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Abstract

e Diabetic macular edema (DME) and age - related
macular degeneration (ARMD) are the leading causes of
visual impairment and blindness worldwide, and their
common pathological features are increased vascular
permeability and abnormal neovascularization, in which
cytokines such as vascular endothelial growth factor
(VEGF) and angiopoietin-2 (Ang-2) play an important
role. Intravitreal injection of anti-VEGF agents significantly
changed the clinical management of DME and ARMD, but
limitations such as the non - responsive cases, the
treatment burden and risks caused by frequent injections
need to be overcome. Faricimab, a novel bispecific
monoclonal antibody that simultaneously targets VEGF-A
and Ang-2, can effectively reduce vascular permeability,
decrease the number of neovascularization and alleviate
retinal edema. Registered clinical studies have shown that
Faricimab is effective in improving vision and reducing
retinal edema, which is non-inferior to Aflibercept and
Ranibizumab, maintains a long dosing interval, and has a
high safety profile. This article reviews the latest advances
in the treatment of DME and ARMD with Faricimab.
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degeneration, ARMD) "', DR J& ™ 5 f& S W bR o £ & 0 T
(AR 2B A8 O 2 iE | R BRAE B HR 2.2% ~ 12.7%
JE20~71 H BRI FZEES  MEN DR BRI —
Fofr v FE AR S Pk B AR 4 O & A, DME A & £ 7E DR 1 AF:An]
BB, & DR Bk i i WR A . #F9E R B, DR
BT DME HBUR R A 2.7% ~ 1%, MR AE 25a DL LAY
BB REA 30% Y . HET,DME 5 B3 A DR
FEAEME DR & 8 50 Jy™ B gl DR AR5 0 7 09 30 AR
AR K HAIRYF A LR R B BRSO Y ZEBER AR
29 R 2Z /i, 8838 172 19 DME JETE 2a WA T
247E 2 AT LA BRI Rk, K2 R B IR T
DME J2 0 Bl F o 8 2 0L AR 3 JRORE B9 B 6, ARMD
SEAFIR R T 60 & NHEA AT e BT A 2L SR R
FAE 65 % LA 1 AR %35 B 10% ~ 13% , H & i %
Wil A7 0 S W A o A R LI ARMID 432 T
P ARMD H1 3 2B 1 & 4 ARMD ( neovascular ARMD
nARMD) W FHE AT Hirp nARMD (%42 5K 5 2 B i1k
M HHTIZ) 1.96 {23 h1%] 2040 454 2.88 12, 7 ARMD
eI A T nARMD J 7 L 35 90% 7

1% P B2 A2 K L F (vascular endothelial growth factor,
VEGF) £ DME 1 nARMD [ & A= v & ¥ 5 ZE/E T, nl
540 ) I A 145 ( retinal neovascularization, RNV ) 5§ ik 2%
JIHT A 145 ( choroidal neovascularization, CNV ) A i, 38 i1
01 A5 3 375 P R A I, — 0 X 6 e, 3 T e O AR R R
A0 R 7K e Bz 2 B o 0 X JEE JE (central subfield thickness,
CSFT) 34" BRI A ST VEGF 2550 n] 45 204 il
VEGF Rk | M08 10 0 15 % ik 28 RS i 1L A5 1) 388 35 % , 977 161
BAE AR B, AT 35 2% A g, H AT E B DME A
nARMD I FRYG YT Y —Ze b # . SR, R BLSE b iy
A RE AR W IR YT 5 R AN 58 42 Fil/ 8 T8 1
2, FEWL VEGF MUHHATT 1a IR 0A 29 20% 1Y - R &
WI1, 2 50% 1 (& W AR 38 5] 20740 K LA EPE
Ab, e B2 T S I FIG Y (B 4~ 8wk) BRI AE
[ N N T e T A S S o 2 N .2
F2U BRI G e e A 5 A TR A R R 2 R T
B4R AMERL R TR 5 N BT i ) SCHE ) R, R T B IRk
Sela) i [ NS — BAE TSR R BRI TR .
BFT B, I A K -2 (angiopoietin—2, Ang—2) REfE
TEAPEIN ] Tie—2 BERR L AR LA P 1 20 B J2 10 A2 E P
FEAE A AE P R A X VEGE 1 & 42 i 78 A= il PR 7 B8 A
JB&, TE Z2 B0 I RS 10 755005 (24 DME Fil nARMD) h &
FEAE R, B A 52 ol — FA 7 s e
1 Faricimab BJ1E A#LH R ESF =
1.1 Faricimab @& 9  Faricimab ( 32 % V9 B B0, 75 & 4% .
Vabysmo ) & & [K /A 7 FF & | CrossMAB F &5 B & 09 15 4~
LR BT 1 BURE S M BT, Al (] e 8 1) 285 5 5 B Oy
VEGF-A #l Ang—2""". CrossMAB J&—Fl & A H AR | %4
AREETBURE S 126G HUR R — AR 4SS G Fr B (Fab) B N
PIBTAARZE A 388 9 58 S, DABA DR OSURE S Bk v iy e 55 3G
& HIEEEEMLS S ARV F b 2 DA ER
SO B R R AN 5 R R BURM L,
CrossMAB HYJTEAEAE 7 Fasg tE  nI T R PR Z DI REE Ty
TR I ZFES™ . Faricimab T 2022-01 U3k AH %
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& A Z5 9% PR (Food and Drug Administration, FDA)
L T477 DME Fil nARMD , 3 F 2022-03 #il 2022-09
Sy S H A TR ARAE
1.2 Faricimab 4> F4& #5484 R  Faricimab J& —Ff XL
FESEME 1gGL FiLiR, i Fah 150kDa™’ | Faricimab )43+
i+ 915 VEGF-A Hl Ang—2 Z54 1% 2 /> Fab FIZ &4 Y
FBCAT 45 i X (Fe X)) B G, AT 43 5 25 6 JF B[R] 40
VEGF-A Fll Ang-2""", Hivh Fe Xl 5] A p329 G R4
AT 45 T 2 B AT By 1k e e i Y B4R Ik
Gh oA aI A 3A SR UEAR T 25 B R, T A
Faricimab B FEAT R4 58 15007 4 1 352 45 19 [ B, s % 4
SEERIER T P9 REE R 0 2 AP S A B[R]
B2

G LB, Faricimab B35 0K N 45 25 )5, LK 245 0 ik
TE 0.5 ~ 3.0mg 1Y I &2 30 [l 4 52 L 49 3 i, B 3. 0mg Al
6.0mg | it 22 [A] () 2 #F B AH M, T 1. 25mg D fR R BT
( Bevacizumab ) ) 4= B 7% % 57 1 =& 1.5mg Faricimab i 6.1
f5511%7 . Faricimab B9 I 3% ¢ BE7E 1R 5 5 24 2d 3k 3] (E ,H
SRR 2 7.5d, 7E DME Fl nARMD H2 % v (9 3k 04
He 435914 0.23+0.07 ,0.22+0.07ng/mL, {EH B 251
B RS UR YA A A R S B 2 B R
1.3 Faricimab X 4§ 514 %8 (2 1€ A #1%1
1.3.1 Faricimab ##) VEGF-A R4 R0 m/ERALH
VEGF, JUHJ& VEGF & Z % 1% VEGF-A TE IR P 145
PEZIR Y SR AL Hh L B AR A L H AR
VEGF VA4 038 55 0 N 1 56 25 9, an DU AR B4t | 7 2RS4t
( Ranibizumab ) | K¢ #9 P8 3% ( Conbercept ) F1 Fil #4 P4 &
( Aflibercept) % B .~ nARMD Fl DME 83 89— 2497
IZ ., XLk [R], Faricimab 78 A] 38 31 5 VEGF-A
T SRR 4 B AT SO A A I A R AR A AL s s e
1.3.2 Faricimab #1#] Ang-2 B4 F 4 = /E A HLH
Ang-Tie—2 i }%Z 5 MAE RS W PE T | 1 THOA 5% 19 - i
Fa B A i A8 A ORI 4 1 #2457 J& DME 1 nARMD
RIFHIL v 5T AE B PE A RN AT 0] B iR AR 2 —, Tie—2
SRR TN N B A0 M A — Fh S IR AZ A4, & Ang OZ5 &7
Ko Ang—1 1 V-5 LA | J&] 40 B FR B 4T 4E A A 7 A, 5
Tie—2 SZRZE G J5 U wE R AL T80 | i — 20 i 1l
7 DAY 2 0 UL A R 200 L ) 32 2 1 e P R 3 4 ) g
FIREE , IR Ang—2 A9 7= A, 78 955 BEE 1045 A2 B rh
ORI ER . Ang—2 M N K410 A=, 28 Ang—1 BIF5 9L
8 S PSS A Tie—2 324K BEWT Ang—1 U280, #1146
Tie—2 [REIR A6 IF Al G35 , DA 52 3500l 452 e 1 185
LR 235 K0 S5 R0 P B A A 28 A 5 i o A B AR 1
T ,Ang—1 BRI E = T Ang—2, SR, 7E55 FLIR B 4N
BT R R | e IR B A N BAE SRFER, Ang -2 WA
N B2 4R Y Weibel —Palade /IMA R, ek K1 = B
F LA A S B Ang—1 F1 Ang-2 FIR LB 0
SEECIL I S I 3 A T O, A AN T 2 PN AR AR
281 S sk ] Ang-2 5 Tie-2 W45 4, Faricimab 1
IR BRS04 38 A 1 U0 B A LT B, R AR 4 S
HHE,
1.3.3 Faricimab X4 R ME B EMERMLE  Ang-2
HVEGF - A w] Hp[] 2 i P Bz 40 M iy 30 8% Fa 4, 98 55 1
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I, 0 R AR A A R, B AT BUn A ) g R
2P Ang—2 mRNA 7KV 3242 4% VEGF 76 P 1) £ F [
F¥EM, VEGF ik B AT7E —E F2 B AL Ang-2 4=
B IR, Ang—2 B3 i P Rz 40X VEGE f) A5k
) Ang—2 FTHESRT VEGF B BIPED . /EN Ang=2 Y
FEBUR , Ang—1 P38 520 05 58 SR B 43— S 00 N 24 i
() 285 B RN RS P B A B 5 B Y UL 30 &R i 42,
VEGF-AZFRAEA U175 T 10 145 38 T , I 05038 1l A5 Bt B g
FECO a3 A A A AT — S T S B Ang -2 Al
VEGF-A HAMMRIEH . SRR AE A X CNV 17
B R BT 2T W, Ang—2/Tie—2 i #% F1 VEGF 3 % 18 i
B2 1T RBT R WA A AP R , 2[R 2 S e B A=
I TR A, 38 I 5 A P e R AR AR s [R] Bst
il VEGF—A 1 Ang—2 T DL R A i 457388 325 14 , ok 6 400 IO
AR ol ot A e AR R R 22 e B R AR &
B, 5P VEGF HL257A Y7 M L, Faricimab 15 4 37 8D BURE
PERHT X VEGF-A H1 Ang—2 Ft WU EE 411 H1] AE 5 A5 %5 b sk
N T A R
IEAI%L,,TJC[H,M] .

2 Faricimab i fft I R #F 55

2.1 Faricimab j&¥r DME By B2 1%

2.1.1 BOULEVARD # 5% ( Il #1) BOULEVARD #ff 5%
(NCT02699450) " J&t — T 76 3 [§] 59 A4~ Hp i ik 47 1)y 30
36wk BIREHL AUH & BRI R, AF 58 PEAN T A
[ 35 & A1l 2 19 Faricimab 5 75 ¥k S50 N T DME 1) 22
S MR A 18 3 M UL E L Hw AR EA ST (best —
corrected visual acuity, BCVA) 24 ~73 A~ ) DME 3%
229 i) (FHHRIRIAIT W 3 168 14, BRE AR 05 4% 2 B F 1K
W ST BT VEGE 25 3R 97 I B 3 61 191]) , 913k B 3 LA
1:1:1FEHL5BL 7 Faricimab 6.0mg 20 (n =55) | Faricimab
1.5mg 4 (n=54) K FREREAHT 0.3mg 4 (n=59) , BEA: 1 4
Z YRS VEGE 25903897 B H DL 121 BAL S
B 7F Faricimab 6.0mg ZH (n=29) AT ERHHT 0.3mg 4H (n=
31), B B 4wk H23Z2 i AT ST (qdwk) |, FEIRTT
5 I R 36wk, IZWFSRIIIAYT G 24wk 554
BCVA HB AR UAEAE b R EY s br, 5 R B, T
RITLH 3R B F 3L E 4 24wk I #1378 B4 Faricimab
6.0mg 21 Fil Faricimab 1.5mg 417F 2035 40 01 7 i dE 4 30 T
RSP 0.3mg 2 (13.9 DF Bk vs 11.7 D55k vs 10.3 4
b)), Hrp Faricimab 6.0mg 215 B BR ST 0.3mg A Lk 2%
S EAGIEE (P =0.03) ; WEAT R 42 32 3 38 1A 0 1 5
i VEGF 25917577 i) e & Faricimab 6.0mg 4H R BRI
0.3mg Zl BCVA #1235 (8.3 D78 vs 9.6 15 4f) .
AN FE FEIRIT L5 A B E CSFT ¥ 18 3 N %, wlih
FB 3 Faricimab 6.0mg 1 Faricimab 1.5mg 20 CSFT F#{KFE
BT TR BT 0.3mg 4 (225. 8pum vs 217. lpm s
204.7wm) s BEA: 85 $2 57 B 388 0 Jis 78 BB VEGF 25 913R 97
I £ 7 B RE Y 25 5 (186.6m vs 148.0pum) . %A 5T
WRIFSE  Faricimab 3697 DME W78 &k 5 7 1 6] 1) B34
FYIRIFRAAE S | CSFT B 57 AR IR [ I ) J2 DR ™ dE 2
PR BB A O, HAE 24wk BETTW G, SR ERAHT4AH
Lt , Faricumab &7 1 & AT A L6 3R 15

2.1.2 YOSEMITE #1 RHINE &z ( Il 88) YOSEMITE #F

%% (NCT03622580) #1 RHINE fiff 5% ( NCT03622593 ) ' 2 %
i L #% Faricimab 5 FA1PE 597 DME A 8501 F1 % 4 1
PIRTHEE BUE 20 i R AR RPN BB SE . DF5E 9
A 353 18 2 R UL B REIRYTHY DME 1 89141
(YOSEMITE #F %% : n = 940; RHINE W 5%. n = 951), LA
1:1: 1BEHLSTBCAE Faricimab 6.0mg q8wk £H ( qdwk 6 )5
Mk 8wk IR YT 1 1K) | Faricimab 6.0mg 144k 16 97 [H] B
( personalized treatment interval , PTI) 2 ( gdwk 4 ¥R J5 2N
PTI) FIFAI VS 2.0mg q8wk 4 (qdwk 5 WIS N 8wk A
J7 1 IR) , Hord PTI A AR H5 52 95 1 211 328 A0 8 8 1 24 (] B
H qlowk, PISBFFEEIR HIRYT G 1a 5 A5 BCVA R
P ASAAEAE o 2P RTE bR, 45 R RN 5 8 T %
2 5 Faricimab 6.0mg q8wk ZH Fll Faricimab 6.0mg PTI £H7E
e L D0 7 T ¥ AE 45 AT BT AT PR 35 2. Omg q8wk 41
( YOSEMITE #F5% :10.7 F8F vs 11.6 D4 05 10.9
+; RHINE 5% :11.8 7+ vs 10.8 F+HF s 0.3 ~F
), dAh, I 5T ) 7R |, Faricimab 6.0mg q8wk ZH #
Faricimab 6.0mg PTI 4 7F F 2R 7 & & CSFT W W& T
R, H AL T BT A 7S 3 2.0mg q8wk Z1 ( YOSEMITE #f 5%
206.6pum vs 196.5um vs 170.3pum ; RHINE 57 : 195.8um vs
187.6pm vs 170. 1um ), % B 5% 36 UE 52, 697 1a )5,
Faricimab 6.0mg PTI 41 1 i 12k 70% 1 18 & 4 45 K T 5 55
T 12wk [ RS2 25 )5 %8, U] Faricimab £ YOSEMITE F
RHINE /58 i f2 /s H 305 i 4 A M AT, il 92 e 7
B4 7 EI fE 2B K 2 16wk, Faricimab 7£ DME & & J4)} i
7 RS = A A AR g S A

2.2 Faricimab 847 nARMD BYH& 3 1%

2.2.1 AVENUE # = (Il #8) AVENUE #f 5%
(NCT02484690) "' J& — I 76 3¢ [§ 58 4~ Hh.Co 47 1)y 0]
36wk FUBENL OUE X B 1T 3 IR 56, 3228 B & 0F
AR TR ) &2 M7 2 1Y Faricimab 5 85 B B3t T
nARMD ) 22 5%, RN A 50 & K UL b R&WRIT.
BCVA 24~73 AFH; HAFHE CNV ) nARMD 3 263 i,
Ph3:2:2:2:3 BEAL /3 BCTE B BR 9T 0.5mg qdwk ZH (A 4,
n=68) Faricimab 1.5mg q4wk 20 (B Z1,n=47) ,Faricimab
6.0mg qdwk 21 (C 24 ,n=42) Faricimab 6.0mg qdwk 4 IKJ5
MR AE 8wk JRYT 1 IR (D H,n=47)  FERHHL 0.5mg
gdwk 3K JG BN Faricimab 6.0mg qd4wk (E 2 ,n=69) , %%
FEAR, 5 A HM I, 5 36wk B 41 BCVA K IE #7484k
H+1L.6NFHE(P=0.52) ,C HN-1.6 MFFE(P=0.53),
DAHN-1.5PMFB(P=0.53), \% 12wk JFH4,E 4
BCVA G 1E 3280 K- 1.7 A~ F 8 (P=0.30) , 26 36wk,
Faricimab 7EAL0 FIF 5 203 T 5 IR ELYTIT RO Y
2.2.2 STAIRWAY # 35 ( Il #8) STAIRWAY #f %
(NCT03038880) " J&:— Wi Sy ] 52wk AYRKEAL , £ 0y S
Front R TSI RIS . 9S50 & R DLT (R4
BT BCVA 24 ~73 B HAFE CNV 1Y nARMD fE 3%
76 i, LA 1:2:2 FEHLA BLAE B BR BT 0.5mg qdwk 4 (n=
16) .Faricimab 6.0mg q12wk 2 ( gdwk 4 )5 N 12wk i/
J7 1 X ,n=29) Faricimab 6.0mg ql6wk 2 (qdwk 4 Y/ SET
16wk BT 1 W, n=31), ZR BN, 24wk J5, %
Faricimab Y577 B85 T 65% (n=36/55) JCik sh 9% 25 Ik
P55 52wk B, BCVA 2 3% F2 76 5 BR PR 4T 0.5mg qdwk
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2 Faricimab 6.0mg q12wk 21 } Faricimab 6.0mg q16wk £
BAEER(11.4 DFHRE vs 9.3 F B vs 12.5 ~FHE) , =
LT S URB TP A RO R 12,9 .6.7.6.2 TR, BEAL, i F
228 B 3 1 7R, Faricimab 6. 0mg 12wk il Faricimab
6.0mg ql6wk 415 45 H CSFT T FEFLEE FI 96 2 1 45 1
SR AR BB IR T AR A8 5 TR ER BT 0.5mg qdwk 1A
M T B YT AR B AR SR AR 25, ELAE 52wk Fifi
Vi) o] 4507 i BCVA JEHBUS ) 2=k B S T F
BRI,

ARG KA ST 278, Faricimab A1 T 55 Bk BT
AL RE, T Rr B K i 4 25 R0, 31X 0 J 22 T4 I
PRIRES i T 5 R 25 T 5L
2.2.3 TENAYA #1 LUCERNE #3 ( ll 88) TENAYA W
5% (NCT03823287) I LUCERNE #F 5% ( NCT03823300) **
SE I LEHL Faricimab 5 B AR Y7697 nARMD A 2501 F1
LMEREIIETE BEPL BT | 2 ot 1 A T BB 5T
RN 271 Al 50 2 KDL RERY7 ) ARMD &
#1329 il (TENAYA 5% . n = 671; LUCERNE #f 5% :n =
658) , L) 1:1 FEHL4BCAE Faricimab 6.0mg 2H ( q4wk 4 IR )5
BCH PTL) BaIAA PG 2.0mg 2 (gdwk 3 G BUH 8wk 1RYT
1K) Hod PTI AR 4 55 20 24wk 9 106 o B ) 4% 7 24
IF1 B (R4 8wk, B l< ql6wk) . 455K 5B 40 44 48wk
f BCVA B3t 8 ( F2LY7 8035 45 ) 76 Faricimab 6.0mg 41
LRI PE % 2.0mg 2H 5 3FE 25 %0 (TENAYA 1 5¢.5.8 > F
#F vs 5.1 A~F+F; LUCERNE #F%7:6.6 >+ vs 6.6 F
) 55 48wk I}, CSFT ¥ W 3 F f% ( TENAYA #F 5%
136.8um wvs 129. 4pum; LUCERNE #F 5%. 137. lpm s
130.8um) ,, i AT WL Faricimab % qléowk BEIT R
TS KR 1 3R 25 5 ZEXT ARMD {34 K iR 97 2
BB HTHE T, Faricimab 4 Bl AT V5 3535 97 (8] BR 50 K, 7 4k
B
2.3 Faricimab 9 & £ 4% DME ) YOSEMITE FI
RHINE #F5E M &1 % nARMD ) TENAYA Al LUCERNE #Jf
FEHILE S 2 AR HT 7R |, Faricimab T332 75 BT A g5
1EVRYT Y B SR E 43 FE IR ( YOSEMITE/RHINE A5 .
0.3%/0. 1% ; TENAYA/LUCERNE B 5%: 0. 9%/2. 4%) ,
Faricimab JGJ7 1a PWHRFA B 24 & A 2R 55 Bk v % AH 4L
(YOSEMITE #ff 5% Faricimab 6.0mg q8wk #ZH vs Faricimab
6.0mg PTI 21 vs BT PE X 2.0mg q8wk 2H:31% vs 34% wvs
33% ; RHINE fff 5% Faricimab 6.0mg 8wk ZH vs Faricimab
6.0mg PTI £ vs FTAAPE X 2.0mg q8wk £H:43% vs 37% vs
36% ; TENAYA 5% Faricimab 6.0mg 2H vs FIHIPE 3 2.0mg
2H :36.3% vs 38.1% ; LUCERNE WF5E Faricimab 6.0mg 2H vs
BTV 2.0mg 2H :40.2% vs 36.2%) , BR &R ™ 8 A B4
KW E M 24 (YOSEMITE B 5% Faricimab 6.0mg q8wk
2 s Faricimab 6.0mg PTI 2 vs R 1 7 2.0mg q8wk 4 .
1.9% vs 2.9% vs 0.6% ; RHINE fiff 57 Faricimab 6.0mg q8wk
2 vs Faricimab 6.0mg PTI 4 vs [y e 2.0mg q8wk £H .
2.8% vs 3.1% vs 1.9% ; TENAYA B5¥ Faricimab 6.0mg #H vs
B A P ¥ 2. 0mg ZH: 1.2% vs 1.8%; LUCERNE #f 57
Faricimab 6.0mg 41 vs BTAAPE I 2.0mg 41:2.1% vs 2.1%) ,
BT WESEHR N 98 4iE (intraocular inflammation , 101) & A= 14
B A% ( YOSEMITE WF %% Faricimab 6. Omg q8wk ZH ws
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Faricimab 6.0mg PTI 21 vs P P 2. Omg q8wk Z.:
1.6% vs 2.2% vs 1.0% ; RHINE W 5Y Faricimab 6.0mg q8wk
2 vs Faricimab 6.0mg PTI 2 s Ir] A 7 S 2.0mg q8wk 4 .
0.9% vs 0.6% vs 0.3% ; TENAYA 5% Faricimab 6.0mg 2H vs
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