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O R I G I N A L  R E S E A R C H
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Department of Ophthalmology & Vision Science, University of California Davis Eye Center, Sacramento, CA, USA
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Purpose: To report our real-world experience using intravitreal faricimab, a novel anti-vascular endothelial growth factor (anti- 
VEGF) therapy, in eyes with neovascular age-related macular degeneration (nAMD) previously treated with other anti-VEGF therapy.
Patients and Methods: A retrospective, single-center study of previously treated nAMD eyes treated with faricimab.
Results: In 88 eyes (73 patients), mean baseline best-corrected visual acuity (BCVA) was 20/63 (range 20/20 to CF) with mean anti- 
VEGF injection interval of 6.1+2.0 weeks. Mean baseline central subfield thickness (CST) was 291+73 µm. During mean follow-up of 
30.1+13.5 (range 7.0 to 50.3) weeks on faricimab, the eyes received an average of 5.1+2.4 injections (range 1 to 11). Mean BCVA 
remained at 20/63 (p=0.11), but injection interval increased to 7.4+2.6 weeks (p<0.001), and CST decreased to 262+63 µm (p<0.001). 
Multiple linear regression analysis revealed that higher number of different anti-VEGF drugs used at baseline was associated with 
a lower decrease in CST on faricimab (p=0.04) while total number of anti-VEGF injections at baseline (p=0.56) and time on faricimab 
(p=0.68) were not associated. Faricimab was discontinued in 23 eyes (26.1%), including 8 eyes for poor response, 2 eyes for persistent 
new floaters and 4 eyes for new vision decrease which reversed after stopping faricimab.
Conclusion: In previously treated nAMD eyes, intravitreal faricimab was associated with increased mean treatment interval and 
decreased CST but no improvement in mean BCVA. The benefit of faricimab on CST reduction may be diminished in eyes previously 
treated with multiple different types of anti-VEGF therapy.
Keywords: anti-VEGF therapy, intravitreal therapy, real-world experience, central subfield thickness, optical coherence tomography

Introduction
The most common cause of irreversible blindness in the developed world is age-related macular degeneration (AMD). It 
is projected that by 2040, there will be over 300 million people in the world with AMD.1 Intravitreal anti-vascular 
endothelial growth factor (anti-VEGF) therapy has become a mainstay in treatment of neovascular age-related AMD 
(nAMD). It inhibits bleeding and exudation associated with choroidal neovascularization (CNV), thereby limiting vision 
loss. The number of anti-VEGF medications that can be used as therapy continues to grow, as several new medications 
have been approved by the Food and Drug Administration (FDA) in recent years.2 Several other new drugs aiming to 
increase durability and efficacy are undergoing clinical trials.2

Intravitreal faricimab is one of the newest anti-VEGF agents to receive FDA approval. In 2022, this drug was 
approved for treatment of diabetic macular edema (DME) and nAMD;3 it was also approved for treatment of macular 
edema associated with retinal vein occlusion (RVO) in 2023.4 Faricimab is a bispecific antibody that targets VEGF-A and 
Angiopoietin-2 (Ang-2). Ang-2 is a pro-angiogenic factor that plays a role in vascular leakage and inflammation; it is 
theorized to play a complementary or even synergistic role with VEGF in nAMD or macular edema from retinal 
vasculopathy.3,5 The TENAYA and LUCERNE Phase III clinical trials demonstrated non-inferiority of intravitreal 
faricimab compared to intravitreal aflibercept in treatment of eyes with treatment-naïve nAMD in terms of best corrected 
visual acuity (BCVA).6 At week 48, approximately 80% of study eyes treated with faricimab in both trials could have 
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their treatment interval extended to 12 or 16 week. In contrast, eyes treated with aflibercept had treatment interval 
maintained at 8 weeks for the study duration as per study protocol. Although these studies were not designed to compare 
durability of faricimab vs aflibercept, the study observations highlight the potential durability of intravitreal faricimab 
therapy.

Since TENAYA and LUCERNE phase III clinical trials included only treatment-naïve eyes with nAMD, this study 
was conducted to evaluate real-world experience using intravitreal faricimab in treating eyes with nAMD previously 
treated with other anti-VEGF therapies. This will provide information regarding the relative efficacy and durability of 
intravitreal faricimab when compared to other available anti-VEGF therapies. This is a single-center retrospective study 
of all eyes treated with intravitreal faricimab for nAMD after being on other anti-VEGF therapy. We evaluated visual and 
anatomic outcomes of these eyes on faricimab therapy when compared to baseline.

Material and Methods
This study included all patients with nAMD that received faricimab therapy between August 2020 and November 2023 at 
the Department of Ophthalmology and Vision Science, University of California Davis Health, Sacramento, California. 
Ethical approval of the study protocol and waiver of patient informed consent was obtained from the Office of Human 
Research (Institutional Review Board) at the University of California, Davis Health as this retrospective study involved 
minimal risk to participants. All data was de-identified and stored securely with access restricted to authorized personnel 
only. This study complied with accepted-standard research guidelines set forth by the Declaration of Helsinki.

The study population included all patients diagnosed with nAMD who initiated faricimab therapy, had previously 
been treated with another anti-VEGF agent, and exhibited intraretinal and/or subretinal fluid on optical coherence 
tomography (OCT) within 6 months prior to their first faricimab injection. A 6-month cutoff was used to capture 
patients with inadequate control of their nAMD but may have visits with intermittent resolution of the fluid on OCT. 
Patients were excluded if they had a concurrent diagnosis that they were also receiving intravitreal anti-VEGF injections 
for. To obtain outcome information, only eyes with at least one follow-up visit after switching to faricimab were 
included. All eyes with nAMD were treated using a treat-and-extend protocol on anti-VEGF therapy, without a loading 
dose. The treatment interval was extended by 1 to 2 weeks at the discretion of the treating retina physician, both prior to 
and after switching to faricimab, once maximum improvement in OCT and BCVA was achieved.

Patient demographics, including age, sex, and history of concurrent or past retinal conditions, were obtained from the 
electronic medical record. Clinical data collected included BCVA, macular OCT central subfield thickness (CST), and 
presence or absence of intraretinal fluid (IRF) or subretinal fluid (SRF) at both the initial faricimab injection visit and the 
final visit. Information on the number of faricimab injections and injection interval at the last visit was also collected. 
Additionally, reasons for switching from the previous anti-VEGF therapy were recorded.

To evaluate drug safety, data collected included number and types of ocular adverse effects on faricimab treatment, in 
addition to information on all eyes where faricimab was discontinued and reason for discontinuation.

Statistical Analysis
Summary statistics were generated to describe patient demographic and clinical characteristics of our study population. 
Paired t-tests were used to compare BCVA and CST before and after starting faricimab. A multiple linear regression 
model was used to evaluate factors associated with a decrease in CST. Tests for multicollinearity were performed using 
variance inflation factor values, and tests for clustering were performed by confirming there were no significant changes 
in results when one eye was removed in a patient with both eyes included in the study.

Results
Patient Population
A total of 123 eyes were identified as having been treated with faricimab at the study center during the study period, and 
35 eyes were excluded (Figure 1). Of the 35 excluded eyes, 18 eyes had nAMD but no demonstrated fluid on OCT in the 
past 6 months, 11 eyes had treatment-naïve nAMD, 5 eyes had pre-existing ocular condition (pars plana vitrectomy, 
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concurrent central retinal vein occlusion, and concurrent uveitic cystoid macular edema), and 1 eye received one 
faricimab injection without follow-up.

After excluding those eyes, 88 eyes (73 patients) fit our study inclusion criteria. All 88 study eyes had intraretinal or 
subretinal fluid on OCT within 6 months prior to starting faricimab (Table 1) and had been treated with other anti-VEGF 
therapy. 14.8% of eyes had no IRF/SRF on OCT at baseline visit. The indication for starting faricimab therapy was for 
treatment of recalcitrant IRF/SRF fluid on OCT and/or desire to extend treatment interval. Average age was 82+9 (range 
57–101), and 65.9% were female. The average number and duration of anti-VEGF therapy prior to starting faricimab 
were 27.5 injections (range 1–127) and 41.9 months (range 1–169), respectively. Among these 88 eyes, 24 eyes (27.3%) 
had been treated with one anti-VEGF medication prior to starting faricimab, 47 eyes (53.4%) had been on two different 
anti-VEGF drugs, 12 eyes (13.6%) had been treated with three different anti-VEGF drugs, and 5 eyes (5.7%) had been on 
four different anti-VEGF drugs at baseline. The four different anti-VEGF medications used prior to starting faricimab 
included bevacizumab, aflibercept, ranibizumab, and brolucizumab. Prior to switching to faricimab, 63 eyes (71.6%) 
were on aflibercept, 8 eyes (9.1%) were on ranibizumab, 6 eyes (6.8%) were on bevacizumab, 4 eyes (4.5%) were on 
brolucizumab, and 7 eyes (8%) were on a monthly treatment alternating between aflibercept and brolucizumab.

Figure 1 Flow diagram summarizing the distribution of eyes with neovascular age-related macular degeneration on faricimab identified in the study center and selection of 
the study eyes.
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Anatomic and Visual Outcomes
Table 2 summarizes the anatomical and visual outcomes in the study eyes before and after starting faricimab. Mean 
baseline logMAR BCVA prior to starting faricimab was 0.5+0.3 (Snellen equivalent 20/63) with a mean anti-VEGF 
injection interval of 6.06+2.0 weeks (range 4–15 weeks). On macular OCT, the mean baseline CST was 291+73 µm. All 
patients had either subretinal or intraretinal fluid on at least one OCT within 6 months prior to starting faricimab. At the 
baseline visit when faricimab was initiated, 38 (43.2%) patients had subretinal fluid (SRF), 24 (27.3%) had intraretinal 
fluid (IRF), 13 (14.8%) had both, and 13 (14.8%) had no fluid (Table 1). One eye had no OCT done at the baseline visit, 
so the most recent OCT from the prior visit was used for analysis since the patient had been maintained on the same anti- 
VEGF therapy. In addition, CST was not available in 1 patient in 2 eyes at both baseline and follow-up due to poor 
patient cooperation with imaging, resulting in only a 5-line raster scan being obtained. For this OCT, an estimate of the 
CST was obtained by manual measurements of 5 points from the internal limiting membrane to Bruch’s membrane at the 
center of the fovea and 0.5 mm superior, inferior, nasal, and temporal, and taking the average. In 1 eye at follow-up, 
a CST could not be obtained due to poor OCT signal with an erroneous CST reading and was not included in the analysis.

Table 1 Demographic and Baseline Clinical Feature of Eyes with nAMD Treated with Faricimab

Total number of eyes (patients) 88 (73)

Mean age, years (SD) 82 (9)

Sex (%)
Female 58 (65.9)

Male 30 (34.1)

Laterality (%)
Right 45 (51.1)

Left 43 (48.9)

Most recent anti-VEGF therapy prior to switch (%)
Aflibercept 63 (71.6)
Brolucizumab 4 (4.5)

Bevacizumab 6 (6.8)

Ranibizumab 8 (9.1)
Alternating Aflibercept/Brolucizumab 7 (8.0)

Mean duration of prior anti-VEGF therapy, months (SD), range 41.9 (39.4) 1–169

Mean number of injections of prior anti-VEGF therapy, (SD), range 27.5 (26.6) 1–127

Indication for switch to faricimab (%)
Persistent macular fluid 31 (35.2)

Treatment interval extension 35 (40.7)
Both 22 (25)

Number of different anti-VEGF therapies used prior to faricimab (%)
1 24 (27.3)

2 47 (53.4)

3 12 (13.6)
4 5 (5.7)

Baseline macular fluid status (%)
Subretinal fluid (SRF) only 38 (43.2)

Intraretinal fluid (IRF) only 24 (27.3)
Concurrent SRF and IRF 13 (14.8)

No fluid 13 (14.8)

Abbreviations: nAMD, neovascular age-related macular degeneration; SD, standard deviation; anti-VEGF, drugs that inhibit vascular endothelial 
growth factor; SRF, subretinal fluid; IRF, intraretinal fluid; OCT, optical coherence tomography.
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During a mean follow-up of 30.1+13.5 weeks (range 7.0 to 50.3 weeks) after starting faricimab, the study eyes 
received a mean of 5.1+2.4 injections (range 1–11). At the latest visit, mean logMAR BCVA remained at 0.5+0.4 
(Snellen equivalent 20/63) (p=0.11), but mean injection interval increased by 1.38 weeks to 7.44+2.6 weeks (p<0.001), 
and mean CST decreased to 262+63 µm (p<0.001) with an average decrease of 28.3 µm in CST (Table 2). At last study 
visit, 25 (28.4%) eyes had SRF, 22 (25.0%) eyes had IRF, 6 (6.8%) had both, 35 (39.8%) had no fluid. Of the 75 eyes 
with fluid on OCT at baseline, 27 (36%) had complete resolution of IRF/SRF at the latest visit on faricimab, and 47 
(64%) had persistent intraretinal or subretinal fluid.

Multiple linear regression analysis revealed that the total number of anti-VEGF injections at baseline was not 
significantly associated with CST reduction after initiating faricimab (p=0.56), and neither was the amount of time on 
faricimab (p=0.68). However, higher number of different types of anti-VEGF drugs used before starting faricimab was 
significantly associated with a lesser decrease in CST after starting faricimab (p=0.04).

Safety
Faricimab was discontinued in 23 eyes (19 patients) (26%). Eight eyes (35%) were switched to a different anti-VEGF 
drug due to poor response on faricimab, 2 eyes (9%) were switched due to joining a clinical trial, 2 eyes (9%) were 
switched due to insurance barriers, 2 eyes (9%) were discontinued due to loss to follow-up, and 1 patient became 
deceased during this time period.

Faricimab was stopped in 8 eyes (9.1%) due to adverse events, including eye irritation (2 eyes in 1 patient), persistent 
new floaters (2 eyes in 2 patients) and new subjective vision loss (4 eyes in 3 patients). 2 patients (2 eyes) with new 
floaters had persistent floaters lasting up to 9 to 11 weeks and occurring after the first or second faricimab injection. Both 
patients declined further treatment with faricimab. All 3 patients with subjective vision loss after starting faricimab had 
measured vision loss after 1 or 2 faricimab injections with no new change on eye exam or worsening of fluid on OCT to 
explain the vision loss. All 3 patients had at least partial improvement in vision after stopping faricimab and resuming 
treatment with other anti-VEGF therapy. These 3 patients are described in more detail below.

The first patient is an 81-year-old monocular woman with nAMD in the right eye who received one dose of faricimab. 
She had previously been treated with monthly alternating doses of brolucizumab and aflibercept. When seen 5 weeks 
later, her BCVA had improved from 20/70 to 20/50 with an unchanged exam and OCT. However, she noted multiple new 
scotomas in her central vision starting a few days after the faricimab injection. She declined further treatment with 
faricimab and was switched to brolucizumab. The following month, her BCVA dropped to 20/150. She subsequently 
underwent cataract surgery and BCVA improved to 20/20 while being maintained on alternating doses of brolucizumab 
and aflibercept. The blind spots fully resolved over a couple months after discontinuing faricimab.

The second patient had nAMD in both eyes, with an end-stage disciform scar in the left eye. Her right eye had been 
treated with monthly alternating doses of brolucizumab and aflibercept and was switched to faricimab for chronic mild 
residual IRF and to extend treatment interval. Five weeks after the second dose of faricimab, she noted new vision loss, 

Table 2 Anatomical and Visual Acuity in the Study Eyes Before and After Starting 
Faricimab

Study eyes on Faricimab (n=88)

Baseline Final follow-up p-value*

Mean BCVA (logMAR), (SD) 0.5±0.3 0.5±0.4 0.11

Mean CST (μm), (SD) 291±73 262+63 <0.001

Mean treatment interval, weeks (SD) 6.06±2.0 7.44±2.6 <0.001

Mean number of Faricimab injections (SD) 5.1±2.4

Abbreviations: BCVA, best corrected visual acuity; CST, central subfield thickness; SD, standard deviation. 
*p-value based on paired student t test.
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with her BCVA dropping from 20/100 to 20/300. Her eye exam and OCT were unchanged. Faricimab was discontinued, 
and the patient was restarted on alternating brolucizumab and aflibercept. Her BCVA returned to baseline 4 weeks later.

The third patient is a 94-year-old woman with nAMD in both eyes and trace IRF in both eyes on aflibercept every 
5 weeks. She was started on faricimab in both eyes for residual fluid and to extend the treatment interval. Four weeks 
after receiving one dose of faricimab, she noted new blurry vision in both eyes. Her BCVA declined in both eyes to 20/ 
400 from 20/100 in the right eye and 20/150 in the left eye, with stable OCT OU and eye exam findings. Faricimab was 
discontinued, and aflibercept was restarted in both eyes. Over the next 3 months, BCVA gradually improved to 20/200 in 
both eyes.

Discussion
Due to advances in drug development, we have a growing number of anti-VEGF drugs that can be administered 
intravitreally for treatment of nAMD. All of these drugs are effective in reducing vision loss associated with complica-
tions of CNV. However, the effects of all anti-VEGF drugs are reversible and require frequent, often indefinite, 
intravitreal injections to maintain therapeutic effect. In addition, some eyes with nAMD become resistant to anti- 
VEGF therapy, requiring higher frequency dosing, sometimes as often as 4 weeks. Even then, some eyes with nAMD 
may become recalcitrant to anti-VEGF therapy with persistent macular fluid on OCT. Persistent residual intraretinal fluid 
in eyes with nAMD on anti-VEGF therapy has been associated with poorer visual outcome.7

It is not entirely clear why certain eyes with nAMD have macular fluid that is resistant to anti-VEGF treatments. 
A couple of studies have suggested that presence of pigment epithelial detachment, large choroidal neovascular 
membrane (CNV), and type 1 CNV or non-classic CNV may be associated with poorer response to treatment with 
ranibizumab or bevacizumab.8,9 Other studies have shown that nAMD eyes that do not demonstrate a reduction in CST 
on OCT after 4 weeks on anti-VEGF therapy may have a significant response on OCT that can be detected at 2 or 
3 weeks, indicating that the eye is responding to therapy but with shorter duration of effect than expected.10 The 
percentage of “non-responders” to intravitreal anti-VEGF therapy is significant and can be as high as 45% depending on 
the study population, type of anti-VEGF therapy, and how “non-response” is defined.8,9,11 As such, anti-VEGF agents 
with greater durability and efficacy are highly desirable for both patients and providers.

The TENAYA and LUCERNE phase III clinical trials for faricimab demonstrated non-inferiority of faricimab to 
aflibercept in terms of BCVA in treating newly diagnosed nAMD. In these trials, 80% of eyes on faricimab had treatment 
interval extended to 12 or 16 weeks, while all eyes on aflibercept were maintained at a treatment interval of 8 weeks as 
per study protocol. This finding suggests that faricimab may have long durability.6 However, TENAYA and LUCERNE 
studies were not designed to evaluate superiorly of faricimab over aflibercept. In addition, these studies enrolled only 
treatment-naïve nAMD eyes.

It is well-recognized that clinical trial data with well-defined study criteria often result in better outcomes in 
comparison to real-world data.12–16 Thus, our study was conducted to evaluate real-world experience using intravitreal 
faricimab in nAMD eyes previously treated with other anti-VEGF therapies. In our study, we selected only eyes with 
nAMD that had demonstrated recalcitrant IRF/SRF on OCT within the 6 months prior to initiation of faricimab. At the 
time of switching to faricimab, most eyes (85%) had persistent IRF/SRF on OCT in the study eye on maximum anti- 
VEGF therapy. After starting faricimab treatment, the number of eyes in our study with no IRF/SRF increased from 
14.8% to 40.2%. A statistically significant reduction in mean CST was observed at the last follow-up visit on faricimab 
compared to baseline visit before starting faricimab. We also found a significant increase in the treatment interval at the 
last visit on faricimab compared to baseline. Faricimab therapy resulted in a mean increase of 1.3 weeks in treatment 
interval when compared to the treatment interval on other anti-VEGF therapies. These findings support the hypothesis 
that faricimab may have a longer duration of effect and greater efficacy in treating eyes with nAMD compared to other 
currently available anti-VEGF therapies.

In our study, we used multiple linear regression analysis to identify baseline clinical features that may be associated 
with improved response on faricimab. We found that the benefit of faricimab in reducing CST in eyes with nAMD 
previously treated with other anti-VEGF may depend on the number of different anti-VEGF drugs used prior to starting 
faricimab. In particular, the benefit of faricimab may be diminished in eyes that had been on multiple types of anti-VEGF 

https://doi.org/10.2147/OPTH.S494605                                                                                                                                                                                                                               

DovePress                                                                                                                                                                 

Clinical Ophthalmology 2024:18 3786

Hang et al                                                                                                                                                             Dovepress

Powered by TCPDF (www.tcpdf.org)

https://www.dovepress.com
https://www.dovepress.com


medications (p=0.04). This benefit of using faricimab was not affected by the total number of anti-VEGF injections 
administered prior to switching to faricimab, and was also not affected by the amount of time on faricimab. This is 
noteworthy because a majority of our study eyes had > 10 anti-VEGF injections, with a mean of 27 injection, prior to 
starting faricimab; most study eyes had been treated with at least 2 different anti-VEGF drugs before starting faricimab. 
Eyes treated with multiple other anti-VEGF agents before starting faricimab in our study population likely represent eyes 
that are most resistant to anti-VEGF therapy.

Despite improvement in IRF/SRF and mean CST on OCT on faricimab, there were no significant changes in BCVA 
on faricimab therapy when compared to baseline in our study population. This is in contrast to the TENAYA and 
LUCERNE clinical trials, which showed a mean improvement in BCVA after starting faricimab or aflibercept in 
treatment-naïve eyes with nAMD. Our study finding is not unexpected, as all the eyes in our study had already been 
on anti-VEGF therapy. Gain in BCVA on anti-VEGF therapy in eyes with nAMD is usually seen in the first 3 to 4 months 
after treatment initiation. In eyes with nAMD with chronic macular fluid, it has been shown that vision loss and structural 
macular damage can result.17 In addition, prior long-term follow-up studies have demonstrated that in eyes with nAMD 
being treated with anti-VEGF therapy, BCVA gain that is initially noted with anti-VEGF treatment is often lost due to 
disease progression and progression of geographic atrophy.14,16

Our study findings are consistent with several other real-world outcome studies on faricimab in previously treated 
eyes with nAMD.18–20 These studies, including the TRUCKEE study,21 showed that, on average, switching to faricimab 
improved anatomic outcome on OCT, as indicated by a reduction in CST, IRF and SRF.18–20 However, this benefit was 
not observed in all eyes in our study and another real-world study by Rush.22 In our study, we performed multiple linear 
regression analysis to determine factors that may predict eyes that will may respond less well to a switch in therapy to 
faricimab. We found that eyes previously treated with a higher number of different anti-VEGF therapies tended to 
experience less additional benefit after switching to faricimab.

The potential superior efficacy of faricimab in decreasing CST and increasing treatment intervals when compared to 
other anti-VEGF drugs is attributed to its novel dual inhibition of VEGF and Ang-2. In neovascular diseases, such as 
nAMD, multiple pro-angiogenic and inflammatory proteins and signaling factors may play a role in pathogenesis. Ang-2 
is involved in vascular stability, inflammation, pericyte apoptosis, and changes in the endothelial cell cytoskeleton, which 
leads to vascular instability.22–24 Thus, inhibition of Ang-2 is thought to have a complementary, or perhaps synergistic 
effect to anti-VEGF in decreasing angiogenesis and vascular permeability.

Our study also evaluated safety of faricimab therapy in real world patients with nAMD previously treated with other 
anti-VEGF agents. The TENAYA and LUCERNE trials for nAMD demonstrated a non-inferior safety profile compared 
to aflibercept for serious ocular adverse events.6 However, there is a theoretical risk of new adverse events from using 
faricimab, which blocks new pathways in addition to VEGF-A.22 In our study, a few patients experienced vision loss or 
changes soon after starting faricimab. This has not been reported previously in other real-world studies.18–20,25 These 
patients had a decrease in BCVA in the treated eye without significant change on OCT or examination to explain the 
vision loss. Fortunately, all these patients in our study had gradual recovery of vision and resolution of symptoms after 
stopping faricimab and switching back to their prior anti-VEGF treatment regimen. It is unclear whether these visual 
changes could be related to effects of faricimab in modulating ang-2. As we gain more real-world experience using 
faricimab, we can learn more about potential adverse effects of this new therapy. Recently, there was a report of severe 
vision loss in 3 eyes with nAMD from severe intraocular inflammation after starting faricimab treatment.26 In our study 
eyes, no intraocular inflammation was observed.

The limitations of our study include the limited sample size as well as the retrospective study design. Although the 
treat-and-extend regimen was used by all participating retinal specialists, it varied slightly based on the physician as well 
as the patient’s history of response to prior anti-VEGF therapy. In addition, all study eyes had IRF and/or SRF within 6 
months of starting faricimab, but only 14.8% of study eyes had no IRF or SRF on OCT at baseline. Despite this, our 
study found a significant reduction in mean macular thickness after starting faricimab.

In summary, this study provides additional real-world data and insights on treatment outcomes using faricimab in eyes 
with nAMD previously treated with other anti-VEGF agents. Faricimab demonstrates improved anatomical outcomes in 
patients with nAMD while decreasing the frequency of injections. The benefit of faricimab over other anti-VEGF 
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therapies may be diminished in eyes with nAMD that have been refractory to multiple different types of anti-VEGF 
therapies. Faricimab appears to be well tolerated in most eyes, but a few eyes had new vision change or worsening soon 
after starting faricimab despite stable exam and OCT; these changes appear to resolve after stopping faricimab. Since 
faricimab is a relatively new therapy for nAMD, future larger studies are important to fully characterize the efficacy, 
safety, and long-term effects of faricimab in eyes with nAMD.
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