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1% M 95 %% Il Canemia of chronic disease,
ACD) 2R T s Bk ME 2T 1l C IDA D f9 fei WL 2% 1
KETHAEZ BERERENZMER. C&IUE
Bl ACD F 222 i A& 5E 40 i X 7 9K 3 5 250 4 i X
FEEHAR & A R 0 40 & AH 4 A 3 5 S5
H LN A AR CEPO) AH X sk 2> DA I 21 41 jfg 75 i
M, A S BRI A M . B, ACD Ak
E PE 4% ML Canemia of inflammation., Al), T 4F
WEFE A AL T 32 24 5 2R AR Z5 AL Bk 94 A 21
Z T A 41 6 5 A O, SRE A0 B R -5 S T A Ak
& hepcidin ¥4 2 78 AT KR HLHI 5oy 8, BlLE
R TA & s LTI 58 3 &

1 ZEWEKBEEFFR Hepcidin & O H1ER
AT B 4 R 43 ok A PG PR . B s 1E )
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TREN:RRE ML, ZHERH., PEAEFHZR . LTI IE
R FR ik m ER R iy P 248, 1985 F L F T
LEFKREFZ2 . CAEHARTFTLEMUHAER . TLEARER 2 E
b mER, KRN FLZBERTT, LR F @A ik hi

MIERHRE . hepcidin & HAMP J& [ 4 15 32 %
P JFF 240 5 1 B 43 WA B & A 25 A SRR Y IR B
REFRHEERENZCHEYHEF. 50 L
B 240 0 K [ Wk A R T ) B R kR R IR
Bk 35 7 1 (ferroportin, FPN) 45 &, 51 2 J5 & N
A R A o DA T 00 T 7 3k 2 e e I Wk 40 L R 4
PIER RIS BEAAIL R 1L 35 4k 7K O, 2 i 7 B2 11 2k
PRIt M 45 7. FPN J& H AT E 280 9 M — 1 48
L Rk i 1438 18 25 11, 5 hepeidin 455 WALIG B
I 200 6 P Ak i a2 A 0 A0 L 43 W hepei-
din, jff — LR ERIE R .

7 JHE 40 B hepeidin 33K , 5 1 2k 02 W FHE1E 25 )
B .. A 24 AFES 1% 5 3 42 08 5 1 IE
Yl hepeidin 35, ALK AT F) F Bk 19 2 55 L 20 40 Mg
T I P AR B DA R 4% i 40 it PR 4 L il ik MAPK/
ERK 1% 4 . BMP/SMAD &4 fil JAK/STAT3 %
AT hepeidin # 35, H B JE 5 & 11 (bone
morphogenetic proteins, BMPs) Ji; H 2 BMP6 i
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iT BMP/SMAD i& 12 3 i hepcidin 19 ¢ 3%, J&
hepcidin Fik i EEZ M TEE T,
2 hepcidin 5§ AI Tk

Al BA 4 A W35 B4 . 3T 0. 1 3 2k K F 08
& B WE 40 i 2k BE 83 LA K EPO Jz B3R B, Il v 8k
IRV B AT - BE A0 B Ak D SR BE AT BB B AR
2 HHMW L. BIA R hepeidin 78 HLAK kAL 85
AR F AT AR AL R G EE . S Y
LAY, B 5T hepeidin Rk 5 Al MR B R R FE
W], %15 Hepcl cDNA %% JE A B W] & A4 ™ H Y
IDA ; Roy 25" #) € DU 34 2 J8 15 1 hepcidin % 3 K
N A NR R AR B DN 2=
FEk PR PE 2rgn i 2k . B RN RALUREER
5 240 A L B 17T S U 248 P 4 A X Dk 20 5 91 28 21 41
Jiieb=Eiey Wi T R R (ERARES ) DD O A 1 DRSS e )
4 FE S B 3R 4G hepeidin #% 26 B /N BRUEHH (W] 1
2T 88 VR B IE R /0N B LR A A Ak B Y AE /N R
I 3E EPO 7K ¥ & o 1B 5 780 il b 35 i 1E & /s B
2T 20 M T E ] J 3 v AN TR O 2T 2 i s R E
IR T,

[ B, Sasu 25 R #1K 6 i FCAF B 3 5 Ak
AN knockin A 2§ hepcidin %t P Jy ¥ il & & % 356
hepcidin /)y A A, Bifi % 1L 7 hepcidin 7+ &, /) B
I3 Bk A [, 52 81 8 19 7] B KO FRRAIE . hepei-
din B ERE/PREEREA LB L WBLIE R/ 41 M AL
{0, ZF 0L X AR EPO 38 7 oW i i, 13X 21y
5 AT Rk dE & M &R, #F— 2 0 H & 2% 7
hepcidin HT{& 1 F1 hepcidin 4b 3 8% 5% F 31 4] hep-
cidin mRNA &3, /)y BB R B SR EPO Uk
PR, Z A AL IE™ . R hepcidin FHi& o] S8 5
AT FH [F] 1 32 80 7 8 S kAR 25 6L, M il hepeidin
e IEX 2 AT #2245 4k, 278 hepcidin 4 AT & H§
WLl P EZEA.

3 Al EERIEMIEEF R hepcidin 7Kk B £ 18

=

I hepeidin ik F E 2 7 5K F AT, Al
B & % i@t IL-6-hepcidin i iZE £ 15 % hepcidin
G n, 55 A, T A AR TL-6 4K & A2 T
hepcidin mRNA 55, 1L-6 £ K& MEIK 8 5E A
(bone morphogenetic protein, BMP) % ji& & & 37
Hepcidin 3k 1) ¥ 4> 3 22 40 i [ 7 K % . BMP Fl
1L-6 433lid@ i 5 hepcidin J5 3) ¥ BMP Jz )i o £
(BMP-responsiveelements, BREs) #1 STAT3 %%
447 5 (STAT3-binding site, STAT3-BS) 45 & 4
7 hepcidin #5391,

HOLAE A& AT BB 0w A 45 e gL PR L A
B o P VE B R 08 M D) BB o 0 g MO DD RE R
A TR 1K SR g 1 3R AT 2 BN 1 R RE e N 1Y
HRAE L 2 PR M 40 11-1,1L-6 , TNF-o \BMP 7k

Tt IF R A R 2K TR . AR Ml B
T4 2 WL 4 RS ] 1 9 RE PR T AL 4G KU
PRI LR AEVE B A AR 2 kMR
JEUT O R EE R R A . AR R
SE 2 B0 B 9 mlObR At A T 3 40 i B KO T
1= IFIA A AT R 5 3k 2 5 e SRS A & M & A
A BN 2 AE AN FX A0 )] 320 A I3 M. Fer-
rucci U HFSE 1 343 HilAERS 20~102 % gy i@ A
T AR S 40 M IR 7 KO, 25 SRR AN i RS
fa] 4 N 1L-6 . 11-18 . CRP 4 4k & 1 JR 55 R AE
YA M KPR . Kleijn 480 B 580 T 32 0 &
s R IE I M A FA T A7 TL-6 7K | R Uk
G-Iz ¥ 78 [ (hs-CRP) 7K - Fl AT 355 M i Jeg IR S8 ] -
1(sTNFR-1) 7K V- B & 55 F 4E 3% 1l £8 3%, 4% 4 400 ifd
B 535100 &AM S AH DG o AOE 40 i R 3 0
A E T2 A5 hepeidin 7 5340, 1l &
IR T e
4 5K PR M AT 20 B A R

AL AT RPN IE 40 M IF 6 K 2210, B & 2
i T R RN ARp 2 B ] JE 4G, 2 I #F — 2P &, w AR Sy
ANE: 1 N [ e R - = R e s | R 75
R 3 2 1 R R DA L - R R 40 40 i e /D L 4
RISk 22, 3 S0 Yy R SR B Al A R St 45 L
¥ IR R R E AN, BB LR
FEL 24 16 AT ) P 208 2D o e A Ak IR T 1 A8 B A

hepcidin 34 & & 5 80 AT 0] F) 2w D i 2
JiH . Hepeidin 5 48 7 Wl R 2 40 i fn s B B
I 2 A 20 A IS FPN 455 L (i J5 3 o AR A 2k i o
T 3B OGP, 5 B A% v AT i FEE BR Ak BH B A S B
TR kA 2, BRILZ A IR AR R B AT B
T iR R AT RE S EE M TR M &
J& # iz % -1 ( divalent metal transporter-1,
DMT-1 )4 %, Burpee Z:“" %] Western blot
mRNA § 34 4-Hr JLE 5w T Bw B H T 18 #i iR
TEARIARAS S & B A BAS B BT 100 AR 2 HC i 266 5 20 g
mRNA £ 35 T6 22 51 . B A A 3% 101 28 2 /) i 40
FPN /K P AT L& H W W &, R FETE
4E Hepcidin ¥ 2 WIKiE 7S 578 P BR RIAE R
I % 4= . Brasse-Lagne 58 LIt fb i) N2/
4 il (Caco-2/ TC7) W 5% hepcidin 52 i 5 iz i &k %
W AL 5 & B0 7E A B3] 5T 98 [ A, hepeidin 4171 4
Caco-2/TCT7 21 8k &% iz 52 57 12 4R 31 M L 78 35 2 4L
e KA A% e B 1 AR5 DL LWk A, Caco-2/TC7
40 i FPN & [ K AL e84k, i DMT-1 & [ 38345
D] B S R AT 7 5 B A R B T 4 P A 5 Al 3R A5 [F]
FEZ5 3 . hepeidin 38 13 72 & L AK 381 19 & 1 [l F% i
DMT-1%, gk 2D /) g 4 W i
5 Al 5 IDA B A E & 28T hepcidin &

ik 4 A 48 it DX A1, MLAK AT R 8k 2 5 ok
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AR ARE: |/ Bl (S 2 e N = o 1
hepcidin F35" , HE B B 21 40 A 1 1l nT 4% , 28
ok 21 A 3 I AT A 28 B AR (5 5 TWSGT At GDF15
T hepcidin K7, 5 42 0E 40 i R 738 1 15
5 STATS3 #f2 1k 74 hepcidin mRNA FE ik A[H,
= FEZ H5E 4545 % hemojuvelin(mHJ V) /E
Fi, i 35 BMP-SMAD i& 42 # 45 hepcidin 3 ik,
STATS3 &4 S hepeidin # i3 BMP-SMAD &
BRI R, ) Z WA 8K . Theurl 2757 fiff 5%
IDA AL 1 AI/IDA #5 %Y B E 41 2 hepcidin 5%
SERY LU S Sl AR A I A AR A 56 3 B i 2
1A mRNA 235, &5 58 AL /) BUNTF IE % 52 1k
STATS3 B i 4% £ ,SMAD1/5/8 # iz fk & hepcidin
mRNA % ik 8] & 3 Jin; IDA /N B IE 8% @2 1k
SMADI1/5/8 i /> ; AI/IDA /N B BE #% B 1k
STATS3 3 £ 5 safi Al /MR H L 2 5. =
SMADI1/5/8 #§ 1t & hepcidin mRNA 235 8] &
T, R R AT B TR AR Rk
AN RSN RIS IF EIE R IDA, AL #2351
i hepcidin 7K VTt , B W8 W R B B 40 g
RO 0 51 AT/IDA 4 Al B & 17 hepcidin
TRV B S REATK B W R AR PR A W 0 L R Ak
W%, U AL 5 IDA 75 hepcidin ik 19 & 12
ANTA] Bk = 155 5 1Y hepceidin 3R 35 Bl IG AT 396 5% R
510 hepcidin B # ik, Al & Jf IDA B 22 1L 5 32
T Z R = R R,

6 EPO RERERAMMEGIGESE

IERAEFRE T EPO F£ik 54 4 &5k 1 fn
ML K2 MAH G, Bl 35 I & , 1 21 25
WEE TR EPO X480 E 7. AT BN RN
EPO Jz i iR 8,7 LA PR X OH X+ 4% 11
PR LA A B EPO AN 2 @7E A [ EPO ¥
BEAF R o 2l 21 40 M 3 5l I VAR T .

Bergamaschi % #f 5% 152 BIZLEE B E .8
iF 4 Log (EPO) X IfiL 21 25 1 #5437 26 v ]
H . LIRS % 4 B FH T Al 235 EPO 432
mEY, 11 pifEa AT WEE LN y- T EK
S8 S EPO 7K S DU AH X 5 A% i AR B R
JE LWL 5 WG =2 1 (O/P){Y My 0. 600, 26
e FAE AT B FHM 098E£026 ( P<
0. 001), FINHK Al #F EPO A A X > 5 11-
1. TNF-o %5 28 M 5 1 A OC

Al B AR R AN M 3 5 L J .
AN FR R Al 40 R4 7% (BFU-E.CFU-E)
BOEH B Wk b, S R 41 i B IFN-y #
TNF-o WK T A K. TR Al 240 R 5
7 A BB T 38 A 3 % 3R 5L AT H 3 hepeidin
TRV i AT B A R 4 R Y . EPO ¥k 4
1E »hepcidin ZEIk EPO /K1 4 & EPO K- 4 14

T AL AR T OE . R B AT £ & A5 40 %

EPO Jz iR 5
TEAE A I A8 3, S8 AF 2 b Bk ™ B H i 7 EPO

KT s AT B R E S ™ L vE EPO

TP . 4 7R 7R 48 0E M 2T 1Y L. EPO

IRl AT E a3 AR . EPO 1R 8% ; Bl 2 95 s iF

AR Sz ) [R) SE 4, AU R2 AR Wit 2 EPO fig 7138 Wi

FEU LTI BB
Al B E LM A A sE B0 . Bedl , Mitlyng

SECT R R I O AR SR AR B R R PN AT 4T

0 M A7 i 25 R TE B AN R AR M AT AR

HHL MR R AR, KA 250,

JE 2 A0 i A i AU B A L B R A T A AR

fICHERE b At AT B9 & 2B e EVEH .
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