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Endpoint of autosomal dominant polycystic kidney disease
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W B % 75 TS (autosomal dominant polycystic
kidney disease : ADPKD) &, Wil o> Effisiic 240D T H33E
THRICTEE - BER L, 60 % E TISHEBDI R A&l R
%, LpL7%hs, ZOETHRERIEIETHD, WU
FKAENTH EL TR, Bifs, HERIRAKRERE LT
VTV vV, RERIETUEEHEHTIRE & 7> T 523,
WHEIC PR T 21T, WEFISET T 2 BEISH L TDIA
BWTZ DL BN AF 2= — DML TH 5,

ADPKD [cDWT I

ADPKD (30D EH DZENTEE DK 3.6% %2 15, HABRHE
DFBRE LT, FEREAHZBRFIZE4THD, %
CDBEDPRYBEARICE > T3, BFEEZZT TV
% ADPKD HHF DM VR IIMEE CEITICE > - BE X
DIZRAFCTH 20, BITEADTIERIZ 62.50 1% & 4
RD 69.02 1%, MERHBIEENED 6729 1% & h 75 <Y, &b
FHOMETZIIGIT 2RI LEN D,

N TV vV, ZERBVHETHL P AT YD
ADPKD H#FICHT 2 IR S 1Y, HAETIZ2014
3 A CRBOEM & 2D, FIORANZIEHEELE LTk
Mg D BRIG & 7 o 7o, WIGIE, MHIEFA RS 750 mL B
o, BARIEAEE DM 5% LA E o CKD A 7 —
PI~4 ERoTVS, L2LADS, 3 CICFE[ERD
FH 72 BB OB AR B DR 5% % i 7 S 7w,
B B \ILEITASEAEER] T H o T b BFARE 750 mL BRI
RoRFIUIHBERTELR VL E VLS BN D 5, AEEH

AL AR AEBE N FET

12 607% F TIPEDRMIBEARICR 2 RETH 208, HE
BEE, BT 60K E TICRIHBEAZICE RS R VES
A, ZOMITIISEIETHY, H—-FKRFNTH ~ELT
Wiz, XETORME LT, 40 %< 50 Tl BRI
PR U IERDSHENT S 523, AUEPEHEH ) & BIBEAR 1L OREF
ENB, 20O, BWHPISITHARLELMA, B
MEATT 2 L GRROBE T 6% 2 (@Y, 2O Enb b,
R BB A T PS5 C LB o T
%, BOPHRTFMET O, METHE OB 2 5 5
DFE#EETTH 2 L 25, ADPKD D FPHWER 5 NS A%h
PR BHEIORREZTORVEIICT 272D HMETH 5,

I NAAN—HN—ELTOERE

KETIT b7 3 & — FifF%E (CRISP study) DFSE, B
BFFEH L & DITHRL, BAEORAKIZEEEOMK T &
FBILTW2 2 EARINTWLBY, Trazabal & X B O
RETANT 2 47V, HBHC NI H 2 A2 b D% Class 1,
TR EICH 5 b DR EIFHIINZG S D% Class 2 £ 57
L, Class | DIER] %2 B 1= CHiE L 72 il & 2558 (HTK V)
DRI T Class 1A %> 5 Class 1E FTIZOFL 72 (<1.5% :
1A, 1.5~3%: 1B,3~4.5% : 1C, 4.5~ 6% : 1D, >6% : 1E)
(BF2)%, 2o DHeGFRAET & & (HIBET 2 2 & A
5, HFHETLDeGFR DK FHEED FHZIT> T35,
Class 1C ~ 1E DIEH] 13 BHERRIK T 23 IEH ICH <, 3 —1 vy
/SEEIECIE Class 1C ~ 1E 1§44 T 2 BF IR LT N
T DERETHEIICHEREL TS, ZokHig, B
HHE L OEAERIE AR BU iR b ED B 1F 5 ADPKD
DHEFTEFHT ENA A=A —L L TEHI RT3,
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GREM, @K, @3 L EOIER, 7% &3 579,
BT REICBI L T, B OME T, PKD1 2549 PKD2
BEABMUADOTHETFHRT L L CBEAONTH 5D EERI D PHEVEL, PKDI O TOEREADHEA &
1, OB, @35 A O EIMTEZE, 335 Al DR % PKDI truncating 2% PKDI nontruncating & O & P A3
wEHAA X b (MR, PERLERGy, BIE), @S 15, & XN T\ %, Higashihara 5 1% PKD BB DE L IZ L 2
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FEHARNCTINT 217> 7, PKDI &R TR AL
122 25 Y H DY 66.87 1%, PKDI truncating 13 64.81 %,
PKDI nontruncating (% 69.14 &%, PKD2 Tl% 7522 %L, i
S & RRRIC PKDI 2% D T 1D PKD2 £ D BV R T
Hot?, BEMEED R, WETRE, MW, e
B, WIRABIA X+ &2 AG D72 PROPKD Score D3R
HD3H D (R), 7ML ETIERIEARICE 2 Elo R
fili7® 49 % (29~65.5 Ji%) , 4~6 7T 56.9 j% (28.9~81.5 /%),
0~ 3 1T 70.6 7% (41.5~84.6 &%) & HEDEVIE ETFHD
B INT03, bOETHE, BEETEWNES Tk
V272 &, PROPKD Score Z HHSERARICHIT T 2 DI3HEL
R dH 5,

ZDOMDINA AT —H—

ADPKD O RN TIZ, AN AL > D LIREHME
HD 7= I cAMP DRIEFZE TH 2 R ARY T AT 7 —F
(PDE) DIFMEAIHI ST 5, 7, cAMP DA
THDHTToNEY A 77— (AC)WEER LA L, il
WD cAMP IREED 5 5, CaUc K 0 BRI R 53 i
EIRME Mg oA &7 L, Tl KE5 &/ T,
PKD BH TlEIMirh 7L ¥ = - Ny 7L ¥ v (arginine vaso-
pressin : AVP) S L TE D, T cAMPIREZL X 51
EREE, #EZHASES, NV Ly royas—h
2 —=H—"TdH % 37F > (copeptin) I¥, BAEM L IEICH
BIL, eGFR & BICHIBIL TWw 310, (7, a7
F > (urinary copeptin/u-Cre) [ IZ B &M & EICHBIL,

(pg/mg)
500
p=0.0227 p<0.0001 p<0.0001
450 % %
400+ % {
- LT L
350 0T 5K
00.75 12 24 36

BEBZ2A
3 NIULINTHZUHBREICEKZRFP MCP-1 DZEA{L
(k14 £ h5IAE, ®Z)

eGFR L BUICHHBIL Tk D, ADPKD DEFTFilll & 7 % THE
b 212,

AKI DA A~ —7A— & LT S 4% IR+ N-acetyl-
B-D-glucosaminidase (NAG), kidney injury molecule-1 (KIM-
1), PR neutrophil gelatinase-associated lipocalin (NGAL) 7%
EEBDOHTIZOWT ADPKD O FRBKRT L4 D 9 2%
BEEt L 7237 <k, IR B2-microglobrin (82-MG), JRH
monocyte chemotactic protein-1 (MCP-1) 2% eGFR D & 58
CHBERL TR, PANRT Y v ORRE B
TEMPO3:4 3B D 4 71T T, R+ MCP-1 %% ADPKD
FH T A DR 4 155 <, BAMICIEDOHBISS, eGFR (12
BOMHMEDRH 2 L ZRLTWE, IS PANT Y
51377 2 RHE & L TR MCP-1 Z2F IR S ¢
o2 EH 5, JRYMCP-1 D3EEHIDIGFN R D AN A A~ —
A—LHD I BT ENHS IS N (I,

HETER D R (L 1 R A e &2 78 7 apelin DK | 5 trans-
forming growth factor- 31 (TGF-A1) D5 /iN2Y ADPKD DiEfT
DFRHTERD I B EIBELHRONEY, 2Dk
12, L DA F v —7— LRTO TR & OBHEIZ O
TOWMEPEFEL CREINTED, 5%, BEMLHA
Ab¥ 4L, XVBEDOECTERTHDTTIEDRHTEL
fFsn s,
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D, KIEALICE 2D H 5 ADPKD % % F i
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