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i effective half-life 149 15 K¢ <, 4 H B IZ1m4E
FRIR BRI e IR IE L oo MERFIMGEAT B
7Z+%K, 1H2mg, 5mg, 10mg, 15mgdT
Fus=2 A% v b % single blind F T 15 H ¥ 5-
L7z& 2%, READ Cmax, AUC 35812
KAE L CHEIN$ % —7J5, effective half-life 1% 9~
MK EREREEIALN Do 72 Lk
EPO#EE (I5HH) X 5mg/HY LoHECTHE
RAFMECHEIN (<80 mIU/mL) L7:7%, #H¥&S
Lo THERIIAD 5N b o7z, Il VEGF
REIIHERAY R EERD bNe o7 §k
B9 ¥-Ci&, TIBC, UIBC &30, hepcidin,

ferritin XM L, TS OZEILIZHEIZIZIFR
fEL Tz, MIRRIMERFUE 5 H B LA, 5 mg BL
L oS HETHNIAA SN, 10 mg ML ELoOFKGH
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2 IFO722%y MESICHED Hb OFL (IMREREEFTEISE I 4855R)

THERARMERD BN U CHb i S AL
729, WCTIFRNVLATFBF2AY v b 2K
BIBREFE G LTI ANTG Y AR LZE S
5, BG ENREHEED B X & 80% A3 F A h
12, 10%ARHICHRFS N, STt S
Tdrotze Fiz, MR OFERSITRE/MAT
BHotz (>93%)Ys

010 FHASS O AREAER

1. MESERFEE

ESA % e K 8 M KSR 0 H AR O HMERFILIRLEHT
BEAOFZHRI, TFEF2x5y F1HIL
mg AR E L, 1 mg #i#k (1 mg#), &
BT 258112 3 mg (BB (3 mg#E), %
WLIE, E5122%I5mg s Gmg)
%, 8 MH PG O Wi BT R T b 72,
FREACRD M P R T G- = OB I v 57
L7278, ¥5-B0A % 72 3% 2 AR DN E R
IRFEIZE L7z Hb1d 3mg, 5 mg HETHIIMAA S
N, MM KT, TIBC &M, hepcidin,
ferritin, TSAT X4 L, ZD%1tiE 3 mg 5

mg ¥ 5 CHETH -7 (H2, 3). M EPO
MEEIE 5 mg B 5 LA L, VEGF Iid 3REL
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2. #7281 CKD £%&

H A& o -4 CKD % (eGFR<60 mL/%/
173 m% 22 Bl &I, =FurF2A%v M1 H
1 mg ZBMBAE & L, Hb2%11 g/dL RiiD%fH
WHEAI2AZ L1123 me, E5125mg FTHET
% 6 EE OWH R T b Ize REED b T
7 DM RER, BRI A L, &S5

6 EHBD Hb 1Z LA L, 02 k2B kE (eGFR
15 mL/%3/173 m* Tl B) DB IZAD b’

o7z SRR T D2 Tid TIBC 1 5L,
hepcidin, ferritin TSAT IZKF L7z, I EPO
W, VEGFE IS hEfbiEzA LN Do
e

B0 %HASE T AREAER

1, MREREE

ESA #%5- FIZHb 95~12 g/dL \2%¢5E L CE#
ENTW D HARDHEFFIMEN BE 2RI, 7
SR, TFUF2A% v b1H2mg 4mg
H 5% 6 mg KGR HAER \CH D A1, &
BT 6B E e TS Lz (81, #i
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WTE 2 open e L, &fliczrura
2% v M1 H2mg 7Z%HWwWL4mgZWlks R
12, Hb % 10~12 g/dL IR A L9, =)0
Fa2AF v b 2~8mg/HDO#MPH T4 &I
HEFEZITV, 248015 L. 85 B2k
N, ABOBEERFICEZALN LR 272, H1
MTIE7ILR, 2mgHGHTHIXKETL, 4
mg HGHEH LR Z 7% <, 6 mgKE5HT
FRLZZ. E2HTIET SRR EREEZ DT F
072 Ay Y MESIZL ) Hbid B5A, Hbid 10~
12 g/dL ICHERF S N7z 28 2 IO 5218 4.3
mg/H T, H5aEPERuE, 2L 27%, 1~2 [
524%, 3MEPLE 206% TH o720 1 Bk
HFDEATIE TI9RFEEHICLHKLT
TIBCIETFua57FaxX¥ v hOTRTORGHT
B&hN, ferritin, hepcidin i3> 252 2% v b4
mg, 6 mg ZGHETHA L7z 835%ICHEHGL
PHBEL, 5% U ERDLNLFHLED 0T
Yx v MAZE (51%), THI (63%) 25B o 7275,

TFuFaRyy MR EEET L HEFRI
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IF0O7 2%y MESICHD SKEHERFOEE (MREFEEFFIHSE 1H:ER)

AHNRrolz, F72, VEGF I b BRI 22
LIFRBD SN o727,

2. {R7EHH CKD £&

Hb 80~105 g/dL @ ESA k# 5- (Correction
group), &5\ i& ESA BE# 52X ) Hb 95~12
g/dLIZEH X LT3 (Conversion group) HZAR
O BAFH CKD % (eGFR<60 mL/43/1.73 m?)
BRI, FIER, TFEF2ZAFy F1H2
mg, 4mg, &5\ & 6 mg HKGHFICHAERIZH D
fHy, —HEEMTIC6EMBEENE TR L
(BE1HD., B2t open RErE L, Bl
2572 A% v b1 H2mg WL 4mg &
5412, Hb # 10~12 g/dL 12456 L9, =
FaF2 Ay b 2~8mg/HOHMPFAT4HMT
EICHEWERIT, 248 L7z, ESA %
B 5 81T 94 B, ESA #t5-8H 1% 107 BlAs%
RS, AR OB RKFIZEIALN Do,

ESA k¥ 5--ETIE, 8 17 7 2R 58
THb KT L7722 2mg 4 mg 6mgGH
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IFOF2AYYy kN 4mg
9- — TFAF2RAY Y~ 6 mg
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P o
£ 10
S - IFOF2ARYvY K 2mg
I+ AF2RAYY bk 4mg
04 ~ IFOF2RFYk 6mg
-~ 2T F0OF21X% v b (period II)
-0~ 75+t (period I), TFOF 21 X% v b (period I)
8
0 2 4 O6Ext2Ext4 Ext8 Ext 12 Ext 16 Ext20 Ext 24F-up
Visit(weeks)

K4 IFAT2REy MEEICHED Hb OZE{L (RFH CKD BE %A 1 8508)
a : Correction group, b : Conversion group

THbiZ EH L7 —FESA#GEETIEIT I+
R, 2mg HE5HTHbIZETL, 4mg, 6mgi%
BE#CcEA Lz (K4), ESA K#%5, M5 Ow
FROBREHTHEEGRIID U2 Hb O LA A
5Nz 55 2Tk ESA Rixh, kL5 EE L
DT I REGHEZOLI AT 2AY v MG
12X ) Hbix ER, Hb 12 10~12 g/dL IZHER S
72 (K 4)o %2 HloFHH 5 &1 ESA Kk 58
#7358 mg/H, ESA BE#5-H# C 374 mg/H
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T, MHEERE D 70% D _EORES TP 5B
BiZ 2 R TH o720 1 OB HE T D%
ETiE, =FaF2 A% v b4dmg, 6mg x5
12T, 7T e AREGHICIE LT TIBC &3,
ferritin, hepcidin {Z3&A L, 15 DZ{kiX ESA
K G, MHEEGHETRRTH 72, B&METIIH
T5%ICHEERRDBA LN, 6.6%ITHIME, 46%1
B K MFEAT R S N72A%, 1612 ESA KIBIE,
PERBBEI TR A DN h o7,
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B IMHRBRORREE ZF, BHEE, RENEA
BERNBIHE TR T b8, #RITBIE
S ERTH H7-D, ASN 2019 I THEERL
BB DO W T D HRBR S,

1. MIRERTEE

ESA#45-TIZHb 95~12 g/dL IZ#EFF 2 T
5 HAROHMFFMEN EE %, WIEAICT SO
Fa A%y MNx5# L darbepoetin alfa (DA)
BT, 248359 % double dummy 7k
Pirbhiz, FEFHMEEBIZZ IO 7225 v b
12X )5 20~24 38 (Hb §FMi#1) o Hb %= 10~
12 g/dL ICHERE 3 % Hb #ERRIR &, T ORI
DAHGHELIELBETHLILORFETH 5. T
FurFa Ry v MrLEE 78 5, DA ¥ 5-#: 80 #l
(PPS) B4 E N, 20~24 O F T2 A% v
5@ Hb 1 10.73 (95% CI 1056, 1091) g/
dL &, Hb I3 HE®D 10~12 g/dL 2R S, Hb
FHM @ Hb @ DA ¥ 58 &L ® 713 -0.12 g/dL
(95% CI —033, 010) &, EHEKXM® TR
non-inferiority margin —1.0 g/dL % k. H - 7272
O, Hb HEFFRIR DO DA 0T 5 B PEAMEE &
N7ze —HREMIIOVWTIIAEESFSR, HELA
EHLORIERIC 2B TEITA D NL D o7

2. {R7EH CKD B&

ESA 5T Hb A595~120 g/dL I#EHE X
Twh, %L ESA £#%%5 T2 Hb 80~105 g/

RN TWw 3 HARDRLAY CKD B &
(eGFR<60 mL/%3/1.73 m®) #, MAEBIcTFn
FaAyy bRGHE DA SRR, 24 AR
%53 % open ilBRASEN S N ize FEFHMIEA
W, =TFueFaRyy MEGHEOHRSG 20~24
(Hb #Fl) o Hb 25 DA # 5.8 L L TH 5
ZEOMEETH D, TF O T2 AY v MEEH 96
%), DA $% 5.3 96 1 (PPS) 23%& 4§k S L7z, #Fll
WMoHhldzFuraxyy MBS EF1096
(1084, 11.07) g/dL T, DA #5BIIH T 513
0.09 g/dL (=007, 026), THY, 95%EHX
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DT ER7%% non-inferiority margin @ —0.75 g/dL %
ERlo/72Z e s, IEHUEDIHGEE S Nz et
T, WIERE, B KIEOHEFERE &0
DA#EGR LKL, HO52ICRENEZBRET S
HERRIIED SN T

3. Z0Dfth

HA DB EN B HE, %7208k ESA o5 %
ZF TV W H RO MALENT B#H 2 H & L7z
BRA T b, AR, REMITHERE S I
A & e BT RO SN h o7z,

IJ70OF7F21RXAYv kECKDI[CDWLWTD
EitauiRsd

IFETF2AY Y MIOWTE, LEROEBKE
FEMARLIAMZ CKD & o B¢y B X & L8509
MET SIS SN TV 5, Tto S, B R
FEHE T oxygen glucose KR Z T D EIMIEZEL %
IFaFaAyy MBHIL, Ty b oRImEE
WET NV THEEEN R SN, ZhiZid HIF-
PHI 12 X % glycogen FEAIEIMASE G- % & s
LTwa? 72 IFuFazyy MIBEE
TR 2010 1 D 55 A AHE 2R T~ D Wi 36 & ) L C
EPO A REZ MR L, JRAIE BB RAR LIS L
THBEZ S 72 6Tl b M S '

JEil & DRI, BWEhEHE~ Y AT
U a8y MEFEE B &M B g
BIHRERIET 5 L W)Y, FERFEE T VKT
AE)F L LTIE, ob/ob mice # V72T F
U7 a Ay MIAREBIMZMH L, mhE v
ATU=VOEKT, 4 VA VEZERER LD
RFEFEORIEDALLT, TVT I VRO
A, REAHIEEEORIE, X4 ¥y aflilao
C-C motif chemokine ligand 2/monocyte che-
moattractant protein-1 (CCL2/MCP-1) % 3 &
WA RERB 25 LIz wdY, HERRE T IVE
Wia Wz i5e T, 7oAy y MIER
RO TICHE L 72 IeHie & 7 3 7 WA & $i)
T 56—, HAHrEnsdE, 261X b
AR L, PERIRAIIIZ T4 2 Bl < oA
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B2 EMEEL I EAMEShTnEY,

CVD & CKD & % 1CM L, CKD O F#%
WMETHHRTTHS, T F5/6EHEFVICT
FURTFTaRAYy PeELE A, KB OME
AL2SEI] S B — 5, BRI e AT 2 e 3 A
BENTZEVWHIW TS DI KD
RN ERORE DS HOBETDH 5,

I BbblC

IFaFa Ay y MEEGEOMRRBRRE I
D&, BIEPMDA ICRRWHFERCTH 5, BIFE N
THRRENTZ, B DHVITHETF O HIF-PHI © 7%
NT, TFOF LAYy MIME—EEOIKTH
B0, WA OE S HGE ST b, HIF-PHI
DOIFEFNH T, FHPREMIIED XS RXEEND
LNEAHTH 505, BOBODOIEH|OIF IS
B S22 E N, CKD BHEOEWHA MAREICA
IBHENBEZ E 2R L2,

CRIZRAR B
BB I HAZEZEER K T2 a v
7Y M EEZELTWA,
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