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Jinarc® (tolvaptan) 2R ¥ ¥ M a7 i o > T v p WA S R
P TR (‘autosomal dominant polycystic kidney disease, ADPKD ) * eGFR = %
25mL/min/1.73m? 2 o B sm % A B F 0 ¢ HIRBEHREE PR o F
R UIEEE Tt R ST L P

AR CEREVAREEY RODERE AR LT

e MBI REECF 22512 % 0B THR B0 KT § A
1% BT %% (ADPKD) < & é,i L B2 LEAT o HE R
ETHI - 3F

(1) - #£2 p eGFR T ® >50mL/min/1.73m*® (& )7 & p eGFR & & T %%
> 2.5 mL/min/1.73 m?

(2) THAAAE E K 4o F 4 2 5%

(3) PKD1 # Fl & %1% % (truncating mutation )

(4) htTKV # & Mayo 4 #F 1C-1E disease

EERA R ;5%%”‘*%%%%**%;@? SR Ek 0 2 24 NICE 4 5
* 0% ADPKD 3 LidERis R ﬁi‘j\«k ZRLEFRTAT

xq?n"‘_g,,figﬁa; R 0 H b e 4:;&;}% 11[“3'!'1;';!-&7‘!?\\%: 2% % 3bH &t}_%"
Hopen 50 ot T REATEE 5 R AL T %0m (ADPKD) & & & ¥ o piFidag &
ZEEAT O RRFPFETIL - A

(1) - #£2 p eGFR T ® >50mL/min/1.73m*® (& )7 & eGFR & & T %%
> 2.5 mL/min/1.73 m?

(2) TR E K S F L0 5%

(3) PKD1 A F1 % %r% % (truncating mutation )

(4) htTKV # & Mayo 4 # 1C-1E disease

B & B @ ¥ tolvaptan % - FEIRT FER 2 5
(1) £ z"é‘ﬁ‘,’: o ¥

() = }T\frx/»%}i#’"vﬂ 7mg/dL 2y

(B) itF F R A GRPFIEN RBLF

@ 23 LA e

() Ly TRrFTEA
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E’j@/f Fgg—'ﬁ;r%ﬁ.g'gﬁ s
Fop R AR A A

AT F|FpE iR tolvaptan -

(1) 2EFRIAEE > T adplki gt =B

(2) #i¢ * tolvaptan — & i » eGFR T * i%>5.0 mL/min/1.73 m?
@B FPERITY UG BT REEDRBF

RS TR R LA

ARERG2019£ 2 PELETFAERTR LR TRFRUTELE
B S I T e g

: m%*ﬂzﬁ%ﬂm EBo o FEETEAPAGRY cEP ISR 2 B
T FAREATY o
2. 9w e ML HRE ARz 8 38 B TR 11850 A p AR 5
T T%0p (ADPKD) & » ° T 50F R BRIGRE I K - AR &7
R e
(1) - 22 » eGFR ™ *% >50mL/min/l.73m* & 7 & p eGFR & & T >25
mL/min/1.73 m? > ® PR H U dosok R R R IR R R TR
(2) htTKV #= & Mayo 4 # 1C-1E disease
3. i b B4 i ™ tolvaptan w0 > FERRT SR 2 o
(]_) # ZEZ';;—.’; 334 g0 IF *#-
) Lz%f}ﬁ‘rx/}aﬁzkﬁl 7 mg/dL £ 4T
() L FRMRAGRPFEED KRB LS
(4) 27 M”ﬁ % e 8
B) 7 TREFEN
(6) R MRA ~of 4~ Mok~ FREIE R ~ 2 TG
4, *IPJ 7| fFwpF iz % tolvaptan :
(1) Z2FHEDEL > FH A }Jﬁgi'?rg WEFR=ZB
(2) 2 * tolvaptan - # 5 > eGFR T *# 3>5.0 mL/min/1.73 m?
(3 7 MERIT kG BT REE DR

B e LAY
SRR
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AL HFEEHTREIMBEENE S - F 13/ 5T £ 2T

EHRE T AR BRI A ST

1. #2 i@&m}}% A HcH o éﬁéi"ﬁ EA RTINS e B 2 R uiﬁ/%
% ¥ R eyt dR Y [1] 0 B op Wl 5 £ Fom (cystic kidney disease ) 2
B ,&'*““ ABciT A Al A ¥ T HiER S 50 fkw T 2. ADPKD =
A ’ﬁna 122011 # 3 2015 £ AR TR L H P #4420 15 A3 50
P2 ’\ﬁx’ <+%sw} N FEEE G S A T & (20193-4 2023 & ) 2z ﬁr,—&g;;
EREFAIENZEHRL UIE A S F 2 2% 30 PRETHER
(chronic kidney disease, CKD ) » F]}+ %4 4 < %P:c,{gﬁr?q‘iﬂ ADPKD %,JF,Z
CKD & #p 1t i) > 343+ 595 60%R&F & CKD A 5 % 21 % bW 20T -
porb o E R g - < Al g Y ADPKD & T A i B et B
(7616 A7 5 34154 5 B 5 A Eit M > 45%) [2] 45 /% # &3 o
_'rﬁ:},‘;a/\%:’ TEH L 15 3 50 & ADPKD E\Jz ~CKD »~# % % 13 % 3b#
”}7“(’1 ‘%L,%'L'fqz”l WF‘”'L'R“/\"IW’#\:L -P‘-)?a‘ﬁi 1% % - &
1579 + 3 % 17 & 2,309 4 o

2. AR 4&#&?’ L*Fizﬂuﬁp\ IRTHINEIEG 0 AER M FEELEFS A
N 4&73.4; 9% % - &£ 20%% % 7 ﬁ45%’:}a‘_ﬁj\""ﬁ)§iﬁ$‘bﬁn%¥ A Hc
HYEi5- #3164 1257 #8314« FlhxxBim b E? » % "%Jﬁla‘%é‘z
lm'ba RArT (1) AEFREAEL FH AR R (2 &

* tolvaptan — & {4 » eGFR T * {5>5.0 mL/min/1.73 m*; (3) % O EE R T Y
R®FE R DB ERE A STREFER TEMPO 314 ¢ 131335 5§
(drop-outrate) % 23%[3] > Bk * A F{é— FiBE LA i FF A
B2 23% 0 FIl B AR AT KR AKEERB Y AR A ﬁxirv,ért
E'Tﬁ)i“ a+ mf,%‘ Ao Tt oo ita‘r",f“‘ dief Al ERF R ASRY
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&
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A A Bl L ERE ERMNAHIPAEL  p BT 5
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o

WA - Jinarc’ por RS HEABRE L EFI AR R A (Eim BA)

REHRFRNLERG RS
2020 2021 2022 2023 2024

S F A8~ 47 (base case) 0.91 13 1.9 2.2 2.6

ADPKD & 1+ & (base case = 61%)

56% 0.84 1.2 1.7 2.1 2.4

66% 0.99 14 2.0 2.4 2.8
CKD % 2 1 3b #+* 5| (base case = 60%)

50% 0.76 11 1.6 19 2.2

70% 11 15 2.2 2.6 3.0
WwaE F i %ot ) (base case = 45%)

40% 0.81 1.2 1.7 2.0 2.3

50% 1.0 15 2.1 2.5 2.9
PKD1 £ FI4F4 2 & ik v

85% 1.7 2.5 3.6 4.2 4.9

90% 1.8 2.6 3.8 4.5 5.2
~ &7 ik (base case = 20% 3 45%)

30% 3% 55% 14 1.7 2.4 2.8 3.2

40%1 65% 1.8 2.2 2.9 3.3 3.8
ERE)E 0.76 11 1.6 19 2.2

EREAE 1.8 2.6 3.8 4.5 5.2
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