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Abstract

e Aquaporins ( AQPs) is a family of transmembrane
channins with low activation energy, high selectivity and
rapid transport of water molecules, widely expressed in
eye tissues. It was found that AQPs has physiological
functions in eye tissue including maintaining the internal
lens circulation homeostasis, participating in atrial
aqueous circulation, mediating retinal signaling and
promoting damage repair. Mutations or abnormal
function of AQPs can lead to the occurrence of various
ophthalmic diseases. If the expression and function of
AQPs can be changed by using certain drugs or technical
means, it is expected to become a new target for the
treatment of ophthalmic diseases in the future.
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HLut s R g BE AR B Gk R b, A S R OK GE IE R B
(aquaporins, AQPs) Xt K5 F#5 iz HE/EH" . AQPs
—REAERRAL BEREIE S e MU i K o I
R T 2 A0, T 1988 AR AE 56 [ 2% 35 43 5 4l Ak 21 200 i
5% Rh I 20 40 A% 0 Z2 IR B B, AQPs Tz AR 7E T
i | MR A5 ER AL, TR R L 3 W R A AE 13 Bl AQPs
Fik, MRZMVFZA IR A 09 40 i S 20 2300 i ] LA A%
SR R A B, MR ZH SN LB B 2K P T 4R 45 A 1
I it R AR RSB B A 1 1 254 55 T R S R T ) A

HEMER . A0 AQPs TEHR N #9335 5 IR B
T IR S PEHEAT 2308 | Nl RIG Y7 -5 7K e AR S A IR B

SRR BERFSAHE |t ol AQPs TEHR Bl 2 4t 5 i Hh G T 2
AL/ Y=

1 AQPs ZERR W RIEZ R HAEEIhBE

1.1 AQPs 5 F 4  AQPs & —Kr T4 N 25~
30kD B A 250 ~290 NIRRT 4 X FRHES Y 13 fE 1R
AT BE B DU SR AR, B SRARTE D) RE L AR 37 2 50K
ARG . —HEEM T 6 SR XSRS AR,
PLR N S FC ity R A 5 Rt g k>

1.2 AQPs ZERRAHIRIE R HEIEIIRE  HFIy 1k, AQPs
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&1 AQPs FERARAHRIXARL

AQPs AR IR

AQPO i RAARET i 40 A A0 o

AQP1 FrOREHE T AR L A7 RPN e A BREIRAAIE 6 3R | K A | PN B LT A A
U RLET 2 20 | bR A2 T B A /NI Schlemm 5 I

AQP3 FARR T K 20 TH AR BRI AR S5 A5 b R A A0 O € 3% e A

AQP4 RN S W1 T AU S el o o o

BERMAAR R R A BN A2 1y A2

AQP5 FARR T B 20 | IR AR SR i B b K 4 TH IS4 T R 2 400 o s

AQP7 metR AR 1 7 4 A0 P e

AQP2,6,9,11 L A f

FIGIAE 10 FOEAIE R 8Uh 4k & B, K1 E 2 FhH 2
H A HINAE . AQPs 7EHR LU kIR WL 177,
1.3 RALAHEE AQPs HEIBINEE
1.3.1 AQPO  AQPO 7EEFIHIN A S 25 4 85 11, H 3 i 3
P 2B AQPs FIEFER Iy 4 HA [FR I, IR B8
FEFEM A AQPO A 5 55 i 7K i 18 1 o, % %) H
A Ca™ JHAT " L AQPO VU % 2 T s A i HE S T
rm R EF AR AR T, 55 A4 iR A T 8 A KA S ) B
YIRS
1.3.2 AQP1  AQP1 7EHR PN FZ R IK F bR 4K b p 4 il
(lens epithelial cells, LECs) % BRI (0 2 40
FFE MM FE Al 5 X PP R S o A A G, (1) 4
FEACIRARE I B . A 5T & B AQP T Bl 2 i R AR 55 /K
SR IR /N R R TRk I 4 & 1
AQP1 BEAE RF i R 1A 3% B B2, DI XS B 11 P9 B 7 &2
(2)Z 5K L 5T BERIAIE AR F R ME R
JHL, 53 )32 42 D 7K R PR A4 356 I, [ IR ok 7= A A 43 3
Gk, AQPT ZEBEIRAA Hp A A0 A TR R B L M
283 BERAAR B — 8730 Jot 23 Bk 0 28 Il A8 RN 6,38 1 e 22 (]
KB4 ] B 8 TR R B A B WA 43 i 2 s T
Bk AR EAER b K By B BT B AEAE R i 1Y Na™ K" —ATP
il , AT K R L B AR AR I AR o [RB, AQPT FE /N
B Schlemm 45 85 77 76 F 3k | 1 BEFRA 9 4 ] A A2 3
AFETE Na™ =K' —ATP fiff H AR S B & e, W iR T
AQP1 2 B 7K HE th A — > i 2808 [ | 13X SE A7 5 AR
HARER ER gL FE S S Rk RS (3) 3
5 PR R JEE B R B AQP Bl /)N B 5 B A )N B £
PECEE A LL, 1 A £ 4 8] R D 25% , ff RS B BRI
20% , X £ g W B P AR e e L (4) B 5 RN
MU B2 . AQP1 o 23K 76 ff AR A v, HL7E R AE R
of FA G R rh R RGN, AQP T Bk = 23 B AR A E A
Ji 3 FE R B RE S
1.3.3 AQP4  AQP4 FZLJ K F LM B Miiller 41 fifd /2 28
DX BB P B2 200 o €5 35 1 R i 4 H R i B
AHUFTIRE : (1) A 000 B ) 2445 1 < Miller 41 J& AR
PN B R 28 I TR 4 22 — , AQP4 7E Miiller 40 it & HHIE
B TR TE S AT A R 5 X R A OK B B [ )
Kird.1 #1855 AQP4 7L i Miiller 40 MIJE i 2 &
AR, AQP4 BB 5T K AT Rt # . AQP4 X+ Miiller
21 A UURK, 200 ) 4 0 I BB A 5 e e o S 3R
AQP4 125 T K" WMLt 2, Sl B X T Miiller 4 it il
XU 20 B] A 4 D) JIE 45 5 e R S (2) 4EFF A

14325 B < AR IS PN B2 5 s /K B fih , A BRI A7 76 5 A AR
FHBEFE Na*  Cl ARSI R B AR 0 oK #6328 T8 BB 5 Tk
BEEE , fA 1 B 40 0 b i AQP4 55 3L AN N Rz 2 R iy
AQP1 LRI G B8 7 | X —ad B 5 R A i
FAIE 247K o AR 1 B I PE R VT A G, (3) 2 5K
FI7P=A: 51077 AQP4 A BB R IRZ W YIRE, E BB R
A s K7 A SR A AR R R
1.3.4 AQP5  fiRIKER ik AQPO Fll AQP1 DA4h | BliZE7E
H & B AQPS sk =1 ", FRUESLE S 54 4k 40
ML 534k, 2B AQPS 24 Bl it DR AR £ 44 40 fifw 11 o 2 41
Gy 2 —"20 0 HAQPS TE SRR PR B IR0 B Hh A 4 56
YEHT, REZE R LR # A= BRI B RN W, U HOR7E & B i
Vit B R
1.3.5 Hfth AQPs  AQP3 G2k Al BN LA IR 1 B2 1 4i Jm
BE S5 AR R, 200 AQP3 5 I I iz i35 5 1T
B, AQPY S ME—7E A 7L Sk BTV 5 I 40 ity K Ao 4
TN 2 P IR AQPs, i g S 5 HAE BARIHE 31,
2 AQPs 5 E

FH PN B4 AR A TR 3ok 8 20 e A T B A Ol 2 o i
T RER LSRR . IF9E & B AQPO AQP1 Fll AQPS
TE LECs FIEF4E 4 fa f b 3594 #3877, 54 Fh (1 4 B A7
FEFVIR .
2.1 AQPs 5EREXMEARNE AFRAHCHEH ML I
T BN R UL AN R B E S R R S
AQPO AQP1 HyZeiA R FREA X,
2.1.1 AQPO E B 5 FEXMANENXRE Lk
AERE R ICHE (1 N B AR M R AQPO ik BE R RS T A
ARVREF 20 P B AQPO HAG BB 43 F AU Th ik, B R 2R
T I0 E_L vE A 2R 5 B A IS 3 n, 2 2 E AQPO 2
i 2E TS LA Bt 2 20 B 463493, JE 7 AQPO Y fig B
P, 255 R IR AR A P YR ek R I A O, M
HEANBER R,
212 AQP1 BB SFRHEXEARNENXER  MARIEIE
AT, 32 BEEE B /KRN B 3 A 1) 17 BA ™ TR itk Ak 4
it e 9 7K B 3 R R LB SR . AQP1 7EIE# LECs
HAFTE SR (TR AR I AH DG 1 PN i rp 36 0K B PR AR, iX &
SRR TR A Z AL, AT S R A N R, HR
AP J71H - (1) AQPL 43 F 454 (7 Hh 55 189 o 24 L2 %
A REER (-SH) #L AL J5 S 20 Na" K" - ATP i 71 fig
KAEPAE  LECs HY AR B A5, bR AR Bl 2 & A i ik AR
PERY S (2) LECs H1 cAMP K HSE AQP1 B R Tk 7K - Ik LA
K Ca™ S 2R L, 2 T80 AQP L YUK %48 T ik 5
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W, AR AR RS I B P, X R B R FRATT T
A3 e 25 9 w5 s R T BOR A HF AQPO T AQP1 1%
T ) R A, A A I R D 1 P R A i AR
2.2 AQPs 5 XMARE o RKMEA PIFRLLE Gk i
P 5 KM Y B (autosomal dominant congenital cataract,
ADCC) Fe 8 W, WFIT IESE AQPs FOFRE R B2 55 R
B R R e R b s )
221 AQPO TS5 ADCCHI%X%E HEI NIEEWT
AQPO i ZFP AR TE v 52 ADCC, AZEE FIRIEE X
2878 41 §% T138R . E134G . R233K . R33C. V1071, Y177C.
RI87C™  p. D150 7 It LA i 93 b 2% {51 156 ) L AL 7
AQPs kK4 C—G RAE, F L 138 {7 %651 i 75 2 1R A2
JAERIR(T138R) Y 4 “AN TR A4 A—G R, 35
55134 (T A E IR A N T &R (E134G) 755 6 4
TM 45 F St 3t 15 C S 4 Jol B o, 5 B e 2 718 A213 -
AQPO %A, B M 41 it i v S % 0 i o SRS MIP SR A
37 UTR A A — AN AT 2 AR 0 200 05 1 S 30U 0 32, &
A MIPc.607-1G>%R A5 28 A F C.2T>C (P Metl ) b i
T 1 578 o 5 M A LR 5 T, T RE T S0 B Y B R
R R AN SIS = W el . aa =X - = S ¢ N N e B ]
Asp150His  Tyr219stop ) AQPO 275  MIP ( ¢.494G>A) [
HTEAR B AQPO [n] £ 4k 41 Mu 1) % iz 1) g 2B B A 1 5
HANEELE,
2.2.2 AQP1 RE5 ADCC X%  AQP1 2 i /N Aotk
55 87 A= RN UM HE, K B P 20 T RE 3 %Y Ruiz -
Ederra 25" 0 15 4 N FIAR SN S2 86 % B, AQPT it = /)N BLIY
AR TE 3825 1 YT A5 K e P B
2.3 AQPs S5HERFBEBRNE iR YE A NEZ LT
5 7 B A AR RS R RO e LAY IR R E , AR SEIE
SEZPNRE K 5 IR AR T AQPO  AQPT il F ik K4
MR I
2.3.1 AQPO 5ERFIEANENX R  AQPO R &
BEIELAL N & A o As | DL TR A 45 A TG, K&
TR 25 SR AR I i 7 5 ] ik a2 45 7B 4k 5 3% AQPO
FEDCHES ZE L, 52 00 it bR A 2 4 40 B 1 10, A 5
W DR PN B A 2
2.3.2 AQP1 5EREHEAMNERX R MR 1 AR AR
TP LRPUR R E B RS S E LECs 418K I Na"-K" -
ATP BEG S0 SR AR 27 2728 1 | 0 RS VA 1k 26 P B
RORY H B 56 &, A b 0 Ak R 2T R R
IR IEH (cyclic adenosine monophosphate, ¢cAMP)
SEAQP1 BEFR AL AT REAR , filf SR AR B A 485 46 A1 Ty i A2
i, AQPO AQP T F&ik T [& ik ik — 2 Jn gl 1 9 AR it
BRSNS PR e 1 1 P B A
3 AQPs 5& 3R

T OGHR DRRAE P 40 4 2825 45 RO (ol 451 0 A o 3
PERR 3 = e TG REE E  IR 55 AR b5 ok iy =
ST Z B VIAR S, ARTA, BRI AR G K F
Jifd Schlemm 423 [6] 2 5 B K 72 4= 5035 Miiller 48
025 00 MY {5 5 5 S0 BRI v Rk Y
AQPs LI AQP1 A1 AQP4 & 3, 3 FORBLR T e 14 6
AR A A e i AL
3.1 AQP1 5FXIRMXFR  Hiik AQP1 FKik FHRERIAIE
O E M Schlemm 45 25 3B, X LLFRA H AR BEA Na' -
K'-ATPH§, HI HA B 0B s e I AQPT hy 7k HE
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AR T — N, Al R, WS S BE K
PR ST AR AZ B, e A AR T ORI
3.2 AQP4 55 RIRMXFR [ LR AQP1 Fl AQP4 3t
W25 5K B A ST X B BT AQP4 gy
YT ALK I R O R DRSS SE A T G HR (1) 32
TR 20 5 T AN B A R AT B R i S R AR AR
TR G HI LA R et 225 5 0 i i A7 0 T Ol e A
SRR TR A0 R L T G SR A4 52 3] L D) 2R R e
AL Ak I 2% 38 I8 T &F 4 1 R 1 2R H I (glial fibrillary
acidic protein, GFAP) , Fji& AQP4 il i3 Kird.1 WiES 5
K" AT W, #0215 A B R T2 B LR sh 3R 7 2 4RI iy K ¥k B
TR, AR, AQP4 Rk B SR 2T 4 il N K* ¥k
FERRAR, GFAP ik, LM &5 55 S, A2F &
1o HENT PR P R IR A RO 5T AQP4 5 OLIRIE R &
P, AQP4 2> i3 A8 1 v HR s ok R v A 00 ) JBEE B 45 X
WH7R AQP4 A7 1] GE WA AR 2 W10 16 97 BT HE
4 AQPs 5l #HEETEX

P2 BE R (neuromyelitis optic, NMO) Jg—Fl £ %
R ARG RE) B e e MR, BEIEIESE NMO 5
AQP4 Fl AQP1 [ 3k 5 W B A0
4.1 AQP4 5 NMO HI(F& 1994 4F  Hasegawa %> E 5
PR EIL T AQP4 Bl , #8578 NMO ¥ & 5 Ll . AQP4
P ] 55 8 ok 20 L 25 A 7= A 20 AR R T O AR AR
JI2 5 240 Ff B , A ] 5 4% R e 1 Rk - 2 45 A TR I e
BAY, RIS AMA 7 2R 1) 512 1 R 4, S8 5
JE ST L IR a2, B X & NMOPY kIS T
NMO J&—F B B et , H 8 S 706 51 4 NMO
B R BRI . 200G R BFSE & 38 AQP-4 Ab 5 NMO
B B PEAR SR I AQP -4 Ab 1E IR K T EAE I NMO 14
TEHE L WibR G Z — TR R R A 5 X AQP -4 Ab 5 NMO 19
AR TR A 5T, A B NMO 1 25 W 4 4R 3
42 AQP1 5 NMO B9X & AQP1 1E NMO J5 748 5 it & X,
) B A AL rp T A AR, HAE LA NMO Jg kS [
FR W BT 5 AQP4 1E NMO 48 [X 385 2 78 e o
L4 F2 3R 2L 2, AQP T A 23 7 M e B 1k sl /b 5
20 M % P9 R H ) s Tzartos 257 7R BB NMO B35 1)
ML & B8] DL I ) AQP -1 Ab, J5 220155 & Bl NMO
BET AQP-1 Ab BHTES AQP-4 Ab BFJ¥E I R 25 BLAH
L, P& ILAHED 75 AQP-4 Ab FA1E NMO B h Al L% &
XFAQP—1 Ab FEATAEI , 766 5k AQP1 Ab 1] 68 i A HA
A PhRic Y,
5 AQPs 5L & & w

T Ji 2 IR Bk 0 e N R L, S S AN Th e
Fe W Z BN ANH R R IR I & AR AR X L E A4
B JR 95 408 X BB 2T (diabetic retinopathy, DR) Fl4k & T 4%
AR5 95 L1 B A4 40 Do B 7 e
5.1 AQPs 5 DR DR J& Wi iR i e & DL A 18 M O & =2
— SRR BE IR T O BE R i A 4 Y — ZR 4] B AR
AW A AQPL  AQP4 7E DR [ k£ K Bl A &
BIERSY
5.1.1 AQP1 5 DR Madonna 2" % ¥l DR £ ¥ 1 &8
RS SAEIE AQPT AYFEIAIE N, JE 1M 38 4 18 35 VA 45 % s 1A
F75 T A 7 A0 I e A S, DA e AR e A I A T A,
5.1.2 AQP4 5 DR DR k4 K& 1) e it — 25 e 1l — A1
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Ji 5 % ( blood —retinal barrier, BRB) B fE & 4= i L0 , it
FEARY] AQPA TEM T HLS B v 1 H A, AL TR L
T3,
5.1.3 Hfth AQPs &5 DR [fi%5 DR et JE, AQP5
AQP9 TEML B (5 28 1 K 40 vp 24 35 58 An, AQP6 14
FEFGE TR T AQPY I & 5 7L R £k 12 fr , e
PRS2 | B A rp IR BTN AQP9 2 5 T R AL IM
JEET AV Y LR R
5.2 AQPs SHRRIBEAK B AL 00 JBEK i — ek i T H A HIR
BRI B, I E OGIR (DR 45, K AL — 5 S A M
B IE i 12 T RE 2 104 A7 5%, 73— J7 T ) BRB ) T fiE
KRR MR B IR BE EZ T

Miiller ZH1 i 2 5 BRB ST, X 00 I REEAE S5/ H
[ RO P00 5 € 3% 12 4 e o T A S K 11 oo i B s
Miiller £ /032 3] g A 230 10 I8 ORI 385 T 2 0 38 o I PN B 2
K K F (vascular endothelial growth factor, VEGF) =SB
I PRI PR T - i o <5 R 1 R 07 0L N
AR , KA A T, 3 UL TR i i SCE A
Miiller 4 - 7K 15 I e 32 Th E 1) ) o i il 2 AQP4,
BEAT AT LAY AQP4 S TR FISZ R K™l iZ M A I R
P4y R s A o JEE 7K ek
6 AQPs 5#FRX

i L SOk YR A I E R G E |  L d a
P HMEVEFN I 2 NI S B S SO A G A
PR LT F AR KA A5 . A W50 R BUTE F B S e e
RS (ERU ), AQP1L ik o 15 i (B 35 i B 11T,
Deeg 251 @ 3 F 57 Th 1 ERU FIL R0 I 48 SE A 280 | % BT
ZAEAR AQP11 7E Miiller 4 g H 3234 & B 3 FFAL, 1
Miiller 20 MEATSARAEAE, R AQP 11 AU /b I AN B 4k & T
FIRNL R R T B Miiller 40 1 B 7% , BF 52 &
L AT RE S 2 RAT AN G . BE— L 0F 5T K BT AQP11
PR IA S TR AN e K, 2 T R K e, Xl
A T 00 A 2 JE 8 S — R ) B S e R | IO A 4
il 70 Jmy B T B 2 Al AR A 3R A
7 INGTIREE

AQPs M 1988 4F-4k ke LUK , 1F 2248 XX S K+
Pt 5 B e iz 1 (AT T AR 2 R W IR 20 B E 5
AQPs TEIRFBREE H I BFFEWAEZ L IRA . R IR A2
IR BRAFAE B AQPs , X T~ 445 1E H #Y MR B 45 14 S 2k
PRI REA A T AR S [ I A S 2R IR R
W KL AR, Bl X AQPs 78 A HRURIE BR A R &1k
PR o TR TSRS E , AT BT 2 A T
B HAE B AR T A ML , 5 AR il it — 5 R BOR T
B AQPs f3RIL ZE M EATIE B I REUE A BNCh
IRBHEIR T BT 29I 5, A 5 AQPs Kk AR 1
ZWRAERFRATERE,
SE ik
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