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Switching from aflibercept to brolucizumab for the
treatment of refractory neovascular
age-related macular degeneration
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Table 1. Baseline characteristics when switching to brolucizumab

48 eyes of 48 patients

Age, years 73.1+6.9
Male/Female, eyes 39/9
Subtypes of nAMD tAMD/PCV/type 3 NV, eyes 17/29/2
Treatment duration before switching to brolucizumab, months 65.4+43.6
Treatment interval before switch to brolucizumab, weeks 56+t1.4
4-5 weeks, eyes (%) 23 (47.9)
6-7 weeks, eyes (%) 21 (43.8)
8-10 weeks, eyes (%) 4 (8.3)

nAMD, neovascular age-related macular degeneration; tAMD, typical age-related macular
degeneration; PCV, polypoidal choroidal vasculopathy; and NV, neovascularization. Data are
indicated as mean + standard deviation.

Table 2. Changes in clinical findings following the first brolucizumab injection

48 eyes of 48 patients

After the first

Baseline L Pvalue
1njection
BCVA, logMAR 0.26 +0.19 0.25+0.21 P=0.95
CRT, pm 298.9+108.4 241.9+92.5 P<0.001
CCT, pm 182.6 + 89.3 169.7 + 82.6 P<0.001
Duration from the first injection,
4.5 (4-7)

weeks (range)

BCVA, best-corrected visual acuity; CRT, central retinal thickness; and CCT, central
choroidal thickness. Data are indicated as mean + standard deviation.



Whole eyes
48 eyes

Drop-out
2 eyes (4.2%)
|+ unknown: 1 eye (2.1%)
* Died: 1eye(2.1%)

Intraocular inflammation (101)
7 eyes (14.6%)
= lIritis/vitritis: 4 eyes (8.3%)
« Retinal vasculitis: 3eyes (6.3%)

v

“Switch-back” to aflibercept (switch-back group)
8 eyes (16.7%)
»  Noimprovement: 1 eyes (2.1%)
«  Disable to maintain 8-week interval: 7 eyes (14 .6%)

A 4

Treatable with brolucizumab more than
16 weeks (treatable group)
31 eyes (64.6%)

Fig. 1. Summary of the treatment of 48 eyes of the 48 patients in this study 16 weeks after switching
from aflibercept to brolucizumab
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Fig. 2. Comparisons between the treatable and switch-back groups.

Mean age of patients (a), best-corrected visual acuity (BCVA) at the point of switching to brolucizumab
(b), treatment intervals before switching (c), duration from the first neovascular agerelated macular
degeneration diagnosis to the switch (d), and central retinal thickness (CRT) and central choroidal
thickness (CCT) at the switch (e, f). Error bars indicate standard deviation. The treatable group
successfully underwent a treatment interval of 8 weeks or more, whereas the switch-back group did
not.
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Fig. 8. Changes in the optical coherence tomography findings 1 month after switching to brolucizumab
in eyes refractory to repeated monthly aflibercept injections.

The graph shows the number of eyes in which the fluid shown on the X-axias was completely absorbed
(completely absorbed), was reduced (reduced), was not changed (unchanged), or was worsened
(worsened) compared to OCT findings at baseline. IRF, intraretinal fluid; SRF, subretinal fluid; and
sub-RPE fluid, subretinal pigment epithelium fluid. Fluid presence includes IRF, SRF, and sub-RPE
fluid.





