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Introduction
As we age, we hope to reach a ripe old age and a live a long life with great memories and 
worthwhile accomplishments. We plan for retirement, our life savings ready to spend on our 
golden years. None of us are ready to face failing health and dementia as a reward for our 
hard work and frugal saving. Still, the staggering and exponential increase in the prevalence of 
Alzheimer’s disease (AD) in our modern times almost belies the reassurance that this disease is 
not a part of natural aging. The prevalence of the disease doubles every five years in adults 
past the age of 65 — a tragic and ironic statistic of longevity. The current estimates are that an 
astounding 5.2 million Americans battle AD in 2014.1

There is hope. As a result of innovative and dogged research, we are now able to predict 
some of the risk factors and identify those who are at increased risk for developing this 
disease years — almost decades — before the patient displays the characteristic memory loss 
and dementia. Now more than ever, we have a window during which we can increase our 
symptomatic vigilance, start the available treatments earlier and, perhaps, even better focus 
our research.

The two types of Alzheimer’s disease
The disease shows two distinct peaks of age at onset that correspond to the genetic and the 
interplay of genetic and environmental etiologies of the disease. The first type, known as 
early-onset AD typically affects younger people, usually before the age of 60. This type of AD 
runs in families and is mostly dominantly inherited. Several chromosomes have already been 
identified that contribute significantly to early-onset AD.2, 3, 4 These genes are located on 
chromosome 1, 14 and 21 in families that show the early-onset disease.2, 3, 4 The mutations 
affect amyloid precursor protein, presenilin 1 and presenilin 2, which, in turn, affect the 
production and deposition of amyloid-beta peptides that are known to build up in neuronal 
cells preventing them from performing their essential functions.5, 6, 7, 8 Although genetic testing 
is available to patients who show signs and symptoms of early-onset AD and have a positive 
family history for the disease, there is no cure.9 Prenatal testing is also available to patients 
who carry the genes providing us with a glimpse of the generational impact of the disease.9

Another group of people that are affected by the disease at a young age are adults with 
Down Syndrome. Adults with Down Sydrome (Trisomy 21) inherit an additional amyloid 
precursor gene from the extra chromosome 21, and it is the expression of this gene that is 
associated with the higher level of AD in this population.10 AD and Down Sydrome have a 75% 
comorbidity that often presents before the age of fifty.10, 11 

The second onset peak of AD occurs many years later. While many known contributors and 
risk enhancing factors have been identified, no single cause has yet been implicated. This 
group generally has no known familial or inherited factors. The strongest genetic risk factor is 
associated with the apolipoprotein E gene (APOE). It is located on chromosome 19 across 3 
alleles and has a strong association with AD, vascular dementia and atherosclerotic disease.12 
This gene is predictive but not determinative of AD and not all patients with AD carry this 
gene.13 A combination of epigenetic, environmental and vascular factors, in addition to the 
APOE gene and a few other identified candidate genes, seem to play a more significant role in 
the development of late-onset AD.9, 14 Genotyping for APOE is commercially readily available, 
but not clinically as useful. Its best application is use as a research marker.15

Alzheimer’s disease: A defining 
role for the optometrist 



37 www.coavision.org 	 september/october 2014

CE@Home

The risk factors associated with Alzheimer’s disease
The risk enhancing factors for late onset AD seem to be mostly 
acquired during midlife.9, 16, 17 Peripheral atherosclerosis, 
cerebrovascular disease and hypertension, type 2 diabetes 
and obesity feature prominently in the high risk category.18, 19, 

20, 21 Keeping fit and healthy lowers the risk. Physical activity 
improves cognitive function and reduces the overall dementia 
in patients who have the disease.22 A higher risk can also be 
acquired accidentally. A history of brain trauma involving loss 
of consciousness significantly increases the risk.22, 23

Active smoking, the severity and length of smoking, second-
hand smoke, air pollution and the exposure to organo-chlorine 
pesticides carry a higher risk.17, 26, 27, 28 This is true especially if 
the APOE gene is also present in the patient. Organo-chlorine 
pesticides are banned in North America; however, eating 
imported foods can still expose us to contaminated food, in 
addition to exposure from a variety of unintentional sources 
that build up in our bodies over time. Some medicated lotions, 
such as Lindane, are still prescribed for the treatment of lice 
and scabies. This chemical is easily absorbed through the skin 
contributing to cumulative CNS build-up.29

There are a multitude of environmental and situational factors 
that further predispose and aggravate AD. People who are 
isolated in their homes or living in a small space are also 
associated with increased risk.30

The diagnosis of Alzheimer’s disease
During life, the diagnosis of AD is generally clinical. The DSM-5 
(Diagnostic and Statistical Manual of Mental Disorders, Fifth 
Edition) requires three criteria to be met. The first is that the 
diagnostic criteria for a minor or major neurocognitive disorder 
is met, the second is that the onset is insidious and function 
gradually declines. The third requires that the diagnostic 
criterion for probable AD is met. This would include a decline 
in memory or learning based on trials, a steady decline and 
that there are no other indicators for other diseases that might 
cause the cognitive decline.10

The significance of sleep in Alzheimer’s disease
One of the earliest indicators that AD is incipient, within two 
years, is disrupted night sleep with daytime fatigue that 

requires hypnotics as treatment in patients aged 50 years and 
older.31, 32 The circadian dysfunction that occurs with AD is a 
well-known and frequent aspect of the disease.33 Patients show 
more symptoms of dementia starting in the afternoon and 
evening, known as sundowning.31 Amyloid-beta concentrations 
rise and fall diurnally and poor sleep and sleep apnea has been 
linked to the risk of development of cognitive impairment.34 In 
turn, the resultant hypoxia is responsible for further cerebral 
amyloidogenesis and tau phosphorylation.35 Amyloid -beta 
levels are known to increase in mice that are experimentally 
sleep deprived.33 

Treating sleep apnea syndrome with continuous positive airway 
pressure (CPAP) significantly slowed cognitive decline in a 
study group over a three-year period and suggests that 
intervention of the at-risk population could be helpful.35 The 
cholinergic donepezil is used to prevent memory loss in 
patients with AD, but one of its other benefits is that it 
improves obstructive sleep apnea index and oxygen saturation 
which suggests that cholinergic transmission influences 
breathing regulation in this population.37

How Alzheimer’s disease affects the senses
AD affects all the senses. Loss of hearing is an early marker for 
dementia, while the loss of the sense of smell is predictive that 
mild cognitive impairment is converting to AD with 85.2% 
specificity.38 Difficulty recognizing and identifying odors is 
particularly challenging as the disease progressively affects 
higher cognitive function.38 The sense of vision is emerging as 
an important and significant factor and predictor.

Physical activity improves 
cognitive function and 
reduces the overall 
dementia in patients who 
have the disease.
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The role of Amyloid Beta and Tau protein
There is much discussion amongst researchers about the role 
of the histologic buildup of characteristic plaques consisting of 
amyloid beta peptides and Tau protein neurofibrillary tangles 
within the brain. Many research projects are focused on these 
particular markers as significant in the prevention and treat-
ment of the disease. The senile plaques and tangles are 
histologically present in the post mortem evaluation of 
patients with AD, though not all patients that show plaques 
and tangles had dementia during life. The presence of plaques 
and tangles affect the normal functioning of the cholinergic 
neuronal brain cells and, as a result, produce reduced acetyl-
choline. The reduction in acetylcholine is what inevitably 
creates the memory loss and the typical behavioral symptoms. 
When associated with AD, the pathological changes that occur 
due to the accumulation of amyloid can be detected in the 
brain as early as 15 years before the onset of dementia, while 
the evaluation of the cerebrospinal fluid shows changes as 
early as 25 years before onset of the disease.39 In this long 
period between first detecting the plaques and the onset of 
dementia, patients are asymptomatic.

Detection of plaques and tangles in the living patient
Detection of plaques and tangles while the patient is alive can 
be helpful in the diagnosis of the disease. Utilizing positron 
emission tomography (PET) scan techniques in conjunction 
with the newer FDA approved amyloid PET tracers is very 
effective but expensive and not routinely done for clinical care. 
Magnetic brain resonance imaging (MRI) is a far more acces-
sible method to evaluate brain atrophy. The MRI can demon-
strate diffuse atrophy, plaques and hippocampal volume, all of 
which contribute to the qualitative assessment, diagnosis and 
prognosis of the disease for the patient.40

Eye care professionals have a significant and growing role 
to play, in the early identification of this devastating 
disease. Probably one of the most exciting recent research 
contributions in the early detection and diagnosis of AD is 
underway at Cedars-Sinai in Los Angeles. The collaborative 
efforts of researchers across several specialties at Cedars-

Sinai are developing a non-invasive imaging technique to 
detect amyloid plaques, like the ones in the brain, in the 
retina of the eye.41, 42

Researchers have found that these plaques could be 
detected after a systemic administration of curcumin to an 
AD mouse model. It was also discovered that the plaques 
could be detected earlier in the retina than in the brain 
and deposition of the plaques followed the development 
of the disease.41, 43

Another exciting development is that researchers found that in 
the mouse model of AD, beta amyloid deposits clear when 
these mice are vaccinated nasally with glatiramer acetate. 
Glatiramer acetate is also known as Copaxone, a synthetic 
co-polymer, and is already extensively and safely used in 
humans for vaccination against the exacerbating-relenting 
type of multiple sclerosis, and also in the treatment of several 
other autoimmune diseases.44, 45 

The structural and functional changes in the  
eye and vision
While we await the launch of the new era of non-invasive 
detection, we are still able to detect and quantify the visual 
perceptual and ocular functional/structural changes that 
accompany AD. We are able to identify for our patients risk 
factors that increase the likelihood of future development of 
AD. What we do with that information, how we educate our 
patients and the public, how we monitor our patients over the 
next two or three decades of their lives depends on our 
committed vigilance and our determination to eradicate this 
scourge from the face of the earth. 

One of the most non-invasive and currently only experimental 
methods to screen for pre-clinical AD is to measure the speed 
at which the pupil responds to a bright flash of light. Both the 
speed and latency of the pupillary response are diminished in 
patients with AD.46, 47 Poor pupillary response would lead to 
concern over cataract formation. Cataracts are found in 
conjunction with AD, but not solely for the reason of increased 
exposure to harmful rays as we would expect. An additional 
method of cataractogenesis is by beta amyloid deposition into 
the cortex of the intraocular lens. These have been termed 
equatorial supranuclear cataracts.48

Associated with retrograde ganglion cell death that starts in the 
brain, the optic nerve soon shows associated damage. Typically, 
there is a pale increase in the size of the optic cup with vertical 
elongation of the cup. The effects of AD on the optic nerve look 
similar to primary open angle glaucoma (POAG) and can be 
challenging to differentiate but changes from AD are associated 
with perceptual changes or dementia that is not associated with 

The collaborative efforts of 
researchers across several 
specialties at Cedars-Sinai 
are developing a non-
invasive imaging technique 
to detect amyloid plaques, 
like the ones in the brain, 
in the retina of the eye.
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POAG. To confound the diagnosis, the two diseases commonly 
occur together and visual field defects are progressive in both 
conditions. Another important differentiator is that AD typically 
does not cause increased intra-ocular pressure. 

As with glaucoma, damage to the optic nerve is more signifi-
cant with smaller optic nerves and with advancing age, where 
the mean annual normal fiber loss is already in the region of 
about 4000 fibers per year.49 There is diffuse nerve fiber layer 
thinning, with additional thinning particularly in the superior-
temporal area of the nerve, that can be demonstrated by 
measurement with ocular coherence tomography (OCT).50 
Surrounding the optic nerve, peri-papillary atrophy can be 
seen, the cerebral and optic nerve blood flow anomalies that 
commonly accompany the disease responsible for the charac-
teristic changes. The vascular supply to the choroid declines 
and the choroid thins significantly.51, 52, 53

The retinal vasculature also shows telltale signs. Amyloid beta 
deposition in the veins can cause the vessels to constrict 
noticeably.54 ( Figure 1) Amyloid beta also deposits within the 
neuro-retina and causes apoptosis of the retinal ganglion 
cells in a way that is reminiscent of induced cell death in 
animal models of glaucoma.54, 55 Interestingly, the maculas of 
patients with AD show significantly less macular pigment 
when compared to healthy controls, and the disease may 
have potential links to age-related macular degeneration.56, 57, 

58 Amyloid beta oligomers have been identified within drusen 
associated with age related macular degeneration and 
weekly vaccination with Copaxone has been shown to reduce 
the area of the drusen.59, 60

The visual variant of Alzheimer’s disease
The disease itself may present more posteriorly in the brain. 
When this occurs, this variant can present with an awareness of 
visual change as experienced by the patient, without any signs 
of dementia.61 This is also known as posterior cortical atrophy. 

When the disease then primarily affects the visual cortex, the 
changes that occur can be divided into two major constella-
tions of events describing the basic properties of vision and the 
associative aspects of vision. 

The associative aspects of vision usually deteriorate first. The 
loss of visual-memory starts early, errors on the Benton Visual 
Memory test has been shown to indicate an increased risk to 
develop AD fifteen years before dementia leads to a diagno-
sis.62, 63 Visio-spatial disorganization is very common. The 
spatial disorientation and difficulty with motion detection 
commonly leads to abandonment of driving.65, 66) Patients with 
visual-spatial disturbances have great difficulty with the Clock 
Dial Test, especially if requested to place the hands at the “ten 
after eleven” position.64 (Figure 2)

Then, the basic or apperceptive properties of vision deterio-
rate.64 Color vision is affected, leading to difficulty with blue 
hues especially.67 Depth perception decreases. Saccades 
become dysmetric and saccadic initiation is prolonged.64 Near 
acuity deteriorates and reading becomes affected by the 
crowding phenomenon.68 Alexia and agraphia are common 
findings in AD.64,65

Visual field loss, particularly general depression, and often with 
defects in the inferior hemi-field are the most common, and 
can present with or without visual neglect.69, 70 The primarily 
magnocellular pathway loss is expressed in the deficits in 
frequency doubling visual field testing and significant decrease 
in contrast sensitivity.71

Conclusion
All these changes may precede the onset of dementia. Once 
dementia sets in, the cognitive and behavioral decline is 
relentless. While the process can be somewhat delayed by 
medication, typically, death occurs within about seven years. 
The familial type or Early-onset AD has a longer duration than 
the sporadic disease.72) The doctor of optometry has an 
important role to play in the prevention and early detection of 
the ocular and visual changes that herald the onset of AD. We 
have an even more critical role to play in the education of our 
patients and the public about the preventable risk factors that 
are associated with AD. 

Figure 1: The image depicts the vertical elongation of the cup and 
pallor the of the optic nerve in a patient with Alzheimer’s disease. 
Peri-papillary atrophy and narrowed vasculature is also present.

CE@Home

Figure 2: The clock dial test 
shows the typical visuo-spatial 
disorganization of a patient with 
Alzheimer’s disease.



40 california optometry

CE@Home

REFERENCES

1.		 www.alz.org. Accessed July 29, 2014
2.		 Levy-Lahad E, Wijsman EM, Nemens E et al. A familial 

Alzheimer’s disease locus on chromosome 1. Science 1995; 
269:970

3.		 St George-Hyslop P, Haines J, Rogaev E et al. Genetic 
evidence for a novel familial Alzheimer’s disease locus on 
chromosome 14. Nat Genet 1992; 2:330

4.		 Schellenberg GD, Bird TD, Wijsman EM et al. Genetic 
linkage evidence for a familial Alzheimer’s disease locus on 
chromosome 14. Science 1992;258;668

5.		 Goate A. Chartier-Harlin MC, Mullan M et al. Segregation 
of a missense mutation in the amyloid precursor protein 
gene with familial Alzheimer’s disease. Nature 1991; 
349:704

6.		 Sherrington R, Rogaev EI, Liang Y et al. Cloning of a gene 
bearing missense mutations in early onset familial Alzheim-
er’s disease. Nature 1995; 375:754

7.		 Renbaum P, levy-Lahad E. Monogenic determinants of 
familial Alzheimer’s disease: presenilin-2 mutations. Cell 
Mol Life Sci 1998;54;910

8.		 Rogaev EI, Sherrington R, Rogaev EA et al. Familial 
Alzheimer’s disease in kindreds with missense mutations in 
a gene on chromosome 1 related to the Alzheimer’s 
disease type 3 gene. Nature 1995; 376:777

9.		 www.uptodate.com Genetics of Alzheimer’s disease. 
Accessed 7/29/2014

10.	 www.alz.org/health-care-professionals/dementia-diagno-
sis-diagnostic-tests.asp. Accessed 7/29/2014

11.	 Corder EH, Saunders AM, Strittmatter WJ et al. Gene dose 
of apolipoprotein E type 4 allele and the risk of Alzheimer’s 
disease in late onset families. Science 1993; 261:921

12.	 Oyama F, Cairns NJ, Shimada H et al. Down Sydrome: 
upregulation of beta-amyloid protein precursor and tau 
mRNAs and their defective coordination. J Neurochem 
1994;62:1062

13.	 Meyers RH, Schaefer EJ, Wilson PW et al. Apolipoprotein E 
epsilon4 association with dementia in a population based 
study: the Framingham study. Neurology 1996; 46-673

14.	 Caselli RJ, Dueck AC, Locke DE et al. Cerebrovascular risk 
factors and preclinical memory decline in healthy APOE e4 
homozygotes. Neurology 2011; 76:1078

15.	 Mayeux R, Saunders AM, Shea S et al. Utility of the apoli-
poprotein E genotype in the diagnosis of Alzheimer’s 
disease. Alzheimer’s disease Centers Consortium on 
Apolipoprotein E and Alzheimer’s disease. N Engl J Med 
1998; 338:506

16.	 Smith Ad, Yaffe K. Dementia (including Alzheimer’s 
disease) can be prevented: statement supported by 
international experts. J Alzheimer’s Dis 2014;38;699

17.	 Meng XF, Yu JT, Wang HF, Tan CC, Tan L. Midlife vascular 
risk factors and the risk of Alzheimer’s disease: a systematic 

review and meta-analysis. J Alzheimer’s Dis 2014 Jul 7 
(Epub ahead of print)

18.	 Van Oijen M, De Jong FJ, Wittman JC et al. Atherosclerosis 
and risk for dementia. Ann Neurol 2007; 61:403

19.	 Song Y, Stampfer MJ, Liu S. Meta-analysis: apolipoprotein 
genotypes and risk for coronary heart disease. Ann Intern 
Med 2004; 141:137

20.	 Whitmer RA, Sidney S, Selby J et al. Midlife cardiovascular 
risk factor factors and risk of dementia in late life. Neurol-
ogy 2005;64:277

21.	 Biessels GJ, Staekenborg S, Brunner E et al. Risk of 
dementia in diabetes mellitus: a systematic review. Lancet 
Neurol 2006; 5:64

22.	 Hamer M, Chida Y. Physical activity and risk of neurode-
generative disease: a systematic review of prospective 
evidence. Psychol Med 2009; 39:3

23.	 Shively S, Scher AI, Perl DP, Diaz-Arrastia R. Dementia 
resulting from traumatic brain injury: what is the pathology? 
Arch Neurol 2012; 69:1245

24.	 Durazzo TC, Mattsson N, Weiner MW. Smoking and 
increased Alzheimer’s disease risk: a review of potential 
mechanisms. Alzheimer’s Dement. 2014 jun;10(3 suppl): S 
122-45

25.	 Chen R. Association of environmental tobacco smoke with 
dementia and Alzheimer’s disease among never smokers. 
Alzheimer’s Dement 2012 Nov;8(6):590-5

26.	 Richardson JR, Roy A, Shalat SL at al. Elevated serum 
pesticide levels and risk for Alzheimer disease. JAMA 
Neurol 2014; 71;284

27.	 http://www.bhsj.org/eh/EnvHaz/factsheet_organochlorine.
pdf Accessed July 29, 2014

28.	 Hayden KM, Norton MC, Darcey D et al. Occupational 
exposure to pesticides increases the risk of incident AD: 
the Cache County study. Neurology 2010 May 11;74(19)

29.	 www.osha.gov/dts/chemicalsampling/data/CH_249500.
html 7/28/2014 Accessed July 29, 2014

30.	 James BD, Boyle PA, Buchman AS, Barnes LL et al. Life 
space and risk of Alzheimer disease, mild cognitive 
impairment, and cognitive decline in old age. Am J Geriatr 
Psychiatry 2011 Nov; 19(111):961-9

31.	 Vitiello MV, Borson S. Sleep disturbances in patients with 
Alzheimer’s disease. 2001 CNS Drugs; 15(10) 777-796

32.	 Sterniczuk R, Theou O, Rusak B et al. Disturbances to the 
sleep-wake cycle predicts future diagnosis of Alzheimer’s 
disease. Poster, 2012 Society for Neuroscience. 

33.	 Bedrosian TA, Nelson RJ. Pro: Alzheimer’s disease and 
circadian dysfunction: chicken or egg? Alzheimer’s Res 
Ther. 2012 Aug 13;4(4): 25

34.	 Lucey BP, Bateman RJ. Amyloid-B diurnal pattern: possible 
role of sleep in Alzheimer’s disease pathogenesis. Neuro-
biol Aging. 2014 Sep;35S2:S29-S34. Epub 2014 May 15



41 www.coavision.org 	 september/october 2014

CE@Home

Primary
Eyecare
Network

Center for 
Paraoptometric Education

3-Day Immersion Program

Presenters:
Mary Schmidt, CPO, ABOC & Jill Luebbert, CPOT, ABOC

The Best Start Possible  
for Your Newer Staff!
Learn WHAT to do & WHY you’re doing it:
 • Hands-on experience.
 • Solve problems on your own.
 • Provide higher quality patient care.

Special support 
provided by  

Pleasanton, CA 
Doubletree by Hilton

Mon-Wed, October 13th-15th

8:00am - 5:00pm PST
$490 (Non-Members $650) Per Person

Register today
http://tinyurl.com/nhzsyyq

800-444-9230

“Worth every penny to get staff up  
to speed in the optical…fast!”

35.	 Daulatzai MA. Death by a thousand cuts in Alzheimer’s 
disease: hypoxia—the prodrome. Neurotox Res. 2013 
Aug;24(2):216-43. Epub 2013 Feb 12.

36.	 Troussière AC, Monaca Charley C, Salleron J et al. 
Treatment of sleep apnoea syndrome decreases cogni-
tive decline in patients with Alzheimer’s disease. J 
Neurol Neurosurg Psychiatry. 2014 May 14. pii: jnnp-2013-
307544. Epub ahead of print.

37.	 Sukuy-Claudino L, Moraes W, Guilleminault C et al. 
Beneficial effect of donepezil on obstructive sleep 
apnea: a double-blind, placebo-controlled clinical trial. 
Sleep Med. 2012 Mar;13(3):290-6

38.	 Behrman S, Chouliaras L, Ebmeier KP. Considering the 
senses in the diagnosis and management of dementia. 
Maruritas 2014 Apr;77(4):305-10

39.	 Bateman RJ, Xiong C, Benzinger TL et al. Clinical and 
biomarker changes in dominantly inherited Alzheimer’s 
disease. N Eng J Med 2012;367:795

40.	 Sarria-Estrada S, Acevedo C, Mitjan R, Frascheri L et al. 
Reproducibility of qualitative assessments of temporal 
lobe atrophy in MRI studies. Radiologia. Jun 23 (epub 
ahead of print)

41.	 Koronyo Y, Salumbides BC, Black KL, Koronyo-Hamaoui 
M. Alzheimer’s disease in the retina: imaging retinal AB 

plaques for early diagnosis and therapy assessment. Neuro-
degener Dis. 2012;10(1-4):285-93

42.	 Morin PJ. Abraham CR, Amaratunga A et al. Amyloid precursor 
protein is synthesized by retinal ganglion cells, rapidly transport-
ed to the optic nerve plasma membrane and nerve terminals, 
and metabolized. J Neurochem. 1993 Aug; 61(2):464-73

43.	 Koronyo-Hamaoui M, Koronyo Y, Ljubimov AV et al. Identifica-
tion of amyloid plaques in retinas from Alzheimer’s patients 
and noninvasive in vivo optical imaging of retinal plaques in a 
mouse model. Neuroimage. 2011 Jan; 54 Suppl 1:S204-17 
Epub 2010 Jun 13.

44.	 Frenkel D, Maron R, Burt DS, Weiner HL. Nasal vaccination 
with a proteasome-based adjuvant and glatiramer acetate 
clears beta-amyloid in a mouse model of Alzheimer’s disease. 
J Clin Invest. 2005 Sep; 115(9):2423-33

45.	 Sela M. Immunomodulatory vaccines against autoimmune 
diseases. Rejuvenation Res. 2006 Spring; 9(1):126-33

46.	 Frost SM, Kanagasingam Y, Sohrabi HR et al. Pupil response 
biomarkers distinguish amyloid precursor protein mutation 
carriers from non-carriers. Curr Alzheimer Res 2013 Oct; 
10(8):790-6

47.	 Frost S, Kanagasingam Y, Sohrabi H et al. Pupil response 
biomarkers for early detection and monitoring of Alzheimer’s 
disease. Curr Alzheimer Res 2013 Nov; 10(9):931-9



42 california optometry

CE@Home

Need more CE? Then come online!
COA’s continuing education offerings can also be found online! CE@HomeOnline features 
six high-quality, one-hour CE articles, in addition to the CE@Home articles in the 
magazine. Just visit coavision.org to access them!

The member price for each article is $15.  
Articles are posted at the beginning of February, April, June, August, October and 
December. For more information and to view articles, visit coavision.org. 

48.	 Goldstein LE, Muffat JA, Cherny RA et al. Cytosolic 
B-amyloid deposition and supranuclear cataracts in lenses 
from people with Alzheimer’s disease. Lancet, 2003; 
361:1258-1265

49.	 Jonas JB, Schmidt AM, Muller-Bergh JA et al. Human optic 
nerve fiber count and optic disc size. Invest Ophthalmol Vis 
Sci. 1992 33:2012-18

50.	  Bambo MP, Garcia-Martin E, Pinilla J et al. Detection of 
retinal nerve fiber layer degeneration in patients with 
Alzheimer’s disease using optical coherence tomography: 
searching new biomarkers. Acta Ophthalmol. 2014 Mar 4. 
Epub ahead of print

51.	 Jindal V. Interconnection between brain and retinal 
neurodegenerations. Mol Neurobiol. 2014 May 15. Epub 
ahead of print) 

52.	 Tsai Y, Lu B, Ljubimov AV et al. Ocular changes in TgF344-
AD rat model of Alzheimer’s disease. Invest Ophthalmol Vis 
Sci. 2014 Jan 29;55(1)53. 

53.	 Gharbiva M, Trebbastoni A, Parisi F et al. Choroidal thinning 
as a new finding in Alzheimer’s disease: evidence from 
enhanced depth imaging spectral domain optical coherence 
tomography. J Alzheimer’s Dis. 2014; 40(4):907-17

54.	 Lui B, Rasool Z, Yang C et al. Amyloid –peptide vaccina-
tions reduce beta-amyloid plaques but exacerbate vascular 
deposition and inflammation in the retina of Alzheimer’s 
transgenic mice. Am J Pathol. 2009 175;2099-2110

55.	 Bruban J, Dinet V, Mascarelli F. The role of amyloid –beta in 
retinal degeneration. Adv Exp Med Biol 2012. 723 67-74

56.	 Nolan JM, Loskutova E, Howard AN et al. Macular pigment, 
visual function, and macular disease among subjects with 
Alzheimer’s disease: an exploratory study. J Alzheimer’s Dis 
2014 Jul 2. Epub ahead of print.

57.	 Renzi LM, Dengler MJ, Puente A et al. Relationships 
between macular pigment optical density and cognitive 
function in unimpaired and mildly cognitively impaired 
older adults. Neurobiol Aging. 2014. Jul;35(7):1695-9

58.	 Kay P, Yang YC, Hiscott P et al. Age-related changes of 
cystatin C expression and polarized secretion by retinal 
pigment epithelium: potential age-related macular degen-
eration links. Invest Ophthalmol Vis Sci. 2014 Feb 14;55(2): 
926-34

59.	 Isas JM, Luibl V, Johnson LV et al. Soluble and mature 
amyloid fibrils in drusen deposits. Invest Ophthalmol Vis 
Sci. 2010. 51:1304-1310

60.	 Landa G, Butovsky O, Shoshani J. Weekly vaccination with 
Copaxone (glatiramer acetate) as a potential therapy for 
dry age-related macular degeneration. Curr Eye Res. 2008 
Nov; 33(11):1011-3

61.	 Crutch SJ, Lehmann M, Schott JM et al. Posterior cortical 
atrophy. Lancet Neurol. Feb 2012;11(2):170-178

62.	 Benton AL. The revised Benton Visual Retention Test New 
York: Psychological Corporation; 1974

63.	 Kawas CH, Corada MM, Brookmeyer R et al. Visual 
memory predicts Alzheimer’s disease more than a decade 
before diagnosis. Neurology. 2003; 60:1089-1093

64.	 Rizzo M, Dawson JD, Ergun Yu et al. Relative rates of visual 
and cognitive decline in Alzheimer’s disease. Journal of 
Vision. 2006;6:967a

65.	 Silverman S, Tran DB, Zimmerman KM et al. Dissociation 
between the detection and perception of motion in 
Alzheimer’s disease. Neurology. 1994 . 44;10:1814

66.	 Lee AG, Martin CO. Neuro-ophthalmic findings in the 
visual variant of Alzheimer’s disease. Ophthalmology. 
2004; 111(2):376-380

67.	 Pache M, Smeets CH, Gasio PF et al. Colour deficiencies in 
Alzheimer’s disease. Age Ageing 2003 Jul;32(4);422—6

68.	 Crutch SJ, Warrington EK. Foveal crowding in posterior 
cortical atrophy: A specific early visual-processing deficit 
affecting word reading. Cogn Neuropsychol 
2007;24:843-66

69.	 Katz B, Rimmer S. Ophthalmic manifestations of Alzheim-
er’s disease. Surv Ophthalmol 1989;34:31-42

70.	 Trick GI, Trick LR, Morris P et al. Visual field loss in senile 
dementia of the Alzheimer’s type. Neurology 1995; 
45:68-74

71.	 Valenti DA. Alzheimer’s disease: screening biomarkers 
using frequency doubling technology visual field. Neurol. 
2013 Sep 25;2013:989583

72.	 Armstrong RA. Factors determining disease duration in 
Alzheimer’s disease: a postmortem study of 103 cases 
using the Kaplan-Meier estimator and Cox regression 
Biomed Res Int. 2014;2014:623487. Epub 2014 Jan 22.


