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[ABSTRACT] Aim  To investigate the prevalence of aortic valve sclerosis (AVS) in the high—risk group of cardio-
cerebral vascular events, and to evaluate the clinical risk factors of AVS. Methods 1058 individuals were enrolled in
the cohort of the community of the Capital Steel Corporation in 2005.  Participants were excluded if they had a history of
any of the following diseases: rheumatic valve disease, bicuspid aortic valve malformation, prosthetic valve replacement,

aortic valve stenosis.  Risk factor status (including smoking, hypertension and diabetes etc) were adjudicated based on a
review of data collected from hospitalizations and outpatient records. ~ Total cholesterol and high density lipoprotein (HDL)

cholesterol, triglycerides were measured from blood samples.  Transthoracic echocardiography was performed to access the
aortic valve sclerosis.  And according to the results of the echocardiography, population was divided into two groups: AVS
group and non-AVS group. Results 1039 individuals were included in this study finally with mean age 62. 47 +8. 99
years old.  The prevalence of hypertension of 1039 individuals was 68. 72% and of diabetes mellitus was 25. 89%. AVS
was present in 401 individuals (38.59%). The risk factors of AVS included age (OR =1.589, P <0.001) , male
(OR =2.263,P <0.001) 5 hypertension (OR =1.296,P =0.063) , diabetes mellitus (OR =1.794,P <0.001). How—
ever after multivariate Logistic regression analysis, the independent risk factors of AVS included age (OR =1.507,P <

0.001) , male (OR =1.974,P =0.003) , hypertension (OR =1.428,P =0.015) , diabetes mellitus (OR =1.719, P <

0.001). Conclusion Multiple risk factors may involve in the progress of AVS.  AVS and arteriosclerosis have some
same risk factors which indicates that some factors for atherosclerosis may also play an important role in the prevalence of

aortic valve sclerosis.
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Table 1. Baseline data in aortic valve sclerosis group and

aortic valve normal group

A i i
FE(F) 60.4£9.3 63.2+8.8 <0.01
54t (i) 283 (44.4%) 258 (64.3%) <0.01
= L% (i) 424 (66. 6% ) 289 (72.1%) 0.06
R (f31) 137(21.5%) 132(32.9%) <0.01
I (4510 135(21.2%) 101 (25.2%) 0.13
g (em) 161. 83 +8.20 163.78 +8.30 <0.01
A (kg) 68.7+11.0 68.4 £10.7 0.90
JE ] (cm) 88.7 £10.0 88.7+8.8 0. 46
B (em) 98.5+7.3 97.2+6.2 <0.01
BMI (kg/m?2) 23.85+2.39 23.30 £2.43 <0.01
45 & (mmHg) 13318 13518 0.04
#F 7K JE (mmHg) 80 £ 11 80 11 0.91
Jik £ (mmHg) 5314 5515 <0.01
TC (mmol /1.) 5.32+1.06 5.23+0.98 0.15
HDL (mmol /1.) 1.31(1.14~1.55)  1.27(1.09~1.47)  <0.01

TG (mmol /L) .80(1.23 ~2.72)

—

1.85(1.22 ~2.61) 0.91
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Table 2. Risk factors synthesis of aortic valve sclerosis

benSAPS B OR 95% CI P

RN 0.463 1.589 1.374 ~1.838  <0.001
9 0.817 2.263 1.750 ~2.927  <0.001
BMI 10 -0.309 0.734 0.631 ~0.853  <0.001

HDL B -0.171 0. 843 0.637 ~1.115 0. 231
5 1L JE 0.259 1.296 0.986 ~1.704 0. 063
BE IR 0. 585 1.794 1.355~2.377  <0.001
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Table 3. Multivariate Logistic regression analysis of aortic

valve sclerosis

kb H % B OR 95% Cl P

RGN 0.410 1.507 1.291 ~1.760  <0.001
9 0. 680 1.974 1.268 ~3.074  0.003
BMI #1 -0.068  0.934 0.744 ~1.173  0.559

HDL B 0.034 1. 035 0.757 ~1.414 0. 831

5 1L JE 0.356 1.428 1.070 ~ 1. 905 0.015
B BRI 0.542 1.719 1.282 ~2.306  <0.001
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