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[ ABSTRACT] Aim To study the relationship between DNA methylation level of intercellular adhesion molecule 1
(ICAM-1) and atherosclerosis (As) occurrence, development and changes of blood lipids. Methods The atherosclerosis
patients (100 patients from Hui and Han ethnic with As) were confirmed by carotid artery Doppler ultrasound and the serum lip-
ids were measured by ADVIA 2400 automatic biochemistry analyzer, ICAM-1 mRNA expression was determined by real-time re-
verse transcription-polymerase chain reaction (qRT-PCR). The methylation status of ICAM-1 gene promoter region was exam-
ined using nest touch down methylation specificpolymerase chain reaction (nt-MSP). Results Compared with As patients
from Han ethnic, ICAM-1 mRNA expression levels were promoted in Hui ethnic (P<0.001), and the levels of ICAM-1 promoter
methylation was decreased in Hui ethnic (P<0.001). Compared with As patients from Hui ethnic, triglycerides (TG) concen-
trations was promoted in As patients from Han ethnic (P<0.001), and was negatively correlated with ICAM-1 promoter
methylation (r=-0.5783, P<0.001). Conclusion ICAM-1 DNA hypomethylation is related to the occurrence and develop-

ment of As and the changes of serum lipids in peripheral blood mononuclear cells of Hui patients.
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L REA B EM(P<0.05) , T M 2H 5 IH [ E
(TC) MM B 8 25 (AR [ ( VLDL) | =% IR 2R
FAH[E RS (HDLC) 255 0 W F M (P>0.05; % 1)

xR 1. NEEERIMASKFE (x+s, mmol/L)
Table 1. Blood lipid levels of patients(x+s, mmol/L)

o BUR As 4 [T As 2H
1L g - _
(n=50) (n=50)
TC 5.02+1.39 4.98+0.94
TG 2.80+0.67° 1.93+0.88
VLDLC 2.83+1.47 2.82+0.72
HDLC 0.94+0.28 0.96+0.19

a N P<0.05, 5[5 As 4 HEK,
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Figure 3. The correlationship of ICAM-1 DNA methylation
and TG levels

0.81r

0.6

0.4}

ICAM-1 mRNA

0.2+

0.0

B & AséH
& 1. [E;¥ ¥ £ th ICAM-1 mRNA FikKFE

0.01, 57U As 4HAALL,
Figure 1. ICAM-1 mRNA expression levels in Hui and Han people
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Figure 2. The ICAM-1 DNA methylation levels in Hui and Han people
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