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In Vitro Epiretinal Membrane Model and Antibody

Permeability: Relationship With Anti-VEGF
Resistance in Diabetic Macular Edema
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FAEMFIE T Transwell 2 H >, FJEEE & L T Matrigel, ERM & L T Matrigel &
\Z ARPE-19 ffifid, MIO-M1 #ifid, NTI-4 #fifid > 3 Fli¥E Ol i & 45 4.7 x 104 fil /well,
1.56 x 104 fE/well TH;#& 7 HMEE#E T 5 Z & T in vitro ERM E7 V& Ek L 72

(Figure 1), In vitro ERM €7 /L ® EX#|Z Alexa Fluor 488 rabbit fragment
(Alexa 488 Fab) & L <% FITC £ L 7= Ranibizumab % 1z, 24 W% IC
Transwell ® T X# O &42 #E Lz,
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WS WEWIFERNELNT (Table 2),

FEAERFZECix, ERM % ££ 95 DME & 2> 588 L 7= ERM O#£E L Ol
BWT, EARNICEFEMEMNOFENHER S, GFAP BEMnE L O° aSMA B
Jan#sg sz (Figure 2), Transwell # W 72328 Tlx, &M Transwell EIZ
Matrigel Z#% & L7Z[ECM (+) ] BEIZEB W T FXHE O Alexa 488 Fab @ 2 Y58 £ D
R AL 2 E Uiz, SGsREE X, 48 REM ORE S E CREFURAFHIICH I L, 48 KR
E T2 RO TR Lz (Figure 3A), & 512, 24 R O 5L CTld Transwell O A
DIECM (—) BB LR ECM (+) BEO FTREIZI T 28 ICA B ZITR D )
7= (86.67vs. 80.83,n=6, P=0.42, Figure 3B), ZM 5 DO#ERN S, ECM BT
I Fab OB EMEICEE 2 KT SRV EE 2 b vz, KIZ Transwell (2 ERM #i#k T#l
BEINTZAHMID cell line T 5 MIO-M1, ARPE-19, 3 X O NTI-4 #ijE % #&fE 4
% E[ERM(+)] B M ERMBEA LRI =7 —5 > I 34k & (Figure 3C, 3D) .
t b ERM A (Figure 3E) LRI ER#EEZ K L2 (Figure 3F), £7-. ECM

(+) & ECM (+) ERM (+) ORERICB W T, HEAFEG»D 24 BFEHZ O KX
BB D ENMEICAEZITRO > 7 [ LX#(91.47 vs. 94.07,n =5, P=0.63)
BIXOTXME (54.17 vs. 53.75, n = 12, P = 0.88) , Figure 3Gl

Iz, MIO-M1 Bt F7-1% MIO-M1, ARPE-19, 3 X O NTI-4 fifid > 3 fi¥H
O Z#EH LT in vitro ERM £5 /LV[ERM (+) 8 ® FE FXHE T Alexa 488 Fab
DHICTRE A WE Lic, ZOFE, ECM #f (101.33) &Lk LT, MIO-M1 Hiph#E

(61.72, P=4.45x103) B X ERM (+) # (54.00, P=2.18 x 1077) O F XD
IR XA B L7z (Figure 4A), & 512, ECM # (119.00) & ki LT MIO-
M1 Hh#E (189.83) @ EIXE o Y E XA EICHE < (P=3.08x103), ERM (+)
B (172.17) L FEICEWMEAZ R L7 (P=1.31x102, Figure 4A), £7-. ECM

(+) # (101.33) &ibie LT, 3 FEOMAAO AR T D T X o4 8 38 B 134
sy 2 5 Z LA EICHA LT (67.50, P=1.33 x 106 : 54.00, P = 2.18 x 107,
Figure 4B), — /5 . ECM (+) B (119.00) & th# L T, ERM (+) BB 5 E
DX D # G IR EE (TR 2 5 T ISR RIS L. (157.67, P = 4.23 x 102 :
172.17, P=1.31 x 102, Figure 4B), [AkiZ, FITC £k L 7= Ranibizumab % 7=
EEBICEBWTH ECM (+) # (68.79) Lk LT, ERM (+) BECHIT 5 FXE O
OGRS 2 2 T ICAEICHE D Le (54.17, P =4.12 x 1075 : 38.67, P
=9.19x 1078, Figure 4C), — . ECM (+) #t (200.79) & ki L T, ERM (+)
BB 2 EXEO®EECRE MR 2 5 T ICAEICHEMLE (221.79, P =
2.92 x 102 : 237.79, P = 1.59 x 10-3, Figure 4C),
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WFFED in vitro ERM £ 7 /013, FREO®HIGHRE 2 A RIS S5 &3k, Ml
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