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Dr. Kaiser: Suboptimal response to initial treat-
ment of exudative AMD can be unpredictable, 
and can recur at different stages during treat-
ment. Initial anatomic evaluation provides an 
essential foundation upon which decisions 
regarding changes in treatment can be made. 
We will begin with a discussion about sub- 
optimal response to treatment, monitoring of  
the disease and future treatments. 

Sub-optimal Response to  
Initial Treatment
Dr. Kaiser: Dr. Kitchens, when do you decide  
that an initial treatment isn’t working and  
it’s necessary to talk with the patient about 
switching? Do you base your decision on vision 
alone, or do you refer to the results of OCT or a 
fluorescein angiogram? 
Dr. Kitchens: My decision is almost always  
OCT-based, because I don’t necessarily believe 
you can trust the Snellen visual acuity test. A 
worsening OCT clearly indicates to me a subopti-
mal response. If I see worsening hemorrhage, 
then that’s definitely evidence of a suboptimal 
response.

Then there is a kind of gray area when it 
comes to defining a patient as an under- 
responder. I typically review a patient’s treatment 
from the first injection to the third injection, and if 
the patient’s subretinal fluid or vitreoretinal 
edema has decreased by 50% or more, I consider 
that to be a positive response. I don’t focus as 
much on a patient’s pigment epithelial detach-
ment (PED), because I know it takes longer to 
respond. If the patient isn’t having a positive 
response after his third injection, I’ll start to talk 
about switching agents. 
Dr. Kaiser: Do you have a preferred agent when 
you switch? 
Dr. Kitchens: I usually switch to aflibercept  
(Eylea, Regeneron). If the patient isn’t responding 
to bevacizumab (Avastin, Genentech) or  
ranibizumab (Lucentis, Genentech), I think we 
need to go with the strongest thing that we’ve 
got and try to get the patient as dry as possible, 
as quickly as possible.
Dr. Kaiser: Dr. MacCumber, at this early switching 
point, do you also depend on OCT, or do you add 
fluorescein, ICGA, or any other diagnostic tech-
niques at this point?
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Dr. MacCumber: I think OCT is the most import-
ant study for determining the amount of residual 
fluid. However, with hemorrhage, ICG and angi-
ography occasionally come into play. Sometimes 
when I detect a polyp, I will go with photody-
namic therapy (PDT). Those pretty much make up 
my armamentarium, but I agree with Dr. Kitchens, 
my decisions are usually based primarily on OCT. 
Of course, vision is also important. 
Dr. Kaiser: Dr. Brown, are there any features on 
OCT that would suggest to you the need to  
perform another type of imaging? 
Dr. Brown: I think pure subretinal fluid in the 
absence of intraretinal cysts may make me con-
sider that I missed a central serous retinopathy 
(CSR). If the patient has a thick choroid and pure, 
subretinal fluid, we’ll consider PDT. We rarely use 
PDT, but if a patient has a thick choroid, a PDT 
treatment can’t hurt, and if it works, that means 
CSR was missed. 
Dr. Kaiser: I agree. Dr. Stewart, at what point do 
you become concerned about a lack of response 
to treatment, with any one of these drugs? 
Dr. Stewart: I get concerned if I don’t see a good 
response after the first three injections. As the 
others have mentioned, at that point I consider 
switching drugs. Before doing this, however, I’ll 
re-evaluate my diagnosis. If I haven’t already  
performed a fluorescein angiogram, I will do one. 
If I have a baseline angiogram, I’ll re-examine it 
for signs of a masquerade condition. 

So, the first thing I do is question my diagnosis.
And then my usual response at that point is 

going to be to switch drugs.  And since I typically 

start with bevacizumab for most patients I’ll 
usually switch to ranibizumab or aflibercept, 
usually aflibercept, and then treat monthly. If, 
after an additional three injections, I still don’t 
see a good anatomic response, but I’m comfort-
able with my diagnosis, I’ll consider injections 
every 2 weeks. This regimen consists of bevaci-
zumab alternating with ranibizumab or afliber-
cept. I generally don’t increase the volume of an 
injected drug because I think that increasing the 
injection frequency is more effective and safer. If 
the patient hasn’t responded to the second  
3 months of injections, I’ll consider adding pho-
todynamic therapy, though I’m frequently disap-
pointed with the results. 
Dr. Brown: One thing I like to try in cases such as 
the one that Dr. Stewart described — if I’ve 
switched therapy and I’ve gotten a suboptimal 
response again after three injections — I’ll con-
sider giving a fourth injection and then I’ll bring 
the patient back 1 week later. This allows me 
another chance to see whether I can actually dry 
the patient out or not. If I achieve dryness after 
the fourth injection, I know it’s a matter of a fre-
quency interval. If I can’t achieve dryness, then I 
just have to investigate another avenue. 
Dr. Kaiser: Dr. Singh, do you try anything  
differently at that point?
Dr. Singh: I begin to consider switching when my 
registered change analysis OCT scans show 
worsening despite previous treatment. In addi-
tion, I have patients return 2 weeks after treat-
ment to see if the treatment is at all effective by 
checking for a reduction in retinal thickness. The 
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goal is to obtain a normal OCT with zero toler-
ance for fluid. However, the recent CATT analysis 
of predictive factors for OCT response showed 
that subfoveal intraretinal fluid appeared to be 
the single best predictor of visual response. 
Moreover, the results of CATT showed that time 
domain OCT is enough to guide treatment in a 
PRN fashion. Given all of this, I think this allows-
retina specialists using SDOCT to accept more 
fluid.

I think that in using biologic agents to treat 
exudative AMD, we’ve come to understand that 
one of the long-term effects of these agents is 
tachyphylaxis, or a diminished therapeutic 
response to one of the drugs following repeated 
administration over time. Quantitative analysis 
of OCT volumes in patients with exudative AMD 
treated with ranibizumab and bevacizumab has 
shown a reduction in the ability to reduce retinal 
volume with repeated injections.1 I believe there 
are a couple of studies that have shown at least 
a slight improvement in response after switching 
the agent.2

I think that too many practitioners may be too 
eager to switch. I guess the question is how 
much in the way of persistent fluid are you will-
ing to tolerate, and how much does persistent 
fluid matter? The CATT study3 seemed to suggest 
that when it comes to persistent fluid, intrareti-
nal fluid was the most worrisome type. Just a  
small amount of persistent subretinal fluid 
didn’t seem to affect visual acuity nearly as 
much. So, in my opinion, intraretinal fluid is the 
one big concern. If it consistently occurs, despite 

a repeated change of treatments, it’s a big 
 problem.

Recognizing and Handling 
Tachyphylaxis 
Dr. Kaiser: Dr. Singh, could you tell us how you 
recognize tachyphylaxis? 
Dr. Singh: That’s a good question. I have to have 
seen a response to a drug beforehand in order to 
know whether I’m really seeing tachyphylaxis. It’s 
not an initial poor response, or incomplete 
response. With tachyphylaxis, you have to see at 
least a limited response first, or at least some 
significant improvement based on OCT and some 
improvement in the overall structure, before you  
can acknowledge a reduction in response. 
Dr. Kaiser: Has anyone had a patient who was 
not responding well to aflibercept, who then 
switched that patient to, say bevacizumab or 
ranibizumab, with a good result? 
Dr. Kitchens: Yes. I will occasionally switch 
patients back and forth if they’re struggling. I had 
one female patient who had received monthly 
injections of aflibercept in both eyes, over the 
past 6 years, and had persistent subretinal fluid. 
After switching to ranibizumab, she experienced 
an improved drying response. So, she felt qualita-
tively that her vision was better. I’ve had one or 
two patients like that. Most of the time I end up 
switching patients to aflibercept, because they 
started with bevacizumab or ranibizumab. 
Dr. Brown: I think a selection bias may be  
introduced, because you never switch horses in 
the middle of the stream if the horse is pulling 
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you through. So, if you only switch patients who 
are having trouble, you occasionally will have 
patients that perform better. I also have had 
patients that we switched from ranibizumab to 
aflibercept, who started getting more fluid, and 
then when we switched them back, they did bet-
ter. I can’t be sure whether that can be attributed 
to improvement after a drug holiday or a similar 
phenomenon. I don’t know that I really believe in 
the theory behind tachyphylaxis. I can tell you I’ve 
had this discussion with a top expert Napoleone 
Ferrara, MD, a molecular biologist, on several 
occasions, and if he doesn’t know whether he 
subscribes to the theory, I’m sure I don’t know. 
Dr. Kaiser: How would you define tachyphylaxis, 
Dr. Brown?
Dr. Brown: A true example of tachyphylaxis 
would mean shorter and shorter intervals 
between treatment — if, for example, I treat a 
patient every 6 weeks, and then the patient 
needs treatment every 5 weeks, and then every  
4 weeks. But as Dr. Stewart said, the majority of 
patients develop a set interval and even years 
later, if I try to extend that, during vacation for 
example, they re-leak. 
Dr. Kaiser: Dr. Singh, since you prefer to treat as 
needed, do you ever extend treatment beyond  
1 month, with regard to your as needed treat-
ment interval? 

Dr. Singh: Not typically, unless the patient 
has been dry for many months in a row. I have a 
couple of patients who can go 6, 8, or even  
10 months without an injection. We will talk 
about the risks of extending their visits, their risk 

of visual loss, and what sort of symptoms to 
watch out for. Sometimes I start with a 2 month 
interval and slowly extend it only after many  
visits show no significant injections or worsen-
ing of visual acuity. Dr. Stewart mentioned cases 
in which a patient only had three injections and 
didn’t require more — there are few patients like 
that. I’ve seen a couple who were able to end 
treatment after 10 injections, as well. I think 
extending the time between visits, with monitor-
ing, can occur at some point, it just depends on 
your discussion with the patient.

Future Treatment of Wet AMD
Dr. Kaiser: I’d like to ask each of you to discuss 
what you think the immediate future may hold 
— the next 5 to 10 years — with regard to the 
field of wet AMD. What are you hoping to see?
Dr. Brown: It’s exciting that we now know the 
basic mechanism by which we can improve wet 
AMD, and that is with anti-VEGF suppression. 
We’ve already found agents that last a little 
 longer, like aflibercept, and now the Holy Grail 
will be something that lasts for a significantly 
longer period of time — for 6 months or perhaps 
a year. I think it’s only a matter of time before 
that type of treatment will be available, either 
by means of a sustained-release device, or by 
means of a small molecule that can be 
deployed, perhaps in an eye drop. The progress 
will likely be similar to what we experienced 
with sulfonamides, or the first antibiotics. I 
think these are exciting times. We’re essentially 
curing blindness. I think in about 5 to 8 years or 
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so, we’ll find ourselves saying, “I can’t believe we 
were giving shots every month.” At least I hope 
that will be the case.
Dr. Kaiser: We’d all be happy to see that.  
Dr. Stewart, what are your thoughts?
Dr. Stewart: Of course I agree with Dr. Brown — 
anti-VEGF treatments have revolutionized our 
practices and changed the blindness patterns in 
industrialized nations. However, visual improve-
ments with anti-VEGF therapy appear to have hit 
a therapeutic ceiling. Peak vision improvements 
reported by recent trials have not exceeded those 
from the ANCHOR and MARINA trials.4,5 No  
matter what we do, we can’t seem to improve on 
the 8 to 11 letter average gains. I think that the 
only way to improve anti-VEGF therapy is to 
extend the duration of action beyond 4-8 weeks 
with sustained-release devices, refillable reser-
voirs or encapsulated cell technology.
    Since we’ve hit this therapeutic ceiling, I’m 
pleased to see that we’re targeting other contrib-
utory molecules and moving toward combination 
therapy. By shrinking the neovascular complex or 
salvaging the RPE, we may finally break through 
the therapeutic ceiling and realize additional 
gains in vision.
Dr. Kaiser: We would be happy to see an effec-
tive combination therapy. Dr. Kitchens, what are 
you hoping to see?
Dr. Kitchens: I’m hoping to see developments in 
three areas. First of all, over the next year in imag-
ing, I’m really looking forward to swept-source OCT. 
This technology should allow us to better define 
the choroid and maybe even the vitreous, as well.

The Holy Grail would be to stop progression of 
AMD and dry AMD in general. For dry AMD, 
Anti-factor D holds promise. If we can at least 
slow down atrophy, we can start to head off the 
second major cause of vision loss in macular 
degeneration.

Echoing comments by Dr. Brown and  
Dr. Stewart, I would say that I’m hopeful we’ll see 
a sustained-release device, but I think that will 
take a while because there are a number of 
challenges to overcome. Obviously, with other 
adjunctive therapies such as Fovista  
(anti-platelet-derived growth factor agent,  
Ophthotech), the bar is really set high. Getting 
two lines of vision out of people who have atro-
phy, and drusen, and 85-year-old retinas is a 
pretty amazing thing. It’s going to be hard for 
these other therapies to improve upon that.

I think that maintaining access to bevaci-
zumab is going to be really important, because  
it continues to gives us an option in these  
challenging times of reimbursement.
Dr. Kaiser: Dr. Singh, what are your thoughts? 
Dr. Singh: I expect that we’re going to have a  
sustained-release option, in some form, but that 
is not what I’m actually looking forward to most. 
The problem I foresee is that dry AMD will 
become as problematic as wet AMD. We have 
patients losing vision constantly. Even with the 
agents that are slowing progression of disease, 
we aren’t seeing a restoration of vision. I hope 
that with dry AMD patients, we’ll at least begin to 
see patients who have a lower rate of progression 

(Continues on Page 10)



8

Dr. Kaiser: Let’s take a moment to discuss 
home monitoring. Do you offer any type of 
home monitoring aside from the Amsler grid? 
There are a variety of iPhone- and iPad-related 
apps, as well as other home-monitoring 
devices. What do you recommend to your 
patients? Do you recommend a new kind of 
device, or do you stick with old-fashioned 
advice, such as “When you’re at home, take a 
look at the telephone poles on the side of the 
road?” 
Dr. Brown: Excellent question. I was not a fan 
before of the Foresee home device (Notal 
Vision) , but base on data I presented at the 
Macula Society, and, truly shows that a moni-
toring device that is used in 3 minutes, three 
to seven times a week, picks up lesions ear-
lier. Is it the hyperacuity algorithm in Foresee, 
or is it just doing it for that length of time? If 
the patient stared at an Amsler for that 
period of time would you pick it up? I don’t 
know. We were investigators for the Foresee 
home device, and in my patients — particu-

larly those who are one-eyed, worried, or driv-
ing the RV between here and Chicago, back 
and forth — they want to do anything to pick 
up lesions earlier. These patients obtain the 
Foresee home device. It’s about $65 a month. 
It notifies patients when they neglect to do 
the monitoring, and I think it picks up lesions 
earlier. Before I used this device, I really 
pushed the iPad or iPhone devices in younger 
patients. If it’s on their phone, then they can 
look at it when they’re bored. I just want to 
make sure they’re monitoring themselves. 
Outside of that, we’re back to Mark Amsler’s 
grid from the 1940s. I think the grid is better 
than nothing. I know some people don’t 
believe in it, but I think anything you can do to 
monitor and catch lesions extrafoveally is 
going to help patients more than if they wait 
until their vision is impaired by a hemorrhage 
or a large PED.
Dr. Kaiser: Dr. Kitchens, I know you find value 
in a number of electronic gadgets, do you 
think these iPhone apps are worthwhile? I’m 

Home Monitoring
Are you ready to reccomend it to your patients?
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thinking of the DigiSight. It’s an app that  
basically has a central server and keeps 
tabs on a patient’s acuity. Is that good 
enough, or do they need a device such as  
the Foresee?
Dr. Kitchens: I’ll tell you, I reviewed the Digi-
sight handbook, the i-Handbook, the iBook 
device, and it was pretty novel and intriguing. 
I’ll tell you that our younger patients and our 
myopic patients have had a good deal of suc-
cess with it. However, our AMD patients in 
general may have Kindles, but they don’t tend 
to have iPhones. So most of the time, they will 
use just the Amsler grid. We were also in the 
Foresee study and I was impressed by the 
data. The question is going to be whether this 
is something that patients can afford — a 
$65 out-of-pocket expense. I would tell you 
that 90% of our patients would not be able to 
afford that on a routine basis. 
Dr. Singh: I’ll add that we actually did a study 
to test the newer algorithm designed to deter-
mine the activity of CNV after a patient has 

received treatment. It actually was a very well 
done study, which has resulted in some really 
exciting data. I believe that’s going to come 
out in the fall, and it’s going to have some 
more information regarding how to follow 
patients with the Foresee home device, and 
those who have exudative AMD, who are  
diagnosed and undergoing treatment. 
Dr. Brown: Let me just add one thing: I  
absolutely agree with Dr. Kitchens that I 
thought, with a price tag of $65, my patients 
were going to look at me as though I had 
three eyes in my head. However, when I 
pitched it to the first five or six people — who 
are arguably part of a higher-income clinic 
than maybe others — they all said, “Oh, yes.  
I do that for my sleep apnea,” or, “I do that for 
my pacemaker,” or something similar. I found 
that the patients are so enthusiastic about 
this home monitoring, that they’re willing to 
either pay for it or have their insurance  
company pay for it. I was surprised by how 
well it was accepted.
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to legal blindness. We can effectively treat wet 
AMD, albeit with many visits, many injections, 
and many treatments, which takes a lot out of 
our practice and out of our patients. 

So I hope the next big frontier will be vision 
restoration, however that will occur. Perhaps 
stem cell therapy, or maybe growth factors, will 
be found useful.

Probably the most important development 
would be a way to detect AMD much earlier. 
Genetics are likely to be only part of the answer. 
We have oxidative stress mechanisms in the 
body. We have proteomics. All of these have been 
shown in different studies to have predictive 
power6-8 with regard to aggressiveness of disease 
and also with regard to the age that lesions will 
begin to occur. By investigating not just genetics 
but also proteomics, and the oxidative stress 
factor in the body, we may gain the ability to  
better predict what is happening in a given 
patient — I think that’s the next frontier.
Dr. MacCumber: I agree with that last point in  
particular. We don’t know why certain patients 
develop CNV, and we can’t predict when it will 
happen. We don’t know why certain patients 
develop geographic atrophy, either. I think we have 
to improve our understanding of macular degen-
eration, through genetics, through imaging, and 
through these other markers, so that we may be 
able to not only detect AMD in patients before 
they start developing vision loss, but also find 
some way to prevent progression to CNV or atro-
phy. It will be some time before we have this capa-
bility. I think a slow-release drug may be even 

more difficult, particularly with biologics. I think 
multimodal therapy, platelet-derived growth fac-
tor (PDGF) or other factors, combined with anti-
VEGFs may improve our therapy for CNV. I also 
agree that we need some sort of treatment for GA 
because we really don’t have anything right now. 
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When aflibercept (Eylea, Regeneron) first 
became available, I used it almost exclusively as 
an agent for “under-responders” (patients who 
had undergone multiple monthly injections with 
other agents and still had persistent leakage, 
particularly subretinal or intraretinal fluid). The 
response I witnessed in these patients empha-
sized the efficacy of aflibercept. Not only would 
many of these patients with chronic intra- or 
subretinal fluid become significantly drier, but in 
many instances, their pigment epithelial detach-
ment (PED) would unexpectedly reduce in size. 
This led me to use aflibercept as a first-line 
agent for PEDs. My colleagues also reported 
seeing a reduction in the size of PEDs when 
using aflibercept. Later, a subset of the VIEW 1 
and 2 data revealed aflibercept to be more 
effective at reducing PEDs than other agents.1 

Because all three anti-VEGF medications  
(bevacizumab, ranibizumab and aflibercept) 
show excellent efficacy in the treatment of wet 
AMD, I typically use insurance coverage as the 
basis for determining which medication the 
patient receives. Patient assistance programs 
and drug sampling also help ease the burden of 
“out-of-pocket” expenses for patients. In gen-
eral, I discuss the various treatment options 

with patients, including the cost of the drugs 
and the theoretical risks of the additional step 
for compounding of bevacizumab. If the patient 
has a PED component, I briefly discuss the 
benefits of aflibercept on PED resolution as 
seen in the VIEW 1 and 2 studies. If there is lim-
ited room for improvement in the patient’s 
visual acuity beyond 20/200 and the patient 
has a normal-seeing fellow eye, then I discuss 
the cost ramifications of treating their eye with 
an expensive medication. For everyone else, I 
discuss the CATT, ANCHOR/MARINA, HARBOR 
and VIEW results in layman’s terms.

Engaging and educating the patient 
enables the choice to be his or her own deci-
sion. In general, a well-educated patient and 
family will always make the choice that’s right 
for them.

See the case studies on the subsequent 
pages that show how, in certain instances, 
switching therapies can help improve patient 
responses.

Reference
1.  Schmidt-Erfurth U, Kaiser PK, Korobelnik JF, et al. Intra-

vitreal aflibercept injection for neovascular age-related 
macular degeneration: ninety-six-week results of the VIEW 
studies. Ophthalmology. 2014 Jan;121(1):193-201.

Case Study Introduction

Helping to Select the  
Right Drug for the Job

By John W. Kitchens, MD
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An 80-year-old white male presented with a 
2-week history of loss of central vision in the 
right eye. Past ocular history was remarkable 
for cataract surgery with IOL placement OU in 
2007. Past medical history was remarkable for 
smoking, diabetes mellitus and hypertension. 

Visual acuity measured 20/100+1 OD and 
20/25-2 OS. Fluorescein angiography revealed a 
subfoveal classic choroidal neovascular mem-

brane with leakage OD. Figure 1 shows his OCT at 
baseline. He received three monthly bevaci-
zumab injections OD with limited response in 
vision and on OCT, (Figures 2-3). He then received 
aflibercept OD. Despite missing a monthly 
appointment, the patient had noted improvement 
in vision at 2 months after injection, and the 
examination documented improvement in visual 
acuity and macular thickness on OCT (Figure 4).

Figure 1. OD at baseline, VA 
20/100+1, CMT 423.

Figure 3. OD, 1 month after bevaci-
zumab injection number three, VA 
20/100-1, CMT 378.

Figure 2. OD, 1 month after two 
monthly  bevacizumab injections,  
VA 20/100+1, CMT 342.

Figure 4. OD, 2 months after  
aflibercept injection, VA 20/60+2, 
CMT 285.

Case Study

A Patient Improves  
With Switched Therapy

By Mathew W. MacCumber, MD, PhD
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Patient 1
A 57-year-old male was evaluated for distortion 
of vision and severely increased central blurri-
ness. At the time of the exam, his vision was 
20/80. He was diagnosed with CRVO and retinal 
edema in the right eye, and treated with ranibi-
zumab (Lucentis, Genentech). At the follow-up 
visit, he showed improved visual (20/40) and 
anatomical outcomes (decreased 150μm). 

The patient subsequently entered a  

 
controlled clinical trial where he was  
randomized to monthly ranibizumab. 

He continued to have persistent variable 
exudation that mimicked his initial visit, and 
his visual acuity ranged from 20/40–20/60. 
Upon exit from the study, he was given  
aflibercept (Eylea, Regeneron) and had  
resolution of fluid on OCT at the follow-up 
visit. His vision ultimately improved to 20/30.

Figure 1. Wide-field image, using 
fundus flourescein angiography  
(FFA right eye). 

Figure 2. Right eye before treatment  
(A) and 1-month post-aflibercept  
treatment (B).
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Patient 2
A 78-year-old female presented with a long  
history of hypertension, and was a former 
1-pack-per-day smoker for more than 35 years. 
She complained of increased floaters and cen-
tral blurriness in her left eye. The patient was  
diagnosed with wet AMD after her examination 
revealed some intraretinal cysts and subretinal 
fluid. At that time, her vision was 20/40. 

Prior to the office visit, the patient had 
been treated with ranibizumab (Lucentis, 
Genentech), and had received over 38 monthly 
0.5 mg injections through clinic and enroll-
ment in clinical trials. In addition, she partici-

pated in a 2.0 mg super-dose Lucentis trial, in 
which she received 21 ranibizumab 2.0 mg 
injections; however, she continued to have 
persistent subretinal fluid. Both treatments 
kept her anatomy stable, but there was mini-
mal anatomic and visual improvement. 

She was next rolled over into a study that 
treated participants with aflibercept (Eylea, 
Regeneron). After 2 months of treatment with 
aflibercept, her follow-up exam revealed near 
resolution of fluid, and after the third monthly 
aflibercept injection, the subretinal fluid was 
minimal.

Figure 1. Left eye before treatment (A),  
5 days after treatment with aflibercept (B), 
and1-month post-aflibercept treatment (C). 
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In this case study, a 74-year-old patient who 
had received four prior ranibizumab (Lucentis, 
Genentech) injections was enrolled in a pro-
spective clinical trial evaluating the use of 
aflibercept (Eylea, Regeneron) for patients on 
previous anti-VEGF therapies. Upon enroll-
ment, visual acuity was 20/160, and OCT 
showed pigment epithelial detachment of the 
intraretinal and cystoid edema of the central 
fovea. The angiogram confirmed the activity of 
the lesion, with some subretinal hemorrhage 
present. 

The patient was administered three upfront 
injections of aflibercept in months 0, 1, and 2, 
and given injections every 2 months thereafter. 
The Figure below shows the baseline VA at 
20/160, which improved to 20/80 after  
1 month of therapy, and continued to improve 
up to month 6, to 20/63. 

At month 6, a significant resolution of  
pigment epithelial detachment was observed, 
with no evidence of cystoid edema, and trace 
amounts of intraretinal fluid present. The 
patient gained 24 letters in VA from baseline.

Figure 1. Visual acuity, as measured over duration of treatment.
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