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koaraiosis) and carotid atherosclerosis (CAS), deduce the effect of CAS on SVD and provide data for early prevention and cure.
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Aim To compare the risk factors of small vessel disease (SVD) or its subtypes (lacunar infarction and leu-

Methods Data of age, hypertension, diabetes mellitus, smoking, blood fat, alcohol, fibrinogen(FIB), abdomen circum-
ference and body mass index( BMI) were analysed in the patients with SVD (n= 366), CAS ( n= 266) and controls.  Patients
with SVD were subdivided into lacunar infarction (LI) and leukoaraiosis (LA) . Results A total of 506 patients met the in-
clusion criteria, among which, 174 were lacunar cerebral infarction, 192 were leukoaraiosis and 140 were normal. ~ Among the
391 patients who were examined by color Duplex ultrasound, 266 were found carotid atherosclerosis. Multiple logistic regres-
sion analysis revealed that age, hypertension, diabetes mellitus, hypercholesterinemia, high low density lipoprotein ( LDL) and
smoking were more frequent in CAS group compared with the controls (P< 0.05). In SVD group, hypertension, diabetes melli-
@Age (OR= 1.07, 95% CI 0. 56~ 1.96, P< 0.001), Hypertension (OR=
2.28, 95% CI1.88~ 3.72, P< 0.001) were more common in SVD than CAS; but hypercholesterinemia (OR= 0. 53, 95% CI
0.23 ~ 1.22, P< 0.001) was more important in CAS, high LDL and smoking were the risk factors of CAS but not SVD. (%)

Age, hypertension were more important in LA than LI; on the contrary, hypercholesterinemia was more common in LI. The

tus, hypercholesterinemia were more important.

Conclur
sion There are some differences in risk factor profile between SVD and CAS, the same to LI and LA. (4The incidence of
CAS is related to SVD to some extent, the relationship of CAS with LI is closer than LA.

pearson coefficient between SVD and CAS was 0. 360, the incidence rate of CAS in LI was more frequent than LA.
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1.7 mmol/L; 1K % /£ g & & ( low density lipoprotein,

1.1
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= 1. MANBKRHEHESIEDMMNEORHEELE SRR ERLE

4k CAS 41 CAS 41 FRAR & AT EZ S vl

(n=125) (n=260) OR 95% CI P OR 95% CI P
ER (%) 54.1%11.4 60.5%9.9 1.15 1.09~ 1.29 < 0.001 1.16 1.10~ 1.23 < 0.001
Bk () 63(50. 4% ) 135(50. 8% ) 1.01 0.98~ 2.75 0. 150 1.68 0. 83~ 3.43 0. 153
e I 993 (81 43(34.4%) 130(45. 1% ) 2.25 1.27~ 4.06 0. 008 2.74 1.31~ 5.72 0.012
PR3 ( 1) 9(7.2%) 56(21.1%) 3.66 2.51~5.33 < 0.001 2.75 2.05~ 3.69 0.034
& TC( i) 19(15.2%) 82(30. 8% ) 1.33 1. 12~ 1.58 0. 043 1.26 1.10~ 1.45 0. 033
# TG( ) 28(22.4%) 74(27.8%) 1.57 0. 66~ 3.15 0.221 0.94 0. 63~ 2.10 0.710
= LDL IftJ5E ( f51) 15(12.0%) 56(21.1%) 1.84 0.71~ 4.42 < 0.001 1.0 0.78~ 1.65 0. 003
WA (1)) 24(19.2%) 96(36. 1% ) 1.96 1.59~2.62 < 0.001 1.66 1.52~ 2.50 < 0.001
P (1) 10( 8. 0%) 18(6.8%) 0.85 0.61~ 1.67 0.281 0.74 0.16~ 2.33 0.702
FIB 5 (1) 11(8.8%) 37(13.9%) 1.36 0.56~ 2.32 0. 493 0.59 0.26~ 1.90 0. 385
-4 R DN 19(15.2%) 62(23.3%) 1.45 0.86~ 1.98 < 0.001 .12 0.64~ 2.15 0. 380
BMI 5% (1) 18(14. 4%) 51(19.2%) 1.58 0. 69~ 2. 64 0. 380 0. 68 0.25~ 2.01 0. 470

2.3 hmEmREEERS

A2 & Logist 1A 7341, w5 LDL MURE# 5 B, HoAhfE

FAERIZ A BT A B, SVD F s PR 3R G AR g R REAE(ER?2) .
e I A PR v L I IALRE ATy LDL IfAE; 48 %2
F2 R MERSIERNODERSHERERLER
4k SVD 4. SsVD 4 AR 1) B EZ'S-vinin
(n= 140) (n=366) OR 95% (I P OR 95% CI p
FR(F) 52.1%7.9 67.9%10.5 1.41 0.66~ 2.39 < 0.001 1.18 0.56~ 1.94 < 0.001
Bk () 68(48. 6%) 195(53.3%) 1.76 0.93~ 2.98 0.152 1.23 0. 88~ 2.05 0. 098
i I 975 ( #31) 46(32.9%)  210(57.4%) 3.61 1.67~ 6.03 < 0.001 3.25 1.31~ 5.32 < 0.001
BE R (1) 10(7.1%) 73(19.9%) 2.91 1.60~ 5.29 < 0.001 2.78 1.57~ 4.93 < 0.001
72 TC( 1) 28(20. 0% ) 101(27. 6% ) 1.23 0. 24~ 3.76 0.018 0.92 0.32~ 1.88 0. 005
7 TG( ) 38(27.1%) 122(33.3%) 0.96 0.32~ 2. 12 0.423 0.88 0.63~ 1.48 0.532
7 LDL AE (1) 21(15.0%) 85(23.2%) 1.69 .14~ 2.78 < 0.001 1.25 0. 59~ 2.07 0. 147
WG (451 24(17.1%) 76(20. 8% ) 1.27 0. 44~ 2.56 0.115 1.32 0.98~ 1.86 0.224
YA (1) 10(7. 1%) 24(6.6%) 1.42 0.79~ 3.51 0.572 1.05 0.47~ 1.66 0. 435
FIB 5% ( ) 12(8. 6% ) 47(12.8%) 1.45 0. 69~ 2.33 0. 286 1.27 0.85~ 2.10 0.226
i Bl 6 K (f31) 27(19.3%) 89(24.3%) 1.02 0.59~ 2.47 0.432 1.01 0.44~ 2.16 0.356
BMI % ( ) 22(15.7%) 72(19.7%) 1.03 0. 44~ 2.19 0.229 1.01 0. 64~ 1.47 0.115
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® 3. RNIMERS TIPSR L & TR R E R AT

Soob, SRS BMLEAE LA MM, TR WA EERE
BLIRES LI E R R (R 4) . OR 95% CI P OR 95% CI P
~ 2 - TR il . . 65~ 2. . 03 i . 56~ 1. X
2.6 F/NIER S SRR RE L AR LM ST Al 1.09 0.65~2.14 0.032 1.07 0.56~ 1.96 < 0.001
EH ) " s
D B L TSRS T e
= ] < 2 L < 0. 2 % L < 0.
H 7 I | ! > e 2K "
i, b AL CAS 254 @J;LI B : ;;AS LRSS BRI 0.83 0.67~1.55 0.127  0.92 0.59~ 1.68 0.315
(131/163, 80. 4%) W & T LA & (123175, & TC 0.43 0.12~0.84 <0.001 0.53 0.23~ 1.22 < 0.001
70.3%, P< 0.05) . BEAh, 17 22 1 & 3 25 5h ik gk 7= TG 1.09 0.78~ 1.94 0.105 0.94 0.43~2.11 0.225
>70%, VIFEEAFRFEER LA 8¢ LI, % SVD 5 B IDL M 0.98 0.66~ 1.48  0.542  0.67 0.28~ 1.10 0.094
CAS 1T pearman #H% R0 M7, I — 3 BOEA <R A 0.78 0.45~ 1.39 0.045 0.8 0.55~ 1.57 < 0.001
/%( r=0.360, P< 0.001) . 2 CAS 1EN— A fE ks A TR 1.0 0.54~ 1.72 0.782 .00 0.38~ 172 0.279
%2[’\]]\ SVD E[/‘J LOgiStiC EUﬂﬁﬂ‘ﬁ':P, %i}%%%;ﬁ\:,—'g% FIB 5% 0.81 0.44~1.25 0.178 0.66 0.19~1.63 0.086
\ \ o . . JE el 0.87 0.45~1.32  0.217 0.88 0.43~1.52 0.157
G, ZRARIE G2 L (OR= 1. 17,95% CI N
OEI66 fT 78, P= 0.352) ( ? BMIT 533 0.69 0.35-1.08 0.185 0.72 0.46~ 1.25 0.548
F 4. WMBRMRMNSEEMKEEN S DGR EZEER
Ja—— LA LI FAAR T 4y A 23 vinin
[ER; =R
" (n=192) (n=174) OR 95% CI P OR 95% CI p
T (D) 70.5*11.2 63.9£10.1 1.10 0.96~ 1.43 < 0.001 1.13 1.06~ 1.24 < 0.001
Y3 TR (f51) 106( 55. 2% ) 89(51. 1%) 1.07 0. 85~ 1.36 0.122 0.95 0.77~ 1.29 0.157
15 1L 995 ( £3]) 127(66. 1%) 93(53.4%) 1.79 1.48~ 2.24 0.007 2.12 1.82~3.10 < 0.001
TR I (1) 41 (21.4%) 32 (18.4%) 1.01 0.68~ 1.37 0.452 0.97 0.75~ 1.18 0. 089
5 TC( ) 62(32.3%) 39(22.4%) 0.74 0.56~ 1.02 < 0.001 0.84 0.62~ 1.11 < 0.001
= TG( 1) 71(37.0%) 51(29.3%) 1.47 0. 84~ 1. 69 0.344 1.23 0.75~ 1.55 0.219
# LDL Il fE 50(26. 0% ) 35(20. 1%) 1.45 1. 13~ 2.07 0.054 0.73 0.51~ 1.05 0.372
WS A (451 34(17.7%) 42(24.1%) 0.92 0.46~ 2.44 0.535 0. 83 0.32~ 1.37 0.112
P (151) 13(6.8%) 11(6.3%) 0.46 0.13~ 2.87 0. 667 0.37 0.19~ 1.57 0.778
FIB 53 ( 3 23(12.0%) 24(13.8%) 1.02 0.78~ 1.54 0.382 0.75 0.58~ 1.09 0.941
AR NE L)) 48(25.0%) 41(23.6%) 0.97 0.59~ 1.43 0.220 0.97 0.59~ 1.43 0. 453
BMI 55 (1) 40(20. 8% ) 32(18.4%) 1.03 0.45~ 3.42 0.872 0.76 0.25~ 3.02 0. 390

3 g
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S, NTT-2ES B AR RIE R R I . A0 558 45 Rk
S, CAS 54008 |y I 0% PR e RE ] I A1 2% 2
e B AR, SVD RS R 3R CAS AR KA2
EEE, HNATEME, HPEREE2hsy
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it 007 i 1 TS R s B e A 76 P 0 L A
R EEMER. 2P EE, 77§82 BT & i &
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FKRI G B Bk, 5 A i A B e Y R ) A R LR
FRAK, BEE 2 W AL A RE Y AR N IS R S, i A
i IO AR 3T Y, B 2 T BUI LI 1K 1 Sl T AL
SO, PR B 51 B R ki . o, K5 2 sh ik
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D) 5] FER VA 35 AR J5 % 31 f LI, 3% R AN X 42k J 1L 3% )
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BATHIWF7TIE R B, SVD 35 1) CAS A H R R
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SVD KA I % R ECN 0. 360, SR, 48 CAS 1EH
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A By Fof i /N 0 A 0 B R R K. BRAE A B LR
RO T R S B fik Bk A8 BT SR I BN ) 5 kAR A
Bk —Bh kA 22 512 LA Al LI (B B9 8. {HAE
AW TR, BAR ™ 5 Eh kR A 2B H R TR
B R BT AZ )9 AR, {2 LA R LD B ) P
BN A R A R IFEAN L, 37 SVD 5 il N sl ik
AN BKEEAL BT sk 111 5 REL AR K B0 ik 1) 5k A
Tl AP 0 BE 2 ) o

LA A1 LI {5 %3 ELAF FE0IE 32, FF 88 /& Il 5 LA
(1720 ZRBE 2], T ve AL B AR L1 AR AR A 0 B
NG FERAR N R R B LA 22 9 AN K i
PRGSO AR, T LD U 22 0 B R
KIGILIF,E B2 e I AN S BR 40 A 9 A, aX #R 4
7N LA & —FhoRiB M i/ i 5 A2, 1Mo LI & —Fh R
PR B SORA " . LI B R CAS MR H R B
LA B, R L1 & —F 530 ko AR 1L BE &
FOREDIRIRA.

CAS 1 SVD K¢ . v 284 78 BUjw K & 77 T A7 12 22
., WU NS 5 KA I TR 2R T A) e 12 T e A BT AN
[, 5tk X SVD 75 BEAL I Ak — 2B 4R o 3L 4
X PEIR T R T RE U 45 T e B R
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