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heavy, (b) moderate, or (c) light NSAID users. In the light to moderate categories, they
found no relationship between NSAID users and nonusers in hazard ratios for developing
AD. However, they found an increased risk of developing AD with heavy NSAID users,
even after adjusting for potential confounding variables, such as age, sex, and education.
Their results suggested that dosage is an important variable, and that representing NSAID
use as a simple dichotomy of use/no use may lead to spurious or misleading results
(Arvanitakis et al., 2008). Other studies have also found that dosage is an important
variable to consider when examining the relationship between NSAID use and AD onset
and progression (Broe et al., 2000)

The purported link between NSAID use and the development of AD can be
questioned, and may only exist under certain conditions, such as for a certain dosage of
NSAIDs or in observational studies where potential confounding variables are not fully
considered. One of these factors may be age. Well-known studies such as the Rotterdam
study have found an negative association between NSAID use and AD onset in younger
samples, but no association in older samples (In’t Veld et al., 1998). Perhaps studies that
do not report a beneficial effect, such as the ACT study (Arvanitakis et al., 2008), reflects
differences in age of use and age of the population being studied. The ACT study and
many others in the field have studied NSAID use in late life, in much older participants
than that of Rotterdam. It is possible thai age may be a moderating factor of the effects
of NSAID use on AD risk. The literature would suggest a lower risk of AD with
NSAIDs in younger but not older individuals (Bennett & Whitmer, 2009).

Another reason for the negative results of this study may have to do with the

nature of NSAIDs and how they operate in decreasing inflammation in the brain.
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Although NSAIDs may decrease inflammation and the accumulation of
neuropathological markers of AD (i.e., NFTs and beta-amyloid plaques), it may be that
such prophylactic effects have run their course after NFTs and beta-amyloid plaques have
already set in, thus resulting in limited to no effects of NSAIDs after the diagnosis of AD
is made, Although there is evidence that NSAIDs can decrease neuroinflammation, thus
postponing or decreasing the accumulation of NFTs and amyloid plaques, there is no
evidence that suggests NSAIDs can reverse the damage that has already occurred or
reverse the amount of NFT's and amyloid plaques that have already aggregated in the
brain of persons with AD (Cole & Frautschy, 2010). AD has a long preclinical period.
In fact, recent research has suggested that subtle cognitive changes, primarily age-related
memory decline, can occur up to decades before the actual clinical presentation of AD
symptoms (Caselli et al., 2009). It is possible that the inflammatory processes thought to
contribute to AD may also be occurring well before the actual onset of symptoms. Thus,
NSAIDs may exert effects in preclinical stages, but may have no effects after the onset of
AD. After disease onset, compounds that reverse the damage exerted by the disease
(unlikely), prevent further damage, or promote neurogenesis would likely be of benefit;
however, these activities are not likely to be part of the medicinal actions of NSAID
medications (Cole & Frautschy, 2010).

As an aside, in posthoc analyses, T did attempt to examine possible effects of
NSAIDs on those with mild AD, by restricting analyses of the first three research
questions (o those with a global CDR of <=1, where plague and NFT burden would
likely be lower than those in the advanced stages of the disease. However, the resulis

were largely the same as other results obtained in this study, that NSAIDs did not
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significantly affect cognitive or functional outcomes. Additionally, research into the
effects of NSAIDs in Mild Cognitive Impairment (MCI), a prodrome to AD, has also
yielded negative results, indicating that NSAIDs are not effective in either slowing the
cognitive decline of MCI nor the rate of conversion of MCI to AD (Aisen et al., 2008;
Thal et al., 2005). This would suggest that at the point of symptom expression, NSAIDs
are not an effective treatment to reduce the cognitive decline nor emergence of AD.

While the results of the current project suggest that NSAIDs are not effective in
treating AD, it does not necessarily follow that neuroinflammation does not influence the
progression of symptoms in AD. Although there is a link between NSAID use and a
reduction of inflammation, there is no direct link between peripheral NSATD use and
degree of neuroinflammation within the brain. To directly measure the amount of brain
inflammation, measurements of inflammatory markers such as tumor necrosis factor-
alpha (TNF-a), C-reactive protein {CRP), and other cytokines (such as interleukins 2, 6)
would need to be assayed, preferably from cerebrospinal fluid. Such biomarkers are
direct measures of inflammation, and have been shown by several studies to be associated
not only with the risk for AD, but also with the progression of the cognitive symptoms of
AD (Bermejo, Martin-Aragon, & Benedi, 2008; Holmes et al., 2009, Tan et al., 2008).

The results of the survival analyses indicated no significant association between
NSAID use and survival duration in AD. A few previous studies examining mortality
and NSAID use among individuals with AD have actually demonstrated an increase in
mortality rates, primarily because of cardiovascular risk factors associated with NSAID
use (Psaty & Kronmal, 2008). Such results have led to several NSAID medications to be

removed from the market and discontinuation of FDA (Federal Drug Administration)
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approval (Psaty & Kronmal, 2008). Although the results of this study did not find
significant results, there was a trend that individuals taking NSAIDs prior to AD onset
had a 13% increased hazard of death when compared to those not taking NSAIDs, which
would be consistent with findings from previous studies. However, this result did not
reach statistical significance (p = .07), and it may be that a subgroup of persons, such as
those with vascular comorbidity, may exhibit greater risk for mortality than others. An
understanding of the relationship between NSAID use and mortality warrants further

research in this area.
Strengths and Limitations of the Current Study

There are several strengths and limitations of the study that warrant discussion.
Based on the literature, two main issues regarding the pattern of NSAID use were
identified: (a) Does the timing of NSAID use matter in relation to AD progression? and
(b) Does the duration of NSAID use matter in relation to AD progression? One of the
strengths of this study was that it addressed both of these questions, The results from this
study also suggest that despife using NSAIDs before or after AD diagnosis there is no
impact of NSAID use on the progression of AD.

Addressing the issue of the duration of NSAID use has two benefits. First, as
discussed above, it addresses the question posed by Breitner (1996), that perhaps 2 years
of continuous use of NSATDs is necessary to impact the risk of AD. In addition, it also
fills a gap in the literature in reference to the RCTs reviewed in this project. Three of the
four RCTs on NSAID use and cognitive decline in AD yielded negative results, however,

the follow-up times for these RCT’s were all 1 year or less, a period of time that has been
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argued insufficient to incur beneficial effects. Several researchers have called on studies
of longer duration (exceeding 1 year) to examine the question regarding duration of
NSAID use and its impact on cognitive decline in AD. Although the current study is not
an RCT, and therefore inferences regarding this study cannot be directly compared with
results from such studies, this observational study did follow the cognitive trajectory of
individuals taking NSAIDs for more than one year, a previous limitation to the studies
reviewed earlier.

The results discussed in this project stem from a population-based study
conducted in Cache County, Utah. There are obvious benefits from conducting such a
study in a population such as avoiding the biases associated with clinic-based samples,
allowing one to generalize the results to larger populations. Although this study enjoys
this strength, it must also be remembered that the population of older persons studied by
the CCSMHA is primarily Caucasian (99%), with the majority consisting of followers of
The Church of Jesus Christ of Latter-day Saint religion. Therefore, despite the overall
generalizability of population-based studies, the results of this study are not easily
generalizable to populations with greater ethnic diversity. Other strengths of the current
study include a careful and thorough diagnosis of AD. As reported in the Methods
section, diagnoses of AD were only given after a thorough review of data by experienced
clinicians in geropsychiatry, neurology, and neuropsychology. In addition, this study
included multiple periods of observation post-AD onset that covered prolonged periods
of time to allow me to examine duration of NSAID use after the onset of AD.

In addition, one limitation shared by all studies in this area of research is the

difficultly in attempting to gather information regarding medication history. Factors such
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as recall bias and overall forgetfulness may introduce errors in the report of medication
use, especially in a population diagnosed with memory impairment (Fendrich &
Rosenbaum, 2003; Romeo, 1997). The methods used in this study (conducting a
medicine chest inventory) have been used in a number of other studies of the effects of
medication (Fendrich & Rosenbaum, 2003; Romeo, 1997). However, despite this, the
inventory of NSAID use, particularly prior to the onset of AD, was examined at 3-year
intervals so recall bias may be a more significant issue than the more frequent inventories

completed after the onset of dementia.

Future Directions

To further our understanding of the relationship between AD progression and
inflammation as well as NSAID use, a fiture area of research is to examine the
relationship between inflammatory markers and their relationship to AD progression.
Although much research has been done in the past linking neuroinflammation and risk for
AD, little has been done in linking neuroinflammation with the progression of AD
symptoms after dementia onset, although there is at least some research that suggests
inflammatory biomarkers are associated with decreases in total brain volume in the
elderly (Jefferson et al., 2001). Research has shown that some inflammatory markers are
predictive of cognitive decline in elderly individuals whereas other studies show no
association (Dik et al., 2005; Schram et al., 2007). Research examining whether there are
differences between individuals with MCI and AD are mixed. Some research studies
have found significant differences between MCI and AD in terms of inflammatory

markers, suggesting that greater levels of neuroinflammation is associated with decreases
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in cognitive functioning (Guerriero et al., 2007), whereas other studies have failed to find
this association (Bermejo et al., 2008).

Research examining the relationship between inflammatory markers and cognitive
decline in AD has also been mixed. For example, Holmes and colleagues (2009)
examined 300 individuals with mild to moderate AD and their relationship between
inflammatory markers and cognitive decline. In their study, they found that acute
inflammatory events (e.g., such as blow to the head, short-lived infection [less than 2
months]) were associated with increases in levels of tumor necrosis factor-alpha (TNF-
alpha), which were associated with increases in rate of cognitive decline over a 6-month
period. Participants who had low levels of TNF-alpha (low levels of inflammatory
markers) showed no cognitive decline over the same period (Holmes et al., 2009).
However, other studies have not provided such promising results. Lanzrein and
colleagues (1998) examined assays from the cerebrospinal fluid from 8 individuals with
AD and compared them with samples with 9 controls. Sampling actual cerebrospinal
fluid levels of inflammatory markers allowed them to examine inflammation of the brain.
They examined a host of different proteins involved in the inflammatory process,
including a variety of different cytokines, TNF-alpha, and interleukins (IL-6, IL-1beta).
In their study, they found no differences in inflammatory markers between the two
samples. Although the laiter study suffers from small sample sizes, it does raise certain
questions about the source of inflammatory markers (cerebrospinal fluid vs. bleod), the
extensive number of factors that are involved in the inflammatory process, and whether
inflammation plays a more prominent role in early versus later stage disease. Are there

some factors that are more important than others? Do some factors, such as TNF-alpha in
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the Holmes et al. (2009) study have an impact on AD progression whereas others do not?
Future research in the area of inflammatory markers and AD progression should examine
these and other questions. In addition, there may be an interactive effect between the
presence of APOE &4 alleles, neuroinflammatory markers such as TNF-alpha and other
cytokines, and cognitive decline in AD (Blasko et al., 2007).

In summary, the results of this study found no effect of NSAID use on the
progression of AD. For future work in this area, it is recommended to first establish a
rescarch base examining the link between neuroinflammation and AD progression before
examining the effects of compounds that reduce inflammation. If research demonstrates a
relationship between these two variables, additional work can be done in the area of
NSAID use and progression of AD, in attempting to research not only the relationship
between these two variables, but their potential interactive effects with dose of use, age,

and study methodology.
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1. Comp-No Pl 5-5 Brk-CI* 1-Stnd Pro

20- Comp-Other® 6-S Brk-P1* 2-Dev Pro*
21-Comp PI<3/1 61-8 Brk-Other* 21-Orber Dev Pro
22-Comp PI>3/>1 7-Cog-Untest 22-Sub Dev Pro
2.Comp-PI* 2-Crther-NA” 3-NA

3-NP Bk-CI* -8 Rf 2.3MS for MMSE
4-NP Brk-PI* 10-No Time*

11-3M8 for MMSE

COMMENTS:

Now 1 would like to ask you some questions to check your memory and concentratio

TIME: |__|__] : \_L_|

MINL-MENTAL STATE EXAMINATION

and some may be hard.

1.

What {5 the year?

What is the season of the year?

What Is the date?

What is the day of the week?

‘What is the menth?

Can you tell me where we are right now? (For
instance, what state arc we in?}

What county are we in?

What city/town are we in?

What floor of the building are we on?

NOT ASSESSED .o

ERROR ..
CORRECT
INCORRECT: PHYS IMP...
NOT ASSESSED...

ERROR ...
CORRECT .
INCORRECT PHYS IM “
NOT ASSESSED...

ERROR ..

CORREC'I
INCORRECT PHYS IMP..
NOT ASSESSED...

ERROR ...

CORRECT
INCORRECT PHYS !MP "
NOT ASSESSED..,

ERROR...
CORRECT
lNCORRECT PHYS IMP.
NOT ASSESSED..

ERROR ...

CORRECT
INCORRECT PHYS IMP.
NOT ASSESSED...

ERROR....
CORRECT
INCORRECT: PHYS IMP.
WNOT ASSESSED...

Lo —D Vowo

ERROR ...

CORRECT
INCORRECT PHYS MP.
NOT ASSESSED ...

w9

n. Some of them may be easy

IMP
y-sight
2-henring
3-hands
4-other

IMP

95



i0.

.

APPLE

TABLE

PENNY

12.

13

14,

What is this address? (If institutionatized, BREOR cooorvrirass e ssimmrase s st mipsssse s siases s s MP

what is the name of the institution?) CORRECT ...
INCORRECT: PHYS IMP.

NOT ASSESSED wceirienicrininns

o o— o

1am going to name three objects. After | have said them, I want you to repeat them. Remember what
they are because I am going to ask you to name them again in a few minutes.

Please repeat the names for me:
SCORE FIRST TRY. REPEAT OBJECTS FOR UPTO THREE TRIALS ONLY.

Trial 1 Trial 2 Trial 3 iMP

INCORRECT: PHYS IMP ..
NOT ASSESSED ....oocvnine

# OF TRIALS NEEDED-.........ocoenvem 1
ERRORS DUE TO PHYSICAL IMP | |

Now I am going to give you a word and ash you to spell it forwards and backwards, The word is
WORLD. First, can you spell it forwards? Now spell it backwards. REPEAT IF NECESSARY. HELP
SUBJECT SPELL WORD FORWARD, [F NECESSARY. SCORE NUMBER OF LETTERS GIVEN IN
CORRECT ORDER.

W 0 R L D D L R o} W

SCORE ovcviiiimie e v
POSITION SCORE..............

INCORRECT: PHYS [MP
NOT ASSESSED v ivierrasrssrnssrsansrinss s

What were the three objects I asked you to remember?

L)

APPLE ERROR OR OMISSION ..o
CORRECT ..cccoicirieinns
INCORRECT: PHYS IM
NOT ASSESSED ..o

oo—o

TABLE ERROR OR OMISSION e
CORRECT oo rienerieerecisanns
INCORRECT: PHYS IMP ...
NOT ASSESSED ..o msrssrsirins s sstsensmsiens

PENNY ERROR OR OMISSION i
CORRECT i eermrecrencsenns
INCORRECT: PHYS IMP i
NOT ASSESSED .ot

POINT TO A WATCH. What is this called? BRROR.cctiioneriininimsitiessssnsnssnss st ens s e
CORRECT mevrvrivrieerinnes
INCORRECT: PHYS IMP ... .
NOT ASSESSED .ot censeiranininnr

oD WwO—O woH—D

IMP
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20.

21

22,

SHOW A PENCIL. What is this calied?

I would like you to repeat a phrase after me:
(THE PHRASE I5) ‘Noifs ands or buts.’
ALLOW ONLY ONE TRIAL. PHRASE MAY BE
REPEATED IF REQUESTED BY SUBJECT
BEFORE A FIRST ATTEMPT.

Read the words on this page, than do what it
says. THE PAPER READS: “CLOSE YOUR
EYES."” SCORE CORRECT IF SUBJECT
CLOSES EYES.

1 am going to give you a piecc of paper. Whex |
do, take the paper in your right hand, fold the
paper in half with both hands, and put the paper
down on your lap.

READ FULL STATEMENT, THEN HAND
PAPER TO SUBJECT. DO NOT REPEAT
INSTRUCTIONS OR COACH.

Right hand

Folds

In lap

Write any complete sentence on that piece of
paper for me,

Here is a drawing, Please copy the drawing on
the same paper. SCORE CORRECT IF THE
DRAWING INCLUDES TWO FIVE-SIDED
FIGURES AND IF ALL ANGLES [N THE FIVE-
SIDED FIGURE ARE PRESERVED.

CORREGT s
[NCORRECT: PHYS IMP
NOT ASSESSED ..o

ERROR OR OMISSION ..
CORRECT coiraremseresrimniness
INCORRECT: PHYS IMP ...
NOT ASSESSED woiimeveemsimmimiesss s

ERROR OR OMISSION coimmrirrnnns
CORRECT..commmiresmsrmecsions
INCORRECT: PHYS IMP. .
NOT ASSESSED wvrmrmimncenisinnsnsssnsciiniisns

oo — S

CORRECT ..ovciinieiimenne .1
[NCORRECT: PHYS iMP &
NOT ASSESSED ..ooverrisrrreremereremsnivirsssessssnnss
ERROR.....cciiinrimanes w0
CORRECT .vvvirvienrenrrnsncns e |
INCORRECT: PHYS IMP .6
NOT ASSESSED .uoverermerisscsamsssmimesssssssnsesmsees 9
ERROR... B
CORRECT ... isnrimicinins -
INCORRECT: PHYS IMF .6
NOT ASSESSED oot ssmerssssses s misssins 9

CORRECT.
INCORRECT: PHYS IMP ...
NOT ASSESSED e

ERROR oo eosse st s
INCORRECT: PHYS (MP .. .
NOT ASSESSED ..o meosr e semsenssneries

Vo~ wr—O

Total Score 1 / \ ]
Pos Score ‘ l ! ]

IMP
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SECTION

COMPLETLD

YES (ENTIRE SECTION)
INCOMPLETE OR BREAK-OFF
NO (NO DATA/RE)

........................

SECTION AD: Consensus CDR Staging

Judgment Community Home and
Memory Orientation and Prablem Affairs Hobbies Personal Care
Solving
None No memory Fully oriented Solves Independent Life at home, | Fully capable of
[{1)] loss or slight, everyday func- tion at hobhbies self care
inconstant problems usual level in intellectual
forgetfulness welk; iob, shopping, interests well
judgment business and maintained
good in financial affairs,
relation to volunteer and
past social groups
performance
Question- Consistent Fully oriented Slight Slight Life at home, | Fully capable of
able {0.5) slight except for impairment in impairment in hobbies, self care
forgetiuiness; slight difficulty solving these activities intellectual
partial with time problems, interests
recollection of relationships similarities, slighthy
events; differences impaired
“benign”
forgetfulness
Mild Moderate Moderate Moderate Unable to Mild but Needs
N memory |oss; difficuity with difficulty in function definite prompting
more marked time handling independently impairment
far recent relationships; problems, at these of function at
events; defect oriented for similarities, activities though home; more
interferes with place at differences; may still be difficult
everyday examination,; sacial engaged in chores
activities may have judgment same; appears abandaned;
geographic usually normal to more
disorientation maintained casual complicated
elsewhere inspection hobbies and
interests
abandoned
Meoderate Severe Severe Severely Mo pretense of Only simple Requires
{2 memory l0ss; difficulty with impaired in independent chores assistance in
only highly time handling function outside preserved, dressing,
learned relationships; problems, home. Appears very hygiene,
material usually similarities, well enough to restricted keeping of
retained; new disoriented in differences; be taken to interests, personal effects
material time, often to social functions poorly
rapidly fost place judgment outside family sustained
usually home
impaired
Severe Severe Oriented to Unable to No pretense of No Requires much
(3) memory l0ss; person only make independent significant help with
only frag- judgments or func- tion functien in personal care;
ments remain solve outside home. home frequent
problems Appears too il incontinence

to be taken to
functions
outside family
home

Sub-item
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Scores

Although rules for assigning CDR stages beyond CDR 3 have not been established, the
following have been proposed to distinguish additional levels of Impairment in advanced

dementia :
Profound Speech usually unintelligible or irrelevant; unable to follow simple instructions or
@ comprehend commands; Occasionally recognizes spouse or caregiver. Uses fingers

more than utensils, requires much assistance. Frequently incontinent despite
assistance or training. Able to walk a few steps with help; usually chair-bound; rarely
out of home or residence; purposeless movements often present.

Terminal No response or comprehension. No recognition. Needs to be fed, may have NG
(3] tube and/or swallowing difficulties. Total incontinence. Bedridden, unable to sit or
stand, contractures.
Sensory-Mtr Functional impairment could not be determined due to sensory/ motor impairment
confound (91)
Current Staging of 0 =>No Dementia 3  =>Severe Dementia
Dementia: 0.5 =>Uncertain or 4  =>Profound dementia
(Computer will score If deferred diagnosis § =>Terminal Dementia
desired) 1  =>Mild Dementia 91 => Sensory- Mir
2  =>Moderate dementia Confound
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Used factorial analysis to statistically structure new measure for individualism
and collectivism

2003-2004, Research Assistant: Neuropsychology Lab at the University of Utah, Salt
Lake City, UT
Principal investigator: Yana Suchy, Ph.D.
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¢ Assisted in the creating of a computer device used to assess
neuropsychological deficit in patients who had sustained a traumatic brain
injury.

e Conducted literature reviews, created computer software used to score
neuropsychological tests, ran research participants on a new measure used to
assess frontal-lobe dysfunction, and examined data.

2003-2004, Resecarch Assistant: Neurobehavioral Lab at the University of Utah, Salt Lake
City, UT
Principal investigator: Raymond Kesner, Ph.D.

o Conducted hippocampal surgeries on animal subjects (rats). Injected animal
subjects with dopamine agonists and ran subjects on series of complex mazes.
L

¢ Conducted data analysis and interpretation.

OTHER PROFESSIONAL EXPERIENCE

2004-2005, Psychiatric Technician: 5 West Psychiatric Unit, University of Utah Hospital,
Salt Lake City, UT

» Conducted groups focusing on assisting inpatient psychiatric patients with
interpersonal skills, daily living skills, and stress-management skills.

» Monitored and charted patient activities, and met with patients ensure patient
emotional, mental, and physical needs were met.

e Met daily in a multi-disciplinary team meeting with physicians, social
workers, and nurses to discuss patient’s functional, cognitive, and emotional
concerns.

2001-2004, Medicaid Representative: Department of Neurology, University of Utah
Hospital, 3™ Floor, Salt Lake City, UT

e Assisted low-income patients of neurological and psychiatric units of the
University of Utah Hospital with financial coverage of hospital services.

e Provided counseling service and crisis intervention for families following
TBL

s Assisted patients who had undergone a TBI follow through with Medicaid and
SSI disability forms.
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2003-2004, Educational Assistant: The NeuroDevelopment Center, Salt Lake City, UT

o Educated local elementary and junior high school administrative staff in the
presentation and basic intervention skills of seizure activity in children and
adolescents.

o Created educational packet, compiled literature and educational material for
administrative personnel of elementary schools in the surrounding Salt Lake
area.

TEACHING EXPERIENCE

Fall, 2009

Fall, 2008

Spring, 2008

Fall, 2006

Spring, 2006

Fall, 2004

Teaching Assistantship. Taught one course of Psychology 1730:
Strategies of Academic Success. Undergraduate-level course. Focused on
teaching the reading, test-taking, note-taking, and anxiety management
skills necessary for college success.

Teaching Assistant. Psychology 6310, Intellectual Assessment.
Graduate-level course. Assisted graduate students learn to administer and
score standardized intellectual tests. Conducted labs to educate students
on the construct of intelligence, and the viability and utility of its
measurement within the field of psychology.

Guest Lecturer: Psychology 1010, Introduction to Psychology. Lectured
on DSM diagnoses, Categorical versus Dimensional approach to
psychiatric diagnoses, and issues regarding the contributory versus
causality factors of psychiatric disorders.

Guest Lecturer: Psychology 6310, Intelleciual Assessment. Lectured on
the development of the Wechsler Adult and Child intelligence scales, and
on the dominant theories regarding the construct of intelligence.

Guest Lecturer: Psychology 1010, Introduction to Psychology. Lectured
on the incidence and prevalence of brain injuries among different
socioeconomic and age groups. Lectured on the impact of traumatic brain
injury (TBI) and cognitive, social, and emotional outcomes.

Teaching Assistant. Psychology 3904, Surveys of Clinical Psychology
and Service Learning. Graded assignments and tests regarding the
application and practice within the psychological profession. Lectured on
science and its impact on society, differences between Basic and Applied
Science, and on the fusion between societal values and scientific curiosity.
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OUTREACH/COMMUNITY LECTURE EXPERIENCE

Fall, 2008 Clinical Presentation. Presented on the WAIS-IV revision and differences
between the WAIS-IV from the WAIS-III to licensed psychologists and
employees at Bear River Mental Health.

Spring, 2008 Conducted intakes and alcohol screening for students. Provided
appropriate referral sources as necessary.

Spring, 2008 Participated in a free depression-screening for students. Provided
appropriate referral sources as necessary.

Fall, 2007 Guest Presenter: Physical Education, 2020. Co-presented on the services
provided at the Utah State Counseling Center. Presented on self-injurious
behaviors as a coping method for university students.

Fall, 2007  Parlicipated in a free anxiety-screening for students. Provided appropriate

referral sources when necessary.

CONFERENCE PRESENTATIONS & ABSTRACTS

Tschanz, J. T., Corcoran, C., Green, H., Munger, R., Mielke, M., Norton, M., Rabins, P.,
Welsh-Bohmer, K., Buckley, T, Breitner, J., Lyketsos, M. (January, 2009). Inferaction
between C-Reactive Protein level and APOE genotype in predicting rate of progression
in Alzheimer’s disease. The Cache County Dementia Progression Study. Presentation at
the International Conference on Alzheimer’s Disease (ICAD) in Vienna, Austria.

Morrison, A., Buckley, T., Piercy, K., Norton, M., Rabins, P., Tschanz, J., Lyketsos, C.
(February, 2009). Predictors of Quality of Life Ratings for Persons with Dementia
Simultaneously Reported by Patients and their Caregivers: The Cache County (Ulah)
Study. Presentation at the Conference of the Southern Nursing Research Society (SNRS),
Baltimore, Maryland.

Buckley, T., Norton, M., Deberard, M.S., Welsh-Bohmer, K., Lyketsos, C., Tschanz, J.
(July, 2008). Assessment of awareness of cognitive change in individuals with and
without dementia: The Cache County Study. Posier session presented at the International
Conference on Alzheimer’s disease (ICAD), Chicago, llinois.

Tschanz, J., Cook, L., Corcoran, C., Norton, M., Miclke, M., Rabins, P., Welsh-Bohmer,
K.A., Treiber, K., Buekley, T., Breitner, J.C.S., Lyketsos, C. Gender Differences in the
Trajectory of Cognitive Decline in Alzheimer's Disease in the Cache County Population.
Presentation at the 36th Annual Meeting of the International Neuropsychological Society,
Waikola, Hawaii, Feb., 2008.
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Buckley, T., Tschanz, J., Norton, M., Corcoran, C., Welsh-Bohmer, K., Breitner, J.,
(September, 2007). Metacognitive Judgments and Change in Cognitive and Functional
Abilities in a Population of Elderly Individuals. The Cache County Study. Poster session
presented at the International Neuropsychological Society (INS) Conference, Portland,
Oregon.

Tschangz, J., Cook, L., Corcoran, C., Norton, M., Mielke, M., Rabins, P., Welsh-Bohmer,
K., Treiber, K., Buckley, T., Breitner, 1.5.C., Lyketsos, C. (September, 2007). Gender
Differences in the Trajectory of Cognitive Decline in Alzheimer's Disease in the Cache
County Population. Poster session presented at the International Neuropsychology
Conference (INS) Portland, Oregon.

Tschanz J., Cook L., Corcoran C., Norton M., Mielke M., Rosenberg, P., Buckley T.,
Clay, C., Welsh-Bohmer, K., Breitner, J., Lyketsos, C. (August, 2006). Vascular Factors
and the Rate of Decline in Dementia; The Cache County Study. Presentation at the
International Conference on Alzheimer’s Disease (ICAD) in Madrid, Spain.

PEER-REVIEWED PUBLICATIONS:

Buckley, T., Norton, M., Deberard, M., Welsh-Bohmer, Lyketsos, C., Tschanz, J.T.
(2009). A Brief Metacognition Questionnaire for the Elderly: Comparison with Cognitive
Performance and Informant Ratings: The Cache County Study. International Journal of
Geriatric Psychiatry, in press.

PRINTED DISPATCH

Buckley, T., Tschanz, J.T. (2008). Anosognosia: Assessment Tools for Its Epidemiologic
Study in Geriatric Populations with Dementia, Primary Psychiatry, 9, 24-29.

PROFESSIONAL AFFILIATIONS

American Psychological Association, Student Affiliate

PROFESSIONAL DEVELOPMENT

04/2009 Attendee, Psychology Department at Utah State University training
seminar, Logan , UT.
Acceptance and Commitment Therapy (ACT). Full day seminar on ACT.
Presented by Dr. Steven Hayes, co-founder of ACT.



10/2008

09/2008

04/2008

02/2007

09/2006

(5/2006
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Attendee, Bear River Mental Health Training Seminar, .ogan, UT.
Brain Games: New Avenues in Brain Rehabilitation: Full day seminar
that introduced therapeutic training techniques for individuals in the
neurological rehabilitation process following a TBI. Presented by Nancy-
Louise Howse, Ph.D.

Attendee, Utah Psychological Association Training Seminar, Salt Lake
City, UT.

WAIS-IV Update: 3-hour seminar on the new version of the Wechsler
Adult Intelligence Scales. Presented by Patrick J. Moran, Ph.D., The
Psychological Corporation.

Attendee, 14™ Annual Utah State University Counseling Center
Conference, Logan, UT.

Mindfulness-Based Cognitive Therapy: 1-day workshop on the use of
mindfulness in cognitive behavioral psychotherapy. Presented by Mark
Lau, Ph.D., University of British Columbia.

Attendee, Utah State University Center for Epidemiological Studies
Seminar, Logan, UT.

Epidemiology of Alzheimer’s Disease: 2-hour seminar on the etiology of
Alzheimer’s disease and current pharmaceutical treatments, Presented by
Constantine Lyketsos, M.D., MPH, Johns Hopkins University.

Attendee, Utah State University Center for Persons with Disabilities
Seminar, Logan, UT.

Traumatic Brain Injury and Rehabilitation: 1-day multidisciplinary
seminar on traumatic brain injury and techniques/resources for working
with survivors and their families, presented by the Interdisciplinary
Training unit at the Center for Persons with Disabilities. Presented by:
David Nilsson, Ph.D.

Participant, Workshop in Dementia Research, Provo, UT.

Rating System for MR Images: 4-hour workshop on a system for rating
brain scans of participants in the Cache County Study on Memory, Healih,
and Aging. Presented by Erin Bigler, Ph.D., Brigham Young University.
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