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Abstract
Background—Mean maximum carotid intima-media thickness (CIMT) is associated with both
coronary artery disease and cerebral thromboembolism. Thoracic aortic calcification (TAC) detected
by computed tomography (CT) is also highly associated with vascular disease and cardiovascular
risk. No previous study has examined the relationship between CIMT and TAC in a large patient
cohort. We performed a cross-sectional study to determine whether, at baseline, there is a relationship
between CIMT and CT-determined TAC score.

Methods—In the Multi-Ethnic Study of Atherosclerosis, the study cohort included a population
based sample of four ethnic groups (Chinese, White, Hispanic and African-American) of 6814
women and men ages 45-84 years. After exclusion of 198 persons due to incomplete information,
we compared results of 6616 participants with both CIMT and TAC. TAC was measured from the
lower edge of the pulmonary artery bifurcation to the cardiac apex. CIMT at the common carotid
artery site was represented as the mean maximal CIMT of the right and left near and far walls,
respectively. Multivariable relative risk regression analysis was used to evaluate relationships
between TAC and CIMT.

Results—The prevalence of TAC was 28% (n=1846) and the mean maximum (±SD) CIMT was
0.87±0.19 mm. A higher prevalence of TAC was noted across increasing CIMT quartiles (1st: 12%,
2nd: 21%, 3rd: 30%, 4th: 49%, P<0.0001). One standard deviation increase in CIMT was associated
with a 16% higher likelihood for presence of TAC after adjusting for demographics and
cardiovascular disease (CVD) risk factors (95% CI: 1.12-1.26). In addition, individuals with CIMT
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in the highest quartile, as compared to those with CIMT in the first quartile, had a 76% higher
likelihood for presence of TAC (prevalence ratio [PR]: 1.76, 95% CI: 1.37-2.26). In race-ethnic
stratified analyses, similar associations were seen in all groups. Among those with TAC>0, a higher
CIMT was significantly associated with continuous TAC scores (log transformed) in the overall
population as well as among all ethnic-racial groups.

Conclusions—Our study demonstrates that TAC is associated with increasing severity of carotid
atherosclerotic burden as measured by CIMT. The combined utility of these two noninvasive
measures of subclinical atherosclerosis for CVD risk assessment needs to be determined in future
studies.

Keywords
Atherosclerosis; carotid IMT; aortic calcification; ethnic; cardiac CT

Introduction
Numerous studies have reported on the correlations between atherosclerosis in the coronary
and extra-coronary vascular beds.1,2 However, no previous study has examined the
relationship between extra-coronary calcification and carotid intima-media thickness (CIMT)
as measured by B-mode ultrasonography which has been widely used to evaluate
cardiovascular risk, and many studies have shown a close relationship between carotid
atherosclerosis and coronary artery calcification (CAC)3,4,5,6,7,8. Calcific aortic disease in
the thoracic aorta is common in the elderly, and population based prospective studies have
shown that patients with thoracic aortic calcification (TAC) have significantly higher
cardiovascular disease (CVD) events and stroke9,10,11,12. Allison et al in a moderate-sized
cohort using whole-body electron beam tomography (EBT) showed that the incidence and
progression of calcification in various vascular beds differed13. Aortic involvement rapidly
increased by age 60,6,14 while carotid involvement showed the slowest increases among the
various arterial beds. Moreover, studies evaluating coronary artery calcium (CAC) and CIMT
are only moderately correlated, with a stronger relationship of CVD events using CAC15,16,
17. Kallikazaros et al, using a small cohort of patients without a history of atherosclerotic CVD,
demonstrated that these individuals had a high prevalence of both aortic and carotid
plaques18. In the current study, we compared carotid atheroma and aortic calcification using
CIMT and TAC, respectively, in a multi-ethnic population.

Methods
The Multi-Ethnic Study of Atherosclerosis (MESA) was initiated in July 2000 to investigate
the prevalence, correlates and progression of subclinical cardiovascular disease in individuals
without known CVD19. This prospective cohort study includes 6,814 women and men ages
45-84 years old recruited from six U.S. communities (Baltimore, MD; Chicago, IL; Forsyth
County, NC; Los Angeles County, CA; northern Manhattan, NY; and St. Paul, MN). There
are 38% White (N=2624), 28% African American (N=1895), 22% Hispanic (N=1492), and
12% Chinese (N=803) individuals. All participants underwent both non-enhanced cardiac CT
for evaluation of CAC and carotid ultrasound. All participants provided written informed
consent. An ancillary study, supported by the National Institutes of Health, was performed to
measure aortic and valvular calcification on the CAC scans obtained for the MESA study. The
study was approved by the Institutional Review Board of all participating institutions. Of 6,814
participants, 198 were excluded due to incomplete CIMT (N=197) or TAC (N=1) data.

Baseline medical history, anthropometric measurements, and laboratory data for the present
study were taken from the first examination of the MESA cohort (July 2000 to August 2002).
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These self-administered questionnaires were available in English, Spanish, and Chinese.
Information about age, gender, ethnicity, and medical history were obtained by questionnaires.
Resting blood pressure was measured three times in the seated position, and the average of the
2nd and 3rd readings was recorded. Hypertension was defined as a systolic blood pressure ≥
140 mmHg, diastolic blood pressure ≥ 90 mmHg, or use of baseline blood pressure lowering
medication. Use of antihypertensive and other medications were based on clinic staff entry of
prescribed medications. Body mass index was calculated from the equation weight (kg)/ height
(m2). Total and high density lipoprotein (HDL-C) were measured from blood samples obtained
after a 12-hour fast. Low density lipoprotein (LDL-C) was estimated by the Friedewald
equation with triglycerides measured in fasting state18. Current smoking was defined as having
smoked a cigarette in the last 30 days.

Diabetes mellitus was defined as a fasting glucose ≥126 mg/dL or use of hypoglycemic
medications. C reactive protein (CRP) was measured using the BNII nephelometer (N High
Sensitivity CRP; Dade Behring Inc., Deerfield, IL) at the Laboratory for Clinical Biochemistry
Research (University of Vermont, Burlington, VT). Analytical intra-assay CVs ranged from
2.3 – 4.4% and inter-assay CVs ranged from 2.1 – 5.7%.

Thoracic aortic calcification assessment
All participants underwent two consecutive CT scans at baseline. Three sites used an Imatron
C-150XL CT scanner (GE-Imatron, San Francisco, CA), and three sites used a multidetector
CT scanner (four slice). The method has been reported previously20. Image slices were obtained
with the participant supine, with no couch angulation. A minimum of 35 contiguous images
with a 2.5- or 3-mm slice thickness was obtained, starting above the left main coronary artery
to the bottom of both ventricles. Each scan was obtained in a single breath hold. Section
thickness of 3 mm, field of view of 35 cm, and matrix of 512 × 512 were used to reconstruct
raw image data. The nominal section thickness was 3.0 mm for electron beam CT and 2.5 mm
for four-detector row CT. Spatial resolution can be described by the smallest volume element,
or voxel, for the protocol for each system: 1.15 mm3 for four-detector row CT (0.68 × 0.68 ×
2.50 mm) and 1.38 mm3 for electron beam CT (0.68 × 0.68 × 3.00 mm). Thoracic aortic wall
calcification (TAC) in the segment of the ascending and/or descending thoracic aorta adjacent
to the heart (imaged on every study of coronary calcium) was scored by using the same lesion
definition. The sum of all TAC was reported for each study. This region of the thoracic aorta
was included on the images of every study of coronary calcium and was quantified by using
the same lesion definition (threshold and minimum lesion size) as used for coronary
calcification.21 The absence of TAC was assigned a score of 0.

Carotid intima-media thickness assessment
In concordance with the consensus statement from the American Society of Echocardiography
Carotid Intima-Media Thickness Task Force, we used CIMT of the common carotid artery22.
Trained technicians in each field center performed B-mode ultrasonography of the right and
left near and far walls of the common carotid artery. They used the Logiq 700 ultrasound device
(General Electric Medical Systems, Waukesha, WI) to record images. An ultrasound reading
center (Department of Radiology, Tufts-New England Medical Center, Boston, Massachusetts)
measured maximal CIMT of the common carotid site as the mean of the maximum CIMT of
the near and far walls of the right and left sides.

Statistical Methods
CIMT was categorized into quartiles for analyses. TAC was dichotomized as present (Agatston
score > 0) or absent (Agatston score =0). Distributions of demographics and cardiovascular
risk factors were compared across these groups. A simple approach to separate the qualitative
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difference between absence and presence of TAC from the quantitative effect of TAC was
used. TAC was modeled as a dichotomous variable (TAC=0 versus TAC>0) and as a
continuous variable (Ln(TAC)) among those with detectable TAC. Because the prevalence of
TAC in our cohort is greater than 10%, odds ratios (ORs) overestimate the prevalence ratio
(PR). Therefore, PR estimates are presented from the regression model y=exp(XTβ). The
exponentiated parameters β are interpreted as relative risks. We assumed Gaussian error and
used robust standard error estimates. Among individuals with detectable TAC, the relation of
increasing CIMT and continuous TAC (log transformed), robust linear regression was
employed. Covariates entered into the regression model included demographics (age, gender,
race and site), cardiovascular risk factors (BMI, HDL, LDL, lipid lowering medication,
smoking, hypertension, diabetes mellitus, family history of heart attack and cholesterol
lowering medications) and a marker of inflammation (CRP) in a hierarchal fashion. Two-way
interactions between CIMT and race with TAC as the outcome were examined. Statistical
analyses were performed with STATA 10.0 for Windows (Stata Co, College Station, TX).

Results
Overall there were 6617 participants with completed CIMT measurements. TAC could not be
assessed in one participant due to the presence of an atherosclerotic aneurysm in the descending
thoracic aorta, yielding 6616 remaining participants (3129 men and 3478 women, mean age
61+/-10). The prevalence of TAC was 28% (n=1846). The mean maximum CIMT in the study
population was 0.87±0.19 mm.

Table 1 demonstrates the baseline characteristics of the cohort according to the ethnic groups.
Overall Hispanics were slightly younger among the 4 ethnic groups whereas no gender
differences were noted. As far as risk factors are concerned, Chinese were least likely to be
current smoker, hypertensive, had a lower LDL and BMI; whereas African Americans tend to
be have a higher BMI and hypertension. Diabetes was more prevalent among both African
Americans and Hispanics.

Figure 1 shows the relative prevalence of TAC in each race by CIMT quartiles. Only 12% of
individuals in the lowest quartile of CIMT had TAC compared to 49% among those with CIMT
in the highest quartile (p<0.0001). Similar trends were observed in all race-ethnic groups
(figure 1) with increasing CIMT. Over 70% of all MESA participants were free of TAC.

Table 2 demonstrates the baseline characteristics of the cohort according to the CIMT quartiles.
Participants with higher CIMT quartiles were more likely to be men, older, whites and have a
higher prevalence of traditional CVD risk factors (table 1). The distribution of CIMT quartiles
among each ethnic group was as follows (Whites: 27%, 24%, 25%, 24%; Chinese: 33%, 27%,
24%, 16%; African Americans: 18%, 23%, 27%, 32%; Hispanic: 27%, 28%, 23%, 22%; p
value for differences>0.0001). When the analyses was limited to those without any cholesterol
lowering medication no differences was seen in LDL levels (1st quartile: 108±32, 2nd quartile:
107±31, 3rd quartile: 105±29, 4th quartile: 107±29 mg/dl, p=0.65) as well as HDL levels (1st

quartile: 51±14, 2nd quartile: 51±15, 3rd quartile: 50±13, 4th quartile: 50±13 mg/dl, p=0.56)
across increasing CIMT quartiles.

Table 3 shows the multivariable adjusted relationship between the presence of TAC and
increasing CIMT levels. After adjustment for demographics (age, gender, race and site of
examination), one standard deviation increase in CIMT was associated with a 19% (PR 1.19,
95% CI: 1.16-1.22) higher likelihood for presence of TAC. The relationship remained robust
(PR: 1.16, 95% CI: 1.12-1.26) with further adjustment of CVD risk factors (model 2). In
addition, individuals with CIMT in the highest quartile as compared to those with CIMT in the
first quartile had a 76% higher likelihood for presence of TAC (PR: 1.76, 95% CI: 1.37-2.26).
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In race-ethnic stratified analyses, similar associations were seen in all groups. No statistical
interaction between CIMT and ethnicity was observed on either regression model for presence
of TAC (P=NS). As shown in table 4, among those with TAC>0, a higher CIMT was
significantly associated with continuous TAC scores (log transformed) in the overall
population as well as when assessed among all ethnic-racial groups. Similarly, no interaction
between higher CIMT and ethnicity was noted for increasing TAC scores among those with
detectable thoracic aorta calcification (p=NS).

Discussion
Our study demonstrates that a higher TAC is associated with presence and severity of CIMT
in all racial groups and this relationship persisted even after taking into account traditional
CVD risk factors. Given the increased ethnic diversity of the current US population, our
findings add to the current body of evidence about CIMT and its association with TAC.

Calcification in the blood vessels is part of a complicated atherosclerotic lesion and appears
later than atheroma. Aortic calcification has been demonstrated to be an actively regulated
process,23,24 representing aortic atherosclerosis. As for a relationship between carotid and
aortic atherosclerosis, Kallikazaros et al25 demonstrated a close relationship between atheroma,
of the carotid artery and the ascending aorta by using B-mode and transesophageal ultrasound.
Kardys et al,26 in the population-based Rotterdam study, demonstrated the gender differences
between CAC, CIMT, carotid plaque and aortic calcification in the abdominal aorta using
radiography. Carotid plaque and aortic calcification had the closest relationships. There were
minimal gender differences for relationships of CIMT and aortic calcification.21 Allison et
al6 demonstrated relationships among coronary and extra-coronary arterial calcifications by
CT. They showed similar prevalence of carotid calcification and TAC in men, while in women,
the prevalence of carotid calcification was significantly lower than TAC.

Measures of subclinical atherosclerosis are increasingly being proposed as a method to improve
risk stratification for CV events. Recently prospective studies such as MESA have
demonstrated that CIMT has predictive power for future CV events, independent of traditional
CVD risk factors, although less than CAC, while CIMT was a better predictor of stroke3. TAC
is easily detectable by non-enhanced CT, whether assessed during CAC scanning or non-
cardiac applications27. We previously demonstrated a strong relationship between CAC and
TAC28. The racial-ethnic distribution, in particular, was similar between these two
measures14,18. Eisen et al,7 in a prospective study, demonstrated that TAC had predictive power
for future CV events in patients with stable angina, independent of CAC. In the MESA cohort,
Budoff et al29 demonstrated that TAC was an independent predictor of future CV events. It
would be interesting to observe whether the relationship of future cardiac events associated
with TAC as well CIMT can be explained independently of each other, as well whether there
is a role for identification of atherosclerosis in specific vascular beds to establish the potential
role for multi-modality atherosclerotic imaging.

Our study findings need to be interpreted in light of the following limitations. As noted earlier,
the MESA sample may not be completely generalizable to the entire population, as individuals
participating tended to be healthier overall than the general population [13]. Also, overall only
12% of our cohort was Chinese, so these estimates are more variable than those for the other
race-ethnicities. In addition, the cross sectional nature of the study limits the inference whether
the probability of TAC development is higher with increased CIMT burden, and will need to
be evaluated in follow-up studies. An important limitation of our study is our measurement of
aortic calcium only in the ascending and descending aorta. Although higher prevalence of aortic
calcium have been reported in the abdominal aorta, where most aortic calcium is known to
occur. In addition as also noted by others.30 TAC is only one component of overall aortic
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calcium burden and does not include calcification in the aortic arch, abdominal aorta, or
prebifurcation aorta; findings regarding overall aortic calcium may differ from those in this
study. However an advantage of TAC is that it can be measured during a standard CAC scan,
without requiring additional scanning, and could reflect the presence and extent of overall
aortic calcium. The real utility of TAC will be proven if it is able to demonstrate added
prognostic value above and beyond CAC; further follow-up of the current study will be able
to shed light on this very important issue.

In summary, a strong association of CIMT and TAC was noted in our study of multiethnic
cohort of individuals free of known cardiovascular disease. This relationship was seen across
all ethnic groups. Participants with higher CIMT had a significant relative risk for the presence
of TAC. However, nearly half of patients with the highest CIMT level were free of TAC. Both
atherosclerotic measures are fairly independent of each other and therefore may both provide
complementary value for cardiovascular risk assessment.
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Figure 1. Prevalence of TAC According to Common CIMT Quartiles
* Mean Maximum CIMT

Takasu et al. Page 9

Atherosclerosis. Author manuscript; available in PMC 2011 March 1.

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript



N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

Takasu et al. Page 10

Ta
bl

e 
1

B
as

el
in

e 
C

ha
ra

ct
er

is
tic

s o
f S

tu
dy

 P
op

ul
at

io
n 

A
cr

os
s E

th
ni

c/
R

ac
ia

l G
ro

up
s

V
ar

ia
bl

e
W

hi
te

s
C

hi
ne

se
A

fr
ic

an
 A

m
er

ic
an

H
is

pa
ni

cs
P 

va
lu

e

A
ge

 (y
ea

rs
)

63
±1

0
62

±1
0

62
±1

0
61

±1
0

0.
00

12

G
en

de
r 

(m
al

es
)

48
%

49
%

45
%

48
%

0.
08

1

C
ur

re
nt

 sm
ok

er
11

%
6%

18
%

14
%

<0
.0

00
1

H
yp

er
te

ns
io

n
38

%
37

%
59

%
41

%
<0

.0
00

1

D
ia

be
te

s M
el

lit
us

7%
15

%
19

%
19

%
<0

.0
00

1

Fa
m

ily
 h

is
to

ry
 o

f h
ea

rt
 a

tta
ck

51
%

20
%

42
%

41
%

<0
.0

00
1

L
D

L
-C

 (m
g/

dl
)

11
7±

30
11

5±
28

11
7±

33
12

0±
33

<0
.0

00
1

H
D

L
-C

 (m
g/

dl
)

52
±1

6
50

±1
3

52
±1

5
47

±1
3

<0
.0

00
1

B
M

I k
g/

m
2

28
±5

24
±3

30
±6

29
±5

<0
.0

00
1

L
ip

id
 lo

w
er

in
g 

m
ed

s
17

%
15

%
16

%
14

%
0.

02
8

Atherosclerosis. Author manuscript; available in PMC 2011 March 1.



N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

Takasu et al. Page 11

Ta
bl

e 
2

B
as

el
in

e 
C

ha
ra

ct
er

is
tic

s o
f S

tu
dy

 P
op

ul
at

io
n 

A
cc

or
di

ng
 to

 In
cr

ea
si

ng
 C

IM
T

 L
ev

el
s

V
ar

ia
bl

e
1st

 Q
ua

rt
ile

 (≤
0.

73
5)

2nd
 Q

ua
rt

ile
 (0

.7
36

-0
.8

45
)

3rd
 Q

ua
rt

ile
 (0

.8
46

-0
.9

75
)

4th
 Q

ua
rt

ile
 (>

0.
97

5)
P 

va
lu

e

A
ge

 (y
ea

rs
)

56
±9

61
±1

0
64

±9
68

±9
<0

.0
00

1

G
en

de
r 

(m
al

es
)

40
%

44
%

49
%

55
%

<0
.0

00
1

R
ac

e

 
W

hi
te

s
41

%
37

%
39

%
38

%

 
C

hi
ne

se
16

%
13

%
11

%
8%

<0
.0

00
1

 
A

fr
ic

an
 A

m
er

ic
an

s
20

%
25

%
30

%
35

%

 
H

is
pa

ni
cs

23
%

25
%

20
%

19
%

C
ur

re
nt

 sm
ok

er
14

%
15

%
12

%
12

%
0.

02

H
T

N
26

%
39

%
50

%
63

%
<0

.0
00

1

D
M

10
%

11
%

13
%

22
%

<0
.0

00
1

Fa
m

ily
 h

is
to

ry
 o

f h
ea

rt
 a

tta
ck

39
%

43
%

44
%

45
%

<0
.0

00
1

L
D

L
-C

 (m
g/

dl
)

11
6±

30
11

7±
32

11
6±

31
12

1±
32

<0
.0

00
1

H
D

L
-C

 (m
g/

dl
)

53
±1

5
51

±1
5

51
±1

4
49

±1
45

<0
.0

00
1

B
M

I k
g/

m
2

27
±5

28
±5

29
±5

29
±5

<0
.0

00
1

L
ip

id
 lo

w
er

in
g 

m
ed

s
11

%
14

%
16

%
22

%
<0

.0
00

1

Atherosclerosis. Author manuscript; available in PMC 2011 March 1.



N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

Takasu et al. Page 12

Ta
bl

e 
3

Pr
ev

al
en

ce
 R

at
io

s (
95

%
 C

I)
 F

or
 P

re
se

nc
e 

of
 T

A
C

 w
ith

 In
cr

ea
si

ng
 B

ur
de

n 
of

 M
ea

n 
M

ax
im

um
 C

om
m

on
 In

tim
al

 M
ed

ia
l T

hi
ck

ne
ss

M
ea

n 
M

ax
im

um
 C

om
m

on
 C

ar
ot

id
 A

rt
er

y
Pe

r 
O

ne
 S

D
 (0

.1
9)

 In
cr

ea
se

1st
 Q

ua
rt

ile
 (≤

0.
73

5)
2nd

 Q
ua

rt
ile

 (0
.7

36
-0

.8
45

)
3rd

 Q
ua

rt
ile

 (0
.8

46
-0

.9
75

)
4th

 Q
ua

rt
ile

 (>
0.

97
5)

M
O

D
E

L
 1

To
ta

l
1.

19
 (1

.1
6-

1.
22

)
1 

(r
ef

)
1.

08
 (0

.8
5-

1.
37

)
1.

37
 (1

.1
0-

1.
70

)
2.

22
 (1

.8
0-

2.
75

)

C
au

ca
si

an
s

1.
21

 (1
.1

7-
1.

26
)

1 
(r

ef
)

0.
97

 (0
.6

8-
1.

39
)

1.
30

 (0
.9

4-
1.

79
)

2.
23

 (1
.6

0-
3.

08
)

C
hi

ne
se

1.
29

 (1
.1

8-
1.

41
)

1 
(r

ef
)

1.
03

 (0
.6

1-
1.

77
)

1.
42

 (1
.7

0-
5.

12
)

2.
98

 (1
.7

0-
5.

16
)

A
fr

ic
an

 A
m

er
ic

an
s

1.
15

 (1
.1

0-
1.

20
)

1 
(r

ef
)

1.
07

 (0
.6

1-
1.

91
)

1.
35

 (0
.7

9-
2.

30
)

2.
03

 (1
.2

1-
3.

43
)

H
is

pa
ni

cs
1.

19
 (1

.1
2-

1.
26

)
1 

(r
ef

)
1.

23
 (0

.7
7-

2.
00

)
1.

33
 (0

.8
2-

2.
15

)
1.

94
 (1

.2
0-

3.
15

)

M
O

D
E

L
 2

To
ta

l
1.

16
 (1

.1
3-

1.
19

)
1 

(r
ef

)
1.

02
 (0

.7
9-

1.
32

)
1.

19
 (0

.9
3-

1.
52

)
1.

76
 (1

.3
7-

2.
26

)

C
au

ca
si

an
s

1.
17

 (1
.1

2-
1.

22
)

1 
(r

ef
)

1.
07

 (0
.6

9-
1.

66
)

1.
23

 (0
.8

3-
1.

83
)

1.
83

 (1
.2

1-
2.

77
)

C
hi

ne
se

1.
28

 (1
.1

7-
1.

40
)

1 
(r

ef
)

0.
77

 (0
.4

3-
1.

38
)

0.
99

 (0
.5

4-
1.

83
)

2.
20

 (1
.1

5-
4.

20
)

A
fr

ic
an

 A
m

er
ic

an
s

1.
12

 (1
.0

6-
1.

17
)

1 
(r

ef
)

0.
89

 (0
.4

5-
1.

76
)

1.
19

 (0
.6

4-
2.

22
)

1.
71

 (1
.1

0-
1.

15
)

H
is

pa
ni

cs
1.

16
 (1

.0
9-

1.
25

)
1 

(r
ef

)
1.

25
 (0

.6
9-

2.
26

)
1.

20
 (0

.6
7-

2.
12

)
1.

59
 (0

.8
9-

2.
86

)

M
od

el
 1

: A
dj

us
te

d 
fo

r a
ge

, g
en

de
r, 

ra
ce

 a
nd

 si
te

M
od

el
 2

: A
dj

us
te

d 
fo

r a
ge

, g
en

de
r, 

ra
ce

, s
ite

, b
od

y 
m

as
s i

nd
ex

, L
D

L,
 H

D
L,

 h
yp

er
te

ns
io

n,
 sy

st
ol

ic
 b

lo
od

 p
re

ss
ur

e,
 d

ia
be

te
s m

el
lit

us
, c

ig
ar

et
te

 sm
ok

in
g,

 fa
m

ily
 h

is
to

ry
 o

f h
ea

rt 
at

ta
ck

, c
ho

le
st

er
ol

 lo
w

er
in

g
m

ed
ic

at
io

ns
, C

 R
ea

ct
iv

e 
Pr

ot
ei

n

* N
ot

e:
 R

ac
e 

no
t a

dj
us

te
d 

in
 e

th
ni

c 
sp

ec
ifi

c 
an

al
ys

es

Atherosclerosis. Author manuscript; available in PMC 2011 March 1.



N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

Takasu et al. Page 13

Table 4
Beta coefficients (95% CI) For Increasing TAC scores (TAC>0) with Increasing Burden of
Mean Maximum Common Intimal Medial Thickness

Mean Maximum Common Carotid Artery Per One SD (0.19) Increase MODEL 1 MODEL 2

MODEL 1

Total 0.09 (0.07-0.11) 0.08 (0.06-0.10)

Caucasians 0.08 (0.05-0.10) 0.06 (0.03-0.09)

Chinese 0.08 (0.06-0.96) 0.08 (0.02-0.15)

African Americans 0.11 (0.07-0.15) 0.08 (0.03-0.13)

Hispanics 0.11 (0.06-0.16) 0.09 (0.04-0.15)

Model 1: Adjusted for age, gender, race and site

Model 2: Adjusted for age, gender, race, site, body mass index, LDL, HDL, hypertension, systolic blood pressure, diabetes mellitus, cigarette smoking,
family history of heart attack, cholesterol lowering medications, C Reactive Protein

*
Note: Race not adjusted in ethnic specific analyses
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