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Abstract

Background: Recent evidence demonstrated that the circulating adipokines were associated with the onset of
acute coronary syndrome (ACS) including unstable angina pectoris (UAP) and acute myocardial infarction (AMI). As
a novel adipokine, chemerin has been related to atherosclerosis and the presence of coronary artery disease.
However, the plasma levels of chemerin in patients with ACS have yet to be investigated.

Methods: Plasma levels of chemerin and adiponectin were measured by an enzyme-linked immunosorbent assay
(ELISA) in 60 patients with stable angina pectoris (SAP), 60 patients with UAP, 60 patients with AMI and 40 control
patients. Left ventricular end-diastolic diameter (LVEDD) and left ventricular ejection fraction (LVEF) were measured
using a GE ViVid E7 ultrasonography machine, and the severity of coronary stenosis in patients was estimated with
a Gensini coronary score following coronary angiography.

Results: Plasma chemerin levels were significantly higher in ACS patients than in the control and SAP groups, while
plasma adiponectin levels were significantly lower in ACS patients than the control group. A correlation analysis
revealed that plasma chemerin levels were positively correlated with the levels of C-reactive protein (CRP) (r=0.29,

associated with the presence of ACS.

P <0.01) and LVEDD (r=0.27, P <0.01) but negatively correlated with LVEF (r=-045, P <0.01) and that plasma
adiponectin levels were positively correlated with LVEF (r=0.53, P <0.01) but negatively correlated with CRP
(r=-0.33,P<0.01) and LVEDD (r=-0.30, P < 0.01). Although significant correlations between chemerin, adiponectin
and BMI or the Gensini coronary score were found in patients with SAP, neither chemerin nor adiponectin was
correlated with BMI and the Gensini coronary score in patients with ACS. Furthermore, both chemerin (OR 1.103,
95% Cl 1.065 to 1.142; P=0.001) and adiponectin (OR 0.871, 95% Cl 0.776 to 0.970; P =0.018) were independently

Conclusions: Chemerin is a novel biomarker of acute coronary syndrome but not of stable angina pectoris.
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Background

Coronary artery disease (CAD) is typically divided into
different clinical types including stable angina pectoris
(SAP) and acute coronary syndrome (ACS). ACS includ-
ing unstable angina pectoris (UAP) and acute myocardial
infarction (AMI) is the clinical definition of the critical
phase of CAD which results primarily from a disruption
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of a coronary atherosclerotic plaque associated with par-
tial or complete thrombotic vessel occlusion [1-4]. In
contrast, SAP is the initial manifestation of ischemic
heart disease in one half of patients and becomes a recur-
rent symptom in survivors of ACS that is generally due to
one or more significant obstructive but more stable lesions
in coronary arteries [1-4]. Although chronic inflammation
is a characteristic shared between ACS and SAP, the in-
flammatory response is significantly more robust in ACS
than in SAP [1-4]. In addition, the prognosis for ACS is
poorer than for SAP, and revascularization therapy has to
be performed promptly in ACS but deliberately in those
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SAP patients who had symptoms after optimal medial
therapy or were performed by appropriate intracoronary
assessment of hemodynamic relevance. Therefore, it is ne-
cessary and helpful to seek biomarkers associated with the
presence of ACS.

Adipose tissue serves not only as a mass of fat for stor-
ing energy but also as an active endocrine organ that se-
cretes various bioactive adipokines. Most adipokines,
such as tumor necrosis factor (TNF)-q, interleukin (IL)-
6, visfatin and leptin are well-known pro-inflammatory
cytokines that accelerate atherosclerosis in experimental
model [5-10], and contribute to the presence of ACS
[11-14]. Other members of this group, such as adiponec-
tin, are anti-inflammatory cytokines that play a protect-
ive role in atherosclerosis [15], and the relationships
between the blood concentrations of this molecule and
ACS have been examined extensively [16-21]. The re-
sults from our and others studies showed circulating adi-
ponectin concentrations were significantly decreased in
ACS compared to the control and SAP groups, suggest-
ing that adiponectin is a biomarker of ACS [16-22]. In
addition, some studies demonstrated that circulating adi-
ponectin is significantly associated with the onset of cor-
onary artery disease and myocardial infarction in subjects
below the age of 60 [23,24], and all cause/cardio-vascular
disease (CVD) mortality [25].

Chemerin, which is also known as tazarotene-induced
gene 2 protein (TIG2) or retinoid acid receptor re-
sponder 2 (RARRES2), is a novel adipokine that plays a
pivotal role in adipose differentiation, maturation and
metabolism, regulation of immune response and insulin
resistance [26-29]. In addition, chemerin acts as an inflam-
matory mediator to promote the migration of macro-
phages and immature dendritic cells and the production
of pro-inflammatory cytokines. However, chemerin was
also demonstrated to play an anti-inflammatory role as
chemerin significantly prevented TNF-a-induced VCAM-
1 expression and monocyte adhesion by inhibiting the
activation of NF-KB and p38 in vitro [30]. Accumulating
evidence demonstrates that high concentrations of circu-
lating chemerin are associated with the presence of CAD,
suggesting that circulating chemerin is a novel biomarker
of CAD [31-34]. However, whether circulating chemerin
levels are different in patients with SAP and patients with
ACS has yet to be investigated.

In the present study, plasma levels of chemerin and
adiponectin were measured in enrolled patients with
SAP and ACS and the relationships between plasma
levels of these two adipokines and other clinical parame-
ters including were analyzed. Because previous studies
showed that medication use such as statin regulates the
secretion of adipokines [17], we also investigate the ef-
fects of medication use on plasma levels of chemerin
and adiponectin.
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Methods
Patients
We recruited 220 patients who underwent diagnostic cor-
onary angiography between Augest 2012 and March 2013
in Beijing Anzhen Hospital, the People’s Hospital of
Guangxi Zhuang Autonomous Region, and Union Hos-
pital, China. The patients were classified into 4 groups: (1)
Stable angina pectoris (SAP). The inclusion criteria for this
group were typical exertional chest discomfort that was as-
sociated with down sloping or horizontal ST-segment de-
pression >1 mm in an exercise test); (2) Unstable angina
pectoris (UAP). The inclusion criteria for this group were
chest pain at rest with definite ischemic electrocardio-
graphic changes: ST-segment changes and/or T-wave inver-
sions; (3) Acute myocardial infarction (AMI). The inclusion
criteria for this group were myocardial infarction that was
confirmed by a significant increase of troponin I and Creat-
ine Kinase MB levels; and (4) Control group, which con-
sisted of 40 subjects with normal coronary artery findings.
Written informed consent was obtained from each pa-
tient. The study was approved by the Ethics Committee of
Beijing Anzhen Hospital, the People’s Hospital of Guangxi
Zhuang Autonomous Region, and Union Hospital
Patients with valvular heart disease, thromboembolism,
collagen disease, disseminated intravascular coagulation,
advanced liver disease, renal failure, malignant disease,
septicemia, other inflammatory disease, or current steroid
therapy were excluded from the study.

Clinical data collection

Clinical data were obtained upon admission to hospital.
Demographic data, height, body weight, medical history,
and medication use were recorded. Body mass index
(BMI) was calculated as weight (kg) divided by square of
height (m?).

Blood samples measurements

In the AMI group, blood samples were obtained from the
patients upon arrival at the emergency unit. Fasting blood
samples were obtained the morning after admission for
the rest of the study groups. The samples were collected
in sodium heparin Vacutainers (Becton-Dickinson). Blood
was centrifuged for 15 min at 3,000 x g and the plasma
was stored at -80°C until further use.

The levels of plasma chemerin and adiponectin (R&D
Systems, USA) were measured by an enzyme-linked im-
munosorbent assay (ELISA), following the manufacturer’s
instructions. The ELISA intra-assay and inter-assay coeffi-
cients of variation were <5% and <10%, respectively. All of
the samples were measured in duplicate.

The levels of lipid and lipoprotein fractions, fasting glu-
cose, creatinine and C-reactive protein (CRP) at baseline
were measured in central laboratory of Beijing Anzhen
Hospital.
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Doppler echocardiography

The patients underwent M-mode and 2D-echocardiography
using a GE ViVid E7 ultrasonography machine (GE
Healthcare, America) with a transthoracic 1.5-4.3 MHz
probe (M5S-D). Left ventricular end-diastolic diameter
(LVEDD) and fractional shortening were measured. Left
ventricular ejection fraction (LVEF) was calculated from
apical four chambers position by the area—length method.

Gensini score

The severity of coronary stenosis in patients was esti-
mated with a Gensini coronary score following coronary
angiography [35].

Statistical analysis

All of the data were given as the mean + SD. When com-
paring only 2 groups, Student’s T-test was used. For com-
parisons involving 3 or more groups, one-way ANOVA
followed by Neuman-Keuls post-hoc test was used.
Spearman’s correlation was used to calculate the correlations

Table 1 Clinical characteristics of patients
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between the plasma chemerin levels and the other mea-
sured parameters. To identify the independent predictors
of the presence of ACS, simple linear regression analyses
were firstly performed and the candidate variables entered
in the model included age, sex, BMI, hypertension, dia-
betes, smoking, lipid and lipoprotein fractions, fasting glu-
cose, creatinine, CRP, chemerin and adiponectin, and then
those variables exhibited a trend (p < 0.05) toward an asso-
ciation with the presence of ACS were entered in binary
logistic regression analyses. Odds ratios (ORs) and 95%
confidence intervals (CIs) were calculated. In all of the
tests, a value of P <0.05 was considered to be statistically
significant.

Results

Clinical characteristics of the study population

The baseline characteristics of the four groups were
shown in Table 1. In the SAP group (n=60), 44 were
men, and mean age was 61.9 + 9.9 years. In the UAP group
(n=60), 37 were men, and mean age was 60.6 + 9.9 years.

Characteristics Control (n=40) SAP (n=60) UAP (n=60) AMI (n =60)
Age (years) 626+79 61.9+99 60.6+9.9 629+103
Sex (male/female) 29/11 44/16 37/23 41/19
Hypertension, n (%) 22 (55) 34 (58) 38 (61.3) 32 (61.2)
Diabetes, n (%) 6 (15) 20 (28) 14 (38.7) 20 (37.3)
Smoking, n (%) 14 (35) 26 (40) 23 (48) 28 (35.8)
BMI (Kg/mz) 23.2+39 248 +3.0*% 258+2.7% 259+ 26%
TC (mmol/L) 452+0.99 4.09+0.95 453+1.19 440+ 0.86
TG (mmol/L) 168 £1.75 1.84+1.04 194+161 1.82+142
LDL-C (mmol/L) 2.71£087 2.38+0.81 269+ 1.16 271+0.78
HDL-C (mmol/L) 1.20£0.34 1.11+£041 1.09+037 0.94 £ 0.26%
GLU (mmol/L) 507+£09 567 £2.03 622+267 6.78 +£291*
Creatinine (umol/L) 76.28 £ 14.97 88.24 +23.03* 8251 +20.29* 87.77 +3523*
CRP (ma/L) 149+ 099 2611404 4.14 £ 4.09% 7.53+7.08*
LVEF (%) 65.7£5.0 62.6£85 569+ 12.5% 485+ 104*
LVEDD (mm) 46.7+£32 481 +3.7 51.5+76% 52.7 +55%
Gensini score 0 440+ 30.2% 520+ 284 61.9 + 34.5%
Medications, n (%)

Aspirin 6 (15) 24 (40) 23 (383) 25 (41.7)
B-blocker 6 (15) 22 (36.7) 26 (43.3) 30 (50)
ACEI/ARB 10 (25) 22 (36.7) 26 (433) 21 (35)
CCB 16 (40) 32 (533) 28 (46.7) 26 (43.3)
Statin 9 (22.5) 22 (52) 21 (35) 20 (333)
Nitrate 9 (22.5) 9 (15) 16 (26.7) 17 (28.3)

The data are given as the mean = SD or number of patients. SAP: stable angina pectoris; UAP: unstable angina pectoris; AMI: acute myocardial infarction; TC: total
cholesterol; TG: total triglycerides; LDL-C: low-density lipoprotein cholesterol; HDL-C: high-density lipoprotein cholesterol; GLU: fasting glucose; LVEF: left ventricular
ejection fraction; LVEDD: left ventricular end-diastolic dimension; ACEl: angiotensin-converting enzyme inhibitor; ARB: angiotensin receptor blocker; CCB: Calcium

channel blocker.
*P < 0.05 vs. control.
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In the AMI group (n=60), 41 were men, and mean age
was 62.9 £ 10.3 years. In the control group (n=40), 29
were men, and mean age was 62.6 £ 7.9 years.

No significant differences in age, sex, history of hyper-
tension, diabetes or smoking were observed among the
four groups. BMI, creatinine, CRP, LVEDD, and the
Gensini score were significantly higher in the UAP and
AMI groups than in the control group; in contrast, the
LVEF in the UAP and AMI groups was lower than that
of the control group (Table 1).

Plasma adipokines analysis

As shown in Table 2 and Figure 1, the plasma chemerin
levels in patients with CAD, specifically patients in the
AMI and UAP groups but not patients in the SAP
group, were significantly increased compared to those of
the control group. In addition, the plasma chemerin
levels in the AMI and UAP groups were significantly in-
creased compared to those in the SAP group. Further,
the plasma adiponectin levels in patients with CAD, in-
cluding the AMI and UAP groups, were significantly re-
duced compared to those in the control group. In
addition, the plasma adiponectin levels in the AMI
group but not the UAP group were significantly de-
creased compared to those in the SAP group (Figure 1).
A correlation analysis demonstrated that plasma chemerin
levels were weakly negatively correlated with plasma adi-
ponectin levels (r = -0.16, P = 0.011) (Figure 1).

We analyzed whether the levels of chemerin and adipo-
nectin changed with traditional risk factors, such as sex,
hypertension, diabetes, and smoking. As shown in Table 2,
the circulating chemerin and adiponectin levels exhibited

Table 2 Plasma levels of chemerin and adiponectin in
each groups and traditional risk factors

No. Chemerin (ng/ml) Adiponectin (ug/ml)

Control 40 37.55+742 834 +3.06
CAD 180 51.95+1813% 595+ 3,13%
SAP 60 4285+ 1160 6.74 +3.01
UAP 60 5362 + 14.65%** 6.19 + 3.14%*
AMI 60 59.38 + 22.46**** 492 +302%%H
Male 151 4799+18.12 6.29 +3.09
Female 69 5226+ 16.10 6.59 +3.59
Hypertension 126 50.10+16.19 6.61+3.12
Normotension 94 4830+ 16.19 6.08 £341
Diabetes 60 50.89 +22.02 6.54 +3.25
Non-diabetes 160 4875+ 1565 633+3.26
Smoking 91 4724+ 1643 579+297
Non-smoking 129 5081+1828 6.80 +3.38

Note: The data are given as the mean = SD. **P < 0.01 vs. Control, *P < 0.01
vs. SAP.
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no significant differences in association with these trad-
itional risk factors among all of the participants.

In addition, the plasma chemerin and adiponectin
levels of all participants were summarized according to
medication in the present study. The results demonstrated
that the administration of aspirin, B-blocker, angiotensin-
converting enzyme inhibitor (ACEI) or angiotensin recep-
tor blocker (ARB), calcium channel blocker (CCB), statin
and nitrate had no significant effects on plasma levels of
chemerin and adiponectin (Table 3).

Relationship between plasma adipokine concentrations
and the presence of ACS

Because plasma levels of chemerin and adiponectin were
significantly regulated in patients with ACS, we analyzed
the correlation between the plasma chemerin and adipo-
nectin levels and clinical parameters in ACS. The results
showed that plasma levels of chemerin were positively
correlated with CRP and LVEDD but negatively correlated
with the LVEF, and the plasma levels of adiponectin were
positively correlated with the LVEF but negatively corre-
lated with TC, LDL-C, CRP and LVEDD (Table 4 and
Figure 2). Although significant correlations between che-
merin (r=0319, P=0.013), adiponectin (r=-0.262, P =
0.043) and BMI were found in patients with SAP, neither
chemerin (r = 0.164, P = 0.075) nor adiponectin (r = -0.100,
P =0.275) was correlated with BMI in patients with ACS.
In addition, although significant correlations between che-
merin (r=0.279, P =0.031), adiponectin (r=-0.486, P =
0.000) and the Gensini score were found in SAP, neither
chemerin (r = 0.098, P = 0.286) nor adiponectin (r = -0.074,
P =0.415) was correlated with the Gensini coronary score
in ACS. However, there were no correlations between the
levels of chemerin and adiponectin and the other parame-
ters including age, TG, HDL-C, fasting glucose and
creatinine.

Simple linear regression and binary logistic regression
analyses

To determine the independent predictors of the pres-
ence of ACS, we performed simple linear regression and
binary logistic regression analyses. Simple logistic regres-
sion analysis demonstrated that fasting glucose, TC,
HDL-C, LDL-C, CRP, adiponectin, and chemerin exhib-
ited a trend (P <0.05) toward an association with the
presence of ACS. A binary logistic regression analyses
was then performed using a model in which variables
were included fasting glucose, TC, HDL-C, LDL-C, CRP,
adiponectin, and chemerin. The results demonstrated that
glucose (OR 1.288, 95% CI 1.064 to 1.558; p = 0.009), CRP
(OR 1.205, 95% CI 1.070 to 1.357; P =0.002), adiponectin
(OR 0.871, 95% CI 0.776 to 0.970; P =0.018), and che-
merin (OR 1.103, 95% CI 1.065 to 1.142; P = 0.001) were
independently associated with the presence of ACS.
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Figure 1 The plasma adipokine concentrations in each group. A: The plasma chemerin levels in patients with AMI and UAP were
significantly increased compared to those of the control and SAP groups. B: The plasma adiponectin levels in patients with AMI and UAP were
significantly reduced compared to those of the control group. C: The levels of chemerin were negatively correlated with the levels of adiponectin
(r=0.161,P=0.017).

Discussion

Similar to our previous study [17], the present results
demonstrated that plasma levels of adiponectin were sig-
nificantly reduced in ACS patients compared to the con-
trol group, and that adiponectin was independently
associated with the presence of ACS. Furthermore, the
results also demonstrated that plasma levels of chemerin
were significantly increased in patients with UAP and
AMI compared to the control and SAP groups, and
negatively correlated with plasma adiponectin levels. In
addition, the binary logistic regression analyses demon-
strated that a high level of chemerin was independently
associated with the presence of ACS. Although a number
of studies reported a high level of circulating chemerin in
CAD [31-33], our present study found for the first time
that plasma chemerin may be a novel biomarker of ACS
but not of SAP, providing a novel insight into understand
the complex relationship between chemerin and CAD.
These results were consistent with another study in which

Table 3 Plasma levels of chemerin and adiponectin in all
patients according to medication

there were no difference in chemerin levels between
asymptomatic type 2 diabetic patients with CAD and
without CAD, suggesting that chemerin is not a biomarker
of patients with stable CAD [36].

Chemerin was initially identified from psoriatic skin
lesions [26], and was subsequently proved to be a func-
tional protein in human inflammatory fluids that served
as the ligand of ChemR23 [27]. Both chemerin and
ChemR23 are expressed at their highest levels in white
adipose tissue, and the chemerin/ChemR23 axis plays a
critical role in adipogenesis and adipocyte metabolism
[28]. Beyond these observations, accumulating experi-
mental evidence established a pleiotropic role for che-
merin in diverse biological processes including the
regulation of immune response, inflammation, insulin
resistance and angiogenesis [29]. Data showed that che-
merin promotes the migration of macrophage and im-
mature dendritic cell [27]. It is well-known that a
macrophage-to-foam cell switch elicits the initiation and

Table 4 Correlations between chemerin, adiponectin and
other measured parameters in ACS

Medication No. Chemerin (ng/ml) Adiponectin (pg/ml) Characteristics Chemerin (ng/ml) Adiponectin (pg/ml)
Aspirin Yes 78 51.15+18.26 582 +3.04 Age (years) 0.11 -0.07
No 142 4828+17.18 6.69 £3.33 BMI (Kg/mz) 0.16 -0.10
B-blocker Yes 84  5034+16.80 594+274 TC (mmol/L) 0.10 -0.25%*
No 136 4871+1809 6.65+3.51 TG (mmol/L) 0.09 0.11
ACEI/ARB Yes 79 4879+ 1595 6.01 £3.08 LDL-C (mmol/L) 0.10 -0.32%*
No 141 4963+1849 6.59+332 HDL-C (mmol/L) 0.05 0.02
CCB Yes 103 49.72+16.77 6.57 £3.34 GLU (mmol/L) 0.15 -0.10
No 117 4899+ 1834 6.22+3.17 Creatinine (umol/L) 0.1 -0.13
Statin Yes 72 4893+1948 6.63+3.74 CRP (mg/L) 0.29** -0.33%*
No 148 4953+16.66 6.27 £2.99 LVEF (%) -045% 0.53%*
Nitrate Yes 51 4859+ 13.17 6.40 £ 2.89 LVEDD (mm) 0.27%* -0.30%*
No 169 4956+ 1875 6.38 +£3.36 Gensini score 0.10 -0.07

Note: The data are given as the mean + SD.

**P <0.01.
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Figure 2 Correlations between chemerin, adiponectin and other measured parameters in ACS. A: Plasma levels of chemerin were
positively correlated with CRP in patients with ACS. B: Plasma levels of adiponectin were negatively correlated with CRP in patients with ACS.

C: Plasma levels of chemerin were negatively correlated with LVEF in patients with ACS. D: Plasma levels of adiponectin were positively correlated
with LVEF in patients with ACS. E: Plasma levels of chemerin were positively correlated with LVEDD in patients with ACS. F: Plasma levels of
adiponectin were negatively correlated with LVEDD in patients with ACS.
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development of atherosclerosis, and increased accumula-
tion of macrophages induce the rupture of plaque and
the thrombus formation in advanced atherosclerosis
[1-4]. Therefore, chemerin may be involved in different
stages of atherosclerosis through regulating the migra-
tion of macrophage. In contrary, accumulating evidence
demonstrated that adiponectin not only suppresses foam
cell transformation but also inhibits the pro-coagulant
activity of macrophage [37]. In the present study, a high
level of chemrin and a low level of adiponectin were
detected in ACS, suggesting the imbalance of pro-
inflammatory/anti-inflammatory adipokines may be as-
sociated with the presence of ACS by regulation the

activity of macrophage. However, this is still a hypoth-
eses which need be clarified in the future.

A large number of clinical studies demonstrated that
elevated levels of circulating chemerin were associated
with the onset of many traditional risk factors of CAD,
such as sex [38], hypertension [39], and diabetes [40].
However, those findings were not observed in the
present study. Data from previous studies revealed that
medication use effectively regulates the secretion of che-
merin and adiponectin [16,41]. More recently, a CAD
case—control study found that plasma chemerin levels
were significantly higher in CAD patients who were not
treated with aspirin than in patients treated with aspirin
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and in control subjects [34]. Therefore, we analyzed the
effect of medication on chemerin and adiponectin. The
results revealed no difference in circulating levels of che-
merin and adiponectin based on aspirin, f-blocker, ACEI
or ARB, CCB, statin, or nitrate use.

Bioactive adipokines are secreted by adipose tissue and
the list of adipokines has reached hundreds of factors.
Accumulating evidence established that obesity, charac-
terized by a condition of excess adipose tissue, resulted
in the imbalance of pro-inflammatory/anti-inflammatory
adipokines, and therefore deeply involved in the devel-
opment of atherosclerotic disease [6,42,43]. The point
that adipokine is the bridge between obesity and athero-
sclerosis is no longer controversial. In the present study,
we found positive correlation between chemerin and
BMI, and inverse correlation between adiponectin and
BMI in patients with SAP, which was consistent with
many previous studies [22,32,33]. However, neither che-
merin nor adiponectin was correlated with BMI in pa-
tients with ACS, suggesting the regulation in adipokine
production is more complicated in ACS.

Numerous studies demonstrated that circulating che-
merin levels were correlated with lipid and lipoprotein
fractions, fasting glucose, and various markers of inflam-
mation [31-33,40]. Although no correlations between che-
merin and lipid and lipoprotein fractions, fasting glucose,
and creatinine were observed in the present study, the
results demonstrated that CRP, which is an established
marker of inflammation, was positively correlated with
chemerin but negatively correlated with adiponectin, sug-
gesting that inflammation may be the bridge between adi-
pokines and ACS. Correlation analyses also demonstrated
that increased chemerin levels were positively correlated
with LVEDD but negatively correlated with LVEF and that
reduced adiponectin levels were positively correlated with
LVEF but negatively correlated with LVEDD in ACS. It is
well-known that ACS patients with severe systemic in-
flammation and impaired cardiac function are at higher
risk for death and future ischemic events. Accumulating
evidence also demonstrated that increased circulating adi-
ponectin levels in ACS were independently associated with
a higher risk of recurrent cardiovascular events including
death, myocardial infarction and heart failure [16]. There-
fore, whether circulating chemerin levels in ACS are
associated with a higher risk of recurrent cardiovascular
events should be investigated in the future.

Although the levels of adiponectin in the complex lesion
group and the simple lesion group were significantly lower
than those of the control group in our previous study, no
differences were observed between the complex and sim-
ple lesion groups [17]. In the present study, the Gensini
score was used to assess the severity of coronary stenosis
in CAD patients. Although significant correlations be-
tween the two adipokines and the Gensini score were
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found in patients with SAP, neither chemerin nor adipo-
nectin was correlated with the Gensini coronary score in
patients with ACS. Our colleagues Gao et al. showed no
correlations between circulating chemerin or adiponectin
and the Gensini coronary score in a previous study [44],
while another study performed by Yan et al. found that
chemerin levels were associated with the Gensini score
even after adjusting for age, sex, and other established risk
factors of CAD [31]. We speculate that enrolled patients
with different clinical types of CAD may contribute to this
discrepancy. Yan et al. may enroll majority patients with
stable CAD in their study, while Gao et al. may enroll ma-
jority patients with ACS.

Conclusions

In conclusion, our study presented for the first time novel
data that reveal increased plasma chemerin levels in ACS
but not in SAP. More importantly, we found that
increased plasma chemerin levels were independently as-
sociated with the presence of ACS. Thus, circulating che-
merin may serve as a novel biomarker of ACS but not of
SAP. However, the present study has some limitations.
There has been no follow-up with these ACS patients to
assess the short- and long-term prognostic significance of
chemerin levels, which should be investigated in the fu-
ture. The relationship between chemerin and cardiac func-
tion also should be investigated in experimental study.
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