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o CHIFHIMIR HV) BE(CK->TIIZRIINDIFED—DICHAGOKEIEMN
HMONTUNETH, HOV BENRTERERBICOLENZONITSBASATERAT
L.

o SH. CENFREIAMNIABEREICLLIZBEBOREALESH/MEHER FLRIZK S hepcidin
FEENSIAA TOF7—ENEELREZRELF L .
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1) HCV Z w3 7 EAVIMEE A b L R 235 2 L Sl s & 72 > THABLK F CREBH 23& AL
INDZ LI ERBREI R LT AT TP (hepeidin) M OB THEN AT 5,
hepcidin 181 A L HEH # X 2E, 7z R—F> (FPN1) ® & OFEAIT L Y FPNL % 45 i
~NFHET 570, hepeidin FHLO FHI1EZ FPNL LUV KT SEMMED O OBEHEH 2 BN &
b,
2) HCV DOHIERA & o R 7 B OYIWHI @< & U o 7 a5 7 —8 NS3—4A 73, FPN1 & Hideihsy
ZY)kr L, FPNI BEREZ IR T, RIESED Z &I L 0 ka4 Bl S5, FHlig~0gk
DR EREITFREFNRADIIEY 27 D—>Thd I Enb, I ORI
ST BT B ERIE DRI N A Z E SN E T,
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C IR T A VAL 1989 FFIZ R AL S 7z I AREERNA 7 A L AT, i ~D &MYz L
JHRE 22 OB D JRIA & 72 0 £, C BUTFREZIZE T 28R, MHFliE~DekE X
IR F BN TEY , @BEI 28k, B8k (1) A A 2 IXMAEN OISR FEFE (reactive oxygen
species; ROS) DFEAIZIES G L, 7=V F NI L > TAHELTLE Raxv 7 UV vidfE
EIRERE DNA (BEZSIEZE TN TWET, LLARNS ., ZOFEEMRy 11
FZOWTII IO STV ER A, AFZEIERTE I BT STV 720 HOV
YL TR 2 8GR O T OMRHZ B & LT LN E Lz,

HCV JE& G 3 X OVHCY core-NS2 & & BIAMAR ClX hepcidin mRNA B EFH N5 E L
7= (X 1A), Z® hepcidin f55FFHEIZIHBVT, #2E K1 CREBH 2% hepcidin 7w E— & —72
(7 T2 < BUP6 7' E— X —IZb#5A L (K 1B) (BMP6 %41 L 7= hepcidin OFFEREE & B 712
R U FE Lz, HCV JEYLMIIE Tld hepcidin ZBITHEIZ LV FPN1 A DAMEER A LIV ET
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23, HOV JEYLHfEds K ONNS3-4A 7'a 7 7 — B R BUHIIZIZ 33 T FPN1 O 478 723 hepeidin
EEGFMHRE SN Z 2R LE L (X 20), 5220 FPNL Wi 23NS3—4A a7 7
—PBIZL o T ENT=bD0H D Z L& NEKiRT I BEFENTIZ L VB 5232 L, FPNL O8Ik
IZ X o THIKNEERE OB A 7= (K 2B) & & 55 FPNL OSKRERENKIFE L2 &2 5
iz, B &~ 2O FPNLIZMHEMERE <. B FB IO~ 7 A FPNL IZNS3-4A a5 7 —+F
DTN HEm LU THEET D (K 20), ~ 7 ZFlE~D HCV Core-NS2 & NS3-4A DIEHLIZ
XV FHNFH hepeidin ®FHE (X 3A) & FPN1 O8I (5 3C) 24 b, FFgciZz~nvy o7
J—Yuft TR & 72 B8RS DSHER S L7278, Core—NS2 M TN NS3—4A DILRHIC L Y X 5T
ParEEN TS Z 2R L (K30),
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ARFFETIE C BRI AN ARG XD 8ER-OJREIN & 72 D/ alkA L 2ick 3
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SV AL ORI AARIE 2014 FRICEHEMER BT Y A VASEOBILIZ L0 REMICm ELE L
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RSN D Z ENMFENET,
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*1  hepcidin: BIZHFIECHEAIN DT F RAR/LE L THRRERO FPNL (IS5 2 LT
FPN1 O3 fiEIZ i & £9°, FPN1 & & HICBMGHOEFE 2 BEEREH 2 R L TWhET,
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PLOS Pathogens (DOI: 10.1371/journal. ppat. 1011591)
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Role of hepcidin upregulation and proteolytic cleavage of ferroportin 1 in hepatitis
C virus—induced iron accumulation
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1. (A) HCVEL: - FERYZMBT D hepcidin mRNAD ELEL(RT-gPCRIE). (B) 3> k B —JL(EV)#HAE. HCV
core-NS2FIRMMAZ. HCVNS3-5B2 H FIRAMAZ D hepcidin mRNAD LB (RT-gPCRIE). (C) HOVRRE - JE
AR OBMP6 7 O E — & — ~DIZER FCREBHDFE S ED L (7 A< F » & iLiEE).
Student’s t test; **P<0.01, ***P <0.001.
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2. (A) HCVEEAMAE., HCVNS3-4AF IR COFPNIZE H (FRKE). FPN1HTH (FR2<E)(Western blot
7K). (B) HCV NS3-4AFIR - FERIFMIE COMPBEANFKEOLE( A X207 vE2A4K). (O bBLUT
7 ZFPN1DOYIMTACH AL D FPNL T =/ BEACS! O FL#L. Student’s t test; *P<0.05.
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[X13. (A)HCV core-NS2ZE H. HCVNS3-4AZEH. HCV core- st+N53-4A$E|%‘éEE,7HJ7«EH@L ;%H%
hepcidin, BMP 6 mRNAD LLE(RT-qPCRIE) (B) HCV NS3-4AE AR IR <~ 7 A FFAEIC 17 AFPN1IEH (57
REE). YIBTFPN1ZE B (FR&EN). (C)(A)D < 7 A FFHERRD ~ L U > 70 — B ER. Student’s t test;
*P<0.05, **P <0.01.



