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% % FEICFIR S 17z 80 % £ TD /N D morbid
risk (incidence A Z fifiFH) 125 1,000 AiZ 1 A, %
K ®D morbid risk & (incidence C % i) 1,000 A
I2 2.5 ATH 52, ADPKD B D F-HHariE 80
LA T TdH D, F7- incidence C Z W% Z & 135
BX o> BE Bz @ KEHE 5 faktk a3 s 5 0T,
1,000 A2 25 NZETEL2HfHE Ko TWw 3,
4) MR RIS AN EE 2300 % 2> (B3R prevalence)
DFEIIHEET, WbizZiL L T2 BEHEE
(RO 7RI, WEBEIET B O IR R O
EXD{Ey, £ XY ADFEEE 7 = — )L XD
EAERE T, A 210 FAFEZEENnTw 3
ADPKD B#H %1% 303 AT, 6931:1 Th-o7,
W E N TV BRRNORIGEDERDRE L T
% LRE L A, BEEUE 551 A AT,
—AOD LI 5D 2E A 112459 TH-
72, bAEICE W ORRZM L T7 v 7 — b
A TR D KR TIE, 1994 FEE ORI E 22
T3 BEHI 14,594 ATEADICHD 28 &
13 1:8,568), TNZIEICKBEEEZZZT BT
b 29 S N BER L B2 22 L T
v 5 BEBOEFHE 31,000 AR 11 4,000) TH
2 EHEHE NP, KL N AIVEEEED Alentejo H
XoZEN v 4 — L BEIMAREEIZ 1999 4 7 H
31 HDIR R T 84 AD ADPKD #B#H % [F%E L 72,
160 AOKIGDOTEEMEZE 50 % & LT, A&l 180 A
DR L T 5 EHEII S 172, 1991 o A
Tl 543,442 NE - DT, BERIZ 3,019 A
21 ATHo 72,

DL EDfE SR NHI OB 238 2 23, Wl & 520
LCwzEFEHENPALICED 2 HAIE 3,000~7,000
N2 1T ANEWIFERTH B, 2 DSHEEIZEREG A
PERBEDOTRMEIC X > TELZ LN TFHIZN S,

6. ERPREVISE

A. FIRER
FERUI RS T TR E NS L bt T\ 303,

ity

1F & A 8D 30~40 JR A E CIHER TROBT 2, AR
WIFREIR & U T, AMEH (R Ic B2 5.2 2 AR =12k 3
b Db EL) OWIRIIMR, K - B, B2 &
BHF oD, MEMICIIEZ R & TS 0 EIE S
WIFERER (T R) & L CEHETH 3,

B. BiERK

1) BRAER

ANEB X OEEROKD 2V IZAIBEHIE L ASN B H
HIRD—D>TH %,

AN, TR EHENDOEY, IR,
BRI & 72 5, BRSO RO G L
£ 25 DOHWINT 20803 H 5, WEIE, BERYATRE, PRI
, KRR Z, BEERES X O CT, MRI % & D
BREWinSE Ik D,

BB IE, X BFEADET L RERNICS , B
RO R PETRBNE RO DR E %2, 2L, &
D E I & 2 BRSO @EEEEE L LTHKE
ENZIEDHY, BhEDRTE & IZEBARDIBLOFAE %
FAD T EDBMTIE AR, HERICIIIER (61 %) X b BYE
(71 %) D) %L ENBY),

e oA KICHKT 2K, @R IZIERATEA
FRW AR CTa Yy b a— LA TH 205, BHEEE~D
WEEICEEL THHTRETH S, L EICHREE
AT END D, WL, BB L 723 E R e B
RO DO, CT A4 P NEHIR/ BT b %5
»3—626)0

IR, FFREARDE L CHEFTT 2 &, WkE2HEET 5
oD IR, WHEERRE, fRErRT 2,

2) REE
<IfihR >

AR IR (AR 0 i D IR B T, AERSEH IS 35~
50 DIEFITHRD SN D, L ZICHFERELRDZ Z LD
D, BEMOFKEREZKMT 2L bbbt FL
WA, EHEEE T B X OEINEE2E T 2EMTL DA
IRIMIR DBEFEASES > & DG S B 572,

AIRMIMRD% < 1%, b & EIRICE ORI Z 5 ET
2 HmAE 2> & o Wi, FERIOBEREDIRNE % & o 72 R~
i 2 2 EDEINTH B, CEREG, BWoAD
WIS E RAOTHREDL BRI RETH 5,

FEMupIc X 2 WIRIVIMIR D 13 & A £, R B2 L i
W7 £ ORAFIIBRE T AN AR T 2,
<HEHIK>

FERIER E RS 2 L3R, BEEAKRICEEES
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ZEDHBY, 03g/HEMAZEARERDZDIE 20 %
KiiTh 5, EARIZEHREELVERCTH Y, FICEIT
HIFEREICB O TRINEEHRO —>DOFEE L CREN -
JRoVv7F=vikzEEE=%) v 7L, REAEELE
HEUEHREZIT) S ENEE LW,

3) BikReEE
< e 7 B >

SERRIEEE N ER 2RI B LW THTRAET Ly v v
S B SR ER AR HIBREABR 109 2 BOME F 722 &, IR
W I 2 X 7290 2 2 BEDHERER & LT, %
JRZFRA T2 IR D BRI S 220278 5 20\ 2 E 353,
HRIRAROREOE T, BARE>

SRA~TB OB K D BEADEE 1% 5 T, KRBk
RIEHEIE % 7 0y ORED 70 ICIERTH 57 (B 11),

40 REED> & RIRAIHBEDME T LIRo, 2 O T3
A 4.4~59 mL/ 53/ 4E L wbNTVL 5,

BB TR IR T 21 & L C TRl R B 1T
S5NTW3 1,27,33~36)0

WBEKN T (RIKES 7 PKDI DIE 9 55 PKD2 X 0 4T

HIH )

QI

Q@R (MR, FEAR) O R HHEL

@9

OEMEDO K E X & X ONERHEST DML

©7e D EK

OEAR

FINEFA R 2 158 3o JF RIS X 2 B AR RER] &
FETH 5,

HEIPEP I\ IR L 22 AP ASEAE S 5 C & 03% K, %
T BRI IR S EDET BV A7 2B L T, BEE
WronER S5 2 L3 7 <, 13 A EDBIENTITEA
Insd, Lo, FEBICIFRHEETUERSENT (CAPD) b
REPOENITI ZEPHHETHE EIHREDL H
%37)0

B S MO R & 2 BARRIER & REEDD L C
237008, JEA L 2B A E 22 3 miEt g5 2 &
WKL D BHEDOAR—AZMHRT 256052, (=EE
)2

.
7. A

A. ADPKD DZEYEE
Bife, EREEEER <0 U CER LRI S T wv 5

KEH

RELL

O T T T T 1
10 20 30 40 50 60

Fin (%)

K 11 ADPKD E&E D & RERIFEESR
ERBEOEBRICH > TREEEBEIMET T 20, ERIGREHL
HBHIBENINEDKELBRZFEFTARREBBEIFRESN
%, (x#t6 £h3|H, —IpHZE)

AN 220,
Fre=dSL5
[ADPKD DEEEZE]
1) ADPKD ZXR & ULBRRERDITONTVWSE
#
O TV v VREHREETEE (L LN T 8 V)

PCl1 & PC2 IZRMIFICE VT CaF ¥ 2L ELT
PEREL T\ 5, JRINE LRGN C I3 MIREN Ca &9 4
27V v 7 AMP(cAMP) DR JEIZEY) ISR S nuTwv
%03, ADPKD TIXEEN cAMP 233 L T3 2 &
DEYE TV THS H Ik -7, ADPKD Tl PC1
H 2 \0IF PC2 DREEIC X D MIfEAN Ca IREEDMET L,
fid & LT cAMP 289 5 C Lic K D, 220 R
L, BIEROEZzEdTLEEZoNTWL
29 Ny 7L vV, A K (vasopressin (AVP) V,
receptor) 13 ADPKD 72 5 OV ARPKD DEEUIZL D
Th BN IRME % & CNICESEICRET 5, VLA
2% 2 AVP #5.1C Xk ) B K E 1, AVP
DIEZBRIERE RET 2METH L T L b ESI N
T3, $hbb, AVP 72 5 T cAMP 23T ’r
PEICB L THLNARREEIZ R 7 L, VBRI




566 % FE L HE N

X D BRSNS E NS 2 EBHS ISR,
ZZT cAMP T 2 AN E LTY =7 v b
BROTeDDINY TL Y VARG THE, 20
—DTdhH D N7 HH ADPKD EYE€ 7L Tl
kN cAMP Z 8 S &, BELORIH & B AR 2
WHIL 72 2 LG S i), PANTF U IiFT T
{7 bV 7 AIAEDIRIESE & L s CREIRMEH S 1
T® D, ADPKD (Z*7 2 i KEASRE (Tolvaptan Effi-
cacy and Safety in Management of PKD and Outcomes
(TEMPO) )23, BifE, SEIAHERRIAE & L CEERIC
fTbiTw3,

@V tAZFv7Fus (7 bLAF )

V2 b RS F BRI TR S VE vz )
fld2H e E L THAINLDL, PR, WMk
Bl WA T 258N 2R LE v TH B,
FEREERY > s 28 F o 7Far/Ths4t 7 L
AF R, M S VT v BRI e ERRE 1
RIEH N T3, O, iz ~r2x8F
VERBRDBEE TS, YR PRYFVIEY R
AYF VRBBICHESG L, cAMP DFEAZIIHIT %,
ADPKD (2 M HEEIRIEZ &0F L 2 BFH A7 LA T
R 2K 2 FERS L, BlaoKE S22 s
KipoteZ EBWEINEY, YR FRAYFYDOTF
vz, A7 LA F FomEicd Az RIS
HRRWEZE <k, HFIRO BN DfE/N 2 © OV B BN AR
DWRZIHIT 2 2 LR SN, BHEEICH
BERRD SN0,

(mTOR [HEHK (S r Y LR, TR0 Y LAR)

mTOR DHFIFETH 2> r Y LZAPIRT Y AR
IR RER SRS IIHIZE, & 2\ I3 R T e
ELTiHENTE Y, PKD B 7L Tl BHE L
ZPHIT 2%, >u ) AR % GUEIIHISE L LRSI
BICfEH L 72 ADPKD B CTlE, [EAE (%75
) RIS RE AN L 72 2 A S Tw 3%, 2
D, Y LREIATY L RDMEKAEDIMN T
fibni, BBfbOMME X DEHRO> T Y A
%59 2 RGBT X, BERIA/MER & BRI T
OIMHIEMIZ & BICBD BN D77 zxny
2 A DEGARER T IZ B O NIRIEZD s b D
D, EHRE~DIERIZIRD & Nehro 72,
@FrYTEF74F

FU 7N T A PSR (AR O oy T S i
HETHD, PC2 DFEHEE AL THIIEN Ca 2 LRI ¥

UigiEEds

D% b, PKD i€ 7V DR RIS L 7
BT, BENOER 2 IIH L 7250, ohE R
fThbiiT\»3,

2) ADPKD E2FEICX T SRR TR TV
M, KRB TERI N, PKD BIEFILTEENT
TNTWBEA
AN T DZEREERFE (S F A2 F)

> F vk M RBENTERE O R FR IR RS U
FEIC A L CRRBDET ST\ B, [FRIERTH B R-568
R A2 PKD Bj%)€ 7L TR DEE % )
HIL 7250,

@TNF-o fHER (=¥ 212 7' )

WEAF IR RIS YRR V) 7 = F IR BEH S T
%, IEH =7 AT TNF-a 2 %59 2 L B HBiL,
COfEMIZ PKD B E TN TE 5 ICHHEIC R B,
TNF-a fHESE L ¥ 2 L& 7 Fic k> T, PKD B+
7 O B HE AL 3 S 1 55,

OARZF v

A& F v EIREIRIMAERREE & LRSI ST
W3, YUNREY TR IEEICRIRB G U 7 AR
ZaTIE, EIRRAE S INAE N BB AR 1 RAF 2 3R &2 580 T
W5, 7INRYF % HIRNE (2 1) £ 5. L 7%
TERTIZ, BHEEICREZED TORWY,

(WEPA (f a ¥Ry FEZF L)

EPA (/R IAE (5% L CTERBEH S T 3, 511
ETILTIEw3 2D EPA, Fav x4 Uigixdl
DHEREZIHT 5 2 L HVRENT W 2, ADPKD i
FIZ BPA % 2 RIS L SR T, B IR
ERDTLARNS),

()COX-2 FHES

ADPKD Tl PGE2 23HEINIC /7 S 41 cAMP JEAE
2R L, AR T 5, COX-2 DR MY 2P| 3
(NS-398) 12 & h PKD € 7L DFE PGE2 23K | L
TRV T 2N & 47250
(©PPAR-y B (EA 7)) 5 V')

A7) E U EA v R v IEMAF TR R (117
BEAE) DR L L THIREH I Tw3, E4 7
&)V PKDI % /7 v 777 b L-EIET VDMK
RIS S AR 2 IR T % 2 &%, PKDI
~T a7 A TIHENEEREEZ WSS 5 2 Lo
BEINTVBEY,
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B. EfTZWHIT 58K
1) BEEE
I % A3 2 B RIER I 0 B35 X D B LE

FEDSHG L bt TR D, Y] B ET 2 P

ZIEHE L CHETH 2, BN ARG L TiETE

M DHEZ S I N0,

2) BRKDRENT
BERIDMER I NY T L v &AL 7 cAMP ORI AH

HEMEICBIG L Cwd 2 Ed s, KOAMMBNY T L v

DorInE WG 2 BF s S hCw 5, B ERRTIE,

KATDBOKRKE S OHERZUGE L 72 L OB H 2%,

S ST ITE LR TH D, IRERKS A IR

DFFDIDICY, Pl L bEKIRELRED Y LY

¥ DRI MERE S L 2 RDUSEET 2 K 9 R AETEEEH

Y LY,

3) EBFIRE
B ORI EARIREMTHb N 528, AIEICE

J2EMEHELL TRy, 2L, 2Rl EbEAD

BRI Z 2 2 LRSI NS,

=546

[ADPKD &8 R]
£ BT 2 FIHT, DT Ob 0B ERN

BRI E SN T L DTH S, 727L, 29 L

B RBERBR 2 LIc X D FIHEES N EF Y 2

DG D7 b DTIE 7R\,

A7 =4 v B OMIARE % 23 cAMP D57 iR
ZHET2EMARH 2720, WERERIZEL S L
ENTW3EY,

QAEEA: Fus v F—YHEENE TN, Eig
DIEFEIZ 72 5 IGF-1 %2 EDEH %2 HET 2 &
XT3,

Q@fhPL AR IC & N D n-3 MR © 200
WRDOFMEALZ IIHI T 2 EH S T 0 5, B
FERTIE Z ORRDHER S T 7Dy, EA I B
DMEFTHE B R E R AR O RGABR T IE, BoX
S PHICNT 2ARERD s 7%,

8. AHHELZDONE

A, BIE

r=IRA 2 b

1) ERICAEIRL, BREREDMET 3 2 DAHi2: & FIflH:
ERTLIENL 0,

2) 5D & Bk e MEEFEHERE S 1 5,

1) $E

50~80 LI A SA LN 5, BERED LW E EN6
R 5N?, FHEERIE AT X ) b7 <%, R
Th 35 2BREDHETALNLY,

2) B

L=y 7Pt Ty s 7L E AT B V% (renin-
angiotensin-aldosterone system : RAAS) @ B 5. 2358 { R X
nTEh, EHOHERIC LD ENOIMERDOEEL LI &
2 MBS R E 7 £ 4% RAAS ORI & 2> T\ 21|
HEMED D 2, F 72 TUE L 72 RAAS (&, IUE & MERSR 12
DHERE, BHIREEIC b b o T3 2 LD E T
W5,

3) AE

FTWHEPBETH Y, FoEIE 6g/HEHE LT
%, FEHEEEHME I H ARSI A2 @ISR A B4~
IZHE> T 130/80 mmHg Al RS 2, BHEHRIZZD
JHHEIC RAAS DR E b D 2D 5 TED, RAAS O
EIEMPHEE SN DY,
r=d54L7

[ADPKD (& |} 3 B EEE]

1) JEAGEAE OMETIE R B E A VT2 O WHFLRS 3
T, TP A T vy v I ZEMEDTE (angiotensin
receptor blocker : ARB) I Ca 7~ ¥ )Ll W7 % (cal-
cium channel blocker : CCB) & g L T & #EaE
B IBEBP RO EPRESINTSE
Do) H-EIEE L THERT 2,

2) BB EERE O L2 I 208 9 22D
SDHEIE TV RAER, DO T %
BAR, M7 LT 3V ROBRICIIZI R
HoNTED, BN OGBS DA OHE L B
BENDWENDIRIBI N T35, ZDOKETIR
P HARE 120/80 mmHg A & T2 Z L 2SR X
NTW3®,

3) BifE, KRETHIA S WHFEANEf T TH % (HALT-
Polycystic Kidney Disease : HALT-PKD)®), ARB,
T VYA T vy v A 3 B 3R (angiotensin
converting enzyme inhibitor : ACEI) DI & %
564277 RAAS DFHHE A ACEI B DA FIZ % L
T, O¥EOMER 30225 % (CKD A 7 —
T 1, 2), QR T 2 B3 % 5 (CKD A 7 —

Y 3) Y 5, S oI EE A HEMEZP] S 2



568 % FE L HE N

29 % 7@, QREHEREHE HEE (130/80 mmHg Aii)
L, @k YT 2> 72 (110/75 mmHg Ajil) % Lo
ﬁb’(b)%m)o

B. FFEi

- =iRA > b

1) ERICAHT 25, BRMICHEE RS2 L3S
K72\,

2) BERIFERFIC B TIE, Tl s 0fEZS
PHEREI NS,

1) %

JEMEE (3 B 2 > TR D A FEEAL T d % . MRI i2Wi©
13 83 %D BAE RN FAE L, BB L F U X 9 I
EEHICHEARDMINT 27, FEROMEEZ, LT
13 85 %D B DI LBEWTIE 719%TH 5, BT
e U2k, & S ITRRPEIRNC 35\ T RER o) 1Y K 13 3 7o
Micd b, HFEEOMKIIZZMER LV E Y ORSIREE X
NnNTw»3,

2) fER

WERER T, FEREREE 2 2 L3P nwns, i
B R NHIM O 72 12 2D IR - S EE QA & 7%
52 LHDB, £1FH L CIEEI N, MERREREZE i X 25
MR, AL EEREE D S OSeEREE, IHE - MIIRREE
12 & BMIRFETGHEE, #0972 EORFREESHBIT 2 2 Lo
b5,

3) A

fitl 2 DREFNZ D> CTHEN R L F — 1, BEfiks| &
{EAREARGE, IFEIIRZERAN, (BERSET & 2 W I354EHY)
IFEERaBAZRA, T UIER, HBhik &2 a3 RETH
2 (=11, APHEECRT 2R KI65 OHZSR),

C. BNEIIRE, < HETHIMm

=iRA Y b

1) il AR TABERIZRE Y,

2) BIENAPHED 2%, MRAICK B A2 Y —=>

IhEREI NS,

1) B2

ADPKD Tl i/ ¢ i e fe s (i i, < B HY
I, MREZE, MENIMAE S 7 &) OBEPHFE A X D E <,
Z DK & Ui, MBS X 5 < ST Him
NhHiFoits,
OBGEYIRRE DAL © —MEAITTIX 1% TH %55, ADPKD

ity

TIIBAENARIE DARIEREDS B 5856 THY 16 %o, RIGIHED 72
WA THHR 6 %D EHIETH 27,

@ B Bh IR 1 24 o0 B JEE @ ADPKD R 2K THY 1/2,000
N/AETH D™, ADPKD HH LS & il 5 &9 5 5D
BHECH 2™, IMEIREIIZLC X 2381313 ADPKD &
FHDA~T B TH 5,

@ < b RT HE I o FERE A iy © PR X 41 R T D
51RRICH L THEICH WP, W, Biro 6, FE
HADIAE 2 EVZH R HBIZR & 2070,

2) B

DAL« — I NSHBIARIC %\ 2%, ADPKD Tl A IKE)
IR & Wi EBIRIC %770

QAREE /NS, 1BEAEIZ 10mm L FTH 3,
7 30 UL T Tk MRA TREHINZ W L%
W,

QMBI IR B B H DR FKARNERT 2HE 2 H
27, 1z, 54 DRI TEBEESIER O L ZIZ, 26 %
DIEFI T IEHHIPHTH 212 b b o TR <
b,émo
3) RoV—=v7J

ORR : BIENADHETH %720, ADPKD D ZWinisk X
NI RTHIfTT 2D EE L v,

@)% MRA 283 L T\ %, MRA Ti& 6mm Bl 1%
100 %, 5mm T 88 %, 4mm T 68 %, 3mm T 60 %,
2mm T 56 %D ERRE M ARETH 27,

@RV ) —= v FHEDHE : £ 10 FOFEE THRHL
BN E 72 % FTICZL L 7282 2 e TH - 72
ED o, EINE, WE, REELEDIVRI 7778 —
DRVEFTIE 10 FIC 1 EOMAETHITHS &)
HH3H 5%, Lo L 10 mm BT OBIIRG CHMEIE D
WA TH>TH, 0.05 %/ FOHEGTHHET 2 LvIH R
HLHDI LS, I~5 FHIETHREELZ T2 LEE
Ll«>72'8])o
4) KRIRHNENRE DR BHRERL S VSRR

OBZMENE DR E E 1 5 mm KT 19 %, 5~9mm T
33 %, 10~24 mm T 26 %, 25mm A ET 22 %& 514,
YA ZO/NE REIRRE T OMADERIEH 57,
DR, KA 237 R S 581 i
FARS RN i E D B

QR B2 ) v Ev 7 a4 VERMNZ T 2
L, GOFEIR a A VERMDIZ ) 3w, RIFTHE
BHARHNZ Uy € Z7DIEI L v dnT03™, R
GIE, BEHERE, YRV 7708 = E%FBRKLILH) AT
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RaAREIMRIER,  BURFRBHE 7 & & RERD 9 ZBEETTE %

WETRETH 2,
D. BWRIREE
rERAY b
1) PASEDO G D 7= A & 72 D R Z 4 DR ¢
ZEbdHb,

2) WEAMEDBI AL, B R L — % & % B
15 2 LasfigEs s,

1) $8E

30~50 % ADPKD & D388 d 5%, %7- ADPKD
FZOMNBED 11 %% 5o 2%,

2)

PHEEIE T dH 2 BN TRl OB % & 72 3 Bl e300
A7 5, AMFEES D IR SHERI b % <, FHICBITEE T
X DERAMEIC R D 2 L%,

3) ER

— MR AN, I (R 3 L - IR KR
ZRD D, FIEHNIIERADO O D ICREIREBIX R
EDLs,

4) RA

77 LEERRIC X 2 B0 % 0h, FUEWE BRI
HInTwahiflng {, BREPRAETE RuEab%
W,

5) 2R

MW MR SR IC L 2728, IREEEIELITLISE
MTdh 5, MEEEER S NICRGEIEOEENERTH
%, 7272 LEHEHIPEC & 2 B & ORI E# L\ w2 &
WL, FE SN RAREE L TIABE?S WY, [
BT b BRI A E AL L 7 il & FEF ISl TR D,
Z ORFEIZHEEL Vs, HEHEMED 2 WIEEED R THEAIIET
E LMY BRI EFFET 200EE L, & CT ©#
JelBE D RN RS 5 i, BWiO—BIE %%, MRI
T T1 SRR (TIWD), T2 IR (T2wD) T XL ) &iES
ZRL, IS IIAHERFEEG (DWI) THEIE 52 S
EEWHE X D ED IS B, IEH B T1 SRR T
5%, T2 MR CRiE T, IAHERFEGR CEET 2 5T
2D THER E 72D, X 5 ICHGETld FDG-PET/CT O M
LW Z T2, PRI TN CA19-9 2SEH il
ERL, lie—2— L LTORAEDPRBSATw Y,

6) AE

REPR I IS IR RS2 MR, R A > © BEfE e 035
bNGAITIZE P IR Z IR T 2, OFUEWEIGH,

QMR L F =21, ONFHNEEL D 5., FLAEWEIZIE
BEED (3 ) DBERIN~DEBEDIRAFTH 5 LI T
Bh, Himicikx s uvg, v27uiAFR, 779
A7) VRDUFE L0, EERITIIKBED =) VR,
X770 ARY VR, HNNRRLRVAEWE 5T 3
BELH Y, BB TRIERIC XD X 0 ViRtEED
JFHRE % >T02 2 ENH D, HHAMER DL EILIEL D
FEb N 2 BRI X W MO EZEE MR L, B
AYVEERTERH T LB E R EbH D, PUEY
FIRBR Y UED 2 I Z DR IHEICE, #ar L
F =DM AT L 722139 23 L 230, ARt
B L NEIPESE N RERABA AR, SPRHBAAR, BRI 7
EL MBI B, BENUIEG & TR MO H3HE L WA
bHY, FLF—Y OB MRS L5813 K
Mz ESETAEEELH D, FEE2RIET 2 L2
L\,

E. T

1) FEHE

e B S FE NI OBEIC & %

2) ER

FIRPMIR DR & 725 2 & 13D 7008, FIRRMLR DS
Rt ¥ 28560 20 A0 MEFT23538 6 & 1L IS T I
BB M ARE DN 2 B2 IE, CT % MRI 2479%,

3) 2

90 %LA LD EFET CT ®° MRI ICCZDATRZRD %,
MRI Tl T2 5FAMHR TRifE 5, T1 EiHbGR CEE 525
(K 12),

4) AE

IS < IFHRBED 2 0 IiERy F LT TR
BT 5, AIMASNEST UEiASSE & 72 2 54101F, BEk
FERM PN TI 2 EE T 5,

F. REREA

1) 58E

ADPKD HEZHDBMED 21 %, ZHED 13 %2 D 61,
WINLHIE ADPKD H#E X D %08

2) B

A DR WEE LR TG 2G0T 2 BEDI1Z ) 29
BRIGKE WY PEETOREE, KW, MIR7% & Dk
AN LECIE VD, RED L IERBEG/HAD
50 % %A 51X EEMEICRD6NE, ZDOIT LS, ff
AR E L CRIBO I X 2 RIS O 1F 01
HRLHEH SN TR 3Y,
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s

12 ADPKD (L& 3 EHMm
BRUHOMNE : T1 BRR=EES, T2 BRFAR=5E5
SHEHOME : T1 BRAKR=KES, T2 RRAKR=(EES
FRMEOME : T1 ®AR=5~KES, T2 BAKR=SES
BHEROMmE | T1 BAR=SE5 T2 &RE=5E5

3) 2
Hifll CT Wb AN TH 5, HE PR IZZMWREICS

2800 RIS, KO &R & O B, IR% £

TER 2k O ¢ E PR TH 5, Z DI

IR R 2 & O 72 MRI DA TH 255055 5,

4) A

OIRFEIRRE 72 & IS TRG - KT EBINOEE, TREEK; A
HLTTRTY =2 L VREFHIOR L7 £ 2 E18
5 %90)0

QHBHHEERIN © 2369 2 BENUAIEE & 72 D SR TS
R AL D HEEL < 2 2%,

QIFRERIANREE © [ O IRERKT A L kIS, fifoX
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% 3 ARPKD DOBEEFRFTR

Guay-Woodford Capisonda Zerres Kaariainen Gagnadoux Roy

BRI (F) 1990~2002 (12) | 1990~2000(10) | 1987~1993(6) | 1974~1983(9) |1962~1986(24) | 1950~1993(43)
BEH 166 31 115 73 33 52
W (%)

HAERT 46 32 10 — — —

<148 27 23 41 72 33 —

1~12 hA 11 19 23 6 55(1~18 1 A) 85

>1 4 16 26 26 22 12(6~11 £F) 5
2% RS FNiibhs 26 % 10 % 6 % 33% NA NA
FEEIE 24 % <2 SD — 25 % <2 SD 6% <2.5S8D 18 % <4 SD NA
Bikae 42 %GFR 51 %GFR 72 %GFR 82 %GFR 42 %GFR —

<3 %FHAEY | <80mL/min/ | <3 %FEHMEY | <90mL/min/ | <80 mL/min/
1.73 m? 1.73m? 1.73 m?

FKEBER2 (%) 13 16 10 — 21 33
SIME (%) 65 55 70 61 76 60
PIIRETTHE (%) 15 37 46 11 39 23
HEFE(%)

14 79 87 94(M), 82(F) 19 91 NA

>34 75(5 &) 80(9 ) 94(M), 79(F) — — -

(3 )

HIBIET 8(1 WAL 13 9 22 9 26

NA : not available, SD : standard deviation, M : B8, F: %2
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