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[ Abstract] Wet age-related macular degeneration (nAMD) is the leading cause of blindness in the elderly,
and anti-VEGF is its main treatment method. At present, the treatment of nAMD still faces many shortcomings and
challenges, and the development of new therapeutic drugs and delivery methods is the research focus. In recent years,
the direction of drug research and development for the treatment of nAMD has shown diversification, including the
development of new target/mechanism drugs and new drug delivery methods, optimization of drug dosage and gene
therapy,etc. , in order to reduce treatment frequency, prolong treatment interval, improve patient compliance, and
maintain or improve vision in the long term. Ophthalmologists should have a comprehensive understanding of new
drugs and explore strategies appropriate for patients with different subtypes of nAMD to achieve a move toward
precision medicine.
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RCT( I 3H) % 5 14 4T MR AN IR AEs & 4 3™ SR % (48 ) AR
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RC-28E RCT( M%) RC-28E vs. il #1 74 BCVA-MC(48 f) HEEH
P VEGFR - OPT-302 RCT( 1M 1) OPT-302 vs. T 2k Hid BCVA-MC(52 ) el
92541 RCT( ) OPT-302 vs. P 1 75 2 BCVA-MC(52 ) mE
CLS-AX RCT( b ) CLS-AX vs. ] f1 75 % BCVA i ify 7 BF [0 4 5 19 725 4k (36 Ji]) EE L
WEHALE Y UBX1325 RCT( T 3%) UBX1325 vs. il #1 75 TEAEs e A
ATt 1 ¢ PTA P 8 mg RCT(II) BRI 7 8 mg(q12w) vs. BITAA PG 5 BCVA B IELL 9725 4k (48 1) AR EE -2
VEGF Zj ¥ 8 mg(ql6w)vs. FTA TG 2 mg(q8w)
MvEsk s RCTCILH, P A P Bk BT vs. PR P BCVA B AELE 19725 4k (48 1) ECE X
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RCT( I 3%) RGX-314 (4L W B 145 2 ) Bikdr RGX-314 #2312 (24 ) AR 2
RCT(Mb/MHM)  ROX-314(WPIBLFHEAZ) ) vs. HERHH  BCVA-MC(54 ) Rk
RCT( I ) ROX-314 (MM BT RE24 25 ) vs. PTAATGE  BCVA-MC(54 1) H3E
ADVM-022 RCT( I 41) ADVM-022(IVT) HRABFIAE BRI AEs J A 200 B A B (54 1) A5t
BCVA-MC (54 J&)
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T nAMD : 557 A= 148 PR AR 8 AH S 1 B RE AR s VEGE : 1 48 N R A I 77 RCT : B AL B 36 s BCVA ﬂﬂ%%ﬁ?‘ﬁﬁ MC . B 22K F- 19 - 34 28 1k 5
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B 12 IR 25 1 IR sqléw & 16 425 11k

A5 15 ql2w:
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