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Abstract
Background: There is limited data regarding the clinical utility of cystatin C in patients with
stable coronary artery disease (CAD). The aim of this study was to determine the predictive
value of cystatin C for the presence and severity of CAD and the association between this
protein and other biochemical risk factors for atherosclerosis in patients with suspected CAD.
Methods: Ninety-four patients with CAD, and 92 patients without CAD but with cardiovascu-
lar risk factors, were included in this study. Echocardiography and other pertinent laboratory
examinations were performed. Subjects were divided into four groups according to their cystatin C
quartile. Cystatin C groups were analyzed for the association with CAD characteristics.
Results: The number of patients with CAD increased as the quartile of cystatin C increased,
and there was a remarkable difference between quartiles (p < 0.001). Logistic regression analy-
sis revealed independent predictors of incident CAD as cystatin C, hs-CRP, eGFR, HDL choles-
terol and SBP (p = 0.005, p = 0.027, p = 0.017, p = 0.014 and p = 0.001, respectively). Moreover,
cystatin C concentration was significantly correlated with CAD severity score (b = 0.258,
p < 0.01). A cut-off value of 0.82 mg/L for cystatin C predicted incident CAD with a sensitivity
and specificity of 75.5% and 75.0% respectively. Cystatin C concentration also correlated well
with the atherosclerotic biochemical risk factors like homocysteine, creatinine and hs-CRP.
Conclusions: Cystatin C could be a useful laboratory tool in predicting the presence and
severity of CAD in daily practice. It also correlates significantly with biochemical risk factors
for CAD, namely homocysteine, low HDL and CRP. (Cardiol J 2010; 17, 4: 374–380)
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Introduction

Renal dysfunction has been identified as a risk
factor for the onset and prognosis of coronary athe-
rosclerosis, and is regarded as a coronary artery
disease (CAD) equivalent [1–3]. Although glome-
rular filtration rate (GFR) is a sensitive method for
assessing renal function, it has many drawbacks
such as difficulties in collecting urine. Therefore,
for practical reasons, estimated GFR (eGFR) is used

widely in clinical settings, and this primarily de-
pends on serum creatinine. However, serum crea-
tinine is not sensitive enough to detect mild renal
dysfunction [4]. Cystatin C is an endogenous gly-
cosylated protein produced in all nucleotide cells in
the human body and a novel marker for renal func-
tion [5]. It is more sensitive and specific for the es-
timation of GFR and less influenced by age, gen-
der, race, muscle mass and medication, as compared
to serum creatinine [4, 6, 7]. The use of cystatin C
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for the assessment of renal filtration function has
recently been approved [8].

Previous studies have shown a close relation-
ship between cystatin C and atherosclerotic disease
[9–11]. Furthermore, a high level of cystatin C has
been related to suspected or confirmed acute coro-
nary syndrome [12]. In 2007, the European Socie-
ty of Cardiology recommended the use of cystatin
C for predicting myocardial infarction and long-term
mortality in patients with non-ST elevation acute
coronary syndrome [13]. The results of studies in-
vestigating the value of cystatin C in anticipation
of atherosclerosis in suspected stable CAD patients
are controversial [10, 14–16]. Therefore, the clini-
cal utility of cystatin C in stable CAD patients me-
rits further investigation.

The aim of this study was to investigate the
predictive value of cystatin C level for the presence
or severity of CAD and the association between this
protein and other biochemical risk factors for athe-
rosclerosis in patients with suspected CAD.

Methods

Study group
Ninety-four CAD patients (70 male, 24 female,

mean age 57.8 ± 9.0 years) with significant coro-
nary stenosis (> 50%) and 92 subjects without CAD
but with cardiovascular risk factors (63 male,
29 female, mean age 55 ± 7 years) were included
in this cross-sectional study. Patients with severe
renal dysfunction (creatinine > 2 mg/dL), history
of recent acute coronary syndrome, valvular heart
disease, life-threatening arrhythmias, acute and
chronic liver disease, infectious and inflammatory
disease, and symptomatic heart failure were exclud-
ed. All patients were in a stable condition and tak-
ing optimal medical therapy for their cardiovascu-
lar risk factors. The local ethics committee ap-
proved the study and informed consent was
obtained from all subjects.

The detailed histories of patients, including
demographics data and cardiovascular risk factors,
were recorded. Serum cholesterols, homocysteine,
high sensitive C-reactive protein (hs-CRP), blood
urea nitrogen and creatinine levels were measured
by routine laboratory methods. GFR was estimat-
ed by the Cockcroft-Gault formula:

[(140  age) × weight (kg)]/[72 × serum creati-
nine (mg/dL)] (× 0.85 for women) [17].

Echocardiographic examination
All echocardiographic examinations were ob-

tained at rest. Standard echocardiographic imaging

was carried out by using a VIVID 7 machine (GE
Healthcare, Little Chalfont, United Kingdom) with
a 2.5 or 3.5 MHz phased array transducer. A single
experienced cardiologist (M.K.) performed echocar-
diography and the mean of three consecutive cycles
was used to drive the analysis. M-mode evaluation
was made according to the recommendations of the
American Society of Echocardiography [18]. The
left ventricular ejection fraction was calculated via
modified Simpson’s technique. The left ventricular
mass was calculated using the Devereux formula
[19] and indexed to body surface area. The presence
of left ventricular hypertrophy was accepted as left
ventricular mass index (LVMI) > 134 g/m2 for men
and > 110 g/m2 for women [20].

Coronary angiography
All patients underwent coronary angiography,

performed using standard Judkins techniques be-
fore the start of the study. Two expert investiga-
tors, blinded to the clinical data, analyzed the an-
giograms. The severity of coronary atherosclero-
sis was scored according to Gensini scoring [21] and
three CAD groups were drawn up according to their
CAD severity score: namely normal coronary arteries
(normal coronary arteries or score 0), mild CAD
(score = 1–20) and severe CAD (score > 20).

Assessment of cystatin C
Venous blood was withdrawn from resting pa-

tients, and put into ethylenediamine-tetraacetic acid
(EDTA)-containing tubes. Plasma was extracted
after blood samples had been centrifuged at 3,000 g
for 10 min at 0°C. Cystatin C was measured using
the particle-enhanced nephelometric immunoassay
(PENIA) method and N Lateks cystatin C kit (Dade
Behring, Marburg, Germany) on a BN ProSpec pro-
tein analyzer (Dade Behring, Marburg, Germany)
no more than 20 minutes after venipuncture.

Statistical analysis
All analyses were performed using SPSS ver-

sion 15.0 (SPSS Inc., Chicago, Illinois, USA). Cate-
gorical variables of cystatin C groups were com-
pared by the chi-square test. Continuous variables
were expressed as mean ± SD and compared by
one-way analysis of variance. When indicated, a post
hoc test (Scheffe or Tamhane) was performed. Cor-
relations between continuous variables were as-
sessed using Pearson’s or Spearman’s rank corre-
lation analysis. Multivariate logistic regression anal-
yses were performed to determine significant
predictors of CAD. Significant variables in univari-
ate analysis at a p < 0.1 level was entered in logis-
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tic regression analysis. Moreover, a linear regres-
sion analysis was applied for CAD severity score,
homosysteine and hs-CRP levels. A receiver-ope-
rating characteristic (ROC) curve analysis was per-
formed to identify the optimal cut-off points of cys-
tatin C and CRP levels (to determine maximal sen-
sitivity and specificity) for predicting CAD. The area
under the curve value was calculated to determine
accuracy of the test. A p value of < 0.05 was con-
sidered as statistically significant.

Results

Cystatin C concentration was significantly
elevated in the CAD group compared to normal
coronary arteries patients (1.04 ± 0.38 and 0.70 ±
± 0.25 mg/L respectively, p < 0.001). Clinical, lab-
oratory, angiographic and echocardiographic vari-
ables of cystatin C quartile groups are presented in

Table 1. Only ten (0.54%) patients’ creatinine lev-
els were higher than 1.3 mg/dL.

The number of CAD patients increased as the
quartile of cystatin C increased, with a remarkable
statistical difference between cystatin C groups
(c2: 59.7 and p < 0.001). Independent predictors of
incident CAD determined by logistic regression
were: cystatin C, hs-CRP, eGFR, HDL cholesterol
and systolic blood pressure, after adjustments for
age, creatinine, eGFR, gender, presence hyperten-
sion and diabetes mellitus, LDL cholesterol, dias-
tolic blood pressure and homocysteine (Table 2).
Every 0.1 mg/L increase in cystatin C, 1 mg/L in-
crease in hs-CRP, 0.1 mmol/L decrease in HDL and
10% decrease in eGFR caused a 32%, 12%, 6.1% and
23% increase in the risk of having CAD, respectively.

In ROC curve analyses, among the parameters
investigated for the prediction of CAD, cystatin C
had the most discriminatory power for the occur-

Table 1. Variables of study population according to cystatin C quartiles.

Variable Serum cystatin C levels [mg/L] p

< 0.65 0.65–0.82 0.83–0.99 ≥≥≥≥≥ 1.0
(ANOVA)

(n = 47)  (n = 46)  (n = 46)  (n = 47)

Age (years) 54.2±5.0* 54.3±8.9D 56.7± 8.8 59.1±8.1  0.005
Male/female 39/8 29/17 34/12 31/16 0.170a

Hypertension (%) 20 (42.6) 17 (36.9) 24 (52.2) 32 (68.1) 0.025a

Systolic blood pressure [mm Hg] 130.6±15.9† 125.5±11.1 122.2±14.3 124.7±11.9  0.023
Diastolic blood pressure [mm Hg] 83.2±10.0 79.8±8.5 78.5±9.6 80.0±9.2  0.081
Diabetes (%) 22 (46.8) 13 (28.3) 17 (36.9) 16 (34.1) 0.344a

Smoking (%) 14 (29.8) 16 (34.8) 15 (32.6) 19 (40.4) 0.337a

Heart rate [bpm] 71.8±8.8 73.1±8.5 75.1±13.1 75.3±10.1 0.308
Creatinine [mg/dL] 0.77±0.19†, * 0.84±0.14D 0.93±0.15¶ 1.15±0.39 < 0.001
eGFR (%) 115±33†, ‡, * 106±24 100±22 78±28 < 0.001
Total cholesterol [mmol/L] 200±52‡ 169±32 186±45 187±46 0.010
HDL cholesterol [mmol/L] 52±10†, ‡, * 43±10 42±9.7 40±11 < 0.001
LDL cholesterol [mmol/L] 115±47 101±29 116±37 109±35 0.211
Triglycerides [mmol/L] 170±106 132±54D 168±82 181±80 0.026
Homocysteine [mg/dL] 1.8±0.7†, ‡, * 2.0±0.8 2.2±0.5 3.2±1.2 < 0.001
hs-CRP [mg/L] 5.3±4.0* 5.6±5.4 6.3±7.1 8.7±7.7 0.037
CAD severity score 1.5±5.3†, ‡, * 10.0±18.5D 18.7±19.2 25.2±21.3 < 0.001

Normal coronary arteries (score 0) (%) 42 (89.3) 27 (58.7) 13 (28.3) 10 (21.3)
Mild CAD (score 1–20) (%) 3 (6.3) 9 (19.7) 15 (32.6) 10 (21.3) < 0.001a

Severe CAD (score > 20) (%) 2 (4.4) 10 (21.7) 18 (39.1) 27 (57.4)
LV end-diastolic volume [mL] 115±38* 118±23 125±47 146±76 0.022
LV end-systolic volume [mL] 46±18* 41±19D 52±36 66±56 0.012
LV ejection fraction (%) 62.5±6.8* 65.1±6.8D 61.9±7.8 55.9±9.7 < 0.001
LV mass index [g/m2] 112±32* 120±35 117±40 146±58 0.001
LV hypertrophy (%) 11 (23.4) 16 (34.8) 16 (34.8) 22 (46.8) 0.024a

Data is expressed as mean ± SD or number; eGFR — estimated glomerular filtration rate; hs-CRP — high sensitive C reactive protein; CAD — coro-
nary artery disease; LV — left ventricle; ‡p < 0.05 between patients in cystatin C < 0.65 and 0.65–0.82; †p < 0.05 between patients in cystatin C < 0.65
and 0.83–0.99; *p < 0.05 between patients in cystatin C < 0.65 and ≥ 1.0; §p < 0.05 between patients in cystatin C 0.65–0.82 and 0.83–0.99;
Dp < 0.05 between patients in cystatin C 0.65–0.82 and ≥ 1.0; ¶p < 0.05 between patients in cystatin C 0.83–0.99 and ≥ 1.0; a p value from c2 test
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rence of CAD across the entire population. The
AUCs in predicting CAD were 0.811, 0.746, 0.742,
0.637, 0.713 and 0.652 for cystatin C, creatinine,
eGFR, hs-CRP, HDL cholesterol and systolic blood
pressure, respectively (Table 3). The ROC curves
for cystatin C, creatinine, eGFR, hs-CRP are shown
in Figure 1. As well as between cystatin C and cre-
atinine, significant AUC differences were found
between other variables (p < 0.05). The ROC curve
analysis for cystatin C and hs-CRP had the highest
and smallest AUC value respectively. Therefore,
the most significant AUC difference was found between
cystatin C and hs-CRP (p < 0.01). A 0.82 mg/L cut-off
value of cystatin C predicted CAD with a sensitivi-
ty and specificity of 75.5% and 75.0%, respective-
ly. Cut-off value, sensitivity and specificity of oth-
er variables are shown in Table 3.

The association between cystatin C and CAD
severity score is depicted in Figure 2. Linear re-
gression analysis showed that cystatin C, hs-CRP
and HDL cholesterol levels were the most significant
predictors of CAD severity (b = 0.258, p < 0.001;
b = 0.249, p < 0.001 and b = –0.227, p = 0.001,
respectively; the explained variance for the CAD
severity score [R2] was 0.309).

Cystatin C was significantly correlated with
serum creatinine, homocysteine, hs-CRP, HDL
cholesterol and eGFR (p < 0.01 for each). The most

significant predictors of serum homocysteine level
were cystatin C level and CAD severity score (b =
= 0.450, p < 0.001 and b = 0.176, p = 0.031, ad-
justed for hs-CRP, eGFR, age and blood pressure;
and the explained variance of homocysteine (R2) was
0.268]. Although hs-CRP significantly correlated
with cystatin C, only CAD severity score and creat-
inine concentration predicted hs-CRP (b = 0.297,
p < 0.001 and b = 0.210, p = 0.003 respectively).

Since impaired renal function constitutes a sub-
stantial risk for CAD, we analyzed various tests that
reflect renal function to predict CAD. Among these
tests, cystatin C was found to be superior to creat-
inine or eGFR for its sensitivity and specificity in
predicting CAD (Fig. 1).

Discussion

Our study has shown a strong correlation be-
tween cystatin C and the presence or severity of
CAD, low HDL, creatinine and homocysteine levels
in patients with suspected CAD. However, the cor-
relation was weak between cystatin C and hs-CRP.

Several lines of study have demonstrated an
association between renal impairment and athero-
sclerotic vascular disease [1–3, 22]. Wang et al. [15]
reported that mild renal impairment, determined by
elevated cystatin C, was associated with the occur-

Table 2. Multivariate logistic regression analysis for predicting the presence of coronary atherosclerosis.

Variable Odds ratio 95% CI P

Cystatin C (for each 0.1 mg/L) 1.316 1.086–1.594 0.005
hs-CRP [mg/L] 1.124 1.013–1.248 0.027
eGFR (%) 0.977 0.958–0.996 0.017
HDL cholesterol [mmol/L] 0.950 0.911–0.989 0.014
Systolic blood pressure [mm Hg] 0.940 0.906–0.975 0.001

CI — confidence interval; eGFR — estimated glomerular filtration rate; hs-CRP — high sensitive C reactive protein

Table 3. Receiver-operating characteristic analyses for cystatin C, creatinine, eGFR, hs-CRP,
HDL cholesterol levels and systolic blood pressure in predicting coronary atherosclerosis.

Variable Area under curve (95% CI) P Cut-off Sensitivity Specificity

Cystatin C 0.811 (0.748–0.873) < 0.001 0.82 mg/L 75.5% 75.0%
Creatinine 0.746 (0.676–0.815) 0.001 0.90 mg/dL 74.7% 71.2%
eGFR 0.742 (0.671–0.813) < 0.001 95% 72.8% 69.1%
hs-CRP 0.637 (0.556–0.717) 0.001 4 mg/L 62.8% 62.0%
HDL cholesterol 0.713 (0.639–0.787) < 0.001 42 mmol/L 71.7% 62.7%
Systolic blood pressure 0.652 (0.574–0.729) < 0.001 125 mm Hg 60.9% 54.3%

CI — confidence interval; eGFR — estimated glomerular filtration rate; hs-CRP — high sensitive C reactive protein
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rence and severity of CAD; however creatinine and
eGFR were not able to predict CAD occurrence in
their study. Likewise, Koenig et al. [10] reported
that cystatin C was superior to creatinine or eGFR
for predicting cardiovascular events. A prospective
cohort study by Luc et al. [14], showed an associa-
tion between cystatin C and the incidence of CAD.
However, when CRP was included in the analyses,
cystatin C lost its significance. This suggests the
predictive value of cystatin C is not independent.
In another study, cystatin C independently predict-
ed smooth CAD lesions, but not complex lesions or
CAD severity [16]. Our study is in accordance with
the findings of Wang et al. [15] and Koenig et al.
[10] that, among markers of renal function, cysta-
tin C and eGFR are significantly and independent-
ly related to the presence of CAD, but only cysta-
tin C predicts CAD severity. Additionally, results
of our study are consistent with the observation that
creatinine is not sensitive to detect mild impair-
ments in renal function, since we observed no as-
sociation between serum creatinine and the pres-
ence or severity of CAD. Moreover, we found that
cystatin C is more sensitive and specific than CRP
in identifying CAD.

A cut-off value of cystatin C to anticipate the
presence of CAD has not been suggested to date.
We analyzed the optimal cut-off value of cystatin C
in our study, which revealed optimal cut-off as
0.82 mg/L with a 75.5% and 75% sensitivity and
specificity respectively.

A number of previous studies reported a posi-
tive correlation between cystatin C and certain
inflammatory markers such as fibrinogen, hs-CRP,
IL-6 and TNF-a [9, 10, 14] and they hypothesized
that alterations of serum cystatine C levels could
be due to the inflammatory response which is evi-
dent in atherosclerosis. However, few studies have
not found an association between CRP and
cystatin C in both stable and unstable CAD [12, 16].
Singh et al. [23] investigated the association between
renal function markers and inflammatory parame-
ters; this revealed an independent association be-
tween eGFR and CRP or fibrinogen. Although there
was an association between cystatin C and CRP or
fibrinogen in this study, this association was lost fol-
lowing the inclusion of eGFR into the analyses.

Our results confirm previous studies [12, 23]
that demonstrate the positive correlation between
cystatin C and CRP. However, in our study, the
most significant predictors of CRP were found to
be CAD severity and serum creatinine.

Elevated homocysteine level is a well-known
cardiac risk factor for the development of athero-

Figure 1. Receiver-operating characteristic (ROC) curve
analyses and the area under ROC curves (AUROC) for
cystatin C, creatinine, estimated glomerular filtration
rate (eGFR) and high sensitive C reactive protein (hs-
-CRP) in predicting the presence of coronary artery dise-
ase (CAD).

Figure 2. The relation between cystatin C and coronary
artery disease (CAD) severity score.
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sclerosis [24]. In contrast to serum creatinine, se-
rum cystatin C has independently predicted fasting
total homocysteine level in both stable CAD and
renal transplantation patients with normal serum
creatinine [25, 26]. Likewise, the most significant
parameters in our study in predicting serum ho-
mocysteine were serum cystatin C level and CAD
severity score.

Limitations of the study
There were a number of limitations to our

study. Firstly, the sample size of our study was rel-
atively small and we did not consider medication in
our analyses. Secondly, renal function is closely
related to the outcome of stable [10, 22] and unsta-
ble CAD [12, 13] patients and we did not evaluate
cardiovascular events that warrant prospectively
designated studies. Finally, we did not collect
24-hour urine for true GFR, which is the ‘gold stan-
dard’ method of assessing renal function.

Conclusions

The results of our study indicate that serum
cystatin C is as relevant as CRP (which is current-
ly widely used in predicting CAD). Moreover, cys-
tatin C is superior to other markers of renal func-
tion in anticipating CAD risk. There is a consider-
able association between serum cystatin C and
biochemical cardiovascular risk factors such as ho-
mocysteine, low HDL and CRP. With these results,
we suggest that cystatin C could be used as a mark-
er in daily practice to predict the presence or se-
verity of atherosclerosis in suspected stable CAD
patients.

Acknowledgements

The authors do not report any conflict of inte-
rest regarding this work.

References

1. Shlipak MG, Sarnak MJ, Katz R et al. Cystatin C and the risk of
death and cardiovascular events among elderly persons. N Engl
J Med, 2005; 352: 2049–2060.

2. Go AS, Chertow GM, Fan D, McCulloch CE, Hsu CY. Chronic
kidney disease and the risks of death, cardiovascular events, and
hospitalization. N Engl J Med, 2004; 351: 1296–1305.

3. Weiner DE, Tighiouart H, Amin MG et al. Chronic kidney di-
sease as a risk factor for cardiovascular disease and all-cause
mortality: A pooled analysis of community-based studies. J Am
Soc Nephrol, 2004; 15: 1307–1315.

4. Weber JA, van Zanten AP. Interferences in current methods for
measurements of creatinine. Clin Chem, 1991; 37: 695–700.

5. Coll E, Botey A, Alvarez L et al. Serum cystatin C as a new
marker for noninvasive estimation of glomerular filtration rate
and as a marker for early renal impairment. Am J Kidney Dis,
2000; 36: 29–34.

6. Hoek FJ, Kemperman FA, Krediet RT. A comparison between
cystatin C, plasma creatinine and the Cockcroft and Gault for-
mula for the estimation of glomerular filtration rate. Nephrol
Dial Transplant, 2003; 18: 2024–2031.

7. Laterza OF, Price CP, Scott MG. Cystatin C: An improved
estimator of glomerular filtration rate? Clin Chem, 2002; 48:
699–707.

8. Filler G, Bökenkamp A, Hofmann W, Le Bricon T, Martínez-Brú C,
Grubb A. Cystatin C as a marker of GFR: History, indications,
and future research. Clin Biochem, 2005; 38: 1–8.

9. Arpegård J, Ostergren J, de Faire U, Hansson LO, Svensson P.
Cystatin C: A marker of peripheral atherosclerotic disease?
Atherosclerosis, 2008; 199: 397–401.

10. Koenig W, Twardella D, Brenner H, Rothenbacher D. Plasma
concentrations of cystatin C in patients with coronary heart dis-
ease and risk for secondary cardiovascular events: more than
simply a marker of glomerular filtration rate. Clin Chem, 2005;
51: 321–327.

11. Eriksson P, Deguchi H, Samnegård A et al. Human evidence
that the cystatin C gene is implicated in focal progression of
coronary artery disease. Arterioscler Thromb Vasc Biol, 2004;
24: 551–557.

12. Jernberg T, Lindahl B, James S et al. Cystatin C: A novel
predictor of outcome in suspected or confirmed non-ST-ele-
vation acute coronary syndrome. Circulation, 2004; 110:
2342–2348.

13. Bassand JP, Hamm CW, Ardissino D et al. Task Force for Diag-
nosis and Treatment of Non-ST-Segment Elevation Acute Coro-
nary Syndromes of European Society of Cardiology. Guidelines
for the diagnosis and treatment of non-ST-segment elevation
acute coronary syndromes. Eur Heart J, 2007; 28: 1598–1660.

14. Luc G, Bard JM, Lesueur C et al.; PRIME Study Group. Plasma
cystatin-C and development of coronary heart disease: The
PRIME Study. Atherosclerosis, 2006; 185: 375–380.

15. Wang J, Sim AS, Wang XL et al. Relations between markers of
renal function, coronary risk factors and the occurrence and se-
verity of coronary artery disease. Atherosclerosis, 2008; 197:
853–859.

16. Niccoli G, Conte M, Della Bona R et al. Cystatin C is associated
with an increased coronary atherosclerotic burden and a stable
plaque phenotype in patients with ischemic heart disease and
normal glomerular filtration rate. Atherosclerosis, 2008; 198:
373–380.

17. Cockcroft DW, Gault MH. Prediction of creatinine clearance
from serum creatinine. Nephron, 1976; 1: 110–114.

18. Gardin JM, Adams DB, Douglas PS et al.; American Society of
Echocardiography. Recommendations for a standardized report
for adult transthoracic echocardiography: A report from the
American Society of Echocardiography’s Nomenclature and
Standards Committee and Task Force for a Standardized
Echocardiography Report. J Am Soc Echocardiogr, 2002; 15:
275–290.

19. Devereux RB, Reichek N. Echocardiographic determination of
left ventricular mass in man. Anatomic validation of the method.
Circulation, 1977; 55: 613–618.

20. Shub C, Klein AL, Zachariah PK, Bailey KR, Tajik AJ. Determi-
nation of left ventricular mass by echocardiography in a normal



380

Cardiology Journal 2010, Vol. 17, No. 4

www.cardiologyjournal.org

population: Effect of age and sex in addition to body size. Mayo
Clin Proc, 1994; 69: 205–211.

21. Gensini GG. A more meaningful scoring system for determining
the severity of coronary heart disease. Am J Cardiol, 1983; 51:
606.

22. Mann JF, Gerstein HC, Pogue J, Bosch J, Yusuf S. Renal insuffi-
ciency as a predictor of cardiovascular outcomes and the impact
of ramipril: The HOPE randomized trial. Ann Intern Med, 2001;
134: 629–636.

23. Singh D, Whooley MA, Ix JH, Ali S, Shlipak MG. Association of
cystatin C and estimated GFR with inflammatory biomarkers:
the Heart and Soul Study. Nephrol Dial Transplant, 2007; 22:
1087–1092.

24. Humphrey LL, Fu R, Rogers K, Freeman M, Helfand M.
Homocysteine level and coronary heart disease incidence:
A systematic review and meta-analysis. Mayo Clin Proc, 2008;
83: 1203–1212.

25. Bostom AG, Bausserman L, Jacques PF, Liaugaudas G, Selhub J,
Rosenberg IH. Cystatin C as a determinant of fasting plasma
total homocysteine levels in coronary artery disease patients
with normal serum creatinine. Arterioscler Thromb Vasc Biol,
1999; 19: 2241–2244.

26. Bostom AG, Gohh RY, Bausserman L et al. Serum cystatin C as
a determinant of fasting total homocysteine levels in renal trans-
plant recipients with a normal serum creatinine. J Am Soc Neph-
rol, 1999; 10: 164–166.


