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Abstract
The ACR Incidental Findings Committee presents recommendations for managing incidentally detected mediastinal and cardiovascular
ﬁndings found on CT. The Chest Subcommittee was composed of thoracic radiologists who developed the provided guidance. These
recommendations represent a combination of current published evidence and expert opinion and were ﬁnalized by informal iterative
consensus. The recommendations address the most commonly encountered mediastinal and cardiovascular incidental ﬁndings and are
not intended to be a comprehensive review of all incidental ﬁndings associated with these compartments. Our goal is to improve the
quality of care by providing guidance on how to manage incidentally detected thoracic ﬁndings.
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OVERVIEW OF THE ACR INCIDENTAL
FINDINGS PROJECT
The core objectives of the ACR Incidental Findings
Project are to (1) develop consensus on patient characteristics and imaging features that are required to characterize an incidental ﬁnding; (2) provide guidance to
manage such ﬁndings in ways that balance the risks and
beneﬁts to patients; (3) recommend reporting terms that
reﬂect the level of conﬁdence regarding a ﬁnding; and (4)
focus future research by proposing a generalizable management framework across practice settings.
THE CONSENSUS PROCESS: MANAGEMENT
OF MEDIASTINAL AND CARDIOVASCULAR
INCIDENTAL FINDINGS
The current article presents the ACR Incidental Findings
Committee (IFC)’s recommendations for the management of incidental mediastinal and cardiovascular ﬁndings detected on CT. The process of developing these
recommendations included naming an overall Chest
Subcommittee chair, who appointed subcommittee
members that are recognized experts in thoracic imaging.
The scope of incidental thoracic ﬁndings was recognized
to be large. Therefore, within the Chest Subcommittee,
further subgroups were named (here termed “System
Subcommittees”). This document addresses mediastinal
and cardiovascular ﬁndings. The membership of each
System Subcommittee is listed in the Appendix.
Each System Subcommittee was tasked to deﬁne
those incidental ﬁndings that were most important to
address and to develop corresponding recommendations.
Published evidence was used as the primary resource;
where evidence was not available, members invoked their
collective expertise. The recommendations underwent
further review by the chairs of all System Subcommittees,
the chair of the overall Chest Subcommittee, the chair of
the IFC, and the Body Commission chair. The revised
recommendations were then submitted to additional
ACR stakeholders to gain input and feedback. Consensus
was obtained iteratively after successive reviews and
revisions.
After completion of this process, the white papers
were ﬁnalized. The IFC’s consensus processes meet policy
standards of the ACR. However, they do not meet any
speciﬁc, formal national standards. The recommendations do not represent policy of the ACR Practice
Guidelines or the ACR Appropriateness Criteria. Our
consensus may be termed “guidance” and “recommendations” rather than “guidelines,” which has a more
formal deﬁnition [1].
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ELEMENTS OF THE FLOWCHARTS: COLOR
CODING
Some algorithms are depicted as ﬂowcharts. Within
each ﬂowchart, yellow boxes indicate using or acquiring
clinical data (eg, lesion size), green boxes describe recommendations for action (eg, follow-up imaging) and
red boxes indicate that workup or follow-up may be
terminated (eg, if the ﬁnding is presumed to be benign).
To minimize complexity, our guidance addresses
most—but not all—imaging appearances and clinical
scenarios. Radiologists should feel comfortable deviating
from the algorithm in circumstances that are not represented in the algorithm, based on the speciﬁc imaging
appearance of the ﬁnding in question and patient
characteristics—the algorithm content should be viewed
as recommendations and should not be considered as
“standard of care.”
INCLUSION AND EXCLUSION CRITERIA
Patients for whom our recommendations are applicable
include adults (18 years of age) who are asymptomatic
and who have been referred to imaging for a reason that is
unrelated to the detected incidental ﬁnding. The algorithm should not be applied if signs or symptoms that are
related to the ﬁnding are present. Radiologists’ discretion
should be used when considering patients with limited
life expectancy and substantial comorbidities.
MEDIASTINUM
We address two common mediastinal incidental ﬁndings:
lymph nodes and masses.
Lymph Nodes
Nature and Scope of the Problem. The prevalence of
incidental enlarged mediastinal lymph nodes on lung
cancer and coronary artery disease screening CT scans is
1.0% to 3% [2,3]. In 2008, Jacobs et al reviewed 11
screening studies and determined a 1% to 6%
prevalence of incidental mediastinal lymphadenopathy
[4].
Reporting Considerations. The following elements
should be considered when reporting an incidental
mediastinal lymph node detected on CT:
1. Size (short axis)
2. Texture or density (if enlarged)
3. Fluorine-18-2-ﬂuoro-2-deoxy-D-glucose (FDG) activity
if on PET/CT examination
Journal of the American College of Radiology
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Historically, mediastinal lymph nodes have been
considered abnormal when 10 mm in short axis. It is
known that in patients with metastatic disease, benign
nodes are smaller than malignant nodes [5,6]. However,
there is little literature regarding the clinical importance
of incidentally detected enlarged nodes. Depending on
size, texture, and distribution of the nodes, options
include reporting as probably benign needing no
follow-up, or indeterminate and recommending followup with CT, FDG PET/CT, or biopsy.
Possible etiologies of an incidentally detected enlarged
lymph node are numerous. If there are no symptoms,
then our ﬂowchart guiding management can be used
(Fig. 1). If there is a suspicion of lymphoma (eg, due to
classic “B” symptoms), then the ﬂowchart does not
apply. In young male subjects with incidental enlarged
mediastinal lymph nodes, in addition to lymphoma,
metastatic disease from undiagnosed seminoma and
nonseminomatous germ cell tumors are of primary
concern [7]. In these settings, FDG PET/CT imaging
is recommended.
Lymph nodes > 1 cm in short axis have been described
in association with numerous other (nonmalignant) diseases, including pneumonia and other thoracic infections,
congestive heart failure, granulomatous diseases such as
sarcoidosis, and diffuse lung diseases. Stigt et al evaluated
patients with incidental mediastinal lymphadenopathy and
demonstrated that the majority were due to benign etiologies [8]. In a study by Evison et al, lymph node size was
the strongest predictor of etiology, with 15 mm or less
always reactive (n ¼ 16) and pathologic when greater
than 25 mm (n ¼ 25) [9]. Enlarged (>2 cm) mediastinal
nodes have been described in association with various
phases of congestive heart failure [4-6] and numerous
interstitial lung diseases, including usual interstitial
pneumonia, nonspeciﬁc interstitial pneumonia, collagen
vascular disease, sarcoidosis, extrinsic allergic alveolitis,
respiratory bronchiolitis, cryptogenic organizing
pneumonia, and desquamative interstitial pneumonia
[10,11]. In interstitial lung disease, the prevalence and
extent of lymphadenopathy correlate with the severity of
the disease [10,11].
Other features of lymph nodes, such as shape, the
presence of a fatty hilum, and calciﬁcation, are also
important to consider. Most benign nodes have smooth
and well-deﬁned borders, show uniform and homogeneous attenuation, and demonstrate a central fatty hilum
[12]. The lack of such features, or the loss of them since
the previous examination, raises suspicion of a clinically
signiﬁcant condition. In the absence of a known

malignancy resulting in calciﬁcation or ossiﬁcation, such
as osteosarcoma, chondrosarcoma, papillary thyroid
cancer, mucinous tumors of the gastrointestinal and
genitourinary tracts, or previously treated lymphoma,
mineralization within lymph nodes is indicative of a
benign process such as granulomatous disease due to
infection or sarcoidosis.
The role of FDG PET/CT in the evaluation for malignancy of incidental mediastinal lymphadenopathy is
uncertain. For instance, in the study by Stigt et al, the
majority (25 of 29) of cases evaluated with FDG PET/CT
showed increased FDG uptake in the enlarged lymph nodes
[8]. False-positive results in oncology patients due to reactive lymphadenopathy in the setting of infectious and inﬂammatory disease processes are well documented [13,14].
One study of the prevalence of incidental ﬁndings on
CT pulmonary angiography outlined methods for followup of enlarged mediastinal lymph nodes [15]. In this study,
using criteria such as (1) greater than 1 cm in short-axis
diameter and not associated with parenchymal consolidation, (2) greater than 3 cm (largest diameter), or (3)
multiple enlarged mediastinal or hilar lymph nodes, 9% of
cases warranted follow-up. In general, when a concurrent
infectious or inﬂammatory disease process is evident, when
there is no known malignancy, and when lymph nodes
demonstrate other benign features, no further evaluation is
necessary. In the absence of such features, correlation with
clinical history and consultation with the referring health
care provider is recommended to evaluate the necessity
of further investigation. Although the role of FDG PET/
CT is uncertain in such scenarios, it may be considered
to assess the metabolic activity of such nodes before further
assessment with surgical or transbronchial tissue sampling
with endobronchial ultrasound. Likewise, a follow-up
CT may be beneﬁcial to assess stability and signiﬁcance.
Taking into consideration the limited literature, along
with the collective experience of the committee, it is the
consensus that incidentally detected lymph nodes <15
mm (in short axis) in patients with no other ﬁndings do
not require further evaluation.
Implications of Imaging and Clinical Features. Our
algorithm is shown in Figure 1. Common principles
include the following:
1. Short-axis size threshold of 15 mm guides the decision
process.
2. Pulmonary ﬁndings are important in determining
management of lymph nodes.
3. Clinical history can be a deciding factor in overall
management.
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Fig 1. Flowchart for evaluation of an incidentally detected mediastinal lymph node. (1) Short axis measurement is the standard.
May consider further action if numerous small lymph nodes are present. (2) Explainable disease such as emphysema, interstitial
lung disease, sarcoidosis, cardiac disease. (3) For unexplained causes, consider lymphoma, undiagnosed metastatic disease,
including testicular carcinoma in young male, and infection. (4) Clinical consultation with referring provider or specialist.

Mediastinal Masses
Nature and Scope of the Problem. Henschke et al
reported a prevalence of prevascular (or anterior mediastinal) masses of 0.4% in 9,263 high-risk smokers over the
age of 40 who were evaluated as part of the Early Lung
Cancer Action Project [16]; masses <3 cm in diameter
remained unchanged or decreased at follow-up CT.
More recently, Araki et al assessed the prevalence of
prevascular masses on chest CT performed as part of the
Framingham Heart Study [17]. Of 2,571 participants, 23
(0.9%) had a solitary prevascular mass; most
abnormalities were soft tissue in consistency, and a few
contained fat. However, in contrast to the Early Lung
Cancer Action Project study, six of eight masses <3 cm
demonstrated an increase in size by >20% over 5 to 7
years when compared with prior cardiac CT.
Reporting Considerations. The following elements
should be considered when reporting an incidental
mediastinal mass detected on CT:
1. Localization to a mediastinal compartment
2. Texture (including cystic versus solid)
3. Evaluation of edge contours (invasion or not)
An incidental mediastinal mass should be localized to
a mediastinal compartment, and features such as density,
internal components, enhancement, and behavior
(aggressive versus nonaggressive) should be assessed to
guide management. It is appropriate to utilize the wellknown compartment-based (anterior, middle, posterior)
1090

differential diagnosis of mediastinal masses. Here, we
address scenarios that commonly cause uncertainty in
management. The assessment of anterior and middle
masses varies depending on suspected pathology whereas
all posterior masses are followed with MRI because of the
high likelihood of a nerve origin.
Incidental lesions in the prevascular compartment
typically arise from the thyroid gland, the thymus gland, a
lymph node, or a benign neoplasm such as a teratoma.
Thyroid tissue and teratoma are generally easily diagnosed
[18]. A purely cystic lesion is most commonly a thymic
cyst. These are typically well-circumscribed, round or
oval or saccular, and homogeneous lesions near the
thymic bed. However, if they are higher density, MRI is
superior to CT in distinguishing cystic versus solid lesions, identifying cystic or necrotic components within
solid lesions, and identifying septations or soft tissue
components within cystic lesions [19,20]. A wellcircumscribed cystic lesion with thin or imperceptible
walls in one of the cardiophrenic angles can be conﬁdently diagnosed as a pericardial cyst [21].
A soft tissue mass conforming to the shape of the
thymic gland is typically thymic hyperplasia, especially in
a young patient [22]. It likely represents rebound
hyperplasia if there is a history of chemotherapy,
radiation therapy, or corticosteroids; stress, such as
burns or injuries; or disorders such as myasthenia
gravis, hyperthyroidism, collagen vascular diseases, or
AIDS. If the diagnosis is uncertain, chemical shift
(opposed-phase) MR imaging can be performed;
Journal of the American College of Radiology
Volume 15 n Number 8 n August 2018

follow-up CT in 3 months is considered a reasonable
alternative. Thymic hyperplasia and the normal thymus
demonstrate loss of signal on out-of-phase imaging due to
suppression of microscopic fat interspersed within a
nonneoplastic thymus; thymic malignancies and
lymphoma do not suppress on out-of-phase imaging [23].
A homogeneous or slightly heterogeneous prevascular
soft tissue mass in men and women >40 years
likely represents a thymoma, especially if combined
with symptoms of myasthenia gravis or another
paraneoplastic syndrome [24]. A large, heterogeneous
prevascular mediastinal lesion with local invasion,
lymphadenopathy, and pleural effusion is most
suspicious for an aggressive thymic epithelial neoplasm
such as thymic carcinoma or carcinoid [25].
A mildly enhancing lobular soft tissue mass or group of
lesions in the prevascular compartment on CT, especially
in the setting of lymph nodes in the neck, axilla, or elsewhere in the body, could represent lymphoma. Although
differentiating among lymphoma and other mediastinal
masses may be difﬁcult, the inﬁltrative nature of some
lymphomas enables differentiation from thymic and germ
cell neoplasms. Additionally, lymphoma frequently encases vascular structures and does not result in vascular
invasion. When these ﬁndings are present in young patients who present with classic “B” symptoms, lymphoma
can be reliably diagnosed with tissue sampling.
Implications of Imaging and Clinical Features. Our
algorithm is shown in Figure 2. Common principles
include:

1. Localization to a mediastinal compartment guides the
differential diagnosis.
2. Clinical history can be decisive in determining
management.

CARDIOVASCULAR
Here we address four common cardiovascular ﬁndings—
pericardial sac ﬁndings, aortic dilation, coronary artery
calciﬁcation (CAC), and pulmonary artery dilation—all
of which are common on thoracic CT [26-28].
Sverzellati et al reported that 50% of 286 CT
examinations performed for pulmonary ﬁbrosis,
suspected pulmonary embolism (PE), or lung cancer
staging had potentially signiﬁcant cardiovascular
ﬁndings [29]. Likewise, Choy et al reported that 61%
of consecutive routine chest CT examinations had
reportable cardiac ﬁndings [30].
Pericardial Sac Findings
Nature and Scope of the Problem. Pericardial ﬂuid is
common on CT and is known to be associated with many
diseases such as infection, malignancy, trauma, and
myocardial disease; it also is commonly seen postoperatively [31-35]. The presence of a large pericardial
effusion usually indicates signiﬁcant disease and
warrants reporting [34].
Reporting Considerations. The following elements
should be considered when reporting an incidental pericardial sac ﬁnding detected on CT:

1

Posterior
Compartment

Anterior or Middle
Compartment

MRI
2

No further
work-up

MRI or PET/CT 3

Fig 2. Flowchart for evaluation of an incidentally detected mediastinal mass. (1) Localization most important for the differential
diagnosis. (2) Consider benign, but may require resection if large and causing symptoms. (3) Modality depends on suspected
etiology or malignancy potential.
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habitus, there are no morphologic criteria to determine
a volume of 50 mL on CT; therefore, this evaluation is
subject to variation. Etiology of large volumes will
need clinical correlation.
2. Incidental pericardial cysts do not require follow-up
unless they are large and risk compression of adjacent structures.
3. Clinical history may explain a thickened pericardium,
precluding the need for further follow-up.

1. Fluid volume greater than estimated 50 mL
2. Size and texture of pericardial mass
3. Pericardium thickening
The pericardial sac normally contains between 15 and
30 mL of ﬂuid, which can be recognized as trace
amounts of ﬂuid, usually within the pericardial recesses
[36]. Up to 50 mL can be physiologic [37,38]. The
pericardium is normally seen as a 1- to 2-mm-thick
line between the mediastinal and epicardial fat layers.
The maximal thickness of the normal pericardium is
2 mm; a thickness of >3 to 4 mm is considered
abnormal [37]. Pericardial recesses are commonly seen;
it is important to not mistake them for lymphadenopathy [36].
Pericardial cysts are rare, occurring in 1 of 100,000
individuals, but are the most common benign pericardial
mass [39]. If of simple ﬂuid attenuation, they do not
require further evaluation. Evaluation may be
recommended if the cyst is higher in attenuation,
particularly if the patient has symptoms such as chest
pain. They may hemorrhage or be infected; MRI may
be useful to further characterize cyst contents and to
assess compression of normal structures.
Implications of Imaging and Clinical Features. Our
algorithm is shown in Figure 3. Common principles
include the following:

Thoracic Aortic Dilation and Aneurysm
Nature and Scope of the Problem. Although the
prevalence of thoracic aortic aneurysm is low,
overall aortic disease is incidentally detected on chest
CT in up to 3.4% of cases. In one report, 21 of 22
incidentally detected aortic ﬁndings were aneurysms,
with the other ﬁnding being a dissection [4].
Aneurysmal dilation (deﬁned later) is the most
likely abnormality to be seen, especially with
noncontrast CT. Without intravenous contrast, aortic
dissections and signiﬁcant ulcerations are usually
undetectable.
Reporting Considerations. The following elements
should be considered when reporting incidental aortic
dilation detected on CT:

1. Pericardial effusions are common and usually require
no further workup. Because of differences in body

1. Report and measure thoracic aortic aneurysms, based
on the below criteria.

Pericardial Abnormality

Cyst, HU > 10 or
Thickened pericardium or
Fluid (> 50 ml) or

Cyst, HU ≤ 10 1

No further
work-up

Explainable
disease 2

No explainable
disease 3

Further
management
depends on disease

Consider MRI or
Short-term CT
Follow-up

Fig 3. Algorithm for evaluation of an incidentally detected pericardial abnormality. (1) Considered benign, but may require
resection if large and impacts cardiac function. (2) Explainable disease such as autoimmune disease, prior radiation therapy, prior
infection, history of renal disease, medications. (3) For unexplained causes, consider pericarditis (acute/constrictive and infection), post-myocardial infarction, undiagnosed disease such as metabolic (hypothyroidism, uremic), autoimmune, sarcoidosis.
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2. Report anatomic location (ascending, descending).
Aortic diameter is inﬂuenced by gender, age,
and body surface area. Thoracic aortic size
was evaluated on electrocardiogram (ECG)-gated,
non-contrast-enhanced multi detector computed
tomography scans in 3,431 Framingham Heart Study
participants [40]. For men, average diameters were
34.1  3.9 mm for the ascending thoracic aorta and
25.8  3.0 mm for the descending thoracic aorta;
for women, average diameters were 31.9  3.5 mm
for the ascending thoracic aorta and 23.1  2.6 mm
for the descending thoracic aorta [40].
Aortic diameters greater than the upper limits of
normal (2 SD above the mean diameter as adjusted for
age, sex, and body surface area), but not meeting criteria
for aneurysm, may be considered ectatic or dilated. The
term aneurysm is reserved for diameters that are 150% of
normal, which is approximately 5.0 cm for the ascending
aorta and 4.0 cm for the descending aorta [41].
In general, aortic diameters of 5.5 cm or larger place
patients at high risk for rupture and should be considered
for intervention [42-44]. If connective tissue diseases such
as Marfan or Ehlers-Danlos disease is known, then a
diameter of 5 cm prompts consideration of prophylactic
aortic root replacement [45].
Implications of Imaging and Clinical Features.
1. In general, an aneurysm (150% of normal) is deﬁned
as approximately 5.0 cm for the ascending and 4.0 cm
for descending aorta.
2. Diameters between normal and aneurysm are considered dilated or ectatic.

Coronary Artery Calciﬁcation
Nature and Scope of the Problem. CAC was present on
53% of CT examinations performed for noncardiac indications in patients with no history of coronary artery
disease [46] in a study by Uretsky and Wolff. Woodring
and West reported 41% of patients over 40 years of age
had CAC on CT [47]. In a review by Johnson et al,
CAC was reported in only 24% of patients who
underwent CT angiography for pulmonary embolus [48].
Reporting Considerations. The following elements
should be considered when reporting an incidental CAC
detected on CT:
1. CAC should be reported when it is likely to affect
patient management.

2. CAC can be reported using either the Agatston scoring
system or the visual method of none, mild, moderate,
or heavy or severe.
CAC is a marker of atherosclerosis that correlates with
the extent of atherosclerotic plaque [49,50] and can be
used in predicting coronary heart disease risk [51].
CAC can be assessed quantitatively using a number of
techniques, including Agatston scoring and mass and
volume scores [52-54]. These techniques have been
developed using electron beam or multidetector CT,
using typical scan techniques that include prospective
ECG-gating, 2.5- to 3.0-mm slice thickness, and 120
kVp. In the 2010 American College of Cardiology
Foundation/American Heart Association Guideline for
Assessment of Cardiovascular Risk in Asymptomatic
Adults, a class IIA recommendation (beneﬁt >> risk,
additional studies with focused objectives needed)
stated that CAC measurement was reasonable for cardiovascular risk assessment in asymptomatic adults at
intermediate risk (10% to 20% 10-year risk) [55]. A class
IIB recommendation (beneﬁt > risk, additional studies
with broad objectives needed) stated that CAC
measurement may be reasonable for cardiovascular risk
assessment in persons at low to intermediate risk
(6%-10% 10-year risk).
The Society of Cardiovascular Computed Tomography and the Society of Thoracic Radiology issued
guidelines in 2016 for reporting CAC on non-contrastenhanced noncardiac chest CT examinations [56].
These guidelines recommend reporting CAC in all
patients irrespective of the scan indication or the
patient risk status.
Three scoring methodologies have been utilized for
reporting CAC scores on nongated noncontrast chest
CTs: Agatston scores [57-60], ordinal scores [57], and
visual analysis [57]. The Agatston score on nongated
chest CT has been shown to correlate well with gated
cardiac CT scores and similarly predicts mortality [58].
It also offers high interreader correlation but requires
additional software and time to evaluate. The manually
calculated ordinal score also correlates well with
mortality but is time-intensive to calculate. The fastest
method is visual assessment of CAC as either none,
mild, moderate, or heavy or severe [57], which has been
shown to correlate well with Agatston scores and with
mortality.
The radiology report may also include correlation of
CAC scores with coronary heart disease risk: Agatston
scores of 0, 1 to 100, 101 to 300, and >300 [61] and
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visual scores of none, mild, moderate, and heavy or severe
calciﬁcations correlate with very low, mildly increased,
moderately increased, and moderately to severely
increased risk, respectively [57].
Assessing the presence or absence of CAC on a chest
CT performed for reasons other than CAC scoring may be
valuable to the patient and referring physician, either for
reassurance that no CAC is present or to increase patient
awareness of coronary heart disease risk and stimulate
discussion of cardiac risk factors. We recommend that radiologists include CAC observations within diagnostic
reports of both gated and nongated CT scans, interpreting
CAC by the quantitative Agatston score approach or by the
qualitative, visual assessment as described previously.
Implications of Imaging and Clinical Features.
1. Reporting the presence or absence of CAC detected on
a CT can provide valuable information to the referring
clinician and patient.
2. CAC classiﬁed as heavy or severe should be further
evaluated.

Pulmonary Artery
Nature and Scope of the Problem. Pulmonary artery
hypertension (PAH) is a rare disease with a prevalence of
15 to 50 cases per million [62]. It has a higher incidence
in some populations such as HIV-infected patients, sickle
cell disease, and systemic sclerosis [63-65]. Idiopathic
PAH represents at least 40% of cases of PAH and is
most frequently diagnosed when advanced [66]. CT is
a surrogate marker for PAH [67], and therefore
recognition of pulmonary artery dilation by the
radiologist is important [68].
Reporting Considerations. The following elements
should be considered when reporting incidental pulmonary artery dilation detected on CT:
1. Diameter of the main pulmonary artery, if dilated
(based on the below criteria)
2. Location and distribution of pulmonary embolus or
emboli, if present
A main pulmonary artery 3.0 cm, or equal in diameter to the ascending aorta, should be reported as dilated
[69]. The diameter of the main pulmonary artery was
measured on ECG-gated noncontrast CT in a cohort of
3,171 individuals in the Framingham Heart Study, and the
90th percentile cutoff value was 29 mm in men and 27 mm
in women [69]. The 90th percentile cutoff value for the
1094

ratio of the diameter of the main pulmonary artery to the
ascending aorta at the same level was 0.91.
Dilation of the main pulmonary artery correlates with
increased pulmonary artery pressure. In a study of 298
patients with known pulmonary hypertension and 102
controls [70], applied thresholds of mean main pulmonary
artery diameter >29.5 mm and >31.5 mm and ratio of
main pulmonary artery diameter to ascending aorta
diameter >1.0 were found to have sensitivities of 71%,
52%, and 71% and speciﬁcities of 79%, 90%, and 75%,
respectively, for pulmonary hypertension. In advanced
ﬁbrotic lung disease, retractile forces on the mediastinum
may cause dilation of the main pulmonary artery [71].
Unsuspected acute PE has been reported in 0.6% to
4.0% of outpatients and 4% to 6.4% of inpatients on
routine contrast-enhanced chest CT [72-75]. Malignancy
is the most common predisposing factor, and prevalence is
highest among oncology patients [72-75]. The prevalence
of unsuspected chronic PE in patients on routine contrastenhanced CT is unknown; however, chronic thromboembolic disease resulting in pulmonary hypertension
occurs in <1% of patients who are followed after a
documented episode of PE [76]. Thrombosis in a
pulmonary artery stump postpneumonectomy can occur
in up to 12% of patients [77]. Although controversial,
anticoagulation is often not initiated unless there are
emboli to other sites [78,79].
Implications of Imaging and Clinical Features.
1. A main pulmonary artery 3.0 cm or more in
diameter, or equal in diameter to the ascending aorta,
should be reported as dilated.
2. An enlarged pulmonary artery may reﬂect primary
PAH or be secondary to chronic pulmonary embolus
or other pulmonary disease.

TAKE-HOME POINTS
-

-

-

Incidental mediastinal and cardiovascular ﬁndings
are frequently seen on thoracic CT.
This white paper provides guidance on the management of six common domains of incidental thoracic
ﬁndings: mediastinal lymph nodes; mediastinal
masses; pericardial sac abnormalities; thoracic aortic
dilation; CAC; and pulmonary artery dilation.
By providing recommendations for managing these
incidental mediastinal and cardiovascular ﬁndings,
our goal is to reduce reporting variability and
improve the quality of related imaging care.
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ADDITIONAL RESOURCES
Additional resources can be found online at: https://doi.
org/10.1016/j.jacr.2018.04.029.
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