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Abstract

» Autophagic flux refers to a series of dynamic process of
autophagic bilayer membrane formation, autophagosome
formation, autophagolysosomes formation and

degradation. The etiology of cataract is complex,
including congenital abnormalities in lens development
due to genetic mutations, oxidative damage due to aging,
abnormalities in glucose metabolism due to diabetes, and
proliferation of lens epithelial cells (LECs) stimulated by
postoperative inflammatory factor, all of which are
associated with the development of cataracts. A growing
number of research in recent years have discovered that
altering the status of LECs can contribute to the
pathophysiological process of cataract by regulating
autophagic flux. This review summarized the impacts of
autophagic flux regulation on cataract.
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1PN B 2 BRECE PR i 2R A, R B h iR
BB e E R R M AR U B A
TBIT H N BEME— A SIRYT k. PRI 30 R &
HLT R AL E . BRI R B A L FE AR
KRR fARIA S R EE 55 2 n R A i
P B DRI 5 L A 52 5 DA SR 5 SRE PR - 338 3
FRRAA I 7 40 il (lens epithelial cells, LECs ) 3 4= 45 [R 2% |
5 HNEIIE A G, AR, MOk 2 Mt & 8 A
W S 114 VR4 T 3 3 208 LECs 1ARZS , 2 5 11 7Y s 114 o5 3
AP R G, b T ARG T E W R P BRI
G AR AR SO H R TP 253 |
1 BEERE AR
1.1 BEETR 40M A W — R B [ W5 AR 2 3 T
SRR, HECK A OS2 BE B, A WEARIE 1, A 1
BT J0 A B Y 5 5 TR I ik 110 2 25 0 2 SC R L Wk
(autophagic flux) , JRFRA“ A WEH" >, B, (1) A
WEdE s . & Agl/ULKI ME AW AW, (2) A EERIE
% : Beclinl/ I 2 5 B ok LA 3 - 3G ( PIBK I ) 259,
Atg9-Atg2-Atgl8 AW Atg5—Atgl2—-Atgl6L1 Z 5.
DL R T Atg3  Atgd I Atg7 B LC3, A5 A WK 0 3
FBGE o (3) I A R i 14 38 B 0 il 5 - o ot
T % Rab7", EPG5'*7', HOPS'®™®' | PLEKHMI1'" I
SNAREs [ 2517 (4) F W58 B« I 3k 5 75 20 12 Tl AR
VA A4 7K Fik TR A 10 WA | 3 1o e 3 o AR e ™ T T 1)
YA T, EERT A BUET AR K Ay F S S A A
i{ﬁﬁé[ls—m] N
1.2 AEEERMNESERE  wTOR M HAjH N B H
WG I R 3 BT 9 e 22 W) — Sl %, B R 2 AR MR T R 1Y
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ICR AW R : (1) PI3BK-AKT-mTOR 15538 # : PI3K
BT 45 5205 1k AKT, AKT #il2 16 mTOR 43 1 I 84 1%
mTOR , ZE M [ W, sl B2 ik TSC1/2, BH 1k FH X/
G % 1 Rheb B ff 9 45, JF Wi fff Rheb R AL, Wi 5 L
mTOR, P AW 5., (2) AMPK-mTOR {5538 % . A= 34!
RET 40N AMPK AL T2 35 R3S, R B R 2, 4o
BAR YU SE AT 5 | 40 P RE R AIG, B0 AMP/ATP fY
FUAEH =, T 387G AMPK ; 24 40 g 74 fiE 4 T B A, LKBI1
Al BERR AL IOE AMPK, 15 1B AMPK 3 2 #0 #] mTORC1 )
T, A S AW, AMPK/mTOR/ULK1 i B84 K 4 45
B Wi Y B K AR T A A2 R TR, FEE R B2 B, O Y
AMPK i# i ] mTOR , ki b ULK1 B8R £k M1 303 H
e | & — P [ A AL 5 A, 7R SR 50 R I, PIBK-AKT
AL R iERY mTOR Bl 1k ULKL 4] @k, (3) MAPK {5
S8 P AL ERK JNK FI p38 T 52 i m 1% , 1618 22 40 il
EEm) L R Y (e 0 e == s A B 72 1 2
TEX — i R U 3 (S S S AR, B 5 H
R & AR

2 BHERAEEANERBEFHIERILE

21 ERMBMNE S RM N EE (congenital cataract,
CC) I K HEAIL « StebRAAR 322t AR f ) 52 57 7 1 iz 4l
JH LA R L A3 AR A B4 2T 24 A M A A, 76 R 240 7 £k ok e
SN £ 2 A0 A 5 v 2 P i 2 R A T DA X A5 4 A4
M2 A e, T BN I 2% X, ( organell —free—zone, OFZ)
YA 2 0 S B s S EURAR AR AN & B SR s S
BHEE T 51 & CC RO R, T W AS A A 1] i 1)
LECs H a3z A s s i r &8 A, 0 HAE LECs 20k il
mr R AR 2T 4 40 6 ok 7 b 2 5 0 i 2 1 S Ao P R RE G 4% TR
BAEH,

H AT, BFFE R AETE FYCOT | T ZEWE A Bk LR 3 — 4 i
(Pik3c3) . CHMP4B  EPG5 , ERCC6 ., TDRD7 %5 K& [Al {1 28
A5/ w s, o B A MR s AT, S8 e B R,
FYCO1 5 M 2848 02 3 30H Yo iR Btk st % 1 CC i i 1A
Z— H T I B R A R s AR R
RAAET A 20 B v 200 16 21 5 At 2 T, DTG e bR A A TR
BhOIERL CC ) Pik3e3 XFRH Vps34, & ME——A T 255

BEENLEE 3340 ( PIBK I ) |, A7 2% 35 F 58 & I AE 55 55 1 il
i Pik3c3 fA BB AL rpr | 0L A 2 A 78 VS i Bsf 30 B 52 3]
MH, CHMP4B & 3 AN A B & A 1Y i 3L sh
Vps32 FER 2 — AR H Qe ik e CcC BFE &
AR SR 2 AR R RAE W B R R S 5 N B T
AL, EPGS JE4F S AW epg—5 BIAZKIAI R Y, %
i —AN SRR 9 I R A B B A 9 R 7 (S50 PR
WEER S5), 5 H VR A MR IIE A %, BB BF 98 IE S
EPGS5 P 2A5TE Vici ZEAF B A BOWAEH 1T Vici 45
B —Fh R s 2 R R, TR BN cc™
Cockayne ZEAEJ2: I ERCC6 8Y, ERCCS % [K 58 48 fir 5 5
BB AEPERR , 2% CC, 1 ERCC6 J& DNA & & HL il #%
FER VI3 18 & (nucleotide excision repair, NER) B B 2
BRI, R R 5 e B RS I OE, Tk, A
8 R, ERCCO SIEHHAR S 1 VCP A EAER | i

SEMA [ AR 5 AR I 245 A T 30 LECs N B R Y
s % . FTLL,ERCC6 1E CC At ml EM i 3 [ Wi
BRI Bk 25 N B B R B 2, (HHFE cC B Ak
HOFE FAMLIE A i — SRR Y L LA, feil i —T0 0 55
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RIAE CC B HhfE7E TDRD7 5L K 28748 TDRD7 76 HR 41
AU R W5 & B, TDRDT nl fig %S
F W G 5 B Thel1d20 mRNA 454 1 T s H 1k 411
il W AR R B AR Y b, AT IR A W 3L, 3 B0 R AR
2T Y A1 i P A R T S R ORI 37 0 40 M A B R A S
M FEAFNRARIEE T S5

it PR AARZ5 P R P 6T 2 R i R A B B 1 B B R

T, JT LA 4 B (bR PR 2 P 10 3 R A 28 A il 32 3% e B
. WFFEUESE AR AR S BE 2R 1 o ( Gja8b) FE I 8748 2%
FEPE A LECs HP 20 i 5 B i D) RE B A 3l L 5 T I
TR SR CC R A EEEURILHE Y . o SRk
FE AR RIAENEEZEER, ZWFZ K aA-F1 aB-
mi R EE RIS, o AR 00 M LA AR5 A iR A
FRI% A o R P & B AO/E . Wignes 57 F 98 & 1L
aB- e RARZE 1 R120G (aBR120G ) 278 /N, LECs 4%
FETEAE TR IT B I A R R AR, R W H W8S PR o) sE 2 6,
p62 HEH B, AT CC B, R, aA-R49C AL
T3 LECs v p62 R B FTRLE M T DI L KA &
P R 20 A P At 15 67, T4 5 [ T A2 E LECs H R
P15 A i, DT ik 20 DR R TR 9k, 4R R BB 5 CcC Y
FORHLHIAE S 38 1 B R Ok B 1k AR R B
RS, W R 5 2238 78 CC Y & 5 ML il $2 13t I
I,
2.2 FRMHAX B NE A AH XM I BE (age —related
cataract,ARC)ﬁﬁﬁi%mﬂ@]ﬁﬁ*ﬂﬁrﬁuﬁ*%él@%muo A
WL PR LECs FJ8 T 2 3 AR R B 50 1 45005 8, 2 T AF
FELE L F U [ WAL B 38 58 w58 i v] LA /D LECs A T,
MELE ARC AL LR, B FHIEL, R4 A
MW IR RS B3 T B P D B 1 AtgS T Angda B 530 H IR
THAHY B 5%, AT AN LECs 195 17, S & 5 80/ B
ARC &2 AL, 8 27 K B ) W AR % fit
% R A R T & Rk R 15 18 2 B MSH3 Al
XRCCS, #F 1 8 ¥ LECs M 12, 2 5 ARC W & &
ﬁ%{ﬁ—}w .

AR Z I FEAESE , AE i RNA (non—coding RNA
ncRNA) 7E ARC 1Y [ W gt ik 72 v & 95 51 22 i PR 454
ncRNA 7] DL o 2 i AL il 2 55 00 35 80 3% R 5 fff RNA
(mRNA) B 2 151 45 DL 2 38 A, £ 26 65 0/ RNA
(microRNA ,miRNA) K55 JE 4 i% RNA (IncRNA ) F1FRAR
RNA (circRNA) , FZ W5 #8 % & B miRNA i3 ¥ A
IR LN R 2 5 ARC By &4 K JRPY BF9E K,
miR-23b-3p 7E LECs H1 1 2 9], 3@ i #0 il SIRT1 J2 H:
T FOXO S i 7 g A 4 B Bt & 1 Atg7 Fl Beclind
£ LECs W&k, INIURCSS F W 5 1 3T & 2 A R 45 40
MOS8 R, S8 ARC (& 4B Let—=7c-3p i ad # 17
DUER LECs H Y F W 1A B BE SR IR Avg3 23k, 308 i 10
AALRLOA S B A EAE T BEAh, let=Tc—5p il
il NER JEPH ERCC6 19238 BH 11 [ W 75 g 1R % £ [ B, 3
/> ERCC6 B3k 2 J5 3 8 H WA 6 8 1 LC3B,
Beclinl il p62 34/, 32 WY 7 W5 K4 £ B Be 32 BHL, B 5 12 141 BA
AW & B ERCCO Irdt ()& 1 CSB fgfp 5 —Fi 25
H W AR I A O BRI VCP A EAE I 2 5 [ W 5
K, let—=7¢—5p 38 3 J89% ERCC6/VCP 18 B 52 i [ W 14
RS, 25 ARC kR kP A, Has_cire_
0004058 i i miR—186/ Atg7 AL HE A W /IMA 1) TE WK 30
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il SRAO1/04 40 M P4 1=, AW LW, AWEM LK
IncRNA 25 N BEEIE R, mAIK IncRNA 14 SRR 7 1)
il 7 LC3B I [a] LC3B I A% 4k, AT 55 LECs (%) F I
THETT, IncRNA E 75 78 11 N B A P A 50 b ] 4 9 e ik
PRI Bl 3 1 W3 o o 2 ol 1 B ) R AR A el — B R &R

SR, A — B2 R SOULAS, A ARC OTE B 5
AL 14 e BE SRS A O, e S A W R, AT AR
AR DNA #5455 31 LECs % 257 [Fnk, A 58
KB E WERE AR K Y p62 (B 5 3 Z A S BR A %, It
UESE p62 ] L3 i 4iE 2% 5 A ot /N U B e Y el
B —I 5T h A3 ARC H 5 19 LECs Hr 1 W /K1 i 35 1
1=, T p62 8 17K 35 BR AL, e T 80l A7 05 R R
R0 DHIAE AR R BT, StobR A rb s B TR IR Y [ ]
A2 S EANMITE S ek, E— 0k ARC KA,

B B FE K B, 1R 22 25 9 mT AR 5 A W I B AR
16 ARC F#/NEIERIAY LECs o, A 243 & IR 1
SN 3o 38 T AMPK 343 42 R 388 9 W 8 it 4 1) A fie ook
T2 A5 2 /N B AR IR A TR ik, AT SE 2% ARC R R
Xu Z51 2 R 5T S B0 D—2F FLAE 25 1 [ W R i ) R 1
p62 BYFEIE ] B MR LC3 Y I i 38 S 5
W F 2R AR T RE S & LECs %232, 1 — W SUNCAT L) il
I AR ROS &4 B9 ATP I MMP 7K Bie s £ R AR o
BE M| D—EABHA S0 LECs %, B ETHYBISE AT LIiE
B, AW ARC & A A EEHLE], Ik, JF & 8
) W I A S ) 25 0T LA ARC BTG T REBT &2
23FERFBEAMNE BRI MEE N B (diabetic cataract,
DC) S&HE FRIE (145 UL B | J i PR s S8 5 R ) 32 45 fn 2k
R EZR A, DC R AEALE A T 2, A Ak R
EMT HL#l FE 8N, R 58 R, 76 DC &35 B9 A 24
LECs 11 Atgs By 3235\ AMPK JH i 45 X+ TFEB il
FOXO3 WG P2 21D, 0128 2 B A Wi v F S DC &
SeHL IR )

TE DC W &R LI AF 78 H , b 2 7 80 LECs E ik i
5, 100 W REAS 2 0 R A S 1Y LECs E kY
B4n , #0iE Bk @ 2 {2 3 LECs P Beclinl & 133k, 0 59
mTOR 7£/IN B PRAA o [ 37 9 331 7 A, AL mi 42 ok
WE A & A I8 B DC /N BUR 213697 7R L IR A 9E &
P, AN OB I8 8 S 5 4R R AR B W AR G 2 AR
BNIP3/NIX .PINK1/PARKIN f{) 1k, FiFZki 1R A W%
P DA R 32 Tt SR AR, DaU5E 5 B 5 3 1Y LECs 2k 44 4
15 JELE DC WY KRR A, Liu 25 BF 98 & BIAE DC
/N R LECs 9, £ Rl 5 FR22 10 m BT, LC3 7KF
AR E T (HO2 A WERE IS 8 1 p62 SRR AIKS Tt
T, A AL B AR R e MR T B (R YR AR
BHASOE A 30 A W BT, RS 9 S50 % B3R, H AR A
B AR 2 0k 4R Tk S ST B R REAIC, B8 = i A S
LECs " ROS & 5l 3% 2, 10 Bl 25 o 0 o) 35 et 1] 179 22 4
LECs BT LB EHLE] T 9, i §: 20 LECs & A= A A fi
155 B0 A W R B B S 3R ITA & DC,

PR 38, LECs B In % — 8] ¢ & % 1L ( epithelial -
mesenchymal transition, EMT) 1 /& DC B & mHLH 2 —",
1 DC Wk fEH, AWES 5 LECs [ EMT i &, i 58
UESE S AR E EMT, 100 55 A 25 2 AN BE 95 300G A W HL
WEH EMT i 5%, R iS5 EMT 19 8% Sk 1

Snail F1 p62 7KV N B, P BLEGE A W AT BERE DC ) &
ARIRETF Sl SRTAT, 2 B8 T% BR % A W2 IR DC o &
FRZREEDUHE 1 RUBE R A58 B LECs HroAS I 31 1 e 3 fig
SV, A WK BB, R H WA G B H LC3B,
Beclinl \p62 7KV Tt &, B HE R AL Bl LECs H F I
TRB B3I AR R B W/ IMAFNA W25 A re 01 ] B 5
WO K DC B OCEE, LiYY B SY 3% W R 4 s
HLECs 9% A W o B8 15 BR A 1 W A2 9F HLECs 1 7% 1 4%
I TGF-B Wik, 35 DC Wk E LR, JEilkiE, miR-
30a 7F DC B # 1) LECs 41 81rp 338 F [, [ A, miR-30a
AL LAIE 0 ) [ IGE LR B BERE R Beclinl FRARRIBHA S 89
S

SenT AT FH PR H &R E R N-20t
L s R (NAC) A B H K £ B8 (GSH-EE) |, RE 1% 4E 2%
DC WA RIS | Bl &M, 2 EZ K0 C1
AT LSS TREB , 85 7R AR 9 A2 0 A BOR AR P g, A
MR = A S8 DCYT L eAh , A B 5% & B0 22 7
VR —FP A S B LA, 3B A S p38 I KR 5l
i (MAPK) 336 F g, DA T 400 6l & B35 5 19 HLECs & fk
Bt R C AR IIAT 254 0T LEE ] DC Rt R (HX
B2y it A N T N ISHR BRI 16 PR | A i 75 B R
INGOET I
24 A EBRE A HNEE( posterior capsular
opacification, PCO) J& H N FEF- AR J5 I WL A J5 I & JE
FEHAE AR ARG LECs 1Y TR M EMT 4
R Bk PCO A 8505 2R A 1P R R R
FEH G R AR B AS Y 1Y LECs B0 1 5% 5 1 LECs #8428 A
%,

VLK, — B2 2 IF R 325 N T IRl i A 259
WO v A LECs B3 4= it 6™, Padiin , 3%
I A S — B G g 0 A, 7E R AR T LLBD ) LECs 3
B WA K, B R A LS A LECs
LC3 I &35 5 35 34 i , 07 20 B A7 105 2™ 51 9, Bifi ) 38
RIS KRR A 5S4 M A WEPESET, B 1R PCO
HITE I, #8578 FLWEAE PCO B A 7 T B B AR [FIRE,
TERRZG N T SRR i A R ZFE W (PAMAM) R & W)
J& , BB A W, LC3 T /K SF-38n, A8 85 b 3 61 (3 P B AR
J& PCO %Ak I HAR 2] Hofth HR B0 20 21 1 bt 3 1

WA B WS IRAE ARC B RS540 0 LECs T
THEOL, K 1% E Wik ES LECs AWt s, £ W
1% G5 Wi e (4 B FRER A W FEAR G PCO & AR
Liu %"V B 58 & 3036 5 4% ( sulforapgane, SFN) 7] i &
ROS, Jf-81% MAPK {5538 B, 38 5 3 fin L3 1 Fi [ s g
WHIE R, fE i HLECs H WEPESET, NI SEZE PCO HEFR
T —W R PCO A58 % W PP242 78 (K 4h 5 35 71 il
mTORC1 F1 mTORC2 /T A5 = 38 1%, 7] LECs A3 56
FER , 3535 a0 M 0 T2, 5 Bk — A B AT A W
mTOR {55538 B 7E LECs ZET-H B9 5 HLH . T4
MIFET A1 A WS PCO Z [ AL R AUIF SO TR AR SR S IR
MR 2 K,

EMT 2 ARJ5 PCO TE I EZALS], iAW KA
BT AR B8 S 805 K i TCF-B2 &2 Thi, il &
EMT B8 28 EMT 55505 2 IR i, Bl Fk b £F 4k
PEFH MBS i EMT 7] 6823497 PCO A mitz
— . Sun % HFFEUESE TGF-B2 {21k LECs H14 [ /N
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PR LC3 T 1) e A /A LC3 T A5 AL R p62 Y B A, A
G2 IE 1 Wt/ N TR TE JSORIT 1 Wt i T S )l 5 o it A 108
Yo B2 5 BR Y WRORE 5 30 LECs & A= EMT, 3 10 5 &
PCO, Atg7 B RUTERHE 1S P AR LC3 iR i fk, il TGF-p2
15 LECs "Pi SR LF AL/ 0, 222 PCO MR, LAT,
I WA 500 AT e ) Smad2/3 B BERR AL, 9855 TGF-B2
AR X F B TGF -B/Smad 13553 [ 30 1 e, 7] B
JEZE LECs  EMT, Li 55" BF 58 R W B K (NRG) W] i
U5 Smad2/3 BERRAL , T HLECs FIIEA EMT, Jy i By
FNRYY PCO $2BE T F WA SCAY DL A . AT, X T I IR
P PCO XARMIBITY, EE A A Wb S K, B
PRSI BLEE A fF it — BT
3EEMRE

L B RTIR A YRR R R S AR, R A
AL S R R LA A £ A A RS S TR Al SR T
BEME A MR EE B A RPEAIIEIE T, BAR A ETE N
B AR AR 2 T —E RIS (A A B A AR A
FABLE] o> T-id B A EAE SRR AR, A R — 2
WFFE . [RIAE, B F e O 9 2 AL A) 245 490 A0 A 2 5 RNA
ST TR AR (LA 5 H AR Sl R BT rh T S AL S
PRI, TRABESEI T i 11 WA 1 PN B R g v B 9 P2 AL
AL N R B SR AL X P A
S 3k
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