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Cover. Common types and locations of traumatic brain injury are illustrated on coronal (top), sagittal (middle), and axial (bottom)
magnetic resonance images of a young male with neuropsychiatric symptomology following a combat-related blast exposure
(see Figure 2 for color-coding).

Figure 1. The sequence of changes in
atmospheric pressure following an
explosion make up the blast wave.
Prior to the explosion (1), pressure is
normal. With the passage of the
shock front (2), the blast forces are
maximal and the wind flows away
from the explosion (2, arrow). This is
followed by a drop in atmospheric
pressure to below normal (3),
resulting in the reversed blast wind
(3, arrow). Atmospheric pressure
returns to normal after the blast wave
subsides (4).

Figure 2. The most common types of nonpenetrating traumatic brain injury are
diffuse axonal injury, contusion, and subdural hemorrhage. The most common
locations for diffuse axonal injury (pink) are the corticomedullary (gray matter-
white matter) junction (particularly frontotemporal), internal capsule, deep gray
matter, upper brainstem, and corpus callosum. The most common locations for
contusions (blue) are the superficial gray matter of the inferior, lateral and
anterior aspects of the frontal and temporal lobes, with the occipital poles or
cerebellum less often involved. The most common locations for subdural
hemorrhage (purple) are the frontal and parietal convexities.



142 http://neuro.psychiatryonline.org J Neuropsychiatry Clin Neurosci 18:2, Spring 2006

BLAST-RELATED TRAUMATIC BRAIN INJURY

From Veterans Affairs Mid Atlantic Mental Illness Research, Educa-
tion, and Clinical Center (K.H.T., R.A.H.); the Mental Health Service
Line, Salisbury Veterans Affairs Medical Center, Salisbury, North
Carolina (K.H.T., R.A.H.); the Department of Physical Medicine and
Rehabilitation, Baylor College of Medicine, Houston, Texas, (K.H.T),
Defense and Veterans Brain Injury Center, Walter Reed Army Medical
Center, Washington, DC (D.L.W); Departments of Psychiatry and Neu-
rology, Uniformed Services University of the Health Sciences, Be-
thesda, Maryland (D.L.W); Departments of Psychiatry and Radiology,
Wake Forest University School of Medicine, Winston-Salem, North
Carolina (R.A.H.); and the Menninger Department of Psychiatry and
Behavioral Sciences, Baylor College of Medicine, Houston, Texas,
(R.A.H.). Address correspondence to Dr. Robin Hurley, Hefner VA
Medical Center, 1601 Brenner Ave., Salisbury, NC 28144. Robin.
Hurley@med.va.gov (E-mail). Copyright � 2006 American Psychiatric
Publishing, Inc.

There is an increasing use of improvised explosive
devices (IEDs) in terrorist and insurgent activities.

Exposure to blast is becoming more frequent. Injuries
occur as a direct result of blast wave-induced changes
in atmospheric pressure (primary blast injury), from ob-
jects put in motion by the blast hitting people (secondary
blast injury) and by people being forcefully put in mo-
tion by the blast (tertiary blast injury).1–3 Blast-related
injury during war is now very common. A recent study
found that 88% of military personnel treated at an ech-
elon II medical unit in Iraq had been injured by IEDs or
mortar.4 Many (47%) of these injuries involved the head.
Similarly, 97% of the injuries to one Marine unit in Iraq
were due to explosions (65% IEDs, 32% mines).5 The
majority of these (53%) involved the head or neck. The
authors noted the importance of prompt evaluation of
CNS symptoms indicative of concussion. Most (82%) re-
turned to duty following an average of 3 (range�0–30)
light duty days.

Historical accounts note that as more powerful explo-
sives came into general use in warfare, a condition was
described in which soldiers were rendered dazed or un-
conscious by an explosion that caused no external visi-
ble injury. Retrograde and anterograde amnesia were
commonly present upon regaining consciousness or
awareness, as were severe headache, tinnitus, hypersen-
sitivity to noise, and tremors.6–9

During World War I, there was significant interest in
studying and reporting about cases of soldiers who sur-
vived blast exposure and developed neuropsychiatric
symptoms. Drs. Fred Mott and Gordon Holmes, two fa-
mous physicians with the British Army, wrote in great
detail about their battle-front hospital experiences.6,7,10,11

They attempted to describe the neurological/psychiatric
status of soldiers post combat. A variety of names were
used for this condition, including commotio cerebri, shell

shock, and functional neurosis. These early authors had
difficulty differentiating physical injury to the brain
from emotional trauma. Thus, these terms were often
used loosely to describe what would in the year 2006 be
diagnosed as posttraumatic delirium or agitation, con-
cussion, acute stress syndrome, posttraumatic stress dis-
order, psychosis, or conversion disorders. Mott sepa-
rated these into two groups. For those that were buried
by the explosion, he believed the overriding injury to
the brain was carbon monoxide poisoning. In the ab-
sence of burial or external injury, Mott believed that the
condition was purely due to “psychic trauma” or emo-
tional distress.6,7,10,12 The controversy regarding physi-
cal versus emotional cause for “shell shock” (often in
this time referred to as cerebral blast syndrome and ce-
rebral blast concussion) continued into World War II.
While some physicians were convinced that there was
no “organic” injury to the brain, others reported EEG
changes similar to those from confirmed closed head in-
jury.8,9

Blast-Related Forces

The changes in atmospheric pressure that cause primary
blast injuries arise because a high-explosive detonation
results from the nearly instantaneous conversion of a
solid or liquid into gasses.1–3 Momentarily these gasses
occupy the same volume as the parent solid or liquid
and thus they are under extremely high pressure. The
gasses expand rapidly, causing compression in the sur-
rounding air, forming a pulse of pressure (blast over-
pressure, positive phase of the blast wave) (Figure 1). As
the gasses continue to expand, the pressure drops, cre-
ating a relative vacuum (blast underpressure, negative
phase of the blast wave). Extreme pressure differences
occur as the blast wave reaches the body, resulting in
both stress and shear waves.

Primary blast injury results from blast wave-induced
changes in atmospheric pressure (barotrauma). Organs
and tissues of different densities are accelerated at dif-
ferent relative rates, resulting in displacement, stretch-
ing and shearing forces. The most vulnerable parts of
the body to primary blast injury are considered to be
those with air-fluid interfaces, particularly the lungs,
bowel, and middle ear. Rupture of the tympanic mem-
brane is the most frequent injury. Both the blast wave
and blast wind can propel objects with considerable
force, causing secondary and tertiary blast injuries. Sec-
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ondary blast injury results from objects put in motion
by the blast wind impacting a person (ballistic trauma).
This category includes both injuries due to flying debris
and due to collapse of structures. Tertiary blast injury
results from a person being blown into solid objects by
the blast wind.

Blast-Related Brain Injury

The brain is clearly vulnerable to both secondary and
tertiary blast injury. A still unresolved controversy is
whether primary blast forces directly injure the brain.
Shear and stress waves from the primary blast could
potentially cause traumatic brain injury (TBI) directly
(e.g., concussion, hemorrhage, edema, diffuse axonal in-
jury). The primary blast can also cause formation of gas
emboli, leading to infarction.13

Clinical data for brain injury due to primary blast
forces is quite limited. Most studies involve war-related
injuries, although blast-related injury due to air blast
and firecrackers has also been reported. In a battlefield
situation, it can be extremely difficult to confidently
identify cases in which only primary blast injury is pres-
ent. In addition, neuropathological information was
only occasionally available. Almost a century of medical
literature provides a handful of cases in which brain in-
juries are likely to have resulted from primary blast
forces.9,12,14–17 Reported neuropathological changes have
included small hemorrhages within white matter, chro-
matolytic changes in neurons (due to degeneration of
Nissl bodies, an indication of neuronal damage), diffuse
brain injury and subdural hemorrhage. Mott wrote in
detail about a few cases where primary blast was the
proposed cause of death.12 He noted a variety of micro-
scopic findings including an “extremely congested” cor-
tex, perivascular space enlargement, subpial hemor-
rhages, venous engorgement, white matter hemorrhage
into the myelin sheath and perivascular spaces, and
chromatolysis. Although Mott believed that most cases
of “shell-shock” resulted from “psychic trauma”, he was
aware that available methods for examining the brain
were quite limited.

“So complex is the structure of the human CNS, and
so subtile the chemical and physical changes underlying
its functions, that because our gross methods of inves-
tigating dead material do not enable us to say that the
living matter is altered. . . . ”6

The truth of this caution today, though written more

than 90 years ago, has recently been reinforced by find-
ing from experimental (animal) studies of TBI.18 It has
been shown that severely injured axons do not neces-
sarily swell. The presence of focal axonal swellings, the
most commonly used neuropathological marker for TBI,
may therefore seriously underestimate the magnitude of
injury present. The authors also noted that the insensi-
tivity of presently used neuropathological markers to
the unmyelinated fine caliber axons that make up 30%
of corpus callosum may also contribute to inaccurate
injury evaluation. Thus, the search for better methods of
delineating the microscopic aspects of brain injury con-
tinues.

The vulnerability of the brain to primary blast forces
is supported by recent animal studies. One group ex-
amined the effects of exposure to pure primary blast
forces by enclosing their subjects (rats) within a concrete
bunker to prevent injury by other mechanisms. They re-
ported widespread microglial activation (a hallmark of
neural degeneration), particularly in the superficial lay-
ers of the cerebral and cerebellar cortices.19 Other areas,
such as the pineal gland, were also affected.20 In a later
study, performance on tests of coordination, balance,
and strength was significantly impaired by exposure to
a 20 kPa (kPa is a measure of pressure) explosion but
not by exposure to a 2.8 kPa explosion.21 More degen-
erating neurons were seen in cerebral cortex following
the larger explosion.

Another group (utilizing rabbits and rats) studied the
effect on the brain of exposure to primary blast (deliv-
ered by a shock tube) sufficient to cause a moderate level
of lung injury.22–24 Special holders were used to prevent
occurrence of secondary and tertiary blast injuries. In
some cases, the effect of exposing the whole body was
compared to exposing only the thoracic region (with the
head protected by a steel plate).23 Both types of blast
exposure resulted in ultrastructural evidence of neu-
ronal injury (expanded perineuronal spaces, cytoplas-
mic vacuoles, myelin deformation, axoplasmic shrink-
age) in the areas examined (hippocampus, brainstem
reticular formation). The authors noted that the pattern
of neuronal abnormalities is similar to those seen in dif-
fuse axonal injury. Biochemical changes indicative of ox-
idative stress were also present. The degree of neuronal
damage correlated with impaired performance on an ac-
tive avoidance task.

Other groups have reported the effects of exposure to
blast forces at levels designed to be below the threshold
for induction of macroscopic lung injury.25,26 One re-
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ported a change in localization of neurofilament protein
staining from axons and dendrites to the cell body in
cortical neurons following exposure (of rats).25 The au-
thors noted that these changes are likely the result of
disturbed anterograde axonal transport. Another group
used an open air exposure (utilizing pigs oriented with
their hind quarters closest to the explosive) just below
the threshold for induction of macroscopic lung injury.26

Depression of electroencephalographic (EEG) activity
was reported in one-half the animals immediately fol-
lowing the blast exposure. EEG amplitude was reduced
by about 50% for a short time (5 – 15 sec), with a return
of normal activity within 1–2 minutes.

Traumatic Brain Injury

The most common types of TBI are diffuse axonal injury,
contusion, and subdural hemorrhage (Figure 2).27 Dif-
fuse axonal injuries are very common following closed
head injuries. They result when shearing, stretching,
and/or angular forces pull on axons and small vessels.28

Impaired axonal transport leads to focal axonal swelling
and (after several hours) may result in axonal discon-
nection.29 The most common locations are the cortico-
medullary (gray matter-white matter) junction (particu-
larly in the frontal and temporal areas), internal capsule,
deep gray matter, upper brainstem, and corpus cal-
losum (Figure 2, pink).27 Magnetic resonance imaging
(MRI) is more sensitive than computed tomography
(CT) in detecting diffuse axonal injury.27,29 T2 weighted
magnetic resonance (MR) images, especially fluid atten-
uated inversion recovery (FLAIR) images, are best for
visualizing nonhemorrhagic lesions. Some studies in-
dicate that diffusion weighted MR may be even more
sensitive than T2 weighted for identifying edema.30 Gra-
dient echo MR images are more sensitive to areas of
hemorrhage.30,31

Contusions occur when the brain moves within the
skull enough to impact bone, causing bruising of the
brain parenchyma (hemorrhage and edema). The most
common locations are the superficial gray matter of the
inferior, lateral and anterior aspects of the frontal and
temporal lobes, with the occipital poles or cerebellum
less often involved (Figure 2, blue).27 The imaging ap-
pearance of contusion is variable.27 Edema has lower
signal intensity than brain on CT. In the absence of hem-
orrhage, CT may initially be only minimally abnormal.
If hemorrhage is present, there are commonly multiple

bright areas of variable size. Edema appears bright on
T2 weighted or FLAIR MRI. The most common se-
quence in the appearance of hemorrhage on T2
weighted MRI is from bright initially, to mildly strongly
dark within the first 2–3 days, to bright again by 2–3
weeks.32 Small areas of hemorrhage may be most easily
identified with gradient echo MR. Progression is com-
mon, with 25% demonstrating delayed hemorrhage
over the initial 48 hours.33

Traumatic subdural hemorrhage occurs when the
brain moves within the skull enough to tear the tribu-
tary surface veins that bridge from the brain surface to
the dural venous sinus.32 The most common locations
are the frontal and parietal convexities on the same side
as the injury (Figure 2, purple).27 The usual imaging ap-
pearance of subdural hemorrhage is an extraaxial, cres-
cent-shaped, homogeneous fluid collection that con-
forms to the cerebral surface.27,32 Its spread is limited by
the dural reflections, and it rarely crosses the midline.
Collections greater than 5 mm are easily recognized.
Smaller collections may be missed due to partial volume
effects with adjacent bone. Acute subdural hemorrhage
is usually hyperintense on CT, the preferred imaging
modality to evaluate for hemorrhage. It may be of mixed
intensity or isointense to gray matter in patients with
anemia. In these cases, it can be identified by its mass
effects including sulcal effacement, inward buckling of
the gray-white interface, and presence of midline shift.

Conclusion

The potential neuropsychiatric implications of such
widespread exposure to blast are still uncertain. How-
ever, the Defense and Veterans Brain Injury Center
(DVBIC) has reported that 59% of an “at risk” group of
injured soldiers returning from Afghanistan or Iraq to
Walter Reed (2003–2004) suffered at least a mild TBI
while in combat.34,35 Further characterization of 433 war
fighters revealed that the TBI was moderate or severe in
more than half the group. The TBI was due to a closed
head injury in 88%. Similarly, a study of patients with
explosive injury only to the lower extremities found that
51% (665/1303) had neurological symptoms (e.g., head-
ache, insomnia, psychomotor agitation, vertigo) consis-
tent with TBI.36 Of these, 36% had EEG alterations dur-
ing the acute stage (most commonly hypersynchronous,
discontinuous, or irregular brain activity). Both neuro-
logical and EEG abnormalities persisted into the chronic
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stage for 30% of this group. An earlier study found that
veterans with post traumatic stress disorder who had
been exposed to blast had EEG abnormalities and atten-
tional difficulties consistent with mild TBI.37 Thus, the
limited clinical evidence to date suggests a similar range

of neuropsychiatric impairments as seen with other trau-
mas (e.g., accidents, assaults). In many cases, TBI clearly
resulted from secondary and/or tertiary blast injuries.
The vulnerability of the human brain to primary blast
injury is controversial and an area of active research.38
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