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[Abstract] Objective The purpose of this study is to explore the relationship between the level of blood fat
and carotid atherosclerosis in vascular dementia patients. Methods A total of 109 patients who were admitted in
our hospital with definite diagnosis of vascular dementia underwent the colored ultrasonic wave—inspection at bilateral
carotid arteries. According to the outcome of colored ultrasonic wave—inspection, these patients were divided into
three groups: without plaque group (n =22) , stable plaque group (n =55) and instable plaque group (n =
32). The level of blood fat among these three groups was compared, and the patients were divided again into normal
blood fat group and abnormal blood fat group. Between these two groups, bilateral IMT was compared. Results
The level of blood fat in instable plaque group was markedly higher than that of stable plaque and without plaque
group respectively (P < 0.001). IMT in high level blood fat group was significantly higher than that of blood fat
normal one (1.91 £0.19 vs1.19 £0.17, P<0.01 ). Conclusions Our resulis revealed that the level of blood fat
gradually increased along with the continuous aggravation of the extent of carotid atherosclerosis. The level of blood
fat had conclusive correlation with the instability of plaques in carotid atherosclerosis. Therefore, for hyperlipemia

patients with vascular dementia, it is necessary to interference with therapeutic strategy so as to prevent the
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pathogenetic condition from getting exacerbation.
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Tab. 1 Medical history of patients in different plaque groups (n)
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TeBEHH 22 15 7 63.5+8.6 15 13 9 8 5
FRER 55 32 23 64.8 +8.9 48 12 52 15 48
AREBTHA 32 19 13 66.2 +10.7 27 29 30 12 27
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Tab. 2 Relationship between plaque, without-plaque group of carotid atherosclerosis and the blood lipid (x +s )

2H 5 n TCh (mmol/L.) TG (mmol/L) LDL (mmol/L) HDL (mmol/L)
TCBEERH 22 437+ 1.01 1.45+0.53 2.62 £ 0.83 1.15 £ 0.40
Fa e B e 55 483+ 145 1.61+0.62" 2.81+0.95 0.97 £0.27
AFaE B 32 4.93 +1.03" 1.82 £0.98™ 3.06 +0.95 1.06 + 0.35
AR EIRA L, "P<0.05; SRR E, “P<0.01.
R 3 FFBRERERLEE (0 (%)]
Tab. 3 Comparison of the plaque types in carotid arteries [n (%) ]
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5 i g 1E W 4 B, P < 0.01.
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Tab. 4 Relationship between blood lipid level and Carotid Atherosclerosis plaques (v +s )

21 5 n CCAIMT (mm) ICAIMT (mm) 43 AR IMT (mm )
T 1L A H 62 1.52 +0.15° 1.43+0.18" 1.91 £0.19°
M ARIEH 42 1.10 £0.15 1.1£0.16 1.16 +0.17

HIE®HHILE, P<0.01.
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