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[#8=]  BUHE A ) FR 4 8] SC 8 & 5 1] (CRISPR ) /CRISPR #H 56 4 1 ( CRISPR associated proteins, Cas)
BG83 20 TR A A TR TR R T S R R O A — Rl P e B A AR G, ROk A B AR B9 B A A IR
DNA . BEE SR B Wik, B 5 & 4 3L CRISPR/ Cas9 HAR AT F 58 1] 4 A 85 5 BB EOAZ A0 R 6 R .
5¢#i2 il CRISPR/ Cas9 JE A 41 4w 45 £ A, & BT PAX6 7F M1 5 v 1) oed 13 2% 25 ] 5 3000 K A B 1 iz 403 4 ,
— B IR T KT KRT12 5878 %F Meesmann ffj 5 | JZ 8 F A R A9 BOR HLH BT 58 . BF 9038 & B PAX6 W 3 5
XF GJAS F IR LA Ko oA it R A R 1 i B3k oA AT 508 R 1 P e ol g A8 2R i 4 At R R ke B T S R
PN S 11 5 S50 FHS B 43 BT o AN, W 5% 4 R I CRISPR/ Cas9 Ak [H 41 4 4 B R i — 2B IE S5 T RHOS334 k[N 58 48
1) RHO S5 A H: A (P23 H 5872 1) RHO B:[H Y347 X 5875 (1) Pde6b &K LA o 578 B RP9 45 i K (K] 55 40 b I (5, 3R
AR PE AR S, S RAEF KCNJI3 JE (R AR CEP290 LR 5 Leber 5 K 4 M I 19 A OC 14 $2 41 1 HiE 44 S 4%
FIFHZE AR VEGFR2 JE R LA Ko TXNIP K R A7 ke PR G %8 7T Ay MR P 37 A I 487 95 B2 41007 100 ¥ 3 B e, [) g
TR AR AE G A B AL PO 58 A LA B AT T R 200 R ) 3800 s FR] TF 58 R gl ) A8 T Aty et v A R T R R Y
YEM o A3C4 CRISPR/Cas9 JE [N 21 4 1 T HL Al (9 5 & 1 A2 op 4% 5 RV T AL 0k 4 S 45, R AR T 24 iy
CRISPR/ Cas9 HARTE MRF 555 BIF 52 Hh 110 3 J S iz 1)
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[ Abstract] The clustered regularly interspaced short palindromic repeats ( CRISPR )/CRISPR-associated
protein ( Cas) is an adaptive immune system against invasive viruses and exogenous DNA, which is developed by
bacteria and archaer during long-term evolution. With advances in technology, researchers have found that CRISPR/
Cas9 system can precisely edit the genomes of eukaryotic cells through insertion, replacement or deletion of target
genes. Using CRISPR/Cas9 genome editing technology, researchers found that overexpression of paired box gene 6
(PAX6) in cornea can cause congenital corneal epithelial damage; this technology promoted the research on the
pathogenic mechanism of keratin 72 ( KRTI2) mutation in Meesmann corneal epithelial dystrophy;it has also built
congenital cataract animal models by knocking out the GJA8 gene and aA lens gene, which is beneficial to the
application of the diagnosis and pathological analysis of congenital cataract. In addition, the researchers have used
CRISPR/Cas9 genome editing technology to confirm the correlation of RHOS334 mutated RHO allele, P23H mutated
RHO gene, Y347X mutated Pde6b gene, and mutant RP9 allele with retinitis pigmentosa. The application of this
technology has provided evidence to support the association of KCNJI13 gene and mutant CEP290 gene with Leber
congenital amaurosis. CRISPR/Cas9 can provide target spot of intraocular neovascular diseases the targeted therapy by
editing of VEGFR2 gene and TXNIP gene,and it also playse an important role in the study of pathogenic genes and
establishment of animal models for proliferative vitreoretinopathy and retinoblastoma. In this review, we introduced the

evolutionary history, the molecular characteristics and the mechanism of CRISPR/Cas9, and summarized its current
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research advances in eye diseases.
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A (¥ AL 8] B 19 JEL | SCE AT )Y 81 (clustered regularly
interspaced short palindromic repeats, CRISPR ) /CRISPR #f 5% &
H & 4t (CRISPR associated proteins, Cas) " ¥Z 43 4 T 4l B Al iy
A TRk R A v S A Al A AR T TR R — o N e R B,
A L) R A 50 B BORE DNAT IR 4F Ok, CRISPR/Cas & 5
E B A A 4 AR5 99 76 Y 1R 3/ 22 12 2 4003 v 11y 5 A Ok [
e T B ARSI 10 B ) D R, T3 o ] 4 A ke 6 A )
OB, I R LATAYT Oy 5 IE SR (9 %€ 75 7 1987 4, CRISPR
e Tshino %5 4R 38 Sy — 47 F W FF B R 19 dap LR R i A9 TR
SV A - Y5 - Z P AN M . ZJa W& SUAE 40T
FUdy 4, R LT CRISPR (1 [1] i 57 51 5 Wik 7 35 ) 4 0 o
KL e B2 [A) U, 5 A8 CRISPR A Sy — Rl 4 942 22 58 TR 47 40 7 1 oy
20 B 9552 S W R AR RO 5% % 19 42 A Barrangou %
T g 4 R A R U AN () 0 AR A R IR DA R 2k A I R
TR BT ) T Bk, 72 DNA U3 v & BT CRISPR A i T 81 1Y
] )y 5, 107 G T B e 37 0F 2 ok B R e i R, R HAESE T
CRISPR FIHA MY cas 2 KW T 17 40 BOGF I8 B 4 1O BE 1% . 7
H #Rk FL i ,CRISPR/Cas R A A £ Fr2& 5, Ho i CRISPR/Cas9
VTR B s B — Fh 285 . CRISPR/ Cas9 St [ 4
BRI AN T A 4 P A TE Y 1T Y CRISPR/ Cas R 45 14 4
P& R GE 4 N LIS T, HE A S 1 A0 BT AR A 1 e B AL Y
TN = 22 S0 B I T A sl B A 20 S 2 TR R R R Y
J 8] B& 7 311 1l S0 5k % ( protospacer adjacent motif, PAM) , 5 4} B
DNA Jin s K/ & 3 1) 18] B O 91, 48 A 2 CRISPR J7 31 v
CRISPR {3 mi % 3¢ \F 3K pre-crRNA, 5 &2 /7 51 IX 4ol % 5% 1 A
) B2 25075 RNA (tans-activating erRNA | tractrRNA) fit X}, 7£ Cns
I #1 RNase M 1E R T JE B2 crRNA, 7 1T &1 CRISPR/Cas
2 4., tracrRNA FI erRNA 1E 5 2 ff i) 5 RNA (guide RNA,
gRNA) B & fil & 76 — 2 JE il 5 7] 5 RNA (single-guide RNA,
sgRNA) Al L 54% e VI Cas9 454 BB E Ak E &
Y ,51 % Cas9 8 15 R MU JF 455 248 DNA 541 147 1)
Wo Cas9 HH B ER A X IH ) & HNH TR 1 FI RuvC FE AR
il 45 K 38, 43 9 D) &) EL AN A LA ¥ B bR DNA $, Cas9 )
H AR i PAM 51, crRNA 1 5] 7 T PAM 57 3 B 4b Y
20 bp DNA 73], 4k ks Cas9 FIEL KA 1945 A, 58 5 F 0 A5
FR) DD 1) K s DR 2 7 2 A o R S P T4 T 22 (site-specific double-
strand breaks,DSB) "' 3E 1) /1 411 I 14 )5 47 (19 DNA {5 52 i ¢,
AR [R) 5 K ¥ 1% #2322 (nonhomologous end-joining, NHE]) | [A] I 5& [7]
252 (Homology directed repair, HDR) 4 , 31 A, B e s M 2 45
P17, % DNA T it fk ¥ 4fii . CRISPR/ Cas9 3k 8] 4 4 4 AR 2
4k ZFEN Il TALEN $ R 22 J5 138 A il >k 19 55 3 ARk [l 20 4 4

HiAR o 5 ZFN 1 TALEN $EAR M I %3 AR AR AUE ST A RS
5 b S S R B T EL T AL 1A 40 P TR B g S A %
AN TR ST 0 AT A e A R T R TR R R, L 3 T
FTLHM 4™ .t T CRISPR/Cas9 % [H 4 8 £ A 1) i %
B RAR IR B A T 5 5k LG R R ) 455 24, %% ZFN il TALEN
F I TR B BONEAE 2 R BN T AR Z RHIE T
BT LIRS TR K . H Cas 3 IO R P A
I LA T S AE — A b IR T B PR RS

1 CRISPR/Cas9 % 5t 75 AR £} 5 4 #fF 5% o B Rz A

Bt 5 AR 1 A Wi 2 e, DA A 5 £ 5 0 L 3l ) TR I 1Y R B AR
TR g 455 TR (3 06 A, 3 & GF SR T 4l Bl P 9 SO 5 AR
CRISPR/Cas9 Z 4t L AL M it I W0 56 B4 2 IR 45 g 114 F 5%
t T it 412 CRISPR/ Cas9 i) I T HR AR5 55 119 22 91
o SR 7R A AE A 5 24 4T KR IR, BT B R AEAE Y
(R} , I %) CRISPR/ Cas9 2 ¢ #Y W i 5 247 e B2, LU O A
W S AR 1) B 37 L B B DRV T I R R A4 T R, B
SO I MR 15 1IR3 4 06 L6 39 07, X4 CRISPR/
CasO 78 55 22 695 o 16 7 L5 o TF 4538
L1 SeRVk A b B i

P 1 B i g ol T 4% b AR S B A B R R R O fE
5504 M BB, 51k AR BB Bz AN R B 3 54 2 R R 1
PRSI R E T 3R A 1 b R ik P IR 2R mBE A A
5 I B SR R I 5 R AL, O PR A RS [ AR BE Y AR 2 R A R,
T ] O TR S, S T R 1k A B B R i
5 (¥ B0 B3R AT 43 o 2 RAE RIS Rk, BE 18 58 R A R 1 2
i3 v CRISPR (1 Jif Fil o e %) #x Bk BBl 6 ( paired box gene 6,
PAX6 ) J&: ey BEARSY (10 5 s B 7, T 44 1) A0 IR At LA B A 4 A
B F R T AR AR A P R A N IR R R F . MR IR
TE B 0 5 e 53 PRI T, PAXG g 72 ] S B02% Fift R S W T, 56 K 4k
L P B0 gk 2 vh — R T A TR A 926 Yasue %1
HE— gk T PAX6 TR BE K & h B T B, b AT A
CRISPR/Cas YA H T PAX6 5872 i1 /)N BUIE BR A B, % L IR i
WA P R B e T P P A A R A R, e M B R B 5 nudl
PAX6 Z2ZE KA Ko SR, LB 5T X F PAXG PRI G o] 38 35 A
KM M (cornea epithelial cells, CECs) 4 F F AL 4 AS
W AE . Davis 457 1 R 51 43 47 FE B PCR, WL5E PAXG %
LB (PAXG Tg) /)N LI A 8 0 3 () 9 3k A8 4k, JF 5 41 i TS i
BB A AL (W) /N B A IR AT LA S5 R R B PAXG TE i1 i
R R Ik BOM I SR A3 B B A0 i B AR 35 0
AR A L TR R, B A IR R IR T B2 A DA B S R R
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SPEME I 12(keratin 12, KRT12) {3k 20 . X F B PAX6 H 3%
AT OE % f B D RE I 4 £, 80, Kitazawa 45 i
CRISPR-Cas9 RS fE (RSN BR CEC ity PAX6 3L . i i {1
B3 FIE i PCR J7 i, & BLA5 0 IR A LL, Bk = PAXG 3
i N2 CEC i F Bz 5 53 1 56 X (KRT3 (KRT12) F iR, 4 J
MISEH N (KRTI0 (IVL) bR BF 58 # 5 T 0F 50 45 15 4%
P——PAXG6 3 i 1) % Bz A 5 DR T R 455 4 B O 43 AL
FM e L, LUIR FE CEC ) 40 i 45 4k . 3 R A H#E — 5 % iiF
CRISPR-Cas9 7 45 ] b FH 1 oh A 2 6 1R 41 1) 45, o 5 B
5 BT b 20 TR 45 A 1) i DR Lo
1.2 Meesmann ffifii b F EHFEAR

Meesmann £4 i |- J7 % 55 K BL ( Meesmann epithelial corneal
dystrophy , MECD ) 5 ffi i | 52 25 T f0) % Y 0 (A 38 14 3% 44 1 9%
o, HCRR A A T 2 BRKT BB T A R B2 U R 4 A 1 40/
OPRE W R P o B R R R TR IR Y, A I 7E T
15 ST AR T 0 08 A T R b R R, 5 SO D AR
W KRTI2 PR 578 02 1 WO G () MECD (R 80 B %1
B % AW B4R 2, DE 98 % R 9 KRT3 #1 KRTI2 LB 43 59 4 1 K3
K12 T Ff RS S 1 K3-K12 £A 2R 11 9 77 76 X 20k 45 /A B 1 B
SERENE R B KRTI2 ) 23 ASJA8 A KRT3 ) 3 4> %78
PesE T MECD #7484k fEATS SR % KRTI2 5875 3 35 A
TIE T 2 o % 1) B0 DL R B T %L 35k, Courtney 45
RIAE MECD 1 f BE b, 7 T KRTI2 J I H il C395T B %
AR PR T] LG B — FOH G PAM B, BF 582 M T sgRNA,
5 5% il B A% 1 R £ 25 1 (single nucleotide polymorphism , SNP) 3
TR %) PAM B AR AT 51 B4 , I 7F 7 40 52 560 3IF W 3%l sgRNA 7]
LA AR AR KRTI2 287 56 ] mRNA A (K P&k, BT
PEAY sgRNA A P36 25 f5 il 5 T Cas9/sgRNA ) kL2 41 A
P A2 MECD J R 58 45 1) /1N B A BE G 52 b o 30 5 66 R 41 )
J¥ 43 B R NHEJ 16 &2 7] LA 80 KRT12 58 745 45 437 & ] 9 1 7%
W2k o X IR BF ST AE M — 45 0 TR T % KRT12 98 745 19 B0 HL
W BF 5 0 R, th B % T CRISPR/Cas9 X4 e (6 {4 & 7k ik 1% 5
AT R RO T
1.3 ERMEANE

FE TRk 1 B L BB L A0 BOR P R, LB K A AR
AL R AER B, T 1/3 B 4G T 1 P B O B A
L9, s A 2 B Ay B 0 R 368 S5 5 AR g A G 25 B A B R
— BA G R AL S P, Chang %70 g T
GJAS LR 5. 58745 1y /N RUBE AL, % BRIL o3 3% 45 2 11 i el s
3K /N U TR A ) T A 4 R B B A0 A P B TR R 2
MHLH R, ZE MRSt — 5 R, SR E R E N
(connexin, Cx) 50 f] GJAS H& P 15 Yo o {A W 1k it 45 1 5 K
E PR 5 L Yuan %52 5 i 4% Cas9/sgRNA mRNA JE [f] 1
SEE) G SZRE U0 rh R B T LA GJAS 3 B R 9 G 1 P R A
W, LR W], GJAS IR R 1 DR 58 A8 ak AR AE R G P ik F
98.7% ,TE4) L H K 100% . MBFFE AL HE— 2 ENE T GJAS J&
DR R 5 N2 58 R 1 A B 6 2, 4R 7R T Cas9/sgRNA
F G0 AT AR G e DR 2 4R A AR TR IR S RO R 4 1

DA I 55 TR Ay PR T 0 95 IR I 1 DA 19 3T 24 14 7 106 48 {3k Oy 0
o RO IATR P A 5 IR R TE 5 T RE T AL T 1 /N A T HOME
F1 o B £ 4 U T i F 5 e W, B D oA R R
E9 AT LA o I 0 2T 4 40 A Ak, B A R R SR B LR A
B, B, Yuan S5 6 Cas9/sgRNA mRNA Sk 35 5 5]
G SZREI0 KR T A oA R A DR R 5 R N
GBI TEX LA oA FOIR IR R S AR 19 A4S FO LA
1L FLOR % i 5 52 0042 b BF 58 10 N B 2 B0, a3 i,
CRISPR/Cas9 /1 oA IR 2 11 35 IR 11 98 78 3 B 1 g Kk
FA P B /N BR8P B 000 2 40 1 e TR, A R i AR A 2T 4 4
L LE 3 A AR B0 ] Tk SR 5T 4% A B TR R R S
LD, SR ok T T 46 5 19 1A B 14 4 30 05 B3 P BF 9 o
1.4 WL 2 A8

LB 5 3K 25 Pk (retinitis pigmentosa, RP) 2 3 £ 1 4 190 5
AR BRI 2, R — 28 PR 3 R 5 78 T 5 SO AT 1 G R 8%
00 I €0 21 7 40 450 005 11 R 1 EE 3 1 L RIS B
DB 200 R 5, 26 350 25 0 90 O AR N PR A 5 4 O g R
AIE0 o PR e B g B Ry 140 FRL M BB, TR K BE . RP
1938 15 77 3024 30% ~40% g ¥ Yt bk B AL AL ,50% ~60% K
WO R L, 5% ~15% 9 X EBURE" . B H ik
1k BFFEF B SR T 24 A Y 0 0k B AL RP B0 3 K 1
ANE B IX I (RP63 ) , e o 1 48 41 )3 3k P ( rthodopsin, RHO) 44 (5
WP R B L RP G 30% ~40% . A 5%
2SR P P2 ( The Human Gene Mutation Database, HGMD) 4t i1,
RHO J:IH J 74545 161 Fft, Hvf &5 — AN & LI RHO J [ %8 A8
K P23H, {£ 3% [H ADRP B % v (5 129% , )& — 48 & KA,
Bakondi 45 ™ Ky gt T 5 45 RHOS334 14,5 75 1 i e €0 1k 5 4 3t
EPE RP G RUBE R 3 1 30 V0 7 5 AL 27 9L, # Cas9/sgRNA Ji
R 2 2 R BRI R, T 5 A B RHOS334 %6 745 1Y
RHO %5 JE [ 3Bk 45 5% % il I T 2 788 3 IR Ay R, 00 o0
AR R BE AT BT B, L MM B T &, KT
Bakondi % A 19 T.f, Latella %) {gi F§ CRISPR/Cas9 % 4t , Xt
LRI BUBE TR oh f 385485 P23H 28 75 9 RHO 5% [N HEAT 4 4
TERL I R 3 41 Cas9/sgRNA JFok:JG , A7 U AL, 45 RAEW T
TE 6 3 DR /N BRUBE 750 o 3 B P23 H 2878 19 RHO 3 (R i) 7] A7 1k
XA HE—UES. T CRISPR/Cas9 2 45 1] % 3 Y o 14 B 7k i %
FEHEATIR YT B W 1. Wu %70 f# J] CRISPR-Cas9 £ 45 K 42 1F
RP % /N GG Pde6b 3 R 1 1) Y347X 58 748 0 3% 86 /) Bl 7E
Pde6b Hi3E 5 A5 0 T A T 1 Xmo-28 Hfi A, 5 BAR Y Xmo-28 4
AT, V347X JeE, —F Ay RP KA T A, A
CRISPR-Cas9 RS2 IE T Y347X 5875 J5 , 45 F 57 A 190 [ £ 445
A0 D i B S S L T B T Xmo-28 4 A SE Ak Boms B
%, Ly %R CRISPR-Cas9 &40, 7 4h i /s BUHL 190 i JoK
JCAH LR H RPY JE P IE A RP 45 5 RPO 5875 1, 45 5 3 3%
L0 RO 200 0 38 A T B % BB IR IR O A O R A
RP9 % {37 5[5 15 4 U €6 14 Pk 3845 RP A G . X IR 98 18 8 7
ty CRISPR/ Cas9 75 I L 30 497 240 M0 1 41 52 B v B9 B2 1 % - A%
B PR BT BT 1 3 5 o
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1.5 Leber 5 F 1 B

Leber 5 K B2 ( Leber congenital amaurosis, LCA ) J&— fif
PR S R ECE S RN R R R R IR
B 35 % P A0 T R 4%, 249 o 3t A% M O D R AR MR 1Y 5%, B
ML T G M R R Y L A2k KCNJI3 ) 58 A8
IANRHEGIE LCA R K TIE MEUR N R Z —. HEEX —H
it Zhong % ** 32 | CRISPR/Cas9 R 45, [i] 32 4% O v 1 4 1% i
U1 Cas9/sgRNA JFOkE, 72 4E KCNJI13 FEBR 525 i /N B, B 0L 5
KCNJI3 825 M JC I N8 LCA S0k . 45 R R KCNJI3 SEF
e Rk, 5O IR 7 A 40 AR 1k L BT O A SRR B 5 A AR
X, Bz KCNJI3 A1 RPE 4 i B R AT 1A A7 06 (B 4 3 T 3L
YRR AR AN R AN M AR M. WFSY 3 BH, RPE 41 i T
KCNJI3 I 3238 K 4 R 6 2 #5476 . LCAL0 K LCA
O d5 s L B, R CEP290 %R %8 745 515k i1 1™ T 1 o K ML
W IR N B, LCAT0 f8 3% v B i WL 28 78 J& CEP290 JE 1K (1) N
& TR, Ruan %44 CEP290 3 558 5 R 5] A 293FT 4 Jfd
o, 77 A LCALO 1) 240 MO Y, iF 5% 3R B iz ] Cas9/gRNA IR AH ¢
993 B T LA 1R A0 B R CEP290 J TR 1Y P & 7 55 B2 28 AR R R &2
Bf LR R CEP290 3Rk, 3k 425 R AR (A k38 347 A R T i — 46
WIWF5E TF R , LIGTIF 3 F CRISPR/Cas9 1) 3k B 18 97 56 W% 4 34
J7 LCA10 JFH IV 1 .
1.6 MR P93 26 I 45 05

WR P9 B A i 45 9% A2 3 2k BB PR B 00 R0 IS O AR
( proliferative diabetic retinopathy, PDR) | 4F #& #H 56 1 & B 45 4%
(age-related macular degeneration, AMD ) . 3 2 JL 4 [ Jist 55 25
(retinopathy of prematurity, ROP) 45 £ Filt 55 47 [ JIk | Jik £ B i, v
B S Ay MR o A A o B8 2 ) A 1l A% P B 4
JE TE) B3 K 51 A 5 0 L I 39 A T ™ T R R 5 4 R B
FHURE RN FIREE B B BRI R TE R 2 R 4i i
T2 5 EAE N —A 8 Zd B K& 0BT 5T 2 WHHE m A
T W45 i 45 AR B ORI A AR R B R 22 T R A A %
HEr 2 EADH 20 28 E K 7 1F A T 108 8 5 20 i, o
1ML P9 2 42 4 I F (vascular endothelial growth factor, VEGF) Jg:
B P A L A R T B AN I . AMD R KGR T R
ENE KW E R R K4 B A i & ( choroidal
neovascularization, CNV ) J& ¥ M 4F % AR 3¢ M 35 B 95 25 (4 5 iF 1
FIER RS, T Bl VEGFA i £k 51& ™ . 78 CNV /)N R
R, Kim 250 380 o W0 00 58 8 55 28 el R S 6 7 2 0 3% 10
VEGFA B:[H % 7 Cas9/sgRNA &2 4 W2k 75 3 # ) 248, K W
RPE MU 7EE ST G 3 d Wi AR M0 g (25+3) % . WFoE 45 R
7% RPE 407 i) VEGFA L 5825 W /0 T BOGE S 19 Ik 4% i
B T Y 18 AR . 1% BT R W] CRISPR/Cas9 $4 AR A 11
TR P 5 81 L 40 R 9 0 AT M R O M A 1 B L K
AT Y B T B PR BB A 4E BE . AT 1, VEGFA B
28 15 A AR T A LG 0 R P R, S — I AR R
VEGFA % {& ( VEGFR2) , Huang 2" iZ F] CRISPR/Cas9 #
AR Xt 2 B AR A P A0 P VEGFR2 3R R AN T3
(exon 3) AT 3L e . 45 R KB VEGFR2 S 1H 575 i 25 b AIK

T th VEGF Fll i 51 2 i 1 3 N J2 40 M 86 A, 58 A8 A VEGFR2
YA fL R XS VEGF 19 52 R P4 40 i, 32 00 1) 52 o 4 3k & ] A 7
122 J@ BT A B S A 400 . BT SEE W] 738 ] CRISPR/Cas9 %
G, T O6E LA PN R AN G A AE A R 32 A R AT R TR g Xy
AR PR 2B L4 08 2 4 T BT TR T R AR R LI B A AR
FH % 4 ( thioredoxin interacting protein, TXNIP) J& py 4 bR 9% 1 25
AR SR ENAE T I AR Y L R RE R T E A, S
5T A DR R G A I B B AR R TXINTP
PUSR TRV TR NEN PN RS AL /D UNEN FUR DN (S
FAMLED A3 R R R o A T WF M DR RS T A 19 B 40 i o 2
R A B R S 400 4 1 BT, Devi %1 418 K L Maller 41 8 5
(rMC1) 76 % 7 45 B (25 mmol/L) sl IR % # (5. 5 mmol/L) 5%
PR HEAT RS RIRSMNE SR o B 7R, o W T e 20 R 3
DA B kit rp R TXNIP 1 38 3% , 5 | 2 A 8 401k 4 7= A=
LRLR T AR A o AR, i2 FH Cas9/gRNA #f 17 TXNIP 3 A 1y
R AT LA R 7 Lk AR S 2R A IR 45 A eMCL P 2Rk 1A
B, WF I8 45 R AE W T TXNIP 3 IR 7E B IR R B LM IR
Miiller 21 g () 2% Bi 1A b i1 G 4 1 o b b, AR WF 52 b fiE
Cas9/gRNA L bk TXNIP e [H () 22 5] , th, A 4 R 93 A8 190 655 78
VA O DR s 1 HC A Bl 1l 5 O & 4R AL T TR AE B TR YT R
1.7 3% A 3 3 AR 0 o A

1A v B R A ) I AR ( proliferative vitreoretinopathy ,
PVR) J& — Rl 3 UL 14 3505 HR G , 2% A O 32 458 10 385 3585 1R 200 o9 e
M SR ABE . PVR R & AR F AR A (AL U A0 19 3G 25 i AR Py
FARIG o FE ML A0 St Bt 52 450 )5 100 458 05 16 52 3o A o, A0 IR e
4,2 |- 2 40 1 (retinal pigment epithelium , RPE) ¥ 2 Ji 5 48 Jifd
BLET A0 i 55 R A I A IR T B A BB S TR R L
) RS T L % o TR 2T 24 200 M i 47, 51 e 2 5 | A0 0 B ( T ) ML
B R A PEOK AE R S 22 . RPE R R b B — Wl 5t 5%
k. ( epithelial mesenchymal transition, EMT) , 3| J& i JUL B £F 4 40
Ffn 22 700, B U o AR ) R 2 T R AT BRE YR B AR AR RS 2
PVR % i WL ) 56 5 8 0F 0 £ X7 EMT 9 5F 58w, Priglinger
21471 40 5 137 B SpCas9 il siRNA | i [ A A4S RPE 19 B1,6N-
QTR W e L RS T V (MGATS ) BE (R, 5% 3 K B Sh 95 3
Ht RPE f MGATS B R XM T A SBEIBEER3 EQ
5RMBRBEA LGS E AR IESE T MGATS 5 EMT /8K &, I
R SEEL PR SESE 3 A M PVR SRR TE (76 7 HE 4R
HET AR E
1.8 A0 1% JIE B 4 i Jr

R JiEE £ 240 7 ( retinoblastoma , RB) J& JL # I B f5c oy L
AR PN T PR I MR R R TR R, B8R R R BT
A o L R A0 g8 2 T RBI S DR 7R A= 5 40 B 44 40
i S A U i i R A T R S e A SR L I 44
0388 1) 36 A A T 3 AR Ey 2 A B R Tk v kit
4 RS- 48 JE 988 1) S IR Y, 52 4 S 1k 43 R T IR T B R AT AR i
FHF %5 Z . Naert 28103 33 CRISPR/Cas9 7 A fff 1
UHJIWE 1Y) RO1 R ROLL BE R 2R 3% , & B RO 5% RbII Boii & 5278
AR RIS 7R 23 % 26 Mg, T RDI/RBUL X% 4 98 748 (R JE PR
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P e T L A A R Ay R O IS B A R . R BT R R A T —
> CRISPR/ Cas9 45 Al Y T Ji A A58 280 L B 58 — A gt A% 1
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