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FZH AQPY Xf L-02 ZAAEAE Bim iR B B2
E ON,E ¥, EF B EZAL (400016 FHK, H R EER K2 M /8 55 — B Beid L )

(FZE] HIY MK HhiEE E F 9 (aquaglyceroporing, AQP9) 41 Bk , S0 i HAE L-02 T4 b i ik, IF i
XS SR AR 14 B U5 JAF ( nonalcoholic fatty liver disease, NAFLD) AHMIREIGVE ] . J5ik MAFIEZH S 4R BUE RNA,
RT-PCR k75 AQP9 JE[A , siRe$| A& pEGFP-N1 I, ¥4 & 4 Jfi ki pEGFP-N1-AQP9, 4 HA% Yy L-02 41 fig, 38 43 98 )t B 1%
BEMEEH I Y& L, RT-PCR Al Western blot #5:i1 AQP9 R ZE4HMI P (9 3R35 o @R ImZr O Juta s H il =1 30 25 i i
PR B H e 2 i, R U LR L-02 ZHMAR I A MR R . 855k LB pEGFP-N1-AQP9 40 ik, IR AE L-02 4fi s
A AL YL L-02 AU AR I AS BT 5, 4L O e n] DLyl AR/ pEGFP-N1-AQPO 4% Y 21 A5 yih i 41 41 i P9 I ot 5 = A
STt IR/ pEGFP-N1-AQP9 e Yy 28 2 M oy H vt =g Ui 23 N I R B H il 3 15243 0 (5. 435 +£0.337) ((2.016 +0.144) |
(1.485 0. 113) mmol/L, [ yMER 414> 5 7 (3.218 £0.220) . (1.538 +0.193) (1.024 =0. 148) mmol/L, & = [a] £ 54
Suit2EE (P <0.01) , 3] LA AQPY ik BE Al LA i AL MR AR INEE . 458 AQPY 8 F iR 5 i sl s AR 1
PR R s s

[XgER]  AKHMEEE A 9 AL TERS I FFG AL PR ; 2 KR YT

[HEESHES] R394-33; R392.4; R575.5 [ XEkPRERG] A

Effect of recombinant AQP9 on lipid deposition in L-02 cells
Wang Chuan, Yuan Yuan, Jiang Zheng, Wang Pilong ( Department of Gastroenterology, First Affiliated Hospital, Chongqing
Medical University, 400016, China)

[ Abstract | Objective To construct a recombinant plasmid of human aquaglyceroporin 9 (AQP9) , to
examine its expression in liver cell L-02 and to detect its effect on cellular models of nonalcoholic fatty liver
disease (NAFLD). Methods Total mRNA was extracted from human hepatic tissues, and human AQP9 gene
was amplified by RT-PCR. AQP9 gene was then inserted into pEGFP-N1 to construct recombinant plasmid
pEGFP-N1-AQP9, which was transfected into [-02 cells. The transfection was detected by fluorescent microscopy,
and the expression of AQP9 gene was detected by RT-PCR and Western blotting. The effect of AQP9 on NAFLD
cellular models was examined by oil red O staining and the determination of triglycerides (TG) , free fatty acids
(FFAs) and glycerol contents. Results Recombinant plasmid pEGFP-N1-AQP9 was successfully constructed,
and AQP9 expression could be detected after L-02 cells were transfected with pEGFP-N1-AQP9. The oil red O
staining showed that the intracellular lipid contents were significantly higher in the oleic acid/pEGFP-N1-AQP9
group than in the oleic acid group (P <0.01). The intracellular TG, FFAs and glycerol contents in the oleic
acid/pEGFP-N1-AQP9 group were 5.435 £0.337, 2.016 £0. 144 and 1.485 £0. 113 mmol/L, respectively,
while those in the oleic acid group were 3.218 £0.220, 1.538 +0.193 and 1.024 +0. 148 mmol/L, respec-
tively. Tt indicated that the upregulation of AQP9 could aggravate the degree of steatosis. Conclusion AQP9
abnormal upregulation can lead to or aggravate NAFLD.

[ Key words | aquaglyceroporin 9; nonalcoholic fatty liver disease; recombinant vector; gene therapy
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R K 1 B8 W5 93 ( nonalcoholic fatty liver dis-
ease, NAFLD ) J&—Fh Jo ik £ PR 58, D552 5 44 i A
05 S P N 195 78 AR AL 1 I R B LR B e . H TS
Xf NAFLD ib 384 R85 2h Wy , B V4 75 At e 7 X %
AT KPR R, AR A N, © & fe N
AR F BN R G SR 22— X AT A
B 7EJEBE . NAFLD 5508 5587 4041 A %, 1 A 17 /Y
B G732 i AR IR 194 46 S5 7K 38 3 2R 1 (aquaglycero-
porin9, AQP) #13"*  AQPY EH LK T I 4l Iy 5
ARBRIEE b, RERF i H b 1z A4, & H ik
LR R 5 | L1 105 G 80 b 35 AR i, DA T -5 208 Wi
JHFRITE . AWF5EiE I RT-PCR AR 2 bR A5
AQP9 JL[H 44  HE 41 kL pEGFP-N1-AQP9 , Ko i Ho At
L-02 4 i3k, kb yh 2 O Jefa, I 40 it N g
JoT g, R X L-02 4 B 7 A2 MRS RS AR T,
PE—2BHEE AQPO T RS R A 17 A & A & e
FROAE FH 28 5 A

1 #MREFE

1.1 ##

1.1.1 48U NJFHELH LB 3 A e T AR BT R
BE(ZRFERE) , NIE® T4k 102 14 8 T RS L i 4
Hfl 2

1.1.2 FFRF ML TEE  RNAiso Plus . RT-PCR it F| & .
PR P DDA A K% TaKaRa 24 &), S I 4l Ak a0 4 L o
BN ARG £ JC 8 R R/ SRR BOR N &l 3 26
OMEGA 7y #], i 2 W) H 35 [# Sigma 23 &), Lipofectamine 2000 |
Opti-MEM }; 77350 F 22 [ Invitrogen 24 ] , St A AQP9 HT i
W 2% [ Santa Cruz 23 ], H il = Ee A 50 &% B At 5tk ik
JE 2 e R IR BR A ) i s A I e T 37 4 W ) e
AP TARAFSE I, 5 5 GPO-POD Rl e 0 & B b
T RS R BARAG R

1.2 7k

1.2.1 EAFKAIE  MRIE NCBI b A AQPY [ [A 7
51 ( ABO08775) , 5 3t AQP9 Hi = PCR AU I iif 51 #): 5'-
GATTTCGGGTTCTAAGTCGC-3' AN F 47 51 4 : 5'-GAGAATC-
CCAAACTGACTGC-3", 5 ] |37 8] ¥ : 5'-GGAAGATCTGATG-
CAGCCTGAGGGAG-3', N il T % 5] #: 5'-CGGGGTACCCT-
GAGTTCATATTTCTCTGG-3", il - F 5 94> S im A Bgl 1T
S Kpn 1 B8 S HAR Y B AS , P2 ) 3R 888 bp, [FIAEJy
Wit AQPY 45 v Br PCR 514, L5 4:5'-CTTTGGACG-
GATGAAATGGTT-3", F % B #: 5 -GAGTCAGGCTCTGGATG-
GTG-3', =K iy 546 bp, FREAFFNELL L 5 RNA, 2 7% 5
A B cDNA R TE A PCR 9744 AQPY J:[H, Jir & PCR 4 i
1720 o/ L 35 B W8 162 Fi K, I 06 A 88 e Tl Wig sl 43 501 K
AQP9 LK F1 pEGFP-N1 Sk i##47 Bgl Il #1 Kpn | XUEG Y], W /5

BRI 2ift. ¥ AQPY F1 pEGFP-N1 F] T, DNA Ligase % %
W o W2 5 KA R DHS o, [FIES D23 TR B2
ddH, 0 Sy %] B, BRI -RARESE 2 0t 18 1 PH PE e B 2 P 9 1 0142
B TR, fiv 45 4 pEGFP-N1-AQP9,
1.2.2 FEH BRI A E
1.2.2.1 PCR %3¢ T A FORLAR 1wl 2, FIAT LS
JORL R DHS o TR K ddH, O S XTI, 43 B A AQP9 Pyl |
WiEAT PCR R, Eak =i T 20 o/ L BB M B e i ik o
1.2.2.2 EVI%E ¥ pEGFP-N1-AQP9 & pEGFP-N1 433
AT RG] (Bl 11 ) S AEEY) (Bgl L0 Kpn 1), WEE0 7= W) i#E 4T
10 g/ L B AR BHEE IS LT
1.2.2.3 7% ¥ PCR KAEFY)LE G 1L A 09 5 41 TR
F PR TI @ TR ALY, T A5 R S GenBank o
A AQP9 mRNA 33 E4T HE Xt o
1.2.3  FYIFRA L-02 4 0385k
1.2.3.1  HH R % g 102 4y A& A 10% 6245 i
M 1640 5557 L-02 4, B T 37 C 5% CO, W iEae, &8
553 AT, FYent 1 d,oK 102 4ifdfh 6 fLi L, 1L
B2 7 x 10° 4> R4k 80% ~90% fili A BEIT , 4 o P 7 3%
i) pEGFP-N1-AQP9 DIfISJF {4 Lipofectamine 2000 4»5 1) J7 ¥k 5%
Y L-02 40, 37 L4 pEGFP-N1 . ddH, O, 4 kb B L-02 41 fi > %F
I RRAEE YL 2 £ ,48 h SO B R T RS E N
HIFR IR TE L o
1.2.3.2 RT-PCR #ll AQP9 H:[H 3255 48 h 540 liR
B 40 5 RNA, #E47 RT-PCR J B, LA B-actin fE NS, BT
3R PCR 7 HiE17 20 g/ L SR WHEE I FLUK o
1.2.3.3  Western blot ¥l AQP9 & H 31k 48 h J5 575
$REAS HANMLE A, S0 ng SR BAE, #847 SDS-PAGE B
HLpk, AL IS PVDF 55 1, EF6 2 b J5, DLsadt A AQP9 Hi{k
Bt B-actin HLiEly—Hi 4 CHEF T, K H DL HRP FRid
it IsC N —HEWIFE 1 h, fb¥ KI5 BeyoECL Plus &
o B &R A, B 5 B SR AR AT
1.2.4  MTT &6 & MIRE S L-02 41 Mg 5 728 1tk i 3 18 T e
BE K L-02 4k 1 x 10° /4L R T 96 FLA, W BE IS A
EANRNMER M (0.,10,20 30,40 .50 pwg/ml) ) 10% Jifs 4 Il 1
1640 Bredt, A E 8 NEFL, dkEedE3R 72 h 5, RFFFLA
PIREFREL FFLIA 20 wl MTT %90, 4k2E85 5% 4 h )5, &L
A 150 pl DMSO, ZE i HR % 10 min, AR 1 EHE 490 nm i,
5 A FLITR G RE(E D(490) ],
1.2.5  f&I L-02 4 i fig i A8 PR T v AQPO f 3K
1.2.5.1 L-02 20 i iy 705 M A 100 1 2 7 B i A SO g e
Wt 258 3 ARy L-02 4ifiudi 3 x 10°/FLEFHF 6 FLAT, Bk
JE AT HER 19 10% it A4 I3 1640 355538, 85 5% 72 h iF 7
L-02 4RI 221 . K pEGFP-N1-AQP9 % JL iRl & 1 iy 1-02
208, 2L pEGFP-N1 . ddH, 0 % 4 4b B8 102 41 i g % B , 45401
L2 AL, AREE SR 72 by
1.2.5.2 SEOFOUEARKIMFEREN 72 h GHEETOLE
RS 2H 102 Al SR (SR L FRB G I
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1.2.5.3 58 PCR #4440 AQP9 mRNA ik 72 h 5
A3 PRI L AR L RNA A AQPY Jii J B 5| kAT RT-
PCR 27, PCR =447 20 o/ L BiBEAHEEIE LK o
1.2.5.4 Western blot ¥l £5-2H AQP9 T H £ ik 72 h 55
PR A2 40 g ) L FE 1, Western blot #5391 AQP9 K B-actin
EHMEISL,
1.2.6  JHZL O Yuta ki L-02 41 ffg g ot 1 i R
TR BT 24 LA B2 6 x 10° /4L 102 20, I B J5
AR 10% fa 4 13 1640 ¥5582E . 72 h J5 % pEGFP-N1-
AQP9 FL UL iRl AE ML L-02 4L, LA pEGFP-N1 (ddH, 0 J& A4k
HHL-02 2 i Ay 6f R, A2 5 5% 72 b WS FLIN IR SR 3L, PBS
PR 3 K ,4% ZFH B % 30 min, J]ZL O ¥ YL 30 min,
60% FEPIFEYE Y 30 s, ddH, O PE% 30 s, 73 A KG E Y 3 min,
ddH,0 #hk 5 min, A IS A, IE B BB IR AT
1.2.7  L-02 A At rbH v =15 I 25 BB 07 B2 A H o 5 & DU o

PHL A 3 AR 102 40 LL &M R 1 10% JIE 4 I 1% 1640
B FR A5 5% 72 b H% pEGFP-N1-AQP9 % YL JIg [l A8 P 1Y L-02 2
e, 3 LA pEGFP-N1 [ddH, 0 M AAbFE L-02 41 iy % B, B4 4
&5 fRANAE, AkSE R 72 h, PBS PRIRANNE 3 Ik, R E R A2
AR, A P Ve = A a5 &, it 5 A I BR A 2R 4, v
it GPO-POD [ 2 100 & s L-02 4 v g o 45 ¢k
1.3 %t o

BAELL & £5 FoR R SPSS 17.0 el 4 (b AT 5 R

Z57HT .

2 HR

2.1 % RNA #23 % RT-PCR ¥ 3¢ B ¢4 L

JEEHE L RNA 17 10 o/L A5 W68 1 v ok vl L 28 S .18 S il
583 A&, IS5 5. D (260)/D(280) A 1. 95,
D(260)/D(230) K 1. 31, f5 & 528 i3k . PCR =447 20 o/L
DEREWHEE RS HL K , 76 888 bp BHE A e M40, SR 1 3 =)
A AQPY Fr B,
2.2 E4 4 pEGFP-N1-AQP9 # % %
2.2.1 PCR KfVI%E  RCR =17 20 o/L Bl HH AL
MK S5 R, EALTOR B IRCPE 888 bp 4b A — 4 5H: AQP9
S5, TR B A WL 2% (T 1A, 470 25 it B o 4 Joi s A4 4 g
o BEOIF=YIAT 10 o/ L SR WREEAS Yk o S5R B, AR
ZEFYI T YT AQP9 H ¥ 45717 (888 bp) , T4 kL A VI H H
f 265 (P 1B F-UCIIE A F 28 kAL 7 B o
2.2.2 WiFpsEE MFA RSP, KB At KR %R
AR ,45 i A—G, o TJC X RAE, FEArIE B AQPY B IE B 4 A
pEGFP-N1 /4, pEGFP-N1-AQP9 H 4 kil il e 2
2.3 FHBELE LO2 mindeg ik
2.3.1 @I EA TR RE  POLRMEE T
%%, pEGFP-N1-AQP9 ;YL F1 pEGFP-N1 % YL 4] 3 n] Il 3| 2 {51
P(1E 2) ,ddH, O #58e2l  RALFE L-02 4 il 20 K W R 2 (5. 75¢
o VBT ZH B 2 Yk A L02 AR A 8 1

2 000 bp— |
1 000 bp—

500 bp—
250 bp—

<—AQP9(888 bp)

A:PCR %% 1:DNA 4=/ (DL2000) 2. EH A48 iRk,3: %
Ji¥e ¥ ik ,4:DHSa B ik ,5:ddH,0; B B89 % & 1.DNA 4%
# (DL 10 000) ,2: pEGFP-N1,3: pEGFP-N1-AQP9 ,4 . & & 47
pEGFP-N1,5; 3% # 37 pEGFP-N1-AQP9, 6 ; 3 &5 47 pEGFP-N1,
7. X &y pEGFP-N1-AQP9 ,8: AQP9 PCR =4

E1 ZTHAGH PCR EEILELER

A :pEGFP-N1-AQP9 #% 348 ;B pEGFP-N1 4340
B2 FABMBENRELHRNE L-02 BREPHRIE (x200)

2.3.2 RT-PCR J Western blot £l AQP9 3k PCR 7=
YAT 20 o/ L Bt e iUk o 4528 W, pEGFP-N1-AQP9 #%
YeH \pEGFP-N1 #Je 2 (ddH, O % YL o ok 438 102 41 i 4H
HRRERSY M T AQPO 25717 (888 bp) , Hirf pEGFP-N1-AQP9 fij
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41 AQPY it fiess (18 3A) , U] pEGFP-N1-AQP9 % Y ji 3y , Jf:
AETE L-02 4Ifi K35, 4 Western blot £l , 241 41 ffL 7 42 x
10° (375 () B-actin 2547 1135 M7 , pEGFP-N1-AQP9 %% Yt 4]  pEGFP-
N1 e 2] ddH, O 5 Y4l KA FE L-02 414134 7E 29 x 107 1]
I, AQP9 454, pEGFP-N1-AQP9 %% YL 2[ 7E 56 x 10° A] I, GFP/
AQP9 il B 1 457 (B 3B) , i B T4 ki A2 L-02 20 ffa 3=
ik AQPY IR T S @I E A A .

1

1000 bp— — )

«—GFP/AQPI(56x10%)
‘*B-a(:lin(42><103)
B «—AQP9(29x10°)

A:RT-PCR #: 1:DNA 47/ (DL 2000) ,2:pEGFP-N1-AQP9 4 %
48,3 . pEGFP-N1 #: %20 4 .ddH, 0 45 40,5 R L 32 L-02 #m i 2n ;
B:Western blot 4 1:pEGFP-N1-AQP9 %% 2 41,2 . pEGFP-N1 #&
Fe28,3.ddH,0 #3440 4 R 42 102 tmfasa
3 RT-PCR X Western blot 1 il & 48 RAI7E L-02 At By K%

2.4 MTT %4 & b BR s iE R E
R R T 20 we/ml, WO (R BH SR [, 20 A T
BHEFARCER ), P E 20 we/ml HYHER A BE AT 1755 102
20 6 i A A 1) B VAR
F1 TERERER L02 HIEHRBIE (3 xs)
MR 0 ug/ml
WESGREE 0.43 £0.04 0.48 +0.04 0.47 £0.05 0.44 +0.03 0.40 +0.05 0.35 £0.05*

10 pg/ml 20 pg/ml 30 wg/ml 40 pg/ml 50 pg/ml

a :P<0.05,5 0 pg/ml bk

2.5 L-02 taptfig by AR P AQP9 89 & ik

2.5.1 JEYOE DR A Qg ol 18] 8 50 AU
2% IR/ pEGFP-N1-AQP9 %4 Ye2H R/ pEGFP-NI %% Jugf ]
WG, IR/ ddH, O FE YL d] JHERZL . R AL FE L-02 41 i
HRIGEDN, VLT TR Y A 102 {334,

"A::.x-" o % X =Y ‘. i’-,

A k432 102 fm i 20 ;B il 82 285 C . b B85 20/ pEGFP-N1-AQP9 4% % 28 ;D . i 88/ pEGFP-N1 2% %40, E . i 82/ddH, O #5440

2.5.2 & PCR J% Western blot #4541 AQPY 51510

PCR 7= HI#E17 20 o/ L Bl Wl B I v vk, 45 2R W, Tl iR/
pEGFP-N1-AQP9 %5 4L2l] AQP9 4574 fie 2% | Jli iR/ pEGFP-N1 %4
21 IR/ ddH, O ¥ 4e 2l Ky fR gl AQP9 45y #5852, AR AL ¥ 1.-02
M ZH AQPY 57 fix iR . 42 Western blot 6 1l , il iR/ pEGFP-
N1-AQP9 4% L2 n] I, GFP/AQPY Filt G 28 1 4% , il R/ pEGFP-
N1-AQP9 52 JL2H JfR/pEGFP-N1 Lo iR/ ddH, O s e 4
R R 4T WA 52 AQP9 ZE [ 4%, T oA Ab #E L-02 4 ity 41
AQPY FEH A IR . ULHTIMIRIA S L-02 21 At g i A% ok G 44
JNFL AQPY Fik , Wi %% Yu B 41 UKL pEGFP-N1-AQP9 J& , n] {fi 3L
AQPY FiE BN T
2.6 i O $ &

IEE BT WEE AR/ pEGFP-N1-AQP9 #; YL 4 1-02 4
L P P WK AT LT A0 R , 55 2 R i mil & TR, g 7y 3% Tk
PERCTE 5 R/ pEGFP-N1 ¥4 v 2 iR/ ddH, O 5% YLl Mgl
A UL S AR AL N , VPR AL G e DT AR PR R P AR
RALF L-02 UMLK WARL R (F 4) o FREIRSIN L-02 41
ML) AQPO ik i Refdi H g A PERR BE N EE .
2.7 Hih =B 0 F IR R ACH A=

MR V5T L-02 AUHAR I As: , @ TG FFA KM & &
I, ARALFE L-02 404 5 H A2 LB, B R 225 (P <
0.01) . W2/ pEGFP-N1 5: 42 iR/ ddH, 0 5 Y2 55l iR 20
ZIM R, ZF WA G4 E L (P >0.05) . J}R/pEGFP-NI-
AQPY B YLz SR 4 L4, WE M ZE R (P <0.01,%2),
VLAASE N AQPO 2535 EBE(E L-02 40 fifdrf TG . FFA K H il & &
e, ZHH AQPY YEIFANAAR I A iR 5 MR

K2 BAHB=FE . FERHE . HBSEHNE (v s, mmol/L)

2157 n il =g lit BINRIR Ham

HAbI L-02 4HffugH 5 1.366 £0.239% 0.493 +0.124* 0.379 +0.092°
liilivet! 5 3.2180.220 1.538+0.193 1.024 +0. 148
IR/ pEGFP-N1-AQPO #5L4 5 5.435£0.337* 2.016 +0.144* 1.485 +0.113*
R/ pEGFP-NI #5u2] 5 3.505+0.304 1.634+0.224 0.973 +0.163
TR/ ddH,0 %5341 5 3.259+0.253 1.517+0.157 1.113 +0.252
a:P<0.01,%5 kR k4
3 it

I R NAFLD &2 5%k L s =2 — , B & 1
(A E R T LA T RS 14 B 0 1 JHE R AP RS 1 i 5 12

JTFET Al , B 2 RO, TRk 5 AR B U R

i ol L o8 D

B4 A0 EWNESEL2ABRFERSENTH
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AL, SE A o R AT 2 A R (R A
AR AE IS N BE ] & A= NAFLD, /5 & T 40 ~ 49
2 TEAN A [E X B 2R 10% ~24% , Ho e
JHEHE B R s, Sl A FERY 4.6 £, AT ik
57.4% ~74.0% ", TPk S8 U 00 4G 45 S %
BRI 86% ~93% BRIV 4 i 24% ~26% ,
JHEAG S 2% ~17% W] NAFLD (1) 5 2 5 I 2
TEARDG, R A e e R B T D J S BTG NAFLD Fy S
PEo AR I AE EFN G 7 35 AU RS NAFLD 119 4h
VR S L BURRG ST I AR 1D 28 7 2 ik 42 26
A RO

AQP Jg F FE NTEPEE A (major intrinsic protein
MIP) ZJi5, Al 43 AW RIS : — o AKEE R A,
MR ZEL, A K oA aE T, 55— K Hhii iE
L AQP3 L AQPT (AQP9 H1 AQP10, B AT AR
Ky FA BN, BN IRER HhE 2 TS A
TBET EATETE LA G H iz 5 A A Qi
JrE A EEAE X, 5 NAFLD AERE AR 2: 61 &
[R5 R R E Y]

JHF 20 B B B A7 AE 3 APk H b AR 38 G AQP3 |
AQP7 [ AQP9, Hivh AQP9 ikt i s, HFANMIE
1) AQPO BB ML Hh H il 5% i i A4 A, 7 4 i
A LA A 25 R DT R o RS H I =R, 2 5 T
I DI o 240 L 800 P 240 P e A%, SEB 1 R U 1) EE B
SrAE o R AQPY S T, Ak H I R A 41
518 B 7 & R 75 ARG, DA S 28R 05 Y e
IR o AQPY Ty fit S th Ky BEL RS 7 2B 3o AR T S B
B, 7] B s 5 5 38 A A 25 A AR SR BT % DDA
SO BRI I AQPO ) 2 3k mI A Ak S B H- i
A A0, TG T FA TR NAFLD 19 % Ak B
[F] ) AQPO /Ay — S 24 Wy Wi Wi 1 3 1, G kT 25 9
AT FE SR AN AQPY ik
T A b AT 257 A8, IF b 25 00, AT
FEAR 25 a2 IR, S g A6 7 4 T — A8 Y
g

AR D # T 4L ORL pEGFP-NI-AQP9
LM T AT A 1 A BIE R AR AR 45 7 : A—G, N T
MRAZ . HA TR pEGFP-N1-AQP9 REAE 1-02 JIT-4flfd
thRik T HRRE bt A AQPO HTiR . 38 il iR
W ST L-02 [ D578 1 20 A AY b o 2 ok 4 2
MUAR TR S5, & BRI L-02 40 ) AQP9 F ik it Rg fifi K
BRI AE PEREEE ISR, 240 6 PN B o 5 s 1, H vk =
B RRITIR S H i & T o IE] AQPO S T i fig
5 RSN NAFLD, $275 DL AQP9 Ay 55 71 By #1i6

J7 NAFLD HAy Q45 i N RS, it — 22158 AQP9
Xt NAFLD fE R 7 B LAt o

S Xk
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