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Abstract

e Anti-vascular endothelial growth factor ( VEGF) drugs
can effectively treat the diseases which related with the
formation of pathological angiogenesis. However, after
the intravitreal injection of anti - VEGF drugs, the
distribution of this drugs in our eyes will have certain
impact on different organizations, due to its specifical
mechanism of action. Previously, the studies mainly
concentrated on the structures which are rich in vascular
tissues. Nevertheless, the structures which are lack of
vascular tissues is often overlooked. This article viewed
the influence of lens after intravitreal injection of anti-
VEGF drugs on early development of the lens, and when
it was injected during or after the cataract operation.
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H R, BRI 93BT 108 P9 2 A2+ B F (vascular endothelial
growth factor, VEGF) Z5¥ %+ F-V6 77 5 B 1 T2 Al AH o
MR Ry R U0 . SR, BRI TS 4T VEGE 259 )5, 259)
TEHR P8 J3 A P 0 T IR PN 2% 38 40 2 2R 45 4 7 2 — i 1Y
o, FETHU VEGF 250/E FPLHI 004 S | AR Ao
FE A ) TG A S5 R RS A 2 T

BRZ ML LG BN AR SR 3 B AR A A T R
WK R T SR S5 1 2 N HLER A ST VEGE 259
J5 Z5HIXE SCRAR B2 R L 253

KSR HT VEGF 2540) ; SR AR s 90 190 JBERT A2 i A5 4 g
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9 B A5 TR B 1F 22 N 20 N s i R T 4
W AR 5 P ¥ Bt 22 PE (age — related macular degeneration,
AMD) ) 56 g bR &N I 4 N R K I P (vascular
endothelial growth factor, VEGF) T8 R 1 4 A BB I R
ik g OCHEAE T, © B BN A A IR T Y E R
AT YU VEGFE 257 BB 32 2 F A 67 9L I 55 A 1ft.
Y . DMERATH FBOGIR T 3 28950 , (AT VEGF
259 IRAEAR KRR B L okh THOGIBIT A 2 B iR
R TG FERER EAA R T B R, Xy
Yy S ) 2 A MRV A UL B B A O F R RER BT X ffi 1S
BRNTESIT VEGE 25 0 16 97 IR A8 2 L4 4 0 190
I 1) A i, LA RRE %) 0 B Bz, A, X
T L I R A AR T R A S A e e Y R
R, AR TASFAE T VEGF 259 X HR P 441
ALERRYF , A MRIEIEY , SO BRI E ST HT VEGE 24
W oxn | R A e 2 R AR W ER B TP VEGF
2 Ve AL B RE S R AT A R R B T i
B G  H) 206 T X = 148 4 2 2540 1) 5%
Wi, A SCE RS T EK N T T VEGE 25 % f R A% 1 52
Mg S HE AT BB 1Y & A= HLA
1 W Z$1 VEGF 259 /v

VEGF % o " A7 34> 1 53 : VEGF — A VEGF - B
VEGF-C ., VEGF - D #1 i # /= & I F ( placental growth
factor, PIGF) "' Hidr VEGF-A &% — 4k & 83 H0F
FIRZ MM . VEGF 2 4f VEGFR-1(flt-1) |
VEGFR-2(flk—1/KDR) .VEGFR-3 (fli—4) M4 T %
-1 ( neuropilin— 1, NPR1 ) #1 NPR2""' H i £ %F A [A]
VEGF R R A2 AR CL Rl 2R 4T VEGF 245495, Bl B e i
SN LI e A S
1.1 BoEEHARE RPN B S RE SRS ST VEGF
25%) F B A 5 D% B8 B ( bevacizumab ) 1 EF Bk B i
(ranibizumab) , DUAGERPT R —FhE 41 B9 M B TORE 10G
Uk, 73752 148kDa, AR SRIEHES & VEGF-A (41>
IR A S R S — N ARAS L v L T A S0 ) A ot A A e
g TS HE P VEGEF 259 Ee DR B4 i
BAAR, B ATE IR B 5 W ], BBk —Fh A
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PR B TR PR Fab R B, Zr T2y 48kDa, n] 5 1 b
5 VEGF-A By £ AW AL 25 & © s it i H TR 97 1B 1
AMD JH: T A o 5 0 190 s e 5 DL Ak B A
Lo, RSP TN, A SR EE A
1.2BMEERE HTWRARLE & AP VEGE 2459
I HLALFE BT PG 3 ( aflibercept ) FEEAH PE 3 ( conbercept ) ,
FAT R VY 4331 7E 2011-11 2014 -10 ,2015-03 #% 25 [F & 5
Ay Rt vE A F AMD P I ik B € ( retinal
vein occlusion, RVO) J& 1Y # HE /K ' ( macumar edema, ME )
K M PRI PE 35 BE 7K I ( diabetic macular edema, DME) BY6
SFU D BATRPE X HR T 150 ( VEGF Trap—Eye) |, J& 4k 55 2k o
YLz )5 0B — 18P VEGF 244, ol B 4 o n B 4/E T
VEGF % G i) BT A B 51, 380 /0 3 A= Il 48 19 B i, VEGF
Trap—Eye 7B FH I [EIRE A I A0 2 BH | B B89 4% Jis o9 7 454
FHTIBYT AMD n] U5 55 T 2R S BT AR LA o7 sk . FEAA
VU 28 5 = W1 R AR 56 T 2013 - 12 i rp & 5 25 04
BRI TRYT AMD ., B PY 52 A A o 2 BRLOPSR
(CHO) A e R B RGE E =M EHAMAEA, A
VEGFR-1H [ 5 BR 8 (A AE X 35k 2 VEGFR -2 H (1) e 3%
BREE FAREIXIR 3 Fl 4 5 A Se Bk H Fe B B w4 i
B, SRR MM L, Al A B 125 BT VEGE 259
AMEF AU B 45 A J15 VEGF-A 254 i nl 38 i 2%
4 VEGF 1 H & W R % #5 0 5 (1 410 ) 100 % A a1 1B
FHP OF HaX 82 B R A58
2 VEGF REZGERRE LB RIEAR

FFTUER, VEGF-A J¢ H3Z{k VEGFR-2 J& VEGF }%
HAZ AR SRR Bk E A R AR R R
IRIFIETG VEGF Z Ak, SR 581k VEGF il iR A 1 iz
A0 (lens epithelial cells, LECs) B4+ 458 A706 K44k
HFEH ) VEGF-A [ 15T LUK 45 8, iRk
KRBT VEGF-A By D HE 242 (5 375 B B 240 145 ) () B
BRI Lh 22 A% 1 1 P B g o 20

HE BT IR AR AL TR X Bl SR R | T Bl S A 1
nER A % S HF - 1a (hypoxia—inducible factor—1a,
HIF-1a) il HIF-2a A 1, & A E D35 VEGF 1)
FIk MEHE LECs M358, ik 5 B0 Ok i S8 45 1 R 1
AL i FR PO HIF - 1o 3001 70 7T 76 KR B VEGF
Xt LECs R 47 V5 F A [ B A3 20k b 3 ) K R e 0 4 10
LECs E@Lﬁ—%ﬁ%’fh( epithelial -mesenchymal transition,
EMT) &b ## , 13X — o 2 D)2 4 il 1 P9 B & 26 19 o 22 35
AN, /N IR 5T i S AL A X LECs 195 K
VEGF 33k 152 ma i 4 B, AR (1nmol/L ~ 10 mol/L)
I EACE AT VEGF #9533 fin, JF H VEGF vk 222 4k
5 LECs BUHS7H 16 00 2 IEAHOC, X487, VEGE Al GEAE N
— PR B W D T LECs ROBASE RN, 45 AT,
AFRSEIET , VEGE TE iR AR 9 /E ] 32 22 2 {2 i LECs
P HETH
3 H1 VEGF Z5#1 33k 5h 555510 LECs B2

Jun 2610 58 o LB [R) ok BE DU AR B P AE TN
LECs , 5 54543 F R 40 M 2 18 _EESEHT VEGE 254 IR
it LECs OS2I, 259 & B (1) DL AR BABT LR A #5t
P XIES— RN RV, ££0. 1 ~2mg/mL ¥R &
[N 7R LECs 0938 58 FAE 15 17 100 Bl 245 4 ok B 1 386 K
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TGN, TV BE A 4mg/mL isf A1 FT A5 40 i Y 34 B 155 0 F0 A
TR IR B (2) X 20 M i # 1% O0 i W42 7R 0. 1 ~

4mg/mLyw il N 78 O FR R MO SR A T 5 (3) #R Ak
£ K7~ B (transforming growth factor—B, TGF-B) a1
WUILBhAE H ( a—smooth muscle actin,a—SMA) 357 4 J@ 5
1 -9 ( matrix metallo proteinase —9, MMP-9 ) | WIEEA
(vimentin) 7 LECs PN 93835 1 i 7 2 55 40 184 5 155 400 AH
—H R AR A, FET LS55, Jun 2 I
AP AL T LECs B9 EMT 33 P2 855 LECs BOHFE 1%
. EAR DURERPT 5 1 IR IR BHE H A B Bt VEGE 24
WAFAE—E 2 5 AHENTREPLE 2GR Z M2 AL,
WS AT LAZE & VEGF-A SE RS DU 48 19 2 ik, X #oR
AT, BRNTESHT VEGE 25 ] RE 23X ditR A4 7 A= 2R AL i
Al

4 Bk E ST VEGF 29934 SR R B 22 i

4.1 FHRREEERROZNE AT, VECE 765
PRAK 0 VB = 2242 3F LECs (%34 58, 1 3k P9 7 55 bt
VEGF 25452 5 s M il izl 72 0 A 1 TR, B~
JLAW X B 955 ZE ( retinopathy of prematurity, ROP) J&— Fh #iL
DR R 00 A5 8 A= MR R LB AR W B R N, HATR &
BLRRTT I e IO T AM A AL B il (RO iR T
S5 U 00 0 S 4 e RO R b ke ek 2 9 B g
fi1e) T HEIRIT IrE IR ST . lm R 0  SaK P S e
VEGF 254 7] fig & 52 i ROP & L &R IR B9 & B AR B,
Garcia %5 WFFTIESE SRR IR 1) VEGF - A J& 1FE % 3% 1
1 & R 4 (hyaloid vascular system, HVS) J& i (1) 26 22 L
{H S5 = 330 6 T 240 0 A5 2 i LR L b R AR ke IR 42 A
FTRERY RN . VEGF 7E5 7 JLA0 0 B 1l 457 28 plad 78 v 22
KHEE JTAERYT VEGE 257 IR N /Y9 B o)1z, oF
FEERNTESTHT VEGF 253057 ROP 1 Ik PR 12 56 10 B ok
2 I HC K R IR 50 1 B A il i K AT
ROP R #HBR P 1 41 B0 VEGF 245 %) AR BE 95 70 il HVS B
J, E R B A5 i R 5 o 2 rh ROP 32 3035 IR 1K
REBERHHI

4.2 ENERERERRERRIZm  AU5RERY,
F B AR 518 >4 B HLIR A 7 6 4T VEGF 245 %) AT By 5 &
P P B ( posterior capsular opacification, PCO) B9 &4, H
P AR BR AR B AR S 5, 3% B8 B iR A4 % BBl LECs
HUFETE BUAIR PR PCO, B 2 N B S R AR 5 Bl
Ui I K fE DY B R A 3 S LECs 348 iR FS
EMT 41 fifg 4} £ 57 ( extracellular matrix, ECM ) JJ{ f1 2 B
Eldred 45 18 53 X5 Fo 71 A B 4 A0 43 R R 5 N T A R R
(TOL) A A ZE RIS 15 152 M0 & 30, B AL TOL HA 3R 1Y
YA SCAE S [A] ARG AR T e 482 ) P 200 L P 110 6
FEAMHIT PCO MR A . TEAEAR A R A S 1k 2L 40 e R
- VEGF K45 1 F BRI AE ] . i B4 R A E 17 A0
FKMFFEUESE , VEGF S 1015 240 A7 15 38 A B i 2T 44 440 i
e B E AN+, UL, VEGF B8R i PCO kA4
ML, TOL AEAJSER N TE ST VEGF 254, Wik 254)
REAE B A BN BELE T AT LAXTHT VEGE TN H ik B2 BRI,
KB FRG PCO ZARI B, F3ob b A 235 K, %) T [\
I} ERAT DME R 11N BB, 78 1 BT AR I Bl 3 45 Jis Y
ST VEGF 258 2 18k 15 97 W b s 58 & R I v BREK i
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(‘postsurgical macular oedema, PME ) £ 4% J7 ¥ , FE W8 2%
BEAK i iy [ s A AR G b B3 T RO A YT R LT
W N EAR G Y HLER AT VEGE 259 AT LA
TRYT L0 RS A I PR | A AT BB Ao el IR A R 4
H VEGFE (%3 FE ) 1 4 R 5 3% B2 AR 4 K BT 51 LECs
HHH SR PCO 1Y &4
4.3 kMESTT VEGF A5 B ME HNEARPER
JE A ST VEGE 2549 1 I HT AT 158 57 1 N B AR IS A 56
FERIER KA, SR, BRINTESTT VEGE 25 W45 1 A FL
JEALSE R AR & A o X [R) B B A B e 1 4 R
5 A2 ( diabetic retinopathy, DR) #9H s N EAR G
UL I K AE B PCO A, 3 AT {5 400 g JEE 11 39 5 1% 20 fin
FO R T AR R OR RRE Y R R EE AT T
KBTI, Wk 2 (8 5 7E B T R B 45 7 3
TR NS 1. 25 mg DR BAGT AT 2 42 A R D7 DR 1
DME f #k JE 0 it [l s A5 DR (9 3 N R R, L)
JISE e L1 15 P ) ] B A 2K 2 P I 8 S S R 2 il
BT, DR Ol AN UL AN ™ 5% e BB E A T, AT
LI AN 207100 FRER] T30, BRIEIHT VEGF 254
DU FAT AT e 5 5% MR A= 1 T AR A8 e R Y [
TTE /A Nd 0 YAG J 8 V) IF I AR ST B E 1 K A

Mz S P R A SAUHE AR YRR T SRR R 1
BRI BT X FP R AE FHBE D <351 TGF-B 1Y KL
PERE N, fif & EMT o 7, 580 LECs (o3 58 FiE A8 | i
RIEANBER A A, R 2 BB IE BT T 3B A B I 1
LY AREAE A ILIOR T BOR 5= ORI AIR N, 40
AR B VBRI AR A R A BRI s m] LA &
FIPIRERG &A= 277 53 4h  Hahn 25 F K 3 10 6 R AFF 52
WESE A BEES (R NPT VEGF 2597A97 525 1 N AR S5
AR R Bk BR ORI AE IR PR IR PN 48 45 0T AR 1Y AR R B
AN
5 RE

ITAESE  BRINTEGTHT VEGE 259 R o0 284 A AL
SEPE 5 2 B A I T A I A P B R T I 2 O K
A, 3 FG YT A AR 7T e L RSk B PCO Ay = %L
Tt o 0T T[] R A5 R O S5 £ i A M A 1 1 I B R
H N AR P ER G5 S LT VEGE 254 1 FHAH
AT LA 28400 o] 4L T 68 16 A8 1% 5, 5 W] FRB PCO Y Kk Ak
J38h , AN BEAR 4T VEGE 254 1) 1 A v A 580wt s
JEE IR AR A, X T ROP S8 35 AT LA S HIE 22 5 17 1 32 2
B dn RS BT HVS TR 5 722 100 5T VEGF 259,
25 BT UL BRI TESTDL VEGFE 258 & — Bl BA7 T 1 1
HI S IR IT R B, 7 08 2 W F 5% 5 R R HOBAE iR T
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