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Efficacy of Conbercept in the treatment of wet age—related macular degeneration in the real world

GUO Juan'?,REN Xin—jun', LI Xiao—rong'

(1.Tianjin Medical University Eye Hospital , Eye Institute and Shool of Optometry, Tianjin Branch of National Clinical Research Center
for Ocular Disease, Tianjin key laboratory of Retinal Functions and Diseases, Tianjin 300384, China;2. Department of Fundus disease,
Aier Eye Hospital, Tianjin University , Tianjin 300190, China )

Abstract Objective: To study the clinical efficacy of intravitreal injection of Conbercept in the treatment of wet age—related macular
degeneration (WAMD) in the real world. Methods: A retrospective analysis was performed on 92 patients (102 eyes) with wet age-related
macular degeneration who received Conbercept injection in Aier Eye Hospital of Tianjin University from November 2017 to October 2020.
Self—control before and after treatment was used. Clinical data in the real world were studied by retrospective case analysis. The best
corrected visual acuity(BCVA ), central retinal thickness(CRT),short-term intraocular pressure changes and adverse reactions before and
after the first injection in each patient were measured at 1,3,6 months and 1 year after the first treatment. Results: A total of 102 eyes aged
53-88 years [mean (68.92+9.61)years|,the average number of injections in one eye was (4.06+0.94). BCVA and CRT values gradually
decreased and stabilized at 1,3,6 months and 1 year after treatment, which were significantly different from those before treatment (all
P<0.01). The BCVA and CRT of patients at 3,6 months and 1 year after the first treatment was significantly different from that at 1 month
after treatment  (all P<0.05). The intraocular pressure immediately after the first infusion, 30 min after surgery,and 1 h after surgery were
significantly different from those before surgery (all P<0.01),there were statistically significant differences in postoperative intraoperative
pressure 30min, 1 h,2 h and 2nd day compared with immediate postoperative pressure (all P<0.01). Subconjunctival hemorrhage occurred
in 5 patients and was absorbed by itself about 2 weeks after surgery;intraocular pressure in 6 patients was higher than 21 mmHg (1
mmHg=0.133 kPa) and decreased to normal at the re—examination 3 days later;while no other serious adverse reactions occurred in the
rest. Conclusion: In the real world, the treatment of wAMD with Conbercept can significantly improve visual acuity and eliminate CNV in
macular area. The effect of early treatment is particularly obvious, and after intravitreal injection of Conbercept slightly increased in a short
time, but the fluctuation of intraocular pressure is not obvious.
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RS A CPE B BEAEPE (age-related macular de
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RAYGAHO, HET AMD I IR A PRh IR . 1
AMD(dry age-related macular degeneration,dAMD )7l
MM AMD (wet age -related macular degeneration,
wAMD). dAMD 95 1iE 3% B S B B X 3 5 O
(drusen) . (8,28 ZXHL A HBIEDIRZE 45 . wAMD S22 I3
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H: K A7 (vascular endothelial growth factor, VEGF )
TR DB Sk AR AL PR IR
FARIBITAF B VEGE {597 wAMD B BN ERLAYIA
J7 Y, BT L AP VEGF 2594 5 Bk 20 v [
PR T ) (ranibizumab) | DA FAPT (bevacizumab) |
BATHCTPG - (aflibercept )  FEATIPG - (conbercept ), 3
FEPEE2 th F 1 A WA T VEGF 258, B2
— iR VEGF Z2 KB 1, 7E 2013 AR5
FETPY 2 v ] ] 81 il 24 it A TRt e T 1R
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AL B R DK 2% JE 1M 45797 72 (polypoidal choroidal
vasculopathy , PCV ) Jf #E 17 T FL 52 B4 5% (real
world study, RWS), 4 B P S AE IR RIG YT e 14F
BT IEAL T (best corrected visual acuity, BCVA) .,
gL I (central retain thickness, CRT) .38
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coherence tomography, OCT ) A 1 [E| /i fi4% Spectralis
OCT,

13 it RIS AR SR 15)
AR50 AR HEAS S B o g () 26 2 g
[ , 257 BRI VU S B IR BT o IGRYTR
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L MR R AG: A 45 R PPN i R 7 O e s S 15 s
TS , UGS PR ES I/ OCT K Ar 45 2R 5 R 30
SR A ORI R T B CNV U
RTES 251



528 AEEPREER

5520 4

L4 geitaase AB5EH] SPSS26.0 HEATHUE
R R G A T RCOR BRSO 23 e (%) 3=
7R, 42 Kolmogorov—Smirnov K56 118 kL, £7 & IEA
PERTHEGORER ] xas BIE KRS, WSS HTT
ORI, M(Qy, Qs) o 55 1 YR A TH 25 B 335 A s v
Ja 14H 34 H 6 A (1 4FR) BCVA (CRT M2
1R B 33 A P 7 B i) HR R AR £ A B9 22
Kolmogorov—Smirnov ¥ 55 F1 F ¥ 5% (Joint Hypotheses
test KB HAPF G IR, 7 24855 R I 24
FAAEAR R IESEAG I (Friedman test ) %S [F] I [1]
S B B2 R AT 2 B IR, A T T4
T+, BCVA 46558 5o /N 53 3t £ X4 (logarithm of
the minimum angle of resolution, LogMAR )i J7, DX
P<0.05F R 2T A G E

2 H#R

2.1 —RAEIL T HRIR M T2 B VG X B R
PRIESTEST 414 Y, 5 R IR S 2 S5 8O (4.00+
0.94)1K.

22 BHFEEMATA FEATEEE 1 IKIEA
JYRT SRR 1.3.6 A & 1 4E N BCVA 225
HET % (Z=4,%) P<0.01), KJ5 1 A~ H 34
HIBEARFTE LT ARG 1A H i mEch Wi, 6 4
A2 1V AEB LR BIRGEIRA 5 1 YORYT R 3.6 1
H K 1 4R BCVA 53697 1 DA i ERA
GeitaF R (¥ P<0.05), L% 1.

F®1 JAFTEIE BCVA BEEWXIM(Q:,0,)]
Tab1 Change of BCVA value before and after treatment [M(Q,,0;)]

s i) BCVA(LogMAR)
AT 1.00(0.50,1.40)
RIE 1A 0.80(0.50,1.10)*
ARG 34 H 0.70(0.40,1.10)™
ARJF 61 H 0.70(0.40,1.00)™
ARG 14E 0.70(0.40,1.00)*
VA 4
P <0.01

T SARHA, P00 SARJE 1A A, 'P<0.05;BCVA: feft:
BT s LogMAR ; e/ N3 A 0
23 & ATE CRT B4 AR HR B R A IR 1 Sk e A
PEAITRTSI697 )5 1.3.6 ™ H & 1 4Ef) CRT {6
FEIRYT R T T B, SR LA G
o X (Z=4,1 P<0.01),55 1 YWGAFE 1A 51697
& 3.6 MH KRR ZESA SR L () P001),
H25 1 WGAITIE 3 H .6 A e 1 A2 Al g
WA SRR L (F P>0.05), L3 2,
2.4 FHNBETAEL  H 1 RESERARRT
IRE S ARG EZ] ARJG 30 min AJS 1 h HRE2Z 247

TEG 5 X (2=5,1 P<0.01), KJ5 30 min. AJ5
1 h ARJF 2 h ARJFH 2 RIBES ARG RIZIA 245
HEAT#E (3 P<0.01), RIF2 h ARFH 2 K
MR 55 AT L 22 S AT e it 3 (3 P>0.05),
W 3,

2 BITHIE CRT HETKM(0,0:)]
Tab 2 CRT values changed before and after treatment[M(Q,,0;)]

Fisf 1] CRT(pm)

A AT 464(368,579)
ENERE] 323(240,430)"
ARJE 31H 300(211,364)®
RJg 6 1A 285(203,350)*
AR 14E 269(210,348 )™
A 4

P <0.01

a5 ARATHE ,°P<0.01; 5K)5 1 A FA M H,*P<0.01;CRT:
SR ) [

x3 F1REHIEREEZUMQ,0:)]
Tab 3 Changes of intraocular pressure before and after the first
infusion[M(Q,,0;)]

s ] % (mmHg)

P Nil] 15.00(13.00,17.00)
A B ) 25.50(24.50,27.30)"
AJ5 30 min 16.00(14.00,17.00)*
AJG 1h 15.00(14.00,17.00)*
AKJG2h 16.00(13.00,16.50)"
RIFH 2 K 15.00(13.50,17.00)"
A 5

P <0.01

I HARATA L ,°P<0.01; 5 A5 B2 1 ,"P<0.01; 1 mmHg=
0.133 kPa
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R LR B> 64 IR(E 62.7%), Hid 22 (R
(521.6%)5E 411 %

2.6 wAMD £ 1 AT AT RS BAH & OCT
Kl BET 78 5 16T HT AT ULHRJIE B X R 21 6
ML, OCT WA IR T AR M R b 2 F R . TRTT
J& 3 AR, G R 1 AR BEE R R,
OCT Farte & BRI ¥ 56 4= I M, LI 1

27 FFAsE TR 2N ,S B PSR
MF 2 A4 AT, 6 Bl 555 2 KA AR
JEET 21 mmHg, T 3 d E&MFEEIER, K& 4
AR P 9 00 IO JIES A 125 00 O 8 € 2% b i 4 28 45 7 o
AN RN
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B ) S 12 OCT 7R AR Bl S A IR 6 22 e BRI 5 4L

1 155 HEFREFREXEERTHRRIKRBER OCT B A

Fig1 Fundus and OCT images of a male patient with wet age-related macular degeneration
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178 N R A K 722 1 (vascular endothelial growth
factor receptor, VEGFR )J& CNV JE hi %) ¢ B 0K )
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