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Abstract: Aquaporin 1 (AQPL), the first water channel protein discovered among the aquaporin family,

is a hydrophobic transmembrane protein involved in transcellular water movement.

Recent evidence shows

that AQP1 plays a role in tumor cell proliferation and migration, angiogenesis and tumor development and

progression, representing a potential therapeutic target.

In this review, we discuss the structures, functions and

inhibitors of AQPL, as well as the involvement of AQP1 in tumor development and progression.
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VIR L (SR

IAESR, FIRZ 45k %5 B AR T AQP SJhE ) 5%
&, [ AQP M7 T e T (AT AT e A,
NATFERRAS | e K. FLER. TR 8. 450, fifi
S R AR 51 IR S5 S0 A7 AR R AT A T AQPL it %
BRI, Ak, AQPL HIE Ik 511 £ i TS A
KB R FFAE B R % D), o ybk B U2 i 0 bk B 45 %
T B2 27 2 4y 2 S 124 25283132 53 e 035 B AQPL 7E
FOREM R B R E R MO, HAAMARE T
(22 I 15 L% R I PG 12 T 5 B, DL AQPL AR
I ZPR ST BV R A R T, GBS
1 AQP1 MK IhEE

AQPL 2 1% IR PU J A, B 1) 43 T I 2 4K 28
kDa. FEANERARAL HH— 2% SRR L 270 AR LR I A,
5 6 MIARHY a-MRHELE I, G [/l 5 4
I (loop) &, £ N sAl C amdbh T-4nM i, Tk
—/MBIR 25113334, 54 loop 43 A 3 MHUANER (loop
A.CHI1E) f12 /M3 (loop B Al D). K% AQP
FIE R RN loop E #&5A 1 AN hra ikt
Cys189, Sk (HYCly) HEMRER (AgNOs) A4 (Au)
SELEIHNEYRW S Cys189 Mk &,
B AQP MIB AR, ML LA Y,
11 AQP1 ERIRITKSF

AQP1 ] loop B Al loop E % & H —A & AR
RABEIE-ER-HNEAR (NPA) 510, I NPA
JF BT 17040 1 P9 B E AR TG, ks e, 2
BEA K S S A, ARE A AN R AN K o Il
i, CPEEAKRIE R RAEE 7 ARG TR, A
TG E I R IR RE B JRE, IR S 934 e fi B 37380,
12 AQPl1 BEHEEHSAMBET

4~ AQPL AR ZH 25 il VU SR A&, 75 DU TR A 1) o []
m— AN islE (B 1). BRI, AQPL [ A Jifl,
EIAEH cGMP 0%, I FLIAI L cAMP %R,
cGMP 5 AQPL il N Bt & & F5 = B2 1Y) loop D #H H.AF
R, SUEMM > FRIER. Kk, F%55HE, cGMP
511 AQPL il P Bt loop D FIHA 5 2638 sl ¥ 2 42 ol
AQPL 3 LI JF it 1) 6 0

HAriAA, A gL — Sk 51, W O,
CO, il NO 251341 | 1 3543 [ 88 1383 B 2 R B, itk
HHULFLIE & cGMP |14 1 AR B P B0 BH B8 3@,
XF Na's KR Cs™85— M PHES T I8, (H2& X e
SR HOEIEE R R . A2 F AQPL C i ) Tyr253

A Tyr253 HEML I SR & i@ IS, ikt T

BERRAGIR AS 45470 AQPL % cGMP [y R 2142,

Fr T AQPL, 7EMFL3NY) AQPO Kz AQP6 H [Hlf¥:
RILT B @EEE . B IR £ HAh 2R
BT ST LA A DY S Ak 5 A T B ) e AL
HE— BRI S5 4 5 ThRR BT B K &

il

& | AQPI monomer
i
L A B
+ Gas and cations

Y g v
l é l T Water

Figurel Homotetramer of aguaporin 1 (AQPL)

2 AQPl7ZEMEERFHIER

& lEA Iz (ion channel and transporter,
ICT) 7 Rt st 7 v 4% a6 B4 S 4, AQPL fE
N ICT, RERE B 127K 70§ RIS 70 FHES 1
AQP1 il Fik, dad el An A4 AR, 2 40 i 5 r
i U8 R S — R B TS S5m0 0 5, B4
MIEHe . SETE R A S R, R MR
21 AT

e 411 IR ) 3 % AN AR 28 A i 0 e e R v A SR
IR, MRITR AN 4 A FESRE: ik (po-
larization) . ZRH (protrusion). #=#i (traction) #[A|
45 (retraction), 75Xt Cal* WeE . 40 /5N pH.
NI AL AARER S 2 ICT B D Re kAT A 1
YIS, TR AR, AR AR, ICT £
U T A 007 1A B AR PR RRIA, A 4H I NSNS IE R
Ak, 5l REK S TR IR Eh Y. ST A T R i A
RS> FHLHITT 5 2% 5 % ScaR>o ™A,

KT AQPLA F AT LS, HATFZIA N,
TEA MR J7 18] b, flee KB AR 3R DL & — S8 E VR s
5 P 1A AN A P95 05 T Y, (R AQPL 7E 4 iy
TRMALRERIL, MK TRERA, J1E4H
W E T, RS 2, B S s B0 3R
A LA S MR T 3 4y, S8 Al BT S .

H ATV 23 R B, AQPL )i ik Bk ik &
AT fE /0 AEAR SR TR /N R (LR E
B16F10 ZiJfl 5 f /) b FL e 4T 410 & o, AQPL )
FAK Re i I XSS A B AT R, (R B AT AR 4 i T
TR ERBLT AQPL ittt #RIAP, Jiang 0
5L T AQPL 7E N4 7w 4 il HT20 Hh Rk, KM
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AQPL [13df 3k Bl IR ik 23 5 b 7Kl i 1 1) e A,
MNTIT R AA 1 85 55 1 N 45 i 4 i HT20 KIS #2 R
FAAEAR R . WA BRI, AQPL it ik AE A&
Ah e e gk i B A 78 T4 (MSC) il #, AQPL
Tk B FEACAPH MSC L, HatrotEd
(GFP) #5121 AQPL i ik 1) MSC 4 £ M e A\ I
RPN = E R DA i T
XF HEZH PO, X Al AQPL 5 M AT #% S 35 (A S b, 4R
7 AQPL AT BEAE S il e 7 AR 285 i v A 9% B A
o AQPL H 1 15 150 BV BE W Jli 4 W Joe ik 2 %
FERRbRZ —-
22 ME%RK

i 988 (%) I 87 A= i (angiogenesis) 2 it R it f2 i
TR 5 — A S R =, I T A A iR
2 B B A B I 78 A2 IR TR, T B O e A i 4t A T
s Gy e NGRS, s 25 S A0 . BEE T
FOHTRN, NTRCOREICT 5 E A k. 16
05 78 G A A IR RS . AR SR, R
B R L 3 R R R A A YL

AQPL 5 e I & A e I AH SC 1 H AT A3 21 1 VR
ZAFA 9 3 3559, Saadoun 5107E AQPL i 9/ B
B B RN R R4 B16F10, K I
%) L A % B PRI, 0N BRI A 3 I TR B S K
[FIF BN AQPL W] e i /5 ML P 1 4 i ¥ 3
MMt 1M 8 4 . Nicchia 2R A SiRNA X/ i
1) AQPL HEAT mt %, RN B2 FHEN B16F10 MR (L
YR, I AQPL ZE2 I 41| f 88 Fee ALK e ik i 5 35
Ji . Esteva-Font %5120 /) i gt fromd 5 15 3K B0 1) %2
JERFEH E] T JE 2K (mouse mammary tumour virus-
driven polyoma virus middle T oncogene, MMTV-
PyVT) /N RIFE R AQPL (1R [F RE % A it e
LI B P 5 B

I & P Bz 40 B A= K [l ¥+ (vascular endothelial
growth factor, VEGF) & ik L8 A= pi 1 5 i 41104
2T AQPLE M A M EMH 5 VEGF K Ni#E 5
LTS ORHE, HRTEE A AN . Pan 2548 7
RO, £ 5 A BRI ik g fE , AQPL S5 iR
PR LA D 8 B S TR A DG, AQPL L5 e P i if /4%
RIS VEGF 13RIt 2 1EAH G, $278 AQPL Af
fit 5 VEGF JL[FIVEH T e £ . Kaneko %1375 ik
SRR TR AL I T LA PN R e e, R B AQPL )
MRNA J 8 F R IEAH BT m, H sIRNA il
AQPL )R IE A VEGF 15 5 il I #R 5e A 2 3
il A AR B, AR ERI S VEGF {5 5l e, KM

AQPL Mk A ZE|Fm, Ui AQPL TR
VEGF {5 5% 5%, AQPL 5 VEGF & [ sharih %
5 AR R 1K P JE A R i — D SR I IE .
2.3 MhIEZmARILTE

Jiev Y8 241 e [0 5 A R e R Y G B R 2R
FUEAFAE BV 45, (H R OR B 2 10 4 2 9
AQPL fifi 3@ it % R AL 2 5 R 41 e v 5 5t R
Hoque 5 (%01 Z¢ fAs 41 35 35 (1 /)5 B3R i ok 27 44 40 i 3%
NIH-3T3 Hid Rik AQPL, & B IR 41 i 14 FE 47 Bt
Rk o 7F KRR g 4% 2 PR A i &R PCL2 R R B T
SRABLIRy &5 5007, 2 A RN A &R U20S AT MG63
HiffiH shRNA R AQPL RIS, KB (114
T A% ) S5 1 81, K ebe 25189V i RS AR VA v 45 31 (1 iR
RSBV R R4, R AQPL i 1) AgB050 5%
B SIRNA il [ b 28 5, R S0 80 200 A P 448 58 0 00 1)
FH UG AT 0L AQPL S i 8 48 i A Sk 2 IR BEVE F

AQPL {1 1 firt 8 384 58 F AL 1) 32 B0 HE = J7 1T, B
PR T A A R g L A e LA R R ) e
PR 7 HE ELAE PR T R 4 1S S i S (9,

A5 5 A0 SRR AR A O R, 4 i R Bk
Frid R, Bl R A R DNA S 6, 4k
TR K o BF 7T R B, AQPL i ik At fig 1 hinid 4k
4 (hydrogen peroxide) FJIm % 4, 1 5 4 B 386 5 AH
KR ARE, RN HEpRERAT IEw ™, 12
75 AQPL 1 B Ik 14 A 4 it A i A1 30k iy 184

AQPL X 4t i J& JH 1y i 455 1T fig L5 400 1] 4 P 0 T
A5 08 o it A S0 0 A B A AR AR R 3 K, T
20 3 T U5 B i 1 A AR N T . g i R
(cyclin) B D1 #1 E1 s #E5h 4t i JAl BB B e 1, 40
FITE Gyl Gu/S B4 i & Go/M HARFEIEH . AQP1
I R IE B T AL N cyclin D1 AT EL /K7, T
cyclin B (7K F T, 35 8] AQPL7E G, WIHI Go/S
WA R PEE AR, HEShAH M B AT .
24 TiHESEE

AQPL [ 1 BE SR 20 P AR VR 4 4t i JEE e 7 LA
A, I RE I I At S A O B SR DR A ELVE T
BE— R NS 55 SiE, (SR rdtE. 8
AT, AQPL [¥) FIfE(E 5 @ B Th A 52 4 [ B, (H O A
A FUAE SE I — L SCHE o) T/ B AN I FE R R
ZAER (K 2),
241 Wnt @B Wnt @R —RaERE LR R
SFHE S, ERIE R E . KA &AL
At R i AR T, p-Catenin & Wt 155
TR OCBE R , Wt {5 5 1T LA B-catenin B A,
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Figure2 Related signaling pathway of AQP1.

R sE R 9 p-catenin /KT, 3T R 4% 3 PR g R T
2 Wt 18 B8 AR BOE N, RN B-catenin 5 APC.
Axin fl GSK3 %L R &4, H#E &Y+ 1 GSK3
Rk, BEBRILI p-catenin 4 E3 V2 HiEEHE p-Trep
P B A, DR Y p-catenin ZKFARAG . Wt
S5 I, BE wnt 524K Frizzled 1 LRP5/6
L2 R AW, 51K Dishevelled 195545 .
Dishevelled ¥ LRP5/6 @21, 51% Axin 1555, §
. Axin/APC/IGSK3/p-catenin 5 & W) I il 25, ikt
p-catenin ¥ GSK 3 filf iR 4k, 1M 4 i LS N 1Y) B-catenin
HALBIAIMAZ NS TCRILEF 454, O S0 3 X 1 i
3%, W c-Myc. cyclin D. c-dun 1 FRAL (Ja & AN
AP-1 ¥ N FEAWIMA R4 5, Mifi 2541
e e A . o A AN T g i T

Meng 2975 i % 35 AQPL (1)1 78 i T4l s MSCs
ORI T AQPL 5 p-catenin [t ShiTiE L %, Ik
A p-catenin Kk F i . F B EEHDHIR MG132 Ak
L AQPL A B TER N B A FIR AN WM115 5,
K, p-catenin /KA BTk &, 7~ AQPL T fgidid
] B-catenin F) 4R T 18 3 Wit 38 %1%, Yun 207
KRB, TEMish LA, B-catenin ik B Tt AN
AQPL E i &5 A1 FIY C i BEH K. AQPL I
C ¥ 5 p-catenin 1455 e [HAS p-catenin 5 Axin/
APCIGSK3 E &4 45, i p-catenin i B R

B-Catenin TEAHAE R, It FE P RIRE A% — & ITEH .

+p and +u refer to phosphorylation and ubiquitination respectively

76 b e —1a] Fi 84k (epithelial-mesenchymal transition,
EMT) HIidFErh, g-catenin 2 54 _FA5 505 -4
HEEE A (cadherin-catenin complex) 7%/,
Lin-7 2 ZE AW 7 — A4, Gefig s p-catenin (1)
PDZ &5 #ik & &, IF HAE ANTULE A B2 48 i HMEC-1
N BB 68 2% 40 g WM 115 R 8L T Lin-7 Al AQPL
PRIV R . A %E N, AQPL REf e
cadherin/g-catenin/Lin-7/F-actin & &4, 4 p-catenin
T AR iR, A 3 P98 440 e AT A 17

R, RE AQPL REWEEZE &Y, ’m p-
catenin FI7KF, (HAHME 45511 p-catenin dnfaridt
N KAEVEH, AN p-catenin AIGH AR -
551 p-catenin (8] XA ERERIEER ? X LLAH T 1)
WA F T2 — 20 572 3% AQPL (i 2t i 6 3k i AL o
242 FHEDLHES (focal adhesion kinase, FAK) &
HTH FAK 240000 N B2 IR, 34K
HF 2 RBEEZNZMESHER. FAK RRISHE R
JiRT 4 i RS P, (RaE EMT, 52k e i A A g,
T A 3 b g 3k R 1B . VEGF R I 4 AR i 2 -1
(angiopoietin-1) it FAK Tfi#iE PISK/AKT, #Eifife
HE P B 40 T RS e i AR A

Meng 25 %17E AQP1 it 2 i 1 7] 78 5 41 it MSC
ORI T FAK 5 AQPL Al g-catenin JLTiE LA,
HOR FAK T 85 AQPL. p-catenin f Lin-7 253t [H /&
G- [FII FAK R 9855 T AQPL X% MSC 4
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R H R HEE F - AQPL ik A X FAK ) mRNA
ACEERA e, RN FAK RiB 1 B2 R E
TER G KPR

RhoA Al Rac-1 £ T FAK 8% 1) T s, 2 58T
Rho GTP i #4 5 jit i) Rho . K Al Rac W5 %, 4>
AHFEIRIFE a3 (mesenchymal movement) i K
ELFEIZ3) (amoeboid movement), 7 4H - 42 (1) &
ST RS . I TE AN AT R T R EAE ), R R
WS IR R (R, (2 BERR 4N RIS, RhoA
Al Rac-1 A LAy i@t Rho 1M IA A% R AC e K]+
(Rho guanine nucleotide-exchange factor, RHOGEF)
A PI3K 3 % 111 52 21 FAK [ 081,

Jiang®™ e it ik AQPL 4 A HT20

RIN, WLEE AL 4 M 7% 07 m) B AR 1t A T
PRI/ G mAVEMER R, £ U20S Al MG63
Y rh, {5 shRNA @if% AQPL J5 K HL RhoA 1%
B FIREA BT AR,
243 EREBZEHEE (matrix metalloproteinases,
MMP) 2/9 MMP &— Wik (endopeptidase) K
K, HE Ca M Zn* 55 LR IE LA 41 E A
IK P2 A/ R 5 1 FH 1B MM Ps Sf 40 i 410 322 57 F 7K
fifA'E I R A% Tl I i 8 240 B 0T A% 12 28 1 L 4 2% B i,
1 Ji 8 42 28 F1 8 7 3ok 7% AR R # OCBRE /R FH o

ERTE AN &R LTEP-A2 Al LLC 1, f# ] AQP1
) SSRNA Kb 41 i 58 9 T 1 MMP2 1 MMP9 )3 15
AT, MM P2 T MM PO e % [ 1V U T (6 fit
=AY I HI0E TGF-g et EMTEY, 7817
Z R R E A R B MMPs (2Rik B, [FI
AR FE R W FL A A T R 4 A S A N AT RS S It
B A R R T8,

N 4Edl B, FAK BEES MMP2 Al
MMPO (73 W0 7E RGN T 40 o, Wnt 38 % th A 7
S MMP2 1 MMP9 [ 3%, (X, AQPL 7T g it
FAK H1 Wnt il 2% 18 58 MM P2 1 MM PO f(3&E ¥, AT
AR b 8 4 B S F%

25 BRERH AQPL RIE L

FH T 4 e P O T S B, S SR A [ o SR e A
M —A LR s, Bt — bR g MR g 5, Xk
57 F B AR 298, Hayashi 25995 01, SRS TR
R RS o RE 44T R 4 () AQPL RiA Tt i, JE ALY
W A R FE AR, T 4 MR R A 1 S ) W B A e
Lk AQPL KA.

Abreu-Rodrigues 2533E— 3535 B T iR 40 i o
BT AQPL Kk SAEH . AT v kA RE S

HoR AQPL BT HIVENE, MIM{EdE AQPL B4 3%,
[ B R FH AR 045 B 22532, IRAE SR8 AQPL J: (A 1)
A B X 38A §AE 15 5 Sk AT (hypoxia-inducible
transcription factor, HIF) HI45 607 s 76 A RL R i
BN (human retinal vascular endothelial cell,
HRVEC) AQP1 R HZ)F X MM &I T HIF &5
G, I HBAESRERET, FELI T HRVEC 1
AQPL JazhTiE 5%, Abreu-Rodriguez %5194
W RAZ ) HIF-1a 2235 T/ U A 24 i 52 EOMA T
PELAS HL PR ARt A2, UERH T HIF-1a B2 HEE G|
H) AQP1 J& 8l s P i .

AQPL ik iy XAE T, T ok g HA
P A 1 58, 40 PN FLIR HEAR, pH BRAIR, 20 75 220 1Y
ik YA, X AN I AR AN GH B BT ik R I
(carbonic anhydrase) f{k T H™5 HCO; R NA
K, FEAERIKS I AQPL iZik B 44, DLkt
AL K. R, AQPL 5 MR (1) 0% R AE AP R
JE BT LAy A& — B Ik S i, BIDAH A e S o 1 5 T
A M Ak T BRAEIA B, S SR RERE A HIF 1)
FikTHE i AQPL Rk B, AQPL it ik
TE T A TR 2 5 R U3 OO — R TR T
SIS, GBI TR BEE A AR
BEEIS AR, R R .

3 AQP1 HyHIHIF

a5 AQPL 55 a1 5% 2345 S8R R BR 22 1) S B0k
S, JIAERAT 2 AQPL A5 T T btk £ 184 %0798
HHFE DS AQPL i I I8¢ I LR £5 ik .
AQPL il 71 (1 e AN e W A Jy g2 B T A DAt —
HIRE AQPL SR II K R, [RIBT HEe NG IR 2516
TR,

31 EERRELE

HCl, J& & 4 K I AQP #HilFl, & Ref Al
K45 AQP FKIEHA AL loop E (1) 1hE 2 IR k5
(Cys189) & & i 4 il /K Wi 3% o J5 2R AATT SR I
AgNO; M1 Au S5 B4 Jm S AL SV IRIFE RERS 5 Cys189
AL S, P AQP M RA W A, Mt
A P99 1000 BRI, J e B 4 R S AR B K FR A,
A B I R = X
3.2 MZBZ (tetraethylammonium, TEA)

TEA &85 FiliE . 45 8 1 WO B
1A S MHBR A 2B RS2 A B 5 00 o 5 R TR
I TEA tHEEFZM AQPL [F3E 14, (HANE 2 TEA e
A5 AQPL 45 410U, Yool 251037 JTUis 5 £ 41 g
(Xenopus oocytes) H# 1A A AQPL, K IH TEA Ref%
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EFT AQP1 Hu4h loop E MR BRIREE, MR
AQPL X} /K[y iEYE, £7F loop E 1) Tyrl86 /& ml fig [
Gt 2, AT RIE T E T MDCK 4ili
RO ERERIL T TEA X AQPL /K 3% P 401 4 Y,
JEHAUEB TEA AR AQPL METHT, #n
TEA {41 AQPL /K88 i 4, 1Mt HL 88 73 1 i
PR A T

B Sy S TR ) 8 S 3 BRI 77, TEA EZN A T
HRE/INEHHLHE-F#£i2 (organic cation transport)
[RIAH SR 7L . TEA Xt AQPL R i 4 FH 11 A Bl
B oF 7K T R AR DB, 0T GHR o il K i A e
o0 i 1k 22 8 1 S5 I 25 0 8 BB AE S 00,
3.3 ZEtMERE (acetazolamide, AZA)

AZA EME——ANELA 5 3 R PR AT P B B T
7% S Zn®t B R A A I TR R IR T -
AZA EEYIRAEILINEIER . Gao S| % i %%
BT 3L4E (surface plasmon resonance) 5% A4 il 5]
AZA 5 AQPL 4y, #x AZA TR AQPL (1l
#1700, Xiang Z5U%I7E 2002 41 YKIES: AZA T LU
il iR () FE R, AR F S0 AQPL IR IAS
Ko FER BB WL M NS B R i R B, AZA 0
i1 AQPL [k R ik, I FLAR H b T B (1 Py PR PE L
108, Ma 107 st TCifs B RF 41 i 2 75 AQPL 45 7
IR FCIE S, AZA FI—ANMEE 2 2 k45 P77 anordiol
A LA AQPL A F K I, (HALHIASIE, H# #l
il 5 K FE 3 1 Th Bk, S5 E ] AQPL FERR [ %
BE. ZJEH IR, AZA 0] R I e A s
i AQPL ik A 38, SR FH A 1 R 41 2 1 5 92
IR, Xt BN e gRE AR K AN RS 0 ) 4 FE fR L 3
FIHAEE H2B A BUF Ube-#£5 11 CROCL Fr B A
U9 Zhang S5O SR L AZA S K S RS
ZERILEI T BB (R R B T E RS AQPL A
HAEM, i AQPL Hiz FIANME, & S5 AQPL i)
Z B AZA FEIRIR BRSO Z, B
FIRIT KA AL, 0T RHR iR S A A
il 7K i 2512081
34 TEME (bumetanide) TE4)

A7 S Ath JE R W P b FH AR R JR 7). Koourghi
At LU TRAT At JE 10 7 AT AE Bk i R M 3 AQPL
(IS5, #dr 444 AgB (aquaporin ligand bumetanide
derivative), H 1 AgqBOLL & i A A I H5 bl . AgB 011
A1 AQB007 REW% 5 AQPL 4ilfitl N loop D 45 ik 45 4,
T AQPL [ B T i 1, 17 F A I 3 kv B
Wi, AT A 2% AQPL (1) HT29 41 i ()3T 7% .

Dorward 257 HT29 gl furh R I, — & IR BE I
AqBO013 R W] 2 1 1) L 41 i 4% o b T 1) AqB013
ARFR /NGRS LGN A G A B, 4 ) e U R A R
SRR R AE A RN AqBO13 i
BELIT AQPL ) 7K T8 ¥7% 4 717 2 44 FL 400 i) 400 P i 7% 11
(T

A3 AT A B AT A 0 B = AR R AE R T
YEJ71H . AQBOLL & 3y AQPL B id & Ty R A H
MU B S 42 6 708 B e T R oAb AT A4, W
AqBO50 %, 7ERMF TAEHEEAZAE SIRNA SEHLGT
AQP1 ik T i B BRI,

35 BIEWHEHF (bacopaside)

Pei 29¥ )\ 25 RS B 55 % 3 Bacopa monnieri
Wy B AR B HR D U5 T 2 1F (bacopaside) | A1 11 B
AQPL #5 i MIIME - Stk i 2 | i AQPL
JKETE A TEIEETE (1Cs 117 pmol LY, X AQP4
VA B R T R 1 R R 0] AQPL /K E
EIEPE (1Cs 18 pmol-L ™). 4> T X #5485 5 7w, AQP1
Y i P loop B 25 445k F) Ser71 7 H AR A1 15 ik 25 #4358 1y
Tyro7 e SHEEHE L. WK PFREN, B
ViU 2 AF LA 1 # ARG HT20 i A%, JF AR
Vv 2 AF | B 1A 2 AN PR RS IR R, 1R
[F B 4] AQPL /K 18 AT 5 73 3 ) 3% 2 T R 4 %
S i 3T A% A SR A R AR

I TIEZS R T o s a = I R 7 NS
Lipinski Fo i 53 18, SR8 % 4R 7= 0y 38 i R
Lipinski T Z&k W i) 4b, (EARCS 14 T 28 | A 1
R AT B AN 2 BRAE BB 259 53 o AR 55 A1 D 2 BlR
REWE  AQP I AL 22 /N oy P Rk & %

36 HftthaFHEY

Seeliger 253 T S UG %8 10 J7 VAR B 34
RN AQPL M IX L8 /Ny T RENE B IR AE B 1
N AQPL 2 ffg #h ()38 8 N 11 4k, 7548 512 56 b 7% JHL 410 61
TEF 5 N AQPL [t Lys36 A%, T Lys36 7E hAQP
F R JE T AR AL A, WX LN TR AT BE 2 T
7E /) hAQPL 348 4% 14 4kl 51 .

4 REERZE

AQPL A HLEAHXS 73 i &Ny 28 kDa [ JE VY
AR, XK AR Ay B B T4 — i EE R .
FRFH, SERERIEAQPLIEIL, AQPLE X I
T AE % OCAR AN B R A, A R N B R A S L O
Wnt. FAK Z5— R N5 5@ 8, MR it
o B R i A R AR, (R R . ST
AQPL il I FHA I DU 2 e RIR oy B4 R, KR
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BRI AR LML | A AR JE AT AN B R IR - P
Iyt 9 2 A

AQPL 5 it # I K327, AQPL A RE R LI
JRE 7 5 bR W, SHERE B RS W T AR YT T
RACRIPAEAT — R IR RS Lo AQPL [FJ I th /2 ¥
FEH IR0 T HE A, AQPL |77 132t — 2B AT TR T
Rt Rk AQPL AR AT A — E M ZH M E.
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