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Plasma level of salusin-a in patients with coronary heart disease and its clinical implications

SHI Jian-bo, ZHENG Xing" , GU Xiao-song, LEI Jun-ping
Department of Cardiology. Changhai Hospital, Second Military Medical University, Shanghai 200433, China

[Abstract] Objective To explore the relationship of plasma salusin-a level with the stability, severity, and other risks of

coronary atherosclerosis. Methods The patient group included 122 hospitalized patients with coronary artery disease (CAD),
whose diagnoses were confirmed by coronary angiography (CAG). The CAD group was further divided into subgroups
according to the clinical types, the number of diseased coronary branches, and Gensini’s scores. Control group inlcuded 60
healthy subjects who underwent physical examination in our hospital. Salusin-a level and other general biochemical indicators
were determined, and the general clinical data were obtained before CAG in all subjects. Results The peripheral blood salusin-
o level in CAD patients was significantly lower than that in the controls ([0. 50 +0. 18] ng/ml ws [0. 69 = 0. 23 ng/ml],
P<C0.01), and that in the acute coronary syndrome patients was significantly lower than that in the stable angina pectoris
patients ([0.46+0.17] ng/ml ws [0. 56 = 0. 19] ng/ml, P<C0. 01). Salusin-« levels were not significantly different between
patients with different Gensini’s scores or between patients with 1, 2 and 3 diseased branches. Conclusion Peripheral blood
salusin-a level might be associated with stability of the CAD, but not with the severity of coronary atherosclerosis.
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Tab 1 Clinical characteristics of
patients in CAD and control groups
(x*s)
Index Control CAD
(n=160) (n=122)

Age (year) 65.62+11. 64 65.1149.92
BMI (kg « m™?) 26.1743.49 25.3242.72
SBP p/mmHg 135.47426.28 139. 58422, 61
DBP p/mmHg 84.09414.76 85.48+13.79
TC cp/(mmol « L™ 1) 4.3141.10 5.0341.28"*
TG ¢p/(mmol « L™1) 1.554+0.76 1.714+0.73
LDL-C ¢p/(mmol « L™1) 2.2740.87 3.03+0.88" "
HDL-C ci/(mmol « L) 1.1240. 46 1.1740. 34
FPG cp/(mmol « L™ 1) 5.52+1.19 6.07+£1.51"
salusin-a pp/(ng *+ ml™ 1) 0.69-+0. 23 0.50+0.18" "

CAD: Coronary atherosclerotic heart disease; BMI; Body mass in-
dex; SBP: Systolic blood pressure; DBP: Diastolic blood pressure;
TC: Total cholesterol; TG: Triglyceride; LDL-C;: Low-density lipo-
protein cholesterol; HDL-C. High-density lipoprotein cholesterol;
FPG: Fasting plasma glucose. 1 mmHg=0. 133 kPa. * P<C0. 05,

** P<C0. 01 vs control group

F 2 Salusice KFEEBORIERERMFEEENXR
Tab 2 Association of plasma salusin-a level

with clinical subtypes and severities of CAD patients

(xEs)
Group n /Salusinfoil
on/(ng + ml™H)

Control 60 0.6940. 23
Clinical type

SAP 48 0.56+0.19**

ACS 74 0.4640,17* *AA
Diseased coronary branches

One-vessel 45 0.4940.18" "

Two-vessel 46 0.5040.19"*

Three-vessel 31 0.5140.19"*
Gensini’s score

<20 61 0.5140.20**

20-40 27 0.4940. 14"~

=40 34 0.4940.19* *

SAP. Stable angina pectoris; ACS: Acute coronary syndrome.
** P<C0. 01 ws control group; 44 P<C0. 01 vs SAP
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