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Carotid plaque vulnerability score is more accurate than Crouse score to predict white

matter lesions and cognitive impairment
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[ ABSTRACT] Aim  Comparing the correlation between carotid plaque vulnerability score and Crouse score and
white matter lesions ( WML) and cognitive impairment, to determine whether the vulnerability score can more sensitively
assess WML and cognitive impairment. Methods From April 2016 to May 2019, 201 patients in Geriatrics Depart-
ment of the First Affiliated Hospital of Soochow University were selected as subjects.  All the subjects were divided into
stable group and vulnerable group according to plaque vulnerability.  The carotid plaque vulnerability score and Crouse
score of the two groups were calculated.  All the subjects were evaluated by Fazekas scale and Montreal cognitive assess-
ment (MoCA) for visual score of WML and evaluation of cognitive function. — The above data were statistically analyzed
between groups. Results There were statistically significant differences in hypertension, Fazekas score, paraventricu-
lar white matter lesions (PVWML) , deep white matter lesions (DWML) , MoCA score, plaque counts, plaque morpholo-
gy, echo characteristics, homogeneity and vascular stenosis between stable group and vulnerable group (P<0.05). The
scores of hypertension, plaque counts and plaque characteristics in vulnerable group were higher than those in stable group,

while cognitive function score was lower than that in stable group, and the global WML, PVWML and DWML were more
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serious.

lated with the MoCA score.

The vulnerability score and Crouse score were positively correlated with the Fazekas score, and negatively corre-
The results of Logistic regression analysis showed that the vulnerability score was an inde-

pendent risk factor (P<0.05) for PVWML, Fazekas score and MoCA score.

Conclusion Compared with carotid

plaque score, vulnerability score can be used as a sensitive index to assess the severity of WML and cognitive impairment.
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®1. REASSMAELAHILE
Table 1. Comparison of baseline data between stable

group and vulnerable group

faEd Vit

H (n=101) (n=100) PR
R 84.64%5.13  85.96+5.84 0.091
B2/ 70/31 74/26 0.460
FIE/[#1(% )] 75(74.3) 91(91.0)  0.002
WEIRI/ [ B1( % ) ] 40(39.6) 38(38.0)  0.816
TC/( mmol/L) 4.09+0.93  3.85%0.89  0.066
TG/ ( mmol/L) 1.67£1.70  1.41%0.75  0.153
LDLC/( mmol/L) 2.29+0.84  2.13x0.68 0.139
HDLC/ ( mmol/L) 1.20£0.38  1.19£0.36  0.912
hs-CRP/ ( mmol/L) 4.88+4.52  5.68%5.39  0.253
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B TRaE A (P<0.05;32)
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FHELE B
Table 2. Comparison of plaque score, WML, cognitive
function and plaque characteristics between stable

group and vulnerable group

Y AEA
e o) (w0 P
Gy BETESY 2.80+2.62  10.2624.95 <0.001
Crouse T4 5.04+4.51  12.84+6.26 <0.001
MoCA F53 20.24%4.37  16.57+7.85 <0.001
PVWML 1(0,2) 2(1,3) <0.001
DWML 1(0,2) 2(1,2) <0. 001
Fazekas P43 2(0,3.5) 4(2,5) <0.001
B AL 2(1,3) 5(3,7) <0.001
PP 0(0,0) 2(1,3) <0.001
BEb [a] P AE 2(1,3) 5(3,6) <0.001
BEHLIY bk 0(0,1) 2(1,3) <0.001
A A AR B 0(0,0) 0(0,1) <0.001

2.3 AEEBAL WML F3A &0 Ih B 5 351 30 Rk bt B 49
=Pk

Spearson FH2C 3 #1 W7, & 011 PF 43 F1 Crouse
U440 5 PYWML , DWML  Fazekas 143 . 3 1F A



146

ISSN 1007-3949 Chin J Arterioscler, Vol 29 ,No 2,2021
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Table 3. Correlation between WML of different sites and cognitive function and carotid plaque

. Fazekas 143 PVWML DWML MoCA 53
" 1 P i e P i i P i P
Sy BETESy 0.23 0.001 0.22 0.002 0.23 0.001 -0.39 <0.001
Crouse 54 0.26 <0.001 0.25 <0.001 0.23 0.003 -0.34 <0.001
BEHLEAL 0.27 <0.001 0.26 <0.001 0.25 <0.001 -0.34 <0.001
BEHIE A& 0.27 0.129 0.10 0.175 0.11 0.115 -0.27 <0.001
BEH ] P R 0.25 <0.001 0.24 0.001 0.24 0.001 -0.33 <0.001
BEHL L5 i 0.19 0.008 0.19 0. 006 0.16 0.020 -0.38 <0.001
I A R 0.08 0.242 0.07 0.333 0.09 0.182 -0.13 0.074
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Table 4. Multivariate Logistic regression analysis of different sites and globe WML

Fazekas 1757 PVWML DWML
i H
P{H 95% CI {H 95% CI 1 P1H 95% CI {H
Y RNy 0.036 -0.34 ~-0.01 0.032 -0.42 ~-0.02 0.194 -0.33 ~0.07
Crouse 14 0. 866 -0.12~0.15 0.708 -0.11 ~0.17 0.963 -0.14 ~0.13
BEHLEAL 0.629 -0.38 ~0.62 0.912 -0.54 ~0.49 0.502 -0.34 ~0.69
BEH [ 7 R 0.444 -0.25~0.56 0.331 -0.21~0.63 0.499 -0.27 ~0.56
BEHLH5 T 0.396 -0.15~0.39 0.565 -0.26 ~0.48 0.091 -1.97 ~-0.53
5. IMIAFIIEER & E & Logistic B34 47 W

Table 5. Multivariate Logistic regression analysis of

cognitive function

MoCA &5
IiH
P1E 95% C1 &

SIS 0.023 0.13 ~1.70
Crouse FA 4> 0. 439 -0.08 ~0.19
BEHe AL 0.226 -0.81 ~0.18
BHIEAS 0.573 -0.30 ~0.54
BEHe [l 75 AR AIE 0.369 -0.40 ~0.15
BEYC I Rt 0.405 -0.17 ~0.43
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