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Preface

“A teacher is one who makes himself progressively unnecessary.”
- Thomas Carruthers

It is with a great sense of pride that we introduce our endeavor
entitled Pearls and Pitfalls in Head and Neck and Neuro-
imaging. We hope that this book will be fun to read and foster
the understanding of difficult diagnoses and common pitfalls
in Neuroimaging.

We have different backgrounds and sub-specialty Neuro-
imaging expertise, but have one thing in common - the love
and passion for teaching the residents and fellows. This has
resulted in accumulation of thousands of teaching files in our
respective libraries. Years spent with the trainees in the read-
ing room in wonderful academic institutions have given us an
understanding of diagnoses that are commonly missed and
imaging findings that are likely to be misinterpreted.

While a number of excellent books exist on the subject and
practice of Neuroradiology, a book like this is unique. It aims
to cover the lacunae that commonly exist in the knowledge of
Neuroimaging and gives clarity to diagnoses that are difficult
to make with certainty.

After deciding to proceed with this project, the three
of us brainstormed and came up with 106 topics that we
wanted to cover. These topics were divided into 19 sections.

Each chapter is concise, yet gives a comprehensive overview of
the subject matter.

We understand that time is precious and therefore wanted to
create a resource that is precise and trustworthy. It is our hope
that this treatise is easy to follow, unpretentious, and helpful.

We would like to thank all the Cambridge University Press
staff who helped us tremendously every step of the way. In
particular, we express our gratitude to Nisha Doshi and Beata
Mako. Gaurang would also like to express his gratitude to
Suresh Mukherji, Mark Shiroishi, Sanjay Jain, Prasan Rao,
Jayant Narang and Mohammad Arabi for sharing their images
and wisdom.

Our sincere thanks to the clinicians working with us for
providing ever so important clinical feedback and learning
that comes with it. Last but not the least, we thank our families
for their unconditional support and patience during the
writing of this project.

We hope that the readers will enjoy reading this book.
We are open to any suggestions or criticism that the readers
may have for its improvement and look forward to hearing
from you.

Nafi, Gaurang, and Dheeraj
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CASE

Imaging description

Intravascular clot can be seen on unenhanced CT as a focal
hyperattenuation and may be the only sign of acute ischemia
(Fig. 1.1). A thrombosed vessel has a higher CT attenuation
value than a normal vessel, because clot contains more protein
and less serum than blood due to the deposition of fibrinogen
and other clotting proteins and extraction of serum during
the process of thrombus formation. When CT shows a focal
hyperattenuation in the middle cerebral artery (MCA) this
is known as the dense MCA sign. This provides not only a
diagnosis of MCA territory infarct but also some prognostic
information, because stroke patients who demonstrate a dense
MCA sign on their initial CT do relatively poorly compared
to those who do not have this sign (Fig 1.2) [1]. Clot in the
basilar artery is not as common as MCA thrombus, but
the same principles that lead to the dense MCA sign apply to
basilar artery thrombosis (Fig. 1.1) [2]. Similarly, thrombosis
of the other intracranial vessels, including the veins and dural
sinuses, can be diagnosed on the basis of dense clot present
within the vessel (Figs. 1.3, 1.4).

Importance

Unenhanced CT is the first imaging study performed in most
acute neurologic presentations. Diagnosing a vascular occlu-
sion early has great prognostic significance. Early initiation of
treatment is the most important factor in achieving improved
outcomes in the setting of basilar occlusion [3].

Typical clinical scenario

MCA territory infarcts are relatively easy to diagnose clinic-
ally, as patients present with focal neurologic deficits and
consciousness is usually not altered. Basilar artery territory
infarcts, on the other hand, may lack localizing features and
are associated with varying degrees of alteration in conscious-
ness that require a broader clinical differential diagnosis than
anterior circulation infarcts.

Differential diagnosis

Increased attenuation in a vessel can result from increased
attenuation of the blood or the vessel wall in addition to
intraluminal clot formation. Atherosclerosis results in focally
increased attenuation in vessel wall that can mimic thrombus.
Increased hematocrit due to hemoconcentration or systemic
disorders such as chronic obstructive lung diseases may cause

1 Dense basilar artery sign

diffusely hyperdense vessels that can potentially mimic the
dense artery sign. Partial volume averaging, vessel tortuosity,
or ectesia may also make a portion of the vessel appear denser
than the other parts. Most of these possibilities can be elimin-
ated by using thinner slices and comparing the vessel segment
in question to other vessels of similar size on the same CT [4].
Of course, it is crucial to have appropriate clinical correlation.
Contrast-enhanced CT/CTA or MRI/MRA can be used as a
problem solver in ambiguous cases. It should be also kept in
mind that the sensitivity of the dense vessel sign is relatively
low. In other words, absence of dense artery sign does not
exclude vessel occlusion or brain infarct.

Teaching points

The dense basilar artery sign indicates basilar artery throm-
bosis, basilar artery territory infarcts, and a poor outcome. In
the appropriate clinical setting, the specificity of this finding
is high although sensitivity is only moderate. Using thinner
slices, comparing the density of the vessel in question to that
of other vessels of similar size, helps to differentiate intralum-
inal clot from mimickers such as atherosclerosis, hemocon-
centration, and vessel tortuosity. To confirm the presence of
vessel occlusion, contrast-enhanced CT may be employed as
a quick problem solving tool, although CTA, MRI/MRA, and
sometimes digital subtraction angiography (DSA) are neces-
sary to better characterize the extent of vessel occlusion,
collateral vessels, and infarcted areas.

REFERENCES

1. Zorzon M, Masé G, Pozzi-Mucelli F, et al. Increased density in the
middle cerebral artery by nonenhanced computed tomography:
prognostic value in acute cerebral infarction. Eur Neurol 1993; 33: 256-9.
2. Goldmakher GV, Camargo EC, Furie KL, et al. Hyperdense basilar
artery sign on unenhanced CT predicts thrombus and outcome in acute
posterior circulation stroke. Stroke 2009; 40: 134-9.

3. Eckert B, Kucinski T, Pfeiffer G, Groden C, Zeumer H. Endovascular
therapy of acute vertebrobasilar occlusion: early treatment onset as the
most important factor. Cerebrovasc Dis 2002; 14: 42-50.

4. Gadda D, Vannucchi L, Niccolai F, et al. Multidetector computed
tomography of the head in acute stroke: predictive value of different
patterns of the dense artery sign revealed by maximum intensity
projection reformations for location and extent of the infarcted area.
Eur Radiol 2005; 15: 2387-95.



SECTION 1 Cerebrovascular diseases

Figure 1.1 Acute basilar artery thrombosis. (A, B) Axial unenhanced CT images show increased attenuation in the basilar artery (arrows) as
compared to the left middle cerebral artery (short arrow), indicating basilar artery thrombosis, in this patient with acute deterioration of
neurologic status and alertness. (€) Axial image from a CTA performed shortly after shows lack of contrast filling of the basilar artery (arrow)

compared to the carotids.

Figure 1.2 Axial CT images show increased
attenuation associated with the left MCA
and its branches (arrows) compatible with
thrombosis. Decreased gray/white
differentiation in the left insular ribbon and
putamen (short arrow) is compatible with
acute infarct.



Dense basilar artery sign | CASE 1

Figure 1.3 Axial CT shows a marked hyperattenuation in the
right transverse sinus, which was confirmed to represent acute
thrombosis.

Figure 1.4 Axial CT shows thrombosis of the straight sinus
(arrow) and the vein of Galen (short arrow) with associated
hypoattenuation in the bilateral thalami.
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Imaging description

Anoxic-ischemic injury to the brain as a result of cardiore-
spiratory insufficiency, such as seen in cardiac arrest, respira-
tory arrest, prolonged hypotension, and asphyxia, is difficult to
diagnose because of the subtlety and symmetry of abnormal-
ities seen on MRI and CT scans. These scans are frequently
misinterpreted, particularly when radiologists are not aware
of the clinical circumstances. CT scans show diffuse decrease
in gray/white differentiation and mild edema in the early
stages. On MRI, diffuse increase in the cortical signal is seen
on FLAIR/T2-weighted images as well as diffusion-weighted
images (DWI) in most cases (Figs. 2.1, 2.2), although different
patterns are occasionally encountered, including signal
changes in the deep gray matter structures only, in both gray
and white matter, and in the white matter only [1].

The underlying pathophysiologic processes leading to
differences in pattern are not clearly understood, although
essentially all types of global anoxic-ischemic injury portend
a very poor prognosis. DWI sequence is the most sensitive
imaging modality. DWI shows a much increased contrast
difference between the diffusely abnormal cortex and rela-
tively preserved white matter, creating a more “eye-pleasing”
appearance compared to a normal DWI scan, which shows
only a mild difference between gray and white matter
(Fig. 2.3). However, there are differences in the normal con-
trast present between the cortex and white matter in different
MRI scanners and different DWI sequences, and radiologists
should become familiar with the normal appearance of the
DWTI images in their practice settings. High-b-value DWI
may increase sensitivity [2].

Importance

Anoxic-ischemic injury, particularly when it is severe, often
results in brain death, which has enormous implications
for cessation of life support, family counseling, and organ
harvesting.

2 Global anoxic brain injury

Typical clinical scenario

Patients are typically comatose following cardiorespiratory
arrest, prolonged hypotensive episode, asphyxia, drowning, etc.

Differential diagnosis

In the proper clinical setting there is no differential diagnosis.
In strict radiological terms the differential diagnosis is between
a normal scan and a severely abnormal scan, as missing this
injury will result in generation of a normal MRI or CT report.
One important clue is the difference in attenuation/signal of
the supratentorial brain and cerebellum. Because the supraten-
torial structures are preferentially affected there is usually a
stark difference between cerebellum and brain. When only the
deep gray matter is involved (Fig. 2.4) the differential diagnosis
may include Creutzfeldt-Jakob disease (CJD) and metabolic
toxic injury, although the clinical features should be helpful in
differentiating these. Only white matter involvement may be
confused with leukoencephalopathies radiologically (Fig. 2.5).

Teaching points

Global hypoxic injury results in symmetric and subtle
changes on MRI and CT scans that are easily missed. Radi-
ologists should be familiar with the normal contrast present
between the gray and white matter on their DWI sequences
and look for changes in that contrast in comatose patients.

REFERENCES

1. Kim E, Sohn CH, Chang KH, Chang HW, Lee DH. Patterns of
accentuated grey-white differentiation on diffusion-weighted imaging or
the apparent diffusion coefficient maps in comatose survivors after global
brain injury. Clin Radiol 2011; 66: 440-8.

2. Tha KK, Terae S, Yamamoto T, et al. Early detection of global cerebral
anoxia: improved accuracy by high-b-value diffusion-weighted imaging
with long echo time. AJNR Am ] Neuroradiol 2005; 26: 1487-97.



Global anoxic brain injury | CASE 2

Figure 2.1 Axial FLAIR and DWI images show diffusely and symmetrically increased signal in the cortex and deep gray matter structures
compatible with global anoxic injury. The patient had a cardiac arrest and was declared brain-dead shortly after the MRI.

Figure 2.2 Axial CT images show diffuse loss of gray/white differentiation throughout the supratentorial brain compatible with global anoxic
injury. Note the attenuation of the cerebellum, which appears prominent relative to diffusely decreased attenuation of the brain. This is the
“white cerebellum sign.” Similar differences are observed on MR, in particular in DWI images.



SECTION 1 Cerebrovascular diseases

Figure 2.3 Axial DWI images of a patient
with global anoxic injury (left) and of a
normal individual (right) highlight the
abnormality more clearly.

FLAIR

Figure 2.4 A less common pattern of global anoxic injury. Axial FLAIR and DWI images show preferential involvement of the deep gray matter
with preservation of the cortex except in the perirolandic area.
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Figure 2.5 A much rarer form of global
anoxic injury. White matter is involved and
the cortex is spared, although quantitative
apparent diffusion coefficient (ADC)
evaluation showed some cortical
abnormality as well.
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Imaging description

CT has an unparalleled track record in the detection of
intracranial hemorrhage and therefore is the first imaging study
obtained in this setting. In addition to excluding intracranial
hemorrhage, CT may help demonstrate early signs of acute
ischemic stroke (AIS), such as insular ribbon sign, hyperdense
cerebral artery sign, sulcal effacement, and development
of acute parenchymal low attenuation (Fig. 3.1). Patients
who have advanced signs of infarction involving more than
one-third of the middle cerebral artery (MCA) territory are
generally excluded from intravenous tissue plasminogen acti-
vator (tPA) therapy because of a higher risk for hemorrhagic
conversion.

Advanced imaging as a triage tool for selecting patients
for intravenous (IV) or intra-arterial (IA) stroke therapies
beyond 3 hours is a focus of evaluation of many ongoing
clinical trials [1]. Central to the idea of advanced imaging is
to obtain a precise measure of the area of ischemic core versus
ischemic but still viable tissue that is at risk for infarction in
the absence of early recanalization (penumbra). It can be
argued that patients can only benefit from recanalization if
there is a relatively modest area of already infarcted tissue and
significant (ideally >20% of area of core infarction) ischemic
tissue that can be potentially salvaged.

Ideally, imaging would provide an assessment (or confirm-
ation) of occlusion of a major cerebral artery, a precise measure
of the area of irreversible infarction, and assessment of the
surrounding perfusion abnormality. MRI, using diffusion-
weighted imaging (DWI), has become the gold standard to
demonstrate the area of irreversible infarction. This tissue
demonstrates high signal on DWI images and corresponding
reduction in apparent diffusion coefficient (ADC) values.
Salvageable penumbra can be operationally defined as a
mismatch between the perfusion MR volume and the DW
MR volume, where the perfusion MR volume indicates presum-
ably ischemic, hypoperfused penumbral tissue and the DW MR
volume represents irreversibly ischemic infarct core (Fig. 3.2).

CT imaging has its proponents, and they rely on a combin-
ation of CT angiography (CTA) (to demonstrate the vascular
occlusion/cut-off) and CT perfusion (CTP). The area of irre-
versible infarction on CTP should demonstrate decrease in
cerebral blood volume (CBV), and it can serve as a surrogate
for DWI imaging. Similar to DWI-PWI mismatch,

investigators have used cerebral blood flow (CBF)-CBV
mismatch or mean transit time (MTT)-CBV mismatch to
assess the penumbral tissue on CTP, although the latter maps
may be optimal (Fig. 3.3). However, CT has disadvantages
of radiation exposure and, in institutions lacking 256- or
320-slice CTs, entire brain coverage is not possible. Post-
processing is relatively more cumbersome, and thresholds vary
based on post-processing techniques.

Importance

Radiologists must be familiar with early signs of stroke on
CT as well as assessment of perfusion abnormalities in the
setting of stroke.

Typical clinical scenario

Stroke is characterized by a sudden, acute neurologic deficit
that is referable to the involved vascular territory. Common
presentations include hemiparesis, facial droop, aphasia,
and loss of consciousness, although a myriad of possible com-
binations of neurologic signs and symptoms are possible.

Differential diagnosis

With proper clinical correlation, imaging diagnosis of stroke
is easily accomplished, especially on MRI. However, one must
be alert to the possibility that there are numerous causes
of restricted diffusion on DWI studies that need to be differ-
entiated from acute stroke. Common causes of diffusion
abnormalities other than stroke include encephalitis, trau-
matic lesions, acute demyelination, brain abscess, and highly
cellular neoplasms.

Teaching points

Revascularization may be futile if there is no significant
salvageable penumbral tissue (DWI-PWI mismatch). More-
over, such recanalization is potentially harmful, since it
would restore blood flow to an already infarcted area.

REFERENCES

1. Kéhrmann M, Schellinger PD. Acute stroke triage to intravenous
thrombolysis and other therapies with advanced CT or MR imaging:
pro MR imaging. Radiology 2009; 251: 627-33.
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Figure 3.1 (A) Hyperdense middle cerebral artery
(MCA) sign in a patient with acute left hemiparesis
(arrow). (B) In another patient with acute stroke, the
insular ribbon sign is noted (arrow). Additionally, the
right-sided sulci are effaced and there is early
parenchymal hypoattenuation, in comparison with
the normal left side.

Figure 3.2 Utility of MRI as a trial tool for IA thrombolysis. (A) DWI, (B) PWI (MTT map), and (C) 3D time-of-flight (TOF) MRA are
demonstrated in a patient with acute right MCA occlusion. Note a very small ischemic core on DWI, relatively large PWI defect, and occlusion
of right M1 segment (arrow). This was successfully recanalized with IA thrombolysis, and neurologic deficits markedly improved.

Figure 3.3 MCA ischemia of 90 minutes duration.
(A) CBV map reveals an essentially completely
infarcted right MCA and PCA territory.

(B) A “penumbra” map. The purple area corresponds
to CBV reduction and yellow areas highlight
“penumbral tissue (MTT-CBV)."” It would be futile to
intervene in this patient because of lack of salvageable
tissue.




