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occur in up to 25% of cases [4–8]. Preemptive 
partial splenectomy may therefore be consid-
ered for large or symptomatic lesions [5, 6]. 
Splenic hemangiomas are usually small and 
exhibit slow growth related to nonencapsulat-
ed proliferations of blood vessels [5, 9].

The calcifications within hemangiomas 
can appear as central punctate, curvilinear, 
or speckled in areas of thrombosis [6, 9, 10]. 
Multiphase CT of a splenic hemangioma will 
typically show a hypoattenuating lesion on 
unenhanced CT, sometimes with early pe-
ripheral discontinuous enhancement with 
uniform delayed enhancement mirroring the 
blood pool, although this pattern can be ob-
scured because of background parenchyma 
enhancement [6] (Fig. 1). Smaller lesions 
may show flash-filling enhancement, espe-
cially among the capillary subtype, and larg-
er lesions will often show centripetal pro-
gression of enhancement with a persistently 
enhancing central fibrous scar [6, 9, 11].

The main consideration for differential di-
agnosis of these lesions is a malignant lesion 
with mixed solid and cystic components that 
presents with inhomogeneous enhancement 
and central nonenhancement because of ne-
crosis [5, 6, 9].

True Epithelial Cysts
True epithelial cysts present incidental-

ly and are generally asymptomatic; they are 
also called benign epithelial cysts [12]. True 
epithelial cysts form during development 
with outer cuboidal epithelium and inner en-
dothelium and result from infolding of peri-
toneal mesothelium within the spleen [13].
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I
ncidental splenic lesions such as 
are found on CT images of the ab-
domen are often presumed benign 
and therefore ignored or are some-

times mischaracterized. A study by Siewert et 
al. [1] found that among incidentally discovered 
splenic masses greater than 1 cm in diameter, 
84% were benign and 16% were malignant. The 
most common malignancy in the spleen is lym-
phoma, with the spleen being one of the most 
commonly involved organs; however, it is rarely 
the only affected organ [1]. Splenic lesions may 
also reflect benign systemic abnormalities such 
as disseminated granulomatous infection or un-
derlying portal venous congestion.

In cases in which splenic lesions on CT may 
not have a characteristic pattern of attenuation 
or enhancement, the morphologic features and 
pattern of calcifications can help the differen-
tial diagnosis [2]. Using the imaging character-
istics of a splenic mass, radiologists can recom-
mend further imaging, surveillance, or more 
invasive management [3]. Whereas most calci-
fied splenic lesions are presumed to be sequel-
ae of prior granulomatous infection, there is a 
broader differential diagnosis for these lesions. 
An algorithmic approach to splenic lesions ac-
cording to their characteristic calcification pat-
terns can therefore narrow the differential di-
agnosis and help guide management.

Splenic Hemangiomas
Splenic hemangiomas are the most com-

mon benign primary neoplasm in the spleen, 
and can be of cavernous or capillary subtype 
[4]. Patients generally show no symptoms, but 
when the hemangiomas are large, rupture can 
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OBJECTIVE. Incidental splenic lesions, often found on CT images of the abdomen, may 
often be ignored or mischaracterized. Calcified splenic lesions are often presumed to be granu-
lomas; however, understanding the broader differential diagnostic considerations can be useful. 

CONCLUSION. Determining the cause of splenic lesions is essential to guide appropri-
ate management; the pattern of calcification together with other imaging and clinical findings 
can aid with differentiation. 
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Imaging shows a well-defined unilocular 
cystic mass with walls that can be partially 
calcified but are otherwise imperceptible. The 
internal fluid is hypoattenuating and nonen-
hancing [10, 13]. Some cysts may have inter-
nal septations that enhance with contrast ad-
ministration [10]. Up to 14% of true epithelial 
cysts can have thin curvilinear wall calcifica-
tions, but calcifications can also be seen with-
in septations [12, 13]. When compared with 
pseudocysts, which are the primary differen-
tial diagnostic consideration for these lesions, 
true epithelial cysts are more likely to have in-
ternal enhancing septations but are less likely 
to have wall calcifications [14].

Cysts that are symptomatic because of 
large diameter and mass effect may require 
further management. Spleen-sparing surgery 
or minimally invasive drainage can be con-
sidered for cysts at increased risk of rupture 
due to large size [7].

Epidermoid Cysts
Epidermoid cysts are among the rarest 

type of true cysts and are thought to develop 
from mesothelial cells entrapped within the 
spleen during early embryonic development 
[14, 15]. Patients are often children or young 
adults who typically show no symptoms.

Histopathologic analysis shows an inner 
lining of stratified squamous epithelium and 
a wall of fibrous tissue around a fluid-filled 
unilocular or multilocular cyst [8]. CT shows 
a well-circumscribed unilocular or multiloc-
ular cyst with internal fluid attenuation and 
rare calcifications [8, 15]. If present, the cal-
cifications will be thin and curvilinear and 
along the peripheral wall or along the inter-
nal septations [8] (Fig. 2A). However, calcifi-
cations are much less common in these cysts 
than in pseudocysts [16].

Epidermoid cysts are managed conservative-
ly. If the patient is symptomatic or if the cyst is 

greater than 4–5 cm in diameter with increased 
risk of rupture, spleen-sparing surgery may 
be considered [7, 8]. Complete splenectomy is 
avoided because of the resultant increased risk 
of infections in younger patients [7].

Pseudocysts
Pseudocysts, or false cysts [3], make up 

80% of all splenic cystic lesions [10]. Histolog-
ically, pseudocysts have no endothelium and 
may have internal hemorrhage and debris [12, 
14]. Unlike other cysts, approximately 50% of 
pseudocysts show calcifications, whereas cal-
cifications are rarer in true cysts. Pseudocysts 
occur as a result of prior trauma, pancreatitis, 
infection, or iatrogenic causes [12].

Splenic injury accounts for approximate-
ly 50% of organ injuries in blunt abdominal 
trauma [16]. A chronic hematoma may result 
in the formation of a posttraumatic pseudo-
cyst that commonly has peripheral curvi-

A
Fig. 1—73-year-old man who presented for staging workup of known prostate cancer. 
A and B, Axial contrast-enhanced CT images of abdomen and pelvis show incidental splenic mass (arrow, A) with punctate calcifications and peripheral discontinuous 
mild enhancement on portal venous phase (A) with progressive fill-in on magnified view of delayed phase (B). Appearance of lesion was most consistent with small 
cavernous hemangioma given its imaging characteristics. 

B

A

Fig. 2—Patients with asymptomatic cysts.
A, 41-year-old man with no symptoms with 
incidental splenic mass. Axial contrast-
enhanced CT image shows septate, 
multilocular cystic mass with thin curvilinear 
calcifications and diffuse splenomegaly. 
This mass was most consistent with 
epidermoid squamous cyst given its imaging 
characteristics.
B, 52-year-old woman with known remote 
trauma from motor vehicle accident presented 
for follow-up of known splenic hematoma. 
Axial contrast-enhanced CT image shows 
round, well-circumscribed hypoattenuating 
mass with thick calcified rim, which is 
consistent with posttraumatic pseudocyst.
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linear calcifications (Fig. 2B). In addition 
to those with underlying traumatic causes, 
splenic hematomas can occur as a result of 
earlier splenic biopsy or anticoagulation 
therapy [16]. These posttraumatic cysts may 
show differential attenuation because of lay-
ering blood products and thick, curvilinear 
or plaquelike calcifications within a thick fi-
brous wall [12–14].

Patients may need partial or total splenec-
tomy for management because of the high 
rate of recurrence with percutaneous drain-
age, especially if the cause is trauma [17, 18].

Autosplenectomy and Splenic 
Infarction

Splenic infarction in younger patients most 
commonly occurs in the setting of sickle cell 
disease, whereas in older patients splenic in-
farction may be seen with cardiac thrombo-
embolic disease, endocarditis, or atrial fibril-
lation [3, 19]. Other causes of thromboemboli 
in patients older than 40 years old may be 
thrombi that arise from the splenic artery or 
sinusoidal venous thrombosis in the setting 
of splenomegaly in the setting of leukemia, 
lymphoma, or sickle cell disease [14, 19–22].

In early sickle cell disease, abnormal polym-
erized hemoglobin leads to perfusion-reperfu-
sion injury and resultant slow microcirculation 

with splenic sequestration [22]. This progress-
es to congestion, splenomegaly, and eventual-
ly multiple small splenic infarcts [10, 22–24]. 
At this stage, CT may show multiple peripheral 
wedge-shaped areas of hypoattenuation; how-
ever, this ultimately advances to autosplenec-
tomy with little residual functional splenic tis-
sue and diffuse ferrocalcinosis that appears as 
a small shrunken spleen with coarse confluent 
calcifications [3, 10, 14, 20–24] (Fig. 3A). Other 
CT findings in sickle cell disease include he-
patic hemosiderosis resulting from transfusion-
al iron overload, extramedullary hematopoie-
sis, cardiomegaly, vertebral endplate infarcts, 
osteonecrosis or osteomyelitis, and cholelithi-
asis resulting from hemolysis with pigmented 
gallstones [24, 25]. Complications of splenic 
sequestration resulting from sickle cell disease 
may rarely include splenic rupture with sub-
capsular hematoma and hemoperitoneum [26]. 
Early surgical intervention with splenectomy 
is preferred to reduce the mortality associat-
ed with complications or from the subsequent 
splenic infarction [19].

Gamna-Gandy Bodies
Gamna-Gandy bodies are asymptomatic 

nodules that affect 9–12% of patients with 
portal hypertension and that occur as a re-
sult of the deposition of hemosiderin [3, 16]. 

Pathologically, portal hypertension leads to 
congestive splenomegaly and then internal 
foci of hemorrhage and necrosis, in which 
hemosiderin, calcium, and fibrotic tissue ac-
cumulate [27, 28]. The differential diagnosis 
includes hematologic malignancy, acquired 
hemochromatosis, and paroxysmal noctur-
nal hematuria [3, 27].

Gamna-Gandy bodies are best visualized 
on CT when calcified; they appear as areas 
of hyperattenuation on unenhanced imaging. 
They are diffuse, punctate, and less than 1 
cm in diameter [28] (Fig. 4). Accompanying 
findings may include cirrhosis, splenomega-
ly, varices, or ascites [3]. On MRI, the pres-
ence of hemosiderin will result in a loss of 
signal intensity on both T1- and T2-weighted 
imaging [28].

The differential diagnosis for these lesions 
includes sarcoidosis and other granuloma-
tous infections [27].

Calcified Granulomas
Calcified splenic granulomas are a common 

incidental finding, most commonly resulting 
from tuberculosis or histoplasmosis and less 
commonly from Pneumocystis carinii pneu-
monia or brucellosis [29, 30]. A risk factor for 
many of these infections is HIV infection. In 
all cases, the granulomas are preceded by mul-

A

Fig. 3—Patients with shrunken spleen.
A, 20-year-old man with known sickle cell disease 
at routine follow-up. Axial abdominal contrast-
enhanced CT image shows small, dense, calcified 
spleen resulting from chronic autosplenectomy with 
underlying sickle cell disease.
B, 64-year-old woman who presented with hepatic 
angiosarcoma and prior exposure to thorium dioxide 
(Thorotrast). Axial contrast-enhanced CT image 
shows peripherally calcified hypoenhancing lesions 
in liver, multiple calcified intraabdominal lymph 
nodes, and shrunken calcified spleen.

B

A

Fig. 4—54-year-old man with cirrhosis and portal 
hypertension at follow-up after ablation of segment 
VIII hepatocellular carcinoma. 
A, Axial unenhanced CT image shows multiple 
punctate calcifications within spleen (arrow). 
B, Coronal reconstruction image from contrast-
enhanced CT scan shows scattered punctate 
splenic calcifications. Cirrhotic liver with area of 
hypoattenuation (arrow) after ablation in hepatic 
segment VIII is shown.

B

D
ow

nl
oa

de
d 

fr
om

 w
w

w
.a

jr
on

lin
e.

or
g 

by
 J

am
es

 C
ar

te
r 

on
 0

3/
25

/2
2 

fr
om

 I
P 

ad
dr

es
s 

10
4.

18
6.

36
.8

9.
 C

op
yr

ig
ht

 A
R

R
S.

 F
or

 p
er

so
na

l u
se

 o
nl

y;
 a

ll 
ri

gh
ts

 r
es

er
ve

d 



1086	 AJR:214, May 2020

Consul et al.

tiple splenic microabscesses that are hypoatten-
uating lesions less than 2 cm in diameter. When 
the microabscesses heal, they may calcify with 
or without preceding regression. Those that 
calcify after regression, in cases of histoplas-
mosis or tuberculosis, may appear as stippled, 
diffuse calcifications in an otherwise normal 
spleen [3] (Figs. 5A and 5B). More than five 
punctate calcifications in the spleen has been 
described to be more characteristic of histo-
plasmosis, whereas less than five calcifications 
may be reflective of splenic involvement in tu-
berculosis [31]. Meanwhile, ringlike calcifica-
tions with splenic infiltration are characteristic 
of Pneumocystis carinii pneumonia resulting 
from fibrosis and calcification of the microab-
scesses with central caseating necrosis without 
preceding regression [3, 29, 30] (Fig. 5C).

Granulomatous infections may present 
with disseminated disease, including calcified 
lesions in the liver, lymph nodes, and kidneys, 
both before and after antimicrobial treatment 
[10, 12, 29, 30]. Disseminated Pneumocys-
tis carinii pneumonia may additionally pres-
ent with punctate calcifications in the adrenal 
glands and pleural or peritoneal effusions that 
subsequently calcify [12, 29].

Echinococcal Cysts
Approximately 1–8% of patients infected 

with Echinococcus species show splenic in-
volvement, although more typically echino-
coccal cysts are seen in the liver or lungs [3, 
16, 32]. The infectious agent is most com-
monly the Echinococcus granulosus tape-
worm or less commonly the highly invasive 

Echinococcus multilocularis tapeworm [33]. 
Patients are infected by Echinococcus gran-
ulosis tapeworm eggs in contaminated food 
or from contact with dogs in endemic regions 
such as the Mediterranean and Middle East, 
South America, Australia, and New Zealand. 
Echinococcus eggs invade the gastrointesti-
nal mucosa and colonize in the liver via por-
tal venous transmission, from which they can 
seed the spleen via peritoneal or hematoge-
nous routes [3, 33, 34].

Cysts typically measure up to 8–16 cm in di-
ameter [32]. On CT, these hydatid cysts are typi-
cally well-marginated with internal fluid attenu-
ation and occasional air-fluid levels [14, 33]. At 
all stages, hydatid cysts may have curvilinear, 
ringlike peripheral calcifications of the pericyst 
in up to 20–30% of cases [14, 33, 34]. In early 

D
Fig. 5—Cases with infectious causes.
A and B, 67-year-old man with pathologically proven histoplasmosis on bronchoscopy and acid-fast culture. Coronal unenhanced CT image shows calcified left hilar 
nodes (long arrows, A) and bilateral pulmonary nodules (short arrows, A) with peribronchial interstitial disease, which is consistent with resolving histoplasmosis. Axial 
unenhanced CT image (B) shows more than five diffuse punctate splenic calcifications, which is consistent with earlier treated granulomatous disease.
C, 55-year-old man with known Pneumocystis carinii pneumonia infection at follow-up imaging. Axial contrast-enhanced CT image shows numerous calcified lesions with 
mild central hypoattenuation that corresponds to caseating necrosis.
D and E, 42-year-old woman with known splenic hydatid cyst. Axial contrast-enhanced CT image (D) shows multiple daughter cysts and peripheral thick rim 
calcifications. Coronal T2-weighted MR image (E) shows internal increased signal intensity, which is consistent with fluid-filled daughter cysts, and loss of peripheral rim 
signal intensity, which is consistent with coarse calcifications and blooming artifact.

E

A CB

D
ow

nl
oa

de
d 

fr
om

 w
w

w
.a

jr
on

lin
e.

or
g 

by
 J

am
es

 C
ar

te
r 

on
 0

3/
25

/2
2 

fr
om

 I
P 

ad
dr

es
s 

10
4.

18
6.

36
.8

9.
 C

op
yr

ig
ht

 A
R

R
S.

 F
or

 p
er

so
na

l u
se

 o
nl

y;
 a

ll 
ri

gh
ts

 r
es

er
ve

d 



AJR:214, May 2020	 1087

Pattern Recognition of Calcified Splenic Lesions on CT 

disease, type I cysts are unilocular with internal 
simple fluid attenuation with variable internal 
calcification or attenuation resulting from hyda-
tid sand from living scolexes [33]. Type II cysts 
have internal septa, slightly higher internal at-
tenuation resulting from dense debris, and small 
peripheral wheellike daughter cysts that often 
have lower internal attenuation than the moth-
er cyst [14, 16, 32, 34]. Type II cysts can also 
have serpiginous calcifications resulting from 
collapsed serpentine membranes, producing a 
ring-and-arc appearance (Figs. 5D and 5E), also 
called the water lily sign [16, 32]. Type III cysts 
may be densely calcified with dead scolexes [3, 
33, 34]. Type IV cysts are associated with par-
asitic membrane degeneration that leads to fis-
sures in the cyst wall and rupture of the cyst 
with superinfection in 50% of cases because of 
pleural, peritoneal, or biliary seeding [33].

Concurrent imaging findings may include 
hepatic cysts in 80% of cases [33, 34], which 
increase the risk for secondary infection result-
ing from peritoneal seeding or biliary or portal 
venous spread. Echinococcal infection of the 
liver and spleen can spread alternatively by di-
rect extension with abdominal wall invasion or 
into the thorax via the diaphragm [33, 34].

The differential diagnosis includes other 
cysts, such as epidermoid cysts and pseudo-
cysts. Hydatid cysts can rupture either sponta-
neously or as a result of trauma, therefore the 
standard of treatment is spleen-conserving sur-
gery when possible or total splenectomy [35].

Thorotrast Exposure
Exposure to thorium dioxide (Thorotrast) 

is the most common iatrogenic cause of he-
patic angiosarcoma and it can also cause 

splenic angiosarcoma. Thorotrast is a high-
ly radioactive contrast agent used until the 
1950s [36]. Because Thorotrast has a half-
life of 22 years, it has great radioactive po-
tential, leading to fibrosis and carcinogene-
sis, and may eventually lead to malignancy 
in patients up to 65 years after injection, es-
pecially in the liver and spleen because of the 
biodistribution and clearance [36]. In some 
cases, patients may present with concurrent 
spontaneous hemoperitoneum resulting from 
rupture of the highly vascular tumor [36].

High-density thorium dioxide deposits 
can be seen in the liver, spleen, and lymph 
nodes on CT. Radioactivity leads to cell in-
flammation and fibrosis, which can cause 
splenic atrophy with a shrunken calcified 
spleen [36, 37] (Fig. 3B). The liver may show 
reticular and lacelike calcifications with sur-

A

Fig. 6—Cases with secondary neoplasm.
A, 54-year-old man with known metastatic appendiceal mucinous neoplasm. Axial unenhanced CT image of abdomen shows thin peripheral calcifications within walls 
and septations of complex cystic splenic mass, which is consistent with metastatic disease from primary mucinous appendiceal neoplasm.
B, 57-year-old man with known metastatic colorectal cancer. Axial contrast-enhanced CT image of abdomen shows low-attenuation mass in spleen with stippled 
internal calcifications and diffusely increased attenuation of intraperitoneal ascites, consistent with peritoneal carcinomatosis.
C, 71-year-old man with high-grade B-cell lymphoma with abdominal pain. Axial contrast-enhanced CT image of mid abdomen shows hypoattenuating complex cystic 
splenic mass with ill-defined margins, thin calcifications along septations, and associated splenomegaly, consistent with lymphomatous involvement.

CB

A

Fig. 7—58-year-old woman with pathologic pelvic fractures resulting from biopsy-proven metastatic 
epithelioid hemangioendothelioma.
A, Axial contrast-enhanced CT image with bone window shows large liver mass with coarse internal 
calcifications and smaller partially calcified lesion in spleen. 
B, Coronal reconstruction of contrast-enhanced CT image shows multiple hypoattenuating masses of liver, 
with dominant mass showing coarse calcifications as described in A and smaller hypoattenuating, partially 
calcified mass in spleen.

Fig. 8—40-year-old man with primary splenic 
angiosarcoma presented with polycythemia vera. 
Axial unenhanced CT image shows some subtle 
scattered calcifications at pathologically proven 
angiosarcoma (arrow).
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rounding hyperattenuating, hemorrhagic as-
cites [36, 37]. Densely calcified epigastric 
lymph nodes may be noted [36].

Calcified Splenic Metastases
On autopsy, 7% of patients with a known 

malignancy were found to have splenic in-
volvement, which is typically asymptomat-
ic in approximately 60% of patients [12, 38]. 
Among all splenic masses incidentally dis-
covered on CT examination, approximately 
1% of the masses were found to be metastatic 
in origin [1]. The most common malignan-
cies with splenic metastases include melano-
ma, followed by lymphoma breast carcino-
ma, lung carcinoma, colorectal carcinoma, 
ovarian cancer, and gastric cancer, most 
commonly via hematogenous or peritoneal 
dissemination [1, 16, 38].

The imaging appearance of a metastatic le-
sion in the spleen varies with the type of prima-
ry cancer [38, 39]. The typical appearance is a 
hypoattenuating lesion with occasional calcifi-
cations and mild enhancement [38], which may 

be associated with splenomegaly [40]. Meta-
static melanoma may present as a cystic lesion 
[12]. Solitary lesions are most commonly from 
primary colorectal or ovarian neoplasm [40]. 
Macronodular, micronodular, or diffuse infil-
tration patterns are also possible [38, 39]. Sur-
face nodular metastases are most commonly a 
result of mucinous neoplasm that disseminates 
throughout the peritoneal cavity, studding the 
splenic hilum with hypoattenuating cystic le-
sions that may have faint, linear, or coarse cal-
cifications [38] (Fig. 6A). Ovarian mucinous 
neoplasm in particular may involve psam-
momatous calcifications that invade the splenic 
parenchyma. Associated findings with ovarian 
cancer or other metastatic cancers may include 
malignant ascites, peritoneal carcinomatosis, 
and omental cake [38] (Fig. 6B).

Lymphoma
Lymphoma is the most common malig-

nant tumor in the spleen [12]. Non-Hodgkin 
lymphoma, particularly diffuse B-cell lym-
phoma, is the most common subtype of lym-

phoma in the spleen, with 30–40% of pa-
tients with non-Hodgkin lymphoma having 
splenic involvement, especially those who 
are at least 60 years old [12, 41, 42]. Most pa-
tients already have disseminated lymphoma 
at presentation [43, 44]. Clinically, patients 
present with splenomegaly in up to 80% of 
cases [14], although splenic rupture is a rare 
complication [45].

Lymphoma infiltrates the splenic white 
pulp to a greater extent than the red pulp, 
forming large nodular masses that typi-
cally measure greater than 3 cm in diame-
ter [44]. Other common imaging features of 
lymphoma include splenomegaly and splenic 
infarcts [16, 44]. Solitary lesions are usual-
ly hypo- or isoattenuating with areas of ne-
crosis and rarely have calcifications [41, 44]. 
However, when present, calcifications can 
be dystrophic and de novo (Fig. 6C) or, af-
ter treatment, secondary to necrosis, hemor-
rhage, or fibrosis [12]. Splenic involvement 
is often accompanied by retroperitoneal or 
localized lymphadenopathy in the splen-

A
Fig. 9— Myelofibrosis.
A and B, 75-year-old woman with known myelofibrosis and massive splenomegaly. Axial unenhanced CT image (A) in bone window shows hypoattenuating lesion in 
anterosuperior spleen with coarse calcifications. Coronal reconstruction of axial CT image (B) shows splenic calcified lesion.
C, 69-year-old woman with known myelofibrosis and hepatosplenomegaly. Axial unenhanced CT image shows round anterosuperior splenic lesion with multiple internal 
coarse calcifications.

CB

A

Fig. 10—56-year-old woman showing no symptoms.
A, Chest radiograph shows peripherally calcified 
lesion (arrow) in left upper quadrant. 
B, Axial unenhanced CT image shows peripherally 
calcified hypoattenuating mass in splenic hilum with 
adjacent thick tram-track calcifications of tortuous 
splenic artery. Calcified lesion corresponds to splenic 
artery pseudoaneurysm according to typical location 
and imaging characteristics.
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ic hilum and hepatomegaly [41]. Solitary or 
multifocal lesions are less common than mil-
iary or diffuse infiltration, therefore CT and 
MRI are not sensitive for detecting splenic 
involvement. However, splenic involvement 
does not generally affect staging [12, 40].

Primary splenic lymphoma will present 
with spleen-predominant disease with either 
diffuse uniform infiltration by masses less 
than 1 cm or a solitary mass that is ill-de-
fined, hypoattenuating with possible mild en-
hancement, and invading the splenic capsule 
[2, 41, 43]. The mass may additionally have 
central necrosis and invasive features with 
infiltration of the splenic capsule and neigh-
boring visceral organs [2, 41, 43, 45].

Epithelioid Hemangioendothelioma
Epithelioid hemangioendothelioma is a 

rare connective tissue neoplasm that can arise 
from various tissues, including liver, bones, 
skin, soft tissues, lungs, and spleen. It is more 
common in young adults, and splenic epithe-
lioid hemangioendothelioma can present as a 
left upper quadrant abdominal mass or pain 
[6, 9]. It is a malignant vascular tumor that is 
usually multifocal with metastatic involve-

ment of multiple other visceral organs and 
connective tissues [46]. It has intermediate 
malignant potential, with both vascular and 
stromal components [6, 40].

In the bones, epithelioid hemangioendo-
thelioma presents as mixed sclerotic-lyt-
ic lesions, whereas in the visceral organs it 
grows as coalescing, often calcified masses 
and then metastasizes to involve other or-
gans [29, 46]. Multifocal lesions in the liver 
may appear as hypoattenuating lesions with 
rim enhancement and associated capsular 
retraction [46].

Imaging of the spleen may show a nonencap-
sulated yet well-defined solitary mass with hy-
poattenuating areas of necrosis, enhancing ar-
eas of hemorrhage, and possible calcifications 
without capsular retraction (Fig. 7). Extras-
plenic findings may include hepatic epitheli-
oid hemangioendothelioma with characteristic 
capsular retraction [6, 40]. Lesions will be hy-
perintense on T1- and T2-weighted imaging 
because of hemosiderin [2].

Management of splenic hemangioendo-
theliomas involves surgical resection with 
partial splenectomy when possible, or total 
splenectomy if necessary [47].

Splenic Pleomorphic Sarcoma
Undifferentiated pleomorphic sarcoma 

is one of the most common sarcomas, espe-
cially at sites of prior irradiation [48]. How-
ever, these lesions are rare in the spleen, 
with only 20 such cases reported in the lit-
erature. These lesions most commonly oc-
cur in men 20–40 years old. The tumor is 
aggressive, commonly metastasizes to the 
liver, and has a high rate of recurrence. His-
topathologic findings show polymorphic, 
multinucleated, poorly differentiated cells 
with areas of necrosis [48].

On CT, pleomorphic sarcomas are 
round, hypoattenuating soft-tissue lesions 
that closely resemble hemangiomas, but 
show rapid growth. They have only mini-
mal internal vascularity and can have pe-
ripheral serpiginous enhancement. Be-
cause of osseous or chondroid metaplasia 
in 16% of cases, these lesions can develop 
punctate or coarse calcifications [48, 49]. 
Hemoperitoneum has been reported as a 
possible complication [48]. The manage-
ment strategy for this aggressive splenic 
malignancy includes surgical removal and 
chemotherapy [48].

TABLE 1:  Algorithmic Approach to Calcified Splenic Lesions According to CT Findings

Predominant Morphologic 
Features, Pattern of Calcification Other Characteristics Cause

Mass with wall calcifications

Thin peripheral calcifications Unilocular cyst; multilocular, septate cyst; hypoattenuating mass, 
multifocal metastatic involvement (gastrointestinal tract, ovaries); 
splenomegaly, splenic infarcts, lymphadenopathy

True epithelial cyst; epidermoid cyst; peritoneal 
metastasis of nonsplenic neoplasm; lymphoma 
(especially untreated)

Thick curvilinear peripheral 
calcifications

Unilocular cyst; located at the splenic hilum; multiseptated cystic 
mass with possible debris and daughter cysts

Pseudocyst; splenic artery aneurysm; echinococ-
cus granulosis infection

Mass with both wall and internal 
calcifications

Complete calcification with central 
clearing

Multiple masses in the spleen with possible ringlike appearance due 
to central clearing

Pneumocystis carinii infection

Mass with internal calcifications

Coarse calcifications Solitary hypoattenuating soft-tissue mass, splenomegaly; hypoat-
tenuating mass, multifocal metastatic involvement (lungs, liver, 
bones); hypoattenuating mass, multifocal metastatic involvement 
(gastrointestinal tract, ovaries); splenomegaly, splenic infarcts, 
lymphadenopathy

Myelofibrosis; epithelioid hemangioendothelioma; 
peritoneal metastasis of nonsplenic neoplasm; 
lymphoma (especially treated)

Punctate calcifications Progressive centripetal fill-in of contrast, rapidly growing; progres-
sive centripetal fill-in of contrast, slow growing; increased 
vascularity with rapid contrast enhancement

Pleomorphic sarcoma; hemangioma; angiosar-
coma

Diffuse calcifications without 
associated mass

Coalescent calcifications Shrunken spleen, associated with a known thromboembolic cause; 
shrunken spleen, associated with contrast exposure before the 
1950s

Autosplenectomy thorium dioxide (Thorotrast)
 exposure–related fibrosis

Scattered punctate calcifications Splenomegaly, ascites, cirrhosis; granulomata in the lungs, < five 
splenic calcifications; granulomata in the lungs, ≥ five splenic 
calcifications

Gamna-Gandy bodies; Mycobacterium tuberculo-
sis; Histoplasma capsulatum infection

D
ow

nl
oa

de
d 

fr
om

 w
w

w
.a

jr
on

lin
e.

or
g 

by
 J

am
es

 C
ar

te
r 

on
 0

3/
25

/2
2 

fr
om

 I
P 

ad
dr

es
s 

10
4.

18
6.

36
.8

9.
 C

op
yr

ig
ht

 A
R

R
S.

 F
or

 p
er

so
na

l u
se

 o
nl

y;
 a

ll 
ri

gh
ts

 r
es

er
ve

d 



1090	 AJR:214, May 2020

Consul et al.
Splenic Angiosarcoma

Angiosarcoma is the most common prima-
ry malignant splenic solid tumor, but it is very 
rare overall. It presents in adults 40–79 years 
old and is not related to chemical exposures 
(unlike hepatic angiosarcoma) [12, 16, 40, 50]. 
This malignancy arises from highly mitotic 
splenic sinus endothelial cells along disorga-
nized, anastomosing vascular channels [6, 50]. 
There is a high 1-year mortality rate associat-
ed with this malignancy [51].

Imaging may show a solitary mass, multiple 
splenic masses, or diffuse splenic involvement 
with splenomegaly. Lesions are heterogeneous-
ly hypoattenuating with hyperenhancement in 
areas of necrosis and areas of hemosiderin de-
position with calcification on imaging [6, 40, 
50, 52] (Fig. 8). Some lesions may have coarse 
central calcifications in a radial pattern as a re-
sult of underlying fibrosis [52]. Additional find-
ings may include hepatic or bone metastatic 
lesions and splenic rupture in 30% of patients 
[12, 51]. Metastatic disease occurs in 69–100% 
of patients with hypervascular masses in the 
liver, lung, and lymph nodes [50].

The main consideration for differential 
diagnosis is a hemangioma, which is best 
ruled out in favor of angiosarcoma with evi-
dence of metastatic disease [52]. The man-
agement strategy for angiosarcoma is sple-
nectomy and chemotherapy after diagnosis 
is confirmed with fine-needle aspiration bi-
opsy. Chemotherapy is required because of 
the high proportion of cases with metastat-
ic disease, and splenectomy is also required 
due to the high risk of rupture [50].

Myelofibrosis
Myelofibrosis is one of multiple myelopro-

liferative neoplasms that can transform into 
leukemia, with approximately 14% of pri-
mary myelofibrosis cases undergoing leuke-
mic transformation [53]. Other myeloprolif-
erative neoplasms include polycythemia vera 
and essential thrombocythemia. Approxi-
mately 50–60% of patients with these neo-
plasms have gain-of-function mutations in 
the Janus kinase 2 gene (JAK2) [53, 54].

Two patients with myelofibrosis at MD An-
derson Cancer Center had hypoattenuating sol-
itary splenic masses with coarse internal cal-
cifications with concurrent splenomegaly, with 
no other cases of splenic masses in myelofibro-
sis described in the literature (Fig. 9). The de-
velopment of a splenic mass represents a dys-
regulated tumor microenvironment within the 
spleen as a result of extramedullary hemato-
poiesis and increased endothelial cell prolif-
eration [55]. Initially, ineffective hematopoiesis 
occurs as a result of bone marrow fibrosis and 
resultant endothelial-to-mesenchymal transi-

tion of greater than 30% of endothelial cells in 
the bone marrow microvasculature. Eventually, 
this phenotype distribution also occurs in the 
myelofibrotic spleen, leading to splenic fibro-
sis and then ineffective hematopoiesis involv-
ing megakaryocytes, myeloid cells, fibroblasts, 
and endothelial cells [54]. This may explain 
an underlying mechanism for splenic masses 
in patients with myelofibrosis. However, the 
pathophysiologic features for splenic lesions in 
myelofibrosis are not well elucidated in the cur-
rent literature, much less the presence of cal-
cifications in splenic lesions. Splenomegaly is 
known to be common.

Treatment of myelofibrosis involves allo-
geneic hematopoietic stem cell transplant, 
which is effective in approximately 50% of 
patients [53].

Splenic Artery Aneurysm
The true prevalence of splenic artery an-

eurysm is thought to be as low as 0.2% or as 
high as 10.4%. Among splanchnic artery an-
eurysms, they are the most common at around 
60% [56]. Causes may include atherosclero-
sis, portal hypertension, trauma, or pancreati-
tis [39, 57]. Up to 20% of patients may present 
with left upper quadrant discomfort symp-
toms, but otherwise report no symptoms [57].

On CT, aneurysms are well-defined enhanc-
ing lesions that can have mural thrombus and 
peripheral calcifications [58]. Many splenic ar-
tery aneurysms may contain thromboses and 
calcifications, with 24% found to have periph-
eral wall calcifications in a study done by Ther-
akathu et al. [57] (Fig. 10). Aneurysms are usu-
ally less than 2 cm in diameter [56].

The differential diagnosis for a splenic ar-
tery aneurysm includes an enhancing pancreat-
ic mass or a tortuous vessel. Angiography is the 
diagnostic method reference standard; howev-
er, it is invasive [58]. On angiography, half of 
aneurysms are fusiform and half are saccu-
lar, with greater incidence of pancreatitis when 
saccular [58]. Splenic artery aneurysms are re-
lated with a risk of rupture in 2% of cases [56].

Conclusion
Incidental splenic calcifications have a 

broad differential diagnosis; however, they can 
be readily categorized into a clinically useful 
shortened list according to the imaging pat-
terns and clinical context. This article proposes 
an algorithmic approach to diagnosing splenic 
lesions with calcifications (Table 1) that should 
be used in conjunction with the patient’s history 
and other imaging findings. In general, splenic 
lesions are managed conservatively even when 
the patient is showing symptoms of disease. 
Additional treatment is best determined after 
diagnosing the underlying abnormality.

References
	 1.	Siewert B, Millo NZ, Sahi K, et al. The incidental 

splenic mass at CT: does it need further work-up? An 
observational study. Radiology 2018; 287:156–166

	 2.	Heller MT, Harisinghani M, Neitlich JD, Yeghi-
ayan P, Berland LL. Managing incidental findings 
on abdominal and pelvic CT and MRI. Part 3. 
White paper of the ACR Incidental Findings 
Committee II on splenic and nodal findings. J Am 
Coll Radiol 2013; 10:833–839

	 3.	Ricci ZJ, Oh SK, Chernyak V, et al. Improving di-
agnosis of atraumatic splenic lesions. Part I. Non-
neoplastic lesions. Clin Imaging 2016; 40:769–779

	 4.	Ricci ZJ, Mazzariol FS, Flusberg M, et al. Im-
proving diagnosis of atraumatic splenic lesions. 
Part II. Benign neoplasms/nonneoplastic mass-
like lesions. Clin Imaging 2016; 40:691–704

	 5.	Ghuliani D, Agarwal S, Thomas S, Pathania OP. Gi-
ant cavernous haemangioma of the spleen present-
ing as massive splenomegaly and treated by partial 
splenectomy. Singapore Med J 2008; 49:e356–e358

	 6.	Abbott RM, Levy AD, Aguilera NS, Gorospe L, 
Thompson WM. From the archives of the AFIP: 
primary vascular neoplasms of the spleen: radio-
logic-pathologic correlation. RadioGraphics 
2004; 24:1137–1163

	 7.	Ingle SB, Hinge Ingle CR, Patrike S. Epithelial 
cysts of the spleen: a minireview. World J Gastro-
enterol 2014; 20:13899–13903

	 8.	Rana APS, Kaur M, Singh P, Malhotra S, Kuka 
AS. Splenic epidermoid cyst: a rare entity. J Clin 
Diagn Res 2014; 8:175–176

	 9.	Ferrozzi F, Bova D, Draghi F, Garlaschi G. CT 
findings in primary vascular tumors of the spleen. 
AJR 1996; 166:1097–1101

	10.	Freeman JL, Jafri SZ, Roberts JL, Mezwa DG, 
Shirkhoda A. CT of congenital and acquired ab-
normalities of the spleen. RadioGraphics 1993; 
13:597–610

	11.	Ito K, Mitchell DG, Honjo K, et al. MR imaging of 
acquired abnormalities of the spleen. AJR 1997; 
168:697–702

	12.	Rabushka LS, Kawashima A, Fishman EK. Imag-
ing of the spleen: CT with supplemental MR ex-
amination. RadioGraphics 1994; 14:307–332

	13.	Dachman AH, Ros PR, Murari PJ, Olmsted WW, 
Lichtenstein JE. Nonparasitic splenic cysts: a re-
port of 52 cases with radiologic-pathologic corre-
lation. AJR 1986; 147:537–542

	14.	Urrutia M, Mergo PJ, Ros LH, Torres GM, Ros PR. 
Cystic masses of the spleen: radiologic-pathologic 
correlation. RadioGraphics 1996; 16:107–129

	15.	Robbins FG, Yellin AE, Lingua RW, Craig JR, 
Turrill FL, Mikkelsen WP. Splenic epidermoid 
cysts. Ann Surg 1978; 187:231–235

	16.	Thipphavong S, Duigenan S, Schindera ST, Gee 
MS, Philips S. Nonneoplastic, benign, and malig-
nant splenic diseases: cross-sectional imaging 
findings and rare disease entities. AJR 2014; 
203:315–322

	17.	Wu HM, Kortbeek JB. Management of splenic 

D
ow

nl
oa

de
d 

fr
om

 w
w

w
.a

jr
on

lin
e.

or
g 

by
 J

am
es

 C
ar

te
r 

on
 0

3/
25

/2
2 

fr
om

 I
P 

ad
dr

es
s 

10
4.

18
6.

36
.8

9.
 C

op
yr

ig
ht

 A
R

R
S.

 F
or

 p
er

so
na

l u
se

 o
nl

y;
 a

ll 
ri

gh
ts

 r
es

er
ve

d 

http://www.ajronline.org/action/showLinks?pmid=27317213&crossref=10.1016%2Fj.clinimag.2016.02.002&citationId=p_4
http://www.ajronline.org/action/showLinks?system=10.2214%2Fajr.147.3.537&citationId=p_13
http://www.ajronline.org/action/showLinks?pmid=10946694&crossref=10.1148%2Fradiographics.16.1.107&citationId=p_14
http://www.ajronline.org/action/showLinks?pmid=19122934&citationId=p_5
http://www.ajronline.org/action/showLinks?pmid=15256634&crossref=10.1148%2Frg.244045006&citationId=p_6
http://www.ajronline.org/action/showLinks?pmid=637577&crossref=10.1097%2F00000658-197803000-00002&citationId=p_15
http://www.ajronline.org/action/showLinks?pmid=25320525&crossref=10.3748%2Fwjg.v20.i38.13899&citationId=p_7
http://www.ajronline.org/action/showLinks?system=10.2214%2FAJR.13.11777&citationId=p_16
http://www.ajronline.org/action/showLinks?pmid=24701525&citationId=p_8
http://www.ajronline.org/action/showLinks?pmid=16647350&crossref=10.1016%2Fj.amjsurg.2006.01.034&citationId=p_17
http://www.ajronline.org/action/showLinks?pmid=8316667&crossref=10.1148%2Fradiographics.13.3.8316667&citationId=p_10
http://www.ajronline.org/action/showLinks?pmid=29369753&crossref=10.1148%2Fradiol.2017170293&citationId=p_1
http://www.ajronline.org/action/showLinks?system=10.2214%2Fajr.166.5.8615251&citationId=p_9
http://www.ajronline.org/action/showLinks?system=10.2214%2Fajr.168.3.9057518&citationId=p_11
http://www.ajronline.org/action/showLinks?pmid=24183552&crossref=10.1016%2Fj.jacr.2013.05.020&citationId=p_2
http://www.ajronline.org/action/showLinks?pmid=27317223&crossref=10.1016%2Fj.clinimag.2016.01.012&citationId=p_3
http://www.ajronline.org/action/showLinks?pmid=8190956&crossref=10.1148%2Fradiographics.14.2.8190956&citationId=p_12


AJR:214, May 2020	 1091

Pattern Recognition of Calcified Splenic Lesions on CT 
pseudocysts following trauma: a retrospective 
case series. Am J Surg 2006; 191:631–634

	18.	Verma A, Yadav A, Sharma S, et al. A rare splenic 
pseudocyst. J Surg Case Rep 2013; 2013: 9

	19.	 Jaroch MT, Broughan TA, Hermann RE. The 
natural history of splenic infarction. Surgery 
1986; 100:743–750

	20.	Balcar I, Seltzer SE, Davis S, Geller S. CT pat-
terns of splenic infarction: a clinical and experi-
mental study. Radiology 1984; 151:723–729

	21.	Levin TL, Berdon WE, Haller JO, Ruzal-Shapiro 
C, Hurlet-Jenson A. Intrasplenic masses of “pre-
served” functioning splenic tissue in sickle cell 
disease: correlation of imaging findings (CT, ul-
trasound, MRI, and nuclear scintigraphy). Pediatr 
Radiol 1996; 26:646–649

	22.	Al-Salem AH. Splenic complications of sickle cell 
anemia and the role of splenectomy. ISRN Hema-
tol 2011; 2011:864257 [Epub 2010 Oct 31]

	23.	Roshkow JE, Sanders LM. Acute splenic seques-
tration crisis in two adults with sickle cell disease: 
US, CT, and MR imaging findings. Radiology 
1990; 177:723–725

	24.	Wang MX, Pepin EW, Verma N, Mohammed TL. 
Manifestations of sickle cell disease on thoracic 
imaging. Clin Imaging 2018; 48:1–6

	25.	Darbari DS, Kple-Faget P, Kwagyan J, Rana S, 
Gordeuk VR, Castro O. Circumstances of death in 
adult sickle cell disease patients. Am J Hematol 
2006; 81:858–863

	26.	Goerg C, Schwerk WB. Splenic infarction: sono-
graphic patterns, diagnosis, follow-up, and com-
plications. Radiology 1990; 174:803–807

	27.	Bhatt S, Simon R, Dogra VS. Gamna-Gandy bod-
ies: sonographic features with histopathologic cor-
relation. J Ultrasound Med 2006; 25:1625–1629

	28.	Selçuk D, Demirel K, Kantarci F, Mihmanli I, Oğüt 
G. Gamna-Gandy bodies: a sign of portal hyperten-
sion. Turk J Gastroenterol 2005; 16:150–152

	29.	Radin DR, Baker EL, Klatt EC, et al. Visceral and 
nodal calcification in patients with AIDS-related 
Pneumocystis carinii infection. AJR 1990; 
154:27–31

	30.	Lubat E, Megibow AJ, Balthazar EJ, Goldenberg 
AS, Birnbaum BA, Bosniak MA. Extrapulmonary 
Pneumocystis carinii infection in AIDS: CT find-
ings. Radiology 1990; 174:157–160

	31.	Gurney JW, Conces DJ. Pulmonary histoplasmo-
sis. Radiology 1996; 199:297–306

	32.	Franquet T, Montes M, Lecumberri FJ, Esparza J, 

Bescos JM. Hydatid disease of the spleen: imaging 
findings in nine patients. AJR 1990; 154:525–528

	33.	Marrone G, Crino’ F, Caruso S, et al. Multidisci-
plinary imaging of liver hydatidosis. World J Gas-
troenterol 2012; 18:1438–1447

	34.	Pedrosa I, Saíz A, Arrazola J, Ferreirós J, Pedrosa 
CS. Hydatid disease: radiologic and pathologic 
features and complications. RadioGraphics 2000; 
20:795–817

	35.	Karabicak I, Yurtseven I, Yuruker SS, Ozen N, 
Kesim M. Splenic hydatid cyst. Can J Surg 2009; 
52:E209–E210

	36.	Coulier B, Pierard F, Gielen I, Maldague P. He-
patic angiosarcoma occurring 65 years after tho-
rium dioxide (Thorotrast) exposure: imaging, sur-
gical and histopathologic findings of a historical 
case. JBR-BTR 2014; 97:254–258

	37.	van Kampen RJW, Erdkamp FLG, Peters FPJ. 
Thorium dioxide-related haemangiosarcoma of 
the liver. Neth J Med 2007; 65:279–282

	38.	Compérat E, Bardier-Dupas A, Camparo P, Capron 
F, Charlotte F. Splenic metastases: clinicopatholog-
ic presentation, differential diagnosis, and patho-
genesis. Arch Pathol Lab Med 2007; 131:965–969

	39.	Elsayes KM, Narra VR, Mukundan G, Lewis JS 
Jr, Menias CO, Heiken JP. MR imaging of the 
spleen: spectrum of abnormalities. RadioGraphics 
2005; 25:967–982

	40.	Ricci ZJ, Kaul B, Stein MW, et al. Improving di-
agnosis of atraumatic splenic lesions. Part III. Ma-
lignant lesions. Clin Imaging 2016; 40:846–855

	41.	Li M, Zhang L, Wu N, Huang W, Lv N. Imaging 
findings of primary splenic lymphoma: a review 
of 17 cases in which diagnosis was made at sple-
nectomy. PLoS One 2013; 8:e80264

	42.	Shankland KR, Armitage JO, Hancock BW. Non-
Hodgkin lymphoma. Lancet 2012; 380:848–857

	43.	Ambulkar I, Kulkarni B, Borges A, Jagannath P, 
Advani SH. Primary non-Hodgkin’s lymphoma of 
the spleen presenting as space occupying lesion: a 
case report and review of literature. Leuk Lym-
phoma 2006; 47:135–139

	44.	Bhatia K, Sahdev A, Reznek RH. Lymphoma of the 
spleen. Semin Ultrasound CT MR 2007; 28:12–20

	45.	Saboo SS, Krajewski KM, O’Regan KN, et al. 
Spleen in haematological malignancies: spectrum 
of imaging findings. Br J Radiol 2012; 85:81–92

	46.	Bouhajja L, et al. Multifocal epithelioid hemangio-
endothelioma. J Orthop Oncol 2017 Apr 4 [Epub 
ahead of print]

	47.	Wang Z, Zhang L, Zhang B, Mu D, Cui K, Li S. 
Hemangioendothelioma arising from the spleen: a 
case report and literature review. Oncol Lett 2015; 
9:209–212

	48.	Makis W, Samji K, Hung RW, Deschenes J. Pleo-
morphic spindle cell sarcoma (PSCS) (formerly 
known as malignant fibrous histiocytoma, MFH) 
of the spleen, mimics an atypical haemangioma 
on 99mTc-RBC, CT and ultrasound: staging with 
18F-FDG PET/CT. BJR Case Rep 2017; 3:20150519

	49.	Levy AD, Manning MA, Miettinen MM. Soft-
tissue sarcomas of the abdomen and pelvis: radio-
logic-pathologic features. Part 2. Uncommon sar-
comas. RadioGraphics 2017; 37:797–812

	50.	Hamid KS, Rodriguez JA, Lairmore TC. Primary 
splenic angiosarcoma. JSLS 2010; 14:431–435

	51.	Thompson WM, Levy AD, Aguilera NS, Gorospe 
L, Abbott RM. Angiosarcoma of the spleen: imag-
ing characteristics in 12 patients. Radiology 2005; 
235:106–115

	52.	Kinoshita T, Ishii K, Yajima Y, Sakai N, Naganuma 
H. Splenic hemangiosarcoma with massive calci-
fication. Abdom Imaging 1999; 24:185–187

	53.	Mudireddy M, Gangat N, Hanson CA, Ketterling 
RP, Pardanani A, Tefferi A. Validation of the 
WHO-defined 20% circulating blasts threshold 
for diagnosis of leukemic transformation in pri-
mary myelofibrosis. Blood Cancer J 2018; 8:57

	54.	Erba BG, Gruppi C, Corada M, et al. Endothelial-
to-mesenchymal transition in bone marrow and 
spleen of primary myelofibrosis. Am  J Pathol 
2017; 187:1879–1892

	55.	Lu M, Xia L, Salama ME, Hoffman R. Splenic 
micro environmental cells from patients with my-
elofibrosis elaborate a cascade of cytokines and 
serve as a niche for malignant hematopoiesis. 
Blood 2016; 128:953

	56.	Stanley JC, Wakefield TW, Graham LM, White-
house WM Jr, Zelenock GB, Lindenauer SM. Clini-
cal importance and management of splanchnic ar-
tery aneurysms. J Vasc Surg 1986; 3:836–840

	57.	Therakathu J, Panwala HK, Bhargava S, Eapen A, 
Keshava SN, David D. Contrast-enhanced com-
puted tomography imaging of splenic artery aneu-
rysms and pseudoaneurysms: a single-center ex-
perience. J Clin Imaging Sci 2018; 8:37

	58.	Agrawal GA, Johnson PT, Fishman EK. Splenic 
artery aneurysms and pseudoaneurysms: clinical 
distinctions and CT appearances. AJR 2007; 
188:992–999

F O R  Y O U R  I N F O R M A T I O N

ARRS is accredited by the Accreditation Council for Continuing Medical Education (ACCME) to provide continuing 
medical education activities for physicians. 

The ARRS designates this journal-based CME activity for a maximum of 1.00 AMA PRA Category 1 Credits™ and 
1.00 American Board of Radiology©, MOC Part II, Self-Assessment CME (SA-CME). Physicians should claim only the 
credit commensurate with the extent of their participation in the activity.

To access the article for credit, follow the prompts associated with the online version of this article.

D
ow

nl
oa

de
d 

fr
om

 w
w

w
.a

jr
on

lin
e.

or
g 

by
 J

am
es

 C
ar

te
r 

on
 0

3/
25

/2
2 

fr
om

 I
P 

ad
dr

es
s 

10
4.

18
6.

36
.8

9.
 C

op
yr

ig
ht

 A
R

R
S.

 F
or

 p
er

so
na

l u
se

 o
nl

y;
 a

ll 
ri

gh
ts

 r
es

er
ve

d 

http://www.ajronline.org/action/showLinks?pmid=8781104&crossref=10.1007%2FBF01356826&citationId=p_21
http://www.ajronline.org/action/showLinks?pmid=29891917&crossref=10.1038%2Fs41408-018-0095-2&citationId=p_53
http://www.ajronline.org/action/showLinks?pmid=22096219&crossref=10.1259%2Fbjr%2F31542964&citationId=p_45
http://www.ajronline.org/action/showLinks?pmid=17890786&citationId=p_37
http://www.ajronline.org/action/showLinks?system=10.2214%2Fajr.154.1.2104720&citationId=p_29
http://www.ajronline.org/action/showLinks?pmid=2294543&crossref=10.1148%2Fradiology.174.1.2294543&citationId=p_30
http://www.ajronline.org/action/showLinks?pmid=28728747&crossref=10.1016%2Fj.ajpath.2017.04.006&citationId=p_54
http://www.ajronline.org/action/showLinks?pmid=17550328&citationId=p_38
http://www.ajronline.org/action/showLinks?pmid=8668768&crossref=10.1148%2Fradiology.199.2.8668768&citationId=p_31
http://www.ajronline.org/action/showLinks?pmid=2243976&crossref=10.1148%2Fradiology.177.3.2243976&citationId=p_23
http://www.ajronline.org/action/showLinks?crossref=10.1182%2Fblood.V128.22.953.953&citationId=p_55
http://www.ajronline.org/action/showLinks?pmid=25435960&crossref=10.3892%2Fol.2014.2693&citationId=p_47
http://www.ajronline.org/action/showLinks?pmid=16009818&crossref=10.1148%2Frg.254045154&citationId=p_39
http://www.ajronline.org/action/showLinks?pmid=27179158&crossref=10.1016%2Fj.clinimag.2016.02.015&citationId=p_40
http://www.ajronline.org/action/showLinks?system=10.2214%2Fajr.154.3.2106214&citationId=p_32
http://www.ajronline.org/action/showLinks?pmid=28946013&crossref=10.1016%2Fj.clinimag.2017.09.001&citationId=p_24
http://www.ajronline.org/action/showLinks?pmid=3701947&crossref=10.1016%2F0741-5214%2886%2990059-5&citationId=p_56
http://www.ajronline.org/action/showLinks?pmid=30363227&crossref=10.1259%2Fbjrcr.20150519&citationId=p_48
http://www.ajronline.org/action/showLinks?pmid=24278265&crossref=10.1371%2Fjournal.pone.0080264&citationId=p_41
http://www.ajronline.org/action/showLinks?pmid=22509075&crossref=10.3748%2Fwjg.v18.i13.1438&citationId=p_33
http://www.ajronline.org/action/showLinks?pmid=16924640&crossref=10.1002%2Fajh.20685&citationId=p_25
http://www.ajronline.org/action/showLinks?pmid=30197828&crossref=10.4103%2Fjcis.JCIS_21_18&citationId=p_57
http://www.ajronline.org/action/showLinks?pmid=28493803&crossref=10.1148%2Frg.2017160201&citationId=p_49
http://www.ajronline.org/action/showLinks?pmid=21333203&crossref=10.4293%2F108680810X12924466006521&citationId=p_50
http://www.ajronline.org/action/showLinks?pmid=22835603&crossref=10.1016%2FS0140-6736%2812%2960605-9&citationId=p_42
http://www.ajronline.org/action/showLinks?pmid=2406785&crossref=10.1148%2Fradiology.174.3.2406785&citationId=p_26
http://www.ajronline.org/action/showLinks?crossref=10.1093%2Fjscr%2Frjt086&citationId=p_18
http://www.ajronline.org/action/showLinks?pmid=10835129&crossref=10.1148%2Fradiographics.20.3.g00ma06795&citationId=p_34
http://www.ajronline.org/action/showLinks?system=10.2214%2FAJR.06.0794&citationId=p_58
http://www.ajronline.org/action/showLinks?pmid=15749977&crossref=10.1148%2Fradiol.2351040308&citationId=p_51
http://www.ajronline.org/action/showLinks?pmid=16321838&crossref=10.1080%2F10428190500277142&citationId=p_43
http://www.ajronline.org/action/showLinks?pmid=19865563&citationId=p_35
http://www.ajronline.org/action/showLinks?pmid=17121963&crossref=10.7863%2Fjum.2006.25.12.1625&citationId=p_27
http://www.ajronline.org/action/showLinks?pmid=3764696&citationId=p_19
http://www.ajronline.org/action/showLinks?pmid=6718733&crossref=10.1148%2Fradiology.151.3.6718733&citationId=p_20
http://www.ajronline.org/action/showLinks?pmid=10024408&crossref=10.1007%2Fs002619900472&citationId=p_52
http://www.ajronline.org/action/showLinks?pmid=17366704&crossref=10.1053%2Fj.sult.2006.10.010&citationId=p_44
http://www.ajronline.org/action/showLinks?pmid=25603638&citationId=p_36
http://www.ajronline.org/action/showLinks?pmid=16245226&citationId=p_28


This article has been cited by:

1. Nikita Consul, Sidra Javed-Tayyab, Khaled M. Elsayes. 2020. Reply to “Calcified Splenic Lesions: Silicosis and Systemic Lupus
Erythematosus Should Be Considered in the Differential Diagnosis”. American Journal of Roentgenology 215:6, W64-W64.
[Citation] [Full Text] [PDF] [PDF Plus]

2. Furkan Ufuk. 2020. Calcified Splenic Lesions: Silicosis and Systemic Lupus Erythematosus Should Be Considered in the
Differential Diagnosis. American Journal of Roentgenology 215:6, W63-W63. [Citation] [Full Text] [PDF] [PDF Plus]

D
ow

nl
oa

de
d 

fr
om

 w
w

w
.a

jr
on

lin
e.

or
g 

by
 J

am
es

 C
ar

te
r 

on
 0

3/
25

/2
2 

fr
om

 I
P 

ad
dr

es
s 

10
4.

18
6.

36
.8

9.
 C

op
yr

ig
ht

 A
R

R
S.

 F
or

 p
er

so
na

l u
se

 o
nl

y;
 a

ll 
ri

gh
ts

 r
es

er
ve

d 

https://doi.org/10.2214/AJR.20.23876
http://www.ajronline.org/doi/full/10.2214/AJR.20.23876
http://www.ajronline.org/doi/pdf/10.2214/AJR.20.23876
http://www.ajronline.org/doi/pdfplus/10.2214/AJR.20.23876
https://doi.org/10.2214/AJR.20.23442
http://www.ajronline.org/doi/full/10.2214/AJR.20.23442
http://www.ajronline.org/doi/pdf/10.2214/AJR.20.23442
http://www.ajronline.org/doi/pdfplus/10.2214/AJR.20.23442

