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Abstract

Focal small bowel lesions present a diagnostic challenge
for both the radiologist and gastroenterologist. Both the
detection and characterization of small bowel masses
have greatly improved with the advent of multidetector
CT enterography (MD-CTE). As such, MD-CTE is
increasingly utilized in the workup of occult gastroin-
testinal bleeding. In this article, we review the spectrum
of focal small bowel masses with pathologic correlation.
Adenocarcinoma, the most common primary small bo-
wel malignancy, presents as a focal irregular mass
occasionally with circumferential extension leading to
obstruction. Small bowel carcinoid tumors most com-
monly arise in the ileum and are characterized by avid
enhancement and marked desmoplastic response of me-
tastatic lesions. Aneurysmal dilatation of small bowel is
pathognomonic for lymphoma and secondary findings of
lymphadenopathy and splenomegaly should be sought.
Benign small bowel masses such as leiomyoma and
adenoma may be responsible for occult gastrointestinal
bleeding. However, primary vascular lesions of the small
bowel remain the most common cause for occult small
bowel gastrointestinal bleeding. The arterial phase of
contrast obtained with CTE aids in recognition of the
vascular nature of these lesions. Systemic conditions such
as Peutz–Jeghers syndrome and Crohn’s disease may be
suggested by the presence of multiple small bowel lesions.
Lastly, potential pitfalls such as ingested material should
be considered when faced with focal small bowel masses.
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Review of current literature reveals few studies and
published data dedicated to the imaging of focal small
bowel lesions with multidetector computed tomography
enterography (MD-CTE). It is well accepted that tradi-
tional barium exams, endoscopy, and routine abdominal
and pelvic CT scans have a low yield for diagnosis of
focal enteric pathology.

The clinical presentation of focal small bowel lesions
varies widely. Patients may present with pain, obstruc-
tion, bleeding, anorexia, weight loss, perforation, or
jaundice [1]. The non-specific nature of these symptoms
and the lack of reliable clinical findings may result in a
significant delay in diagnosis [2].

MD-CTE is most commonly performed for evalua-
tion of new onset, recurrence, or complications of
Crohn’s disease and other enteric inflammatory pro-
cesses. Other indications include evaluation for infectious
enteritis, mesenteric ischemia, malignant or benign small
bowel neoplasms, and occult GI bleeding.

Capsule endoscopy is considered the preeminent
imaging modality for patients with suspected small bowel
blood masses, but the improved temporal resolution of
late-generation multidetector row CT scanners and im-
proved bolus tracking techniques enhance the radiologic
conspicuity of hyperenhancing small bowel lesions [3].
There is a paradigm shift in the evaluation of patients
with small bowel bleeding due to MD-CTE, capsule en-
doscopy (CE), and other endoscopic developments [4].
MD-CTE is increasingly being used for the identification
and determination of etiology of occult GI bleeding [5].

In this review, we present a variety of focal small
bowel lesions and their appearance on MD-CTE. Images
are correlated with gross and microscopic pictures when
applicable.
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Summary statement

In this article, we review the MD-CTE appearance of
focal small bowel lesions including neoplastic (both
malignant and benign masses), vascular lesions, and non-
neoplastic lesions with pathologic correlation and review
potential imaging pitfalls encountered on MD-CTE.
Table 1 summarizes some of the imaging and patholog-
ical features of focal small bowel lesions presented in this
review article.

Technique

MD-CTE utilizes negative oral contrast agent composed
of low density barium sulfate suspension, VoLumen�
(Bracco, Milan, Italy) which results in uniform low
attenuation distention of the small bowel lumen. Poly-
ethylene glycol (PEG) can also be used as a negative
enteric contrast. When combined with arterial phase
imaging after intravenous contrast administration, MD-
CTE allows for optimal detection of enhancing small
bowel lesions. At our institution, patients ingest a total of

Fig. 1. Duodenal adenocarcinoma in a 76-year-old male
who presented with epigastric pain, nausea, and vomiting
for 3 days. Axial image from CTE (A) shows focal circum-
ferential mass in the duodenum (arrow). There is shoul-
dering with significant narrowing of the lumen and dilatation
of the duodenum proximal to the mass. Sagittal image

(B) shows extension of the mass to adjacent mesenteric
lymph nodes (arrowhead). Hematoxylin and eosin pho-
tomicrograph 9200 magnification (C) shows a villous ade-
noma with high-grade dysplasia. Additional section reveals
invasive adenocarcinoma in the duodenal submucosa with
mucin production (D).

F. Sokhandon et al.: Multidetector CT enterography of focal small bowel lesions 1321



three 450 ml bottles of VoLumen spaced 15 min apart
with a glass of water just prior to the scan to distend the
stomach. A dose of 80–120 cc of intravenous contrast is
injected intravenously at a rate of 5 cc/s with a scan delay

of 50 s. Contrast dose is adjusted based on patient body
mass index and renal function. Images are obtained with
a slice thickness of 1 mm 9 0.5 mm with 1 mm 9 1 mm
reconstructions. Source images are routinely processed at

Fig. 2. Adenocarcinoma of the ileum in a 56-year-old male
who presented with SVC syndrome secondary to medi-
astinal metastasis. Coronal image from CTE (A) shows
focal moderately enhancing mass in the ileum (arrow).
Coronal fusion image from PET/CT (B) shows intense up-
take in the ileum corresponding to the small bowel mass

seen on CTE (arrow) and bulky mediastinal adenopathy
accounting for the patients presenting symptoms (arrow-
head). Endoscopic biopsy of the ileal mass revealed poorly
differentiated primary small bowel adenocarcinoma. Medi-
astinal biopsy was concordant with metastatic adenocarci-
noma from small bowel primary.

Fig. 3. Multifocal small bowel carcinoid tumor in a
59-year-old female with recurrent abdominal pain. Axial
image from CTE (A) shows polypoid arterially enhancing
mass protruding into the lumen of the ileum (arrow). Addi-

tional image (B) shows a segmental carpet lesion in an ileal
segment secondary to submucosal spread of carcinoid tu-
mor, an appearance which may mimic Crohn’s disease
(arrowhead).
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an independent three-dimensional workstation, where
coronal and oblique coronal maximum intensity projec-
tion (MIP) images are obtained. MIP images are useful
to detect enhancing lesions, although inspection of
source axial images is necessary to avoid potential pit-
falls. Multiphase CT enterography is especially useful to
assess suspected vascular small bowel lesions in patients
with obscure gastrointestinal bleeding and consists of a
delayed and an enteric phase. Enteric phase is typically
acquired 50 s after the injection of intravenous contrast
and the delayed phase at 85 s. However, given the added
radiation exposure, multiphase studies are not routinely
acquired at our institution.

Malignant neoplasms of small bowel

Adenocarcinoma

Adenocarcinoma is the most common primary malig-
nancy of the small bowel. More than half of primary
small bowel adenocarcinomas arise in the duodenum
followed by the jejunum and ileum [6]. A notable excep-
tion to this rule occurs in patients with Crohn’s disease in
which greater than 66% of cases arise from the ileum [7].
This is hypothesized to be secondary to chronic inflam-
mation in the terminal ileum. Other known risk factors
include celiac disease, Peutz–Jeghers syndrome, familial
polyposis syndromes, ileostomy, and duodenal or jejunal
bypass surgery [8]. The clinical presentation of small
bowel adenocarcinoma is non-specific with abdominal
pain being the most common presentation [6]. Obstruc-
tion due to adenocarcinoma occurs more often when the
primary site of malignancy is distal small bowel rather
than in the duodenum. Even less commonly, patients
may present with obscure GI bleeding and anemia.

The imaging features of small bowel adenocarcinoma
on MD-CTE include a short segment circumferential soft
tissue mass with abrupt overhanging edges resulting in
irregular luminal narrowing [9] (Fig. 1). This corre-
sponds to the fluoroscopic finding of the ‘‘apple-core’’
appearance. Adenocarcinoma may also present as a
polypoid mass which may act as a lead point for intus-
susception. A focal small bowel mass with moderate
heterogeneous enhancement, ulceration, and adjacent
lymphadenopathy should elevate concern for adenocar-
cinoma. Luminal narrowing with proximal dilatation
may also be encountered. When such a lesion is discov-
ered additional search for perivascular invasion, liver
and omental metastasis are warranted as these are
common sites of disease spread. Rarely, small bowel
adenocarcinoma has been the cause of Krukenberg tu-
mor of the ovary [10]. PET/CT is useful for staging as it
may detect unsuspected sites of metastasis which would
preclude surgical cure [11] (Fig. 2).

As in the colon, small bowel adenocarcinoma may
arise from adenomatous polyps [12]. Thus, small bowel
adenomas should be resected due to the risk of malignant
degeneration. Small bowel adenocarcinoma typically
presents after invasion of the lamina propria and bowel
wall. The degree of differentiation and histologic subset
has little prognostic implication. Prognosis is poor with
5-year survival rate of approximately 30% [12].

Carcinoid tumor

Carcinoid tumors are a group of neuroendocrine tumors
which most commonly affect the gastrointestinal system
[13]. They are the second most common type of primary
small bowel malignancy. After the appendix, the small
bowel is the most common location of carcinoid tumors

Fig. 4. Small primary small bowel carcinoid tumor in a
52-year-old female with abdominal pain and anemia. Axial
images from CTE (A) and (B) show a small 5 mm hyper-

vascular ileal polypoid mass (arrow). A small regional lymph
node is also present in the right lower quadrant (arrowhead in
B).
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Fig. 5. Malignant carcinoid tumor in a 53-year-old female with
abdominal pain and diarrhea. Oblique sagittal (A) and coronal
MIP (B) images from CTE show multiple enhancing small bowel
masses (arrows). In addition, there is a mesenteric mass with
stellate appearance tethering adjacent small bowel loops (ar-
rowhead). Coronal image from octreotide SPECT/CT (C) shows

uptake at the root of the small bowel mesentery corresponding
to the desmoplastic reaction on CTE. The primary small bowel
lesions do not show uptake on octreotide scan due to their small
size. Photomicrograph (9200 magnification; hematoxylin and
eosin stain) (D) shows nests of monotonous cellular proliferation
with round nuclei and submucosal infiltration.
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[14, 15]. Approximately, 90% of small bowel carcinoid
tumors arise in the ileum. This tumor incites a desmo-
plastic response which accounts for much of its imaging
appearance. The clinical presentation is non-specific with
abdominal pain being the most common. Carcinoid
syndrome (watery diarrhea, flushing, and endocardial
fibrosis) occurs only in a minority of patients and implies
disease spread to the liver. Carcinoid tumors of the
duodenum are most commonly gastrinomas which are
functional in one-third of cases [12].

MD-CTE shows a smoothly marginated, avidly
enhancing polypoid small bowel mass which may be
multiple in 15% to 35% of cases [12] (Fig. 3). Other
imaging patterns on MD-CTE include small submucosal
masses, large intraluminal ulcerating masses, and
enhancing carpet lesions which may mimic Crohn’s dis-
ease (Fig. 3b). Early arterial phase imaging and negative
intraluminal contrast make MD-CTE an optimal exam-
ination to detect primary tumors. The primary tumor is

typically smaller than 2 cm, and the high spatial resolu-
tion of MD-CTE is useful to detect primary lesions as
small as 5 mm (Fig. 4). However, it is the metastatic
disease which often dominates the imaging findings in
cases of carcinoid tumor. The classic appearance is that
of a calcified mesenteric mass with radiating bands
emanating from it, tethering adjacent bowel loops due to
desmoplastic response (Fig. 5). The incidence of metas-
tasis increases greatly for primary tumors larger than
1 cm [14]. Liver metastases show early arterial enhance-
ment which is optimally displayed on MD-CTE exami-
nations. Indium-111 octreotide, a somatostatin
analogue, can be used to detect the primary site of car-
cinoid tumor as well as distant metastasis [14] (Fig. 5e).

Carcinoid tumors are a well-differentiated neuroen-
docrine tumor arising from gastrointestinal submucosa
[12]. They are typically poorly circumscribed with infil-
tration to the submucosa; however, the overlying mucosa
is typically intact. They have usually deeply invaded the

Fig. 6. Primary small bowel lymphoma in a 47-year-old fe-
male with abdominal pain and vomiting for three months. Axial
image from CTE (A) shows an abnormal loop of small bowel
with irregular nodular wall thickening and aneurysmal dilata-
tion (arrow). Axial fusion image from PET/CT (B) shows FDG

activity localized to the small bowel wall (arrows). An FDG
avid lymph node is also present (arrowhead). Photomicro-
graph (9200 magnification; hematoxylin and eosin stain)
(C) shows extensive transmural involvement of low-grade
follicular lymphoma.
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bowel wall and mesentery by the time of discovery. These
tumors are associated with significant fibrosis, especially
when there is mesenteric nodal involvement. The dis-
tinction between benign and malignant carcinoid tumors
is based on the presence of metastasis as morphologic
features alone cannot make this distinction [12].

Lymphoma

The third most common small bowel malignancy, lym-
phoma, can arise primarily from small bowel or be a site
of secondary involvement [16, 17]. The stomach is the
most commonly affected portion of the gastrointestinal
tract followed by the small bowel. Given that the distal
ileum has the greatest amount of lymphoid tissue, it is no
surprise that it is the most commonly affected segment of
small bowel. Most cases involving the small bowel are
non-Hodgkin B-cell lymphoma. T-cell lymphoma has a

Fig. 7. Primary large B-cell lymphoma of small bowel in a
70-year-old female who presented to the emergency depart-
ment with weakness, fatigue, anemia, and hypercalcemia.
Axial image from CTE (A) shows a partially exophytic trans-
mural hyperenhancing mass arising from the wall of the distal
jejunum (arrow). No enlarged lymph nodes are present.
Photomicrograph (9200 magnification; hematoxylin and eo-
sin stain) (B) shows involvement of small bowel wall with large
B-cell lymphoma.

Fig. 8. Primary small bowel lymphoma in a 63-year-old male
with abnormal screening colonoscopy. Coronal image from
CTE (A) shows nodular and irregular wall thickening involving
the terminal ileum mimicking inflammatory bowel disease
(arrow). However, notice the lack of perienteric inflammatory
changes and engorgement of vasa recta typically seen in
active transmural Crohn’s disease. Photomicrograph (920
magnification; hematoxylin and eosin stain) (B) and BCL-2
immunostaining (9100 magnification) (C) show atypical lym-
phoid infiltrate with follicles and surrounding halo of histio-
cytes compatible with low-grade follicular lymphoma.
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high association with celiac disease and occurs most
commonly in the jejunum [18]. Other risk factors for
development of small bowel lymphoma include acquired

immunodeficiency syndrome, inflammatory bowel dis-
ease, immunosuppression after solid organ transplanta-
tion, systemic lupus erythematosus, and chemotherapy.
Epstein-Barr virus has a known association with Burkitt
lymphoma which commonly occurs in the ileocecal re-
gion in pediatric patients [19]. Patients were present with
non-specific symptoms such as abdominal pain, nausea,
vomiting, and anorexia.

MD-CTE may show an infiltrating circumferential
mildly enhancing small bowel mass with or without re-
gional lymphadenopathy. Bowel lumen may be narrowed
or enlarged; if lymphomatous cells invade the muscularis
propria and disrupt the autonomic nerve plexus, this
results in aneurysmal bowel dilatation (Fig. 6). Other
patterns of disease on MD-CTE include mucosal nodular
thickening and large exocentric mass with extension into
adjacent soft tissues (Fig. 7). Tumors may extend over a
long segment of bowel and may show ulceration and
perforation; resultant fistulous tracts and sterile ab-
scesses have been reported [19]. Involvement of the ter-
minal ileum may mimic Crohn’s disease, although lack of
active inflammatory changes may help to make the dis-
tinction (Fig. 8). Lymphoma may also present as a focal
mass acting as a lead point for intussusception; however,
obstruction is an uncommon feature of small bowel
lymphoma. Splenomegaly and lymphadenopathy in
other areas help prospectively raise the diagnosis of
lymphoma.

In Western countries, B-cell lymphoma of mucosa-
associated lymphoid tissue (MALT lymphoma) is the
most common subtype of primary small bowel lym-
phoma. T-cell lymphomas are much less common and
primarily occur in the setting of celiac disease [12].

Fig. 9. Hodgkin’s Lymphoma in a 65-year-old previously
healthy female with abdominal pain and weight loss. Coronal
MIP image from CTE (A) shows an enhancing mass which
was believed to be arising from the small bowel in an exo-
phytic manner (arrow). Photomicrograph (9200 magnifica-
tion; hematoxylin and eosin stain) (B) shows large atypical
cells with enlarged nucleoli and multinucleated ‘‘popcorn’’
cells consistent with nodular lymphocytic predominant
Hodgkin lymphoma in an enlarged lymph node. The initial
presentation of Hodgkin’s lymphoma with disease isolated
below the diaphragm in a middle-aged patient is quite unu-
sual.

Fig. 10. Hyperenhancing ileal GIST in a 47-year-old male
presenting with chronic abdominal pain and anemia. Axial
image from a CTE demonstrate an arterially hyperenhancing
exophytic mass (arrow) arising from an ileal loop in the right
lower quadrant.
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Hodgkin’s lymphoma of the small bowel is rare with few
case reports in the literature [20]. In fact, should patho-
logic evaluation yield Hodgkin’s lymphoma from a small
bowel biopsy specimen, a thorough search for involved
lymph nodes is recommended as isolated small bowel
Hodgkin’s lymphoma is exceedingly rare (Fig. 9).

Gastrointestinal Stromal Tumors

Gastrointestinal stromal tumor (GIST) is the most
common mesenchymal tumor of the gastrointestinal
tract. Most exhibit a mutated tyrosine kinase receptor
gene and in some capacity, are treated by tyrosine kinase
inhibitors. A relatively recently described entity, GISTs
tend to occur after the age of 40, but have also been
described in the pediatric population. Approximately,
5000 cases are diagnosed annually in the United States
[21], and the latest annual age-adjusted incidence is
estimated at 0.78 in 100,000, according to a recently
published study that analyzed data following the imple-
mentation of GIST-specific histology coding [22]. There
is an increased incidence of GIST in patients with neu-

bFig. 11. Small bowel Melanoma in a 26-year-old male pre-
senting with vague abdominal symptoms. Coronal image from
a CTE (A) demonstrates a small hyperenhancing lesion
associated with an ileal loop in the right lower quadrant (ar-
row). Photomicrograph (920 magnification; hematoxylin and
eosin stain) (B) demonstrates a high-grade malignant neo-
plasm involving the submucosa and muscularis propria.
Gross specimen (C) of small bowel with cross section of a 4.5
cm mass with central necrosis involving the submucosa and
muscularis propria. This lesion was presumed to represent a
primary small bowel melanoma, as no additional lesions were
identified elsewhere in the body, including the skin.

Fig. 12. Metastatic small bowel lesions in a 64-year-old
male with history of renal cell carcinoma and left nephrec-
tomy, presenting with GI bleeding. Coronal image from CTE
reveals a small relatively iso-attenuating lesion within a jejunal
loop in the left abdomen. Upon excision, this was found to
represent a metastatic focus of the patient’s primary renal cell
carcinoma.
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rofibromatosis type I, and along with paragangliomas
and pulmonary chondromas, GISTs are part of the
Carney’s triad. GISTs occur most commonly in the
stomach followed by small bowel, but can much less
commonly present at any location throughout the gas-
trointestinal tract, from the esophagus to the anus. They

can also rarely occur primarily within the liver, gall-
bladder, peritoneal cavity, or retroperitoneum [23]. Pa-
tients with GISTs most commonly present with non-
specific abdominal symptoms (pain and nausea). How-
ever, they can be found incidentally without accompa-
nying symptoms or exhibit a wide array of clinical
presentations, including bowel obstruction, intraluminal
GI bleeding (occult or frank) from mucosal ulceration,
or intraperitoneal bleeding secondary to rupture.

The appearance of small bowel GISTs can vary
greatly on MD-CTE, depending on the size and aggres-
siveness of the tumor. GISTs are often described as large,
hyperenhancing, and exophytic, though this is not always
the case (Fig. 10). They can exhibit hypo- or iso-en-
hancement and can be endoluminal in location as well.
They often have a heterogeneous appearance secondary
to necrosis or intra-tumoral hemorrhage. They can
ulcerate, cavitate, or fistulize with adjacent structures
[24]. GISTs can exhibit various combinations of the de-
scribed imaging findings and should be considered in the
differential diagnosis when encountering small bowel
lesions with any of these features. Metastatic lesions are
often present in the liver or peritoneal cavity [24]. MD-
CTE is useful in identifying smaller lesions that may be
obscured in collapsed or unopacified bowel loops. Fea-
tures such as the presence of metastases, local invasion,
and larger lesions often suggest a high-grade GIST and
predict poor outcome [25].

Similar to the imaging and clinical presentations,
GISTs exhibit a broad spectrum of microscopic charac-
teristics. There are three main subtypes that are widely
accepted: spindle cell type, which is the most common
(70%), epithelioid type, and mixed spindle cell and
epithelioid types. They can range from fairly hypocellu-
lar to densely cellular with high mitotic rates [23].

Melanoma

Primary intestinal melanoma is an extremely rare
malignancy to affect the small bowel. Far and away,
most melanomas occurring in the gastrointestinal tract
are metastatic lesions from a cutaneous primary, and the
small bowel is the most common location of gastroin-
testinal tract metastasis [26]. It has been postulated that
primary intestinal melanoma may arise from Schwan-

bFig. 13. Duodenal leiomyoma in a 45-year-old male with
upper GI bleeding. Sagittal image from CTE (A) demonstrates
a hypo-attenuating exophytic mass (arrow) arising from the
duodenum. Gross pathology specimen (B) reveals the duo-
denum with a well-circumscribed exophytic mass involving
the submucosa and muscularis propria. Note the ulceration
on the mucosal surface responsible for active hemorrhage.
Photomicrograph (920 magnification; hematoxylin and eosin
stain) (D) reveals a well-circumscribed lesion involving the
submucosa, comprised of uniform fibrous spindle cells.
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nian neuroblast cells of the intestine’s autonomic inner-
vations [27]; others believe that they arise from melano-
cytes which can be rarely found in non-cutaneous sites
such as the gastrointestinal tract [28]. Some authors be-
lieve that primary small bowel melanoma does not exist
as a separate entity and that such lesions are metastases

from either unidentifiable cutaneous lesions or cutaneous
lesions that have regressed [27]. Sachs and colleagues
proposed criteria for diagnosing primary small bowel
melanoma: (1) biopsy-proven melanoma from the small
intestine at a single focus, (2) no evidence of disease in
any other organ, including the skin (no evidence of re-
gressed melanoma lesion), eye, and lymph nodes outside
the regional drainage of the lesion in question, and (3)
disease-free survival of at least 12 months after diagnosis
[28].

Patients typically present with similar non-specific
signs and symptoms seen with any small bowel tumor,
including vague abdominal pain, nausea, vomiting, GI
bleeding, palpable mass, bowel obstruction, or intussus-
ception. Similarly, findings on imaging are non-specific.
It can present as a solitary enhancing small bowel lesion
(Fig. 11). MD-CTE can also aid in defining the mural
and transmural extent of disease, which is important for
surgical planning. Given that melanoma lesions typically
demonstrate increased FDG uptake, FDG-PET CT is
also helpful in identifying metastases to other regions of
the small bowel or regional lymph nodes [26]. The use of
FDG-PET can also reveal an occult cutaneous or
extraintestinal lesion that would likely be regarded as the
primary site of melanoma.

Histopathologic examination demonstrates a mela-
nocytic precursor lesion with melanoblastic cells or
melanosis in the intestinal mucosa. The lesion typically
demonstrates positivity to Melan A staining [27].

Metastases

Metastatic lesions are more common in the small bowel
than are primary tumors. The incidence and prevalence
vary with various malignancies. It has been reported that
up to 5% to 10% of patients with certain malignancies
such as breast cancer or melanoma will develop intestinal
metastases. They are characterized by means of spread,
including intraperitoneal seeding, hematogenous spread,
or direct invasion from adjacent organs or colon [29].

Metastatic lesions often exhibit similar findings and
characteristics on imaging, particularly MD-CTE, as the
primary tumor. Metastases can be solitary or multiple.
Intraperitoneal seeding, frequently occurring secondary
to primary mucinous tumors of the ovary, appendix, or
colon, usually appears on CT as multiple small, nodular
lesions along the small bowel serosa, mesentery and
omentum [8]. Common malignancies that spread
hematogenously to the small bowel include bronchogenic
carcinoma, breast carcinoma, malignant melanoma, and
renal cell carcinoma. MD-CTE may be necessary to
identify small lesions not easily identifiable on conven-
tional CT (Fig. 12). Local invasion from primary pan-
creatic, biliary, or colonic malignancies is also seen
involving the small bowel [8].

Fig. 14. Tubular adenoma in a 45-year-old male with scle-
roderma who presented with a GI bleed. Coronal image from
CTE (A) demonstrate an enhancing polypoid lesion within the
jejunum (arrow). Small bowel loops are dilated with hide-
bound appearance. Photomicrograph (920 magnification;
hematoxylin and eosin stain) (B) confirms tubular adenoma,
with more crowded, disorganized glands than the normal
underlying mucosa and the cells lining the glands of the
adenoma having hyperchromatic nuclei.
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Benign small bowel neoplasms

Leiomyoma

Leiomyomas comprise the majority of benign tumors of
the small bowel. While they are the most common mes-
enchymal tumors in the esophagus, they are less likely to
occur in the small bowel. The reported incidence is
approximately between 20% and 45%. These lesions may
appear anywhere throughout the ileum or jejunum,
demonstrating a slight predilection for the jejunum [30].
Leiomyomas are typically an incidental finding as pa-
tients are asymptomatic, though given that they can be
highly vascular and ulcerate, bleeding is the most fre-
quently reported symptom. Obstruction from intussus-
ception or intraluminal growth is the second most
common presentation among symptomatic patients [30,
31].

The imaging features of leiomyoma are not specific or
distinguishable from those of gastrointestinal stromal
tumor. They typically present as a solitary lesion and can
originate from subserosal, intramural, or submucosal
tissues. Within the small bowel, the majority appears as
polypoid or intramural masses [32]. MD-CTE findings of
a homogenous, round, smoothly marginated, contrast
enhancing mass in the absence of metastases or mesen-

teric changes, are compatible with benign leiomyomas
(Fig. 13).

Pathologically, they consist of well-differentiated
smooth muscle, appearing as perpendicular fascicles of
spindle cells with no evidence of mitosis, which is a
critical finding in ruling out a leiomyosarcoma [12, 31].

Adenoma

Adenomas are the second most common benign tumor of
the small bowel with a reported incidence of 15% to 20%.
Patients with familial adenomatous polyposis syndrome
have an increased risk of small bowel adenoma which
may be multiple. They are typically classified as tubular,
tubulovillous, and villous. Villous adenomas comprise
approximately 40% of small bowel adenomas, usually
appear as sessile and lobulated, have a predilection for
the duodenum, and carry the highest risk of malignant
transformation [31]. Patients with adenomas are usually
asymptomatic, only occasionally presenting with GI
bleeding or obstruction secondary to intussusception.
Patients with small bowel adenomas are at increased risk
for colorectal neoplasms warranting dedicated screening.
MD-CTE can identify these sessile and pedunculated
masses, but can also identify small mural-based nodules
in the mucosa, with most adenomas demonstrating
homogeneous enhancement (Fig. 14).

On pathologic evaluation, adenomatous epithelium
with pseudostratified enlarged hyperchromatic nuclei is
present; however, there must be no evidence of high-
grade dysplasia or lamina propria invasion, otherwise
malignant transformation is suspected [12].

Lipoma

Lipomas represent the third most common benign small
bowel tumor with a reported incidence of 8% to 20%.
The small bowel is the second most common location of
gastrointestinal lipomas, with colon being the most
common. Most small bowel lipomas are found in the
ileum, are solitary, and originate in the submucosal layer
with intraluminal projection as outward projection is
prevented by the muscularis propria. When lipomas are
multiple and subserosal, there is usually an association
with Crohn’s disease [33]. As with adenomas, lipomas are
usually an incidental finding as patients are asymp-
tomatic, though they may present with intermittent
obstruction from intussusception.

MD-CTE is often diagnostic as the attenuation of the
tumor will measure equal to fat, typically -80 to -120
Hounsfield units [33, 34]. If a solid, non-fat component is
identified, a liposarcoma should be considered; however,
ulceration overlying the lipoma can result in non-fat
density or stranding in the lesion. Lipomas can show
ulceration especially when larger than 2 cm. Pathologic
features generally include mature white adipose tissue
without atypia or mitotic figures.

Fig. 15. Multifocal jejunal angiodysplasia in a 65-year-old
male presenting with OGIB. Multiple punctate areas of avid
enhancement are seen on axial CTE image throughout a
segment of jejunum characteristic of angiodysplasia.
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Vascular Lesions of Small Bowel:

Vascular lesions are the most common lesions responsi-
ble for small bowel GI bleeding [4]. Occult gastroin-
testinal bleed (OGIB) accounts for 10% of all GI
bleeding [35]. Approximately, 5% of OGIB originate in
the small bowel for which vascular lesions account for
40% [36]. Many of the vascular lesions detected by en-
doscopy or multiphase MD-CTE are incidental and may
not be associated with bleeding [37]. Fewer than 10% of
angiodysplastic lesions are associated with bleeding [38].
Recurrent bleeding after endoscopic treatment is not
uncommon due to the presence of multiple lesions in up
to 50% of cases [39].

It was previously proposed that MD-CTE could not
detect superficial lesions, but only angiodysplasias and
AVMs could be diagnosed, whereas CE can detect
superficial lesions [40, 41]. However, a more recent study
demonstrated that MD-CTE has a sensitivity of 88% for
the detection of vascular lesions compared with 36% for
CE [42]. Even though capsule endoscopy is the initial
study of choice in many institutions, MD-CTE is a rea-
sonable alternative for first evaluation in some cases.

Small bowel vascular lesions associated with occult
gastrointestinal bleeding can be classified on the basis of
multiphase MD-CTE findings distinguishing each type of
lesion by a common morphology and enhancement
pattern [37]. Vascular lesions of the small bowel can be

Fig. 16. Multifocal angiodysplasia in a 55-year-old fe-
male with OGIB. Coronal image from CTE (A) shows a
focal small tuft-like avidly enhancing lesion (arrow). Mul-
tiple additional punctate foci of submucosal enhancement
ranging in size between 2 and 10 mm are also present

(not shown). Subsequent superior mesenteric artery
selective angiogram (B) obtained at the time of sclerosant
therapy shows active intraluminal contrast accumulation
(arrow) corresponding to the area of enhancement on
CTE.

Fig. 17. Jejunojejunal intussusception caused by a small
focal angiodysplasia as a lead point in a 69-year-old male with
abdominal pain. Coronal image from CTE reveals a small
angiodysplastic enhancing focus, at the tip of intussusceptum
lead point (arrow). Capsule endoscopy confirmed a single
small angiodysplastic vessel without bleeding in the region of
distal jejunum.
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classified into angioectasias/angiodysplasias, arterial,
and venous lesions.

Angiodysplasia

Angiodysplasia is also commonly referred to as
angioectasias. Angiodysplasia, the most common cause
of small bowel bleeding, is characterized by abnormally
dilated, tortuous, thin-walled vessels, involving small
capillaries, veins, and arteries [43]. These thin tortuous
vessels lacking an internal elastic layer most commonly

cause intermittent bleeding [36]. Boley suggested that
angioectasias are the result of a degenerative process
associated with aging, caused by chronic intermittent
low-grade obstruction to venules, capillaries, and arteries
of the mucosal vascular unit. Ultimately, pre-capillary
sphincters lose their competency, producing small arte-
riovenous communications [44]. Angiodysplasias are
visualized within the mucosal/submucosal layers of the
gut, are lined by endothelium with little or no smooth
muscle, and lack inflammatory or fibrotic changes. [45,
46] Angiodysplasia appears endoscopically as an
arborizing patchy erythematous 2-10 mm area that
bleeds easily with contact. The incidence of angiodys-
plasia peaks in the 8th to 9th decades of life and can be
multifocal in 40% to 75% of cases. They are associated
with end-stage renal disease and aortic stenosis and can
be found throughout the small bowel. Angiodysplasia is
reported 2.6% to 6.2% of patients incidentally, but in
50% of OGIB patients undergoing capsule endoscopy
[37].

Angiodysplasia is characterized by a tuft-like area of
enhancement best seen on enteric phase of intravenous
contrast, fading on delayed imaging [29]. On MD-CTE
angiodysplasia consists of focal punctate or discoid areas
of enhancement less than 5 mm in size or bulbous swel-
ling of the intramural vessels (Fig. 15). Uncommonly,
angiodysplasia manifests as a focal area of enhancement
with early draining vein during arterial phase as opposed
to a prominent artery with early draining vein as in

Fig. 18. Jejunal AVM in a 47-year-old patient with occult GI
bleed. Coronal MIP image from CTE (A) reveals an early
arterially enhancing vascular tuft (arrow) and an early draining
vein (arrowhead) during arterial phase characteristic of a
jejunal AVM. Video capsule endoscopy was positive sug-
gesting vascular lesion with active bleeding, and photomi-
crograph (920 magnification; hematoxylin and eosin stain)
revealed a submucosal AVM (B).

Fig. 19. Small bowel varices in a 57-year-old male with
history of sarcoidosis who presents with unintentional weight
loss, chills, and lymphadenopathy. Coronal MIP image from
CTE demonstrates multiple enhancing nodular varices
throughout the small bowel.
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AVMs [47]. When multiple small bowel AVMs are
encountered, the largest lesion is typically considered the
offending lesion responsible for gastrointestinal bleeding
(Fig. 16). Although small, foci of angiodysplasia may
serve as a lead point causing intussusception, a clinically
relevant abnormality in the absence of gastrointestinal
bleeding (Fig. 17).

Arterial lesions

Arterial lesions include arteriovenous fistulas/malfor-
mations (AVF/AVM) and less commonly Dieulafoy le-
sions. All arterial lesions enhance most brightly during

arterial phase and fade or become invisible on enteric
and delayed phases. Because these lesions are exposed to
high arterial pressure, there is a significant potential for
life-threatening bleeding. [37] AVMs are most common
in the colon but can rarely be seen in the jejunum
(10.5%), ileum (8.5%), and duodenum (2.3%) [4]. AVMs
are abnormal communications between artery and vein
[37]. Therefore, MD-CTE appearance shows an enlarged
feeding artery that is accompanied by an early draining
vein (Fig. 18). These are thought to be congenital in the
colon and spinal cord but could actually evolve from
angioectasias in small bowel [48].

Dieulafoy lesions are essentially normal vessels in an
abnormal location within the submucosa. They are non-
tapering submucosal arteries which can cause life-
threatening bleeding so are unlikely to present with
OGIB [49]. They can also be referred to as ‘‘caliber
persistent arteries.’’ The presence of a draining vein dis-
tinguishes AVM from Dieulafoy’s lesion [37]. The often
life-threatening Dieulafoy’s lesion is uncommon (2% to
3.5%) in the small bowel and common in the stomach
[50, 51]. A more recent study showed 16% occurring in
the small bowel, most in the duodenum [37].

Venous lesions

The most common venous lesions of small bowel are
venous angiomas and small bowel varices, with the
former being exceedingly rare (as in Klippel–Trenaunay
syndrome). Venous angiomas are pathologically
hamartomas lined by endothelial cells filled with blood
[52]. Venous lesions do not enhance on arterial phase,
and progressively enhance during enteric and delayed
phases in multiphasic MD-CTE. Examining arterial
phases does allow for the detection of phleboliths,
which are commonly present in venous lesions of the
small bowel. Small venous angiomas look like hepatic
hemangiomas with slow progressive globular enhance-
ment [37].

Unlike venous angiomas, small bowel varices are an
acquired pathology. In patients with prior history of
abdominal surgeries small bowel varices may form
within adhesion bands [53]. This warrants higher index
of suspicion for varices not only in patients with known
portal hypertension, but also in any post-abdominal
surgery patient. If multiphasic CT enterography is
performed, small bowel varices may be visible on the
enteric phase and become more intense on the delayed
phase with progressive filling of the mesenteric-systemic
venous collateral veins (Fig. 19). Small bowel varices
are more commonly seen in patients with portal
hypertension than in those with normal portal venous
pressure. In patients with reported small bowel varices,
17% are seen in jejunal or ileal, and 26% are seen in
peristomal locations [54]. A focused study in patients
with portal hypertension showed associated varices, in

Fig. 20. Small bowel polyps in a 27-year-old female with
Peutz–Jeghers syndrome presenting with abdominal pain.
Axial image from CTE (A) demonstrates a jejunojejunal
intussusception with a polypoid lesion as the leading point
(arrowhead). Multiple additional enhancing small bowel poly-
poid masses are also present (not shown). Photomicrograph
(920 magnification; hematoxylin and eosin stain) (B) demon-
strates crypts and villi of varying lengths divided by arborizing
muscle bundles compatible with a hamartomatous polyp.

1334 F. Sokhandon et al.: Multidetector CT enterography of focal small bowel lesions



duodenal, jejunal, ileal, and peristomal locations in
32.9%, 4%, 1.2% and 5.8% of patients, respectively [55].
In patients with portal hypertension who underwent CE
and/or ileocolonoscopy, small bowel varices were ob-
served in 8% to 21% [56, 57].

Fig. 21. Inflammatory polyps in a 60-year-old male with a
history of Crohn’s disease. Coronal image from CTE
(A) demonstrates multiple abnormal focal hyperenhancing
lesions (arrows) within the distal ileum with background bowel
mucosal enhancement suggestive of active disease. Pho-
tomicrograph (920 magnification; hematoxylin and eosin
stain) (B) reveals crypt architectural distortion, full thickness
inflammatory infiltrate with prominent lymphoid aggregates,
small granuloma, and cryptitis seen within an inflammatory
polyp.

Fig. 22. Inflammatory polyp in a 54-year-old patient with
known history of Crohn’s Disease. Axial image CTE image
demonstrates a polypoid, pedunculated hyperenhancing
mass arising within the rectosigmoid junction (arrow). Note
the hyperenhancing background mucosa, representing active
disease.

Fig. 23. Pseudopolyps in a 27-year-old male with a history
of Crohn’s disease. Sagittal oblique image from CTE
demonstrates focally thickened and irregular jejunal folds
(arrowhead), known as pseudopolyps of Crohn’s disease.
Additionally, pseudosacculation of the proximal and distal
segments (arrows) is also shown.
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Other focal lesions of small bowel

Peutz–Jeghers syndrome

Peutz–Jeghers syndrome (PJS) is an autosomal dominant
condition, linked to a mutation of the STK11 gene, and
is characterized by gastrointestinal hamartomatous
polyps and mucocutaneous pigmentation, particularly
the vermilion border of the lips. PJS is a rare entity with
a reported incidence between 1 in 50,000 to 1 in 200,000
live births [58]. Hamartomatous polyps may be found
throughout the gastrointestinal tract but are most com-
monly present in the small bowel (60% to 90%) and colon
(50% to 64%). The most frequent locations, in order of
prevalence, are the jejunum, ileum, duodenum, colon,
and stomach. The polyps may result in gastrointestinal
hemorrhage as well as abdominal pain secondary to
intussusception, obstruction, or infarction [59]. Addi-

tionally, extraintestinal polyps may be found in the
gallbladder, bronchi, bladder, and ureter. [60] The
mucocutaneous pigmented lesions are present in
approximately 95% of individuals with PJS. These le-
sions most commonly arise in infancy and typically occur
in the regions of the mouth, fingers and toes, nostrils,
and volar aspects of the hands and feet and may regress
after puberty; however, the lesions tend to persist in the
buccal mucosa. PJS may be diagnosed clinically when
any number of Peutz–Jeghers (PJ) hamartomas are pre-
sent plus at least two of the following three signs: family
history of PJS, polyposis of the small bowel, or muco-
cutaneous lentiginosis [58].

Imaging surveillance in PJS is recommended to ob-
serve for potential malignant transformation of these
polyps and mechanical complications [61]. There is,
however, no consensus as to the frequency of surveillance
imaging, the age of commencement of imaging, nor
which organs should be monitored. MD-CTE will typi-
cally demonstrate numerous polyps within the small
bowel and colon and occasionally the stomach (Fig. 20).
While the imaging appearance of the individual hamar-
tomatous polyps is often non-specific, the multiplicity
and location of the polyps may clue the radiologist into
the diagnosis. The jejunum and ileum are the most fre-
quently involved and the polyps tend to occur in clusters
rather than carpeting the bowel [59, 62]. The individual
polyps typically vary in shape and size and may be
pedunculated or sessile. Larger lesions may demonstrate
a lobulated surface [62].

The detection of multiple polyps within the stomach,
small bowel, and colon is not limited to PJS. Alternative
polyposis syndromes including juvenile polyposis,
familial adenomatous polyposis, Cowden syndrome, and
Cronkhite–Canada syndrome must be excluded. In most
cases, the clinical presentation of the patient will suggest
the diagnosis of PJS; however, histologic examination of
the polyps is necessary for definitive diagnosis.

Intraluminal polyps may result in intussusception of
the small bowel. Since the intussusception is often not
associated with significant bowel obstruction, the radio-
logic appearance can be subtle. A bowel-within-bowel
pattern may result, demonstrating a target-like or sau-
sage-shaped mass depending on the orientation of the
intussusception.

The characteristic pathologic features of PJ polyps
include a frond-like elongated epithelial component with
cystic gland dilatation extending to the submucosa or
muscularis propria with arborising smooth muscle
extending into polyp fronds [63].

Crohn’s related polypoid lesions

There are a variety of polypoid manifestations of
Crohn’s disease including inflammatory polyps, post-in-
flammatory polyps, and pseudopolyps. While these le-

Fig. 24. Post-inflammatory polyp in a 58-year-old male with
a known history of Crohn’s disease, currently without symp-
toms. Axial image from CTE (A) demonstrates a 1.1 cm focal
enhancing nodule (arrow) within the terminal ileum without
radiologic evidence to suggest active disease. Photomicro-
graph (9100 magnification; hematoxylin and eosin stain)
(B) reveals chronic active enteritis with focal granulation tis-
sue formation, consistent with post-inflammatory polyp.
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sions may incite confusion upon the radiologist, there are
discriminating factors which may aid in differentiating
these pathologies [64].

In active Crohn’s disease, inflammatory polyps and
pseudopolyps often coexist. An inflammatory polyp is
produced when an inflammatory infiltrate, edema, or
granulation tissue involves a focal area of mucosa/sub-
mucosa within the bowel. This focal area projects above
the level of surrounding mucosa and is therefore a true
polyp. Pseudopolyps arise in the setting of linear ulcer-
ations that typically crisscross in transverse and longi-
tudinal directions. When extensive ulcerations are
present with only scattered foci of normal intervening
mucosa, the ulcerated areas may have the appearance of
the mucosa, while the true mucosal foci appear as filing
defects or polyps. In Crohn’s disease, this appearance is
known as ‘‘cobblestoning.’’

Post-inflammatory polyps arise as a result of the
healing process of the extensive ulcerations created dur-
ing active Crohn’s inflammation. Epithelium regenerates
along the undersurface of the remaining foci of normal
mucosa as well as along the base of the ulcerated regions,
resulting in fingerlike projections of submucosa sur-
rounded by mucosa. Given the typical long and thin
geometry of these lesions, they are often referred to as
filiform polyps.

Although inflammatory polyps, pseudopolyps, and
post-inflammatory polyps may be seen on multiple
imaging modalities, these lesions are often identified on
MD-CTE as this imaging modality is frequently utilized
for inflammatory bowel disease. Determining whether
active inflammation is present, is of critical importance in
discriminating between these lesions as inflammatory
polyps and pseudopolyps are seen in active Crohn’s,
whereas post-inflammatory polyps are not.

Inflammatory polyps are seen during active Crohn’s
and are usually present in a region of bowel with sec-
ondary signs of active inflammation including mucosal
hyperenhancement and mural stratification. These
polyps typically appear as hyperenhancing lesions and
are most often located within the ileum (Figs. 21 and 22).
In contradistinction to pseudopolyps, these lesions are
more often solitary or focal.

Pseudopolyps, or cobblestoning, is seen in active
Crohn’s and may produce the radiographic appearance
of an area matted with multiple filling defects, similar to
the intestinal polyposis syndromes (Fig. 23). Secondary
inflammation and edema extending into the extrain-
testinal space are suggestive of this diagnosis.

bFig. 25. Ectopic pancreas in a 52-year-old male with anemia
and suspected gastrointestinal bleed. Oblique sagittal image
from CTE (A) demonstrate a hyperenhancing lesion within the
jejunum. Gross specimen (B) demonstrates a polypoid mass
within the jejunum. Photomicrograph (920 magnification;
hematoxylin and eosin stain) (C) demonstrates normal pan-
creatic tissue with mixed pancreatic acini and ducts confirm-
ing diagnosis of ectopic pancreas.
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Post-inflammatory polyps, or filiform polyps, most
often appear as thin filling defects within the lumen of
the bowel and tend to be multiple in nature (Fig. 24).

There may be luminal narrowing, but there is usually no
evidence of acute inflammatory disease. Thus, post-in-
flammatory polyps do not typically demonstrate associ-
ated mural edema or hyperemia [65].

Inflammatory polyps, as the name indicates, typically
demonstrate a full thickness inflammatory infiltrate with
prominent lymphoid aggregates and granulomas at his-
tology. Post-inflammatory polyps often demonstrate a
fingerlike geometry with evidence of focal granulation
tissue formation without active inflammation.

Ectopic pancreas

Ectopic pancreas, also commonly referred to as hetero-
topic or aberrant pancreas, is a focus of pancreatic tissue
discrete from and lacking anatomic and vascular conti-
nuity with the main body of the pancreatic gland. The
incidence of ectopic pancreas in autopsy studies is
approximately 0.6% to 15%, while the clinical incidence
is 1 in 500 laparotomies [66].

While most often discovered incidentally at surgery or
autopsy, some patients may develop pancreatitis, pseu-
docysts, pancreatic cancer, and insulinoma, presenting
with abdominal pain, gastrointestinal bleeding, and
obstruction [67].

Ectopic pancreas may present on imaging as a sub-
mucosal lesion within the stomach or duodenum. Given
that GISTs comprise approximately 90% of gastric sub-
mucosal tumors, ectopic pancreas may frequently be
mistaken for a submucosal GIST or leiomyoma on
imaging studies or at endoscopic examination.

While ectopic pancreas may be seen anywhere within
the gastrointestinal tract, it is most commonly present
within the duodenum (28%), stomach (26%), and proxi-
mal jejunum (16%) (Fig. 25) [68–70]. Ectopic pancreas

Fig. 27. MD-CTE in a 55-year-old patient with occult GI
bleed. Axial arterial phase image from CTE (A) suggest
a focal hyperenhancing lesion in a non-distended seg-

ment of ilium which resolves in delayed images as
shown on axial venous phase image (B) consistent with
peristalsis.

Fig. 26. MD-CTE in a 65-year-old with occult GI bleed.
Sagittal MIP image from CTE shows oval-shaped hyperdense
intraluminal abnormalities (arrows) mimicking polypoid le-
sions. The hyperdense foci appear to be separate from the
mucosa and represent ingested pills.
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has also been reported within jejunal and ileal divertic-
ula, Meckel’s diverticula, gallbladder and bile ducts,
fallopian tubes, and the umbilicus.

Kim et al described several radiologic findings of
which may help to differentiate ectopic pancreas from
GISTs and leiomyomas [71]. First, ectopic pancreas is
more likely to demonstrate prominent enhancement of
the overlying mucosa which is likely related to the re-
peated inflammatory changes associated with the lesion.
As far as location, ectopic pancreas is more likely to
occur within the gastric antrum or duodenum, whereas
GISTs are more commonly seen in the gastric body or
fundus. A long-axis:short-axis diameter ratio greater
than 1.4 was found to be statistically significant in dis-
tinguishing ectopic pancreas from GIST or leiomyoma.
In addition, endoluminal growth favors ectopic pan-
creas, whereas exophytic growth suggests a GIST. Ec-
topic pancreas more often demonstrates an ill-defined
margin at MD-CTE.

Endoscopic ultrasound may reveal a submucosal le-
sion with indistinct borders, heterogeneous echogenicity,
and the presence of an anechoic area.

Histologic examination is similar to normal pancre-
atic tissue and subtypes include predominantly ducts,
predominantly pancreatic acini, and mixed. The overly-
ing mucosa may reveal marked inflammation.

Potential pitfalls in diagnosis of focal small
bowel lesions

As all imaging tests, MD-CTE has diagnostic pitfalls and
limitations. Sensitivity of MD-CTE for evaluation of
diffuse small bowel disease largely depends on the
severity and extent of disease. As for focal small bowel
lesions, sensitivity depends on the size and contrast
enhancement of the lesion as well as the degree of small
bowel distention. One should confirm the reproducibility
of a suspected focal lesion in multiple planes and dif-
ferent reconstruction algorithms such as MIPS and
source images. A suspected small fatty lesion on MIP
images may relate to a small intraluminal gas bubble on
source images. Ingested pills not dissolved within the
small bowel lumen can be mistaken for hyperenhancing
polypoid lesions (Fig. 26). True polypoid lesions arise
from the bowel mucosa and are usually not perfectly oval
or round as ingested capsules or pills are. Focal short
segment area of peristalsis may be mistaken for isoen-
hancing or mildly hyperenhancing focal lesion (Fig. 27).
With multiphasic MD-CTE, a true focal lesion should be
persistent on all phases, whereas peristalsis usually is
seen on a single phase and resolves on other phases. With
single-phase examinations, one should assure the pres-
ence of a suspected lesion on all planes.

Conclusion

Multidetector CT enterography has rapidly gained
acceptance as a method of choice for evaluation of dif-
fuse small bowel pathologies specifically Crohn’s disease.
In our opinion, MD-CTE is the diagnostic test of choice
for evaluation of suspected focal small bowel lesions.
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