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Abstract

Neurocysticercosis is the most common parasitic disease of the central nervous system, and also one of the most common causes of seizures
in endemic areas. Globalization has caused the disease to spread around the world beyond the endemic regions. With no specific clinical
symptoms of the disease, medical imaging plays an important role in the diagnosis of neurocysticercosis. Familiarity with these imaging findings
may help greatly in early diagnosis, appropriate treatment decision, and follow-up of patients with neurocysticercosis.
© 2015 Beijing You’an Hospital affiliated to Capital Medical University. Production and hosting by Elsevier B.V. This is an open access article
under the CC BY-NC-ND license (http://creativecommons.org/licenses/by-nc-nd/4.0/).

Keywords: Computed tomography; Magnetic resonance imaging; Central nervous system; Cysticercosis; Neurocysticercosis

1. Introduction

Adult Taenia solium tapeworms infect only human beings
(the definitive host). Humans become infected with these
tapeworms by eating raw or poorly cooked pork products
containing viable T. solium cysts — the encysted larval stage
of the T. solium. Cysticercosis is a tissue infection by the
encysted larval stage of the T. solium [1]. Although pigs are
the main intermediate hosts of the T. solium, humans can also
be infested by the larval stage of this tapeworm through the so
called fecal-oral transmission or autoinfection pathways [2].
When the central nervous system (CNS) of humans (the most
common place) is involved by the encysted larva, it is known
as neurocysticercosis.

Neurocysticercosis is the most common parasitic disease of
the CNS, and also one of the most common causes of seizures

* Corresponding author.
E-mail address: chishing@usc.edu (C.-S. Zee).
Peer review under responsibility of Beijing You'an Hospital affiliated to
Capital Medical University.

http://dx.doi.org/10.1016/j.jrid.2014.12.001

in endemic areas (Latin America, parts of Oceania, Asia,
Eastern Europe, and Africa). Recently, this disease has a
tendency to spread all over the world (including the USA and
Australia) as the population migrating around the world [2—4].

Cysticercosis has been known for centuries. The name
“cysticercosis” derived from the Greek word “Kystic” mean-
ing bladder and“Kercos” signifying tail. The second name
“cellulose” was given by Rudolphi in 1809, due to its great
affinity for connective tissue. It was not until 1855 that the
relationship between Cysticercus cellulosae and T. solium was
first demonstrated by Kuichenmeister. He made one of his
prisoners eat cysticerci from a pig and recovered a T. solium
worm from the prisoner's intestine after his death. Cobbold
was thought to be the first one that described a case of neu-
rocysticercosis in 1864 [5—7].

In the initial decades of the Twentieth Century, with the
help of radiographs in detecting calcifications, hydrocephalus,
mass effect etc., many clinical reports of neroucysticercosis
had been published mainly focusing on the complications of
such infections [6]. At that time, neurocysticercosis could only
be recognized when patients developed symptoms. The

2352-6211/© 2015 Beijing You’an Hospital affiliated to Capital Medical University. Production and hosting by Elsevier B.V. This is an open access article under

the CC BY-NC-ND license (http://creativecommons.org/licenses/by-nc-nd/4.0/).


https://core.ac.uk/display/82057233?utm_source=pdf&utm_medium=banner&utm_campaign=pdf-decoration-v1
http://creativecommons.org/licenses/by-nc-nd/4.�0/
mailto:chishing@usc.edu
http://crossmark.crossref.org/dialog/?doi=10.1016/j.jrid.2014.12.001&domain=pdf
www.sciencedirect.com/science/journal/23526211
http://dx.doi.org/10.1016/j.jrid.2014.12.001
http://dx.doi.org/10.1016/j.jrid.2014.12.001
www.elsevier.com/locate/jrid
http://dx.doi.org/10.1016/j.jrid.2014.12.001
http://creativecommons.org/licenses/by-nc-nd/4.�0/

J.-L. Zhao et al. / Radiology of Infectious Diseases 1 (2015) 94—102 95

symptoms were non specific, including seizures, headache,
nausea or vomiting, focal neurological deficits and fever, stiff
neck, etc. The knowledge of the disease was improved mainly
by pathological studies at autopsy. Escobar and Nieto
described four essential forms of neurocysticecosis: a)
meningeal, b) ventricular, ¢) parenchymatous, and d) mixed
forms. The meningeal and ventricular forms were found to be
the predominant forms, and the racemose form was first
established as a special type of neurocysticecosis [8,9].

Since the end of the Twentieth Century, with the clinical use
of CT and MRI, our knowledge about neurocysticercosis
infection and disease process has been revolutionized [1].
Multiple calcifications in cerebral parenchyma (Fig. 1) were
the most common findings of neurocysticercosis in many initial
CT studies [10—12]. There were also some unusual neurora-
diological features of intracranial cysticersosis that had been
reported [13,14]. As MRI became available, the comparison
between CT and MRI in diagnostic ability of neurocysticercosis
had been well documented. MRI had been proved to be superior
to CT in detection and depiction of neurocysticercosis in
both parenchymal and ventricular forms. But CT was better in
showing the calcifications representing the end stage of paren-
chymal neurocystisercosis [15—19]. And for the first time, the
imaging demonstration of the various stages of parenchymal
neurocysticercosis was well correlated with pathology [17].

Nowadays, the advanced imaging of neurocysticercosis
gives us the good opportunity to learn and understand this
disease better. It helps greatly in the development of clinical
classifications of neurocysticercosis, and is of paramount
importance for determining the rational therapeutic approach
for the different forms of the disease [20,21].

In this essay, we reviewed the typical and unusual imaging
spectrum of neurocysticercosis.

2. Parenchymal neurocysticercosis
Neurocysticercosis most commonly manifests in the pa-

renchyma of the brain and typically involves the cerebral
hemispheres. Basal ganglia, brainstem, and cerebellum can

Fig. 1. Multiple calcified neurocysticercosis lesions. (Case diagnosed by
clinical and lab data) Axial CT scan.

also be involved. The lesions are commonly found at the
gray—white matter junction, presumably resulting from
deposition of the larvae in terminal small vessels of these re-
gions [22]. However, some authors mentioned that the
“parenchymal” location of parasites as described at cross-
sectional imaging actually represented subarachnoid cysticer-
cosis located in deep sulci or in perforating branches of per-
ivascular spaces [23]. But, in most of the current clinical and
radiologic studies, parenchymal disease is still considered to
be a separate and distinct form of neurocysticercosis. Because
patients with parenchymal neurocysticercosis most commonly
present with seizures, which is relatively easy to treat, and
(except in individuals with heavy infections) has a fairly good
prognosis [1].

After they have been ingested by humans, T. solium
oncospheres (embryos form of larvae) pass through the
stomach wall and reach the small blood vessels in the brain,
carried by the bloodstream. In the brain parenchyma, they may
develop into viable cysts after 2—3 months [1]. The earliest
form of larval invasion is noncystic and is usually not
detectable on imaging, because of silent clinical symptoms.
However, occasionally lesions may develop associated edema
and focal enhancement before cystic transformation. The
reason is not quite clear, it may represent the inflammation of
surrounding tissues [24]. Escobar's four pathological stages,
which depicted the natural evolution of neurocysticercosis,
had been well correlated with advanced imaging findings (CT
and MRI) [25]. This classification is still most commonly used
in current imaging studies in neurocysticercosis [20,22,23,26].

2.1. Vesicular stage (active)

After lodged in brain parenchyma for 2—3 months, the
larva can be seen as a small marginal nodule (the scolex)
projecting into a small cyst containing clear fluid (the cyst).
The parasites are viable, escaping the host immune surveil-
lance, and elicit little or no inflammatory responses in sur-
rounding tissue. Usually there is no symptom in this stage as
the cysticercal cysts mostly are small in size with an approx-
imate diameter of 5—20 mm and no or little mass effect.

CT and MRI can both demonstrate the clearly marginated
cyst with thin wall (2—4 mm), which usually does not show
contrast enhancement. The cyst fluid is similar to the cere-
brospinal fluid (CSF) in density or signal intensity (Fig. 2A). A
discrete, eccentrically located scolex within the cyst is the
pathognomonic imaging hallmark of this stage. The scolex can
be iso-intensity or hyper-intensity on both T1-weighted and
T2-weighted MR images, and may exhibit contrast enhance-
ment. Fluid-attenuated inversion-recovery (FLAIR) MR im-
ages and diffusion-weighted (DW) images can frequently
improve the visualization of the scolex (Fig. 2B) [27,28]. As
mentioned above, there is no immune response by the host at
this stage, and no surrounding edema is seen. Sometimes,
these parasites are so numerous that the brain resembles a
‘swiss cheese’ appearance. The cyst may remain in this stage
for months to years [25]. For reasons that are unclear, perhaps
as a result of the natural degeneration of the parasite or as a
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Fig. 2. Vesicular stage neurocysticercosis. (Case diagnosed by clinical and lab
data, with medicine treatment follow up) A, Axial T2WI. B, Axial FLAIR.
Note the CSF like cyst with an eccentric scolex in the right frontal region,
obviously seen on FLAIR.

consequence of antihelminthic treatment, these viable cysts
are eventually recognized by the host. An intense inflamma-
tory response is initiated then, which causes a stepwise series
of degenerative changes.

2.2. Colloidal vesicular stage (active)

In this stage, the larva begins to degenerate from the scolex,
with signs of hyaline degeneration and shows gradual
shrinkage of its size. The cyst fluid becomes turbid with
proteinaceous content and its wall becomes thicker secondary
to surrounding inflammatory response in the brain
parenchyma.

On imaging, the cyst wall becomes thicker and irregular
(late stage) with obvious contrast enhancement, which repre-
sents the break-down of the blood—brain barrier (BBB) by
inflammatory process (Fig. 3). A recent study with TI-
weighted dynamic contrast enhanced MRI indicated that K.,
may be used as a non-invasive image biomarker of BBB

B

Fig. 3. Colloidal vesicular stage neurocysticercosis. (Cases diagnosed by
clinical and lab data, with medicine treatment follow up) A, Axial FLAIR. The
cysts show turbid fluid inside with thick wall, obscured scolex, and obvious
surrounding brain edema. B, Axial TIWI with contrast in a different patient.
Note the enhancement of the walls of multiple cysts.

break-down in different stages of neurocysticercosis [29]. The
fluid within the cyst becomes hyperdense than that of the CSF
on CT, and is slightly hyperintense on T1-weighted images,
markedly hyperintense on T2-weighted or FLAIR images.
With degeneration, the scolex decreases in size, and eventually
disappears on imaging study.

When there is a single cyst at this stage with ring-like
contrast enhancement, the differential diagnosis of single
enhanced lesion (SEL) should be considered [1]. The clinical
history of being from endemic area and the positive test result
of serum or CSF immune assay (e g. Lentil lectin glycoprotein
enzyme-linked immunoelectrotransfer blot, LLGP-EITB) may
be helpful in the diagnosis of neurocysticercosis.

Although EITB has 100% specificity and an overall
sensitivity of 98%, approximately 30% of patients with a
single brain parasite may test negative [3]. DW imaging and
magnetic resonance spectroscopy (MRS) may help in differ-
ential diagnosis, but overlaps of these imaging characteristics
make things complex. Absence of diffusion restriction on DW
imaging may help in differentiating neurocysticercosis from
abscess, but cannot help to differentiate it from metastatic
disease. 'H nuclear MRS of the cysticercal fluid may
demonstrate elevated choline, lactate, lipid, succinate, alanine,
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Fig. 4. Nodular-granular stage neurocysticercosis. (Case diagnosed by clinical
and lab data, with medicine treatment follow up) Axial FLAIR. Note the
shrinking cysts with minimum mass effect and surrounding gliosis.

and acetate, and decreased N-acetylaspartate and creatine.
Other infectious diseases may also have the similar MRS
findings. However, MRS may help to differentiate neuro-
cysticercosis from necrotic parts of neoplasm or cystic
metastasis which demonstrates only lactate and lipid peaks
[22]. When there are multiple lesions in this stage, the host
immune response to the degenerated cysts may cause diffuse
brain edema and collapse of the ventricular system without
midline shift. This is called acute cysticercosis encephalitis,
commonly seen in children [30].

2.3. Granular nodular stage (active)

As degeneration of the cysticercus progresses, the cyst
decreases in size and transforms into a smaller granulomatous
nodular lesion. Pericystic gliosis of variable severity is the
most common pathologic finding [27]. The cyst may be seen
as a nodular or a thick, small, ring-like enhancement. Sur-
rounding edema is not as extensive as the late colloidal ve-
sicular stage and decreases gradually (Fig. 4) [25].

Fig. 5. Nodular calcified stage neurocysticercosis. (Case diagnosed by clinical
and lab data) Axial CT scan. Note multiple calcified lesions.

Fig. 6. Intraventricular neurocysticercosis. (Case diagnosed by clinical and lab
data, with medicine treatment follow up) Axial TIWI with contrast. Note the
obviously enhanced scolex within the cyst in the trigone of left lateral ventricle
helps to make the correct diagnosis.

2.4. Nodular calcified stage (nonactive)

In this final stage, the lesion has shrunk to one half or one
quarter of its original size, and almost completely mineralized,
with no surrounding edema. CT, better than MRI, can clearly
depict the calcified nodule (Fig. 5). MRI may show signal void
lesion on some sequences, particularly gradient echo sequence
or susceptibility weighted imaging. Although this stage is a
nonactive form of neurocysticercosis, recurrent seizure activ-
ity may be associated with the calcified nodule. Presumably,
this is caused by an inflammatory response to an antigenic
substance released from the cysticercal remnants in the
apparently dead parasite. Mild contrast enhancement on MRI
may be seen surrounding the calcification, sometimes with

Fig. 7. Intraventricular neurocysticercosis. (Case diagnosed by clinical and lab
data, with medicine treatment follow up) Axial CT scan shows the shunt
placed for a cyst in the anterior horn of left lateral ventricle with obstructive
hydrocephalus.
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Fig. 8. Subarachnoid neurocysticercosis. (Case diagnosed by pathology and
lab data) A, Axial T2WI. B, Axial TIWI. C, Axial FLAIR. D, Axial TIWI

Fig. 9. Subarachnoid neurocysticercosis. (Case diagnosed by pathology and
lab data) Axial TIWI with contrast shows multiple subarachnoid cysts
agglomerated at the skull base with some showing enhancement and degen-
erated scolex.

minimal edema [31—33]. In cases that the calcified nodule is
located within the hippocampus, the medically intractable
epilepsy can be well controlled by hippocampal resection [34].

2.5. Imaging pearls of parenchymal neurocysticercosis

2.5.1. Vesicular stage

Small CSF-like cyst with thin wall and an eccentrically
located scolex, no contrast enhancement of the cyst's wall, no
surrounding tissue edema.

2.5.2. Colloidal vesicular stage

The density and signal intensity of the cystic fluid change
from that of CSFE. The cystic wall is thicker. The scolex be-
comes ill defined and finally shrinks in its size. Ring-like
enhancement is seen. The surrounding tissue edema is obvious.

2.5.3. Granular nodular stage
Small enhancing cyst or nodule, with mild surrounding
edema and little mass effect.

2.5.4. Nodular calcified stage
Small calcified nodule, no surrounding edema, better seen
on CT.

3. Intraventricular neurocysticercosis

Intraventricular cysticercosis is the second common form of
neurocysticercosis, which may account for 22% of all neuro-
cysticercosis cases [18]. Usually intraventricular cysts occur in
isolated fashion, sometimes may be seen in conjunction with

with contrast. Note multiple cysts with various sizes in the right Sylvan fissure.
Some show minimal contrast enhancement.
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parenchymal or cisternal lesions, which may help the
diagnosis.

A solitary intraventricular cyst is the usual manifestation of
this form of neurocysticercosis, which is most commonly seen
in the fourth ventricle, followed by the third ventricle, the
lateral ventricle and cerebral aqueduct of Sylvius. It usually
has the same density and signal intensity with the CSF on CT
and MRI. But MRI is obviously superior to CT in locating the
cysts, depicting the wall, the scolex, the fluid in the cysts
(Fig. 6), and the accompanying changes (e g. ependymitis),
especially on FLAIR sequence with 100% supplemental O2 or
Three-dimensional Constructive Interference in Steady State
(3D-CISS). FLAIR sequence with 100% supplemental O2 can
increase the signal intensity of CSF, while 3D-CISS is a
heavily 3D T2WI high-resolution cistern imaging sequence.
Both methods can help in differentiating cyst lesion from CSF
[26]. The cysts are identified by the high signal intensity mural
nodule, cyst wall outlined by cerebrospinal fluid in the
ventricle on TIl-weighted and FLAIR images. Granular
ependymitis in surgically operated cases may be seen as ring-
like or nodular enhancement, and require shunt placement
even after surgical removal of the cyst [35]. As the cyst may be
adherent to the ventricle wall or migrate in/out the ventricle
system, it is important to confirm the location of the cyst
before surgery. CT ventriculography, once a relatively invasive
procedure in localizing the cyst in ventricle, has now been
replaced by the non-invasive MR imaging methods [25].

The cyst may evolve like the parenchymal cyst, with
thickened wall, ring-like enhancement and surrounding
edema, but calcification is seldom seen [36]. As mentioned
before, differentiation of such a ring-like enhancing lesion
from neoplastic processes or other inflammatory processes
may be difficult, correlation with clinical history, laboratory
data, and previous imaging findings is necessary.

Unlike the parenchymal form, intraventricular cysticercosis
may cause acute obstructive hydrocephalus, and is potentially
lethal. Early diagnosis is critical in management of these pa-
tients [35]. Surgical treatment of intraventricular cysts may
include cysts resection or just shunt placement (Fig. 7). A
series of six cases with endoscopic excision of intraventricular
cysticercosis had been reported with good prognosis [37].

3.1. Imaging pearls of intraventricular
neurocysticercosis

CSF-like cyst with or without scolex in ventricular system,
better demonstrated by MRI, may cause acute obstructive
hydrocephalus.

Fig. 10. Subarachnoid neurocysticercosis-racemose form. (Case diagnosed by
clinical and lab data, with medicine treatment follow up) A, Axial T2WI. B,
Axial TIWI with contrast. C, Sagittal TIWI without contrast. D, Sagittal
T1WI with contrast. Note the agglomerated cysts in basal cistern with
enhancement of the wall and surrounding leptomeningeal, no obvious scolex
can be seen. The basal artery is encased by the cysts with signs of vasculitis.




Fig. 11. Spinal neurocysticercosis -Subarachnoid form. (Case diagnosed by
pathology and lab data) A, Sagittal TIWI. B, Sagittal T2WI. C, Axial T2WI.
Note multiple cysts in the subarachnoid space of the thoracic spine with spinal
cord compression.

C

Fig. 12. Spinal neurocysticercosis-intramedullary form. (Case diagnosed by
pathology and lab data) A, T2WI with fat suppression. B, TIWI without
contrast. C, TIWI with contrast and fat suppression. The intramedullary
nodule shows hypointesity on T2WI, iso-intensity on T1WI precontrast, and
intense enhancement postcontrast images.
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3.2. Subarachnoid neurocysticercosis

The subarachnoid form of neurocysticercosis is the third
common manifestation of this disease, and has been found in
3.5% of neurocysticercosis patients [38].

The cysts located within cortical sulci, like the paren-
chymal cysts, may be small in size with the pressure effect
from surrounding brain parenchyma, and usually follow the
same stages of evolution. Sometimes it is difficult to differ-
entiate between the parenchymal form and subarachnoid form
of the disease. On the other hand, the cysts located in the
Sylvian fissure or within the basal CSF cisterns may reach a
large size, with reported cases of lesions 10 cm and larger
(Fig. 8) [2].

Cysts within basal cisterns usually manifest as a space-
occupying lesion of CSF signal intensity or density. They may
cause distortion of the involved cisterns and adjacent brain
structures, and tend to agglomerate in a racemose form. It was
thought that racemose cysts did not have scolex, but a recent
study found that the degenerated scolex could be found in this
form of neurocysticercosis [39]. Like the intraventricular form
of neurocysticercosis, CT gives little help in depicting this form
of lesions. MRI may show the cyst walls, the degenerated
scolex, especially on FLAIR sequence or 3D-CISS (Fig. 9).

The contrast enhancement of the surrounding lep-
tomeninges indicates the presence of arachnoiditis (Fig. 10),
which is elicited by the degenerating cyst. This inflammation
process may involve leptomeninges and corresponding ar-
teries, cause hydrocephalus and vasculitis, even result in ce-
rebral infarction. Segmental narrowing or even occlusion of
the major intracranial arteries [40] may be a common angio-
graphic finding in patients with subarachnoid neuro-
cysticercosis, even in patients lacking clinical or neuroimaging
evidence of a cerebral infarct [20]. Infectious aneurysms may
also be associated with subarachnoid neurocysticercosis [13].

3.3. Imaging pearls of subarachnoid neurocysticercosis

CSF-like cyst (if no scolex present) with non specific im-
aging findings, small in sulci, large in fissure or cistern, with a
tendency to agglomerate, may cause mass effect and
arachnoiditis.

4. Spinal neurocysticercosis

Spinal neurocysticercosis is uncommon. The cyst can be
found within the spinal cord parenchyma (intramedullary
form) or within the subarachnoid space (leptomeningeal
form). The lepotmeningeal form is more common and usually
accompany with intracranial disease (Fig. 11) [41]. Intra-
medullary spinal cysticercosis is extremely rare (Fig. 12), with
non-specific imaging finding as cyst lesion widening of spinal
cord, indistinguishable from other intramedullary pathologic
processes (tuberculomas, tumors) [16,42]. In a recent review
of 43 patients with intramedullary spinal cysticercosis, most
cysts were located at the lower thoracic levels. This segmental
distribution is coincidence with the blood supply region of the

artery of Adamkiewicz, which most often originates directly
from the descending aorta and enters the spinal cord between
the T9 and TI11 levels. The prognosis of intramedullary
cysticercosis may be better for medically-treated patients than
for surgically-treated patients [43].

4.1. Imaging pearls of spinal neurocysticercosis

Rare, non specific cyst lesion on imaging, always search
intracranial lesions for differential diagnosis.

5. Conclusion

Neurosticercosis is the most common helminthic infesta-
tion of the central nervous system in human and a leading
cause of acquired epilepsy worldwide. As globalization pro-
gresses, this disease has spread to areas previously unknown to
be endemic, like the USA and Australia. The neurologic
symptoms are always non-specific. The ideal method of
diagnosis of this disease is the combination of clinical, im-
aging, lab and epidemiologic data. . With the clinical use of
more advanced imaging equipments, such as 7.0 T MRI
scanner, the disease processes of neurocysticercosis may be
better understood as anatomical and pathological details are
illustrated. Familiarity with these imaging findings may help
greatly in early diagnosis, appropriate treatment decision, and
follow-up of patients with neurocysticercosis.

References

[1] Nash TE, Garcia HH. Diagnosis and treatment of neurocysticercosis. Nat
Rev Neurol 2011;7:584—94.

[2] Garcia HH, Del Brutto OH. Taenia solium cysticercosis. Infect Dis Clin
N. Am 2000;14:97—119.

[3] Garcia HH, Del Brutto OH. Neurocysticercosis: updated concepts about
an old disease. Lancet Neurol 2005;4:653—61.

[4] Mewara A, Goyal K, Sehgal R. Neurocysticercosis: a disease of neglect.
Trop Parasitol 2013;3:106—13.

[5] Olive JI. Cysticercosis of the nervous system. I. Introduction and general
aspects. J Neurosurg 1962;19:632—4.

[6] Webbe G. Human cysticercosis: parasitology, pathology, clinical mani-
festations and available treatment. Pharmacol Ther 1994;64:175—200.

[7] Dieto N. Historical notes on cysticercosis. In: Flisser A WK, Laclette JP,
Larralde C, Ridaura C, Beltran F, editors. Cysticercosis. present state of
knowledge and perspectives. New York: Academic Press In.; 1982.
p. 1-7.

[8] Cardenas JCY. Cysticercosis of the nervous system. II. Pathologic and
radiologic findings. J Neurosurg 1962;19:635—40.

[9] Bickerstaff ER. THE racemose form of cerebral cysticercosis. Brain
1952;75:1—18.

[10] Bentson JR. Computed tomography in intracranial cysticercosis. J
Comput Assisted Tomogr 1977;1:464—71.

[11] Mervis B. Computed tomography (CT) in prenchymatous cerebral
cysticercosis. Clin Radiol 1980;31:521—8.

[12] McCormick GF, Zee CS, Heiden J. Cysticercosis cerebri. Review of 127
cases. Arch Neurol 1982;39:534—9.

[13] Zee CS, Segall HD, Miller C, Tsai FY, Teal JS, Hieshima G, et al. Un-
usual neuroradiological features of intracranial cysticersosis. Radiology
1980;137:397—407.

[14] Wadia N. Disseminated cysticercosis: new observations, including CT
scan findings and experience with treatment by praziquantel. Brain
1988;111:597—614.


http://refhub.elsevier.com/S2352-6211(15)00003-0/sref1
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref1
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref1
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref2
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref2
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref2
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref3
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref3
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref3
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref4
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref4
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref4
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref5
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref5
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref5
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref6
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref6
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref6
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref7
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref7
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref7
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref7
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref7
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref8
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref8
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref8
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref9
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref9
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref9
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref10
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref10
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref10
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref11
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref11
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref11
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref12
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref12
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref12
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref13
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref13
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref13
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref13
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref14
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref14
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref14
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref14

102 J.-L. Zhao et al. / Radiology of Infectious Diseases 1 (2015) 94—102

[15] Suss RA, Maravill KR, Thompson J. MR imaging of intracranial cysti-
cercosis: comparison with CT and anatomopathologic features. AJNR
1986;7:235—42.

[16] Castillo M, Quencer RM, Post MJ. MR of intramedullary spinal cysti-
cercosis. AJNR 1988;9:393—5.

[17] Zee CS, Segall HD, Boswell W, Ahmadi J, Nelson M, Colletti P. MR im-
aging of neurocysticercosis. J Comput Assisted Tomogr 1988;12:927—34.

[18] Martinez HR, Rangel-Guerra R, Elizondo G, Gonzalez J, Todd LE,
Ancer J, et al. MR imaging in neurocysticercosis: a study of 56 cases.
AJNR 1991;10:1011-9.

[19] Ginier BL, Poirier VC. MR imaging of intraventricular cysticercosis.
AJNR 1992;13:1247—8.

[20] Garcia HH, Del Brutto OH. Imaging findings in neurocysticercosis. Acta
Trop 2003;87:71—8.

[21] Salgado P, Rojas R, Sotelo J. Cysticercosis. Clinical classification based
on imaging studies. Archives Intern Med 1997;157:1991—7.

[22] Lerner A, Shiroishi MS, Zee CS, Law M, Go JL. Imaging of neuro-
cysticercosis. Neuroimaging Clin N. Am 2012;22:659—76.

[23] Kimura-Hayama ET, Higuera JA, Corona-Cedillo R, Chavez-Macias L,
Perochena A, Quiroz-Rojas LY, et al. Neurocysticercosis: radiologic-
pathologic correlation. Radiographics 2010;30:1705—19.

[24] Dumas JL, Visy JM, Belin C, Gaston A, Goldlust D, Dumas M. Paren-
chymal neurocysticercosis: follow-up and staging by MRI. Neuroradi-
ology 1997;39:12—8.

[25] Zee CS, Go JL, Kim PE, DiGiorgio CM. Imaging of neurocysticercosis.
Neuroimaging Clin N. Am 2000;10:391—407.

[26] do Amaral LL, Ferreira RM, da Rocha AJ, Ferreira NP. Neuro-
cysticercosis: evaluation with advanced magnetic resonance techniques
and atypical forms. Top Magnetic Reson Imaging TMRI
2005;16:127—44.

[27] Noujaim SE, Rossi MD, Rao SK, Cacciarelli AA, Mendonca RA,
Wang AM, et al. CT and MR imaging of neurocysticercosis. AJR
1999;173:1485—90.

[28] Santos GT, Leite CC, Machado LR, Mckinney AM, Lucato LT. Reduced
diffusion in neurocysticercosis: circumstances of appearance and
possible natural history implications. AJNR 2013;34:310—6.

[29] Gupta RK, Awasthi R, Garg RK, Kumar N, Gupta PK, Singh AK, et al.
T1-Weighted dynamic contrast-enhanced MR evaluation of different
stages of neurocysticercosis and its relationship with serum MMP-9
expression. AJNR 2013;34:997—1003.

[30] Rangel R, Torres B, Del Bruto O, Sotelo J. Cysticercotic encephalitis: a
severe form in young females. Am J Trop Med Hyg 1987;36:387—92.

[31] Nash TE, Pretell EJ, Lescano AG, Bustos JA, Gilman RH, Gonzalez AE,
et al. Perilesional brain oedema and seizure activity in patients with
calcified neurocysticercosis: a prospective cohort and nested case-control
study. Lancet Neurol 2008;7:1099—105.

[32] Poeschl P, Janzen A, Schuierer G, Winkler J, Bogdahn U, Steinbrecher A.
Calcified neurocysticercosis lesions trigger symptomatic inflammation
during antiparasitic therapy. AINR 2006;27:653—5.

[33] Sheth TN, Pilon L, Keyston J, Kucharczyk W. Persistent MR contrast
enhancement of calcified neurocysticercosis  lesions.  AJNR
1998;19:79-82.

[34] Singh G, Burneo JG, Sander JW. From seizures to epilepsy and its
substrates: neurocysticercosis. Epilepsia 2013;54:783—92.

[35] Zee CS, Segall HD, Apuzzo MLJ, Ahmadi J, Dobkin WR. Intraven-
tricular cysticercal cysts: further neuroradiologic observations and
neurosurgical implications. AJNR 1984;1984:727—30.

[36] Carpio A. Neurocysticercosis: an update. Lancet Infect Dis
2002;2:751—62.

[37] Suri A, Goel RK, Ahmad FU, Vellimana AK, Sharma BS,
Mahapatra AK. Endoscopic excision of intraventricular neuro-
cysticercosis in children: a series of six cases and review. Childs Nerv
Syst 2008;24:281-5.

[38] Shandera WX, White ACJ, Chen JC, Diaz P, Armstring R. Neuro-
cysticosis in Houston, Texas: a report of 112 cases. Medicine
1994;73:37—52.

[39] Castillo M. Imaging of neurocysticercosis. Semin Roentgenol
2004;39:465—73.

[40] McCormick GF, Giannotta S, Zee CS, Fisher M. Carotid occlusion in
cysticercosis. Neurology 1983;33:1078—80.

[41] Leite CC, Jinkins JR, Escobar BE, Magalhaes AC, Gomes GC, Dib G,
et al. MR imaging of intramedullary and intradural-extramedullary spinal
cysticercosis. AJR 1997;169:1713—7.

[42] Zee CS, Segall HD, Ahmadi J, Tsai FY, Apuzzo M. CT myelography in
spinal cysticercosis. J Comput Assist Tomogr 1986;10:195—8.

[43] Del Brutto OH, Garcia HH. Intramedullary cysticercosis of the spinal
cord: a review of patients evaluated with MRI. J Neurological Sci
2013;331:114—7.


http://refhub.elsevier.com/S2352-6211(15)00003-0/sref15
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref15
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref15
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref15
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref16
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref16
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref16
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref17
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref17
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref17
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref18
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref18
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref18
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref18
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref19
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref19
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref19
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref20
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref20
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref20
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref21
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref21
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref21
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref22
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref22
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref22
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref23
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref23
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref23
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref23
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref24
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref24
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref24
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref24
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref25
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref25
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref25
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref26
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref26
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref26
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref26
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref26
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref27
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref27
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref27
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref27
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref28
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref28
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref28
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref28
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref29
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref29
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref29
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref29
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref29
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref30
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref30
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref30
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref31
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref31
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref31
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref31
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref31
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref32
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref32
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref32
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref32
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref33
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref33
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref33
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref33
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref34
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref34
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref34
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref35
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref35
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref35
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref35
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref36
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref36
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref36
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref37
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref37
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref37
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref37
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref37
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref38
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref38
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref38
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref38
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref39
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref39
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref39
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref40
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref40
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref40
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref41
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref41
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref41
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref41
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref42
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref42
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref42
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref43
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref43
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref43
http://refhub.elsevier.com/S2352-6211(15)00003-0/sref43

	Imaging spectrum of neurocysticercosis
	1. Introduction
	2. Parenchymal neurocysticercosis
	2.1. Vesicular stage (active)
	2.2. Colloidal vesicular stage (active)
	2.3. Granular nodular stage (active)
	2.4. Nodular calcified stage (nonactive)
	2.5. Imaging pearls of parenchymal neurocysticercosis
	2.5.1. Vesicular stage
	2.5.2. Colloidal vesicular stage
	2.5.3. Granular nodular stage
	2.5.4. Nodular calcified stage


	3. Intraventricular neurocysticercosis
	3.1. Imaging pearls of intraventricular neurocysticercosis
	3.2. Subarachnoid neurocysticercosis
	3.3. Imaging pearls of subarachnoid neurocysticercosis

	4. Spinal neurocysticercosis
	4.1. Imaging pearls of spinal neurocysticercosis

	5. Conclusion
	References


