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Long-term Results of Reduced-fluence Photodynamic Therapy Combined with Intravitreal
Anti-Vascular Endothelial Growth Factor for Polypoidal Choroidal Vasculopathy
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Purpose: To evaluate the long-term effects of reduced-fluence photodynamic therapy (RF-PDT) combined with intravitreal an-
ti-vascular endothelial growth factor (anti-VEGF) for polypoidal choroidal vasculopathy (PCV).

Methods: Twenty-two eyes of 21 patients with PCV that were followed up for more than 24 months after RF-PDT and anti-VEGF
combination therapy were retrospectively reviewed. The patients received intravitreal anti-VEGF (bevacizumab 1.25 mg, ranibi-
zumab 0.5 mg, or aflibercept 2.0 mg) within 7 days of PDT. Patients were retreated with either RF-PDT and anti-VEGF injection,
or with only anti-VEGF injection, as indicated. The main outcome measures were best-corrected visual acuity (BCVA) and cen-
tral foveal thickness (CFT), which were measured before and after combination therapy.

Results: During follow-up, the mean logMAR BCVA significantly improved from 0.75 at baseline to 0.54 at 12 months and 0.52 at
24 months (p =0.009 and p = 0.032, respectively). The mean CFT significantly decreased from 409.8 um at baseline to 234.1 ym
at 12 months and 245.9 ym at 24 months (p < 0.001 and p = 0.001, respectively). In 20 eyes (90.9%), the BCVA remained stable
or improved.

Conclusions: The efficacy of this combination therapy for 24 months resulted in stabilized vision and anatomical improvement.
RF-PDT combined with intravitreal anti-VEGF injection could be an effective treatment modality for patients with PCV.
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Table 1. Patient clinical characteristics at baseline, 3, 6, 12, 24 months
No. of
Patient Age Follow-up logMAR BCVA CFT (um) treatments . VA
No. (years) Card months Base- 6 12 24 Base- 3 6 12 24 PDT Anti- eSS change
line line VEGF
1 82 F 61 07 02 02 03 03 29 155 155 155 155 1 2 Bevacizumab Improved
2 75 F 59 05 02 - 03 02 370 180 - 255 210 2 3 Bevacizumab Improved
3 81 F 61 07 04 07 1 0.8 340 125 150 330 240 2 6  Bevacizumab Stable
4 75 F 60 05 03 03 03 - 535 185 270 255 - 1 2 Bevacizumab Stable
5 76 M 37 1.7 09 1 09 06 730 185 145 315 150 2 5  Bevacizumab Improved
6 63 F 51 122 05 03 03 03 325 180 180 170 305 1 2 Bevacizumab Improved
7 83 M 25 07 05 06 04 06 380 275 320 300 365 1 5  Bevacizumab Stable
8 79 F 50 07 05 02 02 04 250 160 140 140 140 1 1 Bevacizumab Improved
9 57 F 47 03 0 0.5 0.1 0.1 650 190 625 165 165 1 3 Bevacizumab Stable
10 75 M 40 02 02 - 03 04 250 250 - 230 360 1 5  Bevacizumab Stable
11 51 M 38 0 02 0 0 O 390 185 185 185 185 1 1 Bevacizumab Stable
12 63 M 38 05 03 05 03 05 39 160 270 120 120 2 3 Bevacizumab Stable
13 70 M 25 1 0.7 06 07 14 430 430 310 400 525 3 13 Bevacizumab, Decreased
ranibizumab,
aflibercept
14 64 M 36 1.7 17 17 17 1.7 310 160 160 310 245 1 5  Bevacizumab, Stable
aflibercept
15 73 M 35 07 04 01 0.1 0.1 685 245 275 195 195 1 3 Bevacizumab Improved
16 64 M 35 01 0 01 02 02 340 150 210 265 200 1 7  Bevacizumab, Stable
ranibizumab,
aflibercept
17 57 M 34 03 0 0 0 005 405 180 180 180 345 1 3 Bevacizumab, Stable
ranibizumab
18 79 F 33 04 06 07 06 04 415 255 425 280 140 1 9  Bevacizumab Stable
19 69 M 29 1.3 09 1 09 1 425 170 170 170 365 1 2 Bevacizumab Improved
20 75 F 31 06 05 05 07 052 410 150 150 210 220 2 9  Bevacizumab Stable
21 61 M 27 1 2 1.6 14 1.3 175 115 115 115 83 1 1 Bevacizumab Decreased
22 57 M 25 1.7 3 - 1.22 015 520 - - 405 450 2 5  Bevacizumab Improved
Average 69.5 308 075 064 056 054 052 409.8 194.5 2334 2341 2459 14 43

BCVA = best corrected visual acuity; CFT = central foveal thickness; PDT = photodynamic therapy; VEGF = vascular endothelial growth

factor; VA = visual acuity; F = female; M = male.
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HolA| ke (p=0.272) (Fig. 1).
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Figure 1. The changes in mean logMAR best-corrected visual
acuity (BCVA) over time after combination therapy. The mean
logMAR BCVA significantly improved at 6, 12 and 24 months
after combination therapy. "Paired t-test (p < 0.05).
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Figure 2. The changes in mean central foveal thickness (CFT) on
optical coherence tomography over time after combination
therapy. The mean CFT significantly decreased at 3, 6, 12 and 24
months after combination therapy. "Paired r-test (p < 0.09).
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Table 2. Results of various treatment regimens for treatment of polypoidal choroidal vasculopathy in published studies compared
with RE-PDT combined with intravitreal anti-VEGF injection in this study

PDT monotherapy Combination therapy
Yamashita et al”> Ricci et al” Sagong et al** Yoshida et al”® This study
Treatment regimen RE-PDT RE-PDT (42 J/em®) RF-PDT (25 J/cm®) RF-PDT (25 J/cm®) RE-PDT (25 J/em®)
(25 J/em?) + ranibizumab + bevacizumab + ranibizumab + anti-VEGF
Number of patients 38 17 16 14 22
Follow-up period (months) 24 12 12 24 24
BCVA improved or stable 95% 94.1% 93.8% 92.9% 90.9%
(% of eyes)
BCVA loss (% of eyes) 5% 5.9% 6.3% 7.1% 9.1%
Mean number of PDT 1.9 1.24 1.44 1.8 1.4
Mean number of anti-VEGF - 2.88 2.44 6.4 2.5 (for 12 months),
4.3 (for 24 months)

Polyp regression rate 92% 94.1% 87.5% 78.6% 40%
Complication Subretinal No Mild choriocapillary Subretinal No

hemorrhage (13%) nonperfusion hemorrhage (7.1%)

(18.8%) Post-PDT
hypofluorescence
(20.8%)

RF-PDT = reduced-fluence photodynamic therapy; anti-VEGF = anti-vascular endothelial growth factor; PDT = photodynamic therapy;

BCVA = best corrected visual acuity.
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