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1. mTOR {H|H|

Rapamycin(sirolimus)© ©|2=E4de] Eoko] Al nl A& A 2HE macrolide SFEZA AlXdolA FKBP2 233 7
mTORE A&t mTORE A7 #e|EFIRIZ A4JAERE A2 A2 A5E wiishks 7H 583 S40]a, Al
E ZA0) BEE oy Aer @S 243tk dEA ok Rapamycing A1 o] 23} A4 o] 2] Hofoll A AgAAAZ o]
|EI glom oFE &% ~HlES} AR oby T AT AEEIL QtE Tao 53 Wahl 52 717} Han:SPRD-cy rat &
Aol rapamycine F33S Wl GF AT AL TS AAlsl EF AL Fola, AV|E sl WA TS HusEe
of ¥ 0]% mTOR7} polycysin 1 ©#2] C-terminal 2 tuberin Y ¥} A& 218513 thadzlolA] F&ds2e] mTOR
#o| F7lgith= A A7rt VoA polycystin ©He] E9lo]7l vAAA 9 mTOR E48+s fr=ate]el F4ska o).
mTOR A A= F7|ola] REopollA de] o] &dA] bz Bakgo gt Aol FHslrhe Fxo] itk w3t thdal 3t
2L F Aol 2ls W H Calcinuerin JAAE T2 -t HIS|A rapamycin & WAAE WS ghxje] thdal A7)
7} 2ol (-4.8% vs. —0.6%)= ¥E AL QlojA A oR HdE FrleE g3t ot ZuE 4= ik oln v
= (NCT00286156) 2 ©l 2] (NCT00491517), 2212~ (NCT00346918) A, 21715 0] 249l o s 2391 xS
o2 oo AMEE= B4 S A &Rk G3E Hlushs ) Alge] M Foln, ErE mTOR ¢
A FidellAl tr|# Aol AlE Foltt (NCT00414440).

AA Q] everolimus

2. Roscovitine

Roscovitine< cyclin-dependent kinases (CDKs)E& Agldoz JAsl= 2H=o|th. Bukanov 52 jck mouse®t cpk

mouse?] F7H] thdAl FERA roscovitineS AF 264 AFEH 553 043} S o] F32 B uakdty’. Roscovitine
50 mg/kg % 150 mg/kgel F7H &% EF @E AFS AAlshE 237t e, 50 mg/kg &7l BUN©] 748kar,

150 mg/kg &FolA= st 53] 55 AmH F2 35 AR (% 7] 3FRE = AFE 3F) e R HSg 3 9
A 2 e oM VIR A8TF aqtEs vl ABelM Al 7 Aabolt) Roscovitine CDK2 % CDK2,
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CDK9< oAkl en, cyclin D19 Sitske A4strl7]a, ERK ﬂ“ﬂ% Apdate] cyclin D2, D3#H#S w53l
Roscovitine &4 A=A 1743 27 A& A7 Folar, AgZell = vy bdshAwl agollM= dafd o]} 4l
AL R BuEn golq Fog 2d’. adu, AEFE XP%O}E ofmo] thdAlel Bt lvks He HER
Bojelvhs Ay driRke] Aaw A7zl adE 7 ¢ Jvks S fJefs = ¢ ik

3. Hi2mg A £=2X| MM (V2R antagonist)
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o] AeA cAMPE $Ed 0|9t AE 2 fste] dE FA 7lofsittar waiA k. g, thdlolA] @]
719o] 2 e Ay Mz Azt ok J@gdel = FHES] adenylyl cyclaseE 438k tlEAQ] s2#0
2323} FheZobelt), FA13E 2] basolateral membrane®] $1X13 V2R7} vzl AtslH cAMP 57
3t AEW Ca frelE 23t Ao Vorel Soldew Agtste] i Yehls okEo] Atsol E‘r%ﬁ: e
pck rat (ARPKD model), pcy mouse (nephrophthisis model), Pkd”™™ mouse (ADPKD model)°lA @& 333 A
a3 A7) oFsks wHshed B3} gl Rum Y, o5 nigo g A A7) thdal 3RS tAO R tolvaptan
o] k=gl okEs ATt AlAE oM, 2007 195EH A 475 7] thdl S o= 34 d/dAIel
(NCT0042894). ¥7Fe] A= MRIZ SA3HE A Fojo] Wsta sk, v|=9] 1371 Wele] Feiste] F 1,500
BE s v,

4. Somatostatin

Somatostatin< #7d<e] D MXE 3 ABA L oA HEHE s8R0 2 5714 F79 F8A (sstl-sstd) 7l &
A Qo A 2= sst27) HAHET Sst27F @A3EE, adenylyl cyclase’t 9AIE 1, phosphatase$t phospholipiase
C7F A%} gt ore= A% 3288 AA87] wliol| multiple endocrine tumor 717t ¢F X 50| F2 o] &5 glo
W BAgomi r)f/m)r Zropy /\4/\],7]_ ol A glort t 7kl Hol).

Ruggenenti 5+ somatostatin®] 412] 2%Alel|A] chloride wHIE 9AISIAL oli= FZ cAMP Aol 71913k A2
el H3A| AFel Y TEE FHE AT HH o2 21d7F somatostatin analogues FogH thd2l gkxfke] A% 753}
A FEol A7) Wab) Y AHES SR 1499 g2 e ® 67097 octreotide (Sandostatin-LAR® Depot
(Novartis) 40 mg IM every 4 weeks)E ©]48 randomized, placebo-controlled, cross—over triale Al3atdci? oAt
Bxle] Ht AHL2 445493, F GFRS 57 mL/l’Ilil’l/l.731’112 Hit A% 3 24351966 mL, ¥ H3)+= 16311838
mLAtE 671€7ke] AR7IF T 4T 9 AAE ZF & #lY AEelty A Rart fokidlA 1621114 mL S7Fer
g vlaiA, A gaolA] 711107 mL S7FsAtE GFRe] Wshs xfel7} gloith @Al 22 d7xlo] & 667 S tidos 3zt

i

5 Al ATE Y Foluk (NCT00309283).

g FER oA octreotide”t cAMPE 32-39% Zo]i, 3% ¥92 724aA7E AdAans Egz nwe] Mayo &
oAM= 7& 97} 4 L ool A hdgel 2g Sl UeldAw &4 Xart Evlse $59 ks IRE i
o7 72 ofFo FIE H| A= I AlFS AR (NCT00426153)
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1. CRISP &3

FF Aol W Al A7)9] T AAAAA thdalel 1 Fad da SR ol thdalel A1 73 Al A7)
v A2 DS FRAATY ot A =27 2 dEe] §31 ¥skE MRIZ 31zt % 2 238k CRISP (Consortium of Radio-
logic Imaging Study of PKD) 917 A3}, ZZF 204+246 mL (5.2713.92%/3), 2184263 mL (12.2+14.1%/3d)7} 5718t

Stk 5o] 2710 A% F-37F 1,500 mL ool |l $kAkre] A% GFRO] -4.33+8.07 mL/i/d9] £ FolahA st
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