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Abstract  Objective: To investigate the expression characteristics of CD1 molecules on the peripheral blood
lymphocytes in patients with coronary atherosclerotic heart disease(CHD)and explore the possible mechanisms of
CDI1 molecules participating in the pathogenesis of CHD. Method: A total of 117 cases were collected who had re-
ceived coronary angiography examination in the Department of Cardiology,affiliated Dongfeng Hospital, Hubei U-
niversity of Medicine,from November 2017 to February 2018. According to the results of coronary angiography.,ca-
ses were divided into CHD group (64 cases) and control group (53 cases) by whether the coronary artery stenosis
was great than 50%. The expression of CD1 molecule on peripheral blood lymphocyte surface was detected by flow
cytometry and the levels of CD1 molecule and blood lipid were analyzed. Result: The expression of CD1b on periph-
eral blood lymphocyte surface in patients with coronary artery disease is significantly higher than that in the control
group (P<C0.05). The expression of CD1b and CD1d is negatively correlated with triglyceride level (+=—0. 241,
P=0.010; r=—0. 204, P=0. 030). Conclusion: The high expression of CD1b molecule may indicate that this mole-
cule participates in the pathogenesis of CHD and underlying mechanism may include that the molecular structure of
CD1b and its involvement in the inflammatory responses, as well as the recognition and presentation of lipid anti-

gen by CDI molecule.
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i | IR (53 4] CHD 41 (64 D P1{E
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TG/(mmol « L1 1.514%1.10 1.4541, 46 0. 807
HDL-C/(mmol « L™1) 1.2240.26 1.06+0.27 0. 002
LDL-C/(mmol - L™ 1) 2.52240. 67 2.3140.90 0.162
Gensini P43 2.925+3. 424 48.422+38. 349 0. 0009
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Table 2 Percentage of CD1 expression between two groups

ats

mH XHERZH (53 )  CHD 464 ) P1{H
CDla 3.02943.082  2.366+1.614 0.138
CD1b 3.82142.886  5.176+4.201 0.042
CDlc 10.593+3.831  11.09944.017  0.490
CD1d 11.69148.903  13.907+9.767 0. 206
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Table 3  Correlation analysis between CD1 molecules and
blood lipids
i H r {8 P{H
CDla
TC —0.014 0. 885
TG —0.029 0.757
HDL-C 0.113 0.235
LDL-C —0.013 0. 888
CD1b
TC —0.075 0.428
TG —0.241 0.010
HDL-C —0.025 0.795
LDL-C 0.020 0.831
CDlc
TC —0.034 0.718
TG —0.106 0.263
HDL-C 0.051 0.590
LDL-C —0.015 0.871
CD1d
TC —0.102 0.284
TG —0.204 0.030
HDL-C —0.060 0.527
LDL-C —0.016 0. 868
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Table 4 Correlation analysis between CD1 molecule and TG xts
Wi TG=1. 480 4 (39 #D TG=<C1. 480 ZH (78 #) P{& 95% CI
CDla 2.157+1. 401 2.866+2.757 0.153 (—0.268~1.686)
CD1b 3.065+2.033 5.281+4. 141 0. 000 2 (1. 064~3.369)
CDlc 10.095+3. 214 10.935+3. 831 0. 261 (—0.633~2.312)
CD1d 11.295+9. 289 13.257+8.876 0. 286 (—1.668~5.592)
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