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CHBEEXBFEE FHBARRAHE

B dF AR R EE 0 SRk IR A R E (erythropoietin, EPO) & 48 | ## . &
T oRTRAEKRBALH - HEEAX - RENBRERLRAXRF > TEREHAH
2 HERMRAREE KX » @i E & R #hepcidin 89 53k » @ hepcidin £ FIE8H £
DEEZAC > TWHBRE NGB RR R G FER » BREBDRESBEAA
TR o M ABRAE T AR E R o 3R 4 R A8 K& » M ofa 7 ferritin 4 transferrin saturation
RFFERABRE G ERRAGBE - B AT BIKIR I 892K A KRB R A ferritin 8 4 #
K100 ng/ml » oo % & A/ AR K200 ng/ml » E AR RFHEBERITOBRR » 1A
hemoglobin content of reticulocytes ~ percentage of hypochromic erythrocytes ~ erythrocyte zinc
protoporphyrin ~ & soluble transferrin receptor * 4% i L &9 5E F R 77 AR PEAB A [Rb] o $Héc fo 3R
AR F B RE ARG R AR £ TFaK AR SR AR T &4 A £ 4o angiotensin
converting enzyme inhibitor/angiotensin II receptor blocker 1% f ~ & F AR B 7T i ~ &b & oA 3R
BETRR ~ANERF - BEBEFRAO A ZA LB EEITERXRTOEY > o
peginesatide AL Rl br e IR AE R A AL R ~ SR FH B F 8948 T # (hypoxia-inducible factor
stabilizer) F 2R 3% o b fn 3R & R F 89 3~ GATA-2 37 51 B 3 A& B 76 % AR T B 3 ) 8 e o 3R
ARFLARAEFE -

FA%2E0 : 1214 B M (Chronic kidney disease)
&M (Anemia)
ALINPRAE AN 3R (Erythropoietin)
ALINERAE RN ZRPE VI (Erythropoietin resistance)

anemia) ° 18 1EE By HY & M thAIET 2 KR 7E

AE > RRPE G462 AR A B 2 A 8 5 B 1k I
FLFR/ N 13 g/di 2P AL 32/ VR 12 g/dl © 18
P T M 1) 22 110 R L I BR PR AL I ER 8 A B

# Il (hypoproliferative normocytic normochromic

BARM » WL ~ OIMERER - BEEET
A~ FRAITIEERAL o DI BTG E RS o IR
B ge - AL A LERKREESHE
Fe 0 Z KA By 2 /O I 958 90 PRI 1 Ja Bt (X
2 o & glomerular filtration rate (GFR) < 60 ml/
min/1.73m? » HLgE R 5 18 1k S s o e B 25 =

BEA: REHE B 807 HETZREA G —K 1005 HERPLRLMR P LA RH A
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Wk - GFfa R A » L HAERERFA R
S b BMAEITARER - EE GFR <30 ml/
min/1.73m?* » 181 B i A A 22 11 ol 75 L
BRI BEIE o

BMAYREIES

#L 1M1 3K 42 5% 3% (Erythropoietin, EPO) i 2
18 P Mo 3 S 2 ) F2 S BT - BR T RL M
BRARCE AL I; - HAth g pl 2 i i R I L
I BRI SR R ~ PR 3R AT Rl I 1 ofm B
AR~ BB IR KOS R E R A S -

LI Bk 25 Bl S8 90% Hi B i iz & R/ )N 5
I iBHE REAI IR SGE - 18 VR b A 1 2 A2y
SN > AR AL IMER A Bl SR B = AH AT & I HY
R > UM PR A R UERT o kL M BRAE Rl R
P2 32 AT AL B W8 AL I ER S BR ARG > /EL4E burst
forming units-erythroid (BFU-E) ~ colony forming
units-erythroid (CFU-E) J% early proerythroblast * 2
Z e BIALIMERAE ARG &% EEEE LMy
LR ARLIMER > JUH# CFU-E P8R R

3ok 18 B W g R R R 1R
2R AN B R MR RS IL-1 ~ IL-6
TNF-o ~ IFNy 5 » @ {IHIRL BRI IS R > #E
FEANAIRL M BR A SRR BHEE - B2 2 AL LK
HiT B AT (CFU-E, BFU-E) » #1761 Ay Bl AT A i
RLIMER A2 Bl R B2 32 R A B SR At 5 il
s AR R -4 -

BBV

I 75 R B3 95 TR A S M B R Y 2
IR 7Ry - gl @ o I B ~ 7t At
SR ~ BRI N REAE R > B = E R
i L I AR A A A SR T ) 2R o — 2R
At NBEPIIL R 38R SR R 105 B AR v 3
I EE R - BEENTRAS L - EE R RER
325 Mt R 5 LI A 2 A N T Mk R E A T
A o

NS Y B8 K 3-4g 0 KA 0 HE A B
A AR5 2 A EE 2 A AL L R A A R P9 B L
Y BRI F ERE H2K - /Ny R ER R
H it = (B8 KO+ 4805 Kk b ER 22 5

R BB 2% 0 AE T /NG A ZE i divalent
metal tranporter protein (DMT-1) Wz H. HH ek 75
JBL o S A MR A B S8R R 2 A transferrin 8
fili e 0 P AR HE B8 2 B AT M Bk A AR AT A
CISCENN T W8 RN 0N R | Y F= 3 )
75% & HIE BEAVAL M EK 2 MRS L Z transferrin
receptor i o A 5 10— 870 $8 H5E R 2 AT Mk
JeAEIRA B AR TZRK ferritin {FES R -

Transferrin /&##i & H » SRS » TIBC
(total iron binding capacity) {3 transferrin G £ #5
B IR RE R - B2 TIBC 42 X 2 transferrin 8
BE > T LY 384G & 1F transferrin 7Y B & F2 &
i} Z 3% TSAT (transferrin saturation = serum iron/
TIBC) ° IEH ARG T » IM{E H Y transferrin £ —
g L — WG & BT SAS & 0 B8 Fe/TIBC LL{E
#I =432 —7 > TSAT & 50% 7%/ — P 1y s & B
BT AT o B R LA VS rR A B SI » Al
TREFIEA M » TSAT EfF(K 5 EfE Mkt # %
IRF > A0S 1R B Wi - o PELRREBEL L AR P B2 R A
RS & transferrin A > WAt DIREME#E
i Z (functional iron deficiency) * TSAT & [F1K :
M > AR T Hr o 2% s R - A0
i P A AN B I SR 76 JE V2 B transferrin
HIITSAT &5 /1 -

Hepcidin A& E RVEI R

Hepcidin 2 AR EHE A8 E T EE A -
Hepcidin i& 1 2 14 B X & & F (acute-phase reac-
tant) » 3K HAMP 5B 30 S0 FH B bk
FN P41 £ 2 r93E L K - £ bone morphogenetic
proteins (BMPs) © It & H FIE P w1 (2RI &
MA R KAIBEE S o Hepcidin 1 A /& FI1E 85
3 (ferroportin) #H B » ferrorportin /& 18 17 /£ + —
FRNGAH AL SRR ~ MR K R Y Fe g A ~
J FH A % 10 %) 58 5358858 (iron channel) » € 5
B FEF AR AR ot > F ARSI yE i my
IR » JCH 2 BUERL M BRI LR o 3
hepcidin 2 ferroportin i 5 * & 5| #E ferroportin [A
1k (internalization) ZI|HH Y A 1 i A B i o7 e
T 55 A P R AT B el R A Bz S s s P
TR A FE RIS R I R %10 o
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Hepeidin Y R & 2 277 2 K122 > [
IR EE G ¥ B & 5 0 hepeidin 2RI » KI5
FEANILIE W transferrin A 1% » & LT AR s
| W transferrin receptor i 7 [ 42 B [H] 22 1532 14
BMP / SMAD {#IR F& {1177 ¥ hepcidin £ [X] (1%
i o PRI £ m) (o] BE X HD R I s R
oo Al ~ ERER AR E IR & ] hepeidin
B o B IR 5 AT B B
(TMPRSS6) K {1 | BMP / SMAD {8 3% % 512 5
K FHIE AL HIF- 10 B 2] hepeidin HY &5
8 # H ¥ soluble hemojuvelin (s-HJV) * s-HIV 1
Jn & FH BT BMP/SMAD {8508 B 1 1314 o 38 & I [
IRF > B8 — S IR R ANIL-6 ~ TL-1 > & Rl
hepcidin I > £ EFE RHIEA 5 a1 BRIk R
It 40 e 5 o 325 3680 0 b ] [ i e — E 5%
P hepcidin > i Hadi B I AR AT A DS E R
iE SRR AT P AR AR 1S 1 2 R 118 1 S s o
RA MR o HAth & H3 i hepeidin RELAY K -
SRR ANFER ~ IR ps3 5 -

IENEES =G

TG 1 B I 5 | R & I 2 AT S A
BB & & o BUE A R & B (RAL I 3K AR Rl R
IGHAVRCR - (HER A RS N SARE 2% 1 3 E R
ML AL B S E S N A [
IRt DR e B o KT > MERE M AR AL S
A& = BRI S R EER 1 - HAfEZ
{5 FH A B B 2 e 2 0 6 ferritin A TSAT » A&
RERGEEERT ~ IR~ S BEERAR A AR
1% SR 5 il S AL i 2K IR mT R A Y 5 e
transferrin 2 ferritin i & 7€ = AR FEE F
HRERBRAFE > fE2 eS8 MR LRI T >
transferrin J & €& I [ 1M1 ferritin 352 & & EF17 -
BB W A\ KRR 8RR > apE
LA ferritin 2 TSAT &5 #UE & BAURHERE -

CAth 28 A AR BE N B S B ke e o A
NI

— ~ Hemoglobin content of reticulocytes
(CHr) = 2R B il o Al e TR AT i Bk A F Y 8
CHri/DFRRR Z 388 o — 5S4t Chr Y
e FUIE EAF <27 3K <28 pg!®%2 o

BR%y

.~ Percentage of hypochromic erythrocytes
(%HYPO) : 7& {HI & {5 1M 2 35 AL 1f Bk Fr 45 7Y k.
A ERBALIMERHI A I 37 & & <28g/dl »
AT AR RE 5 B P 35 R IR R o (B e Y
ikZ > %HYPO BUE KT Iy o —BehFFEAS IR
HIHE %H Y PO i FHIERE 7E >6% 50>10%7 <

— ~ Erythrocyte zinc protoporphyrin (ZPP) :
FIAE & BILIAL SR (heme) il & AU » (Bax s
W Z > $¥ (zinc) AT A AU 1 B M AT 57
JE R I #1538 22 H (hemoglobin) » ZPP B({iE /& K2 Il
(25 o

VY ~ Soluble transferrin receptor (sTfR) : &
{5 2R A transferrin s & 11 AEAL I BR A HHAGAE
MeiE R B 32 a8 - PRI (R B P B 2 B AL I
BRI 52 2IRT i 2R A= Bl 8 1 IR - HEMAR
| # transferrin receptor ZEH 8 I » 1M1 ¥ FH IS
() STER tZHG Ay 2 o

LU VY e g e BB R 67 ) B4R (ferritin, T
SAT) » 25 H B {7 i 12 il F VA6 — o B 20 o B 5
IR TR » 1 H A S RV EE IR ) AN A
& LU AR VR — & f B ARG 1 & B Y
THMIGE S > -

11~ Hepcidin : B B P 78 /2 hepcidin 3= 2
HhREE - N ER TEBRmm A S L o
hepeidin B H A3 2= VI IR A g g -
AR ILENHIR A RE SRS 55—
[ > 181 %8 58 & W hepoidin 5 FE 3G 0 > {4
TR P B A AR RSE OB s2 EIIN T © RFFSEAs SRER >
38 Bk B9 A e ATy & S B 7 H SORE >
{H# Fl TSAT 8 ferritin Al f 32 1 £2 7F {4 15 1% [
JE26 o G B > B ferritin ELAE K > hepcidin
AR P A BEA - R > SET AT {RGR
hepcidin B HE FH A FF 7 S il A0 BE AL I Bk 4=
R S 27 JCHL B v 9 W] LURE R hepcidin U2
FEIRE > BIVAT 05 5 B 3 S S WA LSC B AR A B
SRR - RE L AT D B T o

Ashby 5 A fiff 72 87 7818 14 B s B 2
NEMHIR A » 8 BAIGAE T AL IMER A BRI
FI A I 22 150075 hepeidin X hepeidin-25
(98 B & T P28 o {H Kato 5 A TF 9245 R AN
HH > 3BT Y hepeidin R & TF $HEL M2k 4E
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Rl SR S E B 5 R s A B - SIEBA BEAERH 2 -
H Ford % A\ #E 3 hepcidin 2 AL IMER A= K 321
P AR 0 o BOTAE20104E - — RS EHEMNT
I8 ASIHIRE 1178 Y hepeidin JREEUAREE T » AlEE
I L S0 e TR A I £ 3R S S s ) e
JE3! o HEAE AR o A% hepeidin A G » FHIK
AT A R B S At F AR E R B E A

EERBEINEE

HEIR T - CHREEERIRES - "] LAk
HEBEATRLIMEK AL B R SO o RIS [ B2t g
BREPEE R o ki TR M ER R
A AR TT I SR o 18 R s ) i 0 A
BRIUEI » AT Loy @S E R Z (absolute iron
deficiency) 8¢ B B8 14 #5 'E fik Z /5% 4 BH B ) [
(functional iron deficiency/inflammatory block) °
e BT E R 2 B RE 2853 TSAT <20% il E1ES =
F 1157 HATE M B i 75 ferrtin <100ng/ml B #2 37 [fll
WGBSR A ferritin <200ng/ml 5 DRSS E ik
Z | SR FERE RS TSAT <20% {H ferritin
>100-200ng/ml > [&77 W E S > (EAG S E it
TR > JEHE IR MR A= 5 3R A R = RoAs T
SR AT RE B R ferritin R I (SRR 2 » {H
TE58 R VERHERIIRIE » 0 IR R R IR
9 N+ A T AL ILER A2 5l R s R i 5 A
GHERIE » I ferritin §2 & AT RE & A0 o ARG
BRI > (RIS B BRI A o B
TSAT Hl ferritin ATk B HEHE 78 7 BCEHRLIMER
A BRI S LU S B R R AN

2006 F KDOQI guideline & H 18 1 & B 5
LG AT A G AL I BK AR BRI > A
U8 17 5 T MERF TSAT >20% HL18 1 B s K
375 M B 422 32 WG B335 Mt Z ferritin >100 ng/ml » [fll
& 3% K Z ferritin >200ng/ml ° KDOQI guideline
812 ferritin >500ng/ml I 72 A 58 §5 73 38 i B 83
#) > H 7€ ferritin >800ng/ml 5% % & i & (iron
overload) » {H It [ PRAEEE SR8 RS FF ! o

RRIERIE TR T » AR 73 18 1 B s 98 A
& ferrtin >100ng/mlIFF » 1B 482 1 15 5 B8 8 & &=
HE R RSN » BIBEANLL » &S RRAR A kG 7
B 7 - FLIMAL SR & M0 S Bk E R M ER AR AR

A THER G 5 L E W A TSAT
>20% > fia T HA A A A — BRI SO0
It » 2012 FKDIGO guideline & i » 18 7 & B
WEAIMLZHEA » &5 EENE D RLIMIBRAE R
Hl G > Sl o0 I R B TSAT <30% H ferritin
<500ng/mlfRF » ] 5¢ 45 T 8A il 1-3 4 A e
KDIGO guideline [A] & th#5 & TSAT >30% 5 #&
ferritin >500ng/mlFf » & F 8K 09 #l £ 9% A
JB Fh AR R R A5 9 A TS B ik EL LB 2R Y
% > JCHHFIRER 7> BR S $80R 1l 7 B B F2 4G 2R
ek & AL M G SR AYEH LA IMER 2E R R 2 Y
g o AR A B RS R RS RS

S I > R =8 H G I TSAT
Fl1 ferritin {52 B2 2AQ &1 {6 SEE R HR AU SR » W &
I B 75 % B A 7 0 5 5 (A0
48 % MG B AR 76 2 90 3 5 forritin 8 DI TSAT
I SR AT Rk I 373 38 28 S BELIER e IR A3 52
A AR B o 12 1 B A ferritin T S HY [
WEiEErEER - B - B AR -~ 28
Ve 988 55+ At LA ferritin 88 fiE A — 7€ #1880 H &
B A8 S AHBE - BT A EURI T > ferritin {2
Ry b PR H A MA@ 5 BE  Fishbane % A fiff
9% » & [T A ferritin >300 5z >500ng/ml R » HE
B3 5 ik Z 1) BBURR JEE 0 il 5 92% B2 100%°7 ©
Fernandez-Rodriguez 3¢ A B iff 9¢ » %% B ferritin
>300 2 >600ng/mllF » HF BR 58 E ik Z 1Y B
FEE 73 B3 92% B 98% © YA » A I $ VT AEIE
(hemochromatosis) 9% A & | > ferritin <1000ng/
ml FTA5 FFI U] S RELAR 22 1 A8k s 55—
WA E R A & F > 3% i superconducting
quantum interference device (SQUID) I & I A
WEEE > B ferritin IR AN EE & 2
EIEAHRE o HE ferritin >340ng/mlfF » #E
3t 5 Y JE B st & M0 > {H ferritin<340ng/m1{/
HRASE R o TR IE YRR A IR
S 18V 38 JIR U » DRI T 4910 ) P M e e 4
I E B A SO R GEE - (HE R A ferrtin 5
iR o EHER LROMEA AR E & B R -
K1t > H A2 B [ guideline 7 58 7R 7 L [R
ferritin /5 838 500mg/d] o 2 7> 8 P9 85 ik I B
i A\ TESIIBAR » Kalantar-Zadeh 558 A £ R HA
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BEATIR AR 3A - 3 B ferritin 71 /72 200-1200ng/
ml S TSAT 1112 30-50% .2 il » A K0y O M
JANE Y & S IO A e A

RLIMPKERNZR (EPO)

BT ATIE VR W 51 EEHY E Il > £ ZIR K
35 T PRI 3K AE 1l 2 2K Al o B il 5 A T2 R 3B
gy o ERITF] A 2 R TR S ) B AH A A BRA LI
BK 4E 5 32 (tHUEPO) £ %2 /2 epoietin-a (Eprex) ~
epoietin-B (Recormon) LA J¢ darbepoetin (Nesp) ©
= H R NI i T E RIS LR E AN
JCH: darbepoetin 7 # K WU IE (L FL 5] » 53 A
R 2007 - FDA 38 it 55 48 14 #1111 3K A2 Bl 42 $2
2 25 I /E F 7 (continuous erythropoiesis receptor
activator, CERA) > 1B 2 Il L I 32K Ai7 i il A -
[H252 %% I - KDOQI guideline 7435 - WIBH A
AL ERAE R - AL B ARG TR A E T
1-2g/dl!

R 7> LI K A2 B SR 0 A BILE T - A B
FEZ R T AL MMERATREAIIE S » AFAE
B2 I/ NV AR B B R ~ I P B A ~ 1fin
ERBNMEE - EMBRENRAS L &L
T 3R A= 1l 38 04 (5 FH o {5 111887 5 2 1 7R 7] 3R 10
(angiotensin IT) 5z IE B 3% (norepinephrine) 1
RUR SN » B2 (endothelin-1) ¥/ » T
s RS A0S > SR H AT A A R 4
i i 11 35 FE FORL MK AR Bl SR A R - (3R T
e BT I AR 28R AN 22 A1) o AT ER A= B3 th g g hn
I/ AR SR s AR R s R Y R A
M B3R > Il — S LB NOY AL 5 5
A A SR 5 RN 1 v LA e S i %
NI o HIME R SIS o 12 Ll 5E
FE SR o BET AT R REAL IR AF R 3258 A e AR
I F ZE sk E ARk AR L R 77 S AL

H Bl AL M Bk A2 B 3R 06 5% H > 20124
KDIGO guideline 23 » 12 1 & i fis AE M7 HY 95
A o B I BN 10g/diRE > BRI AL &
FHPERA R ~ Z AT ETER I S ~ i i
B TARLIMER A= Bl 32 B mba ~ DL & IMAAE AR
FAREME R A T B IR FALMMERE R - H Al
WRAEBEEE LS =2 B TEE hmm A

BR%y

e 1F I €0 3% 28 TE A B A B2 IR o 2012
fEKDIGO guideline thi#i - #iE CEAENTH
WO o B I R AE 9-10g/d1RE - AL MM ER 42 5k %
A BRI {E F AC8E G 1 £ FR R 9g/d I ©

2007 % KDOQI guideline 234 & I A 12 14 &
BRI ELEE AR ENTBLEESEMTIE » Mt
FRIHERHE 11-12g/d1 > J65 EBRAEE 13g/d1
MAEKDIGO guideline th 72 341 I BR A4 5 S8 1R 1%
I 8 35 AN 36 13g/dl o KR 52010 4 — /& meta-
analysisfiigmantid > MR >13g/dl g MFE
FEAR ~ DUR A SIS AR T R REAs 44

RLIDPRE RN R EARR (EPO hypo-

responsivenss)

ALIMLER A Bl R S HEAS RAARDE - thst @ 2
AEBH HUM: » KDOQI guideline /& £ 55 & #35 B #
Fo 1% o FFIEERIRES T 450 U/kg sl K7 T 1 5300
U/kg 1)y #E 75 it #7522 H 2 4L & - KDIGO
guideline Il & & initial hyporesponsiveness % 2
— i A IRIERE B ANFIER - ORI L
F 5 acquired hyporesponsivenss % 1T [Tl {2 32 £2 E
(T S DL SR AR HE R o ¥TRLIMBRAE
RR A BLBUERR A A B RO I R
FIPE T A my b - HoA R 29 A AT REA B
St A 8% B A 795 (cormorbidity) X 8Y & /& &
F| B IR 52 2 ORI R E T 4 o

FEERLIMER A R SR A R4 R4

— ~ ARESE R Z ¢ BT IR A R
AERE A2 i EER R KR EE R
w1 40% » 2 HUEE SR A ferritin S TSAT )
Bl (K MY o B ERTOEEEI% - m A
RRBUR I 1 32/ NER B I - AR ME #E
{KTSAT » IEH sTIR > {H ferritin 4 1 » BLFE 1R
U ¥ Z F%iron-refractory iron deficiency anemia
(IRIDA)* - H fii % B AEIRIDATH A & L - A
TMPRSS6 £: K285 » A3 e o e ML RS 8 (H 5K
B3 R B 1 2964 - TMPRSS6 (Matriptase-2)
e — A R R g > 2% REUAE I I
£ EfER & o3 A L B hemojuvelin 5 £
H » hemojuvelin 4% & 5t & BMP I co-receptor *
AT SR » BMP A 5 3 i hepeidin 3 [A] # 5%
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1) B EIG ALK > G 2R Matriptase-2 5 & 111 il
hepeidin Y A2 Bl S o {EL 2 I 56 K] 5% A e 88 Ik »
1 ¥ Matriptase-2 2 3 ik Z > 2 1M & & B
hepeidin @RI - EEEEFIAAR - 1=l
$15> TMPRSS6 £ 3 £ifi hepcidin S $8 & 77 1Hi 1) 3%
LR HITEAR R -

T~ BERR AR BI2ERE - ERFEERZ 1
EECR IR E M (megaloblastic anemia) » HEf#
iR Z RN 2 78 E A Rk - #E AR B121k
Z F BE — S AR 2R 2 Y RH R AR A
{EKF- (intrinsic factor) f& & #EA R B12 » A9 FE
H 1 — LE 155 T 3 95 97 3 I IR A e B5E (malabsorp-
tion) G RH °

— ~ Angiotensin converting enzyme inhibitor
(ACEI) / Angiotensin II receptor blocker (ARB) :
Angiotensin 118 (¢ # £ If1 Bk 4= 5l 38 8438 »
renin-angiotensin system f 8 [y 1 &) {11 > HI]
2 BRI ER AR Y o U HAE ACEL 1 HIIRE
Ac-SDKP 81 [K -2 BE HT N » & B s Al
MEAEMIEIAR 21 = 9% > ACELAHRLIMERA:
R HNHINE AR BT g -

DY~ R/ 8 2 IRRE © AR SR - SE AT
95 N R H ) 12 1P 8 1 D00 B S T R
IF > & U5 5 Y 5 MR & Wl B hepcidin
KBL - FHNHRL MR A= ol FR ) & ke S g - b
JeaEHE - MR AR TERE ~ Al DU
A RN IR IES A FHRRTE *° o ARG thdr e
AL R A Bl R 12 52 s AL EE T 70 i > B ASAS
UG R R RRIBR B! o

T~ ERAARE ¢ SRR MBS ET A
JRHTIR A (KYV <1.2) » RLIMER A= B2 B 7 & A E
H 12 %35 #7 (dialysis adequacy) 195 A & L BHEA
{56 #5052 o oM BBl - (i F 5038 BB TS
(high-flux) 1K & & 3% H7 15 (low-flux) 1~ 52 B AL
IALBR AR 5 S AR >3 o {58 PRI /D S ol 28 % I e
HHMEILEE (TNF-0, IFN-y, IL-6) &£ R VIR
3% 11 (biocompatibility) BCEEATE TR (ultrapure
dialysate) th 78 B {5 FH AL I 3K A 55 58 1 I e i
1§54 o

JN O VAL I AEENT AR A A RS
DR o SR RELREE AT B AN S NE s P 25 55 R

ALIMBREEARANE IR > SENTRIR @ > 202
BT RKSZEU LRV G (AN SN ~ WEE ~ i
oK) - #EE A M A -

L~ BIFIRBRTUAE © B AL R Al REAH
M A 5 PR A2 F2 D (calcitriol) 525 & calcitriol
AR AL R RERH AR 2 - 718 1 B s
ARIE T calcitriol fik Z 72 &I FFAK IR U 7
Wz— - 59 fEENmA L 37 % R
o e BRI PR TR IR & 11 BERRAE L (osteitis
fibrosa) » € M F2 ARG EE » ALIMEK AR BRI =
e T Em > -

J\ ~ AALIMERFAEAS B (pure red cell aplasia):
DRI SR T IR A2 1 3 5 | L ) B8 A B T i K
AN RRIRD R » 584 N 5 & RO A ik
% & H'E B4 (aggregates) FH UL H #8 BT AS 1
(self-epitope) i& 1L BAHIE » JC H 7E Eprex i ] 5§
A # Recormon 2K 25 » FIEE S B HE FEY) (pre-
filled syringes) ¥ 53 F B + B2 T {4 & th EL R AR vE
W BAE - MK a2 IR 25 A1
SEVIRICHR LB AR 98 A\ & R BTERL 3K
AR » MALAGE TR ZE 5-6g/dl > IR
HAEIRAL M ER B/ S 10 < 1071 » H BRI
/BRI R o i R A A S AL I
BREFREMIABRZ. - fE RE 32 7 il Hp B BUART il
BRAERRDUHE o 16#E T SR S (AL ER A
REIIBEA » Je DUl 2R EE o - S il
74 ] FH R[] % 1 cyclosporin &5 ({5 FH 8 BE FH -
B B E AT IR 2 B A R o 5% - W5t
it B peginesatide th Al LI ZRIAHE ©

JU ~ REVENESE « E MR E A R
FHER R MR EGE AR - S 55 IR M Bk 2R
PR ELE > BT 3K AR Bl SR 4 <2 2 B S
1 hepeidin FEEAE 58

T BEAR EENWAT  EHE-
B E BB A R (protein-energy malnutrition) A2 14
FRWE RN - M2 BB R -8 RIE R
#¥ (malnutrion-inflammation complex syndrome) *
AT - ARl 38 JOIRREAIE 2 IR REHY i B
S T A S FERRIRL LBk A ol SR 1 S e 9

T~ MR T HRIA ¢ RSO BN A
o TR MG MR T RN JCH R
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B RIE(REEFE (myelodysplastic syndrome) 7 22 5
K SERRL M ERAE R A BRI OB IRE ]
KR -

BIaERYATSE
— ~ Peginesatide

Peginesatide (Hematide™) /& — & & Al 1Y 5%
S BENERR - A DUNTRL Bk A 5l S8 257 g il &
HAE A RIRT K A B RERE > &% FAE 1996
B HNEBEAE &AL HUR
TRTE N (epitope) » FT LAAN & 51 EE A BE A A BT
RLIMER AR E R BiRE - ARG A AIEH O -
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The prevalence of anemia associated with chronic kidney disease (CKD) begins to increase significantly until
stage 3 of CKD. Erythropoietin stimulating agents (ESA) in combination with iron are required for optimal manage-
ment of the anemia currently. ESA hyporesponsiveness remains a marker for adverse outcomes, and iron deficiency
is the most common cause. Main factors that contribute to iron deficiency include inadequate dietary iron, blood loss
from gastrointestinal tract or during dialysis processes, and impaired iron release from body stores that is unable
to meet the demand for erythropoiesis. Chronic inflammation enhances hepcidin production which accounts for
the reticuloendothelial cell iron blockade and impaired intestinal iron absorption. Ferritin, an acute phase reactant,
measured clinically is influenced by inflammation with CKD. Therefore, serum ferritin level>100ng/ml is recommended
for patients with non-dialysis chronic kidney disease and >200ng/ml for dialysis patients. This article reviews the
pathogenesis of anemia in CKD, the diagnostic tool of iron homeostasis, the role of hepcidin in regulation of inflam-
mation related anemia, and the newer strategies for correction of anemia. (J Intern Med Taiwan 2013; 24: 278-287)



