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[ Abstract] Cataract is the leading cause of blindness worldwide, which is a generally clinical and genetic
heterogeneity eye disease. To date,more than 50 genes have been reported to be associated with congenital cataract.
While for mouse, parts of human cataract related genes knockout mouse can also resulted cataract. As we know, the
model of cataract related gene knockout mice can help us to understand the phenotype, pathogenesis, progress and
prognosis of human cataract and it can also help to find unknow genes that not reported in human cataract yet. In this
review , knockout mouse models with cataract are summarized, which can help to facilitate identification of cataract
genes and clarification of the mechanisms of cataractgenisis.
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Je R A R — R R TR, 8t 1% R AR R e i R
R AE PSR ERE AR OKALEASER R TTE
F S IRETT R A R C B e 3% (R 55 40 D 3 2 A 34 A L1 ke A i 2 A

1 BREEEER

KBRS S R A . NN R SRR A
JEE TR YR, 2 DR BBk /s B PN IR 2 At 57 AT B S SR M 1 A
B AL R DR T RE BT ST L 1 DA e TR A 3 E B0 BIL
BFFE 7 o AR SO B ARGE B 5 DAL R AR 1 P BN LR SR T (]
JET 5, LSBT AR N A O 2 DR A B0 2 1 BILR

FR VR ER R SRR B A AR Ay . T R IR B
Cryaa T Crybb2 F&F i 5% g /Iy B HH B 3 P e 3R 80
1.1.1 Cryaa 3£ oA FHEE [ (crystallin-aA , Cryaa) J& i IR
REFMEEME I Z—, i Cryaa W FEFN Cryab 3 5 41 ) 1Y 58
o Cryaa 5400 B 22 80 A ¢, BLAT BB 1, WD 5200 vtk
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PRETE . X 2 A4S o SRR 3R R ZE S OIR TR Pk Y
Cryaa JEPFRAITE E 10.0~10.5 /) 5L AR 1R b 3 35 Bl 131
T IR ATE S5 21 3 5 th AR S5 L Cryaa JE 1R W76 IR VA 27 48 40 i v
FRIRBE o Cryaa 3R BE /IS B AR PR 45 49 1 3 (R IR BUN T
FA AL Cryaa™ ™ /N BRI VRRE H RS B, 5 4 0% 14 K TR ot
FREE NN . b BB B A T OB A R B R,
Cryaa™ ™ /INEUR AR T £ 4 20 10 o 77 16 B0 i A BF RS &0,
Cryaa 2 fR45 iR 135 1) 9 5 1, T A 2 30 ek 5 b 5 /0 44k 7
B YA A Cryab sl HADEE (4% #0916 AR LT e
1.1.2 Crybb2 B Crybb2 76 5B 1 500 % & W BT 1 %
kL AkSE b TE 78 SRR B M B B . R T SR Crybb2 s
TE S 0L P N i b e ik R /N LR SOIR A TE R AR R L
MHEBIEH . BEERIE K, R/ B PR i R 5T i f B2
WY /N T B A /N B, A LA H UG E B AR, 7 R
TR T 5 ) IS B R ST 3 B AR R AR SRR x4
A 37 80 AP RE J1 s F W o Crybb2 AT B 3 4ok 5 b IR 1 2
P9 A LA R 46 3 o PR e 4R A S i i R
113 BREEARMGER BRELSHHRLERED 1
(beaded filament structural protein 1, Bfspl)  Bfsp2 il Vim 4 3
FESREN. BREASS SR 4 90 5 22 0 e, T {2
P - R ACE R 10 4 T FE AR TS M e SOR IR B L BF S R
B, SR FITHE i) 35 R 4L 5 R 3 R Bfsp2 ik 0k 445 T/ LR
ST A F PR (ELEG SR T 2 o B TR ik, L A % 1S KR
R IR . Bfsp2 W AE S Atk 22 8 114 T HF A5 0 10 ok 4 5
SR AR 2T 2 40 0 T A A B A 2 e
1.2 JEZE A A

At R T 20 0 AR R R B 00 D 2 2 T A AR 38
PRI i bR A R 200 M o ot bR 2 3R 1 P o IR 1A I 2B 1 X
TR A L R A 2 1) L R L R 2 T A N ) £ 1 S
AR R R E R S A EEAEN . |EH, SN
I 2 A A G 0 11 0 T i R L 35 ) 048 3 2 11 Gja3 N Gja8
KB E A Mip U REE A Lim2,
1.2.1 Gja3 (i) B3 B3 6 200 e I 3 T, o 6 52 00 A, O] o 3 422
TR R 4 5 R £ 5 336 LA % 40 4 L 2 T B 55
I o TE R A TR B R B A A R R G O B 4
Gja3 T AN TE SR PRI 32 5 , 32 S A2 46 A% 4R 40 0 T 3 1 41 )
FE T, F T 1 2 1 ot DR A 30 0 0 B 36 U 9 4 200 i i)
BB B, M) G T 2 K Gja3 2 T 1 1 B
F1 ( connexind6 , Cx46) 4 L7 it 1R 1K 0 35 ARG /55 o Cx46 75 iR
AR B AN AR B L % e A R R B i B R o AR
Gja3 f 2 3 R AR TR 182 5 300 9 B A0 MR 1 2T 2k 9 434k 6 9
B H Gja3 sk g4 T/ BB 1P B, SR H RTIA
5 R E AR kA %
1.2.2 CxS0  Gja8 i Jak ) 50 3% 152 3 10 50 O 0, 16 20k 3 200
5 0 £ it LA 5 AL 40 40 L 22 i) B T3 1 P e B
TEHT . Gja8 75 @R A e S ME 22 35, S BARAE T IR 1 2T 44k 20
L, 7 oW R 2 7 R R R AR . BT R B, X R
15 Gja8 1y 1) N B, i Bk /0N B e LD R S5 0 A 4 1 P s

ARS8 7 K, Cx50 FFR/IN B ff IR 1R B AG T 3 IR TR
AP AR ERBE, IG5 14 K, Co50 R/ BUR Bk
T4 5 L I A 0N B BR 52 32% , fHL 5Ol 1R R B R R 46%
Gja8 FE P Al {R Ry oIRGB B R IR EH R B T FH M.
1.2.3 Lim2  Lim2 J& @R RS 4E B 58 — RS8O,
Lim2 FE PR 4 it ity MP 19 25 (1 %8 T 4l 47 & R R 25 2k 4 ) L b
A0 i 1) LA e = iz 200 R T 24 A0 i ) 7 T 52 4 RAG o
FEAE ] . Lim2 78484 SR o i o B 7wl e e Y . B
FERB, 24 A F Lim2 GG/ RARRAOE &5 87 R T 6 B X
S AR EL T Lim2 J PR G5 B /0N B R U077 Ay bR 1 P e 5 2
A Lim2 {5 B /N B R VR R BBL B 5 1) 4R BT S B B K TR R
0, Ut bR A P o B B S 2% 2 B 4

1.2.4 Mip JK@IEE F Aquaporin-0 2 fi IR M4 2F 45 41 i 5 19
FEAEMEZERE, TRES 5 BRIk B EE Y i, P Lm,
AQPO™ "L /N B 3 R B R AR R B 2 AR B, W Ak A
ANERI R AR AQPOYT R B T Y, 24 24 JE W ik B0 IR vk
AQPO™ " FIAQPO™™ /N B S IR 1R 8 3% 2 8000 ) B = W7 £ (Y
46% 1 20% , H AQPO™™ fi R A 1) ¢ £ B J1 W1 SR AR T 1BF 2= 280
AQPO 4 & FF KB /N B N B & A, Mip J2& 5 R i 5 45 e
wREmt

1.2.5 Nectin-3 Nectin-3 J3% 558 % & Nectin & H 4 S0
210 i — 240 0 285 BT ML 0 1) S5 B 2 IR, Nectin-3 2 1 7E /) BRVE B 19
BEIR R AN SRR ik o WP o R B0, 3 5 e (o Ik B or i B g 3
PRI 50N Nectin-3 38 3k & 55 B A= RUAH LU B AR 40% ., 2B
JE 55 1 K, Nectin-3 JG Ak 58 28 44 Y I 2K 22 20 10 /)N B B G 3% 55
BFGK o T34, 5 IEH SRR L, Nectin-3 Fo a5 53 48 1) di iR
PRI < R 2 A 1 2 2 200 M % it R A b B 40 it (2 4 4 i
A 20 ) 55 4 208 1) Hf e B 0 £ 2 4 i = TR) A AR AT /DN 1) 8k A Ik
OTES o X EE/NH AR EE R 43 B A AR T AT A A0 i A A i 5 A
L0 1 2T 4 20 [ (0 S8 J8 e B . G, Nectin-3 4l 6 TG 810 58 45 R
9iE TR 8 I TE £ 4 40 B A1 14 40 5 21 4 AN L 45 A 9 HL Nectin-3 %
IR0 BRI B /N IR R R R R BR . 5 A, Nectin-3 2% 45 /1N
BB A B Rk R B

1.3 Hofiby o A 56 3 [

1.3.1 Epha2 Epha2(Eph receptor A2) 3% A J& ¥ e 2 ¥ 5 Ik
RIEEER S RER W —MZR, Epha2 33k 5 P WA 1% A
R PR SRR 1 1 Bz 40 RN o A 1 £F 4E A0 B b Rk, fE A
S0 0 4y A S WD B R R, R gX & L, Epha2 1 BEK & B
HSP25 B K (N HSP27 /N BRI IR 4 ) 1) 3538 S 35 38 o Thi 4
BERR LA R BMG OL T, 4 33K (19 HSP25 23 38 4l A & 7 A i
HREEARITEAR Y, 78 2 N REVNR SR, Epha2 [ 4l
BB R ER 2 T B M 0 B R I BE . A 1A I Epha2
BN B R R S R T L3 N H B A W R, 6 S H i &
BB E AR A, Epha2 764 K R B R R IR R R
AR BT AR

1.3.2 Nream 55 4% % 1 Ngeam (neuronglia cell adhesion
molecule ) AH 3¢ 1% 20 L 5 B 43 5 (NrCAM) 2 L1 S 3 (9 5 28 2R 2K
BRI 22—, 250 A A2 40 W B L, AR 5 4l A A B
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o WP, NrCAM BRI/ U, IR A2 48 1 25 3L 40 B i
AN R RS R T AR ZERRIG & F S ), £ 4k Al
Jf 32 B A L 21 L, LA A0 B R SR I B R R B Y
sEpR R

1.3.3 Sparc H Hii% 5 14 BM40 ( secreted protein acidic and
rich in cysteine , SPARC) J& —F 43 s Ca™ (M 11, 4376 76 35K
P9 B8 B, BE 5 — AR 50 A A0 B A1 S 5 T (L AR IR IV ) A AL
EM o BEFE R BL Spare §BE/INBAE 1~2 A H I & A4 J5 K BT A
P B R B 5 1 A I, FE 24 4 S I AT UGS B B, HG At
e K AE , QB AL PR A BT B sl R PR BRUE HG E  BE  R T
BRI AR R R AE S~8 S

2 BREATFER

2.1 H4

AR T8 85 5 T 4 (heat shock transcription factor 4, HSF4)
BN N2 5 SR & & R AL, Hs4 T SR A R 35 4 4E 40
A R T, Ak Hsf4 SR B y-&fotR R 25 151 Ao g T i TR 32 38
WFFE R TE Hef4 Wi /NP R BT S N & WRES Y 5
LR A 2 245 200 1 1 P e, T R R R A T 4R R B AR E MR y-
fn R 1 RGBS BRI B B AR IR B 5 AR /N B AR IR A B 4
M e A B 0 A DL B R A
2.2 Rest

REST % 55 B 72 — Bl % St ) B -, 35 220 A 70 40 i 4%
Mo BFFE AL, TE Rest 119 5 A0 P R B /> BB AR b /N B i 2B JR 32
B SORARTE 25 5, 3R B R A b B 40 i i 3 2 s A s
I8 BCREL , TT O T 2R M O A S 3 e R OAR I S R A I F
BRI N RS S Y S Rk H AR HT S, Noteh (75
AH DG RE PR (AL 48 SE AT & B R M8 5L ])) 235 12, c-Maf  Proxl
SRR AR LT IR B A NI Rest 19 45 41 Mk ml R /D BRI
AR S A MURR I T R R T, T BE 5 44 8 Notch {558 B A1 T
VA AR LT 48 SRR R G . WFAE R B, Rest TE IR I 27
AT B A AR RS SR IR S S A
2.3 Six5

[5] J5AE 85 |1 SIXS5 (sine oculis-related homeobox 5, Six5) 41, 2
— AR T LT A TR BRRIR R DL R 2 A H R
K BOANS HRHEERE KL TR KB, SiS 45 7 &R
PRV b R A R T B A /N R, Sia5 FE R BR T S BN AW
BRI R

3 BEH

3.1 Aim

22 5 FR 5 1 34 fiff ( Ataxia telangiectasia mutated homolog,
ATM) 2E357 5 98 B 40 1L 48 7 7k 2R 78 1R) JRAA, 2 — Fh B Z
REMVZ AR E AW, TE MM AZ, TR H A bz
Fiko WE 13.5d JFaa BT/l & & Al B, /N & R A
RIRWD . ES56E5H- MY G, T e A e,
TESEVL AN/ SR H Bz i P T RE R AE AR . BhR R B, 2 Aum
WA F F2li G+ 5 R BR /N B B #8 F 0.5.1.0.2.0 Fi1 4.0 Gy

(9 X SR AT T a7/ BUR IR Ry 2= A i
3.2 Aldhlal F1 Aldh3al

ZEEA R 1 5 WK 5 Al (aldehyde dehydrogenasel A1,
Aldhlal) 1 Z % Bt & B 3A1 (aldehyde dehydrogenase3 Al,
Aldh3al) ¥y )& T B It &M TR 5L, 4y A FE 4 B, Aldhlal
T 11 5 R A 1 K P AR s Aldh3al 78 /) BRA B vh K A
AETE TR ficR AR b Je s K 2 . B 98 & B, Aldhlal/Aldh3al 3L
P Aldh3al w5 /N BUAE 1A S I I 5 8 T X R B Ji & A
SRR IS B B, Aldhla 1R BR/NRIE S 6~9 A
o E AR, M Aldh3al B A& R R Aldhlal F5@E i E
g (63 8 ) AT (% 75 ) I 3y BT B
3.3 DLAD

1% 12 % fi# B Dnase2b ( deoxyribonuclease I beta) {E fify R4
FFFINE b R S e R 35, TE R iR P i R ik, IR R, B 2
DLAD SEP (47N TR &b 44 4 g 23 1 3o 72 v 8 123 [ A DNA, 3
BORFESR 1 DNA £E 27 4 40 b BLZR . DLAD ™ /N B A ik
A 11 P s, o 00 R0 B o, P e 2 7
3.4 Ephrin-as

Ephrin-a5( Efnas) & ephrin 2 {f ¥ % 5% 3 1 19 B2 Pk L 53 1
TEANENRE F, 25 8RR A & & F4r ko EfmaS 78 4845 foIR K
£1 2k 240 Jf 2 25 F0 240 1 A B A PR OGS4 D, A A N - 4 i
AH AR FREE S DR A4 27 i 200 B 2 20 B B A T IR 5 A DL AR B B
HIBE, BFSE R, Bk 2 Ephrin-aS 3 68 (4 /0N B R 1K 2T 45 40 it
TERE R 5 BE SOR RUDE | i B A /0 B R A 27 48 4 i
W 783008, 2 87% 1 EfnaS B HREER /N BUE A< N R, Eph
A B FLTE A S IR 1R 7 A R S R A R T
3.5 Galkl

2 FLH W ( galactokinase 1, Galkl) J2& > FUE AR 19 32 2
ity , 7EZLBE AR T, Galk 1 G I T ATP K d-f FUME i 1k 5L d-2F
FUBE -8R . B9 R, B = Galkl /N RSB 22, H 2k
FLBE RN FUBEBEAE Galkl BB/ AL PR, w2k AR E
JG , Galkl BB/ RAS = N BE o Galkl BRI/ BRUIE A NS
B DL PR U7 A T SR R
3.6 Gpx-1

A WeH K %01k ¥ 1 1 ( glutathione peroxidase 1, Gpa-1) 3
BRI 2 B 19 2 11 BT T Gpx-1 G0, HC Al B3 2 48 0 T Ik i £k
H,0, [ J5, AT PR 7 40 i 5 32 B A i 5o P R L, 5 AE 4
YA L , Gpx-1 R BR /N LR R GPX-1 i P &A1, BRI T3 B0
KAk D) 32 H,0, 19407 EAE DL ET 4RI 5 Stk . i T g
Fiid E AL 2 CPX-1 R, B LA Gpa-1 JE B i - B0/ B
4 it R AR B T R R PR T R B B O e AR Ak W
T A 52 B 3 G A I HE AR o Gpa- T BRI R D BRUE AR TS
U AR JZ N, 2 15 A H R R B
Gpa-1 TE ftCIR IR B B E AL B A B ) b ol 5 2EAE H
3.7 Dcoh

W I BE % 1 deoh ( Dimerizing co-factor For HNF1) J2 o [a] £,
Wb — R, R HNFL ZE04% 0 Bl F A tER & A .
Deoh fEJy HNFL M4 B Bl 7, Fa & T Z 5k HNF1 Z 5 9.
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Deoh i Ak U & Az 4y 8 W% 14 [0 WA, 2 55 7 20 2 R 2 10 Tl ) Al
BT TFREI, 6 Z deoh WY/ BUIR F: B A AL A7 88 01 R A=
B RE ST (E R 3t v A TN IR ML AE AT AR 3 1 B A 46T, (HL
PR 0 AR S 25 R R R R AN AR S 12 d, R B2
WA S TR S 24 A BN, Deoh WBR /N B Y HNF1
INREAURR B 0, 50 IR /> BRAH G, Deoh BBR /) B 2 B2 A 44
BT 32 , 2 WAR AR 35 A 56 3 DR 7E 19 19 WIS P 10 P

4 HMEBAEHEERE

4.1 Cdkn2a

201 JA 39 2R AR B 4 )R] 2A (cyelin dependent
kinase inhibitor 2A , Cdkn2a) Zi % 2 /™ R Jsg 40 I 25 (5 p16 Fil p19,
fit5 CDK4 1 CDK6 FH G AR I, A5 S 1EH 4l MO 38 A= 19 57 98 4% 1A
T o Cdkn2a W/ RN ORI A 235,08 1 E N BE, 5 0 19
FRR B AN BRI A 7 ) 0 104 R g iR AL B B A G . RS R B,
Cdkn2a @R SR RSB R ARG HE 15.5 K, iRk
2T 4 A0 0 1T 7% 1Y O 3 BOROIR A A KL X TT RE R 1 TR R
AT 4k 201 M 55 2R % o5 0 M A T 3 A i I Ay >
4.2 Clock

&K iz 3 i B W 3 B Clock ( Circadian locomoter output
cycles protein kaput) i —Fift 5 A= 9 B S w5 9895 A OC 1 R Bk AR
Mo %A PR B BT 3 R G0 RO 2 SCER 43, 76 D IR B 4 1
05 W R AEF R OAE R . Clock R (35 2 40 A 6 40 U A% , et fAk
M BT e IR VS HA A R ARG EK
WRTEK . WA KIS B AE RN AR L, Clock—/=/INFUIK - 2
FAI T 15% ., Clock e J th 25 5 B/ B A 4F B 47 57 UL
PP B R B 48, I HL R SR H B R RN B A 2 RS
GERFW, Clock BERAE 2 bl & | 2 A9 /E T, A= 9 b 1
B %f TR IE R AR R AR R R R R B
4.3 Nbn

Nbn(nibrin) J& MRE11-RAD50-NBN( MRN complex) ) 2H %,
Ty, EE oA AR A A, Y 6k DL Bk B, #E DNA BU45 1
SN NG €0 R 5 T Y 4 R b R DG SRR . ST R B Nbn Bk
B AR A A RIS 2 0 A 1 A, A4 bR 1A b B 02T 2k 4 i
SR IR B IR LA K 2F 4 A0 0 1) AN 58 4 BB o L Ah, Nbn i B /) R,
7R AR R OR MR R 1 SR TR SRR . X SE R AIE I 7R Nbn
TE IR A 27 4 A0 M 1 265K 43 AL B N R A P R DR .
T DNA 5 v iy BB 22 0 5 00 2 R AR O, R i Nbn 3
IR 7 X6 RO ROE 4 A1 52 0 40 L J) 390 4 o) B 1T B S AR IR A R
MR .

5 BRELZEEXER

5.1 Bin3

BIN3 % fith— A~ At b R ~F HE i 3R 3K 09 BAR # M A
Fl GTPase #5A 4 H , A1 4% BAR (pch/f-bar Fl i-bar 15 He 1 , th
TS ESHFMBEREIEH K, TR EIM/NR Bin3 (24 4
AR BOPE R P P R M R G S R . BT
52 A e TR0 o R B IR AR 2T 4k B 22 B S B B B 35 B IR £F

A e IR B T IR R A T 4 A0 B (gl B R 2D PRy F-J)L
HEAILF KL, KU Bind 76 Fok Mk & Mgzl bl
HEBEEN,
5.2 Smad4

PR AE ] A4 4 ( Mothers against decapentaplegic homolog 4) &
SMAD ZZ % A 5, REAE AR o AT 368 22 3%, 00 3 400 i 2% 0 400 0 o
F 50 = B K SMAD2/SMAD3-SMAD4 & £+ ¥y 1) 41 B 4%, 16
AR TR, 2 e A A R B A S 0 AE S T T A RO
Gy o WFI R AR IR R AR JZE Smadd 2 S BUM IR K & A
R B B AR P R B2 KRGS Y 1 B . Smad4 T BE /Y 9&
FAMH T Smad4 SR SRR 1 B 40 A B E R A0 E-55
BB FRIE . N5 R B 7E A B LR A0 A R b Y 3R
B RARIR/NGE M X E-85 R A A NS R A R, X
W] Smad4 XFIRTR AT RCE L, MY B -RI TR,
T A 0 5 30 5 A0 A0 1 BOms ik IR, Twist2 BT LA B Smad4
W TERRIA R B P REE EXEEEM.
5.3 Lgrd4/gprd8

G FIBIKZ M 48 (gprd8/LCR4) Ji T G E BB Z A K
T, S A A A0 M AR b xR R B 45 A B A Rk R AR
WFIE R B gprd8 M BIR 2 518 ) 12 AT 5 K & A B, A3 R
R TR B AN A T R A R M RO N R YRR
A5 th A )5 B0 IR 5 7 o, T A U ) gpra8' T /I B AL R LA
A R 24 0 A1 e P R S R A L 1T 6 H I gpr48' T /N BRI
60 ) o 22 A R | P A ORI
5.4 Tdrd7

TDRD7 (tudor domain containing 7) 4&—-~ Tudor 4% ¥4 I A9
RNA 568 0, BT a R IR R 4E i b o BF98 R B/
Tdrd7-null 2% & F 23 77 A4 H N B, 75 6 HR DL KRS 7 7= AR 455 3 o
Tdrd7 BE4% 5 57 57 19 SRR (5 {87 RNAs JE i e % JL i, JF B
%5 mRNA (% 55 ¥ 60, 1 mRNA B % 35 ¥ 5% 15 % &
AR B % B R KA
5.5 Lel

Letl (lactase-like ) J& T Klotho % 4 %% , 78 MR 3R dt R A4 3
BERE HF B MAENIE LR E, H AR R, HRENR
ANBR Leel 8 3 [R5 B 2H MM B, 65 [R]85 8 A Ledd i B 0 B A B /1N
FRLEAT o5 BIAG A B L, R ALIY IE R s SR, e B /) BUTE 4 B4
PRI b IEH A A R AR BRI, O 3 BT A A S B A
TES AR I AN SR 1Y B B PE B N IR o 7R RRBR /D BRUHP i IR AL A R
PR ZE A CREER /N SR 8 AR AT SR — S AR LAY double-y = x T AN
S B A Y B B9 double-y 3 x) i) I 7E letl- g Bk S iR 44 b &
BT Clie5 (/) FUBE R v 55 2F B /4 AR O 19 WT 5 Bt B AR G 11 —
FRR 11T ) 5% SR 58 i 2 10T Clic5 35 R BB 1% 76 45 il iR 1 27
HEAN M SR A AR PR Pl s mE W IE . XLEEE R K],
Letl %4 T iR (v Clies 45 53 sk 2 i 9™

6 B&

R T 3l 49y 22 B Sk 19 56 R 38 A A 0 OB kAT N AR 3%
PR A WF I8 L R R 2% R R TR R 2 — , TR TE RSB
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B R AR 0 S LT G R BBl AR T Oy T, AR R AR .
AL/ BOBERY AT RLs BN 1A B K e 0, s AR I, R i
DN 22 B DL B 22 P A5 b LAl 0 45 D 3R T 8 A9 TR HIE , )T o
— B (R, 7 I ) pAy A2 A o e TR ) 5 4 9 A R T T T
AT AR, /I BB 10 B SR B3 1 LT T PN R B0 2 AT 1 3L
FAERT R, ) bR AR B & B O 3 /D BB B 45 L)
RS o B ORI 1) DA R O Sk DR B E 3 e R
AR N 23K 1 T 2 I RE R R BLRNBIE S Rk TT LASE in 5E 4y
48 7% 11 P IR A SO AL B 20 AT LA S AR I A S 1 N R Y
TR 1 .

FlEE M P 1R & 3 A A TR AT T i b 5%

&% Lk

[1] Shiels A,Bennett TM, Hejtmancik JF. Cat-Map : putting cataract on the
map[J]. Mol Vis, 2010, 16 : 2007-2015.

[2] Graw J. Mouse models of cataract [ J]. J Genet, 2009, 88 (4) :
469-486. DOI:10. 1007/s12041-009-0066-2.

[3] #2200, 2. stfe e N bR sh MR R IF ST ot (0]
{5 ,2007,29 (2) : 137 - 144. DOI. 10. 3321/j. issn: 0253-9772.
2007. 02. 003.

Yang XL, Su YL, Li WL. Progress in animal models for inherited
cataract[ J]. Hereditas,2007,29(2) : 137—144. DOI;10. 3321/j. issn:
0253-9772.2007. 02. 003.

[4] Ma X,Jiao X,Ma Z, et al. Polymorphism rs7278468 is associated with
age-related cataract through decreasing transcriptional activity of the
CRYAA promoter [ ] ]. Sci Rep, 2016, 6 : 23206. DOI. 10. 1038/
srep23206.

[5] Zhang J,Li J,Huang C,et al. Targeted knockout of the mouse betaB2-
crystallin gene ( Crybb2 ) induces age-related cataract [ ] ]. Invest
Ophthalmol Vis Sci,2008,49(12) : 5476-5483. DOI; 10. 1167/iovs.
08-2179.

[6] FitzGerald P, Sun N, Shibata B, et al. Expression of the type VI
intermediate filament proteins CP49 and filensin in the mouse lens
epithelium[ J]. Mol Vis,2016,22:970-989.

[7] Su D,Hu S,Guan L,et al. Down-regulation of GJA3 is associated with
lens epithelial cell apoptosis and age-related cataract [ J ]. Biochem
Biophys Res Commun, 2017,484 (1) : 159 - 164. DOI; 10. 1016/j.
bbre. 2017. 01. 050.

[8] Ceroni F,Aguilera-Garcia D, Chassaing N, et al. New GJA8 variants and
phenotypes highlight its critical role in a broad spectrum of eye
anomalies[ J ]. Hum Genet,2019,138(8-9) : 1027-1042. DOI: 10.
1007/s00439-018-1875-2.

[9] Shiels A,King JM,Mackay DS, et al. Refractive defects and cataracts in
mice lacking lens intrinsic membrane protein-2[ J]. Invest Ophthalmol
Vis Sci,2007,48(2) : 500-508. DOI.10. 1167/iovs. 06-0947.

[ 10]Shiels A, Bassnett S, Varadaraj K, et al. Optical dysfunction of the
crystalline lens in aquaporin-O-deficient mice [ J ]. Physiol Genomics,
2001,7(2) :179-186. DOI:10. 1152/ physiolgenomics. 00078. 2001.

[11]Lachke SA, Higgins AW, Inagaki M, et al. The cell adhesion gene
PVRL3 is associated with congenital ocular defects[ J]. Hum Genet,
2012,131(2) :235-250. DOI:10. 1007/500439-011-1064-z.

[12]Jun G,Guo H,Klein BE, et al. EPHA2 is associated with age-related
cortical cataract in mice and humans[ J/OL]. PLoS Genet,2009,5(7) :
€1000584 [ 2019 = 02 - 01 ]. https://journals. plos. org/plosgenetics/
article? id=10. 1371/journal. pgen. 1000584. DOI. 10. 1371/journal.
pgen. 1000584.

[13]Moré MI, Kirsch FP, Rathjen FG. Targeted ablation of NrCAM or
ankyrin-B results in disorganized lens fibers leading to cataract
formation[ J].J Cell Biol,2001,154 (1) : 187-196. DOI. 10. 1083/
jeb. 200104038.

[ 14] Gilmour DT, Lyon GJ,Carlton MB et al. Mice deficient for the secreted
glycoprotein  SPARC/ osteonectin/BM40 develop normally but show
severe age-onset cataract formation and disruption of the lens [ J].
EMBO J, 1998, 17 (7) : 1860 — 1870. DOI; 10. 1093/emboj/17. 7.
1860.

[ 15]Fujimoto M, Izu H, Seki K, et al. HSF4 is required for normal cell
growth and differentiation during mouse lens development[ J]. EMBO
1,2004,23(21) :4297-4306. DO1:10. 1038/sj. emboj. 7600435.

[16] Aoki H,Ogino H, Tomita H, et al. Disruption of rest leads to the early
onset of cataracts with the aberrant terminal differentiation of lens fiber
cells[ J/OL]. PLoS One,2016,11(9) : e0163042[2019-02-01].
https ://journals. plos. org/plosone/article? id = 10. 1371/journal.
pone. 0163042. DOI:10. 1371/journal. pone. 0163042.

[ 17]Klesert TR, Cho DH, Clark JI, et al. Mice deficient in Six5 develop
cataracts ; implications for myotonic dystrophy [ J]. Nat Genet, 2000,
25(1) :105-109. DOI.10. 1038/75490.

[ 18] Worgul BV ,Smilenov L, Brenner DJ, et al. Atm heterozygous mice are
more sensitive to radiation-induced cataracts than are their wild-type
counterparts[ J ]. Proc Natl Acad Sei U S A, 2002, 99 (15) :
9836-9839. DOI:10. 1073/ pnas. 162349699.

[ 19] Lassen N,Bateman JB,Estey T, et al. Multiple and additive functions of
ALDH3A1 and ALDHI1A1: cataract phenotype and ocular oxidative
damage in Aldh3al (-/-)/Aldhlal(—=/-) knock-out mice[ J].J Biol
Chem,2007,282(35) :25668-25676. DOI.10. 1074/ jbc. M702076200.

[ 20 ] Nishimoto S,Kawane K, Watanabe-Fukunaga R, et al. Nuclear cataract
caused by a lack of DNA degradation in the mouse eye lens [ ]J].
Nature,2003,424(6952) : 1071-1074. DOI.10. 1038/ nature01895.

[21]Cooper MA, Son AT, Komlos D, et al. Loss of ephrin-A5 function
distupts lens fiber cell packing and leads to cataract[ J]. Proc Natl
Acad Sci U S A,2008,105(43) :16620-16625. DOI. 10. 1073/ pnas.
0808987105.

[22]Ai Y,Zheng Z,0 Brien-Jenkins A, et al. A mouse model of galactose-
induced cataracts[ J]. Hum Mol Genet, 2000,9 (12) : 1821 - 1827.
DOI:10. 1093/hmg/9. 12. 1821.

[23]Reddy VN, Giblin FJ, Lin LR, et al. Glutathione peroxidase-1 deficiency
leads to increased nuclear light scattering, membrane damage, and
cataract formation in gene-knockout mice [ J ]. Invest Ophthalmol Vis
Sci,2001,42(13) :3247-3255.

[24]Bayle JH, Randazzo F, Johnen G, et al. Hyperphenylalaninemia and
impaired glucose tolerance in mice lacking the bifunctional DCoH gene
[J].J Biol Chem,2002,277(32) :28884~-28891. DOI. 10. 1074/jbc.
M201983200.

[25]Cheong C,Sung YH, Lee J, et al. Role of INK4a locus in normal eye
development and cataract genesis[ J]. Mech Ageing Dev,2006,127(7) :
633-638. DOI:10. 1016/j. mad. 2006. 02. 010.

[26] Dubrovsky YV, Samsa WE, Kondratov RV. Deficiency of circadian
protein CLOCK reduces lifespan and increases age-related cataract
development in mice [ J]. Aging ( Albany NY ), 2010, 2 (12) :
936-944. DOI. 10. 18632/aging. 100241.

[27]Yang YG, Frappart PO, Frappart L, et al. A novel function of DNA
repair molecule Nbsl in terminal differentiation of the lens fibre cells
and cataractogenesis[ J]. DNA Repair (Amst) ,2006,5(8) :885-893.
DOI:10. 1016/j. dnarep. 2006. 05. 004.

[ 28] Ramalingam A, Duhadaway JB, Sutanto-Ward E, et al. Bin3 deletion
causes cataracts and increased susceptibility to lymphoma during aging
[J]. Cancer Res, 2008, 68 (6) : 1683 -1690. DOI; 10. 1158/0008-
5472. CAN-07-6072.

[29]LiJ,Qin Y,Zhao FK,et al. Anterior segment dysgenesis correlation with
epithelial-mesenchymal transition in Smad4 knockout mice [ J]. Int J
Ophthalmol ,2016,9(7) : 943-947. DOI.10. 18240/ijo. 2016. 07. 02.

[30]Weng J,Luo J, Cheng X, et al. Deletion of G protein-coupled receptor
48 leads to ocular anterior segment dysgenesis ( ASD) through down-
regulation of Pitx2[ J]. Proc Natl Acad Sci U S A,2008,105(16) :
6081-6086. DOT:10. 1073/pnas. 0708257105.

[31]Lachke SA, Alkuraya FS, Kneeland SC, et al. Mutations in the RNA
granule component TDRD7 cause cataract and glaucoma[ J]. Science,
2011,331(6024) : 1571-1576. DOI:10. 1126/science. 1195970.

[32]Fan J, Lerner J, Wyatt MK, et al. The klotho-related protein KLPH
(letl) has preferred expression in lens and is essential for expression of
clic5 and normal lens suture formation[J]. Exp Eye Res,2018,169 :
111-121. DOI: 10. 1016/j. exer. 2018. 02. 001.

(ks A9 :2019-12-27 &A1 [ 19 :2020-07-01)
(A3 % 48 AL 0R)





