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Abstract 
Introduction: Atherosclerotic cardiovascular disease is a dysmetabolic medi-
cal condition resulting in the #1 cause of morbidity and mortality in the United 
States. Coronary Artery Calcium (CAC) CT non-invasively identifies atheroscle-
rosis in asymptomatic individuals. This translational study tested the hypothe-
sis that clinically overt cardiovascular disease can be prevented in asympto-
matic individuals in a medical clinic. Methods: Two hundred and six asympto-
matic adults requested a CAC scan to identify subclinical heart disease. Indi-
viduals with a positive CAC score > 1 (n = 125) were prescribed targeted medical 
therapy to reverse their atherosclerosis. The goal was to achieve an LDL Cho-
lesterol (LDL-C) ≤ 60 mg/dl. One hundred and ten individuals reached this goal 
(67 male, 43 female) receiving 10 mg/d of rosuvastatin and 10 mg/d of ezetimibe 
plus a low cholesterol diet. Other fifteen individuals with positive CAC scores 
did not achieve this LDL-C goal. Results: In the group following medical ther-
apy and achieving an LDL-C ≤ 60 mg/dl, no cardiovascular events were observed 
during a maximum observation period of 5 years (mean observation time = 3.6 
years). Based on previously published CVD outcome data in individuals with 
similar CAC scores, 12.6 cardiovascular events were expected. Two of fifteen in-
dividuals with positive CAC scores not following medical therapy had a cardio-
vascular event. None of the 81 individuals with a zero score had a cardiovas-
cular event during follow-up. No adverse effects of therapy occurred. Con-
clusion: In a medical clinic, adult population with positive CAC scores and an 
LDL-C ≤ 60 mg/dl, targeted medical therapy prevented overt cardiovascular dis-
ease. These results should encourage other physicians to aggressively treat ath-
erosclerotic cardiovascular disease in their clinic populations. 
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1. Introduction 

Atherosclerotic Cardiovascular Disease (CVD) is a dysmetabolic disease and pre-
vention should be a primary focus for physicians. Not only is it the number one 
cause of morbidity and mortality in the United States, but it also has effective thera-
peutic options available. Both the widespread availability of the non-invasive Cor-
onary Artery Calcium (CAC) scan to identify asymptomatic CVD and the availabi- 
lity of inexpensive medications to lower LDL Cholesterol (LDL-C) offer the prom-
ise to greatly reduce the mortality and cost of CVD [1] [2]. However, the clinical ap-
plication of preventive therapies has not been demonstrated outside of the research 
setting. Under controlled conditions, research studies have demonstrated that the 
lower the plasma LDL-C, the fewer cardiovascular events are observed [3]. We per-
formed a translational clinical study to test the hypothesis that CVD could be pre-
vented in a medical clinic environment. 

Since 2015, our medical clinic has been treating self-referred asymptomatic pa-
tients with positive CAC scans in order to delay and/or reverse asymptomatic CVD 
[4]. Our recommended goal is to make all patients achieve an LDL Cholesterol 
(LDL-C) ≤ 60 mg/dl following specific medical therapy. This goal is readily achieva-
ble in patients with an initial LDL-C ≤ 150 mg/dl. This approach is a paradigm 
shift from treating atherosclerotic risk based solely on risk factors to that based 
on radiographically identifiable cardiac lesions. The patients in this retrospective 
observational study have been followed from approximately every four to six mon- 
ths to up to five years, in order to assess maintenance of the target of LDL-C ≤ 
60 mg/dl and any new onset of symptomatic CVD including angina, myocardial 
infarction, atherosclerotic strokes, heart failure, and CVD death or death from non- 
CVD causes. 

2. Methods 

Between 2015 and 2021, 206 healthy adults, ages 28 to 87 requested a CAC scan. 
They had heard or read about the benefits of the coronary artery calcium scan-
ning for predicting CVD from newspaper, television, lectures, social media or 
local radio broadcasts. Following the CAC scan, individuals with positive scans 
(Agatston scores > 1) were seen in the medical clinics at the University of New 
Mexico Health Science Center. All subjects in this report were followed for at 
least 12 months and had a lipid profile measured prior to being seen in the clin-
ic. After the first clinic visit, many also had a lipoprotein (a), a high sensitivity 
C-reactive protein, and a hemoglobin A1C measured. These plasma markers are 
additional risk factors for atherosclerosis [5] [6]. All subjects were asymptomatic 
at the time of their first clinic visit. Patients with diabetes, hypertension, or other 
medical conditions were treated for these conditions according to current na-
tional practice guidelines by their primary care provider. Patients with a ≤ 1 cal-
cium score were not followed-up further except to reschedule a repeat calcium 
scan in five years [7]. After the risks and benefits of treatment were discussed, 
individuals with a CAC scan score > 1 Agatston units were prescribed rosuvastatin 

https://doi.org/10.4236/wjcd.2022.121002


J. Giannini et al. 
 

 

DOI: 10.4236/wjcd.2022.121002 13 World Journal of Cardiovascular Diseases 
 

10 mg/d, ezetimibe 10 mg/d, and a low cholesterol diet (Figure 1). The low cho-
lesterol diet (< 200 mg of cholesterol/day) facilitates the pharmacological effects 
of ezetimibe in lowering LDL-C [8]. It is also easily incorporated into the aver-
age American diet. The treatment goal was to reduce the patient’s LDL-C to ≤60 
mg/dl [9]. Compliance with medication was monitored with periodic review of 
the patients’ medication refill requests and response to therapy. Follow-up visits 
including a lipid profile were scheduled every four to six months. This schedule 
was sometimes interrupted by the COVID-19 pandemic in which telemedicine 
visits were substituted for in-person clinic visits. All patients were encouraged to 
improve their lifestyle by getting more exercise, controlling their diabetes and 
hypertension, and to stop smoking. If the patients were on prescribed statins at 
the time of referral they were changed to rosuvastatin 10 mg/day plus ezetimibe 
10 mg/d. 

The decision not to treat individuals with a ≤ 1 CAC score was based on nu-
merous studies of healthy long-term outcomes in these individuals [10]. There is 
a direct correlation between the extent of coronary calcification and the burden 
of atherosclerotic plaque [11]. The expert consensus statement from the Society 
of Cardiovascular Computed Tomography emphasizes that patients with a zero 
CAC score may prefer to defer statin therapy and repeat the exam in four to five 
years [12]. 

In order to assess the success or failure of our approach to reducing cardiac events, 
we relied on studies that reported cardiovascular events based on CAC scores. The 
main advantage of this approach is that sufficient numbers of cardiovascular 

 

 
Abbreviations: CAC = coronary artery calcium scan; Rx = targeted medical treatment; 
CVD = cardiovascular; LDL-C = low density lipoprotein cholesterol. 

Figure 1. Disposition of 206 self-referred individuals following a coronary artery calcium 
scan. Three groups of adults were identified and followed for up to five years. 
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events can be observed in a short period of time because all patients with posi-
tive CAC scores are at imminent increased risk of a cardiovascular event. The 
predictive number of CVD events in our patient cohort with a positive CAC scan 
is based on three published population-based annual event rates in asymptomatic 
patients undergoing CAC testing [13] [14] [15]. In the population-based Rotter-
dam study of 1795 participants with a mean age of 71 years (range 62 to 85 years), 
CAC testing was performed and the individuals were followed for a mean of 3.3 
years [13]. The event rates for scores between 400 and 1000 and for scores > 1000 
(Table 1) were applied to the current study. The event rate for scores < 400 were 
not used because the scores from 0 - 100 in that study were arbitrarily grouped 
together, preventing the separation of individuals with a zero score. For scores be-
low 400, the CVD event data were obtained from the MESA population database 
[14]. This population-based study of 6603 individuals was followed for a median 
of 6.4 years. Their annualized CVD event rate was divided into individuals free 
of diabetes and metabolic syndrome, individuals with the metabolic syndrome, 
and individuals with diabetes. They divided their scores into zero, 1 to 99, 100 to 
399, and >400. Their event rate for individuals with a CAC score of > 400 was 2.6 
CVD events per year which is similar to the Rotterdam study of CAC scores > 400 
of 2.9 events per year [13]. In addition, if an individual patient had either diabetes 
or the metabolic syndrome, the estimated increased risk for a CVD event was based 
on the data of Malik [15]. We did not further adjust our rates based on other risk 
factors such as age, ethnicity, gender, etc. because the specific annualized increase 
(or decrease) could not be estimated from the published data when the individual 
risk factors were grouped together [15]. Based on the following factors, an expected 
occurrence of a cardiovascular event was calculated utilizing: 1) the CAC score; 
2) the duration of follow-up; 3) the presence or absence of diabetes (A1C > 6.5 
or diabetic medications); and 4) the presence or absence of the metabolic syn-
drome. 

Coronary Artery Calcium (CAC) scanning was assessed by chest CT using 3 
 

Table 1. Coronary artery calcium score with risk factor. 

 
CVD Risk Factor 

1 - 99 100 - 399 400 - 1000 >1000 

None 0.7% 1.7% 2.6% 5.2% 

Met Syndrome* 1.2% 2.4% 4.6% 9.2% 

Diabetes** 2.2% 2.9% 5.1% 10.2% 

*The metabolic syndrome was based on having at least three of the following characteris-
tics: 1) obesity (BMI > 30); 2) an HDL cholesterol < 40 mg/dL for men or < 50 mg/dL for 
women; 3) fasting triglycerides >150 mg/dL; 4) hypertension (systolic > 130 mmHg or 
diastolic > 80 mmHg or on hypertension treatment; or 5) diabetes (A1C > 6.5% or on di-
abetes medications). However, if a patient had both the metabolic syndrome and diabetes, 
the data were analyzed as having diabetes. **Diabetes was defined as an A1C > 6.5%, a 
fasting glucose > 125 mg/dl, or taking diabetic medications. This table was derived from 
data provided from references [13] [14] [15]. 
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mm increments of a cardiac-gated multi-detector CT Siemans Definition system 
(Siemans, Washington DC). A CT certified technologist scanned all participants 
over phantoms of known calcium concentration. At least two adjacent pixels with 
a density > 130 Hounsfield units were required to define a lesion. A radiologist 
read all computed tomography scans. A1C was measured by electrophoresis using 
a Tera 3 instrument (Sebia, Norcross, GA). Lipoprotein (a) was assayed by quantita-
tive nephelometry (Siemans BM2, Washington DC). HsCRP and lipid profiles were 
measured by nephelometric assay on a Siemans Dimension Vista (Siemans, Wash-
ington DC). LDL-C was calculated with the Freidewald equation [16]. If triglycerides 
were >400 mg/dl, a direct LDL-C assay was utilized on the Siemans Dimension 
Vista. Parametric and non-parametric statistics were used as appropriate. The 
distribution of calcium scores was skewed, and therefore, medians and ranges are 
reported for this variable. The significance level was set at alpha = 0.05. Calculations 
were done utilizing Social Statistics.com [17] and Good Calculators.com [18]. 

The University of New Mexico Institutional Review Board approved this study 
as a low risk, retrospective, observational study. As such, participant consent was 
not required. 

3. Results 

During the 5-year total observation period, 206 individuals requested a CAC 
scan. Of these individuals, 125 had a positive scan (Agatston score > 1) and 81 
had a negative scan (≤1 score) (Figure 2). The baseline demographics of these  

 

 
Abbreviations: CAC = coronary artery calcium scan; A1C = hemoglobin A1C; hsCRP = 
high sensitivity C reactive protein; Lp(a) = lipoprotein (a); LDL = low density lipoprotein. 

Figure 2. Treatment plan for individuals with a positive CAC scan. Monitoring cardio-
vascular risk factors in addition to lipids. Follow current risk factor guidelines to achieve 
risk factor goals. First clinic visit following the initial visit was 2 months following the 
start of therapy. Subsequently, visits were scheduled at four to six month intervals. 
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individuals are given in Table 2. Of note was the observation that significantly 
more females than males had a zero CAC score whereas just the opposite oc-
curred for individuals with a positive CAC score (p < 0.01). This may have been 
related, at least in part, to the significantly greater age in the positive CAC group 
compared with the zero CAC group (p < 0.01). Thus, the positive CAC group 
had a longer exposure to noxious atherosclerotic risk factors compared with the 
zero CAC group. In spite of these differences, there was no significant difference 
between the three groups for any of the individual lipid values in the routine li-
pid profiles (p > 0.05). Furthermore, no significant differences were observed in 
the medical history of the following atherogenic risk factors in any of the three 
groups—diabetes, hypertension, smoking, and inflammation as assessed by high 
sensitivity C-reactive protein. However, the prevalence of the metabolic syndrome  

 
Table 2. Baseline data for the individuals requesting a CAC scan. 

 
(a) >1 CAC score group 

achieving LDL-C < 60 mg/dl  
(N = 110) 

(b) >1 CAC score group 
not achieving LDL-C < 60 

mg/dl (N = 15) 

(c) ≤1 CAC score 
group (N = 81) 

Significance 

Gender 
43 female (39%) 
67 male (61%) 

4 female (27%) 
11 male (73%) 

56 female (69%) 
25 male (31%) 

P < 0.01 
P = 0.35 (a vs. b) 
P < 0.01 (a vs. c) 
P < 0.01 (b vs. c) 

*Median CAC score range ( ) 204 (5 - 3615) 31 (3 - 3614) 0 P < 0.01 

Mean follow-up (years) 3.5 ± 0.18 3.1 ± 0.5 3.8 ± 0.3 P = 0.72 

Age (years) 66.5 ± 0.85 61.5 ± 2.1 57.8 ± 1.2 

P < 0.01 
P = 0.08 (a vs. b) 
P < 0.01 (a vs. c) 
P = 0.27 (b vs. c) 

Total cholesterol mg/dl 187 ± 4.8 216 ± 11 ND P = 0.052 

HDL cholesterol mg/dl 54.8 ± 1.7 59.2 ± 4.6 ND P = 0.40 

Triglycerides mg/dl 130 ± 5.9 115.8 ± 27 ND P = 0.45 

LDL-C cholesterol mg/dl 113 ± 3.6 129 ± 11 ND P = 0.14 

BMI kg/m2 30.0 ± 0.7 27.1 ± 1.2 ND P = 0.17 

Diabetes 44% 22.2% ND P = 0.2 

Metabolic syndrome 35% 13% ND P < 0.01 

History of smoking (%) 28% 25% ND P = 0.8 

Hypertension (%) 71% 46% ND P = 0.08 

hsCRP mg/L 3.0 ± 0.6 2.6 ± 0.8 ND P = 0.9 

ND = no data. *The Agatston CAC score is calculated using a weighted value assigned to the highest density of calcification in a 
given coronary artery. The density is measured in Hounsfield units, and score of 1 for 130 - 199 HU, 2 for 200 - 299 HU, 3 for 300 
- 399 HU, and 4 for 400 HU and greater. This weighted score is then multiplied by the area (in square millimeters) of the coronary 
calcification. The calcium score of every calcification in each coronary artery for all of the tomographic slices is then summed up 
to give the total coronary artery calcium score (CAC score). See Table 1 for additional explanation of diabetes and metabolic syn-
drome. The statistically significant items have been highlighted. 
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was significantly greater for the group achieving an LDL-C of ≤60 mg/dl com-
pared with the group that did not achieve this low LDL-C level (p < 0.01). For 
the group with CAC scores of ≤1, no patients were prescribed medical therapy. 
No cardiovascular events occurred in this group during follow-up. 

In the group of 110 individuals who achieved an LDL-C ≤ 60 mg/dl, Table 3 
provides the changes in lipids and body mass index (BMI) that occurred by the 
patient’s last visit compared with the baseline visit. Following specific medical 
therapy described above, LDL-C was reduced from 113 mg/dl to 49 mg/dl, tri-
glycerides decreased from 130 mg/dl to 100 mg/dl and HDL-C remained unchanged 
at 55 mg/dl. In this group, the expected number of cardiovascular events was 12.6. 
However, no cardiovascular events occurred. Two individuals in the LDL-C ≤ 60 
mg/dl group died from non-cardiovascular causes, one in an automobile accident 
and one from Alzheimer’s disease. 

In the group with a positive CAC score that did not achieve an LDL-C ≤ 60 
mg/dl, two patients stopped medical therapy and subsequently each had a myo-
cardial infarction. One patient died and one patient recovered. This latter patient 
subsequently required stenting for an acute coronary syndrome. In this small group 
of 15 individuals, the expected number of CVD events was <1. 

4. Discussion 

This study demonstrates that asymptomatic individuals with a positive CAC score, 
when treated with specific medical therapy to reduce their LDL-C ≤ 60 mg/dl, do 
not experience overt cardiovascular disease events when followed for up to five 
years post-initiation of treatment. This is the first study (in a non-research set-
ting) demonstrating that specific medical therapy in asymptomatic patients with 
proven subclinical cardiovascular disease directly benefits from lowering LDL-C 
below current guidelines. This observation is consistent with current literature 
emphasizing that LDL-C is a primary risk factor for atherosclerotic cardiovascu-
lar disease and that there is no lower threshold for the benefit [19]. In addition, 
unstable atherosclerotic plaques become stable within 30 days of statin ther-
apy [20]. 

This study is unique in several ways. First, it is based upon a relatively unse-
lected (there were no exclusions) asymptomatic adult clinic population request-
ing a coronary artery calcium scan. Second, the study employed specific medical  

 
Table 3. Change in clinical parameters in the LDL-C ≤ 60 mg/dl group with Rx. 

Parameter Avg. Prior to Rx Avg. Post Rx Difference Significance 

Total-C mg/dl 187 ± 4.8 128 ± 3.1 −59 P < 0.01 

HDL-C mg/dl 54.8 ± 1.7 55.3 ± 1.7 +0.5 P = 0.43 

Triglycerides mg/dl 130 ± 5.9 100 ± 5.4 −30 P < 0.01 

LDL-C mg/dl 113 ± 3.6 49.0 ± 1.4 −64 P < 0.01 

BMI kg/m2 30.0 ± 0.71 29.0 ± 0.72 −1 P = 0.4 
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therapy to achieve an LDL-C ≤ 60 mg/dl by using a combination of two LDL-C 
lowering medications plus a low cholesterol diet. Third, recommended lipid-lo- 
wering treatment was based solely on a positive coronary artery calcium score ir-
respective of the presence or absence of other cardiovascular risk factors. Fourth, 
in contrast to previous primary prevention statin research trials [21] [22] [23], treat- 
ment was associated with no cardiovascular events in the ≤ 60 LDL-C treatment g- 
roup. It should be noted, however, that these statin trials did not use CAC testing 
to define asymptomatic CVD treatment. 

Previous clinical trials have shown the potential for lipid-lowering therapy to 
influence CVD outcomes. In a study of 6595 men with moderate hypercholes-
terolemia and no history of myocardial infarction, treatment with pravastatin sig-
nificantly reduced the incidence of myocardial infarction and death [21]. After an 
average follow-up of 5.2 years, in a study of 5608 men and 997 women with ave- 
rage total cholesterol and LDL-C levels and below-average HDL-C levels, lovas-
tatin reduced the risk for the first acute major coronary event defined as fatal or 
nonfatal myocardial infarction, unstable angina, or sudden cardiac death [22]. In 
a more recent study (Hope-3) in 12,705 individuals at intermediate CVD risk, 
rosuvastatin at 10 mg/day reduced CVD events from 4.8% to 3.7% [23]. As a po-
tential mechanism for these results, regression of atherosclerosis has been demon-
strated by several controlled clinical trials. The Asteroid Clinical Trial demonstrated 
that reduction of LDL-C levels below current guidelines when accompanied by 
an increase in HDL, can regress atherosclerosis in patients with coronary artery dis-
ease [24]. In a study comparing atorvastatin and rosuvastatin, both statins demon-
strated atherosclerosis regression when the LDL-C was reduced below 72 mg/dl [25]. 
These observations were further substantiated in a meta-analysis of 20 atherosclero-
sis regression trials with statins [26]. 

The decision to rely on the CAC score for treatment decisions and not on car-
diovascular risk factors using a pooled cohort equation (e.g., the Framingham Risk 
Score) is based on numerous studies supporting CAC as a superior test. CAC is a 
better predictor of 10-year ASCVD risk than the pooled cohort equations [13]. 
In a study of 4864 patients, CAC scoring was the strongest predictor of death 
[27]. These studies support a paradigm shift in CVD risk assessment from a risk 
factor-based approach to detection of subclinical atherosclerosis with CAC test-
ing [28]. Furthermore, a significant proportion of individuals with no risk factors 
may have a severe amount of coronary atherosclerosis and be at high risk for mor-
tality [28]. The pooled cohort equations have difficulty accurately assessing the du-
ration and intensity of risk factors [29] whereas CAC scoring represents the cu-
mulative insults of all CVD risk factors that injure the endothelium and promote 
atherosclerotic plaques for the life of the patient [11]. CAC is similarly predictive 
of ASCVD in patients on or off statins [15]. CAC strongly predicts the risk of 
ASCVD with the same magnitude of effect in all races, age groups, and both sexes 
[15]. CAC testing is both financially and clinically effective as a risk stratification 
tool [30]. Finally, CAC improves compliance with statin therapy and weight loss 
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motivation [31]. 
A positive coronary artery calcium score has limitations and is not always present 

in patients who experience acute coronary syndromes. In a study of patients 
with a history of acute myocardial infarction (n = 101) and unstable angina (n = 
17), patients with at least moderate angiographic disease had a positive CAC score 
(96%). In the majority of these patients with negative CAC, the acute coronary 
syndrome was considered to be caused by mechanisms other than atherosclero-
sis (4 patients) or by focal atherosclerotic plaque formation (3 patients). Signifi-
cant angiographic stenosis was observed in only 5 of 12 patients with negative 
CAC [32]. The reasons for a negative CAC (a zero score) in patients experienc-
ing a cardiovascular event include: 1) the deposition of calcium in arterial vessels 
is a late occurring phenomenon (i.e., after initial plaque formation); 2) vessel oc-
clusion can be caused by vasospasm; and 3) arterial obstruction by blood clot 
formation without plaque rupture can be secondary to endothelial dysfunction 
[33]. 

The current American Heart Association guidelines do not recommend treat-
ing asymptomatic patients to an LDL-C < 70 mg/dl unless they are considered 
“high risk” by one of the available risk calculators [34]. Although cardiac risk fac-
tors (e.g., smoking, hypertension, diabetes, and hyperlipidemia) increase the chances 
of a cardiovascular event, many CVD events occur in asymptomatic individuals 
with few risk factors. A coronary artery calcium scan provides an optimal, non-in- 
vasive approach to assessing the risk of a CVD event in most asymptomatic in-
dividuals. Its advantages include low cost, widespread availability, and minimal 
side effects. It has the potential for identifying the incidence of CVD in the general 
population (2) and has recently been recommended for being a preventative screen- 
ing test, similar to colonoscopy [35]. 

The goal used for the treatment of a positive CAC scan of an LDL-C less than 
60 mg/dl is based on several factors. First, it is achievable in the majority of pa-
tients. Ten mg/day of rosuvastatin will reduce basal cholesterol by approximately 
40% [36]. The addition of ezetimibe at 10 mg/d will reduce LDL-C another 20% 
[37]. Finally, the addition of a low cholesterol diet will further reduce LDL-C [8] 
[38]. Second, an LDL-C of 60 mg is safe and is similar to the LDL-C at birth [39]. 
No observed adverse effects have yet been observed with medication-induced 
very low LDL-C levels [40] [41]. Third, regression of atherosclerotic plaque in almost 
all individuals is anticipated since with an LDL-C < 78 mg/dl, the majority of sub-
jects with atherosclerosis regress their disease [24]. 

5. Study Limitations 

There are several strengths and weaknesses to this study. First, it is retrospective, 
observational in design and the patients were not randomized to different co-
horts. All patients were treated in a similar fashion if they had a positive coro-
nary artery calcium score. Not all patients were compliant with treatment [42] and 
therefore, not all obtained an LDL-C ≤ 60 mg/dl. However, these patients are sim-
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ilar to the type of patients that would be seen in a primary care setting. Second, 
the observation time may appear relatively short for the development of CVD 
but based on previously published data, there was ample time to observe signifi-
cant numbers of cardiovascular events [15]. Third, there is no “control” placebo- 
treated comparison group. The reason for this treatment decision is that it would 
be unethical not to offer treatment to all individuals with proven CVD. Fourth, 
the patients were all seen in a single health care medical clinic and our results 
may not be applicable to all clinics. However, none of the treatments were experi-
mental and all were within the capability of general physician providers. Fifth, the 
“expected” CVD event rate was obtained from previously published population- 
based studies. Our study’s population is similar but not identical to these other pub-
lished populations. However, all of these populations related their event rate to CAC 
scores. 

In summary, this study demonstrates that it is feasible to significantly reduce 
the incidence of CVD by first ordering a CAC scan in individuals who are con-
cerned with their CVD risk. Based on the CAC score, treatment of positive score 
individuals with rosuvastatin and ezetimibe plus a low cholesterol diet signifi-
cantly reduces their risk of a cardiovascular event. In addition, a low dose of rosu- 
vastatin and ezetimibe is acceptable and affordable therapy for most patients 
without incurring major adverse effects. Additional studies will be necessary to con-
firm our results and support the specific medical treatment of adults with positive 
CAC scans. 
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