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ABSTRACT Objective: To explore the relationship between blood pressure control, blood lipid levels, carotid artery plaque and the
severity and numbers of diseased coronary artery in patients with hypertension. Methods: A total of 273 cases of hospitalized patients
with primary hypertension were included in the department of Cardiology, Hospital on Integration of Chinese and Western Medicine
Affiliated to Nanjing University of Chinese Medicine from January 2014 to May 2016. According to the level of blood pressure control,
patients were divided into good control group and poor control group. According to carotid artery ultrasonography, patients were judged
with plaque or not. The results of coronary angiography were presented using Gensini scores and the number of diseased artery. Blood
lipid levels were tested. Results: There were 130 patients (47.61%) with good blood pressure control, and 193 patients (70.70%) with
carotid artery plaque. Compared with the good blood pressure control, poor blood pressure control patients had increased numbers of dis-
eased coronary artery and higher Gensini scores (P<0.05). Compared with the patients who had good blood pressure control without
plaque, good blood pressure control with plaque or poor blood pressure control without plaque, patients with poor blood pressure control
and carotid artery plaque had more numbers of diseased coronary artery and higher Gensini scores (P<0.001). HDL-C was negatively cor-
related with coronary artery stenosis degree (r=-0.139, P=0.022), Al and coronary artery stenosis degree was positively related (r=0.136,
P=0.025). LDL/HDL-C and Al were positively correlated with the number of diseased coronary artery, respectively [(r=0.128, P=0.035)
and (r=0.137, P=0.023)]. Conclusions: Poor blood pressure control, hyperlipemia and carotid artery plaque could increase the severity of
coronary artery disease in patients with hypertension.
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Table 1 Comparison of the severity and numbers of diseased coronary artery between patients with different blood pressure control levels

Diseased coronary artery (n)

Gensini scores

Groups Case Single vessel Double vessel Three vessel Median and
Noe disease disease disease Quantiles
Good blood pressure control 130 55(42.3) 40(30.7) 24(18.5) 11(8.5) 5(0,18)
Poor blood pressure control 143 36(25.2) 44(30.8) 28(19.6) 35(24.4) 11(3,26)
Z value -3.754 -2.751
P value <0.001 0.006
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025); LDL/HDL-C 1 Al 536 ki A8 LB R IEA S, 7301
(r=0.128, P=0.035)F1(r=0.137,P=0.023).,
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Table 2 Comparison of the severity and numbers of diseased coronary artery among patients with different blood pressure control level and carotid artery

plaque

Diseased coronary artery (n)

Gensini scores

Groups Case N Single vessel Double vessel Three vessel Median and
one .
disease disease disease Quantiles
Good control without
) 42 25(59.5) 12(28.6) 4(9.5) 1(2.4) 1(0,7.25)
carotid artery plaque
Good control with carotid
88 30(34.1) 28(31.8) 20(22.7) 10(11.4) 9(0.5,22)
artery plaque
Poor control without
. 38 18(47.4) 12(31.6) 5(13.2) 3(7.9) 5(0,14)
carotid artery plaque
Poor control with carotid
105 18(17.1) 32(30.5) 23(21.9) 32(30.5) 16(5,31)
artery plaque
x%/Z value -5.498 -3.423 -4.024 29.793
P value <0.0011 0.0012 <0.0013 <0.001

Note: We take "poor control with carotid artery plaque group" as a control group, "1" means it compared with the Good control without carotid artery

plaque group; "2" means it compared with the Good control with carotid artery plaque group; "3" means it compared with Poor control without carotid

artery plaque group.
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Table 3 Relationship between blood lipids and the severity and numbers of diseased coronary artery

Severity of diseased coronary artery

Numbers of diseased coronary artery

Blood lipids or ratio

r r P
TG/(mmol-L") 0.062 0.310 0.042 0.488
LDL-C/(mmol-L") 0.011 0.854 0.065 0.282
HDL-C/(mmol-L") -0.139 0.022 -0.107 0.079
TC/(mmol-L") -0.022 0.720 0.018 0.764
LDL/HDL-C 0.106 0.082 0.128 0.035
TG/HDL-C 0.098 0.105 0.076 0.211
non-HDL-C/(mmol - L") 0.041 0.503 0.071 0.239
Al 0.136 0.025 0.137 0.023
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