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F1E HAHHOER

1—1 ERAICEIT58505EHEE

R H 72 N OERNIZIT IS LZ 3~5g DERDBTFAEL, ZDHH 2~2.5¢ (FAR IMER R E DR ifn 2R 1fn. 55 D
AR~ EZ e U U TIEET b, ~EZ BEUAINRKRNIA~LE AT, BREOBAMER &L, fid
BIRN O KRR~ DOEESE OEMRE T, FHHIINICHA~LE A THHIF 7 VB MFEIEL, RN ORESE
DFFEH >TSS D, R RHIICH =2 — 0/ BE s WIS LE ANTEEL  HIRRN OR5E Z2 R4
HEEEHSTNDEEZLN TS 2, BRI Z<OBEEICHLH SN TEBY, RERREERELL T~LE
HTHLT ha—L2HHE, S/ T AY — 2 G S X FREBMEEARHDH, ZNHDEITERAND
B8 TCRSIC B> TEY, — 8IS ba s RUT IS BT AR OB SR TR L TR LYY iR ki
FY ATP ZEAT D, VARRXZL AT NRIeEERS HER BRI IEORESE T, DNA SRCBED 5, ZDdH
(. BRI R O, FR(LIRICSUG ATP FEAR IR A A2 DS FX ERAMIE IR A R SR
Thb 9,

1—2 BFHKOEMN

FRITARICHAOMEA R THDHA, BEIZ2 8L Fenton &% I L CHEEME O 58\ E 1 ik 5 Fl
(reactive oxygen species; ROS) DA&RAEL | Ok DR EZ 5| i J, Bt ~Er/r~vh—T 2R
OB T EITITEBIT A TENS, SRBFIEICEV AT TV IR E L LR E B RIA, A2, B
DRIRFEREIR TE ., MEARFEREIR PIERE RSN TND 49, ZOIED, SHTRIEIAEY DO5R‘EFITHR 5T
D BB EEDNEYUE OB INA 5| SR EEME RS TWS &0, Fo, B R AUE RIS U
TUE, W Ek A & M 25 E T 5 TREMEL HE STV 8,

1—3 HIEBELLDHDRIRD AH=X L

BYHIZE NI E IS THHD, —FIEANLEREL TIFEL TS, Wb EIC+ G
MHYINEALD 9,

EHEEETHD Fe(lll) ITHBRICL> T8 kS, + 246 Lo+ 4T a—24 B
(duodenal cytochrome B; DCYTB) (2 &~ T Fe(ll) (23 jo &40 T, i 4 J& i 2% 1K (divalent metal
transporter 1; DMT1) (28~ CHy E RGN IZEDIA F4D,

— 7 ~AERIE, ~L% U7 —%8 A (heme carrier protein 1; HCP1, proton-coupled folate transporter;
PCFT LHIHTID) HDOWVNIRINRZ BN E I L T R A b= A2l TRIIAIZEWIA EN S, HY
IAENTZADITA D A7 —F (heme oxygenase; HO1 3L HO2) (2L U~y —Fefl iR 35
BLOFe(ll) 123 fESND,

SR OGN ZITE Y, ~LEROLEIE 20%FEE Th D, + il EEGHIaICIRVIA EA- Fe(ll)
X, vy U EATHAHRY rC #EAEA 2 (poly(rC)-binding protein 2; PCBP2) (2 &~ T AL A o> Sk i
EART =R —F U (ferroportin; FPN1) ~E#E (XI5 10, 7z mR —F AL THMRMANZ H 72 Fe(l) 1,
FEJEE_ED~7 7= AF > (hephaestin; HEPH) H 25\ LI /L e~7"5 A3 (ceruloplasmin; CP) (25—
THO Fe(lll) &720, Mo 27 =V (transferrin; Tf) &G L CPIMRA > TP~ S IR, SHIZARTE
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BB A~CETND (X)),

1—4 \BRRICEO>TIHA VLS5

HEEDPOINESNDEITT HBEZE 1 mg THAHD, ARMEKIEMIZ LB ESINDERIX1 B 25 mg TH
0, BV, ZOTD | MM EREEO K TN RO~ o0 7—2% N LT YA 7V - AT
DL THHGEN T D, EFELTZARIMERIT MRV 200 HEEVO RIS THRANRO~ /07 7—IIC8
BEINTWD, BRESNCRIMERILT 73— AN THfRES L, HEEEL 72851 NRAMPL X° DMT1 L\ o7z
FERIC > THIIE N~ Lk SIS, MIIREWNIZ AT Fe(ll) 17 =R —F A2 Lo Tl flash~&
S, B TAIAZL ST Re(I) IZEbSIVC T EREA L., B Ri~EEIXND W, B BEOARIFER
XN T A7 2V 52 54K (transferrin receptor 1; TfR1) Z @ BLL TV, Fe-Tf ZBEANZHIAA T~E
rae AL, Fii- 2R i ERE 1ED 3 (X)),

1—5 #RARIZHST2808E

MR N THR o728k, Fe(ll) DFEFETIX ROS OFEEAEZEL TEMRRD T, ST E A THH7 =T
UANETEIEN TR EITHENESND, fE D7 2UF T H & L OV T 2=y "R & 728 5T 24 Bifk%
FERRLTERIRDE R THD 1D, 72VF 155 F-HT-0ERIHK 4,500 EOERAA L DA TED, AN D
PRIARIETHE, 72V F U 1E NCORE LUVVWEAICE-> T Y —ATEIEN TS, gkaiian T
BAHSNDLDOEZEZ LTS B W HfE 7 VT3, SR ZIREETIT H 8B L o7 =V T
> MRNA O 5" {AIFEFH AR SEIR I S AFAE 9 D8k E =1 A b (iron responsive element; IRE) (Z &kl 4812 1 (iron
regulatory protein; IRP1 JL T IRP2) 2356 L CRIGRZAMEI 427260 | FEELAME T 9%, Wil SRR i
T IRE 2°5 IRPL/2 DML DT FEBLAE L<EEINT25 19, MR MMIR ) HIXREENINZ 7 =V F 2 2355k
SNTNWDI=8 | MIEHR D7 2VF L D BIIENORTEER D &5 LT 5 19, 7035, IR RUTITHIR
I RUT NORRNL RGN T DT OFFRIZIha L RUT « 7 2V F U AMEET D08, BRIREEZFER Tl
N EFBLL TD 1,

1—6 (KN SKENHEE D HilfE

MNBRIZIE, RN DREEN IR TIOSZHEH T A L B BNTFELRW2D (AN OSROEIT A O, §
OB ENODOWIN DB Car ha— LS TW5, 77205 SRR ZIRRE TIZERDOWI DS EA-L
W ERME FIR BE TIEER DY PME N 32, ZOHENZIX, D72aeh O BN TR o Hiskis
&, Oz P LU= 2E EOFEIHE D2 DL AR H D,
O MENEED DR AR NI S A IRDIA T A AKX DMTL Tho 18, SR ZIRAEIRIE SR (B 1) Kk
RETIE. DMT1 @ mRNA O 3 {AIFERIERBEIHUAFET D IRE 1T IRPL/2 3B LTI A7V T M2 iEql
S, REARINSE D, W12, SHEEIRRETIX IRE 75 IRP1/2 2341 TC, mRNA 23RS CRIMME
5 9, ZEFBNT, SRR ZRECIEE SR (F 1) RAE CIHKRE R 5K 7 hypoxia inducible factor
2a (HIF2a) DFEENEINL . 217 DMTL =° DCYTB D7 10— — A fill L TR A B IS TR I
NS E LT HD 2,
Q@ 2HMEOEROHIEERE I, DD SN AEAGHFA T BT DO~T D PHL R 724 E
ZHSTND (X)), ~T TP 2000 24, 5O 7 )V —F 12 k> URERFHCFES LTRSS -
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2020 ehOA ., ORI 84 T /EENNHIRY VIRV RIAID 20~25 T /BT HEI T
SYWEND, SRR DDIZANT LV -25 T, FER I ORI - DSk AT =R —F
VERBEAL TRV ANV AEFHET D D, AT U OFRBITFAMICL o THEML, SR ZI12E-T
W35, SRBFEIRECTIIAT VOV ORBAHINL , 27 = ol —F v ORBZK TS, b
DEDEEDIN ZR D SEBH LRI, =707 7—UNb08O A2+ 5, —F7 ., $kR ZIRRETIX
NT UV OFEBMETFL, UL T 2R —F U O BN T, BB DO~ 7
BT 7= NHOEROHAE IS (K1) .

AT UV FBOTENIIIES 0 EHETD D Do TND, Teb 2 IE~E 7~ h— AR
H HFE &R70 A7 222582 (transferrin receptor 2; TFR2) I3l Ol |- THIARZTERLL
Fe-Tf ZMML ATV DORBEMRT 28 TGF-p A— =77V —IZJF T 25 4E 6 (bone
morphogenetic protein 6; BMP6) I3, #kE Al U TR ERAIR O3S i, Ao BMP 52 8k %
MLTAT YD DORREHNEED 230, AT D0 OFFITRAECRMERE fLIZ > Thf#ESh T
WD RIEVET AN AL DAL H—0AF L BII~T TV DI B A E LIS, MiEEERD sS85 3,
T JERGYE DB R ER D BEAR S RW IS T DRI DL & B 2 DNDDN, [RIRFIZRAE
PEDR IO FE/HEF LI TG 39, iz KEEFR (A 1) REECAR MLERE M D TCHEIIA~T TP D3
A TSES ¥, BIEOR 7 uI7 R RIMEARIMER EIE A L, BRSEFERZ 1R B B S T e
728 OFR M EREE RN IE MR B TIIAT TP ORBPME T L TRY, #hif 252 i) T e ThElmRIEL 2
T5 30 ZONSTIRREICIRIT DR IFER R DA~T D IR - O & LT BB SE K - (tumor
necrosis factor; TNF) 7 73V —(Zjg AU A7 =0 BEE ST ([X]) 374,
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F2F FBRIEMRR

2—1 SBBREEOWMSLKRE- 2L
2—1—1 ﬁ%L%IJJ‘(DEZFE’m%&HﬁE

RPN ER AN I LUﬁﬁ‘E AT HREC, TEERRYE ) [~E/n~vh—2 R S5 A~EYTr—
VALV G M“fb SHIZTERME SR | T IR M e s M | LWV GRS N BT %4 O HFE
DMl 2 EFE L CODBDD, TR _fiﬁﬁbo“%iﬁom%o

TP ROIAFOHGENEHARYE | ThY, EREL UL, TEBFEENICFET REEHETH DK 3 ~5
g ZHAT-BEEEL CQODRE |2 TEET, EBXDONZYThD, [~EI/a~vh— R | LI~NEVT
2= A FELLL [ERBEIE | IS F FNOHFETHY, WEFIIIT [ ~ED T a— X 1SN R MR %
HMCBENEREL CWAIRIE T, [~NEZa~h—2 2N RICEE 5T FE IS 8B RICE
FEL CODIREEEE RSNV TWDIGEE R Z VS, EERDERIRIZIHB W T, EBOIZRT 20 & HHEICHLE
FTHORMUZZ LWEAIELEAL L7225 TLED, 22 20 BAEDO RN B 95 FEME A « 1R PR AU FLAR A3
REEEAYITIEL | BIatE~EIm~ b= AR AL D R FEME SRR FIE O BEAEBA 3 HEA TWDHZEHHD |
NEIRT =V ALV HFEITA HD S SRS TS, T HE N R O Z 23R 2 FE - T
T A BN ERE L CORIT AU ERRIER 2 BT AT LT FEARMITIT RN EEB 2 HHTD | EERIR
BNIE AT T r— R 2 E AT HZ83R T T- REnEE 2 s 19,

2—1—2 SKBREDTE(RHRME-HGHRME) ETDRA

SR FE T, A RNEAHIC B E T 2B B F RO RIZESEIRIET 5 TR SR FIGE | &
LSOO D 22 Te R SRR EIE | ITREL2 1T HND, HFAYZEEE D S ITRICIRD Bl
TWDHIT RV, BIRF S COBRTEILCTWNEOLELTRIELTEED T,

JFE SRR EE O R & HDDHON, BEE~E7avh— VX | LI NDRETH S, 7272, [E
BT b= Z TR —OBIE XL DERIZI > TEZHWREZ R 01 Tl HEOpE
Z & Te heterogeneous 78R EIE CHOZLITIEEAE T 5 49, T4E, BiotE~E/r~v Y 2O EFEIR
FTROBERBERMYEEZE TAHIERZ IO EUIREABNREIEHESN TEXIZZET, InEZa~vh—T %)
DAFEIEBIBMEANEIa~ b= R 24T IHE 0L <o T0D, ITED MO LI, BintE~EIH
<= RAI5 DD EAE T (HFE, ~EY 2~ (hemojuvelin; HIV) . ~7' 222 (HAMP) | k72 A7 2l
4K 2 (transferrin receptor 2; TfR2) . 7 =m7R—F > (ferroportin; FPN) ) D28 B\ ALK T AIER 2 f5 3 &
FLHEL TODHORNFEAETHY, BIZIT 2 i BT AR —H2—THEROWILLMIE N TOER DB X
(6 4% 3% divalent metal transporter 1 (DMT1) 72 & D28 BIEFIC, ShlmREEEZ AR Z 0 MiESh
TWAHIEE LT TAIVMSERES | BISVEIZERRIL R D DTN, BAaE~EI/ R~ h—3 280 HEE

EENIRNZ LR DT | RFEMEEWD FEEE TR T BN AL D T,

BEE~NEI/Bv b= ZAOH THIRBL VW OIE, HFE O C282Y ZRIENT 5L D THY, Bk T
BT EROARRIIIEF ICEH O IENDI, ~EZ/a~vh—3 A type 1 LFEIEND 19, HIV 5 (~F
Ja<h— A type 2A) X° HAMP (~EZ7~h—3 A type 2B) D2 BTN 59 #EI T, HFE & RIZiE N
T HRABRD RV ENS E EOFIBREL S/ 2N b TRY, DEFEE~E/n~v =2 &t
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FEFRSAVTCUND, ZOfil, TR2 28 RICHK T 2IR BB ~EI/m~h— A type 3 EFEEALD, 2D type 1-3
DIFRENT ., SMREFAHEIN T ~7 P Z20b 0, HLLIEIAT VU U R BRI B 59 A 8y 1%
=N 5B FOERIZL->TRILZLDO T, SHERNTMEIGL THRELD LA REANT T DFHBLN
FBFLREETHE YN EH Lo | SRR IESRVREEE S 25, ZIUTKIL T, FPN AR
ELR - 2EEEIESAAEL . HEEEL CXFRCEEESNE/ R~ b= RITE Fi, type 4 EFEZNDAY,
F YO REME R R E BT DA T type 1-3 L1325, £7-, FPN 285 I RE 57 (gain-of-
function) 2 ¥ L gERE LT (loss-of-function) 28 S AFIEL T, JRRENN D L A>T D, 7233, FPN O
25 BT R AHEBN kL 7 = 7R —F- 955 (ferroportin disease) &) HFEME &SN B 0385708,
type 4 FEE GG L type A T T ZETHAEDRHY, BITEDOLZAD L HGED ERITIRELDFERD DL,
HEELTBWMERDHD 2 REBIZBNTH, 2HLeEBE~TEZ/a~ b= REFNII N E TITHRED
IZHRAE STV, ORI HE 2 & FEEIRITBH L (3D 70 1339,

— 7 . BB Sy O BITE R LW IERARYEO S RE L, e Mg ElE | L EmRIihd,
[CRMEA~EZav b= R RTFANE/B~v b= 2 e EOHEELHWONAIGERH L0, FikD Loz
[~Erav b=V R TBEEEPESNIHFELL TERASNAGE R EL7R->TEY, ERLIER ICE
BRCHY ., IS 7= Rk eE 2 bins,

[ERB T DIFAEEZWTT D121, RFEHITIT 2 E ORMERITR &2 E 320 ENHL0, BLEMIZIT
EHEHE T 228X TERY, 2O BIRICHHASIOFRIED ., MG 7 2V F i Thd, 7T
NIET ORI A T 84N Z L 7 THDHN, MfIZE > TEDNR RN /2D AN TOFREELDHE N
L. ZO—HA MK PICb s b, ZOMEHITHSNZT7 2V F o Z2RIEL TWDO0, ijEF7 =Y
FAETHY, 25 O/ EERNANTIXEMEE /2D W8 R Z BT IR EZ 3 2RI
TWD, DFED, MIE7 =V F AN EE THHZ LA fed L CERRRIZZ W 2D HZIR TIIBLENE S
25,

L2 DD TEY =V F EDIEEE TH DAY, FLEET Db ORI LS Lo TRRDIE &
FEIRBE CTIIERORBEICEI DO T MG 7 2V F MEILE L2 DT8R E DD | FARD DBLB R CILBA s
EEZ DRI RS TND LT E WVEEND, T ETORRERIEE OFIEDOBLAND, R THESNLT
WAHIMLJEZ =V F Al 500 ng/mL LA EASRERITELZWTL . SHZR58KmFNIEE L TOLK T LT FERE IR
WZIE Y EEZHND 1519 7272500 ng/mL ([ZESRWILTEY =V F A EEIES] 2 E DI HD, 72
ERx D RISERIER T R EMBEEL T D,

2—1—3 HBEESBICEOONDERE - HBESE

FRPMRIZE S TRENT 72> TDE D TR i - IO M8 N R AN Z ORI A I TH D3, 25K
ZUTH ERDHY | BFEE ) 22 TR OKIIITESLZ 2L, 2 DIF#HIIEE L TV EIThD,
AN 7 2V TF NI Dlifias ORI IR FEBLL TWH A MR NS B RIZ /20 7 = F 2 D
FEANBE ) 2B 2 DARBEIZ /2D &L AR NIZIX R Z2 E 7 — /L labile iron pool (LIP) EFEIZNDELASHHBIL T
<%, ZD LIP X, MENIZI T Fenton iz 2 UI0IZ R S 12K EOTE MR 3 T (reactive oxygen
species; ROS) ZPE/EL TL W, Zo /U H | g, SRR E ZEE L CTIREZ SO L | S aIISHif
TR LTtz 2L, BREE(L ORI, SDITIFERFHICHLE G755 2605 1119,

BRMEANT O~ b= AR Y T 27 2 PLE LT D . BRI CrE 2 < Dlas
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ISR T HDZENABIEIRSTIY Dl TN, N - FER IR - PR - T AR 728 DN W liEER . S5
(I F R AR CH IR RIS TR E A g S 3, RIS EEE N ED LB AT ORI
B, BIEEZ R 2ebd D, E/o, FROEYYEDIIEG M T 5 ENHESINTND, BIH | Skl
FYEIX RSO EL 2T D2 L2 RBICE S| HEar OMRER E B L TIRBR 31920,

ARIRIHOERIEFIE D &L T, Takatoku HOEDHD 2, #£5H1% 2001 4725 2005 FA2)T | B
il 527 RE 5 (myelodysplastic syndrome; MDS) <2 fFA= A~ B2 Ifl. (aplastic anemia; AA) & H1lx& LT
292 44 DI IKATHERE I DI 21T > TND, FRTEHERDD, ZDHH 75 A FET S TUVDA,
B DOBEITINVER Tl e, A4 (24.0%) 38 LOMF A4 (6.7%) 23ER &5 2 DALVIIEFI DAL T HZE
ThD, ZNHDIERFID 97%MMIET =V F AEH 1,000 ng/mL PLEZIRL TNZZEND, #0IRLUETTLT-
AR MLEREG 12 Z > THEE SN 7 SR FIEZ Db ONR THREBEL TNDHEB LIV, 2 ELT T
BT REAEFZD,

FTo Rk 22 FEIRA T BRI R MDA HHA R SR R~ n v b AD FERE
T LWL EVERR ) (FFSEREFE 5% #) TiE 2010 RISARFR I 8B ENE D2 EFHEEZIT->C
W5 2, Tl —NREICCRIZ OSBHTE 1,109 4 OFKEEIE BE DY, 1,033 4 (93.1%) 237 ifi Bk
ML R B8R RENE CTHY . AFOSBBIEDITE AL AN SRR REE ThHoZ MRS, L
LifilZ, 76 4 OSmFIEBE TIIRERPARHESNTEY, 27 AL TEBE~E/ R~ h—V 2 H T
A&7 (HFE, HJV, hepcidin, TfR2, ferroportin @ 5 {5 1) DRIV AR N EREI N2 A 3 IERIIC
BWTHEBERME~DB 523515 HIV, TIR2, ferroportin A5 RATRD TD, ZOZ L, Bk
(ZE T D L FE BRI RSB ME TS 508, AFUCB W TH BRI E~E/m~ b= A TEFHET
TN EZ WD TS E Db D THD, IHIT, FEM7R T —Z D3RR CETIEF TOMT EWIBRETTD
<A, Mg 7 =V F B CTHSHE 1,000 ng/mL A CrE T HE R 5 36 L OWE R 23 % 4 55.6% 55 LY 11.1%
TdhoT=DIZHIL ., 1,000 ng/mL LA Tl 95.7%35 K08 47.8%DE Il TR HILTEY | 2 ETOWEFH
BRIZ SR T & HT R R e OB PRI & O B E DS RIR S AL TN D,

INHOHEND | RERTOFIWFIE D H OINTBIBTENZVBCK SRR 1ZEAE DN R WM - K&
B S i Bk o, (e TR 3 2 i . 0% SR RE 23 AR T D23, Mke B 75 & U CIIARe Lol - 1Mk - Ihik (b
PRIF) 728 % L E L TR MEDIRELZ R LODZERTHITH IO EL KT TR THL ATl
FAR I EREENLETHLES 2D,

2—2 SKBRIEDZEE

RS OFEEEE L Tl 7 = U TF AED AW HILTEY 229 TE I 25~250 ng/mL F2 5
LEND (HARGRAAT Y AT AF23) B, 2T R TR IR AN ATIREE D~ — I —TH DN, B
PEDRIERL~ 707 77— OIEVEAL (LKA BIEMBRE L) THHEINT 2, Fo, FFEE OO LETHEEMN
ROBOERE R TFHZLTTET | LLARE TREREMEELLILN DD, BBDOIFERIEL MRI
ETHESNT RO SO B LTI LMHBANHLRRE THD 242620, LL7eib, AN THHZ
0L BRI OF=HV T H A RETHDHZEND, S DR IE THERNIFERELDIFIEEL THWHLIL TN,
AR Z LT, E AR AEIZ BV T, BRERTOIEO S &LV e LAIMIE 7 =V F AEDIED 23 AE
B DM T4 EDTRWEREDGRO HAL TS 2128,

~o A7 = U AR E (transferrin saturation; TSAT) (L IfLiF DO RF A7 =V (transferrin; Tf) 23 1172
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FERIZ L TRIFISIL TV A R CL LGSk (Fe) - #a$k#% 4 8E (total iron binding capacity; TIBC)

X100 (%) CRIHAE 4D, IEF T 20~45 %2 T, 20 %% FEIDEERZIREE, 50 %A #E % 5 L8k F
IREEDVRIBE D, T0~80 xRz H& TFITHE A L TV WIE Tf 54 £k (non-transferrin bound iron; NTBI)
AL EME M AEEK (labile plasma iron; LPI) 234 NL CIE M55 T (reactive oxygen species; ROS) DLk

ZEEEL | g E Lo [ SE I EB N TS ), TIBCIZLIEH DI AT 2V DB ML | Fe &

A EFFNEkAE A HE (unsaturated iron binding capacity; UIBC) OFn& L CRHE &5, TSAT 138k KDl 2k
FEOVAZ 2T T LD OEERIBIETHL, Z<OFEENEEE TIZEA L TFREEIZ2> TV T
D e EE DS PIE DO FEA VL2720 30, 18 P S REME R P ITER BTIE TIBC 2375720 mEifiz
EBHZE, HATOEOE L THEINT AL, $kr L — MEE P ITEEA O EE 21T 5 W REME 3 H 5 581
OVWTHBIEENLETHD, WFFEL L TIX NTBI X° LPI ZIE T 5L Al REL e o> TUD AN 31 3 BiIR;
SCITHEEIMERE LS TR LT, RO HAH220,

JFHg D Ek D Bl I A LVFHI T 2O N FE T, AL PR FIEIC K BT AIT 22 39, o
PrOFEOIEF I 1.8 mglg FoMRE B AR T, SOERIE TIX 7 mg/g ZH 2 THINT 2 2, IFAEREIT
VXL RO BRHEA 70 & TN R D I8 BEARL AR 7 B REAT S R R ITAT D 28N TED, LINLARDD, (REEED 5
WTRHTHY, HIEB OALNDBE I T2 3, 2, 722 Eifi vTRE TH 7= L CHHERNZTTH
AR TIE7R< BRI 22 28 A A D OITITE L TR, BRECT DML KV ERO B BITIESDENRHDH
NDRICHIEEDNMLETHS 30,

HafrE - T3 (superconducting quantum interference device; SQUID) (3hé& oV —% v =3k
RIER TREFEMEOEWITIRO SO E &1L THHAY ¥ BURE A TR THE AN L EEE D 2 K L
NQAYAIAN

HFRR ORISR L, BGR A CHORRE ORIl FIEE Th D, i L OFRm MR BB TITHLM CT Mifg ThE
JED <720 MRI @ T2 58§ TI3E 5 EME T35, MRI Z fVCE SR ICIEER D8k B 237
FTHHIELLT T2(BLOZDOHHD R2) &, T2* (BLOGZDOWED R2*) 13585 ), Ai# 1L FDA 72T
KRS IV TSk D E 8% T (FerriScan™) | R A S AEZ L CF —#DRITSND, SR THY | AR
LS TR R DOERD BA2 T 5203 TED, BH IIITFIETZ T TROBO SO &S |E TEHH N
MBHDLD KRRV 7R =T BDILEETH L, W T IR DA EV, ZODIED, 7T AD Rennes K
NT 07T DR L COBIE S8 L (signal intensity ratio; SIR) #2350, ZAUIAFIEE RO MRI @
{5 58 D e a o TP O 8k B4 595 5 1L T D, SIR KXY 7y =7 NIEELChHZ L SFEXFE
IpA—T1—0 MRI ZEEITHISL TODIE BEDFKOERA RN T 2L TELRTENL TSN, &
EDOEROEREDOFAMZILAN TN 2, 2o vo7z MRI & W IO $k O E &k %, A2
WAL ED OB DL, DRETIIWEITE K LT ew, i s B E 128V T, MRI CH
ELTZBAERTO RO SO &5 125 pmol LA EDOSGE | Bflit: 100 H LINDIEFFEIE LT LD ENEND
WERHD ),

(Z%& X#k]
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K 1. BRI D 73 HH

1. JRFEMESERE
a. Bt ~E27 v~ k— X (hereditary hemochromatosis; HH)
HFE i#{x 1 (6g21.3) 2 % (type 1) : AR
FHEMEA~TE/Ov b= A (type 2): WTLH AR
NEY YT (hemojuveling HIV: 1921) 45 £ (subtype A)
TV 57 (human anti-microbial peptide; HAMP: 19q13) 2 % (subtype B)
N7 A7 2V B 234K 2 18151~ (transferrin receptor 2; TfR2: 7022) 28 52 (type 3) : AR
7 xR —F &£ (ferroportin: FPN; 2g32) 25 % (type 4) : AD
b. ZOMOBLEMESHRENE (a7 FAIVMAE, TrTL AT 2V ME, 7=)F 2 H 7 2=y NEIE -7 L)

. e T SRR R E
i 11.1% #3085 i
S (BB R RSERRE, YT 'IT7RE)
2 JEU P Rt R (RF (S F R A e T 1 )
. Tva— LR R
DAV APERTIE S (B BT IFAH 2L | C BT % - TR )
ZOM (R TAVE, FET N —NAERRIATERF S 72 E)

*AR; autosomal recessive (i Yo A% 1) , AD; autosomal dominant (% Ye o AR B EAR) .

- o 0 0 T D N
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$3F WMmEREKBARIERR

3—1 EEWME

i) 1. 7% BRaE RIIE 1%, Ak & 2Bk RIAE O 5 6 R M R M AR K &5 2 bivdb Oz 7, o
A3 E O 7R i ERig  A X1 HEALSH 72050 100 mg OEkEE A TVWDAS, EMIIZREENI 7285k
MERE DM D> CTRL T, BRI RIIRABHEOYA 1 B 1~2 mg T—ETHD, ZD7=
. 1 [8] 2 AL O T 200 mg, D EVHEMEZ I L2 R RE A B D AT SN T8I
729 BAIE1 0D 7R iR X AR BB RIE A & 77,

RIS ASTZERITT 2V F UM T AT 2 VAR A L CRRthE D S50, k00 &
7RO ZNHOFEMEALBLREA R 35 &R E 7 — /L (labile iron pool; LIP) &FEIEILD G
PEOEWERSHBLL | 5 14EHS FEFE (reactive oxygen species; ROS) Z PE4E T 52 & CHMRIE &
e ETT MPEIER DR L ST 0 T AR & U O MBSO, AR - FF DR R - P i - T EE A7
EOWNZWIRD NS TISY | % SEEE ClEZ b Ol E 23580 bid,

3—2 &%

BECIERE 0 8L — M5 7 =73 12 & (deferasirox; DFX) 25K AT RETHY | i zn s
X T RN REIRIE AT ZE M — R > TN, 20T | e E 425 & 24
IO 7 M % BB FIE O FIEM LI TAC T L CWBIEN FRENDA, A O _Einindi
8% 1) 25 < O AR A7AE B CRIGREIE 237880 DL T2 EN RSN T,

2001 45 2005 AFEDORIZEIEA T 7= A E O MR fFBE 292 Fla x5 i LT-Y
WFFEBEDIRMT RS RAZLDE D, g7 =UF 48 1,000 ng/mL LL EOSERIIT 47.2%I1Z7805
AU, T5% OO JE Bl THAMG M 5 AY 40 HLAZ A L Cu e, R BB BE S ROE % A
(myelodysplastic syndrome; MDS) (52.1%) & F 4 A B & 1 (30.8%) THRE /703 HH BT
Uz, MEFME— Dk L — I CH 72T 7 =3 (deferoxamine; DFO) 12X DR Z %
T TWERNE 43.2%I 08 E -, Z D 56 R iy G- (¥ 1.9 #15) 75 57.8%. i & [F]
P2 578 25.8% CTHY , + 072 RANIR S A - fiked 52T T D1 8.6% D
HTholz, TLTC, MiE7 =V TF AEOHEMELIZHE BN AT I — B RE 2 &7 E
B3 2 HZEDE S TND,

[RIRFN s SV E 23 1T D AR BRI (795 i) & MDS (333 f4il) %t 5L L7-
RIFREFRNT T, SOBEYEIXHAE R BRI, MDS OZ 2L 25%, 39%IZ780 54, i
SO DIEER I E N ZIEI 34%, 229%IZBO LN ENHESH TS D,

3—3 #H
PR RIAE O 2 W Tl ER AT 92 4 ED D503 (RN E A E I E 52
LIFHO TR EETH D, ZO728 | IRPIEE R I BRRT S & U THERE 3 DT PN OBk B (T
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IR L, liver iron concentration; LIC) 2 TRl i1 5, LIC IR L > TRIES 4L,
WA IZLEIXH D03, fHF A D LIC 13 1.8 mg/g JH i 5 & & (liver dry weight; LDw) i .
3.2 mg/gLDw DL EC#LEEl, 7 mg/gLDw L b CliggikaEn HEL 3523 Cnd 39, Lo
L. HERITREOREZ2MAETHY, G A EEFIATHIFIZOHARETHD, Wil
s & ORISR 92 FIEDHESZL TRY. MRl 2 Wiz T2* (R2*) ik 600
SQUID % 9% LIC % iy IEREIZHIE TE 523, DMETIEHEE CEDME RS T
Do ZOT28 | B CILME 7 =V T AESFHIfE RS L THOWSILTWLS,

i 1 #% SR EE 1T, Mg~ =UF B2 500 ng/mL LA _ETHY | HofaR i Bk i & 20
HAL UNEOYA . ENRIMERIE 50 mLAKREE kg) UL LA IZ2EIENS, LIC &g 7 =V
F DO EBIIBERITIAREI 2> TORWA, Bl S SN AZT TR R, 7=
F A 500 ng/mL LL_ETHAVUTIEIFE LIC 3.2 mg/gLDw LU EEFRESHAZEN, —DD
BITHD 9, £, MIF7 =V F AAEIZEIE R LS TH EEIZ2 2L MBI TND, 20D
72607 ) F I AE LIS M 82 8 5 2 & Clig it Sk EE O W 8 LR I8 D,
WML EE LIC ORGRTIXY 7 8I7 g 07 —2X0EE HEN 72 Angelucci HIZLHHE
KB —ITHWDITEY 19, Zhickdé LIC 3.2 mg/gLDw (323 [E R BRI H) 18 B
PEATFE Y DI LN D728 | RS AR CIIiii M & 20 AL 22 W SRz sz
TW5, 7272, ERE D E SN A EEITH< ETHAME THY, LIC 3.2 mg/gLDw (2
VXL B S DRI UV AR B e Bk AT R (RN 25 0) b& Tef=th | Fadia ifn &
20 HALATH TH LIC 3.2 mg/gLDw LA EIZEEL , $EEIE O ZK AN Y L35 2 HALHAEF] D
RIS ETER, ZD728, 7=UF A 500 ng/mL LLETHY, 2ol & kL4t
(235 7 = VT IAE D NN 9 D556 70 Ll fn % S5 e 2 560 A BRI O B HAE 51 T, i
BEBTIEZ W L RO E B Z I T ENEELN I EEARSGTI CITERELT,

FRBFIEZ W X ME 7 =V F E B L O E (FREE . DAL, N IHERE R F
7)) DR EAEBMCE=F—FT LT LR HEREND,

3—4 A&

i M1 7% S FE CIEBREKIRIR 2179, T D 1722 BENL, RISk EFRET DL D
PREE D RBRER LS #ETHD, BREIEFEZIIZT 2V F U EOE T ek, FFEEOLE
(R ATIFT—EDRT) B3RO HIND 1,

BREFIAIE OB L LT, — RIS ek L — NEIES BT HD M3, 1 i fEE I
F 2 i 7% SR RE Tl 38 B E D FE R EIE % (1 21358 e A AR AE |2 LD 56 2 TR
#7028 HBRW TR L — NEVEDME— DB L7205,

3—4—1 AEXNZR
L — N L DBRERICIZ— E ORI Z 45, FRERZE T DM TSR E R DR E S
#0018 | AR AT T D7D REBREIZ B D03, + 0727 VT AEDIK P37 Eh P aE~1
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FU 2B D70 W, #F L —MEET 1L LD T2 0N BIA ENDEERI 7N b KOs
EEZBND,

BrEKIGRE D 75 B B IN#RBE E OEhE L UGE Th D23, KV A2 MDS Tl bl7e gk
L —MEEIZE S TPRIEENGROONDIEMN, AXT TV 2% G e IO % I HRBIfRAT
(—EBIXATH D) PO L o THRE SV TND, ZO7=8 KU AZ MDS JEFClEgkfL—h
BIEOREA T HERSND, — 7. BV A2 MDS JER TIEFRIED T IERE N RA R Lz
T UAFBRES T FEELRNW D mUAZ MDS JER] Tl AT oL R B Lz
FEMRA 7228k L — METEITHELRES 220, L, B OMEICEY, EU A2 MDS 2810/
RESE G CIIR AT & 7 =V F U MIED AR IFF L T DOVRI T 7 72— THHIEN RS
NTRY 1922 BRERTF L —MERICE > T7 =) FAEIME T UTIER Tl itk HEf 350
CROEK FARESNTNDIENE D E Mz T EL CQODIER CTligkrL —
MEEZ R & THAD,

725 BE ORI R L OYEGIR S 12X, — o gkE FIEH ClIgkt L —MEER
(& MBSO D EN LN > TET, ZHBI Lt G L LTe i T LA EDMERY 2
MDS (IPSS : Low~ Intermediate-1) Z %I R L7=b D THHM, il i G SN -4 > DM 5E%
BE T DL DFX IZEDIRIREIC 11%~21.5%DER] THR M ER R DU, 15%~22% Thf-Hf
ERRDUFE, 13%~22% CTHIL/IMIOLENRRDO LN TND L2428 = DS 5 3HFFETld Ak
TA L FNACEIFE 2 Z T T BB DSRNT BRI SI TS T2 240 i B8 DFX
BRI DERN R B THLIENRIBEIND, [AEROE NS EIL DFO Thitdsh Tl
D, Jensen HIZLDHE DFO 54212 63%0DHE 5l C R M BRI £ 23253 LLF &720 | 45% D
B CIIAR M ERER I SBERL L 72 Z LDV REN TS D, L7 T, MEReE 34 & DFL—
MINZEDH D TIFL | BREEZ DL DDNRTHHZENRERSILD,

ZOIHNT, SR L —MNEIEIC LS T EER T ERSGE R HIf &L ES NS, L
ML, I S E TR SIAIEBNIEARD 10%~20%FLE THY | 5k — MNEIEIC LD M ER
SCERRE IR ISR > TRLT | BB SNDIEF ORI E GBI BT > TRy,
L7, i EE 725 BEL TR L —MEIEZ (T ZE T B S CII R EY L%
Ay g VN

3—4—2 AREDORBRH

BRA FUIE DIEHR I LRI E DI T~ DB S B L CRMAR 2 E T 505
INEBZD3, BURE 1L CYRYE BRI & i R oD BIH L DUV TRRGET L 723 13720,

MDS (2B W TIEILIE T =UF B 1,000 ng/mL LL_EOFEFICAFHIM 2 EiE 528
DLART LV BB DT CRSiL TRy 230 K EDOHART AL TiE7 =UF fE 1,000 ng/mL
DIRIRBIAROFREEL L TR S TG 339, 2L CL D3 ETIE, MAFFEEED B A N2t
RELT-IRARSE RIS T, TS - DR E e & Olifas i 2 78O T2iEF D 90%LL T
VT AT 1,000 ng/mL LL_ETHHZERIASLNITao TS D, Fiz, B ke
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DFRH LD B ZEE SIS LIC 7 mg/gDw (2R XY 3-8 5 (X 40 AL THHH 19, iR M
Bk i 7 40 HAZLL B THY 75% D EFE 3 MLTE 7 =UF AH 1,000 ng/mL PA 17252 EAVR
SHLTVD,

LLEDZENS, HEEEN—FF AT —2arO8LELHY . bAEICBWTHILE 7 =V F
B 1,000 ng/mL 28k L —NEIEOBIMRIEREE LTz, UL, 72V T ABIIRIE 2 E R
BOPEBEZ T HIENSDT20 7 2V F AEDEGRTIZ + 3 KB TR RTREED S
DHAITIE, MR MERER 5 40 HALLL EARBEEL L THW OO R, #kF L — Mk
EDOBRLAIX, M7 =V F AEZ FEARIEIEL  IRPUZIE U CR i L 525 8 3 2 2L 03 HESE
b,

3—4—3 AEE

T AR PED i fn % BB EIE T, 1E A RFENSOFERMIEL TRV RD, #F L
— O 3 ME— DRI TE L 70D, 3 ETIX DFO & DEX 2MRFRAKGES I TS,
DFO B DS AITHY |, + 0370 RIEBLO 7201138 A RRFH O 22
Do DTt | BLRF UCTIE DEX (88 D A1) 238552 EORRHETRHRA L /0D, DFX TIXB S - AT
R« LA R E A O E RGO ONDT0 | R R A~ SkEhE~—h —
(M7 VT MiEek, AEafi#kst A HE (unsaturated iron binding capacity; UIBC) ) M1t
INHDOFEEEZIZONTHEMINCE=F—ZTONEDRHD,

2B, B8 Thay R F 2 RAREENE ThH H /L 7R~ (eltrombopag;
EPAG) |28k G RED Moo T, #kF L — M RAFF O Z &M S, B KD EPAG
(ZERRE B EBALITAATEL 72\ D8 EPAG (ZIZ A ZE AR IRAFIEL . ZO FMEIRDS TR AL &
REAFFOZENGESIL TS 39, EPAG 1Tl O#kAF L —L | MMz gkzdEH 3%
ZEMH MM Yz in vitro SEBRC/RSILTESY 39, FEEEIZ EPAG £ 5B E Tl
TEEEOH NG S TG 3630 £7- EPAG (2851 M Hi i g 2l S8k L — MC
Lo THIIS IV TOD ATREME DS RSAL TS 30, BRI LI EPAG #5-61 Tl #k1X
BN 2600 MG ORLEEER (LP1) RIERNT A7 2V G 8% (non transferrin bound
iron; NTBI OHANAFED HALRNZENRESILTIY ¥, EPAG ICLHF L — AN =X
LDFEABR RS2 TN D,

3—4—4 BEBE

L —NEIEIL, A EFEDED LN RD 572 BREk D F2H HNH £ Tkt 5,
TRIREF O BN 727 =) F o BAREIZ DU TRET U7 BR IR R 13720 28D | BRERTAER L .
BB EIE O W HETH S 500 ng/mL & B A ISHEGE T D MBI CIE R4 B 25
N5, B SRR RIEDIRIEIZIBVT 500 ng/mL L FET7 2V FUEAR TSR L2ED
HHME, ZRMEITH2IIREES VTR,
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FA4E #IME KB EE Clinical Questions

2 I 5 I AR A0E CIE, BE Rl O i ERER I AS M BE L 20D Z L8\, B NI RE MR 22 8k
DOHEHFERE DM o> TR 2d | BRIEI ORI Bk i1 3o B I BRI RIE 2 & 729,

ZD7 | AR IMEREG M B AR I XA NS B AT =2 — L | ShBRIE O RIE ISR & Bl D 2B
WD, LU, KNEREDFRIE L L THWOLNDFIERN O k& (FFERIREE) 21 E T 57280
I AERS DT MRI BENSKETZN, ZNBOBREZ L —F NATHZEITELD%E
WEETHD, 2070, BERANIZIME 7 =V F > DT = —51THZE TERNEL RO
179 (CQ-1)

i . B O AN AEN MLE 7 =V F BTN 5, kil FIE O Z W LA N SRR B
SHEF L O M EZZEL T, g7 =T AEA 500 ng/mL LA E2>-Dfa R i kg i & 20
HAL UNEOEA . ENRILERTE 50 mLAKTE kg) L ETI79(CQ-2), 72721, JEFNZ L > Tl
&Y 20 HAZLITH 7272 THEE R ABICEL TOD ATBEMEN G E TEARUN2D
7 xVF B 500 ng/mL LA_ETHY, i EoH KRICENT 2V F AENHINT 5708 | 8k
WFNEE 86 G BMEOHHRER TIL, SRREPEL FIEOEEEZILHITENEELLV(CQ-2),

T I AN A T 3 0T D i . 74 Sl FE Tl & M e 23 58RI [|E Ui —ERAE Bl & fRu T
BTS2 L — MRIEZAT), + oA 5 RE/LT-DITT 7= m
I ADNIRDPHEREZ S (CQ-6) , $hF L — METEI TR ER | 2 LD lgas 5 D[R]k 36 L OdGE
ZHBNATON, IRUAZ MDS 728 — OB CIIAEM PR OERZMFR T 52N TED
(CQ-3), #F L —MEEZRITEMFEIE N RONLZELHDD, ZDIH7IEFIE—HTHY,
1 ML ECERRRS 15T > TR o | BURE ATl M gGE 4 32725 B BUICEkF L — Mg
EEATHZEITHERES N2 (CQ-4) , $kF L — NEIEDOIE BN RN RSN ITIE—EDH
WA 2720, 1 L EO T % RIAEN DA MM f AR 2RE B 2 b B VBRI
THbH(CQ-3),

PR L — MEEIZ MG Y =V FAEH 1,000 ng/mL 2B L 7= ZATRE TS, 72T
EDENEREZ RIRL TN EE X GNASEEIE, Ml & 40 HAZ CNEOSGE | BNR
BRI 100 mLAAE kg) LA E&ES 51245 (CQ-5), IRIEBIIEE L INE Y 2V F DT =4
—Zifkfke L, 500 ng/mL LL I/ 5 £ CIREA kT2 (CQ-7) , Bk L —RAI# G- /2T h
ERLOREITFEETH(CQ-8),

i 7 )T ME (XA BB AE 1 SR OB L CTWAZEN SR ESITRY. B
FERTF L —NEIE TG 7 =V F AEME FUIE BN BT DB BEE AL 1 RO F s
SN TWD720 | 1M AEZ T E L CODELEENEF] CIEs L —MNEE ISR ET A0
FHECOF A BRAZIL . FRE THITEF L — NEEA TV SRR EZ 2 IE 52 L3 HE
BEEND(CQ-9.1), £ LT, & MM B R 7% | SR RRIE 23R foe 3 DIE B Tl BAE % D
EBOHERE BEORIEZEZEL ., AIRE ChHIUREF L — MEEH DN IIE MEIEE R GTT5
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(CQ-9.2), kXL —MIE WD HEAIET 7 27 a7 ARHEREND N, 7 a AR X
2 AL O OF H RE I X 3RA i P SO R E ORI B T M E N HS (CQ-9.3),

B 1M 3 1 R 2 fiE
o M ER 6 1 0D B4R

<€ mETT)FBBDE=42—(CQ-1)
B4 M 12 85 B BIE DS

m;E27x!)F> 500 ng/mL LA E CQ-2: DM EHE
Mo fRIFRIMBREIM S 208 LI E
<INRDIFE . ERFRIMEKE 50 mL/{AEkg LI E>

| A ITUFoAEOE=S—(CQ1) |

HEL—MREDER CQ-3-CQ-4:Ei& B #Y
SRS W CQ-5: BAtRAFHA
;a7x!)F> 1,000 ng/mL EL CQ-6: ;ﬁ%ﬁﬁ

(RRBHELE - 47k mERER M & 408547 LU L) _

CNEDBE . ERRIETR 100 UK Ekg SLE> TINRRREAELET S
m;EZx)FAEDE=S2—(CQ-1)
BEEEZRNDE=R—(CQ-8)

BHEL—MRED

M;EIx!)F> 500 ng/mL E THERE

CQ-7:;AEB1EZ
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Clinical Questions

HELEDL 1

ATV —=1: @@L~V DOTE T VA (] T4 MU EERER) (ZEESHESE T, it — L7
BV ABFET D,

T AV —2A: LHERL ~ L D= T U RAIZEESSHER T, fi—Liear B P ARFEET
e

T TV —2B: L HEL ~ L D F o R T HSHER T, i —Lizas o RTfEEL
RN (22U RERE ROA—Eb 720

BT V=3 \VTNODOL LD TE T R ZH SR TIIH L, KELEROA—K

DD,

AT AN —4: TMEHD NI EE R T ZET U ARDY, TN IHEDHhsar A
DFET 2,

TEF AL~

WET AL OE
1. U8 Mb ikl
i ¥TNT IR
i 7714 7L
2. TUH IMEZFU TR ET T 1R Hei sl Bk
3. JEBIEEFENISE
i RE 2l —al _X— 2Ok E FI4E
il ARE 2l —ra _— 2Tl ke A IE 51 8
i RGECIEARy VE B S

W RARA L hOE
. AT
Cause-specific survival
B D@ QOL HFgE
. [ e = RARA R
i AN NEAEEN S £ (event-free survival : EFS)
il M AR A F 71381 (disease-free survival : DFS)
i MR A (RIS 72138/ (progression-free survival : PFS)
iv 1RIEBUGEIA (tumor response rate) 725

S 0w
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CQ-1 il BAAE DEBIHEDE =X —EICIZE DI DB DD,

o (HEAE/L—F:h73V—2A) MILIKIFLR->To R R T, SkEREOfRRFELL TE>
=V F AEEEHRNZNE S D,

o LRIV —F:W7aU—2A) HifT ATREZR MR TlE. MRI & JHU 2 T2XEIC KD TEE
IREEREZAT > TSR AT 92,

AR CTRE AV H D IF B FE 2 E D 2 &AM Rk & D gold standard &5 2 5
IWCTETm, FAERIIIRIEERH D ENEL—F TNV TUVR,

MAFHDIF L A7 2T ISR L TR ENZRE AL L RN ~DOEROMEREAIHI ST D
23, BRIEFERRETIXIERN T A7 =V 4 A8 (non-transferrin bound iron; NTBI) 34 U5, ~
T A7 =V (= (MBI ED) | GREkRE A RE (TIBC) ) X100 (%) ) 1T IEH OAEPRRIS
R Tl 30%FRETH DD, N A7 2RI ED LB IZMmiE I NTBI 23 HE
Y, 70~80%% 2 H& NTBI WA EIZ EF-925 29, 72720 NI AT =V A LG
£k, TIBC EHITRIECKEBIRNAE/RE D EZZ T 0T NIENHIL TS &7, NTBI DO
TENIMERR I CHAB U EESHENLL TR o T, kBB T =4 —1ELL TIIHW LT
AN

MiE7 =) F ARED FFIT, RNETEEEOFRHE L U CRi D2 CIR BRI 7
ETHHZENGIRKHNWLILTN D, AEKIZBIT Al k7Y 7217 BE BT DTS
BT, MIE7 =V F R EL LA NOFRAETH BN AL, g7 =V F iR
JE 2,500 ng/mL & BRI AR B ORAEN EF-THZEMRENTND O, b EIZE
T 2005 AR ICARFFFEHIZ B W T Th ViR Tld, 7=V F ViR EO R miEoMmE L <
1,000 ng/mL 23V B3, B ie s 7 2 UF o BE S E S ORIZIZA B2 EOF IR 25
. 7 =VF U BE EEDS 50% B LN 75% D I B W CRO bNAI BIT T2
21.5 AL KN 43.4 AL CTHHZENREINTZ 9, G 7 =V TF AEIXT AV E R R Z
FEEN DMESE  IFRR R, Wi, B M FE 2 ORI k> TREZZ T LT LB RN D
FREEOFREN 0 TRWVESILTWNA D, JVEENICEREEL T =& —F S 75N
BHNIRNZEND, BCAEEDHTARTA L THERBIED T =4 —JELL TRASN TV
10, ARBFZEHEIZI1T5 2008 4ERRDBIETARITBNThH, KD T ARTA L LD AL
JEL 40 BLAr A #8 2 DR ML EK R R D85 B 1B W TG 7 =) F AR DD 72 Ed 37
HEOREEHREL TDH W,

FZLWIFOSEFELIRRE CIIIEHE S MR EICB IS mma— B CHEH CT mAEIZB T
% CT D _EF-BHLNDD, ZHHDRE CIXELBTIE ORI O B CE B8k S %
P92 ENTER, IR AR IEE LI EHER I E 32 71k L TidiE
T BTt (superconducting quantum interference device; SQUID) % F\ =7 1E03%
0. FFER CTHRLNI RO SRR E L R BENELNLZEN MG S TAH 12 it
THARD TEROAIMEFE TLMETT TERV, ZAUTKL, MRI Z W2 SRR B E R
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R TL, T2 BEO T2 AR 2 M SO RMEZ R T2 D THY, T2 BLO T2*D
W THD R2 BLO RV & LB TEAL T2 L2 F L Tl D8kl 21 E
T 5, BRBRELIRABICH DB ITIBUNT, R2*-MRI VE TRV T ERR B LA MR R B
T2 SEHNED B<SHHBE D2 EDREN TG 319, o3 EIZIUTh IIE Al REZa bR do &
OMENTY 7 N0 =7 Mg 2 DALVTEERR DML D 2d | i as~D8k k5 2 IR IBAVIC B #E
HE TELHFIELL TR TE LW REMED D,
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4). de Valk B, et al.. Non-transferrin-bound iron is present in serum of hereditary
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5). Ruefer A, et al.: Role of liver magnetic resonance imaging in hyperferritinaemia and the
diagnosis of iron overload. Swiss Med Wkly 147: w14550, 2017.(Review)

6). Ferrucci L, et al.: Proinflammatory state, hepcidin, and anemia in older persons. Blood 115
(18): 3810-3816, 2010.(3iii)
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20009. (3iii)

8). Olivieri NF, et al.: Survival in medically treated patients with homozygous beta-thalassemia.
N Engl J Med 331 (9): 574-578, 1994.(3iiiDi)

9). Takatoku M, et al.: Retrospective nationwide survey of Japanese patients with transfusion-
dependent MDS and aplastic anemia highlights the negative impact of iron overload on
morbidity/mortality. Eur J Haematol 78 (6): 487-494, 2007.(3iii)

10). Gattermann N. Overview of guidelines on iron chelation therapy in patients with
myelodysplastic syndromes and transfusional iron overload. Int J Hematol 88 (1): 24-29, 2008.
(Review)

11). AR SRS RIAE ORI AR . RIS M FEE (B3 i AT 28 (TR 20 4FEE) (AF
ZURERE /NEEUh) | 2008. (Guideline)

12). Brittenham GM, et al.: Magnetic-susceptibility measurement of human iron stores. N Engl
J Med 307 (27): 1671-1675, 1982.(3iii)

13). Wood JC, et al.: MRI R2 and R2* mapping accurately estimates hepatic iron concentration
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in transfusion-dependent thalassemia and sickle cell disease patients. Blood 106 (4): 1460-1465,
2005. (3iii)

14). Hankins JS, et al.: R2* magnetic resonance imaging of the liver in patients with iron
overload. Blood 113 (20): 4853-4855, 2009.(3iii)
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CQ-2 Wil 1% FidRIE DB W HLHEL L TRIAHERE S D7,

o (ML —R:Hh73V—2B) MiE7=VFEH 500 ng/mL LLETHY, > 2f IR0
Bk & 20 AL ChNEOBA eNMRIERIE 50 mLAAE kg) LA EOSA . it g
FIEEZ W32,

o (AL —R:h73V—2B) i &2y 20 BALREOLA T, MF7 =V F i
73 500 ng/mL LL_ETHY ., i B OB RIZHEN T =V FAERHIIN D554 7 L i 4%
PRI FNE 2 560 S HEWNEOH DIEF] T, #ii kSR RENE L FREOEREZLOZENEE
Ly,

o 1L 7% S FIAE 1L, SRR DR i BR i A S5 K] &9~ D AR N Bkl JRIE & E e S 410, IRk

KB I AT SRR (liver iron concentration; LIC) % FWCRIBEAIIZEEfS VA28, LIC OFEAM
IR B DT MRI ICEDERERIEN L ETHY, BEORESCEFRFE S ET5

b INODMELIEERNATOZEIZRNEETH D, LLEDOTEND, — RIS &R OFE
BELLTIE 7 VT AEE WD DNZ Y EE 2 His,

7 2 VT AEI TR Lo THREZZ T HZ NN TEY, RIS —sih7
FEVE AL 72\, BIE WHO Tl B 44 300 ng/mL., % 200 ng/mL A 1E & _EREFEAEL
TWDH D, ZDOMIZ 12~300 ng/mL2&F 510X 25~250 ng/mLI& T2 D7 8B FAET
%o BARORAREBI TIZE M 300 ng/mL F2 ., Zot: 100~150 ng/mL FREEZ B ERRELT
WDHEDNEN, BREDT 2V F LB NNTRENEIR BB MEITREE | & i 254 & Lok
S MEZNIE ML > THRO B, WL DB EIEROZEEL BT A2 LITR#ETH LT
B, LIC EOFMRBEZRRFTL CTHRUEL/2 D7 VT UAEE R ET DM ENH D,

LIC DIE% 25 EIL 1.8 mg/g ATz & (g liver dry weight, gLDw) A& S CRY,
3.2 mg/gLDW PLEMREREBRE O —2>DfIEESNS 49, LIC LIl 7 =T AEIZIZIEOFHES

ROHIDLL OO | FEEROFBAITIIAE Y 72BN 220385 728 IE e 70 3 2D AR Al 3 IR 8
TZ%)ZDO LU, A T4 LIC LiE 7 VT AEZ LLER L T= AZ T TV ADRERIZE D &
JFORMER & T8kl RIE B 1235 T, LIC 3.2 mg/ gLDw A5 OJEFNZ 1T DI iE~7 =V F
L 401.16 ng/mL THY| [RONT-T — 2T ORE R Tlddr 2 A3kt e 2 Wr D &
YEL1LC 500 ng/mL MRS TN 9,

—J5, LIC 3.2 mg/ gLDw {248 24 -2 &%, Angelucci HIZEABE X (T T7EIT7 BH

DT =L FVENTHFER) V2 DL (KHE 50 kg DI5E TR 18 AL (H AR i . Bifi7

AR ERPREND, ARBFZEHEDM T 7= A B WO TROR ML ERER L & 20 BAAZ THIEH D
BEDMIE7 =) T A 1,000 ng/mL Z i T HIED353703> TWDT28 8 i o 203N
IEHEELE 2 HNDHGIMEL LT 20 AT Z Y25 EmeE 2605,

VL EDZ DD, Wi 4 G REIE O WL, Mg~ =V 500 ng/mL LL_E, 2> OfR R i
ERWf & 20 HALLL ECITHOONRRYEZ 2 OND, Ll MFERREL EHEL L TEX 58
£ LIC 3.2 mg/gLDw (Z (i 4 $ki R B DRI RF> T AEBRAYZe 8RR (I A\ 2273
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HESND) A E Tl | faiim & 20 HA AN T LIC 3.2 mg/ gLDw LA RIZEEL | ki
FEDFZW D3 U) &8 2 DNDIEBIOAFAEILE E TER, ZD7, 72 UFAE 500 ng/mL
LLETHY ., h-oliain B R &I ITE 7 2V F B NN9 5554 72 L i i £ $ka FE
ZEEH B ENEDOHHRERITIL, il Bl FIE L [FER O E A A ZENREELLY,
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3). HAARPAAT YA RZ2RIRIEEHERZ B 2. SO EE I LS8 fin
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Blood 89 (3): 739-761, 1997.(Review)

6). Garcia-Casal MN, etal.: Are Current Serum and Plasma Ferritin Cut-offs for Iron Deficiency
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CQ-3 i B BRI RIE THELES M DI IG & H AT,

o (HIE/L—R:hFIV—2B) 1 4ELLED T#%A8RIAENAE M AR RE D D
FWRIFE R Th D,

® (HIF/L—R:h72Y—2A) {KUAZ MDS (XL CiE., LM T OERE NS D
7o gk L — NEEZ 1T 5,

o (HSE/L—K:h732V—2B) MBS T ETDIEF TIE, F1L—NERIEICE
B BLOHEIE - OFFRA G L 7= - T, flRE ChIUEEF L — MERIEE1T),

o (HESE/L —R: A7V —2A) ZOMMOE ML MR EEITL T, AFHIRERE
DITET VAT, I RIER | LD ifds e o [l s KOV A B B9 L — i
B2,

4 1L 7% SR RIGE TIEBRERIBIRZATHONN, T D125 BT, @RSk E R ETHZLI1cLD
g & DS O ETH D,

PREFTERICLDMREEROHEH | 7 2V TF AEDOWRAD | BROWFRESE - O ERE D+4
PRUEE L, SRR RSO B CHIRAF T DM, Dby e EA~ L FEREL EoMAE
T512, iz, —EHMO T %D RIAD W EE T LT, IfeskEE o Bl L Ok
BICRBWTHRiaR S RITIIFRF CEvn, — AT, BRERIGRE DR ZREL TLAEL Eo
TS HIAENDIEBI D b LRSS EE 2 HID,

F7o ARVAZ MDS JEGITIE, EE D% S HRAIFENT (— IR ) (28> T, @7
BREXDEM TR OIERIZH 53 DI MEZITEY 39, Abraham HIZEDAXENTIZESD
&L BRERIEHICE > TP 1.907 1% (95%CI:1.859-1.956) |ZIEE T HLHESNTND 2,
BURE i CRRERIEHR DA MELZ LD A4 I I 1R 2 FPAM L 72 A 28 B0 AH T 3R BR O I35 R
ENTOVARWA, LLEOFEFT#E B EVIKY A2 MDS Tl PR ERZ B HE LT-BRETEIR)MHE
LEIND,

EYUAZ MDS JEFNZIBW T, BREFGEICED TRIE RN RITFE S TR,
IO R4 B B9 LT R Z2 BRERIBIFITHELES L2 \, UL, B DA 12LD
mYAZ MDS % & UBAEEGZ I W CIIB RS 7 =) T  MIED B AL IEFFRIE T DY
AY Ty I B—THHIEN RSN TEY 9 BHERTX L —MNERIZL> TIE 7 =V F AfED
F AR T UTSE B CIIBMEZ IR CROK TAMESN TS B, ZoZinb, i
1M HIRR AR 2 F E L COBIER] TIEF L — MR BT D O0FE, OF A 3A ML 7= &
T, ATRECHIUZEF L —MNERIEZITOO N B NWEEZBND, 12720, ISR E IS\ T
DS B AR AT RIE O f LA T 12 OBIRIC OV T, mIFEHRE T TR AR
ETDHHD WETHITFE BEeT2500 B o7 RNHFESINTHDAIEND, @7 =T
VSEIZ KD BAETE T 12 ~ DR N2 THIRENEICLDE D7 DNE DN EHITHRFED 2
EThHD,

Z OB AL E A RIS DN TIXBIRE IS Ay T 12 OIE R A FE L 7o # s 1372103,
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CQ-4 IMEREDUGEAR H LU TEHRFL —MIZ G- 3 &),

0 (HAE/L—R:hT7Y—2A) $kFL —MEIEICK > TMERE DN FIE 3 2REHIE—HEBIC
TFAET D, Ll MEREIEZ 722 AL LT-8kF L — MNEE OB TITHERR S LRV,

B L — MR ER O M EREIE I DW T, FEFIRE L~V s BAEEUE Fl 2t G & LT-=ak
—MFZEE TS NER-IN D, ZEBIE IR ERIFUIIZEAEDMEY 22 MDS
(IPSS: Low~ Intermediate-1) Z %} RIZL7=H D THDHM, List HIZLDT 7273 a7 AD5hE
AL 2 it % mil 7 A ERER (n=176) TII AR MERRCLEDS 15%., 4FHERRUGED 15%.,
M/ MREGED 22%IZ588 B TS D, 72, Gattermann HIZEDT 727/ A 580D
Hoit LA Rt U7 [E B L [F G PR ARER (EPIC 5ABR) (n=247) D& MEATHRE 1 L2 LR I Bk 38
21.5%. hfHERSEE 22%, I/MREGE 13% CTHY 2, Nolte HIZEDFRIERDT 7 =7 a7 A%
b B il b AR ET L7 2 ik all 5 a0tk (n=50) TIE 11%I7R Bk ek 9. Angelucci
BIZEDT 7 273 m g ADNREfRFT LT 2 sk Al 7 a9 aER (GIMEMA MDS0306 #5#?)
(n=152) OFEFLCIE, ARMERER M EEDLY 15.5%IZF8D HNT=ZENHESNTND 9, $h3FH

TV A NIAARGERALTFIRIE L Z T T BEDERASI TN DT | MERUGEITT 7 =T
Oy AR E-OFBETHHENBESND,

—Ji. T 7 =a¥ TS L — MRIEA T o7z MDS JER] 11 Fli238u T 7 41 (63%) T
PRI BRI S 50%LL P2 L, ZD55 5 1] (45%) CTid 18~26 # A % (2RI BR g if 23
RENZ o722 88 Jensen HIZE - THEIN TS 9, Liz3-> T, MERSE T EDFL

—MINZEAFT 2O TIFRL, BREFB RO ETHLZ LN REIIND,

Z DA, fé%ﬂew—b{%{f@é@mﬂzaﬁz%%m#ﬁ%%&%%ﬁﬁﬁé*2:75% L — MRV
\Z& o T—HREB TII M ERSGE S W CEHEBESND, L, EIMSED RO HILDIE
BIEEED 10%~20%FEFE THY | $iF L — MNEIEIZ LD M ERSGEERE iﬁﬂﬁﬁ 22> TEH
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CQ-5 il 1% kil JIE O3 N2 R B AR IR TV D2,

o (HEERJ/L—R: 73V —2B) #Efid 252 [BILL EORE T2 AR EIZHz>0) il
1E7 =V fE 1,000 ng/mL LA EDOGA IR A BRMET 2,

® (HIE L —R:H73V—2B) RIEMEBREMIGT =V F UEICEEL 52 HH 1O
FENMAEINDH AT, AR m BRI & 40 AL CNEOHA ., eNRILERE 100
ML/AE kg) LA E&2SBITIERZ AT 5,

BUIRE A C i i £ 8308 FlIE 0 1R 92 B AR IF 1) & 8 PR AR08 0O B E L Z DU TR L7 AT 1 77
TELZRN, BRI RIRE TR IR S b DR AE O T B~ DA B L C, Y72 B s R %
RETHLERDD,

I AR WIRRZEAT (2008 4) 24 F, MDS (2351 T 1,000 ng/mL LL_EDJER]T T4 53
HAETHIEDREINTERY LI SHIZKEDOHTARTA L TIREFIRIFA LS L Tl 7 =V T
A 1,000 ng/mL 23 A< WSV TN I ENS 39 FHEER N—F T A B—Taroilibd
WATLIRITAR T [FEROELEN R SV, AWFFREEO ARG RN Th | ITFRETE - O
[ 2 Y Dl E & 7RO TIEF O 90%LL FT7 =UF L liE 1,000 ng/mL LI ETHY O,
My~ =UF > 1,000 ng/mL (FHE#RREE | PREMEZETT —2OHREEE 2 LND,

— 05, B R AR E GRS HIVD B B ESIUAITFEREFE (LIC) 1% 7 mg/ gLDW &7
THY, ZIUTH Y DM &% Angelucci HOHF S & A&, fRE 50 kg TIXIEIE 40
B EARESND, 2L T AWFFEHEO AR RIS TR AR LBk i & 40 BAZLL BT
75% D DAITE T =T E 1,000 ng/mL LA EIZ72 528DV RENTNDIENS O 7 F
B 1,000 ng/mL OAHIZ, R IR M BRI 5 40 HAALS fkanbi 5 DV A7 % 7RI 3 Al il & 255
2 HID,

LU XD Wi % $kE RIE DR ERITIMIE 7 =V F 8 1,000 ng/mL LA CRIfATHZEM
ZMEEZ LN, KEDOHTARTA L THELNZOREMEL R AL QD 72720, iE7 VT
AMEIXFRVIE 72 E MO BR THINNT D726 |, M5 7 =V F A A SR Tl 2 249 L ke
L TCWRNEE 2 BNAGAIZIE, AR EREG M £ 40 HNZLL ETHHZEESEIZL TR
BRI AATOZENEEL, £, INHOTE T VU AZFZEAE D MDS 1251550
THY, OB MMEE AR RIEIZIIT DT — XIS TRROLIVTUWND A, i fi w6 b O FE LU
235 MDS LA DFEFBIZIB W TH RIER DX IG 2 L DDA B Th D,

7%, 2017 AR FE R SV IR A I T MDS (BB 2B DTG 7 =V F i
T DBMRERNT LI AZ T TV ZADFE RIZ LD e, ME 7 =UF 4l 1,000 ng/mL LA_E721)
TlE7e<, 500 ng/mL LL ETH FRICA EZDNRBOONDLZENHESNTND Y, ZOREHIT
MDS |23\ TIfL{E 7 =UF i 500 ng/mL LA _EH A BN A7 ThHHZ LA RL TR,
500 ng/mL LL_ETORREIGHRALEO FTEEMZ RIBL TVD, LL, k5L —NEIEIZ L Dl
PapEE | PR U EOEBRRA IS <AME T =V FE 1,000 ng/mL 25 EREICLTVD
ZEEEZELC, BRLETIE MDS ([2BWCHIME Y =V 1,000 ng/mL % 755 B 4h 5L 1E
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o (MR —R:h7aU—2A) EIM&ELBREIEDIERICITT 7273 u7 ANARICED
L — MEIEETT,

AR[E OB LD EGERIEOIRRE LT, @ eI S ORI Z 1B 23 ek
BLIEG G, A ICBBRIREN OO BRIENMEONDZENEL FBBIEDHLLTH
F, — | W RITE M A EAFAE LRI 72860 .3 % BT DG EIZ OV T, 4RIk
UWNTERDHEE L — RS2 &35 SR IE |2 & D ifkas e O R BLA- P 3~ H 7= 128k
L —MREN L EL D,

2005 FE\CABFFEFEIC BT T2 T 7 — b A T i i 1% S e o 42 [E SE BE i 4 |
DR RTI, #F L — MBI A /TR AT T 7 2 n X I DB ThoTo, 77 =ik
PINCKDIRIFE Tl H OB G 21T O T U BRI RGO LR
FE TRENTEY, FEETORH L FEFDAERIN TRV b E O/ S B Tl
H % 50 REE L7200, 77 2o AL D8 L — NERVE X LK 7 R E O 500
TRV DA TLITOINTELT, SHLIZZDIE 1 FNTH W BEOHRNT 7 zafkih
SUDOHE HEHAZIAIREEZ T QWA ENIHALIZE N Y,

FOSFL—MEIL L CHITRICT 7273 n 7 ZARBAZE S 2, 2008 4E(2H 08 E THEKCK D
FBE LR OB B RE 2 HERR 9 DGR FRER O A F 2 9, digifi | LA R MEFHE FIGE (E
TSk — MBI DI M 7235 5) 5t RUITKRIIUE H ATRE L 2o T, 77 =T m )
AV 8~20 KFH &R, 1 B 1[BBG CHNM R EDHERF C& D, HHIKICER
B TR 2B SEAIE LTI S (Rt c =/ P = AR) | EZE IR RO N IR DS 4B
THoTW, AT T SATEVT AR EDHIL, SHICEFOREL Z T Lo o T RIAI A3
FAFE S, OREIZIBWTE 2017 FFITRRBSIVEE I ATREL Ao 7z (P44 : Vv R ==), #TL
WEEPRI LA Z BT D 12 mglkg 230E K OS82 20 mglkg EEW) FHIIC R SR L&
N5,

F 7 xTvny AR ANTEE 12 mg/kg &2 1 B 1 B 085 LU CRIAA 53, i
BN 272V RS (120 H 70 AR M ERIRERE 7 mL/kg (B Tl 4 HAL) A6) 128
VNTIE 6 mglkg 22608 5HIRETT 5, [AERIC, il OB R R R - TR RE R A 15 iR
FHCIREEA G NLEELL, 6 mgikg LA F O ER 5HE KT D, IREHGH%ITME 7 <)
FUREA 1 EEIEL ., ek, i BB L OVEHE A % & E L, 3~6 mg/kg O TR
BEEITIEZTT O,

T 7 2730 A LA RIWE R M« - IR 72 & OTHALERE IR 23 LRI 220,
FEERLAFEFRLLAIBRE, FEE, BIBHLAHRE SN T0D, KEIORR kT 5
WEHEUEDREEDBH D EBHE DIED, mEOBHREREOHLBE | R IREOE N EI AT F
BE I IR DB | 5 IRRED ST U7 MRS O BE 1B W OXEE R RIE
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CQ-7 il P2 BRI FPIE DIAFE I TN FETHERE &7,

o (HEIE/L —R:h73U—2A) BRELIEIEDGNEITIMNTE 7 =) F L AEZ R L LRl
Do

o (HERE/L—R: 73V —2B) MiE~7=VF E 500 ng/mL LL FiZ725 £ CIaRE ikl
T5,

BREFIEIR DRI, RKNERE DX T THIWT 75, RNEREOFHNE L TSR EE (LIC)
DE=ZSF—PIROLELOD, ODBREDOZLOEKRELS CIXREETHY, ZDOHE X MIET =
VF AEIZ R DMl AHEREZ D,

BRERTEIRITRNER A A0 AR T T D E TRkt T2 LD H L3 TERICBIT L7 =V F
12 SO A L= BR300 L7235 Cl BRERTATRE I M4 SRR RIE OB
FEUETHD 500 ng/mL % HAZIZHEGE T D2 EABRF R Tl Y & 265, 500 ng/mL LA
TETT I FUEEAR T ESELZEDF A, BRI+ I IREES L TR0,

1 MR IE ST T MDS BB ICBITHIMIE 7 =V F e T OBRRE AT L 72 A%
TFUATIL, {7 =VF fE 500 ng/mL LA EOJERNTZE ARG OREF & ik LT &
(ST AN EAVRENTISY D, 2ok S4E H A 500 ng/mL 0> %4 M4 2R\ S0k
LTW5%,
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ORI IR SR SSERTCH L0, H7 TV —FRRELTOEEA)

FTxT7alA

T 727 al AL HE EFRTITBEEOMEE N b @< (10%2L F) | 580\, N
AL - L - MR I 72 & OTH L ARAE IR IFIRIE R O AT | 5| BFEE, ZEAKD
LIZUIERO HALD (1%L 1) . & OMIHE SRR | /K S TR E 722 &I 45 00 B 01l
bR 2 T2 (0.1~1%) .

77 =7 ay AE G BARTRS SO 5T E eI iE R AT I — B iE /v
TF=2DF eI ELT,

T7x27vn A% WMBUEDOBAE OB L BE | & EOBHRERE (g /LT F=1E
DN R FEYERE D 2 (5 LA EHDNIIL TF =0 70T T A 40 mLimin Aiis) D5 B
BEREEDEWEY AT MDS & | R IRAEDFENETT U7 B IR o0 B8 1T
XE RS THD,

T 7 zadxPI

T 72X PIVICLHA FEFLTIHER, FEE, B2, 5. B, AL
DOFEFE D BB R (0.1%~5%) , TOMEFE T _REFEFGLLC, REEE UK
TRIE) | JE R Y DR SREE Ly =7 RYYE (0.5%0L ) o S—2 LRGeS
B (BEAR) 1382,

IRFEE, B BEEDOVAIRH L0 EMARIRRIZ 2., BRESHERSND, B
F R SOMLYE 7 =) F 2 2,000 ng/mL BL R O BE TIZZ NSO SR E N A LT
v,

BRI B CIEMBR A N BT VO THE T 5,

INRICE A REEEHT25E (R 2V F AR @< WIEER) IR E R ENHEBLL
LTV B E E REEZRET D,

T 7 XY UATIRBE OBE DS LB IR FIITEEREEEOSH LB (ENT
FDBEEIRS) | B IITASA SCE AR THD,

BUE, DOSE TORERE A ATRER Sk L — MlE, 77 =m0 (RS, pdnds 0 7 A

TxT7— )T 72T as AN, @i Y AR VxR =a) ThD, HHEIE Gk
BLORGHEZZETHE, Ml ERRIE CIXFE LT 727 AP EREIRIRIES
725, T 727 ATCIIBBEEZIILOHET LA EFLNMONTEY, TR A BfiFL7- k
TONFFNEETHD, L FIZT 72730l ADH EHZGIIOWTHERT D, 7 7=axH
INTOWTUR, BIREANIRM CEE SRS 5,

40



O I E

T 7270 A TR EEOR AR E N KL EV (10%LL F), EhiziiErrrF=
MED EFRBRONDIENR WD, FHBRGERIL 4 BEICILT T =0 2 E TS, FRIC
EEEDOHLBE LV /RARY S A REEFEELGISEILLTWIEAIZEHL TWL5E
1, GBS IO EL TR D 1 r AT REIV T F = AaZE T HI LN
HERS N TN, B G-Biliat: . BB TIE, e 2 [E10KEERHZ IV T IR ATO N A)E
D I3%EZHMIEI/L T F =2 OEMPBEDONIZEEITIX, T 727 r7AL LT 6
mo/kg JBET 5, Z LT, WEERD TICMEZL 7F =2 3N, 2>l R EE A 25
BRI, /NRBE TIE, HiE 2 [ORBERHIZIBWTIIEZ L 7 F = AR
FHD ERRAZBZ CODIGEIZIE, T 727 n 7 AL LT 6 mg/kg &L ., EHRD B IZMmiEs
LT F =2 DN D DML A IIIRIE T 5 NPT SCE ISR TV, F2, IR
EAZ4ABTLTRIEL, REAIZLTF =2 1.0 mgimg 282 58 A TR 5 24
P CRERE LT D,
OFhEE

JFBEES UIXUIZRO OIDT-D | & G-BLAtE 1 o A I 2 8, #&5-5846 15 H LI
4 BN AT IS —E UL TAHIT AT 74 —L DR EEFTH, MG
VAT I —BEORHEN I LR PO OIS A RIS 5, & E O R (Child-
Pugh 77 A C) lB#H ~O 513k, 4 (Child-Pugh 772 B) DG ITK Y Bl E T
HZEPUAT SCEITFLHES LTS,
@FDAth

INASGE B /M 5 5 R O B ITEE o2 e oL LT, HE bL
ENTCND, Tz, BHERERE S - IS RER E OO BECE IS, mUAZ MDS B3, #17L
T M O B CHIEE R G- L7e> TV,

ZOML, 7T zuF I LRI, SR FIRE SR E SN TWDT2 | G- BG
AR L O AT EMIN (6 » A ) ICHE /A K OMRBHIf A (IR AL 5 T) 21752
ENRHETES LTINS,
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CQ-9.1 i p Al A AT L BRI RISE 2 22975 B 16 L CRRERIRIE AT O &N,

o (HEAE/L—F:n7=aY—2B) SREEIEZ (£ 1S Ml T E B T, PHFE:
OF SR Z A L 72 ECHIBECTHIUTEF L — MNRIEEZITV, SRR RIIREL B ET 528
PHELES LD,

(i) e 32 I A R R A 21 79 FR A 1 U RS LD 8k o i) B 55 o A 8] oD iR . Rl 1fn L2
R o8B RIR L 2T DIENE W, BAERTOMLIET =) F AlL, BAEZ D sinusoidal
obstructive syndrome (SOS)Y. &M GVHD?, JEYYE 29, s Mt JIEMRERE ODRIE L DRY
HRHIEZIL, @7 VT ME IR B A0 - OB N AR BT T2 2 &R S CE Tz 2 79,
FDAH=ALD—2LL T, @7 =V F U MIED FE K L7 8RB REIRE T T, IERT AT 2]
Vi A 8k (non transferrin-bound iron; NTBI) Hi Sk OJEMEFE 3R (reactive oxygen species;
ROS) D FEA AN TILHEL . A RTALE I Z LD E IS I i S d, fds st oik
MEEL O IENEZHNDL 9,

INHDOMIETIE, M7 =) F MEZSERRIEE L THAE L TV, iE7 =) F
I RAEMER BB IE S 0 8 Ch R LIFR R TH L LG | OFHES RETS
T&E7 00, SR OH LI EIEZHI XTFRTHL~T TV NTBI [TEkE R AR
BT HEREMEDFRIEIC0E503, JE TEDHMEH TR TS, A RO EREIEDZW
[ZHBETHDIF AR LD IFIRO S (liver iron concentration; LIC) %, FERELAYIZ MRI
TR 2R AL HAESIILTCOD A, BAfaT LIC 125 ug/g = £ (7 mglg Il 224
1) UL EOSERTIXIEFFEIE T O MR D HND VT2 ERHDH—F5 T, LIC 5 mg/g
R EE CREINELIZG G WE ORAFRE, IR TRITENRD LN VLT 58
HDBHY | LIC OB AR~ DO BIIAREIZITEE > TR, 7220, W RoHE T’
AT =V F S ERS A BB E THRARKF THLHZLITIEL THY, BEICBIT 55
7 = VT U IE O N ERIE R O I DL DONIARH THD, LovL, BHIERZ 5 5REL
T2 I ORI ERFFE TS 7 =V F AEIE, ARMLEREE M & LIC, ML ~7" P L iR<AH
B3 2ZLDVRINTNDIEREND W BAERTOFK SRR BE DO AR MG 7 =) F A%
MWDz LTz eEZ LN,

POBBENRAER - IE T A LB AR ~E DX B A B 2 B E i XS LT
TR, Lee BIXT 720X F LT 7 2T s AE AW EkR L — NRIEDR
T RAE ~ DB RETL . BHERTOIMIE 7 =T E2Y 1,000 ng/mL LA FIZAE FU7AEFI#RE
Tl AR T LRS- BRIC A JREBEE 1 LA ROUEN AL NEHME L TnD 12,
AHFFE T AT S L — MEIE TH TG 7 =V F D TSR0 T iE BT DV T
TRERITRFTSA TR, D2 ESBAERTIC G 7 =V F % 1,000 ng/mL LLFETT
FHZENTETIEB TIE T HRLED FREMERHHZ LD RINTND, ST, MiE7 =) F
VEEREEEL T, BhERT OSBRI IEL B E T DI LI E O FREOM FIZH 5T 5
FIREMEN DD, BARRAE S B A 52 D157 =V TF AL, Wi Ik %« THY (600~
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2,500 ng/mL) . BffE72 8k L — MEIE OB EHEL B D HZ LIFEE LAY, — A9l 1,000
ng/mL &F AN L0,

LA ERD SR RE 210 1& s M fl 7 2 S Tl BRERT G 7 =V F i %
1,000 ng/mL LA FIZHRTHED BAERNCERS L — MEIEAITOZENLEEL, Ll gL
— MR EERE A O ERFRIAIRNH D720, [l TOBIIXPHFIE, fEH RO
izAT> TRILERDHD,
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CQ-9.2 &M M AL LR (CEBRIIEZ 2 D BHE (2, BREFEIEEATONED,

o (HLR/L—F: W73V —2B) &Ml (ZRfe) 7S RIIR 8 Z2 & 7= E B
Tl OHAHECOF AR S8« DRMZEJEL , B — MR IE R/ TIB MR IR 2R
BN

BRI 21X, JYYE A B SEMERE . GVHD, M ERE RIEMRERE | M x e iE 7 =V F
ED EREZIZLODEDHEELFIET H70D, MIET7 =V F AETO EMERIRNEATR RO
FHMIEREE CH D, Fo IREAITOICHLTH, BRE F NI RTALE SRR IEIC L0
bR, AFREE | MERBD 2 E 7oL CODBRENEL ShF L —MEIO& G358 R, F2ITEE
B hH-LENDGHERE,

Kaloyannidis D # 5 HAOMENT Tl MBS St ARSI, 77 =r¥
V% 2 r AU EEGUTIERIT, IEH GBI bR BR A TR R O U A R T 2 e
SNTNDHLOD ¥ SRBRIREZBAEA I CUGES T L EN TR OB E~DRNHIEER
TZET UAIZ L, LnLRAE, BEHIOSEFLIRAEIZ DTN, O, T, PN UWRE
~OFBEBL T | Bt R~ =V F 2 ME (1,000 ng/mL L) 23 EEgE 3 DRER TIE, &
OHECOF HE R L B OIREZ BB L, AIHE & HIB S IE B CIEBREFIEIC OW TR
T RETHA), BEWOIRMERER M A M E LT 555 1T L — MEIED, $-, 2z
DIV BRE ITIHE ML RN L7205 5,
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CQ-9.3 & MM SR AE Al £ DERF L — ML @ G172 3550 2T,

® (HIE/L—R:U7a)—2A) WML ERTEOSFL —MRIEIZITT 7 =71
I AN RS D,

2019 HFHIE, A TEBINTVELEFL - HIIERHA T 7 a1
(deferoxamine; DFO. pEiL4 . T A7 =T —)L) LR NOK|T 7 =72 17 A (deferasirox; DFX.
P4 =V xR UxR==2) D 2 FiTHDH, DFO O+ 37 h Ra1857-DI2i%, # A O
B H OFHE R FIHERZITINLERHY | SREBEHE TR B GE2TOOIXRETHL,
72 DFO X3 7 m7 47 EREEALEAE AR/ N 1 THY | SR D FE L T D8RG D FLIR
ThD, DFO & H 5N BE 1L —)VIE 2 & O B B RYSE DS IN T2 2 &8 E < B xS
TG W07 BRI S IHIIRREIC 55 1 MR % O B35~ DFO 513
BETFHRELEZ Z DD,

2008 FIIAF CTEFEIINZ DFX 13, 1 B 1 FONR CIEEIRERIET LR O TH
%o VEH BRI L — AR 23 AR5 24 70 i i 14 0 12 1 S8 ol 2338 Jis & AV H 03, ARFEHNIZ
X0, HEl oGz M EETHHARBEE M-S MDS B350, BAERiOSE MR IES & 1E
THZEIZL OB EGE O UGEDN RS LD, Al & EGAER T2 b DD DFO #5:128%
HEBEGOVA7 O _EH- DFX # 5O {EEEA NS, BRERTR O8F L —NMEEIC
DFX 73t sn 5, DFX (X550 CYP3A4 OB EEME2H THZEMD, Y I/aARI S
(cyclosporin A; CSP) #2711l A (tacrolimus; FK506) O IfiL F1 2 4 A S8 5 al REME 23D
HZEIHEEBETHANENRDD, iz, T 72700l A% Z b0 RANEGEH 7285 6120F. B
FEE O ONTIYEEREE S LETHD,
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Column-1 /NRIZE T BB EIEDRIKEBREEEDERICDOLNT

BHTEIT major, SERVEFRIFERE, PR BIEE MZRL | S S 4 B LS DI
BOZLIT/ MRS, NI SEM R ED B ARSIV ET,

/NRITHIT D L — M O B AR 3 MR R AR ML ERERIR 100 mL/kg O £7-13 Mg~
=UFAEH 1,000 ng/ml ZHAZ T-HERE72>TRY, 72UV EAENS 1 40 & Wil i 5
BHINEZDOFMTIE 2SN D IR0 ET, IR OERERIEL Bkl 7588
WET, ZOIORIIREREFEOR OO KE, R, F _REEE 1 F5IF oy
LT KZEB KRBT,

NRTRIBEIZZ2Z D1, #8 A8 — A0 ERREZPNRL THIM{E~ =) F 25 1,000
ng/mL Z TSR —=2ARH52 8, O NRITIRICE S TR IOV oar 7747
YAPSFOIUTKNZER BT I ET,

AT IZOWTI— 7 =UFAED EH L ThH, Lone ERETONIRZHEEL T
WIUTIRIE R RELRDEEBIZT 2V F AL E DB EE . MRl 742 —%2 L Th#KDILEZR
DPICHELTr —ANZNIDNTECET, BF OV UL A FEmBLEOME /T =
r—ar BRUNZRVET,

FIEMBMPRIG I ORI TE, NEEIAOSBERIEZ L o2t e
— VL TBLIZENTHDM EIZORPLT0 | ZOBEEMEITIVESL L ET,
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Column-2 [RF GEE) ki BEIAE

@ HRICHEITHRFE M GEERMY) HKBRIEDERLEF
JFFEME GRARTE) R RE I IO TILRBEEICROLILLE B THY | 1865 FITE s
NEZEY =V AEL TRANCRESN TN D, BV, ZORRESF B FEESILT I
7273, 1996 4212 Feder HIZXk>T, HFE @ C282Y ARNFK THLEMb s Y, ZOfE
S R0 £ D% OBAEFA IR~ 2 hepeidin D% A HLEL T, SAERO5>
I Z OBRIREEANHF PR L | BIEDLZABRENE /v b= AT HFE LIAMC
hemojuvelin (HJV) . human antimicrobial peptide (HAMP) (hepcidin Z=2—R 4 %&{5 1) . b7
VAT 2V 3K 2 (transferrin receptor 2; TfR2) | ferroportin (FPN) @ 5 SO E L8 s 103
[l SHAVE B RS S S T0D, 2095, HFE ABRICEDH 0% type 1, HIV AR
X2t 0% type 2A, HAMP ZE 22158 D% type 2B, TiR2 (215 D% type 3, FPN 48
BIZEDH D% type 4 E3FAL TS 2, BatE~EZa~vh—T & type 1 >0 type 3 (28
T, ENZENOBELBE FICEBRNAELLE, ZNONRT—RT LRI EIANT D
FEBFRENIZE > TWDTed | ATV DO ARE R EAIR T2 5 ERI T, DFED, AN
BB N> CODIREE TH MY o~ TV DU BEANTE T, THILE DO OSN35 &
AVTIRNIZED R A LS T, BB RIEA S| 23, £/o, HFE ZRICEDbOITH &EET
FOBFYE L L CRRRIERZFIET DA DLV DITHRL . HIV B RIGE R T 28 O3 FE0E
NEZOT =V ARG FEHINVRBIED L, AR R 2> T D, — ., type 4 TiI~TT v
IZEEAESNALD D, ~T U OVEFIEN)THhD FPN OD:E'\:”% ZEDEREREIEN S| S S
D, SHIT type 4 13, BEREIE I RO A type 4A, FEAEIETSANT type 4B L3 HASIL,
WIEND L RS TND, 7235, FPN O RIC tla‘émﬂ CHRILT = m R — T
(ferroportin disease) LW\ HEEDME S DG B 0305703, type 4 RIEEZE L6 L. type 4A
EIERTHAERHY, BIUEOLZADVLHFED ERITIRELARD DL, FHEL TRILEN
HD, BRI TE type 125 type 3 WNE YIRS YE, Type 4 135 Yeta R DB
4ziﬁ/ﬁé>ﬁéo ZOINT, BIEEANTEI/ET =T ALV HEE T DI EED LN TNDD,
REEL L CIZFEH I heterogeneous THhHZEAFRTRL THIMLERHD,
BARPEANT7 0~ b= ZAOBEIHOR N THHIZmLS, £OHTH HFE © C282Y A M
ZAREHG IR TR OBELIT 0.44% (K9 200 A2 1 AN) LIEFICEL, BlatE~Er/n~h—
TAD 83%FEFEN HFE @ C282Y FAELERIZIHbnland V3, —JF 77 N Tl HFE
D C282Y EHAREHELR TROLMEIL 0% THAHLHEIILTNDIINT I, R TITE
EVE~EI T~ b=V AR BB FIE [ 3RO T7e< | SRl RE D IRIK DI EA ETTEH R
BB M2 25 ZIRPEDBGEEIE LB 2 DAL T, Lol B TIEH DA I
BWTHEBEMENE/ 0 =V 2B TR T HICE RAROZ M SV TODIEFNIAFA/EL
TR, L THETIIRWZ LR TA2RERHD 49, SRk 22 4 EEA T EFFF5E
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B A HERPEIR B AR ZE T~y u~ b A ERERA LS W L MR (%R
REE EH B TITONIZHHETIZ, RIS 8B FI HEE 1,109 ADET 217728
25, 6.9% Tl {2 BHE L2 W BRI RITE DAL T D22 WAL TD, ZHLIZRE A O
PRIBTIE T 2D 27 JEFI Clath~Tr o~ h— ARG RO L BT 4
{To72eZA, 3 IEHI TRl FAREZTRDIN WK TEBEEICHRO S HFE O C282Y 24
IFFBOBILTVW 90 ZD% G KA B EGE RIE B L CRBE~E/r~ h— 2 A
528 BARNT S LTI T TRy, BiatE~Er/u~ b AE(TB s 1125 B R
R HEREZBDDIEF OEFEITH TR, M E 2 W SIVDBEEE 135D TIRWH DD
ARFRIZ I TH SR AR B 0 $438 JE B | 2 9~ 238 A5 TR O B EL RS 225 5,
L2, ZHDRFHZB W THBIIEETHAANT HFE @ C282Y ZERITFED THHLT, Bk
KEHARTITBEEBEMENSEZ R~ b= AD R R R 722 2B 351 suidid TRERR
HZEITHONTHS,

@ A%

BIARPEANE 70~ b= AT, Bk & Z2IESS S8R TR 5 2 LI K0 A5 ligids o0 [ A DB
REDSPEESND, RENRIBGRREEFEL TX, DS | ITHEREREE | HERIFZ2 T0e T
DNGWIRIE, EDOBFRILERE ThD ™, BIEMENEI/RY = ZADOB WX, Ffsny
(LB B E~Ea~ = AR TE B 77 (HFE, HIV, HAMP, TFR2, FPN1) (D% % [F]
ETHIEEIRDDN, EREIR TILET ZND DN E 2 5o 2 B IR P 7o A T /L2siR
DO A ETILERRTER D 5> Tla &b B IR 0722 7% i Bk i B 23 e sl <4
720, CT 728 Ot ChFlg/ 2 & \28kib 5 2 5ot D density 77082780 7= BRI #RiE FIE
DR EEMEEE 2, SR~ — b — TH S MG 8k (serum iron; sFe) . KA Fn gk A AE
(unsaturated iron binding capacity; UIBC) ., #a &k & #iE (total iron binding capacity; TIBC) . Ifi.
HE7VF B ET HZENEIDOND, 8T AT U AFIE (sFe/TIBC) X7 =V F>
DAL TR, SRERNEZR<EED N, type 4 TNV A7 =V fFIED R IT38D 72
WG ELHLD THEEDP LI THD %10,

FRONGAR~DOUAE 2 B RHE T 5 5 EE U UIIFAERMDET R OND M, HRIZEERE
DEWOTHEICZBEL TR EENLETHD, BEMRE THIFR I EHE R DO
ML ATRETHY, Hil 21X CT THFlE® density 52 fEiR9 D2 LIXFEREE EHEA 1 TL
LTV, RN CT T EE E BT 2Z 813 TE eV, MRI TIEAFHRS
ONROERITHE B2 7\l T2 ZLIXFTRE TH L, B0V 7 M E ORI
BRI B 3/ TNV WD RELIR T D 19,

ZHLTMR A AAT VBB RIE L E 2 Wb LITTREE DN A1, MRS REL
7o BEAEJESCI A7 FR A SR CHERR L QUKL DD, ARFL T, AR i kil ifn. |2 ke [R5
HHDONKERSS % 5D DM, FOMITEH T AV AVEFFEEBSe  F CEr FESRF OB R 570 L
DA TORODZERERL TV, LT R IC IR TH BB R DO JF R 2R E TSN E
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(21, hepeidin ifi. FF I I E B L ORI DB EE~T /o~ h—Y AR B RO Z
BT DM T L2 D, WIRTE~NEZa~vh— A0 type 1ZE->THERDN, ShBFIIRRETH
HIZHEHST hepeidin LR AMEAEE 22> CODIEBNL, Fif (s F-fRbr O s L7205
LEZOND, APV T NORRAES BURF R O A H TIIARBREH L1372 TUHZRWAS,
B R AR DO — 5 E LT hepeidin JIECE BARNTEAT > TSR IEH D72 JERNIZ ST T
R ERH D,

AR

RIFICBEL T, BB A RAZUGESE DI RRAI 2GR ITBIER B S TRBLT,
PRI RIE ~OXHEFIEN 0 L7025, TRRBAMERF NI G 7 =V F o DN EREEN THLH L E
IR BIE ATV BN 258 IR ZBIG T 228 HERE S L CnD 238, CoRRED
M35 7 =) F AAE TR A BIA T REDTBIL T, HARAISH — S - e/ 11T,
AFRTIXZAVE TG M R RIRE DRI AR | (AR 20 48 R AE J7 BB i s 2 Al Bh 4
SRR EGUIRIF e 3 RRos e rE I B (2B 2R A A I AP ZEAR TR /NEEth) Tl
17 =UFfE 1,000 ng/mL Z#8 2 72355 IR B A A HESR S T | S TR 12
IFEIH DD, ERIRAITIIINE B ZITBREATIZEITHRINDEZEZBND W, KUET
JRCH [FIER D EEEZE L TVD,

TRFEE LTI, £ MAHELES LD, 1M 1 B2 400 mL (££13 200 mg AR5+ ~HEii:
b)) T, A7t 1ML EOIRZ ST TRYIRLAT> T D, 72720, #8123 A a7
DL, EMAEREN T3 CH LA THHZLITEENLETHY, TREREIRE DO LB T
HOIEFNIRIESND, WML T TEAR, HDHWTIEMARREN 4 TIH AR IMIZLVE
ME72HRNDBBHDIEGIOIRFRIEL L TE, $F L —MIEEH 528705, R TILELX
L —RIELTF 7 =43 (deferoxamine; DFO) B L OV 7 =73 117 A (deferasirox; DFX)
ISERIR DS CREH FIRE THY . DFX 13#% A& G- CE A TR EANE /7 m~ b — 2 R0t
LA THLEOMESHDH 1510 BURECCIIAFH Il . % #5108 FiE | PR BRI FH 23
FRIE SV TUNVD, — 7D DFO (XS RIE i I PRBRIE FH &£ 72> T %A%, DFO IXTHILE D
DO D ENTZD i RTESR S LUTEER 5230 EE L 720 | L i H 0 S 2D |
B IR A 972 oD (I3 P 50t i RIS EEE 720 | FEERIR TIXRERMEE 725,
A ATE COEERELTI HBE DSOS L TSz Sl R & I3A H Th
V. EREFNRRE TOT Va3 — L DO R EFEITIRIEA N A2 IS T RefE F 2 B S
TLEIETOMELDHVRET HNETHD 1,

ME7 =V F AEEE=F) T LRBDIREZIT > TV BAEICEL Td—ah
TR T2, MG 7 2V F U 2R TS T EHE 2O THHISILTWDE~NT D
PEADNSHIZEIHIZ I, fEREL TRE DO &AL TLEIDOTIIFEZ =V F D
W NI S 2 e oEb D 1, BB EIE IRV BLL 7o il a2 BAL T
b B MRS THRNOBEEZRO T ZEITED | ITHEREFEE < BE /R - O RERE O U 138
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EZILTODN, BT FCTHEITUTIER] oA > AV AR T T2 o T BRI Tl se 472
WEIIREEL /2D 18, ZD7-6 SRR SR DI BRI INRESFEE OIRIE A2 & O T B 72
FHMEAEETHY, EE T HDARE I AN 72158 A ErCE E T =X 7 )
WL D,

@5k NDRE

ARFR Tl . 0% S e S ERE RIRE D RES 73 % 15 D DT EITIEE RS i .23 B e
LW ERERIED CIIVFEL,, FIRARH O FE THREZ IS CWRWEBEE~E <
— UV RIEFISBEAFIET DL THRENDLD, TOHE IR THD, o, AL TINET
BAEMEASNEZ O b=V REBZ WS NTIERNZ I TEH RCKTRiZRIZIR® S HFE C282Y
JORFFEDBBFERIIFEINTELT | ZRRABEFERNRESNTEIY, SLEE
DOFRESL R TIIR, A%, B2 BEE L2 W RBRENE G L, #5128 BT &1
JERZERTHIET, K2 OBGBFERIZE> I &SNS EIEE 2 S & FHEL T <
ZEDBREETHDHEE 2 HA3, hepeidin JIEDS & D IRERE H TIEZRW 2  JERIERRIZIE
FWRF D MELE 2 5D, SBRIED G DHIE T2 I RE IR o0 FR 7 18 L A T
LTCLEIERAHIINZ RS> TLEI D | BIntE~EI/r~v b= R WEn o6 123
ORI ADZAIL T HBSIRNZENEETHY , ST, ZOIMfEH ThERRRIAE DA
HEDFHZATUVIBEIN ADMEMEZFR L T ZEL BN TI RN EE 2 DD,
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