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Patients may exhibit posttraumatic stress disorder symptoms 
prior to the onset of dementia or uncover long quiescent symptoms of the disease, 

adding to the challenge of treating this population.

T
he number of veterans aged ≥ 65 years is ex-
pected to increase steadily as the Vietnam-era 
cohort ages. In 2012, the number of veterans 
aged ≥ 85 years was expected to peak at nearly 

1.4 million. Vietnam-era veterans comprise the largest 
cohort of veterans, and > 15% of male and > 8% of fe-
male Vietnam veterans receiving care in the VA system 
have been diagnosed with posttraumatic stress disor-
der (PTSD). These veterans are rapidly approaching age 
groups in which cognitive disorders increase exponen-
tially in prevalence. 

Combat exposure has been called a common but 
“hidden variable” in studies of aging and health.1 Com-
bat expos ure may be even more hidden for Vietnam 
veterans who have pursued health care outside the VA 
system, and are less likely to announce their service to 
health care providers. 

Even veterans who did not serve in traditional com-
bat roles can experience chronic debilitation from the 
psychological stress of overseas deployment to a war 
zone. Indeed, cases of noncombat trauma have been 
presented in the context of cognitive decline and late-
onset PTSD.2 It is probable that survivors of sexual as-
sault, child abuse, crime, and natural disaster are also 
vulnerable to a recurrence of trauma symptoms if they 
experience cognitive slippage. In this article the authors 
report a case of delayed onset PTSD symptoms, precipi-
tated by cognitive decline.

CASE REPORT
Mr. B was a 72-year-old Korean War veteran referred for 
neuropsychological evaluation to establish baseline cog-
nitive status before elective cardiac surgery. Mr. B relied 
on his wife to fill in many details of his personal history. 
His wife reported that the patient’s memory problems had 
increased significantly over the previous 12 months. Mr. 
B had been treated with donepezil 10 mg daily for about 
1 year, with no observed benefit. His wife described life 
at home as “tense” due to his increased irritability and 
poor insight into his condition. Mr. B reported that he 
was often afraid of noises at night and needed to go out-
side and look around. His wife reported that he was very 
afraid of “strangers coming into the house.” 

Mr. B was born in Arizona and experienced significant 
physical abuse while under the care of an alcoholic fos-
ter parent. He dropped out of high school and enlisted 
in the U.S. Marine Corps. Upon his discharge from mili-
tary service, he worked as a truck driver for 23 years. He 
retired after experiencing hip problems. He drank heav-
ily for many years after the war and, according to his wife, 
was “very violent,” but stopped 27 years previously, after 
injuring his wife while intoxicated. The patient’s medi-
cal history included hospitalization about 1 year prior 
to the evaluation following a fall associated with altered 
level of consciousness and confusion, which lasted several 
hours. He was discharged the same day and was thought 
to have had a stroke. The patient also had hypertension, 
hyperlipidemia, and sciatica. A carotid ultrasound showed 
bilateral carotid stenosis > 50%. 

Mr. B was married for 45 years and had 5 children 
and 12 grandchildren. He enlisted in the U.S. Marine 
Corps at age 19 and served as a tank gunner during the 
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Korean War. He experienced extremely heavy com-
bat, was wounded several times (including loss of con-
sciousness due to an explosion), and was hospitalized 
for 4 months in Japan. When he returned to the front-
line, he found that many of the men in his unit had 
been killed. He was promoted to staff sergeant and tank 
commander. Mr. B received an honorable discharge after 
the war and a 50% service-connected disability pension 
for PTSD. He reported having received group psycho-
therapy at a VA hospital soon after the war but no other 
psychiatric treatment. He avoided watching the news 
because the Gulf War news reminded him of Korea. 

Mr. B was smiling, pleasant, and cooperative through-
out the 2 hours of testing and interviewing. He wore a 
Korean War veteran baseball cap festooned with military 
pins and ribbons, including a Purple Heart ribbon that he 
proudly showed to the test administrators. Unbidden, he 
also presented for inspection an assortment of life mem-
bership cards in various veterans service organizations. 
Mr. B reported frequent nightmares, night sweats, and in-
trusive thoughts about his combat experiences. During 
testing, he was repeatedly triggered by innocuous items 
and launched into a discourse on his combat experiences. 
When asked to memorize a short list of words that in-
cluded the word fire, he said, “You know what that re-
minds me of...we had to fire big guns, 90 millimeter, that’s 
what it was…killing and how to kill.” When shown an 
abstract design that resembled the number 44, he said, 
“You know what that is? It was the radio call sign of our 
tank—‘This is 44, come in, we need some help.’”

Mr. B’s memory problems were marked by rapid for-
getting, impaired ability to learn new information, and 
impaired ability to recall previously learned information. 
Language problems were also present, including difficulty 
recognizing and naming common objects, impaired audi-
tory comprehension, and problems with verbal associative 
fluency during timed tasks. He also showed difficulties 
with executive functioning, attention, and working mem-
ory. His mini-mental state examination score was 21/30. 
He stated the year was 2020, did not know the day of the 
week, registered 2/3 words and recalled 0/3, he counted 
3/5 in serial 7s, and was unable to repeat the phrase, “no 
ifs, ands, or buts.” 

DISCUSSION
Posttraumatic stress symptoms were present during the 
immediate aftermath of the initial trauma exposure for 
this patient. He managed to lead a relatively success-
ful and productive life, sustained a marriage, and raised 

a family. The onset of cognitive decline precipitated a re-
crudescence of PTSD symptomology. In fact, the effects 
of combat trauma seem more malignant and extreme at 
the time of the memory disorders evaluation than at any 
prior time in his life. 

A number of case reports have been published in re-
cent years that describe comorbid presentations of cog-
nitive disorder and PTSD symptomatology.3-6 A clinical 
consensus that cognitive decline can exacerbate previ-
ously well-managed symptoms of earlier psychologi-
cal trauma seems to be emerging. Several published case 
studies have noted that comorbid presentation of de-
mentia and PTSD is often marked by violence, psychotic 
symptoms, and increased risk of hospitalization.7-9

PTSD Research
Unfortunately, systematic investigation into the rela-
tionship between PTSD and cognitive decline is in its 
infancy. Previous authors have posited various mech-
anisms to explain the exacerbation of dormant PTSD 
symptoms after cognitive decline.10,11 Some have attrib-
uted the phenomenon to an age-related failure of either 
repression or avoidance or to a compromised ability to 
actively focus their attention elsewhere.2,12 A finding of 
preservative errors on neuropsychological tests has been 
associated with an inability to organize and inhibit intru-
sive thought.13 In one case, the effects of combat trauma 
were purported to be denied, repressed, and largely for-
gotten for 30 years until rekindled by the patient’s dete-
riorating health and loss of employment.14 Several case 
examples have been presented in which physical illness, 
interpersonal loss, retirement, or losses of social sup-
port were other factors.15-18 Two major studies of veter-
ans with PTSD, found that subjects were twice as likely 
to develop dementia.3,4  There is a strong association be-
tween chronic psychological stress and later develop-
ment of dementia. In a study by Wilson and colleagues, 
subjects with higher baseline stress had twice the chance 
of developing Alzheimer disease.19 Similar findings of 
accelerated or higher cognitive decline were found by 
other studies, too.17,20

Hippocampal damage associated with prolonged, in-
tense psychological stress has been cited as a possible 
contributor to PTSD symptom recrudescence in older 
adults.21 It is well known that emotional arousal leads 
to better-encoded memories. In the context of a cogni-
tive disorder marked by gradual memory loss, traumatic 
memories might be the last to go.22 Another proposed bi-
ologic mechanism is a reduction in hippocampal volume 

0316FP_SUPP2_Barman.indd   18 3/1/16   1:30 PM



MARCH 2016 • FEDERAL PRACTITIONER • 19Swww.fedprac.com

PTSD IN GERIATRIC VETERANS

and decreased inhibition of the amgydala, which results 
in preferential recall of the nondeclarative, amygdaloidal 
traumatic memories.8

Research on selective area damage in the hippocam-
pus opens a new era of understanding of consequences 
of stress. The dentate gyrus (DG) is the main area of 
hippocampus that helps in neurogenesis and cornus 
ammonis 3 (CA3) for dendritic branching.23-25 In re-
cent studies by Wang and colleagues, PTSD has been 
found to be associated with selective volume loss of 
the CA3/DG subfields, consistent with animal stud-
ies.24-28 Abundance of glucocorticoid receptors in the 
hippocampus, especially at CA3,29,30 may make it more 
vulnerable to the neurotoxic effect of glucocorticoids, 
causing suppression of neurogenesis,29 diminished den-
dritic branching,30 loss of synapses,26,31 and eventually 
diminished neuroplasticity,32 because CA3/DG is the 
main target of neurotoxicity by glucocorticoid and in-
flammatory damage. 

The results of neuroimaging studies suggest that de-
creased integration of the prefrontal cortex and the hip-
pocampus results in impaired short-term memory and 
perhaps increasing the prominence of long-term distress-
ing memories.33 Clinical observation confirms that pa-
tients with PTSD experience vivid, intense, detailed, and 
realistic recollections of remote memories at a time when 
their ability to recall nontraumatic autobiographical de-
tail is severely compromised. 

Symptom Reemergence
Both prospective and retrospective studies have shown 
that PTSD symptoms can evolve, even after a 20-year 
long symptom-free period, and reemergence of PTSD 
symptoms is not uncommon.34,35 A longer delay usually 
presents with less severe symptoms.36 The unavailabil-
ity of complete information regarding a patient’s past 
adjustment to psychological trauma has encouraged 
some experts to label exacerbation of PTSD symptoms 
precipitated by cognitive disorder as delayed onset 
PTSD. In most cases, it seems that this is more accu-
rately described as a recrudescence of symptoms that 
were better managed previously. The picture is clouded 
by the often bizarre and extreme manifestation of PTSD 
symptoms in patients with memory disorders. The 
course of PTSD often does involve a delay between the 
time of exposure to trauma and symptom manifesta-
tion. In addition, symptom intensity can fluctuate sig-
nificantly over the course of this often chronic illness. 

The suffering associated with PTSD is often personal 

and concealed. Family and other collateral sources may 
be able to report only on social and occupational func-
tioning. The authors recommend increased attention 
to proper assessment of (1) remote trauma history in 
patients being evaluated for memory disorders; and 
(2) cognitive decline in patients with history of PTSD. 
The problem of underreported cognitive decline is well 
known, although its extent is not. Early detection may 
help to mitigate the combined effects of these condi-
tions. Aggressive early treatment of symptoms during 
the onset of cognitive dysfunction may prolong patients’ 
ability to remain at home. 

Patient Care
Mr. B’s case was marked by significant tension in the 
home. Education and support of caregivers is essential to 
maintaining care in the least restrictive setting, such as 
the patient’s home. Families might be utterly bewildered 
by a patient’s apparently sudden preoccupation with 
traumatic memories. For many, this might be the first 
time they have ever heard the patient speak at length 
about the traumatic events. Simple strategies to limit ex-
posure to distressing stimuli, improve grounding, and 
understand the effects of trauma can be taught. Psycho-
pharmacologic intervention to improve sleep, slow cog-
nitive decline, and decrease behavioral disturbances may 
be indicated. 

Behavioral disturbance is frequently encountered 
when treating patients with cognitive impairment. In the 
limited literature on the subject, patients with both PTSD 
and cognitive impairment do not seem to be more prone 
to behavioral disturbance than patients with cognitive 
impairment alone.9 However, the case reports cited here 
demonstrate a high incidence of violence or potential vi-
olence in these comorbid patients. Routine assessment of 
potential harm from firearms or other weapons should be 
conducted assiduously.

It is possible that Vietnam War veterans may be 
more likely than previous veterans to exhibit behav-
ioral disturbances in the context of cognitive decline 
and PTSD. A higher incidence of aggression, violence, 
and resistance to authority has been documented in this 
group.37 Substance abuse and dependence also occurs 
with higher frequency in this cohort and may compli-
cate treatment of cognitive impairment and PTSD.38,39 A 
large number of these veterans may initially present to 
non-VA health care providers and these clinicians may 
be unaware of a patient’s prior combat exposure and 
thus fail to accurately assess PTSD.
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Although the relation of PTSD and vulnerability to 
dementia has been well established, it is unknown how 
the presence of PTSD symptomatology impacts demen-
tia symptoms or how the presence of dementia impacts 
PTSD symptoms. Posttraumatic stress disorder and de-
mentia share similar risks like traumatic brain injury, 
low IQ, poor education, substance abuse, precipitated 
by stressful life events and impairment of coping, phys-
ical health and related risk factors. Unmasking PTSD 
symptoms resulting from dementia is a well-known phe-
nomenon described in recent studies on late-onset stress 
symptomatology (LOSS).5,10,40

Since PTSD is a major risk factor that doubles the 
chance of developing dementia, mandatory screen-
ing for dementia in older patients along with assess-
ment of other risk factors as a standard of care may 
help physicians in the early detection and initiation of 
care. Recognition of LOSS may be an important mile-
stone in the treatment of delayed onset PTSD, which 
is considered a normal aging process and a premorbid 
stage of PTSD.10,40

 Although there is no established treatment, early 
psychotherapeutic approaches like reminiscent therapy 
along with psychoeducation may be beneficial in patients 
with LOSS.40-42 Effective treatments for PTSD with pa-
tients with dementia may be challenging, though demen-
tia was not found to be a barrier to implement prolonged 
exposure therapy in patients with mild cognitive impair-
ment.43 Patient aligned care teams can be an ideal ap-
proach for the care of these veterans.

CONCLUSION
Posttraumatic stress disorder and dementia are well stud-
ied and documented disorders, although PTSD has been 
studied far more extensively in younger populations. Ac-
counts of comorbidity of the 2 disorders are limited in 
the literature. Individuals may exhibit PTSD symptoms 
prior to the onset of dementia. They also may develop 
or uncover long quiescent symptoms of the disease. The 
populations of patients with PTSD and dementia are rec-
ognized, but their characteristics are largely unstudied 
and thus unknown. 

Although the authors believe this to be a phenomenon 
of unrecognized coexistence of the 2 disorders, a dispro-
portionate number of patients may be found in certain 
populations, especially among veterans. There is good ev-
idence to expect increased numbers of these patients in 
the VA system, especially given the relative frequency of 
PTSD symptoms in aging cohorts of VA patients. l
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