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[ ABSTRACT ] Aim To Explore influence of anti-cardiolipin antibodies ( ACA) and anti-neutrophil cytoplasmic au-
toantibodies (ANCA) on intima membrane thickness (IMT) and carotid artery stenosis of patients with acute cerebral in-
farction( ACI). Methods 250 cases of the first onset ACI patients were continously collected, enzyme-linked immu-
nosorbent assay was used to determine ACA in morning hollow serum of ACI patients, indirect immunofluorescence was
used to determine ANCA.  All selected patients were divided into three groups: the ACA positive group, ANCA positive
group, negative control group (ACA and ANCA negative). Carotid artery was detect by ultrasonic, IMT and carotid ar-
tery stenosis degree were compared in three groups. Results Left and right side IMT of ACA positive group and AN-
CA positive group were higher than negative control group in patients with ACI (P <0.001) ; Extracranial carotid artery
stenosis rate in ACA positive group (88.68% ) and ANCA positive group (85.71% ) were higher than negative control
group(54.71% ,P <0.017). Conclusion ACA, ANCA were related to IMT, carotid artery stenosis in ACI patients.
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BE (IMT) )2 #0080 Bk ke 25 1 5 2, Ry 4 390 19 B 0 K% s
YA N LS g 1t T A B S

1 W&REFE

1.1 HRIH
FEWNTHEUANE - ARERMZ AR
AR T4 R Kt A0 R AE 3L B 4 250 1], 4
BRmOIAFELEENEMNLERFRKS WD W AT
WEL,IHFZ M MRLIESE , HRAR . BA MW - EH
WRGER PR AREmR R ARG ER T E
ErE BREAMDERRE CERNASTRERAK
TR 4 B AN R AR R A R B &
B IR, H B 130 F], & 120 ],
31~76 %, F3#56.89 +11.55 ¥, I h TR LA,
NGB A2 24 ~72 h, P35 43.34 +15.67 h, %
ACA ,ANCA £ J& , ACA [H M 53 ] (21.2% ) , AN-
CA HE 35 8] (14.0% ) ,ANCA F1 ACA ¥ 4 [H o4 %
8 7] (3.2% ), ACA 1 ANCA # 4 ¥ & 170 f
(68.0% ) .
1.2 IEERFERE
St — AN R At &k R A A 1 & 7 R (N T
AAREATRE, AANENEZNRETR), HE
ART K, BERNECTEA T FHHR KR
B Kk (AHERERESRE) AALCLELEE
B BEE MR L,
1.3 MirAKEIEEFZRAWE
NEFROHER D BHERE 2 RERSE(ER
8 h DL b)) I EUA # fk i 5 mL, Bl EDTA #0% , 2 3000
/min B S min, 4 H W EE SCHkEE R, A
TR AH AR E 1 AN ZE, KA B EREKX
Stk & Il ANCA, B Bk % % % Bt 3% (ELISA) A&
ACA, FBZENFE R H ¥ & H BUE B & kot % AL
o =SB B B2 (TC) \H i = B (TG) (& % g
B @ JEE B (HDLC) K % & Jis & & JE & & (LDLC) |
2% fE i #E (FBG) Bt & 8 (UA) .
1.4 HZhREERE
NEEHH TRV R ERE 1 ~3 XX A GE-
LOGIQ9 ® & % & 81 7 M AT o ik de &, 28
MG E 0 3 A A BT B R 4R B, R R KRR
Skl AT kWA B, KRB R B kAR
B I fn s XK, AR EF AN AN k2 ~3
em AR EHEN P HZ BEEM, BRI kK
T, 7 35 50K 30 ik AL 3% 1 em 4, W& IMT( A
BEAREEPESARTNEE), A& %K Z

TRE, DL E R M ko R R R B
(NASCET) 1t HE#F % . (B-A)/Bx100% , E + A
HEEEARGEEAREY LR TE,B h ik
ERmEFEHRNEENERBELRTE, B
7 K 9 23 kg % AR S 2003 % B R F 4
HE RPN AR RERE A S N AR %D <
50% 5 F E R F K B Bk R 48N 50% ~69% 5 E E
BE AR NBELE N T0% ~99% ; 74 F E K 5 Ik
WAL /N 100% , R —AEH F B fikcr %
A RE R EREREN LA ITE, IMT <
0.8 mm X IF% ,IMT >0.8 mm & F % , % IMT >1.3
mm A K ALY AR

1.5 3kfil MRI #0&

FIFl % E GE /8 MRI 1. 5T # 3£ 4k 43 3 0L, %
AN S AE R 24 ~72 h AT 3L MRI 4 2
B ot S AT A DWI H4 SR R B A T
Bi3X 20897, b5 L &t B n A TIWI T2WI Fr
T2WI FLAIR F %, o 4wk 3E4k % 0 & 4 F Ao
MEAHFFATERMERARTNEARE, BFHE,
1.6 #HitZEFHiE

4B N Excell %, %l SPSS11. 5 % 44
MBEJ/HAT R, T ETEFHHATESK
W, RAES A I E R U £s X7, EA
AR EABFEE T ZFERE ), T E£F#H K
REHREFEZMN, LA REHHLEEXARNE
FEZF(LSD)t i BB U B2 EERT, 24
FEARE (M ) B, R AT x LR BB X AR
B RER ZANFEARE (B K ) IFo A E T2
xCRIAT X W, HRUMELT KRN HME, F
EZRERESHBKE o, o =a/LEBRK, P<0.05 W
=RHHITFEXL,

2 # B

2.1 AOZEHFRAERER

= ZH SRE R AR B AR R LT AR B A A
LI sl R | R B R PR s A
KL ML A L 48 bR a5 i TC . TG HDLC  LDLC |
FBG il UA /KPS TR EM (P >0.05), 4154
ZIRIEAHPE(R D),
2.2 BBk AEFREE

ACA FHPEZL AT ANCA BHPEZZE A7) IMT {34
TR, 22 R A G2 (P <0.05) , 1M
ACA FHYPEZHS ANCA BHPEZ I IMT {8 25 519
TG FE X (P>0.05;%2),
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2.3 FSMNE IR Bh BKIR A

—HHHINK A FEE LS Chi-Square K50, 2557
HE# L (x* =28.590, P =0.000) ;31 ACA
BHYEZH 5 ANCA BHPE L% B G % (X =
0.679,P = 0.410 > 0.017), ACA FHIH: 4 (¥ =
20.130,P =0.000 <0.017) F1 ANCA FHYEZH (x> =

®1. ZHBEAOZHRMIGEKREZLLLE

11.628,P =0.001 <0.017) 5 FAPEXS B4 [ 5 25 57
WA G 8 X(F£3). ACA FHPEZH [ 88.68%
(47/53) 11 ANCA BHPEZH[85. 71% (30/35) | /i 4k
B gh likopk 7= 2R 88 5 T B X RR A [ 54. 71% (937
170),P <0.017 ] ,1H ACA FHIEZ 5 ANCA BHPE4H
Z RS h ke s ez oo W (P >0.017)

Table 1. Comparison of demographic and clinical data in three groups

| ACA PHYEZH (n =53) ANCA BHPEZH (n =35) BAHEXT HELH (n = 170) P1A
(%) 55.25 +10. 36 54.78 +9. 54 56.37 £11.02 0. 501
B (#i) 25(47.17%) 17(48.57% ) 92(54.12% ) 0.617
WA sl (5] 19(35.85% ) 13(37.14%) 58(34.12% ) 0. 930
I S () 17(32.08% ) 12(34.29% ) 54(31.76% ) 0.823
e L9 52 (3] 33(62.26% ) 21(60.00% ) 105(61.76% ) 0.975
BEPR I 52 (481 12(22. 64% ) 9(25.71% ) 41(24.12%) 0. 946
R SR () 9(16.98% ) 5(14.29%) 23(13.53%) 0.822
TC( mmol/L) 4.33 £0.97 4.22 +0.81 4.28 +0.52 0.312
TG( mmol/L) 1.79 £1.38 1.77 £1.23 1.78 1. 12 0. 467
HDLC ( mmol/L) 1.19 £1.09 1.26 £0.53 1.28 +0. 47 0.617
LDLC( mmol/L) 2.74 £0. 86 2.73 £0. 85 2.75 +0. 86 0. 803
FBG( mmol/L) 6.34 £1.67 6.54 £1.90 6.43 £1.92 0.243
UA ( pmmo/L) 327.18 £105. 34 329. 18 +106. 45 325.49 +101. 20 0. 087

K2 ZHBEMEANRFREETZNE (x £5)

Table 2. Vascular intima membrane thickness of the three

groups

| n ZEf0 IMT {6 (mm) 47U IMT {& (mm)
ACA BHHEEH 53 1.24 +0. 13* 1.27 £0. 14*
ANCA fHMELH 35 1.25 +0. 14° 1.28 +0. 13"
BAMEXTIRZH 170 1.02 +0.08 1.03 +0. 09

a N P <0.001,58IPEx BL b A,

2.4 3kEiMRIEELR

2.4.1 #esAMEEEFE Skl MRI G A A& IRk A
Fedwkt: E ik DWI 58 S B skt . 28 Chi-Square
Ko, =4 B E B AE R A A i 22 R A W (X =
77.840, P <0.001) ,HH ACA FHMELLS ANCA FH

R3 ZHBEINDNIRERES S (F])

ALK ER TR ITFEE L (X =0.023,P =
0.881), ACA FHM: 41 (x> = 60.420, P <0.001) FI
ANCA PHEZH (x> =50.964, P <0.001) 5 FH 1 x%f 1g
HIBEFHIAGI2#E L (P <0.017), ACA [H
PEZHAT ANCA BH 25 ik 9B B A AL s - 5 i =2 A

YR AR R 2 TR IR (£ 4)
2.4.2 FAERER KA G AR — ¢H B A AT R

KB MR S B 52 A b a5 KR T 428, 28 B A
BN EMMERARIT¥E X (P=0.000), X
BT RS, & ACA BHIEZL S5 ANCA A4
R HAER TR EYE(P =0.380) ,ACA [H:
LU ANCA BHE 21 1) B¢ AT 95 kb f5e Rk i 4% 35 B
WRFAEX A, 2R EA5RIT2E XL (P =
0.000;%5) .

Table 3. The degree distribution of carotid artery stenosis in the three groups

a4 A n T B rp B A PSR 28
ACA FRPEZ 53 6(11.32%) 34(64.15%) 11(20.75% ) 2(3.77%)
ANCA BAPEZH 35 5(14.29%) 24(68.57% ) 5(14.29%) 1(2.86% )
BH XS HE 2] 170 77(45.29% ) 70(41.18% ) 20(11.76% ) 3(1.76%)

o’ =0. 017 HEERRAE + TRERAE MM 28 = 2 PAE
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R4 ZHABRBHBEILE(H])
Table 4. Comparison of the number of infarction lesions in

the three groups

o H n =2 Mkt Hp

ACA [HPELH 53 34(64.15% )" 19(35.85%)
ANCA PHPEL 35 23(65.71% )" 12(34.29%)
BRH: %) B 21 170 20(11.76% )  150(82.24% )

a N P<0.017, 5HIMX BB ;o =0. 017,

K5 ZHEFREBAEEERLEE (x £5,mm)
Table 5. Comparison of the maximum section diameter of

the responsible lesions in three groups

| n R EAR
ACA BRTEZ 53 22.35 5. 16
ANCA FHHEA 35 21.39 £4.63°
iR e Pl 170 15.64 +5.22

a A P<0.01, 51X R g,

R o S 7

AR P AT i I 4875 0 (1) S 28 2 i 9 R W
ACA 1 AR BE MRS T FBUMARIE K, ANCA JH
PP AT g 5 Mk A v ke A G HEHLHI T B S AN-
CA A5 B I0LAE PR 12 200 e 6347 R B i A8 PN 2 464
FISE, AN, A B G vl BE X g ko i
WL & AR FR R F AR R e 2 vk ml L
CEIIES VYN 51} &t = 2 TR A RSIL 7k B B 1
Poston } Klimona #8 H T i 29 Jbk 58 ¢ B3 1k 1) G328 451
P, FE SRR AT Ak R i I e 1) R85 1R N ARG
W T 2R E SR, ANCA 2 D ek 40 i 2
¥ A0 MR % o3 R S PTJRLY) H Br i iA, C-ANCA 119
HUBUE R B U 3 (PR3) ,P-ANCA Y =B85 R
B ALY B (MPO) ' B PR3 BLIARTRES Sl
BRI, 24 P 20 e 2 e PR IR 3R
J& PR3 HHAHMI N L BN A T 5 ANCA AHPEH],
o [ R IS O 17 988 405 ML A5 PN Bz A T i A o
AR A B A YORIRIW, ACA FHE 2tk
IFEAE 2 NSNS 1 al Lp(a) | B B,
Lp(a) BEFEE B Kk A5 A L0 B B A0 1l A () 9 B e 2
J& 2 SRR A S N, [ AR Bl ks
FEREALBE B Py Bz T 56 T R A K i Lp (a) B9 2R
2, W 5 M Lp (a) KAL) Lp(a) il
ApoA HEFYEE 1 R 45 1 5 BE AR, J5 34 5 I 4

A5 PN B2 A0 6L ) 2T 24 2 1 e i DR A2 AR 5 6 TR
LR ARG, KR A, Sk R Lp
(a) GG B AR IR Z R w P25 G i gk
P15 i T DR AN R S , I £ 4 B 1 T AR A
REL b i A4 i, 02 2 i A4 T2 B B 2 Jok s A 18 Ak 1 &
JE'S . ANCA PHYE BB 77 R GbE /N A R i
BERGT, AT 6 & 77 A ACA, B sh kA ALTE i, bk
SRR A 2 22 Tl o i 10 A5 170 3 [ B R Atk D
LI, 508 ik ok A R AL 5 I A B8 19 & A % AR
SN0 g A SR L R e A AN AN TE S B
ik P B T A AN BE

AWFFEH, ACA FHPELL AT ANCA BH = 2H 591 50 fik
FBTAINBE B 7 T B RN B 78 R T FT M X R4, $R R
ACA (ANCA WJ L) 5% i I 45 e 78 2 B, X T ACA
ANCA 5|2 if 45 3 7 AR BE BRI ST, o o WL SCHRAR I8
M P45 5 IMT &S B2 R 3 fok o6 A A Ak BE B A7 56,
AT B IMT B R RE E 5 R 5E HL A A G
PE, Bk IMT K BE Ak B B2 1 A5 8 ST 19 Fe 16 A
M E G R Ve T A AR AR Figh ik
IMT 38 iz — b 518 sz e gl ok ot A i 1 1 TG 1) 1 4
Bl ARBFSEH, ACA BHPEZE AN ANCA BHYEL 72
AP IMT 25K T BT B 41, #2785 ACA [ ANCA
AIRES IMT Fsish kB S R4 6,

AWFFE LI, ACA FHPEZL RN ANCA FHIEH £ %
g kR v T B P X BRZH . Tohgi 251 i1, £ &
PERGREZE ACA BHPERR T B A A AT A8 3 5 [ N 4
W, 2R HAESEH ACA PR (53.3% ) ok
S AT IR PH % (28.8 % ) &' AW S5 E N
SMIFFESE AT, HEM ACA  ANCA FHE 3% 2
b R 22 e R VR IR AT

WG ACA FHAPE AR AR AL AT ANCA [FH 4 ik A5
HY FB B A AE I kL e R BT ELAR 3 KT B PR B
PR ACA F1 ANCA FH: B SRR AR E R, X 53¢
BRHRTEAHAST . (2 ASWFSE ACA BHPELLFRT ANCA FH
PEAL MR 7K 5 B P HR 40 s 22 57 B S 24
X, B ERER SAMIREZFA K, B W
Sk B M i KRR T ELAR 9T 2 3, ACA il ANCA
5 i A5 A 7 R A O

B 5 12 R i AL L 1) 2 F A 2 AL 2 )
B, Wik 2l R A 2 — 18 R N T I, B X R
WX #H 28 R G AR B2 A B2 5 R A e, 7T
REIL 4G T 2E i BRI 3, ACA Fil ANCA X 21
PERRAESE I &AL R = R R 22 I sg ), TR AR
J7 ACA ANCA FHPEXT RS b 28 2 Gt 30 Dk A Ak 70 2%
JES S5 E XA 2 R Ge g, RA EEE X,
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