Int Eye Sci, Vol.25, No.8 Aug. 2025 http.//ies.ijo.cn
Tel :029-82245172 85205906 Email :1J0.2000@ 163.com

- kg -

Faricimab & 57 ¥ W IR Il & % %= 18 < = B 7K B gy & 1

it B

FEsle! LR RAELT K R F

2
£

gt 2]

b

S A DG, ik AREAE %5, Faricimab 1697 90 R JI5 1M 5 9%
S RE 56 1 B K b 1 B 5 0 . I BRER B e i, 2025, 25(8) :
1267-1273.

ESTH WARAESLS D AR LZE I A (No.
2019WS333) ; i BE 2 Bk 11315 H ( No.BY2020KJ56) ; ¥
PR 2 B3 A e SR 5T AL 00T H ( No. JYKTLX202284 )

e AL, (264100) 1 E IR A G T, B B2 BE 28 I IR
P22 37 (264100) 5 L A A0 5 T, B B 2 B A 5 ) s
I HR A

TEE B A OE AR TR s A, A Be BE VIR, BF 5% 5 W0
AR IS .

WIS XS, T, BARBE I, #0858 A S0, 5
I : IR JEES%. Liushu711009@ 163.com

AR H 3. 2025-04-08 BRI HHH . 2025-06-30

HE

AT, 3 35 1A s v S il A8 PN B2 AR KR F- (VEGE) 2591 2
TSGR IO S Jk EL 2 TR0 FA< i 00 Do S 722 S5 400 1R
A5 PRI A DG B B M — 3B 97 71 28 ABAEAE IR TT AL
25l JPRER A S R BRE . AR i T IR B
RS BUR 259, Faricimab i 33 [ B0 VEGF-A
FML A A2 U -2 (Ang—2) XUE B, JB I B4 0936 97 3L
Ro SCEEETIRARIm R S B A s R &R 4
T Faricimab 18Y7H PRI P 25 BEK i ( DME) 40 1) 5 i
ok BH ZEH: B BEAK M (RVO-ME ) K 6 14 8 B 7K i Ay A 52
R 53 BRI AR T HADST VEGE 259 i, IRl
B}, 454 Faricimab B2 VERRE F ok O K R #a 3 X HiAE
R A J 1L A8 5 i P B SR K b 3 o 4 el ) SRR AT R R
SCEE B TEA I RIRALIRYT SR AR IR UE S % | B T KA
BEAK I BOE KUK

K217 ; Faricimab ; 4 R P4 35 BE 7K i 5 400 9 i e fik L 22
MEVAPE BB I 5 DURE ST
DOI:10.3980/j.issn.1672-5123.2025.8.10

Research progress of Faricimab in the
treatment of macular edema associated
with retinal vascular diseases

Hou Xinyi', Wang Haoran', Dai Chunhua’, Zhang
Jing’ | Xin Meng’, Guan Zhixin', Liu Shu"’

Foundation items: Medical and Health Technology Development
Plan Project of Shandong Province (No.2019WS333) ; Science and

Technology Plan Project of Binzhou Medical University ( No.
BY2020KJ56) ; Teaching Reform and Research Project of Binzhou
Medical University ( No.JYKTLX202284)

'Second Clinical Medical University, Binzhou Medical University,
Yantai 264100, Shandong Province, China; >Department of
Ophthalmology, Yantai Affiliated Hospital of Binzhou Medical
University, Yantai 264100, Shandong Province, China
Correspondence to: Liu Shu. Second Clinical Medical University,
Binzhou Medical University, Yantai 264100, Shandong Province,
China; Department of Ophthalmology, Yantai Affiliated Hospital of
Binzhou Medical University, Yantai 264100, Shandong Province,
China. Liushu711009@ 163.com

Received :2025-04-08 Accepted ;2025-06-30

Abstract

e Intravitreal injection of anti-vascular endothelial growth
factor (VEGF) agents has become the primary treatment
for macular edema associated with retinal vascular
disease such as diabetic retinopathy and retinal vein
occlusion, but there are limitations such as variable
treatment efficacy and insufficient durability of therapeutic
effects. As the first bispecific antibody applied in
ophthalmic treatment, Faricimab achieves favorable
outcomes by simultaneously targeting both VEGF-A and
angiopoietin-2 (Ang-2) pathways. Based on evidence
from recent clinical trials and real - world studies, this
article reviews the research progress on Faricimab for the
treatment of diabetic macular edema (DME) , retinal vein
occlusion - associated macular edema (RVO - ME) and
refractory macular edema compared to the therapeutic
agents. Additionally,
Faricimab’s safety characteristics and future potential, its

effects of other based on
therapeutic prospects for macular edema associated with
retinal vascular diseases are discussed. This review aims
to provide evidence - based references for optimizing
clinical treatment strategies, thereby contributing to
mitigating the risk of vision loss due to macular edema.
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iE HRENETE 2 (s Sl s 3 R HEME R I
W5, FIRH ) VEGE F1 Ang—2 18 B& A XURR S PE 40 4K
Faricimab 28 F i R FRELAL T8 ag g =
22 Wi Z MBI R Faricimab 1E N EH R H T
IREHA YT BRURE PR, Fo P A5 T AR T B 2 1Y
Bk, 1% 25 %) i 35 knob — and —hole #L | F1 CrossMAb
CHI1-CL #i AR |, B & Be % [7] it HL k7 i 45 45 VEGF-A il
Ang-2 4 RE Jy ! o Faricimab 73 T H ) Fe i K& o H5%k
e 5L T Triple—A 28748 I/ 22 Go bk 22 8%, W] i 3 2o
P329G LALA R7AFFEMR T 5 Foy ZARMIEE A, MITTFRAE T
BIE RGOS R, X 0ol R S T AW
4tk FEAE FHIHLE 5 1, Faricimab 3 i3 £ & @ 42 & 4%
BIFVERT . (1) BHI¥T VEGF-A 5 VEGFR-2 454, 940
JIEE B 20 045 PN B ML 355 B RS . (2) R RS S
TFBI I Ang—2 2 4F Ang—1/Tie2 {5538 I 1 15 1 , (2 2 )&
UNAAE S DB IS P B 200 ) L 2 R, DA 348 o ol
FaEtE™ ) Wt o, 5Pt VEGF-A 5§ Ang—2 ML,
Faricimab (1430 41 ] 8 A 45006k 20 10 19X B ok &4 R0 A4 I
BB TR L SR R
3 RF R
3.1 Faricimab & ¥ DME B liff /R #F &
RHINE #58 B9 255 5317

(1) oF 758 & it 5 3 & {fF E. YOSEMITE
(NCT03622580) F1 RHINE ( NCT03622593 ) 2 i 3 1% it 4H
] ) T4 B 22 bt OBUE 36 M BRI RIS, B 7R T
i Faricimab 75 DME 8 # w A9 1 97 &% fn 2 4 pE7 >0
XA A 1 891 1] DME .3  BENL >y =41:1)
Faricimab 6.0 mg, & 8 wk 4525 1 ¥ (Q8W) ;2) Faricimab
6.0 mg, KN RAL 45 25 97 28 (PTL) , 45 25 (B B 7T 36 4 -
16 wk;3) Aflibercept 2.0 mg, % 8 wk 25245 1 IR (Q8W) , F
BLLT RS 56 wk B RS IEAL 1 (BCVA) MIXT T 32811
F¥AEA

(2) FEIFREE R RS RE R (KD DM
JIek 3% 7E 56 56 wk B, Faricimab Q8W # | Faricimab PTI
ZH N Aflibercept 21 BCVA “F348E 43 51 10.7 . 11.6 il
10.9 5L ( YOSEMITE #5%) , LA ) 11.8 10.8 1 10.3 4>

YOSEMITE #

¥+ (RHINE #5%) . Faricimab W™4525 7 214358 1k
LT Aflibercept BT S 2) i 5%  Faricimab
ZH 7E H YL [ R EL BE ( central subfield thickness, CST) Ji /b
T RPN A R ROR . TE% 56 wk [, Faricimab Q8W
SR PTI 4114 CST I8/ ¥ 8 35 K T Aflibercept 41, 3) %4
24 [H] b . 7€ Faricimab PTI 41H, 25 45% 0 Z 05 755552 wk
WA E] T 16 wk 25 25 [H] bR, B 4 70% 19 321X 3k 3 T
12 wkBE KA 25 0B, 4) %41 . Faricimab {38 K %2
25 Aflibercept A4, AR & IHT A9 48 4 P R)

(3) i B F RN T - IR T f#f Faricimab B3R
SPALH, 58 X YOSEMITE F1 RHINE {2 5 (9 803 i 47
THE—2007, B 5 5 1 Faricimab XF 40 ) 5 f22 351) 285 #4) 19
SN —TPPAL Faricimab 78 DME 697 A58 HFL S
T PYIFIE A FT (=350 bl AL E X 56 A — I5 UL A 5T
B, B M 2 168 1] DME M %%, BF 57 45 3 W R,
Faricimab 7€ 80/ /9 f5¢ PN ARV 7 TRV B 0 F1E 4k
7 (46.84% vs 61.72% ,P<0.00001) . B 15V & 1 &,
Faricimab & % F# X CST, 541 VEGF 24 tig > T
19.06 um(P=0.003) , 34k TR ARHVIRY CST Bl R d
M S S (-203.43 wm vs —184.04 wm, P=0.00001) , X
gk L2 1 , Faricimab VE R SRS S M 4t VEGF +Ang-2 25
Yy, v] 8 3 e R (4 AL R 8 B A 300 0 D A R
il JUHAE R DME S B A B TR IR T R
W 11 B LR

(HRKIABEVTZE IR S5 IR IRE .2 a BETTZS SRt —
HFSE T Faricimab B9 997 250 22 4 PR o TEEE 100 wk
It , Faricimab 4 5 T %5 56 wk I @900 Fy ok 3%, 9F H. 16
Faricimab PTI 217, 24 60% 1 /3 4E+F 16 wk 25 2 [H] B,
T 80% 1) FRH AEHF 12 wk BUE K 45245 (][, YOSEMITE
F1 RHINE iR 3045 . 359, Faricimab 1497 DME B A7 44
BRI B BT ) o ) 2 A AT 46 2 T B LA T
TEAE R BRI R AR % VR 7T, i A & BT Y
(A3, Faricimab & DME £ & $#24t T —#h 07 LG IR
MNARYT HEE
3.2 Faricimab i& 77 RVO-ME Wl R 3
3.2.1 RVO-ME R/RIB4AEZR R RVO R MR H 5]
R P14 L A B k8 0 8 5 4 L 2 5 S0 I I 5 fok 2 56 i
W L A RIS R A 5K B, 0 I A K
B AR 728 LA (14 A0 B AN TR) 43 R 40 0 4 < e Jok

£ 1 Faricimab 5% $#1 VEGF 25413497 DME By47 3% Lk 247

JERLFE R Faricimab &5t 9t VEGF 254 Faricimab L # A& E
BCVA 3% (ETDRS F1F)
YOSEMITE 5% Q8W. +10.7 Aflibercept: +10.9 %%, PTI LA Mgl
PTI. +11.6
RHINE #/F5¢ Q8W. +11.8 Aflibercept: +10.3 3K, BUERE AL
PTI. +10.8
224 1) B 4
=12 wk [AIF B L >70% WHH 4-8 wk W VRYT AR
=16 wk [H]f7 & LL A 241 45% 0 i IR YT S
fife i) 2=
CST W3R ITE N RO Kl B SR ) 4
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FHZE ( BRVO) FIRL I 5 g i Jik BH € (CRVO) 7, =38
BT F B I RE . BT AER T RVO KA
SR I R B . 0 3 2 B oM 04SN B 40 B8 ( endothelial
cell, EC) T, Bl )5 H B A 41 338 A= K A0 190 7K b
1B 5 B AR I A RS 1 FA 20 B 25 2k LA S EC R T R4 A 2k
iy, XA R ZAME S EENS S K Ang-2/
Tie2 {550 B 17254k 5 RVO-ME ELAG BRI AH ek, 4=
PR T, Ang—1 18 1 3005 Tie2 2K 45 £ 15 N Je fa i
PR, AW R AE BN, Ang—2 FEN Ang—1 BYHEHLH, 75
RVO KB KB T 5 e RS 6 Tie-2 24K, 33
JEIARB AT P R A GRS I A A RN, R 5] A 5%
SEN BN, 5 VEGF & R VR, i — 90 ) B 3¢ e 52
P, A A IR ME,
3.2.2 |l 8§ BALATON #1 COMINO #f 3 BALATON
(NCT04740905 ) I COMINO ( NCT04740931 ) 2 I 551 1
Faricimab 7E RVO f83& 7 80F 22 - PE ) TG BERL £
O BUE T P X BRI R 86 . BALATON 34 56 4 i
BRVO #£5,1M COMINO IR EF X CRVO 2 490 9 s i fik
FHZE (HRVO) M &, X B I000F 58 9 BE T2, Jh gl A
1 28245l RVO #3 (BALATON ;553 ffi ; COMINO : 729 i) .
BB AP (1) Faricimab 6.0 mg, {if 6 mo &
4 wk2G 25 1 IR, ZJE R ARG 255 % (PTL) |, 45 2[R
T 154-16 wk; (2) Aflibercept 2.0 mg, Hij 6 mo £} 4 wk 432
LR, ZJEH 8 wk 4525 1 IR, FEELLEZN 24 wk B
BCVA X328 24481k

BALATON F1 COMINO 735t I 3 1ifs PRI 5: 19 24 wk
¥ # W] Faricimab 7 RVO-ME B # (037 h ol 7 B 47
BT RO e S5 IR oK IR s iR 8 T
L (ST A CST JRBE Nk /D) |, Faricimab 78 490 ) 2035
HA S T Aflibercept, BALATON fiff 55 /1| Faricimab £H
1 Aflibercept 4 ) BCVA 4r B4 & T 16.9 1 17.5 4
ETDRS “F £} ; COMINO #F5E 43 58 & T 16.9 #117.3 4
FRE, PRYLTE CST Wk Jr AR, (A3 1 B 0 A, 72 T
W IR R T |, Faricimab 21 L Aflibercept 2H7H B £ /i
HAE 24 wk B35 31 B BE 2 s 1H 25 ( BALATON : 33.6% wvs
21.0% ; COMINO :44.4% vs 30.0%) , % ¥ Faricimab FY % E#
1N = ST DN RCE ey S o o sl T T
Faricimab Mif 52 ¥ R 4f, % 2% 5 Aflibercept A, W41
R A4 B N R F & AR AL, BF 58 458 X FF
Faricimab 7E % RVO-ME J&7 BYAG 256 £

BALATON 1 COMINO 50 1) 72 wk 255, TRk PEA
T Faricimab %I RVO -ME & 0997 2, Ff AP f1 % 4
PECY D BRSPS AT 24 wk SR Bl AL AR $E %
Faricimab 6.0 mg 5, Aflibercept 2.0 mg % 4 wk 1 X (Q4W)
VRIT ;24-72 wk T B E 2 Faricimab % IR & UG 1Y 4E
KAARTT I (T&E) Jr 2845 2, AR 400 1o s v ol B 138 R e £
BB LG 25 1R B (B 4-16 wk) . FEZER D
7N : 24 wk BRS04 A0 07 el st R AL IR R v e R RE ek 2 A
72 wk I} 7% #| 4k %, BALATON #f 5% ( BRVO) Hv, % %
Faricimab i B E #5181 /I\$,Aﬂiber(:ept Tk
Faricimab 21 2 & 18.8 45 +:; COMINO #f 5% ( CRVO/

1270

HRVO) 73542 = 16.9 1 17.1 A8k, ZEPIARSE o,
i 45% W) B F AR 68 wk IFIKF] =%F 12 wk 2325 1 K, %
B Faricimab H A R4 697 1 A, 16 % 41 Jr T,
Faricimab Mif 32 V£ R 4f, % 2 F¢E 5 S DME 158 A& i
PR AT I AH DG B B A P v ) I — B, ik Se 25 LR ]
Faricimab £ RVO-ME [ 35 b & 9 22 07 80/ R 41 1Y
AR A Y o S A 45 24 ) B G 3 DR AR IR T
Uik
3.2.3 Faricimab i§ff RVO-ME BJft# Faricimab i i
HE1A] Ang—2 Fl VEGF—A J& H WU i B3 [) 8407, 7672 7€ 1l
BB S 5 R A I — R D R PN 5 R Y [ R R
> T LB AT ME SEZE TR BERE . /£ RVO-ME
FRTT T BA LT e 3. (1) dE 5 P ry L ) k% .
Faricimab 7Ef0 2z A S THA K Aflibercept o
VRIT . (2) el H A B9 f ) 24 0035 « Faricimab 7] DA
W CST, IFAE R ZHUEH H 9 ME Y58 IR, X
RORTTLFEE) 72 wko (3) B A 25 24 18] B - RS A
25 2577 58 (PTI) ip, R o0 )8 Al ASEBE 12 whe s I
A2 245 8] B, W 73X — BT 2 A B2 A AR 2 a2 TS
(4) MEFENE 1% 2538 5 T M Ang—2 BYTH 14, 7] 3 5
Jo 240 B R T A VN B A RS L B AR B T . (5) H A
PEOL R« BRGIRIRGOR R 22y % 2 AT 6 DRt 2E &
BV R A A RF A, (6) HLRBUR.
LA R ICAM =1 TL—6 %8 92 P 1, 310 i) 98 E S i
£5 L iR Faricimab 7ER4F R AFIG T HOR 19 [/ 0, AT DL
FUIBIT IR, 9 RVO-ME B3t 73 A r k%,
{AZ A VAL FAE RVO-ME 697 HIPER, i T Z 45 1
KA R 1Y) 56 8% 45 SR LS R 36 BRI
3.3 Faricimab j&¥7 #ia 1 ME Bl KRR
3.3.1 MR ME BIE X R HFAE 7 A0 00 JBE il 5 14 9 s
o MEVR T ME 8 5 SCH 2 LT VEGE 1697 )5,
P JIE A b 4 S A7 AR B B KA . ST s VR 22 R A X
AL VEGF 259, 03 45 85 BR PAHT ( ranibizumab , 0.5 mg) |
D1 % Bt ( bevacizumab , 1.25 mg ) B AT A 7 3 ( aflibercept,
2.0 mg) WIRYT M AAE , KRB EF AR LT
FRAE : ME FREfF 7 F/ 805 52 53 K B R i X 5 S T S
W YNRYT IR EUR I A R
3.3.2 #EiATE ME iR R BOULEVARD 1% 19 T 2H
SIMTER DG T REAE YL VEGF YA YT 2 AN Y 41 190 J 1
EPH M ME BF . 7E 61 BIBEAIR YT ALY /3
28] ,Tﬁi" Faricimab 6.0 mg VBT B EAE 24 wk I 3R1E T
BERU AU (+9.6 D7) LT XHIRA (+8.3 4~
BE) 0T Y, 7E L B A ) A g R s T,
Faricimab 21 H 87.0% & # i5 #| CST <325 pm WIRYT H
B, WX IR ALALN 53.6% 7, X A MEIGTE ME SR 4L T
BRI AR

YOSEMITE H1 RHINE #fF 5¢ $5 48 19 )5 1 53 b o | 76
REAEHT VEGE IRITRCR AR 3 | Faricimab 3L
FERUPLH . W9 R B, X KRB FHTEHZ Faricimab 1077 )5,
PR B 58 A IR A 2 4R v, HLAERFIS R T, A
PRI H . (1) W0 P 7K B 428 1l ; Faricimab 2H 3K ] & K TG
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DME () {37 B i) 8 380 T X HRZE ., (2) 00 IR B P R T 2
2y 48% (1) R ZEAEIRTT 48 wk I A B 58 4 T0 0 I B PR 114
R, (3) IRTT G . T 70% B B TEIS 4ERF 12 wk B
FK A 2y b
3.3.3 EXLtRMIAITEIN i B ST BT oY £ b gt
—IFSE T Faricimab 7EIRY7XEIR T ME & P9 B35 1
RUE . PRI T & ( subretinal fluid , SRF) AR R i P4 Y
(intraretinal fluid, IRF) /& DME M EEAYtrEY Z— 1
WO F SR ZEN UG HOC, PF5ER X TREAE 2 Fp
Pt VEGF Z591iR 97 RO AN E R B3, ##4 Faricimab 36
T e, VR B R e JEL A B W) 2 AR ol [ 2 A R 4k A
H) 417.13£55.75 wm F&Z 6 mo Y 300.39+39.39 wm ( P<
0.001) , 2y 39% 1) B FEFEIRYT 2 IR ) 58 2 BRI IR
X — 5 SR o s

TEXEIAYE DME (3497 1 T, E1-Badawi H41BA & 17151 XF
REA:BTAA PG 2 mg JA97 I b AN ER) DME & BEAR 1T
T T L [ RO IS PRI T R 50
i) 62 HR 3 & £ 2 I i #5232 3 K40 VEGF i897 (°F3
17.3£10.7 WiES) , H&E A H 25T 6 K 4 wk [H] B A BT AR
VY% 2 mg 4T, EAAEAEIRTT RV ANE (8 SR B AT o
T &5 CST>325 wm B fE: CST #>20% Hiky7
PR <8 wk) o ZAFFENT X 2 B FH AT 4 K Faricimab 71
far il & (4 wk [0 697 5, %% o 2E K (8] BRI T7 B
(treat—and—extend) , ISR R, 12 mo )5 ,53.2% )
FHiLEN T =8 wk IGIT B, BFHBEIRR CST NEEZ Ry
406.4 +105.9 wm I FREL 2 &AW U A A9 343.1 «
117.5 um(P=0.020) . A 12.9% f 5 % 78 fix BT i 41
Fid e =10 A F Rk, BERBE S BRI DL 2 it
67.6+11.8 N FREERF 2 R A BT ) 68.7£14.6 > Fh):
(P=0.572) ., IGI7EIBE N FELR 1) 6.5+1.8 wk i FIERK =
B2 9.2+3.2 wk(P<0.001) , 345507 H 4% 7.92+
2.53IK Faricimab {E5F, 7EZ4 M7, St 491 5
{OEEE] 2 BIREAE R # A I R 2k, BRI ERIR YT R
FR TCHHI ARSI B, IZBF ST R %) T B A 7Y
HIEIT I B ASEAY DME B, Faricimab B B #9724,
RERSLE RISy A M) 2R G M I BB T R Y

SRS, R A I RS2 B Y B St 0T 5% Bdis 78 ik
52, Faricimab 7EMEVAPE DME 976 Y7 o BE [H] ik 52 B 52 35 1)
fif i) A s AT RE SR T, I FLRETE fRIIE 2 2 iy IRl A
BB BB BIRYT S 2D P R R AR
TR K Y B D 8] A B IE
3.3.4 &M Faricimab T BEHFES T K THA I
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