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Relationship between VSTMI and coronary atherosclerosis and plaque stability WANG Xiao-fei, FAN Yu-qi , ZHANG
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Abstract Objective; To investigate the correlation between the expression of VSTM1 on monocyte surface and coronary
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artery disease and its clinical significance. Method: 121 consecutive patients with confirmed or suspected coronary heart dis-
ease undergoing coronary angiography were enrolled in this study. All patients were divided into control group and experimen-
tal group according to the results of coronary angiography. The control group was divided into unstable angina pectoris, stable
angina pectoris and acute myocardial infarction subgroups according to clinical symptoms. The experimental group was divid-
ed into single vessel, two vessel and three vessel lesions sbugroups according to the results of coronary angiography. The lev-
els of VSTMI in each group were measured, and the Gensini score was calculated to explore the relationship between the lev-
els of VSTM1 and the Gensini score and the number of lesions in each group. Results; (DVSTMI levels in acute myocardial
infarction subgroup and unstable angina subgroup were significantly lower than those in stable angina subgroup and control
group (P <0.05). @There was significant difference in the expression of VSTM1 between the two-vessel lesion subgroup
and control group (P <0.05). @ There was no significant correlation between VSTM1 level and Gensini score (R =0.15).
Conclusion: The decrease of VSTM1 expression on monocyte surface may be related to the instability of atherosclerotic
plaque. Dynamically monitoring the expression of VSTMI on monocyte surface has good clinical value in predicting the pro-
gression of coronary artery disease.
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- (%) (%) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
iRl 33 58.2+6.2 6.21 +£1.33 4.05+1.18 1.75 1. 12 2.73 £0.90 1.01 £0.26
S N0 28 62.4 +10.1 6.48 +1.31 4.26 +1.44 1.58 +1.07 2.54 £0.84 1.04 £0.22
TR BIRE 29 64.5+9.8 6.44 +1.17 4.40 +1.39 1.61 £1.15 2.66 £0.97 1.08 £0.26
Bk S IUAE ST 2R 32 66.0 +8.2 6.49 +1.26 4.47 +1.22 1.66 +1.10 2.78 +£0.88 0.99 +0. 18
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” [#1(%) ] [#1(%) ] [#1(%) ] [#1(%) ] [#1(%) ]
iRk 33 19(57.58) 3(9.09) 7(21.21) 21(63.64) 7(21.21)
S N0 28 18(64.29) 2(7.14) 10(35.71) 15(53.70) 9(32.14)
TR BIRE 29 18(62.07) 3(10.34) 11(37.93) 18(62.07) 9(31.03)
ZobS IUAR 5L 20 32 23(71.88) 4(12.5) 15(48.00) 17(53.13) 11(33.33)
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