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ABSTRACT Objective: To investigate the risk factors for resistance to VEGF therapy in neovascular age-related macular degenera-
tion. Methods: 90 patients with nAMD who received treatment in our hospital from May 2019 to May 2021 were selected as the research
objects and treated with VEGF. According to their drug resistance, the patients were divided into drug-resistant group (n=19) and non-re-
sistant group (n=71). The data of the patients were collected and the risk factors for drug resistance were analyzed. Results: Univariate
analysis of risk factors for anti-VEGF treatment resistance showed that risk factors were associated with AMD type, PED, ellipsoid band
integrity, effusion, hemorrhage, BCVA, intraocular pressure and CRT abnormalities (P<0.05), but not with gender and average age(P>0.05).
There was no change in the level of CRT in type I [ -type CNV patients before and after VEGF treatment (P>0.05), and the level of CRT
in type I [ -type CNV patients and mixed CNV patients was decreased before and after VEGF treatment (P<0.05). Multivariate Logistic
regression analysis of drug resistance of anti-VEGF therapy showed that the factors that finally entered the main effect model, namely, the
multifactors of drug resistance of anti-VEGF therapy were effusion, PED, bleeding and AMD. Conclusion: Resistance to VEGF therapy
in neovascular age-related macular degeneration is associated with fluid accumulation, bleeding, and AMD type.
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Table 1 Univariate analysis of risk factors for resistance to anti-VEGF therapy (n=90)

Variates Drug resistance group (n=19) Non-resistant group (n=71)
Male 15(78.95) 56(78.87)
Gender
Female 4(21.05) 15(21.13)
The average age (years) 63.03+ 10.43 62.79+ 7.56
Type 1 CNV 2(10.53)* 58(81.69)
AMD type Type Il CNV 11(57.89)* 5(7.04)
Hybrid CNV 6(31.58)* 8(11.27)
PED 9(47.37)* 32(45.07)
Ellipsoid band integrity 3(15.79)* 60(84.51)
Effusion 5(26.32)* 63(88.73)
Bleeding 6(31.58)* 68(95.77)

Note: compared with Non-resistant group, *P<0.05.

3 2 ¥ VEGF i&rmzy i E it B B R B E RS54 (n=90)
Table 2 Univariate analysis of risk factors for resistance to anti-VEGF therapy(n=90)

Variates Drug resistance group (n=19) Non-resistant group (n=71)
BCVA(LogMAR) 0.83+ 0.34* 0.95+ 0.29
Intraocular pressure( mmHg ) 15.74+ 2.42% 13.32+ 1.98
CRT(wm) 497.76% 108.74* 542.77+ 144.29

Note: compared with Non-resistant group, *P<0.05.

®3 HLRBEERITAE CRT L (n=90)
Table 3 Changes of CRT before and after treatment in different types of patients (n=90)

Type I CNV Type Il CNV Hybrid CNV
Before the treatment 47758+ 133.10 545.58+ 109.30 551.71% 127.47
After the treatment 461.84% 112.37 452.17+ 105.67* 440.88+ 111.37*

Note: compared with Before the treatment, *P<0.05.

3 4 B VEGF &7 M Zh it e E R i % F 3 Logistic EIF53 47

Table 4 Multivariate Logistic regression analysis of risk factors for resistance to anti-VEGF therapy

Variates S.E. Wald OR OR 95%ClI P
Effusion 1.243 3.908 6.224 1.391-6.690 0.001
PED 1.672 3.672 9.556 3.093-7.370 0.002
Ellipsoid band integrity 1.214 3.895 7.591 2.223-6.754 0.309
Bleeding 1.554 3.321 6.776 1.123-7.980 0.010
Gender 1.689 5.564 5.429 2.342-5.993 0.083
Age 1.437 3.475 6.734 1.045-7.098 0.052
AMD type 1.113 3.634 6.187 1.209-5.567 0.001
BCVA (LogMAR) 1.545 3.473 9.471 3.093-7.370 0.614
Intraocular pressure (mmHg) 1.332 3.332 7.323 2.054-6.229 0.323
CRT (um) 2.283 4.174 5.039 1.694-3.824 0.125
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