630 LR PR2EH Acta Physiologica Sinica, December 25, 2018, 70(6): 630-638
DOI: 10.13294/j.aps.2018.0073  http://www.actaps.com.cn

&R

BEZ S B IKEEIET

I ook, KBRS
REEERR R FRET 7T, KIE 116044

8 B P T PR A A R R A R LR I AP BIRAS o A TE S B AL BRI KB K7y T2k, R
I 32 BRE AR . 2R — HEE R TSR, NEZARA 48R, EATE xR R R 2 2 5L
R E IR RO, SRR AR P S A . TR, O 2 R TR s A% S A Y Kl B 3R
ML, HETTAENL AR AR A2 Fp vh R B IR A o AN SORE 32 BRI L S AR AE 1 K e 32 i 4 v (K £ AL AR o

9‘&@13] *A%ﬁiz 7J<$§J‘§
hESES: R334

Nuclear receptors and renal water transport regulation

WANG Bing, ZHANG Xiao-Yan"
Advanced Institute for Medical Sciences, Dalian Medical University, Dalian 116044, China

Abstract: The function of kidney is maintaining water balance of our body through regulation of urine concentration and dilution.
The aquaporins are molecular basis of renal urine production and water transport, and their expression and membrane translocation
are regulated delicately. Nuclear receptors are a superfamily of ligand-activated transcription factors consisting of 48 members in
human. They widely participate in a variety of physiological and pathophysiological regulation including growth and development,
glucose and lipid metabolism, inflammation, immunology by regulating target gene transcription and expression. Increasing evidence
demonstrates that these receptors are involved in the regulation of aquaporins expression and membrane translocation in kidney, thereby

playing a major role in water homeostasis. Here we review the role of nuclear receptors in regulating renal water transport.
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PR, (HRZEE NESTERILEE, RANHEY
15 L 2R H . Beah, MREEMA P9 /KP4 1 el iz,
fFHIREPREVEE TR K, JRIBEESFAEN
R 7K BRI F 1 IR AR . ALK, R
WIS IE I & T 2RSS RN EB IR, BRI
WG s k2, WK 2, JREZERKT
M BEIECNIRIB IR, B R AR Mo B
PRV 46 5 9 T (0 1R 1 AR T E A TR B /N T B R
1L AQPs 7K 73 1) %8 B L.

AQPs & —H/NrHEH, 7T EKZ 30 kDa,
TENURN 2 504, o AL rE4r B b i AT { K
B A 7y R TE SOV T M NG, Kk
HRE I Thae. BLC R AL Wik i A 13 Fi
AQPs, 73l fir 4% N AQPO~12, FiLT{EZ M4,
WL RN RFIE. RS Bl ARYE KB IE R
Jit AN R AT gy Dy =28 (1) LAY (K GE TE, A 45
AQPO. 1. 2. 4. 5. 8, EAMLEIEKY T (2)
KFIH @, 5 AQP3. 7. 9. 10, [& T /K41,
WEXTEH M. REE N FIHERAGEEE: 3) 3
R KEE, B AQP6. 11, 12, HINREIEAR
EEE% [7,8]o
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1.2 SREAQPsHIFTRIL T B FNTHEEIRTS

H AT A WIS IEA 8 F AQPs K ik, 4l 42
AQP1~4, AQP6~8, AQPII (& 1), hAbiE JLAE
AIRIERHAQPS IE B ML A B RIE, Wit
AQP2 It fr, HAFHEIN AQP2 FiAMfEM ", I
H1 AQP6. AQP8 Fl AQP11 HLAR />4 /£ B /INE AN
[F5 B, AR FE AR I E AT B PR T 4 1 1)
REARSE U1,

AQP1 73 A T v /N« BERE B SO B 1
B b B o A s ) SR T ) P 2 AR b, RS
EWR KT M AQPL (K134 R4 i s AN i
& 25k 2 11 (angiotensin 11, Angll) 75, {H2 A%
PR R & (antidiuretic hormone, ADH) X FR# 2 7
M4 M2 (arginine vasopressin, AVP) {175 ¥, AQP1
BRI bR /N BRI 2 IR PRI % PR AR, 257K 5
EPEBACKRE . M3 Es kgt ", 5 AQP1
FER RN R R —8, AN AQPI JEH R (R
ZIhhe ) B IRBORGERE 10055, 25K )5 & 1.

5 AQP1 Mi[F, AQP7 4y FilLum/Neg S3 Bt
B an R - U 4088 AQPT BE IR RN R
I/ NE, ORI AGRIEMR FERRC, RMZsh
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Fig. 1. AQPs expression in the kidney. 4: AQP1 is located in the proximal tubules and the descending thin limbs of the long loop

nephrons. B: AQP2—4 are located in the principal cells of the connecting tubules and collecting ducts. C: AQP6 is located in the inter-

calated cells of the connecting tubules and collecting ducts. D: AQP7 is located in the thick descending limbs of the long loop neph-

rons. E: AQPS is located in the proximal tubules and collecting ducts. £: AQP11 is located in the proximal tubules. AQP: aquaporin.
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HIRKR g G )R AL, HEN 5% B S /NE AQPI
KERIEMK. IR AQPI @ilr/ MR LE, AQP1/
AQP7 Ui /IN R PR e . 25 43 1

AQP2 /i TS MAEGE LA M, FEAL
T 00 4 B A B P BV |- AQP2 Friz K
O FAEAEPI RN RLE], RO AR Y P
I 32 2 O 2 A U I AQP2 784 il P &3
RO 2 18], @ik 3 AT N i ) 77 s iE i A2
I HAE 5~30 min N 58l KNI R AEAE 24 h Bl
BRI AQP2 MRk, M
ML, AQP2 78 40 il N 1 5 32 106 T T ik
JE . H AT %0 AQP2 AT LATE FL /M s g i B 1k«
Thr244. Ser256. Ser261. Ser264. Ser269 P,
AQP2 A [FAL w1 B R b 52 I AN [R] (149 S0 40 Jid 43 A
ZHMEAGE S TS5 T AQP2 (1% i FHH B 1
W1, M AVP NS AT E B, Ak, HARRE R
tn] DL AQP2 [m) 41 i JIE i A A Ik K, Edn
PRANSIEIE. RS R, ZEESE™, i, A
T AR WV JE I X 224K (farnesoid X receptors,
FXRs) FIRTF R 3 E2 324K EP4 [0S Al i 25 38 n
AQP2 [Pk, i H: Ak PRk e D) B 2 9ak 55 AQP2
Feik B2, AQP2 3 [H] i B /N B AT A ™ B I PR TR
gikats, HAGRIZET:. £85I AQP2 filk
INRITUEE, HEAZIR. RSB RAEKIRZER
FA B2 MO RREINZ /N RRIBIE I . ERE
Fese e AQP2 miB /N UK E NN, PRIZIE & HAH B
BRAG, $RIR B I AQP2 1E 4 HE R AE Bk Pt &
HEBEWEM P N AQP2 R LIREM RS T8
P ) JRIBIR G e, BRI P

AQP3 1 AQP4 #R53Ai T MERE 1M
JH B JEC A (R A B b, SR AQP3 3= B4 A AE K il
FAMEEGE, AQPA N mEETHEESE .
TE/INBR , AQP4 5345 T i v /N S3 B () S e s
BT Ef15 AQP2 AR rEAH A 4 b, N AFHA
T Tt AQP2 Hig N2H MR 7K 43§ 4 b JE JEC NI i
M. AQP3 Fl AQP4 1)K iE /K P 1] LAt AVP
B R, deAh, BN AN [ B AL B ] DL S
AQP3 [{)321k . AQP3 HE [R5 /N SRR I M PR B 1G 0,
PRIGIE R ARG, B BiAR &8 2RI AQP2 ik JK
JEIE PR, ZEACIRAS BLZE T AVP JIE, /N ER
JRSE ARSI, TREIRT AQP2 HIfEA. 5
AQP3 F:[R iR N E A, AQP3/AQP4 XUk /N i
PR G Re 1A 13— D B R EAK, 2REF AQP3 K

AR P,

2 NRspyZEHMIERAER

NRs & FL 30 W) fe R I e s DR 1 B oK e, A i
I 150 4>e Ferr, ANZERIZL A NRs KR & 48
AN 53 PO IX B NRs B B CEL A5 R BL I &5 4 51,
H & H M N i 2 C i 7 8 A/B. C. D, E X 3,
A/B XEH —MRAEAARBIEL & X AF-1, CXN
DNA 45 4 45 (DNA binding domain, DBD), D [X A
BAEEIX, ERE CIXME X, E X AR E X
(ligand binding domain, LBD). E [X /& %K [ 5
KH =X, A XA — AN AR 25 & X
AF-2, FHURS, BEMARIERS P R SR R e i B,
1999 4 NRs fp #4122 i =2 T NRs RSt an 4 E N,
R B[RRI 3 9 6 NS, NRI1~6, f H 55—
RSP X (C BCE X)) B9E L7 NRs 905 NRO. &f
AWK A T4, LA BERELFERER,
[F) ZH 25 1 0% S A% HEAS [R] 1 [E 1 DL 1.2 S8 X 43 o

NRs % T R s I E B A 2 0. 1
i —Fh 2 S BN, S EATTEAR P B BT
R, 5 W8 X &2 4K (retinoid X receptor,
RXR) TR R IR 5 Ak, 245G T HEREE R 1R e
DNA 751, HEEEE 5. s HXMEHBER
) NRs i 01 60, 55 ik %040 V) Wl 2 38 58 400 T80T 52 4
(peroxisome proliferator-activated receptors, PPARs).
BT X 324K (liver X receptors, LXRs). FXRs %5, 14},
A0, 5 B [ 5 B 2 52 4K (glucocorticiod receptor, GR).
1% [i5] fili 5% 44 (aldosterone receptor, AR) X FR £k [ Jii 4
# % /& (mineralocorticoid receptor, MR). M & %2
& (estrogen receptors, ERs) 25 7E N f)—4H NRs 7] LLH
B B RE — S AR S5 & BB R ) B 3 7 X (18] 2).

3 NRs5 EfEK¥%iEBAT

NRs {E KRR T, 25 7 AR HERAH
FHOCIE PR () S AT, AEAERRAAR N g 511 FDBE IR
RUFaA R EIEN, HIGe R 2l S =
(insulin resistance, IR). AEFE. 2 BUBE R He i T
S5 HORAR U & AR 1R B R A A2 25 W06 9T B R
SR, AN 08 278 NRs /] RE7E B T /K i2 vh &
FEE BV, A APQs [ 3 ik FN 54 A7 33k 1
FFHARKERES .
3.1 PPARs5 B i7k¥ =AY

PPARs  =FILAY, 437j/2 PPARa. PPARP Al
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Fig. 2. Schematic modes of nuclear receptor (NR) actions. 4: NRs such as peroxisome proliferator-activated receptors (PPARs), liver

X receptors (LXRs) and farnesoid X receptors (FXRs) form a heterodimer with the retinoid X receptor (RXR), and then regulate the

transcription of its target genes. B: NRs such as glucocorticoid receptor (GR), aldosterone receptor (AR) or mineralocorticoid receptor

(MR) and estrogen receptors (ERs) form a homodimer, and then regulate the transcription of its target genes. HRE: hormone response

element; 9-cis RA: 9-cis retinoic acid.

PPARy. KEHFFR Y EATENAARENE A 5
REHEBAER, HIhRER 5 /2 IR IR 2 BUHE PR
JIE I IV 5 B R s i AR R B R At . R LR
BRI HAEVE R, NRs 2R ik 5 AR %
YEIT B E L AT, H R £ XS PPARa B3N 57 DY
K254 (Fibrates) F11%E #1455 PPARy )M ft —
fifi (Thiazolidinedione, TZD) &\ & fE IR PR 43 M F Ti6
It ML AR AT 2 BURE PR3, FEELAS T R4F I 20UR
PPARS V5 4k HE % 20 IR, FEAICHRE R 5 0 /) B )
PR EVE [ HEEE B

EIR TZD K 2GWLERE R Is 16 97 IS T 3%
IR, HEMA R 7 HIMEIER, a4EKM.
ERIN. OEEHME . 2RSS
B T PPARy 5L 51 K U8R A K B g AL 0,
PPARy A liVERIAAE S IE, JF HmRIE T AMES
BRI MM, SR e e S NE T B KN
s KA T RE BT, 2005 4, Guan Al Yang 7 5l &
R TR 7 T TZD 2R 259055 5 K i i) =1 58
Mlill, BFsE RSB AERUNRA, EAERS
PE PPARy i 5 /Iy B 25 70155 5 B /K b 6 35 o3, ik
B & G RIA (1) PPARY &A1 3 T TZD K245

SR B B S LR 7T 2% B 2 KR B R g 6
5| ¢ Sprague-Dawley (SD) K BAH. /K¥ERE, 340
BNEE R (1 HE Na', K'-ATP i ol 7. AERL
#4& (sodium hydrogen exchanger 3, NHE3). 4j% —
FIL#2K (Na'-K'-2Cl cotransporter, NKCC2), L
J AQP2 Fil AQP3 ffi#ik %, Tiwari £k T & 15 51
Fi kb 3E SD K B J5 5 MER A AT BRI 5 AR 40 i
i 1 3E B JE A 1 AQP2 R ik 1 i B, PPARy 19 5
— P 3h 71 GI1262570 W fig % 1 i K B EE B
AQP2 ] mRNA /K P, SR1 75 2 14 51 i35 S0 2
RURE PR /N B (db/db /N B ) A A 7 s, AR
I3 S K U BE R P I EE TR RN B X Rh 2 )
P2 BIALH AT B2 T X RN B B 5] kK
WG, PREVHEMR R BN, BT AQP2 [
FILB K, AQP3 B /K FARZ R, MM
K B, T AE db/db /N B R B EE 5] R 1
AQP2 F ik AL ANBY 5, AQP3 & (9 % ik 1 fin 10,
KT PPARy 15 55 & 8 AQP2 ik i HL i A 7t &
N, B A& B E R TRPVG B In45 i, M
{i 33k 1% 9% 1) MCD4 41 il 5 AQP2 [ i % i . 7
— I S N 5 B L, PPARy bR/ B2 I
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ZIR. ARBIRKERBL, R AVP fRtlt 8 A 2200 .
F @ N JE & (Desmopressin/1-desamino-8-D-arginine
vasopressin, DDAVP) 4b# i} DL 3% Ft =) iR ZH 304
WIREBE L, X PPARy mifbR /N A E M. A
R[], PPARy fl[& 5 AVP i S cAMP B, &
JIE ) DA K B R Ak AQP2 /K T 7% AT B A, HREUR
PPARY {5 AQP2 A R T AVP/cAMP i& 1% P,

Ak, PPARy 7E NI i /NEAR KPRk, 2
AT ARE R AT S AE . Saad SR AT RS 7 JEAR
BRI N S/ NE A, PPARY JH 7L A 51
A1 L-805645 14 fig 1% hn AQP1 1 AQP7 %%, H
XA bR AT DA AL 37 MR R BT IR 5 3
1 1 (serum and glucocorticoid induced kinase 1, SGK-1)
f¥) sSIRNA fiT BELIT 0 3L 5 S0 S0 iE R IR B AR K
[K-F- 524K (epidermal growth factor receptor, EGFR)
%5 7 /Mg PPARy X AQP1 (#1345 ™,

PA_EWF ST ] PPARY £ B /K $232 th R 45 H 2L
YER, iR AL 5 7564 8 R 2 AQP2. AQP3 %
KRBT, AR/ NE TS AQPL A1 AQPT R
ik, SRR BB AT AR 1) B
3.2 GREBliK¥%EZ AT

GR JTZRIET AN Z AL, Wiz
PRI, MMIFENERR . 8 A BURS. ROER f sk
WA R E DR B U (glucocorticoids,
GCs) fE N HNIRTERIRCH, T2 5 GR A G I
i GR SRR HE A 28 S B AR T4 . GCs 2 IR [
MEER, BB LIRS A . AR GCs #iA
NRZBTIR T, R KEIEHRE LY, GR
Z 5 AR KRS .

B LR R ThREA R, T AVP RS
LSRR IR KA, R GCs BAURIT A, L
R G AT . TEEZ GCs Ish sl vh A5 A
LRI, JeAh, TR A ) GCs B Z K RS
AVP bl )E, HIREWEHZ ", LR
FRW], AVP & BUBE B £ & GCs sk Z fir B 7K
W FEE R R 2000 4E Saito S 7T 7R, GCs
i = W] DL L AVP AR 45 E I T IE RS BT AQP2
ik, A K ER, BEFBUKEE . B
T AQP2 B HRILETE A, GCs = KE'E
I PAY i 8 7. 0 T2 4K (1) AQP2 (Ser256) £ 1 A1 AQP3
MRIEEWEE B, SXIA KRR, RIfEE
KA )G 1 h, GCs 8= KRR 2L AQP2 i %
BRI, TE] V2 24K (AVP 248 ) $54705 AT

WiEE FRPLR Y,

GCs it & (IMPRFE A Cushing ZE-A1E ) T
It GR 31 AQP2 ik /KT~ 38 bk ifif 5 Sk
W . Chen ZHEFtiion, HIZEKRA (—F AT AR
K2 GCs) AT _EiA'E F DI K BRI P i AQP2
[k B PRAhSRI th e iE, HhZE KA KL ER R A
BEEEAE A B G, " 5% L AQP2 SR AN
ik B b LI SRR R, B TT DL i
N 40 s (HEK293) 40 fitg fiE = AQP2 [k, [
1 GR #4771 RU486 Jii, LRI R Al glisidt . bk
HhZE KA I REIR /D AL AQP2 B I P4

Y%F GCs 3 GR Sk Z it & FEOKMEH, H
PEBE ' AE AQP2 FRIA ML AL 3G I, (R e I HAA
(I FHFIALAAT 75 R ANAR T
3.3 MR BR/KEZ AT

Eh R R R B R R BRI A A 4 s 1)
—RRE R, A A AR A LR A Py KA
P AR O D~ o R T T 2 1 P o i P — o 258 2 8k
%, "5 MR ML A, Kk MR B8 g Fk AR P2,
YERZ L) NRs 22—, MR SHEcikgs: & 5 Bl al # 55
A%, FIHHEERE . KREFRERI, MR
IR R B TR AR AN 7K R I 3
T T

MR 5 5 Ik 7K %32 [ A SR 98 52 B0 H O JiE (1) 45
B, 245 K1k, K MR XK ERIL L AQP2 #ik
BRI 1L . Jonassen 25 9T B, N FHIERH
fi% # (Canrenoate, MR 5405 ) &b BE K R AT LAE L
T HIRREIIN 44%, JRZBEEBEAC 27%, [FB 1
A5 HE AQP2 & A RIAKTHIEE Tl ™ 4R,
TEAE IR 5 5 1 K RS PR IR AR A v, 9 MR AT
fi RN, i N P Y IS (MR BELT A ) BH
MR U A K BRUPR Bk o 50007 e 4 3 Adh PR ) K
BRAFTEL, i ] ) w9 e 5 R R SR B 1)
FEC UGB T ] AQP2 [1F)3R3%, 18 A g b 2 ) | i
B2 SRR A RO AR T A T AQP2 3R Y, 7E
4 Kt ADH 8t = i (Brattleboro &, BB i ) 77 4
A AL BRI AR AL BYs S — TR R s, B
JHR IR 2 RO BB IR P T AQP2 AT AQP3 ER
IR A I 25 1 v, AQPL Al AQP4 25 H 7K~
HITCHA BARA B, RSBl L IR ER, JLATRE
& B WE M % 3 NKCC2 AT Na®, K'-ATP i % i 7k *F
BEAR S0 o T % 1 5 2 ) K BRI AQP3 3Rk
PR R R 3% N B, AQP1 Fll AQP2 HRIA#
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KA AN OB R AR A . [R] AS I B R o AR A
0 B S SRS R ot i AT B 2, PR TS R 2 A
MR | AQP3 RIS HFRAL, DR b Wl ek [l il o £ &
B T A e ) I T A ) 5 ) 9 R 4 S T
) BB L R 43 B ARANSZIGAE R, A X )N
BB 7 4 & B 41 I & (mpkCCDC14) AQP2 £ ik )
428 52 30 DA I R) A0 A8 A 110 XU EE N o A [ B )R
AVP [5 00T, 1 [ e 4 0 A B (< 24 h) TR IR
AQP2 [#] mRNA F1#5 (/K ¥, 1M B [# i /5 ] 48 h
J5 U 38 /i AQP2 mRNA )% 5% B[R ir ik F 1 6
[ W 75 o 2R FRVR B (107 mol/L), 3 H LI 48 1k
A B MR RSB0 BELNT, #ol Bk ik i
i MR ORIFIEH .

— LT 11B- SRR BE M S 2 (11B-hydro-
xysteroid dehydrogenase type 2, 113-HSD2) [ #iff 7112
7~ MR FEA AU K BRSO B v R #5535 5 R AR
F o BSAARAIE 72 BH I [ 6 R0 B2 o3 B T MR B[R]
FERISERN FT o A I iy B B AL MR S 35 1 A 1 [ T
WO, EEH T BAELER 11B-HSD2 K 2 Joit i
AL N B, AT ERAP BE[E B 5 MR 456 . A5k
RAE 11B-HSD2 i ] G B A& P 0 £ je iR
W42 JiF (apparent mineralocorticoid excess, AME), ff
B i e AR AIKCE SR IS [E B . Evans 55
WAL IE 118-HSD2™" /N IS AT AL 2 R
IR, JFFEI A AQP2 A AQP3 ZRIA/KT-H)
TE%, XATAEAE BT MR R T B s B
3.4 FXR5 B iK% E T

REAE FL I, FXR FEEREAE T HER N,
RIFHN T IR ME R EE L e 07 R DA A i ) B A
AHEIER . BOLABTFCAB LR R, FXR (L
MWARERNLIE, ) ZamEZAENET
B, Mol NVE MIBERETE SCRLBCR A B mr, Hk
iz NE RS E P, IR A I A oK
W) B, XU B FXR AT e AE BT K
HRBoE R A EEAAEN. AR ER, BOE
FXR W] DL PR & 2 25 /b, PRI& & He W S 38
FXR JE R B /N B H IR 2 IR AIIB IR B, 47
PR A8 DI RE 240 ik — DA 50 FXR 78 5 JIE 7K
AW RER, BT I N A FXR LR
5 75 88 2 S B R (chenodeoxycholic acid, CDCA)
ARFR/N R, R FXR B HE0GE AT 2 2% Bl C57BL/6
N IE AQP2 H)FRIE . Rz, FXR HEFEHR/N R
B AQP2 Kik, JCikJEfE mRNA IE 2 i HIKF,
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BEZETEARNR. oh, AL R/NRT
AQP2 % [A J5 5 1 X 38R I 2 WA ) FXR J B 764
(FXR response element, FXRE), 1X % B AQP2 /&
FXR M BB R . RobseIGh R, 70
BN EIENBEE S SR IE FXR £i&, H
FXR & vl 5 AQP2 JE[H 5 3 ¥ X ) FXRE 45 &,
HET_F I AQP2 KA K.
3.5 LXRs5 Bk EiBT

LXRs ZJGEA P B LXRa AT LXRB, ‘EA1]
IR T HFIE SR MR A E B B8 By, BRAEAE bl
FEAR W T 4% 1 G B DR i g AT . I R4, 1R
TN AR 2 B LXRs 78 JR VR AR 46 18 7 rh 4tk
A BEEIER . LXRs SRR MES07 TO901317
A B CSTBL/6 /N B, T B0 JR Wk 4 T g B i
B2 IR AGE IR, [FE A SIS R E 2 g
(prorenin receptor, PRR) Fl1 AQP2 ik [ i # /b +
1 PRR &N GEW Y 5 TO901317 SELI IR KR 4
P %, XL AT AE LR W], LXRs MBS v RES
RS AR AQP2 IR s i AL A& K
fir. NI LXRs FIWE—F AR 2 5 T KE
AT, Gabbi FHIHF LB H#/R T LXRB 74
HEKERBCRTTHMEEEM, 76 H BEKNE
WL, LXRA /SRR I H SR (0 SR B AR,
Z RAVBUE S, X5 A R AVP [T B i K40 i
WA IR, LXRo ™ IR LR N5
—Ff LXRs #5075 GW3965 AbH B A= /N 5, W
BEWMLIREBIEE, BORE. REdd R
R LXRE /N T AQP1 ik B3 /b . X
—HWFRERY], LXRP mfk i g N ik AVP (1)
AR R B IE AQPL IR IE, M S8 T R
WSROI AT 40T 78487 T LXRB 4%
B K IR BT LA, B LXRP 6B A
AQP2 & FI iz 2 AL B A 3 I H R IE 7K, S5
IKE WIS N, SEEGFR A LXRE™ /I BB AT 9 B
£ AQP2 £ /K2 K T BF A BN R, 1 mRNA
KPHT 2. PR ER, N LXRs #
177 Ak AR 5 77 10 /N BN B 4R A B 4H B (mouse
inner medullary collecting duct cell, mIMCD) } £ 5E
# Yy AQP2 ) mIMCD3 4 Jitd &, 7] {5 X ¥ Fh 41 filg
AQP2  F1/KF &% B, 1 LXRs ¥ 3l 7 6 45
TO901317 F1 GW3965, ¥IANfiEi% G AQP2 3 [X #%
A, BARE AQP2 FHZ RALFEAC, A
i) B P
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3.6 ERs5 B BR/k¥E By

TERVEB R R EE R 2 —, M (estra-
diol, E2) 2 5 /K SRR o TR AAYE B 2 U IR
IR — MR IR, W Z R SR . — 24
PR ol N Rk, AEE K R ER s s =2
U R S A PN 38 2% 1 70 A A B 3 LA (1) B K T R
HLTE 1998 4, Ohara 25X AN [A] 2 HART#EYE SD K R
AT A WG J5 KDL, BEUR KR T DLdE e v2 52
AT AQP2 KiA Fi (B4 mRNA FIE /K ),
TP R E . AT RER, TR
T 1 R BRI PR B TR O R AL S 25 18, L
I AQP2 BRI FEFEtH B2 B, LaRiE IiAE N
B2 BRIGYT J5 A Bl i, BARSR IR & 5]
Tt WRBGBEER TR, Brikz s, HERE AQP2 £
% DL % Ser256 A7 A i BR AL /K T IR A5 B BRI Y, Jit
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