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1 IQ] Vitreo-Retinal Disorders 
Joseph A. Pruitt, O.D., M.B.A., FAAO 

Riverside-San Bernardino County Indian Health, Inc. 


2[g] Anatomy and Landmarks 
w9 Retinal Neurosensory Layers 
w 

o Internal limiting membrane (ILM) 
0 

o Nerve fiber layer (NFL) 
0 

o Ganglion cells 
0 

o Inner plexiform 
0 

o Inner nuclear 
0 

o Outer plexiform 
0 

o Outer nuclear 
0 

o External limiting membrane 
0 

o Photoreceptors 

0 

0 

31Ql Retina 
4 IQ] Bonds Between Layers 

wAttaching bond varies 
w 

o RPE to retinal photoreceptors ... ? (tight or weak) 
•Weak 
• Easily separated by fluid 

o RPE to Bruch's membrane ...? (tight or weak) 
• Tight 

o RPE cell to RPE cell ... ? (tight or weak) 
• Tight 

s[gJ Coloration 
wRPE: 

o has melanin 
• Causes varying shades of black with hypertrophy 

o Has lipofuscin 
• Released by degenerated RPE cells ("wear and tear") 

• Autofluorescent 

2
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• Orange7 Yellow7Golden7 Brown 

• Whites > Blacks 

• Known to be a by-product of light exposure 

6~ Lipofuscin -· ···· · ··· ···· ·-· ·-·- · ·· 


wClinical Exam 
w 

o FDA biomicroscope guidelines 

• "Because prolonged intense light exposure can damage the retina, the use of 
the device for ocular examination should not be unnecessarily prolonged, and 
the brightness setting should not exceed what is needed to provide clear 
visualization of the target structures. This device should be used with filters that 
eliminate UV radiation (< 400 nm) and, whenever possible, filters that eliminate 

short-wavelength blue light ( < 420 nm).11 

0 

7 [@I Coloration 
wChoriocapillaris 

a Acts as a red filter (uniform; independent of race) 
0 

wChoroidal Vessels (larger and deeper) 
o Uniformly red 
o Do not filter color 
0 

wChoroid 
o Contains varying amounts melanocytes 

• Thus, variable brown/black color 
s~ Coloration 

wRetina 
w 

o Pale orange 7 orange to red 7 gray/brown 
• Dependent upon: 

• Hemoglobin in choriocapillaris (constant) 
• Melanin in RPE (variable) 
• Lipofuscin in RPE (variable) 
• Melanin in choroid (variable) 

9 fol Thickness 
wSensory Retina 
w 

o Quite thin in the peripheral (normal) 
0 

o Subject to full thickness breaks from one or more: 
• Atrophy (degenerative) ' 
• Traction (vitreal-retinal) 

10 ~ Approximate Distances 
wRetinal Periphery 

3
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fG) 

o Equator is marked by...? 
• Vortex veins1 ampullas 

o Vitreous base's posterior edge is usually rv2 DD posterior to ora 
0 

o Distance from ora to equator is "' 4 DD 
0 

o Vitreous base overlying the retina starts about halfway between the ampullae and 
the ora 

11 [g] Vitreous Base 
wNormally invisible 
wMay have pigment at its border or appear white and elevated from traction 

12 [g] Vitreous Base 
wA PVD will not advance farther anteriorly than the posterior vitreous base 
fG) 

fG) 

wThe vitreous base may advance posteriorly with increasing age 
13 [QI Aging Changes in the Vitreous 

wliquefaction 
o Manifested by formation of lacunae 

• Lacunae = optically empty cavities filled with fluid, and surrounded by walls of 
condensed vitreous fibers 

wShrinkage 
o aka "Syneresis" 

• Drawing together of fibers 
• Fibers are drawn away from the liquid (separation of liquid and solid) 

14[g] Age Changes in the Vitreous 
wEarly Shrinkage 

o Condensation only, but readily visible 
0 

wlate Shrinkage 
o Increasingly dense 
o Highly visible fibers 

oPVD 

o Traction 
o With symptoms 

1s [g] Vitreous Shrinkage 
wSymptoms: 

o Floaters: spiders, flies, cobwebs, worms seen against light, high-contrast, 
backgrounds 

o Photopsia 
• Due to mechanical stimulation of retina in areas of traction 
• Varying shapes: light rays, arcuate bands, straight lines 
• Color is of no significance 

0 

4
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16 lg Vitreous Shrinkage 
£0Symptoms (cont.) 

£0 


o Metamorphopsia 
• Rather rare 
• Due to macular edema secondary to traction 

oBlur 
• Secondary to: 

• Macular edema 
• Vitreous hemorrhage 
• Transient obscuration from floaters 

17 ~ Vitreous Shrinkage 
£0Signs: 

£0 


o Opacities 
0 

o Vitreous hemorrhage 
• Actually very common, but very transient and escapes notice 

o Retinal hemorrhage 
• Due to traction on blood vessels 

1s ~ Posterior Vitreous Detachment 
£0Complete PVD 

o Detachment extends to the posterior border of the vitreous base, and attachment 
at the optic nerve is lost 

19 lg Posterior Vitreous Detachment 
£0lncomplete PVD 


. o Not a total separation of retina and vitreous 

o Usually occurs superiorly 
o Attachment at optic nerve remains 
0 

20 ~ Course of PVD 
£0Usually acute 

£0 

£0Becomes complete in several hours 

£0 

£0Particles from resolving heme disappear in a few days 

£0 

£0Vitreous contracts over a period of N2 years 

£0 

£0Stable thereafter 

£0 


21[g] PVD Etiology 
£0PVD without collapse results from syneresis but no liquefaction 

£0 

£0PVD with collapse results from syneresis with liquefication 


5
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22 ID] Vitreous Traction 
£02 different directions of movement 

o Centripetal 
• Away from retina toward vitreous center 

• Edema 
• Hemes 
• Tears 

• Intermittent traction is often centripetal 

o Tangential 
• Moving parallel to retina 

• Thinning 
• Wrinkling 
• Horseshoe tear 

23 g Development Anomalies 
£0Retinal tufts (aka granular tissue) 

o Located between equator and ora 
o Can be elevated 
o 3 types (2 developmental + 1 circumstantial) 

• Non-cystic tufts: 
• Small 
• Irregularly shaped 
• Internal projections of retina 

• Cystic tufts: 
• Larger 
• Broader bases 
• Nodules of degenerated tissue 


• *Traction tufts: 

• Project more anteriorly into vitreous cavity 
• Develops close to ora ( most common nasally) 

24 g 	 Retinal Tufts 
2s g 	 Congenital Hypertrophy of RPE 

£0CHRPE 
o Benign 
0 

o Rarely enlarges over time 
0 

o Sharp borders 
0 

o Usually had depigmented "halo" or internal lucunae 
0 

o CHRPEs in FAP (familial adenomatous polyposis) are irregularly shaped 
0 

26 g 	 Congenital Hypertrophy of RPE 
£0Bear Tracks 

o Variety of CHRPE 

o· 


o Usually multiple and smaller 
0 

6
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o aka "congenital grouped pigmentation" 

0 

o Multiple (or solitary), small, flat black/brown spots 

2?[Qj Congenital Hypertrophy of RPE 

2sfol Congenital Hypertrophy of RPE

29g Congenital Hypertrophy of RPE 

30 [Efj Choroidal Nevus 
i::0Benign accumulation of melanocytes in choroid 

f0

i::0Usually slate gray 
o Variable color due to overlying RPE 

0 

i::0Feathery borders 
o Melanocytes are randomly gathered at the border 

0 

i::0Mottled appearance due to overlying degenerated RPE 

f0 

i::0Drusen occurs in response to "abnormality" underneath the RPE 

31 ~ Choroidal Nevus 
32~ Choroidal Nevus 

i::0Choroidal Nevus vs. Melanoma 

f0 

o Clinical diagnostic skill/test...? 

0 

• Red-free filter 

o How/why does it work? 

0 

• Green light is reflected and absorbed by melanin granules in RPE; thus 


structures deeper are absent of light (i.e. disappear) 


0 

33 lg] Choroidal Nevus 
o Jo .Eind .$_mall Qcular Melanoma .U.sing .t:ielpful .t:iints Qaily 

• T: Thickness 

• > 2mm


• F: Fluid 
• Sub-retinal fluid (suggestive of serous retinal detachment) 

• S: Symptoms 
• Photopsia 
• Vision loss 

• O: Orange Pigment overlying the lesion 

• Lipofuscin 
• M: Margin 

• < 3 mm from optic nerve head

. u: 


Ultrasonographic Hollowness 


• H: 
• D: Drusen Absence 

6 

7



3/15/2017 


ro 
34Q TFSOM UHH D Pnemonic 

roRisk Scale: 
o O factors = <1% - 3%* risk of nevus converting to melanoma in 5 years 

o 1 factor= 8-38%* risk of nevus converting to melanoma in 5 years 

o 2-3* or more factors: 50% risk of nevus converting to melanoma in 5 years 
3SQ TFSOM UHH D Pnemonic 

roGood Clinical Tool 
o Relatively straight forward with the possible exception of: 

• Lipofuscin vs. Drusen 

36 [g Choroidal Nevus 
roChoroidal Nevus vs. Melanoma 
ro 

o S.P.O.T.S 
• S: Symptoms 

• P: Position 

• 0: Orange Pigment 

• T: Thickness 

• S: Sub-retinal Fluid 
37 IQ] Choroidal Nevus 

roChoroidal Nevus vs. Melanoma 

• Dr. Pruitt's MO: 
• 0 factors = annual comprehensive exams 
• 1-2 factors = follow-up every 4-6 months; photo-documentation 
• 3 or more factors =automatic referral to ocular oncology 

3s[g Bonus.... 
roCutaneous nevi vs. melanoma 


oABCD (est. 1985) - EFG (recently) 

• A: Asymmetric 
• B: Borders 

• irregular 
• C: Color 

• 1 color = good 
• Multi-colored = bad 

• D: Diameter 
• > 6 mm (weakest of the system) 

• E: Enlarging or Evolving 
• Some advocate for "Elevated" instead 

• F: Family History 
• G: Great numbers of nevi 

8
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39 [gJ Bonus... numero dos 
£0Iris nevi vs. melanoma 

oABCDEF 
•A: 

• Age (young) 
• B: 

• Blood (hyphema) 
• C: 

• Clock hour (inferior greater risk) 
• D: 

• Diffuse configuration 
• E: 

• Ectropion uveae 
• eversion of the pigmented posterior epithelium of the iris at the pupillary 

margin. 
• F: 

• Feathery tumor margin 

40 g Degenerative Conditions 
£0Cystoid Degeneration 

o Intra-retinal cysts in the outer plexiform and inner nuclear layers 

0 

o Cysts are separated by photoreceptor axons and Mueller cells 
0 

o Separating elements break down; cysts enlarge and become confluent 

0 

o Retinal thickness is 3x that of the usual thickness 
0 

oTranslucent gray, white or red dots with a stippled surface 
41[gj Cystoid Degeneration 

£0Outer cyst wall is intact, so no risk of penetration of liquefied vitreous 

£0 

£0"Typical Cystoid" is universal condition; not always readily visible 


£0 

£0"Reticular cystoid" occurs at the posterior border of typical cystoid 

o Net-like appearance (hence its name); often bordered by retinal vessels 

42 ~ Cystoid Degeneration 
43 [QI Degenerative Conditions 

£0Equatorial Drusen 
o Same composition and subretinal location as in the posterior pole 

0 

o Very often have pigment surrounding the base 
• Leads to reticular degeneration 

o Extremely low (but possible) risk of developing SRNVM 
44 ~ Equatorial Drusen 
45 [g] Degenerative Conditions 

£0Reticular Degeneration of the RPE 

9
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o aka "Peripheral Senile Pigmentary Degeneration11 

o aka "Peripheral Tapetochoroidal Degeneration 11 

o aka "Peripheral Chorioretinal Degeneration 11 

o aka "Honeycomb Degeneration11 

• Hyper and hypo-pigmentation 
• Most common appearance is light area with variable overlying pigment 
• Reticular = net-like or lacy-appearing 

o When located at the equator 
• Histology: 

• Pigment surrounding bases of large equatorial drusen 
• Variable hyper and hypo-pigmentation of RPE cells 
• Pigmented venous cuffing (macrophages try to remove pigment) 

46 [g] Reticular Degeneration 
roDue to a loss of perfusion of choriocapillaris from arteriosclerosis 

f0 

roloss of both RPE melanin granules as well as photoreceptors 

f0 


roMay have irregular lines of pigment or a "honeycomb11 appearance 
47 [QI Reticular Degeneration 
48 rol Degenerative Conditions 

roCobblestone/Pavingstone Degeneration 
o aka "Chorioretinal Atrophy11 

0 

o Depigmented round or oval areas where sclera and large choroidal vessels are 
visable 

0 

o Pigment varies within the area itself and its border 
0 

o Arranged parallel to the ora 
0 

o Increases with age 
0 

o Most commonly observed inferiorly 

• N50% between 5 and 7 o'clock 


49[Qj Cobblestone/Pavingstone Degeneration 
roPercentage of increased risk of Retinal Detachment when present...? 

f0 

f0 

so rol Degenerative Conditions 
roAcquired (Adult) Retinoschisis 

o Retinal split between inner nuclear and outer plexiform layers 
0 

o Same location within retina as with cystoid degeneration 
0 

o Most often occurs inferior-temporally 
0 

o Absolute visual field defect 
0 

10
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o Often goes unnoticed by patient until schisis progresses past the equator 
51~ Retinoschisis 
52 [l5I Retinoschisis 
53 ~ Degenerative Conditions 

£0White with/and Without Pressure 
o WWP = with scleral depression 
o WOP = without scleral depression 
0 

o Mechanisms: 
• Related to vitreo-retinal traction 
• Interface between vitreous and retina is altered 

54 [filj White Without Pressure 
£0Younger patients 

o Possibly due to increased vitreous contraction since typically too young for PVD 
0 

£0Associated risks/cause for concern: 
o When located along posterior border of lattice 
0 

o When posterior border is irregular or scalloped 
0 

o When any vitreous membrane or bands are attached 
0 

o When present in the fellow eye of a patient with retinal tear 
0 

55 [g] White Without Pressure 
56 fo1 Degenerative Conditions 

£0Lattice Degeneration 
o Epidemiology 

• Young patients; first appears in 10-20 year age group 
• Refractive error is not associated 
• Temporal retina more affected than nasal retina 
• Most common 11 to 1 o'clock and 5 to 7 o'clock 

oAppearances 
• Early: loss of retinal transparency; mimics WOP 
• Later: sclerosed vessels + increase RPE changes 

57@] Lattice Degeneration 
£0Typical Features: 

o Ragged, dull, roughened retinal 
o Oval, elongated or round in shape 
oTypically parallel to ora 
0 

£0Pathogenesis most likely due to vitreous degeneration plus traction leading to loss of 
inner retinal layers 

58 [g] Lattice Degeneration 
£0Retina is thinned down to outer nuclear layer and external limiting membrane (i.e. 

inner retinal degeneration) 
o Possibly to loss of entire sensory retina 

11
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0 

roSigns of progression 
o Enlargement 
o Increase pigmentation 

oWoP 

o Hemes 
o Holes 

sg [g] Lattice Degeneration 
roHoles with Lattice Degeneration 

o Occur up to N30% of the time 
o Infrequent relation to RD; N14% 
0 

roTears associated with Lattice Degeneration 
o Usually linear in orientation when along posterior border 
o Much higher likeliness for RD due to liquid vitreous' easy access 

60 [gJ Lattice Degeneration 
roFollow-up 

o Yearly if asymptomatic 
0 

o Every 6 months if symptomatic 
0 

o Asymptomatic holes should be treated if other risks are present 
0 

o ALL tears and breaks should be treated 
0 

o Treat in the presence of cataract that precludes laser treatment 
0 

o Treat in monocular patient 
0 

61 [g] Lattice Degeneration 
62[61 Degenerative Conditions 

roSnailtrack Degeneration 
£0 

o Appears like "frost" on the retina 
• Very similar to WOP 
• Shaped similarly as lattice 

o N80% occur between ora and 2 DD anterior to the equator 
0 

o Speculation eventually becomes lattice 
• Unsubstantiated 

63 lg Snailtrack Degeneration 
64[61 Retinal Holes and Breaks 

roAtrophic retinal holes 
o NOT caused by traction 
0 

o Occur in atrophic retina 
• Possibly related to underlying vascular insufficiency 

12
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o Small, round and red 
• Although can appear gray-ish against darker backgrounds (e.g. tigroid fund!) 

0 

o Non-operculated (since no traction) 
0 

Gs[E§j Atrophic Retinal Holes 
roPercentage of increased risk of Retinal Detachment when present...? 

ro 


661g Atrophic Retinal Holes 
67[gl Atrophic Retinal Holes 
68~ Retinal Holes and Breaks 

ro Operculated Retinal Breaks 

ro 


o Round, red hole with operculum attached to vitreous 
0 

o Operculum looks smaller than hole due to degeneration of tissue 
0 

o Locations are typically between equator and ora 
• Occurs temporally more so than nasally 


ro 

69~ Operculated Retinal Breaks 

roShould treat an operculated break with presence of other risk factors: 

ro 


o High myopia 
0 

oAphakia 
0 

o Extensive vitreoretinal degeneration 
0 

o History of RD in fellow eye 
?o[Qj Operculated Retinal Breaks 
71Q Retinal Holes and Breaks 

roHorseshoe Retinal Tear (Flapped Tear) 
o Characteristics 

• Horseshoe-shaped, with apex 
• Flap looks white/gray from edema and degeneration 

o Occurs more often with increasing age, myopia and aphakia 

o The leading cause of RD 
n[g] Horseshoe Retinal Tear 

roUp to 30% of symptomatic tears go on to a retinal detachment 

o Thus ALL symptomatic tears are treated 
0 

o AND most all asymptomatic tears are treated 
731Ql Horseshoe Retinal Tear 
74~ Horseshoe Retinal Tear 
?sf§ Retinal Detachment 

13
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roContributing factors 
o Weak bonds between RPE and retina 
0 

o Vitreous loses its shock-absorbing capacity with aging 
0 

o Lattice, chorioretinal scars, pigments clumps all have increased traction 

0 

o Vitreous liquefaction 
75 [QI Retinal Detachment 

roSymptoms 
£0 

o Photopsia 
0 

o Floaters 

o Veiling (i.e. "curtains falling") 
77 IQI Retinal Detachment 

roAppearance 
o Grey-white retina 
0 

o NO choroidal details are visible 

o Billowing folds due to subretinal fluid 

o Undulating surface 

o Shafer's sign ("tobacco dust'') 
• Can also be present with retinal tears 

78 [Dl Retinal Detachment 
roRhegmatogenous RD 
£0 

o Arising from a retinal break 
• Non-traumatic 

• Most common 
• Older patients with equatorial retinal break 

• Traumatic 
• Less common 
• Typically in the far periphery 
• Delayed appearance (up to 2 years) 

79 [ES] Retinal Detachment 
roNon-rhegmatogenous RD 
£0 

o NOT arising from a retinal break 
• Accumulation of exudate or transudate in subretinal space 

• Tumors, choroiditis and retinal angiomatosis 

• Traction upon adhesion bands 

14
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8o[gj Retinal Detachment 
roRisk Factors 

o Risk of an RD with a retinal break is 1 in 70 
o Risk increases with family history of RD 
o Risk increases with high myopia, vitreoretinal traction, retinal degeneration · 
o Superior RDs progress faster due to gravity pulling subretinal fluid down 
o Superior-temporal location is worst 

• Macula most vulnerable 
o Superior-nasal area has less risk 

• Optic nerve blocks progression 
o Greater risk with non-operculated retinal breaks 

• Traction is continuous 
81~ Retinal Detachment 

roHistopathology 
o Serous fluid enters through retinal break 
0 

o Passes underneath retina 
0 

o Photoreceptors degenerate 
0 

o Outer layers become edematous and atrophic 2-3 months later 
0 

o Cysts and glial tissue proliferate 
82 ~ Retinal Detachment 

roWith longstanding RD 
o Extensive and degeneration of outer retinal layers 
0 

o Glial tissue proliferates extensively 
0 

o Retina contracts and stretches tightly 
0 

o Subretinal bands of tissue adhere the retina to itself 
0 

o Glial tissue may seal retinal breaks and trap retinal debris and fluid 
0 

o Trapped irritants cause uveitis, secondary glaucoma, cataract, phthisis 
0 

o Enucleation is quite likely 
83 [g Retinal Detachment 
84 fEfl Retinal Detachment 

roTreatment 
o Sciera! buckle 

• Adhere retina to RPE with cryo or laser 

• Then encircling silicone- sponge/band placed adjacent to tear (relieving traction 
on retina) 

•Then drain subretinal fluid 

15
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• Finally tighten sutures to permanently indent globe 
85 [g] Scleral Buckle 
86/Q1 Retinal Detachment 

wTreatment 
o Pneumoretinopexy 

• Cryo seals the tear 
• Gas is then injected to "splint" the retina against the eye wall 
• Works best for small breaks located superiorly 

87Q Retinal Detachment 
wTreatment 

o Vitrectomy 
• Remove vitreous 

• Replacement fluid instilled 

• Then peel vitreous and debris from retina 

• Then exchange air for fluid 

• Then endolaser to adhere retina to RPE 

• Lastly, long-acting gas to replace the air 
88 [g Vitrectomy 
89 [gj Differentiating Retinal Detachment from Retinoschisis 

16
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J.l Attaching bond varies 

--:: RPE to retinal photoreceptors. 7 (tight or weak) 
•W~lc 
•Ensllywparat<Jdbyfluitl 

RPE lo Bruch's membrane . 7 (tight or weak) 
•Tigh\ 

.· RPEcell lo RPEcell...? (tight or weak) 

•Tight 


1-1 Choriccapillaris 
-. Acts as a red filler (unlronn: Independent of race) 

1-1 Choroldat Vessels {larger and deeper) 
Uniformly red 

•· Donotfiltercolor 

f-1 Choroid 
. Con!alns varying amounts malanocy!es 

• Thus,vmiahlebrO'M\/blnckcolor 

1., 9Retinal Neurosensory Layers 

lntomal l,mr.mg mcmbrar,o{ILMJ 

N,irvef1~rb1'<lr(MFL) 

O~n911once111 

ln~rpte.afo1m 

Jnnerrnicle!lr 

Ou!,1rp!,idorm 

Edomal l.mitmg m~mbr-lne 

F-) RPE: 
hasmelan!n 

• CatrGesYl!rylngihadesolblackv.ilhhypenrophy 

Hasllpofuscln 
• Re!ea,:.ed by dogonorot<Jd RPE ct1II.:. ('\•,oar and lerir") 

•A!Jtofiuornsccnt 

,., Retina 

Pale orange 4 orange to red-> gray/brown 

• 	Oepcndcntupon: 
, Htmc,ilot>nmchc~d!;ms(eoris1enl) 
• M~l;mlnlnRFE(V111'1Jblg) 
• Llpef~1nlnRPE(vJnatllo) 
• M,lanlnlnemrcid(vana~o) 

t.J Clinical Exam 

~ FDAblomicroscope guidelines 

•"E!~usoprolonocdlntonsollghle•posuro~ndamago1here11m1, 
thouscofthodov!ceforoculorcxamlm11lonr.hou!dnotbo 
unnllUSe:iritypcolong,>d,1mdthobrlollln,r.111si.11in11shouldno1 
exc<NCJ ,..,hat l~ n<Htl«.I to provldo cloarvisuoHzo!ion of tho 1oroo1 
lilruclu1os. Th~ dovlco !lhOtJIJ bo usod v.-lth lll!cni 111:lt cllmlnclc, UV 
radlallon (c 400 nm) ond, ~~hene-vcr pos~lblo, fil!crn thtll el/m!nala 
shorl•Ylavo!englhbtuqfight(c-120nm)." 

,., Sensory Retina 

Quite thin in the peripheral {normal) 

SubJecttofullthlcknessbreaksfromoneormore: 

•Alrophy(degcnornlr1a) 


• Tract/0(1(\'ilrcJl·relinal) 
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1-1 A PVD will not advance farther ant1riorly than.the 
I<) Normally invisible 

posterior vitreous base
s-) May have pigment al its border or appear white and 

elevated from traction
Equator ls marked by..•? 


• Vor101 ~<Jio1' 11mpull~s 

1-1 The vitreous base may advance posteriorly :...,ith 

V111eous base's poste1101 edge is ~suall/ -:? DO posterior to Of'a inc,easing age 

01stanee from ora to equator Is - 4 DO 

Vitreousbaseo-;erlytngthe1elinas!ar1saboulhalluaybetwcen 


Uieampullae andlheora 


,., Symptoms:
1.1 Early Shrinkage

1-, Liquefaction Floa1ers: spiders, flies, cobwebs, worms seen against light, high·
Condensation only, butreadityvisible

Manlfes\edbyfllfmatioooflacunae contrast, backgroul)ds 
• La~un."IC • oplk:ally ~mp\y ~vi11~ filk-dvnth fluid, and w1tountl~ 

•U)' vialls of ,;ond,,,ln=I vit,eo115 r,t>1:11 
J.1 Late Shrinkage Pholopsia

Increasingly dense • 0<1dlomr.ehanic3151imul.Jlionol1c1irlillnerc.111oltrxlion 

H1ghlyvis1Dle fibers • V;iryingsh:lp,i,s:lif)hlra-r,1.arc:11:il(lb.11K15,$11i1iDhlho.,:i.

1-, Shrinkage PVD • Co\Qfisofnosigmf.canc:.l 

aka"Syneresis" Trachon
• 01111'<ioo1o0~lhcr oHitx:rs Wl\hsymptoms

, Fill<m, BIi! d1avm a,ray lroni U11:11,qui(t {Yt~r~Lion ol 1,quid 11nd 


!,Olk!) 


J.> Complete PVD
i.i Signs:,.1 Symp1oms (cont.) Oe!nchment ex1ends lo the posterior bOtder of lhll vi11eous base, 


andattachmenlatU1aoplicnerveblosl

Opaclbes


Metamorphopsla 
• Rollit,ffGIC 

V1t1eous hcmonhaga• 0U{>\omac11lared11masl!!:Ond.,rylol!a!;t,on 

• Aclua11yv/Jf'/to01inon,b\J\vnrytwn'11:n1and~pttnob-::1: 

Retinal hemorrhageBlut 
• S,icood~,yto· • Oo'llotrachon<lflbloodves.M-15 

• t.lu.u~tNerN 

, v,110,001/l.m~rt,;i.ie 


· 1,."'°,..,1,;,t,1,C<Jrft~0111tr.,nr.:,,mn 


2 
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--------F@'@__@m~'fi.f©'.2lQf') 
o~ %:-G1 ,Yaifr:rai' 

f.1 	 Incomplete PVO 

, Notalotal separationolreUnaandvilreous 

, Usuall'joccurssuperiorly 


Attachmentalopllcnerverematns 

-


,., 2 different directions of movement 

• Awayrromretinatovr.irdvitroouseenter 
•El!em.i 

• T~•~ 

• lntennllt.JII/ lr.lc~o,1 /sonen centrfpdUJ/ 

, ]l.ng~.nU11J 
• Movino par.ill~! to r~lina 

• Th,nnln~ 

•\'lrlnl<l.n;i 

•Hone,OO'l1oar 

~@n.rw19;~1nli@1~hW Co.l! ­
- ·- ---- - - l~l~J~--- --- ­

s., CHRPE 
·. Benign 

Ra1elyenla1gesover time 

, Sharp borders 

Usually had deplgmented "halo" or internal lucunae 

CHRPEs ln FAP (familial adenomatous potypos!s) are Irregularly 
shaptld 

ro Usually acute 

ro Becomes complete in several hours 

'-l Particles from resolving heme disappear ln a few days 

,.} Vitreous contracts over a period of-2 years 

1-1 Stable thereafter 

r.i Retinal tufts (aka granular tissue) 
, Localed bet.'leen equator and ora 

.: canbeelevaled 

~ 3 types (2 developmental + 1 clrcumstantlal) 

• Non-c~llcluffs: 

• 5m~n 

• ltf~ulanysllapitj 


• Internal projO!C'!lonscfre~n3 


• Cvs!lclufls: 
·L3ra,r 
• em:id.-rb.ls.s 

•"'Tr;:icllon1uns: 
• Proict;tmor~antooo~/ Jntov,treol.11 e=tv 
• D'tl,"llk>i,,cl~toc:n{mo,tcom1r1<:nnu,Jlt1) 

"\~@~ \gJ~nli.illnnl),YA:1,Y§:lrt_ili(o.j9JnJ\Y; (o.)r 

·--- ----- -- -- ·- J~~~--­
,.1 Bear Tracks 


.- variety of CHRPE 


Usuallyniultiploandsmaller 

. aka"congenllalgroupedplgmenlaUon· 

Multip!e(orsol1tary),sma!l,llatblack/brownspots 

ro PVD without collapse results from syneresls but no 

liquefaction · 


1-l 	PVO with collapse results from syneresis with 

Uquelicatlon 


-~c::~,@_1!UIU1 r\ ~~1 gt_;;fa[i(<?.j ~! n_f!/ @r -­

J;;:J~.l ;;L_=======l 
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s., Benign accumulation or melanocytes in choroid 

.,i Usually slate gray 
Vauallle co1o, due 10 owl/tying RPE 

f.) Feathery borders 
Melanocyles are random!t gaUiered al the borde1 

s.1 Mottled appearance due to overlying degenerated RPE 

s.1 	 Drusen occurs in response to "abnormality· underneath 
theRPE 

Jo find §mall Qcular Melanoma !,!sing f:!elpfut !:lints Qa!ly 
•T:Thlekn~ 

C!inlcald1a9nos111:skll!lleS1...? • >~m'll. 

• F:Auid 
• Sub-re~nal~~ld \Sia~,ttlM of s~JS «.Mill ckte:hm,,n!j 

• S:SiTTOpton..: 
• P1w~~,a 

Howlv.tiy does It week? • V,li.'llbM 
• 0; Orangd Pi5mdnl a,'t,rlying thi, W.~ion 

• l,;«,m,,n
• Ur-1-11M,sr~I,("~ )~:li~'a/m.el.lntn gr,Mltsl~FiPE. IT,Y, 

• M:M.'lgin 
, ., l mm Ir= oi;~ Mr,.. no~ 

stn.lC.MM~J:"'l'IT!latt!l"lldl91l\(1f d1!13pt1HI) 

•U:~ UJtra'°'10JraphlcHoll!;,.·111C$., 


•H: 

• O; C11Y.,enAbsdflC~ 


M Risk Scale: 1.1 Choro!dal Nevus vs. Melanoma 
Ofocto~· <1%-3%' rlskolnt!VUS converting lomelaMma In 5 
years S.P.O.T.S 

• S:Sfmptoms 
I faclor =S.38%' risk of nevus conve1tIng to melanoma ifl 5 

years 


2.J' or rt101e lact01s: 50% risk of nevus conv<!rtmg to melanoma 	 • O:Omn9'1P1grnan! 
ln5yea1s 

• S:Sul..r~un.-.1Fluld 

• F1ourcs v~ry In l11ernlu1c 
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i:."l Choroidal Nevus vs. Melanoma 

• Dr. Pruitt's MO: 
• 0 factors= annual comprehensive 

exams 
• 1-2 factors= follow-upevery4-6 

months; photo-documentation 
• 3 or more factors= automatic referral 

to ocular oncology 

J.J 	Cystoid Degeneration 
-. lntra-relinalcyslslnlheouterptexlform andlnnernuelear layers 

, CystsareseparatedbypholoreceptoraxonsandMuellerce!ls 

Separating elements break dovm: cysts en!arga and becoma 
connuent 

·. Retinalthlcknessls3Klhatoftheusua!thlckness 

Trans!ucentgray,Whileorreddotsv.ithastlpp!edsurface 

f.J 	Equatorial Drusen 
Same composition and subretinal locatlon as ln the posterior 
pol, 

.- Very often have pigment surrounding the base 

•LeadetornUcu1ardo!J'lll<lr.itlon 


-. Extremely low (but possible) risk of developing SRNVM 

f<l Cutaneous nevi vs. melanoma 
ABCD(est. 1985)- EFG (recently) 

• A: Asymmlllrie 

• B:Bonfors 
• l!!"i)U!Jr 


, C:Color 

•ICCiaf•good 

• Mult>-t:-.lwoKl,.blid 

• O:Ol~me!cr 

, >6mm(l'>,uke!J.olth~1t,!~m) 


• E:Enl.l19lngorEvoMng 

• Som'.1 ~:t,outo l~r ·eirr,atecr!'15U!ad 


• F:Foml!~H!1.1ory 

• G:Gre111numbd1:.ofnllvl 


r-1 	Outer cyst wall is intact, so no risk of penetration of 
liquefied vitreous 

ro "Typical Cystoid" is universal condition; not always 
readily visible 

r.1 	"Reticular cyslo!d" occurs at the posterior border of 
typical cystold 

·, 	 Net-like appearance (hence its name); often bordered by retinal 
vessels 

i:-, Iris nevi vs. melanoma 
ABCDEF 

• Ag~(yCijn~) 

• B: 
• &lllOd(h)'):hUmJ) 

• C: 
• Cl~ekhour{,nfonor~ro;iterrlsk) 

• 0: 
• C,ffu5'.ltcnfiournMn 

• E: 
• 	Ec:ro~lcn1r.11Jo 

• t--.~e!:hop'IJM<l~,~~-rtp!l>!t1Zncl1Mols~1t111i;w1.Vy 

• f: 
=., 

·fealherytt.mcrmaroin 

1-1 Reticular Degeneration of the RPE 
•. 	 aka "Peripheral Senile Pigmen\aiy Degeneration• 


aka"Peilpheral Tape!ochoroidal Degeneration• 


eka"Perlpheial Chorioret!nal Degeneration" 

,· aka"HoneycombOegenera\ion· 

• Hyp,uondhypo-piamentotlon 
• Mesi common ai::,:<r.1/llnee i, l,;htare.1wt111 vanal:lo a.or1y:rl~ pl~m!)tat 

• R.itlelllar=mit.f,ktcrlacy-ap~r!O!J 

When located at the equator 
• Histology: 

• Pi~mant1urroond10!;!ba5':1Solbrli'lc,quaterbldruson 

• Vanabl&h)'l-'Orar:<1t,ypo-p,'oman1.atk,notRPEttl!~ 

• p,~mi!n\00wnoo$ c~ff,n~ {m.i:;n,ph39estry to 10"'°""' pl~m.?nt) 
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"' Due to a loss of perfusion of choriocapillans from 

arteriosclerosis 


1., Loss of both RPE melanin granules as well as 
photoreceptors 

"' May have Irregular lines or pigment or a ·honeycomb' 
appearance 

,., Percenlage of increased risk of Retinal Detachment 
when present... ? 

,.1 Acquired {Adult) Relinoschisis 
Retinal split betwtt.m inner nuclear and ou1er ple).ifom\ layers 

Sarnelocationwfthln1etl/'laasY.ithcystolddegene1ation 

Most onen occurs lnleflor.1emporally 

Absolute visual fleldderect 

onen9oes unnotked by pa\Ient unUI f>Chislsprogresses past lhe 
equator 

,., White wilh/and Without Pressure 
WNP,. wUh sele1al dep1esslon 
WOP= wilhou\ sderal depr~sion 

Mechanisms; 

1-, Cobblestone/Pavingslone Degeneralion 

aka·ChoriorelinalAliophy" 


Oeplgmenled round or oval areas where scle111 and large 
ch010Idal vessels are visable 

P1gmenlvanes v.ithlnlhe a1ea1tselland1\sborder 

Auanged pa1allel\olheora 

lncreaseswrthage 

Most commonly obSi!rved inlerio1i/ 
, ~so:'. b-311'.-ee<i S and 7 o·cloi;k 

1-1 Younger patients 
Possibly due to lnereased vitreous contraction sinee typieally too 
young lotPVO 

1-, Associated risks/cause for concern: 
Whenlocaledalongpo5leriorborderoflaltlce 

When poslenor border is ir,egular or s.cal,Oped 

When any vlneous membrane or bands arn altache<I 

Whenp1esentlnthelel'°1ieyeofopatientw11111ctlnaltear 
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~ Typical Features·
l<l Lattice Degeneration 

Ragg!W,dull,roughened retinalEpidemlology 
Oval,elonga!ed er round In shape 

Typically parallel loora
• Younop.1!fc.nt11:11rstapp<larsln10·20y,iaraa.igroup 

• Tc.mporalr<lllnamoroaffoelodthannnalrc.tlna 

• Most common 11 to 1 o·c1oek1md5to7o'cloek 
1-1 Pathogenesis most likely due to vitreous degeneration 

plus traction leading to loss of Inner retinal layers
Appearances 

• Etnly: los.s or rotln/111ranapamncy; m!l11!cs WOP 

• L111c,r:i:cl,ircsodvc,11sols+i11e1ca110RPEchano111• 

,.1 Holes with Lattice Degeneration J.,l Follow-up 
J.J Retina is thinned down lo outer nuclear layer and 

•. Yearly if asymptomatic.- Occur up to-30% of the timeexternal limiting membrane (i.e. inner retinal 
, lnrrequenl relation to RD;-14%

degeneration) , Every 6 months II symptomatic

Posslblytolossofen\iresensoryrelina 


1.1 Tears associated with Lattice Degeneration 
Asymptomatic: holes should b& treated Ir other risks are present 

f,.; Signs of progression UsuaUy linear in aientation when along posterior border 

Muchhtgherlikel!nessforROduetollquldVitreous'easyaccess
Enlargement ALL lears and breaks should be treated 

- lncreaseplgmentallon 


: Wo? , Treat In the presence or cataract that precludes laser treatment 


Hemes 

Holes Treatlnmonocularpatlent 


~~{if@1Hr@@!~ 10~;@_:@It@ill{@ii)
-~-·-·- -·-·· --------·····..-- -· ­

J.l Snailtrack Degeneration 

.- Appearslike"rrosl"onlherellna 
• VoryslmllartoWOP 

• Shopodslmilmlynstatlloo 

. -80% occur between ora and::? DD anterior to the equator 

·, Speculation eventually becomes lattice 
• Unsubstantial&d 

7 
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i,.~ Atrophic retinal holes 
· · · NOT caused by traction 

Occur In atrophic relina 
• Pc:i11~tf 1cla1<K1 to un~~llyill!J v~,cul,1r in~ullic•hfl')' 

Small, round and red 
• Al:>c""1!. "11 ll;p,Ht •;or-,11> .,.,a,n11 t:t;,1~.,, tu:}o,>o..1"J /•<;; l?"o.d 

tund,J 

Uon.opeiculaled (sincenolracliM) 

1,.1 	 Percentage of increased risk of Retinal Detachment 

when present...? 


,.1 Operculated Retinal Breaks 

Round, red ho!e wrth opetculum attached lo vitreous 

Operculum looks smaller lhan hole due to _degeneration of tissue 

Locaticns are lyplcally bet1Veen equator and ora 

• ~ursl~mpora!lyrne11e.&othanna$.llllf 

,., Horseshoe Re\mal Tear {Flapped Tear) 
Ch,lUtltlerishC6 

• Hol~h•x,•t.hapod,viilhapo.x 

Occurs more onen with lncieasing age, myopia and aphakia 

The leading cause of RD 

/.l Should treat an opercutated break wi1h presence of other 
riskractors: 

High myopia 

Aphakla 

Extensive vrtreoret1na1 degeneration 

HistoryorROlnlelkr.·,eye 

J.J 	Up lo 30% ol symptomatic tears go on to a relinal 
detachment 

ThusALlsymptomal1etem,aret1eated 


ANDmosl all asyrnplomalic: tears are Ueated 
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f.l Symptoms 

-. 	 Photopsia 


Floaters 


• VelllngO.e.•curtalnsfalllng") 

J.., Non-rhegmatogenous RD 

·. NOTaris!nghomaretlnalbreak 
• AccumulntlonorcxudnloortrPntt11lat;:ilnsubrollnatsp.1co 

• Tumor..,chorold1tisondrollnalan{llomatosls 

• Tr.iclionuponadh.,sionb.indi. 

,.1 Appearance 
Grey-whltereUna 

, NOchoroldaldetallsarevlslble 

Billowlngfoldsduelosubreuna[lluid 

·. Undu!atingsurface 

Shafer'ssign(iobaccodusl") 

• Cnn111Gob.3pmsentwlthro11nal1enrv, 


1-1 Risk Factors 
Risk or an RO with a retinal break Is 1 In 70 
RlsklncreaseswithfamllyhlstoryofRD 

-, R!skincreaseswithhighmyopia,vilreorelinaltraction,relinal 
degeneration 

, Superior RDs progress raster due to gravity pulling subretinal 
flulddO\'m 

: Superior.temporal locatlon Is worst 
• Maculamostvulnerablo 


·. Superior-nasalareahaslessrisk 

• Optlcn<11VCbtocksprogrfHlsio11 


Greaterrlskwithnon-0percutated retJnalbreaks 
•Trac!1onl&eonllnuou11 

._, ....... ·-····· 


l~l~Ji1n@Ji IQ@l';J~f0H'ii@ii\r 

s--. Contributing factors 
Weak bonds between RPE and re!ina 

Vilreouslosesilsshock-absorbingcapacilywilhaging 

, LaUJce,chorloreUnal scars,plgmen!sclumpsa\lhave lncre11sed 
traction 

Vi!reousliquafactlon 

f,.l RhegmatogenousRD 

-. Arlslngfromaretlnalbreak 
• Non-!roumatlo 

• Traum:i!ic 
• Ltneomman 
• Typicallylnlhefarp,mphory 
• ~la)'Odu~~ar.meofupto2)'9a1'1) 

1-1 Histopathology 
Serousf1L1identersthroughretlnal break 

Passes underneath retina 

Pholoreceptorsdegenerate 

Outer layers become edematous and atrophic :!-3 months later 

Cystsandgllallissueproll!era\e 
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1-1 W1lh longstanding RO 
Ex1ensiveanddegeneralionoloule1 relinatlayeIT> 

G!lal1Jssueprol1fera1es eJlensrvely 

Retmac.onllllc!sandstcetchesHghlly 

Subretlnalbands.ofllssuelldhere lhore!inaloilself 

Gflallissuerna1·sealretinalbteaksandllapretin:1l debris and 

r.uid 


Trappedirr~antscause uveitis, secondary glaucoma, cataract, 

phthlsls 


!surlnee Fold~ Smooth 

FluidShiM 

Common Rare 

Flo!tlOcl~-el Rolali~o 

Scleralbockle 
• AdlHr.1 r,iti11a lo RPE vnlh Cl)'O or laor 

• 	Thim &nclrclmo sil'"'1ll1 ~poog1tlb,1nd pl.lcfld adjaccn11o h1ar 
(1olioV1nglinWonoo1oliM) 

• llt'111drai11::.ub1el1n:1lfluid 

,., Treatment 
Vitrectomy 

• R1::moveV111dOO:; 

• Rt:pla!:emenllluldinstilled 

• Tll'.lnp«~~1r=anddt-brisfromrt1!m11 

•Tll<ln1r,chano&.iirlorlluld 

• lho11&ndolascrloadlM1rd1(!{in:iloRPE 

• l.Htlf. long•acllng ga~ lo u,pliK-t! lho atr 
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Work: (951) 654-080~ X 2280 
jpruitt@rsb~lhl.org 

Cell: 	 (909) 721-7751 
.. ·--·· ... . . __ .. pruitt.jo~eP.b@9!!J8il.com 

Joseph A. Pruitt, O.D., M.BA, FAAO 

Objective: 

Education: 
Nova Southeastern '(Jniversity, Fort Lauderdale-Davie, Florida 2008-2011 
Master of Business Administration, 2011 = 
West Los Angeles Veteran Affairs Healthcare Center, Los Angeles, California 2007-2008 
Residency Certificate, Geriatric/Primary Care, 2008 

Illinois College of Optometry, Chicago, Illinois 2003:..2007 
Doctor of Optometry, 2007 

Califorrii.a State Polytechnic University, Pomona, California. 2000-2003 
Bachelor of Science, Biology, 2003. 

University of Memphis, Memphis, Tennessee 1999-2000 
Major in Biology 

Licenses: 
Tennessee #2753 Date of Issue: July 10, 2007 

• 	 Active 
• 	 Injectible Certification 
• 	 Therapeutic Certification 

California #l3429T Date of Issue: Sept. 28, 2007 
·• Active 
• 	 Therapeutic.and Pharmaceutical Agent+ Lacrimal Irrigation 

and Dilation + Glaucoma (TLG) Certified 

Georgia #OPT002454 	 Date of Issue: June 12, 2008 
• 	 Active 
• 	 Diagnostic and Therapeutic Pharmaceutical Agent Certified 

Minnesota #3130 	 Date of Issue: June 17, 2008 
• .Active 
• 	 Diagnostic· Pharmaceutical Agent (DPA) Certified 
• 	 Therapeutic Pharmaceutical Agent (TPA) Certified 

Board Certification: 
American Board of Certification in Medical Optometry Date of recertification: Feb 2018 

• 	 Board certified 

Certifications: 
Drug Enforcement Agency (DEA) Certified 	 Date of Expiration: Mar 2020 

Cardiopulmonary Resuscitation (CPR) & 
Automated External Defibrillator (AED) Recommended Renewal: Mar 2017 

Bausch & Lomb Overnight Orthokeratology Date ofissue/Completion: April 6, 2006 
• 	 Certification Number: 20060406002 
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·----- - -- ....... --··---·--------- ----------·---·---- ----- -- ­

Paragon Corneal Refractive Therapy (CRT) 	 Date ofissue/Completion: Dec. 28, 2007 

• 	 Certification Number: 161000 

·· Advance Competenc·e m·Meµicar Optometry (ACMO)" ··· ····· · · ----- ··· - -- ···· ·Date Taken: Juni'i"13; ·2008·· · ­

• 	 Administered by the National Board of Examiners 
in Optometry (NBEO) · 

• 	 Examination only made available to candidates 
meeting specific clinical experience requirements/pre-requisites 

• 	 Passed examination · 

Employment: 
Riverside San Bernardino County Indian Health, Inc (RSBCIHI) Oct. 20_14- present 

• 	 Director of Eye Care 
• 	 Staff Optometrist 

Riverside San Bernardino County Indian Health, Inc (RSBCIHI) _ July 2014- Oct. 2014 

• 	 Staff Optometrist 

Minneapolis Veteran Affairs Health Care System 	 Nov 2008- June 2014 

• 	 Low Vision/ Staff Optometrist 
• 	 Optometric Residency Coordinator 

o . Spearheaded and implemented program 
• 	 Student Extemship Coordinator .,, 


o· Spearheaded and implemented program 


Wal-Mart Vision Center (Red Wing & Rochester, MN) 	 Jul 2008- Nov 2008 

• 	 Associate Optometrist 

EyExam of California 	 Oct 2007- June 2008 

• 	 On-call/Fill_-in Optometrist 

Faculty Appointments: 
· 	 Western University of Health Science/ College of Optometry, Jan 2015 - present 


-Pomona, California 

• . Clinical Assistant Professor of Optometry 

RSBCIHI Externship Site Program Director­
1 

o As part ofbeing RSBCI:fII Eye Care Director 
• 

University of the Incarnate Word-Rosenberg School of Optometry, 
May 2012- June 2014San Antonio, Texas 

• . Clinical Assistant Professor 
• 	 Minneapolis VA HCS Extemship Site Program Director 

Midwestern University-Arizona College of Optometry, Glendale, Arizona May 2012-.June 2014 

· • Adjunct Clinical Assistant Professor . 
• 	 Minneapolis VA HCS Externship Site Program Director 

Southern College of Optometry, Memphis, Tennessee 	 Dec 2010- June 2014 
• 	 Adjunct Faculty . . . 

• 	 Minneapolis VA HCS Extemship Site Program Director 
( 

University of Missouri, St. Louis College of Optometry, St. Louis, Missouri Jul 2009- June 2014 

• 	 Adjunct Assistant Professor 
• 	 Minneapolis VA HCS Extemship Site Program Director 

Experience: 
Oct 2014 - presentRiverside-San Bernardino Indian Health, Inc 


· • Director of Eye Care . 

o 	 ·oversee all organizational Eye Care activities 
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• 	 S_taff Optometrist 

Riverside-San Bernardino Indian Health, Inc 	 Jul 2014 - Oct 2014 
• 	 Sta.ff Optometrist ··· · 

Minneapolis Veteran Affairs Medical Center 	 Nov 2008- June 2014 
• 	 Staff Optometrist 

o 	 Primary Eye Care 
o 	 LowVisi;m 

. • Sole low vision eye care provider 
o 	 Polytrauma/Traumatic Brain Injury (TBI) Ocular Health & Vision 

Assessments · 

• VISN 23 Low Vision Continuum of Care Conference (May 2009) 
o 	 Faculty · 
o 	 Planning committee 

• 	 Established Associated Health Education Affiliation Agreement with 
University of Missouri, St. Louis College of Optometry, Ferris State : 
University Michigan College of Optometry, & Southern College of 
Optometry for the optometric externship program 

o 	 Externship program director 

• 	 . Established Associated Health Education Affiliation Agreement with 
the Illinois College of Optometry for the optometry residency program 

o 	 Residency 4J: Primary Care/Brain Injury and Vision Rehabi:4-tation 
o 	 Residency program director' ' 

• 	 Designed the program's curriculum 
• 	 Secured all necessary approvals and funding 
• 	 After the initia:t site visit, program received full ACOEaccreditation 

Wal-Mart Vision Center (Red Wing & Rochester, MN) · 	 Jul 2008- Nov 2008 
• 	 Associate Optometrist 

Residency: 
West Los Angeles Veteran Affairs Healthcare Center Jul 2007- June 2008 

• · 	 Geriatrics/Primary Care 
o Primary Care including Diabetic exams 

· o Low Vision evaluations/exams 
o · 	 Nursing home/in-patient exams 
o 	 Medically justified specialty contact lensd exams/fittings 
o 	 Lecture In,ternal Medicine's and Endocrinology's 

---i 
! 

=- Residents & Interns on Diabetic Retinopathy 
! • . Given during Chief Resident rotation 

o 	 Precept Southern California.College of.Optometry's 
interns 

Optometric Extemships: 
Atlantic Eye Institute, Jacksonville Beach, FL Feb-May 2007 

• 	 OD /MD private practice with an 6:r.n.phasis on 
Contact Lenses and Primary Care 

• 	 Observed multiple surgical procedures: 
o Cataract Extractio11­
o 	 Blepharoplasty 
o 	 Strabismus recession and resection 

Memphis Veterans Affairs Medical Center.(VAMC), Memphis, TN Nov 2006-Feb 2007 
• 	 Emphasis on Primary Care 
• 	 Assisted in direct care in a high patient volume. 
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medical optometric eye clinic 
• 	 Assisted in optometric injections and fluorescence 

angiographies procedures · 

Illinois Eye Institute (IEI), Chicago, IL 	 Aug-Nov 2006 
• 	 Emphasis-on Pediatrics/Binocular Vision, 

Advance Care, and Low Vision 
• 	 Performed comprehensive eye exams on pediatric 

patients (infants-llyrs of age) 
• 	 Performed comprehensive eye exams on "at risk/2nd chance" 

children one day a week at Maryville Academy 
• 	 Constructed, tailored and performed successful 

binocular vision/vision therapy treatments to 4 children 
over a 10 week period 

• 	 · Assisted in the treatment of advance glaucoma.with 
attending University of Chicago ophthalmologist · 

• 	 Performed problem specific examinations one day per week in IEI's 
Emergency/Urgent Care/Walk-in clinic 

J 	 • Performed full Low Vision examinations including 
Low Vision device selection and training 

Body of Christ Optometry Clinic, Tegucigalpa., Honduras 	 . May-Aug 2006 
• 	 Emphasis on Primary and Advance Care . 

. • 	 Performed ·full-scope optometric care in' a high 
patient volume medical clinic geared towards the underprivileged 

• 	 Also worked· closely with a local ophthalmologist 
o 	 Observed and assisted in Cataract Extraction 

and Incision and Curettage procedures 
o 	 Provided pre and post-surgical care 

Primary Care Clinical Education 
Illinois Eye Institute, Chicago, IL Aug 2005-May 2006 

Volunteer Optometric Assistant 
Body of Christ Optometry Clinic, Tegucigalpa, Honduras Jun-Aug 2004 

• 	 Assisted staff optometrist in direct patient care in the 
clinic and multiple remote satellite outreach locations 

Professional 

Affiliations /Memberships: 


• 	 Accreditation Council on Optometric Education · 
o Consultant, 2014-present 

• 	 American Academy of Optometry (MO) 
o Fellow; Class of 2009 

• American _Optometric Association (AOA) 
• Armed Forces_ Optometric Society (AFOS) 
• European Academy of Optometry _and Optics (EAOO) 

o Candidate for Fellowship 
• Fellowship of Christian Optometrists (FCO) 
• Minneapolis VAMC Medical Staff Association 

o 	 Steering .Committee, member 2010-2014 
• 	 National Association of Veteran Affairs Optometrists (NAVAO) 

o 	 Newsletter Committee, member 2010-2014 
• National Optometri.'c Association (NOA) 

o 	 Minnesota's NOA State Representative 2010-2012 
o 	 National Optometric Student Association (NOSA) 

• 	 NOSA National Vice-President: 2006-2007 
• 	 NOSA-ICO President: 2005-2006 
• 	 NOSA-ICO Vice-President: 2004-2005 
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• Volunteer Optometric Service to Humanity (VOS}:3:) 
• Journal of Rehabilitation Research-and Devrlopment 

o 	 Peer Reviewer, 2013-2014 

Activities: 
• 	 VOSH Medical Mission Trip, Bamenda, Cameroon (May 2010) . 
• 	 Mayo Medical School/Brighter Tomorrow's Winter Warmth Festive). (Jan 2009 & 

. Jan 2010) 
o Fun day of activities for children battling cancer and their families 

. o Volunteer . · 
• 	 Vet~ran Affairs-Disaster Emergency Medical Personnel System (DEMPS) 

o 	 Volunteer (Aug 2009-present) 

l 
l • 	 FCO Optometry Mission Trip, Port Au Prince, Haiti (Feb 2007) 

• 	 SVOSH Medical Mission Trip, Addis Addaba, Ethiopia (Mar-Apr 2006) 
• 	 FCO Optometry Mission Trip, Tegucigalpa, ~oriduras (Apr 2003 & Nov 2004) 

Honors/Rewards: 
• 	 Recognition of Excellence in Teaching as Clinical Assistant Professor, W es~ern 

University Health Sciences/College of Optometry (2015-2o'l6 Academic Year) 
- • 	 Nomination for Medical StaffClinical Excellence Award (2012 & 2013)I 

• 	 Recognition for Outstanding Dedication and Service aiAdjunct Assistant 
Professor, University of Missouri - St. Louis (2010-2011 Academic Year) 

• 	 J.ournal of,the American Optometric Association: Optometry's Eagle Award (Nov 
201~ · · 

• 	 Certificate of Appreciation (July 2009) 
o 	 Department of Veterans Affairs -VISN 23 

• 	 Awarded for participation in VISN 23 Blind and Low Vision 
Continuum of Care Conference · 

• 	 Recognition for Clinical Excellence (May 2007) 
• 	 Derald Taylor Low Vision Award (May 2007) 
• 	 Clinical Dean's List (summer 2005; su.n:imer & fall 2006, winter & spring 2007) 
• 	 Academic Dean's List (fall 2004) · · 
• 	 Wildermuth Leadership Award/Scholarship (Aug 2006) 
• 	 Vistakon Acuvue Eye Health Advisor Citizenship Scholarship (Jan 2006) 
• 	 NOSA Service Award/Scholarship (Aug 2004) 

Publications: 
Pruitt JA. The Management ofHomonymous Hemianopsia Secondary to Hemispheric Ischemic 
Cerebral Vascular Accident. Accepted for publication by Review Optometry (July 201 OJ. 

Rittenbach TL, Pruitt JA. A Roundup of Recently Approved Ophthalmic Drugs (and their Use in 
Practice.) Rev Opfom. 2014. 151(2):22-28. · 

Pruitt.JA. Management strategies for patients with AION._Rev 9ptom. 2011. 148(6):57-65.. 

Pruitt JA. Neuro-Optometric Rehabilitation Association Program Summary. Optimum VA: The 
Official Newsletter of the National Association of VA Optometrists Summer 2010. 

Pruitt JA, Ilsen P. On the fron~e: What an optometrist needs to lmow about myasthenia gravis. 
Optometry 81(9): 454-460. 

Pruitt JA, Sokol T, Maino D. Fragile X Syndrome an,d the Fragile X-associateci Tremor/Ataxia 
Syndrome. Eye Care Review: Ophthalmology, Optometry, Opticianry 4( 2): 17-23 

. . 	 . 

Posters/Presentations 

Pruitt JA. The Curious Case of the Functionally Legally Blind Patient with 20/25 (6/7.5) Visual 
Acuity. Accepted into American Optometric Association Annual Me?ting: Optometry's Meeting (2012) 
Poster Session. · · 
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Pruitt JA, Prussing N. Successfully Treated Horizontal Diplopia Returns with Subsequent
Traumatic Brain Injury. Accepted into American Optometric Association Annual Meeting: Optometry's
Meeting (2012) Poster Session. · 

Pruitt JA, Prussing N. The Curious Case of the Functionally Legally Blind Patient with 
20/25 (6/7.srvisual Acuity. European Academy of Optometry and Optic~ Annual Meeting (2012)
Poster Session. · 

Pruitt JA, Prussing N. Successfully Treated Horizontal Diplopia Returns with Subsequent
Traumatic Brain Injury. European Academy of Optometry and Optics Annual Meeting (2012) Case 
Presentation Session. 

Pruitt JA, Prussing N. Traumatic Brain Injury Resulting in Horizontal Diplopia Resolved 5 Years 
Later with 12 Weeks of Vision Therapy. Minnesota Optometric Association Annual Meeting (2012)
Poster Session. 

Pruitt JA, Wiley LM. Overcoming Mental Barriers in Visual Rehabilitation. American Optometric
Association Annual Meeting: Optometry's Meeting (2011) Poster Session. 

Pruitt JA, Prussing N. Traumatic Brain Injury Resulting in Horizontal Diplopia Resolved 5 Years 
Later with 12 Weeks of Vision The.rapy. European Academy of Optometry and Optics Annual 
Meeting (2011) Poster Session. 

Pruitt JA. Overcoming Mental Barriers in Visual Rehabilitation. European Academy of Optometry
and Optics Annual Meeting (2011) Case Presentation. Session. 

Pruitt JA, Wiley LM. Overcoming Mental Barriers in Visual Rehabilitation. Minnesota Optometric
Association Arinual Meeting's (2011) Poster Session 

Pruitt JA, Ilsen P, Yeung C. Ptosis Crutch: Success Treating Myogenic Ptosis Secondary to . 
Myasthenia Gravis. American Optometric Association (AOA) 2008 Optometry Meeting Poster · 
Session 

Pruitt JA, llsen P. Ptosis Crutch: Success Treating Myogenic Ptosis Secondary To. Myasthenia
Gravis. Southeastern Congres.s of Optometry (SECO) 2008 Multimedia Poster Session 

.Lectures and Other: 
Riverside-San Bernardino County Indian Health, Inc.: Eye Care Rounds (Nov 2016) 

• Ptosis Crutch: Success Treating Myogenic Ptosis Secndary to Myasthenia Gravis 
• CA Board of Optometry-approved CE 

Riverside-San Bernardino County Indian Health, Inc.:·Eye Care Rounds (Sept 2016) 
• Visual Fields · 
•' CA Board of Optometry-approved CE 

Riverside-San Bernardino County Indian Health, Inc.: Eye Care Rounds (July 2016). 
• Ethical Concerns with Short-term Mission Trips 
• CA Board of Optometry-approved CE 

Riverside-San Bernardino County Indian Health, Inc.: Eye Care Rounds (July 2016) 
• Systemic Urgencies and Emergencies 
• CA Board of Optometry-approved CE 

Riverside-San Bernardino County Indian Health, Inc.: Eye Care Rounds (Mar 2016) · 
· • Episcleri.tis, Scleritis, and Iritis ' 

• CA Board of Optometry-approved CE 

Illinois College of Optometry: Prac:tice Opportunities Symposium (Mar 2011) 
• Represented and presented on VA Optometry 
• Participated in panel discussion on "Residency-trained Optometrists" 
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University of Minnesota: Pre-Optometry Club (Oct. 2010) 
• Presentation on the profession of Optometry 
• ·- · ·Presented and represented VA Optometry and NOA 

Illinois College of Optometry: Capstone Ceremony (May 2010) 
• Represented and presented on VA Optometry 

Illinois College of Optometry: Practice Opportunities Symposium (Mar 2010) 
• Participant in Residency-trained Speaker's Panel 
• Represented and presented on VA Optometry 

Illinois College of Optometry: White Co_at Ceremony/Smart Business Progr~ (Sept 2009) 
• Participant on Recent_ Graduate Speaker's Panel 
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