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Two cases of ADPKD treated with tolvaptan
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WHRENE S N (autosomal dominant polycystic kidney disease : ADPKD) 1%
B g 2 2 B D BRI ISR AR T 2 B EEEERETH D, MUNT Y FIRME
V 2 ZBEAREFE T, S Mk oAre, FEEEOBREICHWSNSH, ADPKDIT K U ZEfd D 1
RPN B AL T O INHIRD R AFED 5120144 3 HADPKDANDHEEAIER L7z, £7220154F
1 A3 ER 2 B o SRR I ADPKDZYIND D S EIGHRE IS & 725 BEROEMA A LN 5,
Ui THID TADPKDIZH LU MVNT S > DEAZITS 12205 T %,
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FIEE © . ADPKD

BIpiHE @ 2006432 & I hlE TADPKDZ f54if S 201445 X H 4 RHAET. MEAH996ml,
BITFHEMTOBRBEIERENTE%TH D MNVINT L 28 A HIIZ AR,

BURE @ ME126/81mmHe, ARIN68/4r, #A#E36.6°C. B 158cm, {AHE48.0ke, MEHERILF-4H THK,
U fi 12 15 i 2 30 9

WAREE : 72U

AR AT H © WBC 4400/ul (band 2 %. segb6%. eos 3%, monol0%. lymph26%), RBC
42075 /ul, Hb 12.7g/dl, MCV 89.51l, PIt 30.273/ul. AST 151U/1, ALT 131U/l. ALP 142 1U/1,
LDH 1621U/l. v GTP 121U/l. TP 6.6g/dl. Alb 4.0g/dl. BUN 18.0mg/dl. Cre 0.60mg/dl,
UA 3.4mg/dl, Na 140mEq/l. K 5.1mEg/l. Cl 105mEq/l. CRP 0.01mg/dl. ESR 10mm/hr,
HbA1c5.5%,
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HIREFEAICT « MBI OEMZ2RD 5, LEEREME493mL, AEAMES03ml. (K1)

B1 fEFIT ARRECT. mAIBICZHOERZRDS

i 0 ABEEIC BIVNT S BAI DWW TR 2T WRE Z 572, ARt CRE & 755 B
WIXEROTHHY BEID NVNT Y O NkZEFIG, 9172 =1360mg/H (45mg-0-15ng) &L
oo B 29 HOREIZS5,700ml/H, MmERE CHERERE, BREREIIRDEN >/, F3H
HiBB, #ARICTRILNT S > Z290ng/H (60mg-0-30mg) ICHEBLAERKSELEBEL TV
Do
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WEAEIE © S5l (4855 HF)

KIEHE © Kk, ADPKD

BUpE © BE2YADPKD T d D H & ©1995F I it THiA& 2 21T ADPKD &2 W s iz, Ui
K U TR 519 2 if T X 1 5 B IR U 72 72 0 LYt LN 2 /R 232, FRIRRCEERD
EHODURHEN Lo, REAEM1484ml, 1 EMOBAEEARRILABTH O NVNTH
> A HWIZ ABt.

BE ¢ MME126/80mmHg, AR#A104/4r. 1Ki#H36.3°C. HE161cn, {AES55.8ke, HEEERIE M 289D
fFZ 9 5, PO ICiFIE 25RO T,

WAREE @ 72 L

ABERi AT & : WBC 3,900 (band 3%, seg 67.7%. eo 2%, ba 1%, mo 6%, lym 20%)
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/11, RBC 4207/ 11, Hb 13.2g/dl. Ht 39.3%. MCV 89.3fl, Plt 9.673/ 11, AST 37U/l, ALT
24U/1. ALP 324U/1, LDH 218U/, v-GTP 127U/l, TBil 1.1mg/dl. TP 6.9g/dl. Alb 3.9g
/dl, BUN 23.0mg/dl, UA 7.8mg/dl. Cre 1.17mg/dl, Ca 10.4mg/dl, iP 3.5mg/dl, Na 143mEq/l
K 4.1mEqg/l. Cl 108mEq/l. BS 101mg/dl. HbAlc 5.1%. CRP 0.11mg/dl,
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MRS EALCT © 2R HENZED 2, HMAFICLSROENZRD 5, EEAEIAml. HEAEE
580ml, (X 2)

X2 fEBI2 ARKCT. FFEMABICZHOERERDS

R ABEHIZ MLNT S P HAZ DWW TERIRH 2 T WRIE 21572, ABRiRE TI3 B A AR
PR, BHREEE 2RO, RHY BRI MUNT Y > NikEbith. 9178 EI360mg/H (45ng
-0-16mg) & L7z, B2HHDREIT6,300ml/H., MikkE THERERS OEE, SEREEEIR
ROIEM oIz HE3WHIEBL. FRTIEMIVNT S 2 60mg/HOEETHERERERKHL TW
H
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A 2HEBNI LS B THID TADPKDIZ X U NIVNT % 8 A L 4R O BTE & iR D ikt 5k T
W5, ADPKDIZFEKE R T &L TPKD 1 (16p13.3) &PKD2 (4q21) OEBRMNHSNTHO Y,
M EESMDERY LIV EZITHWETFITERMER (> ey b)) RIS I ETHRET
HLIND, BHRBFEEROFENEETHD, KEEE2AET 28H13CT. MRITHBICZEEA
%% 5L 12 Z E TADPKDEZWIT %, AEFNE 2 & bFBEEZAG L, miE ISR 5 @
PLEZF L T2 ADPKD & 2 L 1%/,
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FBETERDOD RN FTRMENY T L2 oV 2ZBKIINY T L kST 5 & RM
EHRINDOCAMPD ERAEZ D, MK O TTHE & TN D ERIK D 57 TS 2, D7z
DV 2ZFKDT > H AR N5 % 2 & TCAMPOEANHIH S NBILOILRSMFHI TE 5
ZENHIFINSLY, MUNTZ BN T LT 2V 2 ZR/ARZRIRNCIHET S 2 &b B4
DR Z MG 2 R0WFF SN, ADPKDICH U T MAHEBE L[ (TEMPO3/4#tE) 71
fronz?®, MERENTS50mIPL B, D7 LY FZ2> 7 U7 5 2 AMN60ml// L EDADPKDE
FTLA4NZERRIZL, 3FEMO MUVNT S VIR RZRGE L 7285 5R. MUVNT & CHIE T ¢
R E L LB B OEMBILRN2.7%H D> L. eGFROK T 230%MHIT2 Z &Ranz. A
EERHELLTHE. 2R, HIR. FHEEREZZRDLN, BEESEESFRE L THEEOFHELERE
B 1I%ARMTHoY HRNDAZENRE LT IV —THT THREOEFEIREEDY H
ARIFHFTHO T RIVNT S > DADPKDICK T S22 Lz, MIVNT Y > ORI ER
FEM750mILL L CREARMRBEKEENS % AELLETH D08, AIEFHEEZMWZL TS, 1H
5,000~6,000mIDFIRN A EN SO 1BZHE LB THKTES Z &, FHEREREE DR
DDA 1 EOIHEERE 27O ZENNETH S, HIMIAREIT60ng/H TRIEMERZ T 572
Wi4bmg, 4 515mgE 5, BEMNHIUIHEK120mg/H L THENWRETH 5, F/ZADPKD
CRHUTRIVNT S D E2EATHEIIARE F TS 2ENEHB DT HNTHD, BETIT213H
DAY a—=)VTioTW% (1), EHI 1., 2HICATF P2 —)LBEDICEANETH > /. B
Bt ZAER] 1 2390me/ H, FER 2 13 BEFHERERE E 23D 5 720 60ng/H O £ £ THRGEZ B TWDH3,
EELHHFERREZRD TR,

K1 HBHRTOMNTIVEBART D a—)b

Rk (88/4) 0 /15mg 45mg /15mg 45mg / 15mg
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AFNZBF 2 ADPKDEFIF4.033 NI 1 A&HfEEI N, ZNEKHEO AM10277 A CERK27
FI2ABE) TS LEDLE S E200 \EREDADPKDEEN WS EHEFEI NS, LRI T
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BELTHWDLRD 74 OADPKDEFE N ERE L. BEREL TId 6 AREEEEL TWa At (K2),
RLEEA D ERNICKRZMDOADPKDEENL S FEL TNWAH I ENTHEINS, LLBTEDORK
HIEDADPKDIZHT % MLNT & U IRAZRIZ2EMICE TERWL X)L TH S, ADPKDIZ20154
1 HXDEBRERSRERICEDSNTBO, MUVNTH X DEEEIISIILRTESEE
A%, HSRIIMBCHEZEDH IO & TADPKDEFOHR W LT 21D 5 & 41T, EY)/iawER
BEBEZTHWDEND S,

x2 HEBRRTPOADPKDEE

age Cre eGFR TKV ATKV A f3k
(y.0.) gender (mg/dl)  (ml/min) (ml) (%/0.5y) :lﬁT'JfE
30 F 0.60 945 655.9 - Ziatm
47 F 0.62 80.1 1,0345 - %ﬁi’ﬂ%&%ﬁu
37 F 063 843 99%.1 7.8 SAH
BBt =
58 M 412 12.8 2,1283 - o 4 T
FrEha
52 F 079 524 19793 83 14 1%
29 F 053 109.2 594.1 n.c. BRFL
FrEha
56 F 1.17 38.0 7255 11.4 SRR 3|
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LBt THID TADPKDIZH U FIVNT Y > O G270, AERERLR GEEPME TS TW o,
BANORARIIES, BFEOHO LT RNEEOEBANEEN S,
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