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SE YA FHREAM 2 20| S8 IS HYSIL U= +EE2 2 (aquaporin 2, AQP2)2| 2E7 |t A7 A
281fe| A2Yol| chst H+= Q| Gl HYO|CL O[] 2 7= AQP29| 2320l TSt A7 HELAIEZO| HSH0)| ChH 2ot

B2} A7 EAAZTL HA 5| SItote A2 YRl HLELS RS A2 PI3K (phosphatidylinositol-3 kinase) {8l
|9l 3-methyladenine (3-MA)E E0{5t Zu} ZTo| ZM|ZOf|A2F ME#H O 2 DNA-cre recombinase?} 2H3iEl= AQP2-cre
mice@t Atg7f/fE uHlisto] A|25t AQP2-cre;Atg7f/fE Tha = §t HLEIS S HA6IQUCt dds=22 FMIEM total
AQP2E AtRTMIZY Dt MIZLRO], s2560| QI4tetEl AQP2RHS HA|oh= s256-AQP2, S 243HEl AQP2= 2 ARHMZE
9rof|, s2610| QIASLEl AQP28HS BX[oh= 5261-AQP2, = HIZHISIE AQP2= =2 MZEAOA (T d2iL HUEA]
OI;LOHH ALREMIZELLO| s256-AQP2E A 3] HASIH L, s261-AQP2E F2 APZIAIAIO| 2|25t JYUCEH Of2{Tt AA
2 MZEYS O LIEt = CHeS0| E43tE s256-AQP22| Z42t s261-AQP22| APZHREAIZEZO| 2|5t A0 2fs LiEHH=
1o le 2l0[Eict, $HH 3-MA SO0 AQP2-cre;Atg7f/f HZEESO0IME F o AfO[of] BEL| Xf0l= ULt p627t S
ot LC3-Q4 RPIRAIATIL ZtASH 2402 HOL 0] & & 2FO0|M IPIZAIZZ0| AT |ASE SOIF 4 JUJACH ATHE
12E20| AstEl 3-MA F0iz2t AQP2-cre;Atg7f/f HEEES T 2F0IA HZEA0[0)| 2fal LIEtL= Z7HRAIART} 24|
ASHAlE AUCH, SOIEHE HOIUe AVIEAAIO| O] & & 2F0A s261-AQP27t HA|E|Z| Qi1 MIZLZ0)| ]1174 9l
0] s261-AQP27} AZHEAIATLO| Qs HAHEl= 20| AL UZS L & AUJUCE 0|2t ZE FFZUZ =of, AU =2
Aol 224 dgg HUsk= AQP22| Ealiutdol LC3/Atg7-2|2% AVIEAIZZO0| oS & o+~ URUCE
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