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ABSTRACT

Background and Objectives : Previous studies advocated the C-reactive protein (CRP) as an objective marker
of the inflammatory reaction in cardiovascular disease, and an independent risk factor for predicting the pro-
gression of heart failure (HF) of an ischemic origin. However, it is unclear if this can also be applied to non-
ischemic HF. We report the measurement of the CRP in non-ischemic dilated cardiomyopathy (DCM), and its
relationship to the prognosis. Subjects and Methods : Sixty-nine consecutive patients, with non-ischemic DCM,

were enrolled based on their history, echocardiography and coronary angiography findings. The variables, inclu-
ding NYHA functional class, were examined. The CRP levels were measured with high sensitive turbidometry;
and each patient followed up for 18 months. The endpoints of the study were considered as readmission and
death. Results : Out of the 69 patients, there were 47 (68%) were males and 22 (32%) females, with an average
age of 60+12. The CRP level (mg/d) in the patients with DCM (1.6642.91) was higher than in the controls
(0.07+0.25 ; p<0.001), and increased in relation to the NYHA functional class on discharge (I : 0.98+2.15,
I1:0.78+1.48, 111 : 3.55+4.66, IV : 2.9442.39 ; p<0.01). During the follow-up, 19 (28%) experienced the
aggravation of HF and had higher CRP and NYHA functional classes, and lower Na*, K* and hemoglobin levels.
From a multiple regression analysis, only the K* and NYHA functional class on discharge revealed significant
relationships with the aggravation of HF (p<0.05). Moreover, an increased in the CRP level had a significant
negative relation to the Na* only (p<0.05). Conclusion : The patients with non-ischemic DCM exhibited an in-
crease in CRP levels in relation to the severity of the HF. However, the levels of CRP in non-ischemic DCM
could not elucidate the prognosis as with ischemic HF. (Korean Circulation J 2003:33(5):355-361)
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Table 1. Demographic, biochemical and hemodynamic characteristics of 69 patients with non-ischemic dilated

cardiomyopathy according to prognosis

Clinical features

Group A (N=50)

Group B (N=19)

General
Age (years)
Male
Laboratory
Na" (mEg/l)
K* (mEa/l)
Hb (g/dL)
WBC (N X103/mm?3)
ESR (mm/hr)
Cr (mg/dL)
Electrocardiogram
Atrial fibrillation
Intraventricular conduction delay
PVCs during Holter monitoring (X 103 beats)
Echocardiography
Initial
MR lli/IvV
TR IV
LVEDD (mm)
LVESD (mm)
LVEF (%)
Follow-up
MR i/ IV
TR IV
LVEDD (mm)
LVESD (mm)
LVEF (%)

60+12
36 (72%)

139.1+£ 2.6
44+ 0.6
13.6= 20
72+ 25
20.2+21.3
1.1+ 03

5 (10%)
11 (22%)
30+ 64

11 (22%)
5 (10%)
664+ 8.2
56.0+ 8.6
264+ 82

3 (10%)
1(3%)
61.9+10.2
48.2+12.1
39.4116.1

60+8
11 (58%)

136.4+ 4.5*
3.9+ 0.4*
122+ 1.4*
83+ 3.2
35.1£32.5
1.1+ 04

2 (11%)
5 (26%)
1.6+ 44

6 (32%)
2 (10%)
69.3*£11.5
59.0+12.5
235+t 7.9

3 (21%)
0
68.1£13.2
54.6+14.7
34.5+14.4

PVCs : premature ventricular complexes, LVEDD : left ventricular end diastolic diameter, LVESD : left ventricular end

systolic diameter, LVEF : left ventricular ejection fraction, = :

p<0.05 vs. group A

Table 2. Prescribed medications of 69 patients with non-ischemic dilated cardiomyopathy according to prognosis

Prescribed medications

Group A (N=50)

Group B (N=19)

Diuretics (%)
Furosemide 20 mg-+spinorolactone 25 mg
Furosemide 40 mg+spinorolactone 25 mg
Digoxin (%)
ACE inhibitors (%)
Angiotensin receptor blocker (%)
B-blocker (%)

34 (68)
24 (48)
10 (20)
25 (50)
28 (56)
16 (32)
13 (26)

16 (84)
10 (583)
6 (32
12 (63)
8 (42)
7 (37)
201

ACE : angiotensin converting enzyme, * : p<0.05 vs. group A
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Fig. 1. Comparison of the NYHA functional class on ad-
mission and discharge, NYHA : New York heart associa-
fion functional class.
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Fig. 2. CRP level according to the NYHA functional class
on discharge. Data are means£SE. = : p<0.05 vs. Class |,
CRP : Creactive protein, NYHA : New York heart asso-
ciation functional class.
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Fig. 3. CRP was significantly higher in group B than in con-
frol and group A. Data are means+3SD. * : p<0.05 vs.
control, T : p<0.05 vs. group A, CRP : C-reactive protein.
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