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ABSTRACT Objective: To investigate the correlation between aortic valve calcification and coronary artery disease combined with
arrhythmia in elderly patients. Methods: 276 patients admitted to PLA general hospital and suspected coronary heart disease were
selected and their detailed medical history were recorded after admission. They all underwent coronary angiography, echocardiography
and 24 hour dynamic electrocardiogram at the same time. Patients were divided into aortic valve calcification (AVC) group and
non-aortic valve calcification (NAVC) group according to the echocardiographic findings. The predictive value of senile aortic valve
calcification was assessed though diagnosis rates of coronary heart disease combined with arrhythmia in AVC and NAVC groups.
Results: There were significant differences in age, smoking history, history of hypertension, diabetes mellitus between AVCand NAVC
groups (P<0.05). 93.7% and 80.6% patients were confirmed with coronary artery disease in AVC group and NAVC group, respectively.
And the diagnosis rate was significantly different between the two groups (P=0.002). Coronary heart disease combined with arrhythmia
was more prevalent in AVC group (59.2% vs 35.1%, P=0.043). Conclusion: AVC was closely correlated with coronary heart disease
combined with arrhythmia. It could be used as an effective indicator for screening patients with coronary heart disease combined with
arrhythmia.
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Table 1 Comparison of the general parameters between AVC and NAVC groups

TiE AVC #H(n=142) NAVC #H(n=134) P&
Item AVC group(n=142) NAVC group(n=134) P value
AEAN
e 70.50+ 5.21 66.44+ 3.32 0.009
Age
M (BB /
A /=) 87/55 72/62 0.253
Gender (M / F)
% 4H (n
BB (o) 83 60 0.043
Smoke(n)
B MAg(n
S LB() 84 71 0.362
Hyperlipidemia (n)
BEn
R L) 117 93 0.017
Hypertension (n)
R e
¥EFR & (n) 75 51 0.019

Diabetes (n)
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Table 2 Comparison of the diagnositic rates of coronary heart disease between AVC and NAVC groups

43 wis KL Ait
Category Confirmed Unconfirmed Total
AVCHA

133 9 142
AVC group
NAVC H
108 26 134
NAVC group
&it
- 241 35 276

Total




REYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol14 NO.23 AGU.2014

- 4549 -

2.3 AVC 5 NAVC AR DR E F O EK BN HER LR
1E AVC 4 142 Z 2 h A 133 ZYasW i dohg, Hif
H 84 ZI KRR H KRN 59.2%; T AE NAVC 4 134 44

BET, H 108 ez ok, HihE 61 A LOHK
W R RN 35.1% ; PR O R A I T O B AR R R 22 R
B4 2rE X ( X=4.10,P=0.043), .3 3.

®IWABDREEIHODEXENRHER LR

Table 3 Diagnosis rates of coronary heart disease combined with arrhythmia in two groups

43 A KEH Ait
Category Merged Unmerged Total
AVCHA

93 40 133
AVC group
NAVC H
61 47 108
NAVC group
s
¥
ald 154 87 241
Total
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