BLEIFAERE GERA DERR T AERERBRE; A
BEik H i R s M AT e AR CR I A7 i H #  fAE Ak R AR
ERE; ARt 24 h W5 LT CT 5% MRI AR 1fi B F 35038 i
BEAUROBESEE, WEBENER HH HF8 &
H; 5 0K SRR R IR ME S0 B B R s R
R s R L AT AR R R S R b IR SRR H R = B R

EREA KEERRS FEERER AEEAFKTEE
W R¥ER, HEERER=ER /R 2(kg/m?),

122 FTFOEBERSE KRR Philips U2 AP AL
LAWY, RIRBIRL S 5~12 MHz, BEBUNE
PIFHFT B, AR XY, FEr R BRI, B 2 A7
Ty B A DL _E GBS R B A e SIS S Bk 4 AL
BNk IS BRI S SR EITIHATRE, NMARAEZY
B AR Bk 2238 SR BRI IR, A A RE R B R
B (intima media thickness, IMT) &% Il i # FE , ¥IE ECAS
B ABRE R KBER MBS RN B, RS
RTPLAEEILR,

WilHadr  OCAS B EE . SR A NASCET it EHE)

PRBeAE 2R, AR (%) =(1- BRI BRAE TR E
B)x100%, RIEHRAERITELE K ECASBEES R EF .
BEEHAS (19%~49%) | FEERAS (50%~69% ) T8 FE PR (70%
~99% ) F M P 2E (IR EE , MFEFSHE) . OFBhk
HAE . BIEN R FFER IMT KNSk R E®
(IMT<0.9 mm) . BEEEWE (0.9 mm <IMT<1.2 mm) . BERE
AL (IMT>1.2 mm) ; Be | TG [E] S R AR B A BER N A E Bk,
FR4E R A PR R E B,
123 AEIE434H A4S TOAST 4BICHTRAE ¥ AIS BE 4y
BG5S B R 30 Bk 5 #8848 (large antery atherosclerosis,
LAA) . /NEIBKEFIZERY (small artery occlusion, SAOQ) L OTE X
1 ZE (cardioembolism, CE). H fth % [ (stroke of other deter—
mined etiology , SOE) F2 %55 X R i £ Bl (stroke of undetermined
eticlogy ,SUE)

MR AIS S E TN B A 5 R T 404, ECAS =
50%% X ECAS 48, ECAS<50%E A %f R4,

124 fEREFLHIRE ORIME.: K4 E =140 mmHg
(1 mmHg=0.133 kPa) # (& ) &7 5K /& =90 mmHg; SEAAH
MRS, IETZERR FIRE 254 , I FE4ERF7E 1IE 3 7K . QFEIR
955 + 25 I = 7.00 mmol/L, )5 2h IHE =11.10 mmol/L; B
BRAEA RS S, IEFE AR A MR 25 ) , M A 5 72 IE K

2 OFEARILEE . JEEEE =572 mmoVL M () Bl =8 =

1.70 mmol/L; BRERAEA & ML 5L , IEAE AR FHRERRZ5 Y , i hE
BIFEIEE KR, @500 BWHFE 1979 R TDAEHAR
il 5 AR I O B 2 W B A 48 B b, B et ks B B
Lk CTA EHL . OF . L@ B2 FERE, @M. ¥
B RE =10 3/d, }8E 1 0 E, OKIE P ZEEA
=30 g/d, 7 1 L b,
13 @it$Fam

SR FH SPSS 19.0 SAHATHEIT T THEFR LIS +
P2 (x££ ) Fom, SR ELECR ARSI B A ¢ 400, TR
BRI E o bR R R BR AR R R, ERE
R L EE logistic FIRHT, HIKHE =0.05,

2 & R

2.1 AIS B ECAS R 31 3h bk B3k At 5L
375 ] AIS BREZ#&H ECAS # 134 §(35.73%) , f i
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BB 53 ] (14.13%) P BEBRAE 27 1 (7.20% ) \EE R AE
41 $1(10.93%) . B A ZE 13 #1(3.47%) ; A MLF3H 1WA
fth— T B R PR 2 Bl ECAS = 5093k 81 #1(21.60%) ; &
ECAS & 241 #(64.27%)

375 Bl AIS &R i S BKBERE 220 51 (58.67%) , BE
BB R 547 4 R RE TR E 168 11(44.80%) , AEs e B
BB E R 250 4, AP, ECAS=50%H) AIS A& L6 i #izh
BkBEERE 65 51(80.25%) , BEHEL H 2y 204 s Aia g B
52 151(64.20%) , RNEREBEHRELH 20 134 1,

2.2 AIS &4 TOAST 4 A 5B ECAS 4 542

375 ] AIS B v LAA B2 b 184 41 (49.07%) ,
ECAS=50%% 63 1 (16.80%) ;SAO BdZE 97 4 (25.87%),
ECAS=50%%# 7 #1(1.87%) ; CE Z<H 30 7)(8.00%) ,ECAS =

50%%# 2 $1(0.53%) ; SOE &A= rh 27 $1(7.20%) ,ECAS =50%
# 1 61(0.27%) ; SUE BB 37 45 (9.87%) ,ECAS = 50%% 8
B1(2.13%) , {EH ECAS=50% M EREHHIHEE XL
(x*=38.265,P=0.000) ; LAA % ECAS =50% Lt % 8] B & T
SAO.CE #1 SOE &z 2 R HA G EE X (x?=24.795,P=
0.000; x*=9.273, P=0.002; x*=10.289,P=0.001) ,SUE £l 5LAA
B, EREGZHFEL, BE1,
2.3 AIS &% ECAS 415 s B 4s AR F 4t ed rh ik

375 B FE ECAS 40 81 15, % FR4H 294 5, XA
21 WG R BTR AT R R 4T B R B AR BRR .=
JEIAE T kB MR E B ERAh ERARITER
X(P<0.05), &% FHEEF AR LE , ERIHKITFERE XL
(£2),

1 AIS #¥ TOAST S BITEMR & ECAS ST TRfH1E
Tab.1 TOAST classification and ECAS distribution characteristics in patients with AIS

ECAS
5 n(%) FR(S) FI% <50%(n,% ) =50%(n,%)
AIS 375 65.57 +11.30 231/144 294(78.40) 81(21.60)
LAA 184(49.07) 65.95 + 10.65 121/63 121(32.27) 63(16.80)
SAO 97(25.87) 65.29 + 11.51 52/45 90(24.00) 7(1.87)%
CE 30(8.00) 71.57 £8.16 16/14 28(7.47) 2(0.53 )"
SOE 27(7.20) 61.41 +13.72 16/11 26(6.93) 1(027)*
SUE 37(9.87) 62.62£12.44 26/11 29(7.73) 8(2.13)

HALS, SRR AR B LAA REBKBRERE (L SAO - /MBI 28 5 CF. o D IR NS 28 s SOE . HABRS I RS b s SUR. SRR AR B E RIS R s ECAS

FRANRBIBKIRAS , a: 5 LAA £HEEE P<0.01;b: 5 SUE 4 H.4E P<0.05

£ 2 AIS B ECAS BE31RAMRKE R LR
Tab.2 Comparison on clinical data between ECAS and contronl group in patients with AIS

WiE ECAS4 (n=81) X BR2H (n=294) ¥ lE PlE
F(F) 68.73 £10.19° 64.70 + 11.45 -3.064 0.003
Bit(n,%) 54(66.67) 177(60.20) 1.121 0.290
BIE (n, %) 62(76.54) 236(80.27 ) 0.541 0.462
BRI (n, %) 34(41.98 )" 80(27.21) 6.543 0.011
BHBIILEE (n, %) 27(3333)" 64(21.77) 4.621 0.032
TR (n, %) 5(6.17) 20(6.80) 0.040 0.841
B#i(n,%) 6(7.41) 14(476) 0.880 0.348
WX (n, %) 16(19.75) 47(15.99) 0.645 0.422
K (n, %) 10(12.35) 39(13.27) 0.047 0.828
FBBKBER (n, %) 65(80.25)* 155(52.72) 19.842 0.000
AEEDR (n, %) 52(64.20 )* 116(39.46 ) 15.720 0.000
Wi FE (mmHg) 142.54 +21.73 140.49 + 20.51 -0.786 0.432
S IE (mmHg) 80.58 + 11.40 81.62+11.87 0.705 0.481
23 J62 I # (mmol/L) 5.96 +2.06 5.67+2.48 -0.951 0.342
JEL [ 9% ( mmol/L) 4.00 £0.88 3.87+£1.08 -0.984 0.326
H it = BB (mmol/L) 1.76 £ 1.62 1.41 £0.68 -1.923 0.058
FEEBENEEH (mmol/L) 1.09 +0.26 1.17+0.55 1383 0.168
4% 5 FE & H (mmol/L) 2.52+0.84 2.38 +0.80 -1.389 0.166
PREHEL (kg/m?) 22.14 +2.63 21.87+3.16 -0.700 0.484
[F] 2442 B B (pumol/L) 22.01 +13.70 24.65 + 23.05 0.983 0.326
HAEFE AR (/L) 3.20£0.55 3.04 £0.76 -1.786 0.075

T :a, G0 B LAY P<0.05
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% 3 AIS BE ECAS fEREEN logistic B4R
Tab.3 Logistic regression analysis resuits of risk factors for ECAS in patients with AlS
TE B SE Wald y* PiE OR 95%CI
¥ERRIR 0.578 0.271 0.033 1782 1.048~3.029
[i=%: ik 0.601 0.288 0.037 1.824 1.037~3.208
TSk PSR 1.301 0.307 18.014 0.000 3.673 2.014~6.698

5B AREH RS SE, brdE 3 ; Wald 2, G5 ; OR L ;95%CI=95% ] {5 X J]

2.4 AIS % ECAS £% B logistic 2047

SR FIHE 54 logistic EIF#EEY, L ECAS=50% N HA R,
% BB R IR LE | SIS PR BER R AR e BB B A
B, RAmENE, SR ERE 3TEEHEAEETFE, 25
H B R % (OR=1.782,95%CI=1.048~3.029, P=0.033) . & fi§
1L fiE (OR=1.824,95%CI=1.037~3.208,, P=0.037) . S &) bk BE £k
(OR=3.673,95%CI=2.014~6.698 , P<0.000), W% 3,

3 3 8

B 2 v o —2H A 2o e B B L A AL )
BIWEREE A, SRR RERE AL R Rl i A 5
S 3R] F s B A B EL R, | BUBH Bk Ve Sk AR ot A4 1
RIEBRIR, B 5 S kB EIL T B 2, FBhfk
SRRERE Ab B A R AR T LA S B B fok O R £ Y
HREE, 15 IS WREB YIRS TR, T
W2 LA B BRI RERE AL A8 S 3 |, SBiAT R
BERTFREN, BT EI,ALS BFE ECAS B4
A 35.73%, K H-EE ECAS 5 21.60%, %5
FHAMBFRS, HFEk, EEZMEET LT
K WA R m A E T R, P E
A ECAS RAREFHBE, XA geRER Ll
FREERR, A, AIS BEFSRITRNATEE
BEHR B R A 34 B K 58.67%F1 44.80% , T -FH FE
ECAS B "HMEEREIA 80.25%F1 64.20%, 17
TREEh Bk BEER B HoAE FRAE AIS A1 ECAS & A4 R J&
RE—EEA,

TOAST 4 BIfER IS R AR RE,, B H
R RN R LB BB IZ  ABFSE LAA I
SAO BIZ 4y 5 49.07% .25.87% , X 7R L &
TE AIS KWHLHIF G 8 FE AL, AHFHE
75, LAA BIZhh B ECAS A ARHE BT
SAO.CE J SOE iz {H5 SUE Bl it 2R
TEHHEE L, X2 HT TOAST 4 BIbRHE R K
Bk RE AL B A >509% BT B AY 1S 1328 K4
AR, T FEAT: B B A= R <50%  FETE AR A H # oA
SRR E R EN Y SUD BiZd, B2 BRI

M FFAESNT ECAS H51#8 LAA BRI A ) FBK
B, ECAS FBIF IS IS H M , LAE ST X HE AT
WRIT 1B M A BB SE 2 HERR M B B AS 7 K R A
RERFPHEA,

Fh koA e R E LU BE R IR TR
UURR N7 2 5 Sy 5 e o, HLAR B2 1 8 P 2 40
MG, SRR B SR R M ML R R R
KR, BEE 18 BRI | I R i R TE B )
FRECBERR , RS E M — R AR NTTFE
ORI BR, FRErB T EE S S 5F bk
WAL, 5 RE BEEMUBEMSEE P ; A
EPEREMPBH HIER T HBR ik, REIE
BRI e DR R S I AR T AR, 32 17 BEL 28 1l B 5% 5
k- Pke %, FHI, CAS SR H MK S &
M k- kR ZER AL BEEPRENFEN
H®, AR, T IMT>1.15 mm B, B &
A XS0 19 f509, Mathiesen 3528 % B, CAS
RN 10% , ik 1 25 2544 KUK 3 0 26% , Bt
B TRB: Fsh Bk BEE A CAS FITE RS2 By 1k i ot
o EAERAERFR,

CAS SR B % , Horb 909% L4 b fy 3 sh koK i
WALEIE , SBES KRR AR H R B
ECAS M EA™ AR RN  EHREMEER
BRI S, BB PR | TR R LRE AN 3N Bk BE L ECAS
B fERE R 2K , Mostaza SFPIF 53 o & TR IMARRIR S
RS ORI TR Bsh ke A 1 i A
FE MU A BT, SHEeHE" 23, &k
AEIRAT AT ECAS W& 4 SRR | Fi G N <
& B AT 345 0 4 N BT AR, 5 1 R EAL RO S i
NE, SBUE BB DTN 1 WL B S A 42
He | BT T BLSR RE BEBR R W% K LS s Bk 451
AR R, S kRt R T EACS f ST fa
HE, MARERRREHFAEETE, X&HT
F-F [ ECAS WA B 43 838, 7EHB IS #5d
R, BB AR A R B LB A B P R
HE AR FEARERZ-FE CASFIE
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B 1S R RIEER®, AR A ECAS 4B &E T
¥4ER R T XTI, (B FFIE ECAS Bty iR
£, 5 Kim F2HFR—8, Hh, KRBT RA %
o2 R R0 il RO R R LR il ECAS B
®H, 5EABRERAHFAR, XA ESHRITSR
BRI AR TE R MEE R EREE X,

25 PR AIS B3 ECAS & AE RE VIR BT
FH# 7€ TOAST /- BIrh E B4 T LAA BIZh 0
PRI% . TR ILAE S B h BRBELR 2 15 i ECAS 3T
fEREE, EATAERE, S nERSBER
ERRSUE MR RE  RIEEE, SRR, B,
EWEA LARGRERNEEAREInE B
AR ED B, FER T HREREE, M
Ik CAS B4R JLE NG IS WAL, SR, 4
B3 R s bl BBHERE Y, BEA BB FR , X EACS f&
B B R B e U 1R — SRR RIE,

2 £ X W
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