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[ Abstract] Objective To investigate the influencing factors of endothelial dysfunction in patients with non-obstructive coronary
atherosclerosis. Methods A total of 110 consecutive patients with suspected coronary artery diseases and then diagnosed with non-
obstructive coronary atherosclerosis ( coronary stenosis <50% ) by coronary angiography in Xuanwu Hospital, Capital Medical University
from June 2013 to June 2015 were recruited in this study. Flow mediated dilatation (FMD) was measured by echocardiography, and
circulating endothelial progenitor cells (EPCs) were enumerated by flow cytometry as mononuclear cells expressing a combination of
KDR", CD34" and/or CD133". The patients were divided into control (FMD >10%) and endothelial dysfunction group (FMD <
10% ). SPSS statistics 19. 0 was used to perform the statistical analysis. Logistic regression analysis was employed to analyze the influ-
encing factors for endothelial dysfunction. Results There were no significant differences in the cell counts of circulating EPCs,
defined as CD34"/KDR", CD133*/KDR" or CD34"/CD133"/KDR" cells between the 2 groups (P>0.05). Logistic regression analysis
revealed that age was an independent risk factor for endothelial dysfunction (95%CI 1.004-1. 104, P=0.033). Conclusion Age, not
the count of circulating EPCs, is an independent influencing factor of endothelial dysfunction in patients with non-obstructive cornary
atherosclerosis.
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Table 1  Comparison of clinical characteristics between two groups

Item Control group (n=32) Endothelial dysfunction group (n=78) /x> P value
Age(years, x+s) 56.2+9.8 62.9+10. 6 3.101 0.002
Male[ n(%) ] 14(43.8) 32(41.0) 0. 069 0.792
BMI(kg/m?, xs) 25.5:3. 1 25.6+3.8 0. 060 0.953
Hypertension[ n( %) ] 17(53.1) 43(55.1) 0.037 0. 848
Diabetes mellitus[ n( %) ] 4(12.5) 20(25.6) 2.297 0. 130
Smoking [ n(%) ] 9(28.1) 12(15. 4) 2.384 0.123
SBP (mmHg, x+s) 129.2+18.1 135. 1+16. 1 1.675 0.097
DBP(mmHg, x+s) 75.6+11.3 74.7+10.7 0. 404 0. 687
TC(mmol/L, x+s) 4.5+0.9 4.1+0.8 2.124 0. 036
TG (mmol/L, x+s) 1.8+0.8 1.6+0.7 1.201 0.233
HDL-C(mmol/L, x+s) 1.3+0.3 1.4+0.4 0.342 0.733
LDL-C(mmol/L, x+s) 2.7+0.7 2.3+0.6 2.525 0.013
FPG(mmol/L, x+s) 5.4+1.3 5.5+1.3 0.222 0. 824
Creatinine ( wmol/L, x+s) 65.5+10. 8 65.8+15.9 0. 068 0. 946
UA(mmol/L, x+s) 337.5+78. 1 326.1+99.4 0. 566 0.573
FMD( % , %+s) 15.1+6.9 3.3+4.5 10. 627 <0.001

BMI: body mass index; TC: total cholesterol; SBP: systolic blood pressure; DBP: diastolic blood pressure; TG triglycerides; HDL-C: high-density

lipoprotein cholesterol; LDL-C; low-density lipoprotein cholesterol; FPG: fasting plasma glucose; UA: uric acid; FMD: flow mediated dilatation.

I mmHg=0. 133 kPa.
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Table 2 Comparison of circulating EPCs counts between two groups

(cells/10° monocytes )

Group n CD133*/KDR* CD34* /KDR* CD34*/CD133*/KDR*
Control 2 3.7(1.2, 6.6) 27.6(13.9, 50.4) 4.4(2.2,17.5)
Endothelial dysfunction 78 3.4(0.4,7.3) 22.0(15.9, 42.9) 6.2(2.9, 13.4)
Z 0.069 0.205 1.248
P value 0.945 0.837 0.212

EPCs: endothelial progenitor cells.

3 HEMBEREZMWEZER logistic B354
Table 3  Logistic regression analysis of influencing

factors for endothelial dysfunction

Factor B Wald P value EXP(B) 95%CI
Age 0.052 4.568 0.033 1.053 1.004-1. 104
Diabetes 0.354 0.294  0.588 1.425 0.396-5. 124
TC 0.499 0.427 0.513 1. 647 0.369-7.358
LDL-C -1.396 1.975 0. 160 0.247 0.035-1.736
SBP 0.023  2.358 0.125 1.023 0.994-1.053
Smoking  -0.506  0.746  0.388 0. 603 0.191-1.900

TC: total cholesterol; LDL-C: low-density lipoprotein cholesterol; SBP .

systolic blood pressure.
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