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[# ZE1 A %H (heart failure, HF) A —F L RO hFHEGE, RAFEMLSG, LRE L&, #
)25 $HAE 5 EB YRR E WX, LF, Ko TAhaEE. Mok a., R REE, URILEASE
4B (Deoxyribo Nucleic Acid, DNA ) &5 ER2E G BT, ERE SIS . e RiftEs) AT
TART RS Y, EF KT TRRMFF TR S CEARR, RALEAERESE, B, %K
WA AR TS RIS W A8 IT 09 T R AFr L — IHARKRM O TN KBETR T, AREN S5 ) %BE
X AWML T 428, AHRA S ) B0 15 G R AR IE R AT B ¥

[ocHRia] 2R o 235

O 1% (HF) 2 i 250 JE R 51 AL i —Fhilin R 25
B, o B S LR S A A E], ARG ) v A
SRS B, O J7 50 & — Fh i S A B R
LA, HARRE. ERIBT R R B,
HBEE N O Z AR, HRR LA R
AN TR BRARS 5 0 ) 3 v 72 BEAE B SCHR P A 8 2 4
T, MR .

1 SRR

B (Fe) RAMKHAEHEIER —FMETER, &
FEVFZ R R RS HEVEH . BRI R
BIEZ 5R MRS, SRR EReE, &S5
FA . — AR BRI A, A A B P AR
HOREEEER . PURE T RSBk, P83,
FIR S HEME, DL Ke SRS 20 318 75 S5 ML SR 4 3 R P 1
Peras ™.

L. 1 BRI NG

NAEA R TCR RIS R B THZEM M, T
HERBITRTERA TEY. ANMENETEG N
DiResk (s aek. WA s agmmizgiEag M
fif &%k (BREEMEZRMER) WM. ek Fe2+
B A A W A A N =AM Bk Fe3t, JE S
&R HELREA (transferrin , TRF) 454, R5H
BREEG S EHS, BnT DUE 5 2 gn i
6 L A A A B BRI %248 (soluble trarlsferrin
receptor, sTFR) £54, HEFZIHNBILLHMN, FHEER
EANFREO P, LR =0k Fe2+, B
{F3E 4T M2 85 H (hemoglo bin, Hb) B4 A, it
SR A G RN R S ) % - B
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R, W, NFERAE NG HREH0E = 1k
(1-1.5mg/d) , fR¥FFEERBEE—EEE (B 50-
55mg/kg, ik: 35-40mg/kg) . BbAh, AEFIEH
A B IS Ing, 3 B S /N RL R R v
R NS DN Gl ek s s o (P2 Rt 1 X P S i
3 ML F S T RS S 2% o AR YR

1. 2 BRAR U R A

12,1 Bz

N A AR H B W, B IR A )
REth &2 8 TP, SRR M E A b M EZRSy, Fr
P, Bkih = 2 PRI B AT S, BRI 2 ML A
Bk Z BB R —. BT O 30 WL A
FERE, FrLA, 6 7 2 v A R SRERAE IR 9T L H 2
ZEINMEMR Y. (CPEOAEEEEE TERLX
R 7E 2020 AR, R BERE AT DAZEAT A
] AT s B, AARERER = 1T 2 2 =N B,
AR — BRI BB TR R,
BRI AR R D, 2R A J5 W] R BRI i Bk 2 R
2/NT 20ug/L,  BEHY B R AN 2 H AN IE SR
T BRI O T B R, 23
B S B ZL 0 M G Rz B, LT A PR T R,
MR FEIR AL B P ILEEL, TERmeaEa. B
MRS E = BT Y: BE B R ETIG
&2 ST EAR i) 0k 6 SO TES € IR R LRl A
BB MAER, Wk®: =277, 0%,

BT 2 RO BRI B IR A R BUL R R, i
FRERERIE: 1 — P RIS B IEE, HE S A
J1% 0, Tk B IE R A B TR, RIN
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BRI, 5482 Hepeidin IRIEZ VIR, T2 B, g Al 2 s g SN, 2%

RFHOEBRFERRMWEZEERN, OFF, HTHE
D B TERE B KM BRI CRE BRI
AP 5T DL R HLAZR P9 SR 9RE s 87 5 S AL, 3 B LA
SRR AT RE PRGN, SRk eI pO UE H S AL 5 T e R
BERG. CABFFRRE], SRS H 5 O R,
FEIN g 0 JULH B B A A8 B 1l 5 ) 28 S LN 2 23
P,

Fhh, EHL AN, R BB, Sk
JRE R B PR 1 AR R, 3 BUAE A B AR P T
REIZ K. FEGRPORE BB v, A 0 JULAE T R Dy
SRR T T ) SRR 25 R R A TR A, BT AL B R
A AP B R A, AT T B =W R B (Adenosine
Triphosphate, ATP) HIFZAEANE, ANHEIEH W ENLAK
ek, Aok, EARA ORI EER, 2T K
KT AEBRE AT N BORERERE, O UL MR AR IR TE,
BET BT RN OIS A8 DI RE I PR BRERIERENS 5
E I N R MBI FEE A4 (1) Fe—S RERIE R, X4k
AR S5 A P AR, L BRI H BEANEHE
P R R AR 2 0 TE A M PR BIL R AR R I R 4
AEFEBRE A, LUK A i R R B B R B IR
WKV, R T E SRR A A UL PR R R R
R RGO . S 4b, i i ko S gkt v] BAER
NN R AF B, (R 3k 4 M k52 SR AR RS 1
HERIRE ), REHURILREME &, DRI 4E )
PIARES, @i S UE S,  E 5 I 2 250 2 ik
/U (1) 7 B RER ) BT b, JE e R SRR TT
DB H AR A7 AR R sl &

1. 2. 2 Bil#g

FHECT SRR Z ok 1, i 2 B2k BUR 2k 2
2T AR B dHML AR I = A 8k Fed3+ &
HHREAOUEAMNERGEEE, EMMANAHEERH
RIFEIE T, BRHEANBNG, BOLJE N 48k Fe2+, 7£
LA G B = AR — N BRI, 7R At H R R o B 2R kL
R E BRI, F A BRI A A IR 2R
H, IMIE R AR R I R R R S AR, ROk
PR H BRI R R AR, FrbL, ESkE A
BG4 s B NARER BT . A7 AR A IR
ANBFFCETR T, SRR KT % A 50 ) 5
R 2 U T 2R, B 24 N34 03 2k 8 Ak B
>358ng/mL I, 0 A vE R R R BT, AR A

IDASNURRTE =0 N = M= 2 B SYNTOEF| b ST SN A2 13
IFIN R D Rei T, RRHBIE I 10 I A R 5 R
AL o

[FIRy, RN S TS, HaXhO ks sk ok
FEE, MM gl 3. H s iR B IRE A2 —Fh i WL
T IEBm, FEJER RN BB T 5 51
PARW R, SENRE AR, 5l
BE TN, RN BRE T EL S, Aol oligl
MIET: . 5346, 1 Fe2+ B EAERT, HEMEZFA
H 3, 1% 0o LA M, A e A/ BT 5K D e RIS
KINGRE BAFAEXT O IR K EE, 20004
Jf I e B AR, B2 TR0 S, JE IR T
Fio FEERE ORI HIC2 ik rh, B K AES
Y S A 1) R M IR e A, AT 9 o0 JUL T L )
FERFHEIRTE, X —45 LW, B FIR T e i A
W Ferroox4 KR ¥ LU EAEOIEMAER . ¥ 78k
B W) 2 By LERTA ) K A K AT R i, REAR HE A4
I R, (R e AR A S
B 1k F TR e T BN AR Bk B i A1

1. 3 BRACGHIAH G K 2

L3 1 Baf&R

LA 3R hepcidin 2 — K2 KA KA 40 IR R,
PN ML AR 10 % o A S A5 1R 35210 3R Y Th g
Hepcidin /& — i i JH I & RO 73 W 1) 2 9 BT, X 8k
R SORIA T AL S LA R, AR R BT o
P R A B E A o Hepelidin i Agid i i 5 i 1)
BRTTAR R T B A DA BBk S AR . LA N
BEBPPRBLY, BRI RPN, M FEHE
JHWE N T B B 2= B R is e SR FL I 4 5 il 2,
BB Az e W TE I N, AT SRR BT E 2 L 1) I
Kz, —BHMBNAELZME, Miakmii. 5
PE4F 44k (cystic fibrosis, CF) J&—Fh 2 ML &
i, WAL RGAAETE RS H G OARBR AL R, CF
A T = IR I SR A YA R A T B D) RE
SRR RGN, T 51K 2 BRI I AE .
KA T 0 — K RIE SN AR G, R LA
Hepcidin 581k, PRk, CF & TTREH T 20E N
fA1E, S8 Hepcidin F)RIXKFF . B, CF &
H 1 SRE N AT BE T 2L Hepeidin AP T s, 2EIRS
Wi 2% PR AR AR 5 o X AT REMARE 1 CF B3 I b C-
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SNEE A AL IE A R B KT I TR . AR
M, B AREE AT LG RS 5 R 20 75 2l — S R
Kl B o

1.3. 2 BRIET:

BRFUT: ferroptosis, & FEAKH T2k, @AM
R 22 A R J R 1) A e A P 284 4 oA AR M SR
FLIm K, HAUHRTE 2500 R R, TTRE
BT EENRRE RENBER, TS BRI R
BT TR k32, S5V 2 WM IS R %)
MW, BRI E S A (erastin) , & — M4k
TSR, R Hs R - AR LIS R %
A, AT 51 41 A Bk 5K B0 #% AT i, ML Ah, erastin
I RE M8 B = i R SR RIA, AT B v A P v
HIEEE . FH #6488 H (transferrin, TRF) HI&&
A RE SRR RSO, SBOREWF R &8 5T
Hetr, P REARR AT T A S ek, XPhF Bk
WEIRERRR. Bl & AR AZER, 41l glis
BAi AT, A0 Ca2+ IR SN, AT MR Co AL L F 2%
fy — WCARARER, 51O S35 L O U AT P R T e R o
Wang 25 N A M 22 Z4JEI AL 1 3 B (mitogen—
activated protein 3 kinase, MAP3K) i# i 4/t &
JNK/p53 A P EAC R, FERIET:, SBUgMEL T
T fa WO AR 4EAL, T 0] MAP3K 2234 W) B 2 i
O THEE, HIERFE T AT AR LBk BB B0 S 30
YA O L SR L B T SR O WL A o ZRRIAR TRk
FRURT A& G 1 i ot 81k A 50 LA B R B T 1)
BENUH], #5 ReiE PR bR g Bt A fl, 0T A Ao 4
HIRT 55 235 S 0L gk gE T MY

2 AT RS

TETF REBAR Y5 0 BE AL 72 A (RN, it i
PR B2 O VIR FE IR b7 v 0f SR AR TE 4k 8t
B AR RS VR YT, S AR ML SO AT
A REAE A B A 0 0 38 v R s 2 — o B Rk An
PRI B L Ak, At PR Z RE IR T BT
TR HBEER TR A7 SRR 23 i DA S A A Bk ST R, 17 Th
P SR PO 937 9 D) ) BT o/ A R A T

2. 1 TR

MR T R0 3 NAE BT TR], AR O IR T e
71, WREAERE. PRI (BRI, JEHR
WD | AR 2R A WS L W
M BRs 257 50 (B, Wk MIE A 223 8
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RSN IR . s =0k Fed+ Sakihss &, ik
W, B b B A TEA R S KA T I R A 72 3%
B, 22 2RIkt Bk 1 7T i A 5 98 M e R R
(7 RORT 52 P, RN G S UE ST B 4R oK ROk 2k kb
A CBREEAY) O R A Rk 1 BB B D
AT RS PO IR P 4% B 22 4 K IR AR 24, T B
1677 N AT HR IR Bk i ohie 1

2. 2 FpK A

2 LRV A B 52, DL 7 B
AR OLN, LR BRI R . JCHAE O T3
5y DA R U = R A M 2T 05 AT R, R ik
il FIANER DA AR — & HERF FH 2 7 2. 400 % H
IRRRKER A . REREER . A DEMEETER. AT PRI IRk
RS, BRI AR A K A ALk,
EATRA B AT R AR R U e, (R
VR R — DRSS B KM B O Rk 2k B L 52
PERR PR SR, A Bk = K RBIF FUSRAIE S2IX — 2,
{F I 5 3 B e Rk RNk P 00 ) 30 0 0 S i 7y 4
R ki i 1

2.3 A IFBI R IBTT

Rk, BRAR KA IR, AR
Bz, SEUMKEAKCER TR, BHEARR
WU, e KD B R A A A R R A,
Xk B TEMIBIGEM . RS, i BHET 1L-6/
JAK/STAT {5 ‘il i, nJ LARFAK IL-6 FIFEA, kb 2k
WERMEG K. FEEBRE, ARS8 R
SR U BRI B, DT RS Bk AR R AN A R o

2. 4 PR EIR YT

BB HB L R EAWMAETE, BEEALE
HHREAG SR, SIS, R
A B TEIE T B AT X T O R K
P Ca2+ LK Fe2+ BSFar B 40k, FEHET AL
I Jo T 7 AR T A R R, FT RN R Bk R A e
JESPAE, FPRAEBUEAGR L A, HHEEIGRS 2
ANREAMA S, sIRONER, FAEdREEER.
I3/ = NEEE - SUNTIN= R s e Zece ) P Lei 7 e
SHMEGSE, HEW IR g0, 5RO NLgE
ALK, G, NEGEBEHT IR IC A AR A Y
B,
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BENRIG . PR N BR RPN S W7V L., &
BEA. AT EAMEMORIUERE, REAMLEA
1B (BT FIZLH M AR BAS 32 352 1% L T 1
AT . BRSBTS RIS
PriaN It &gk, Bk, HREASEVMRIHE. K
WIRCR I AV EERIZ5Y), 2 H TS BRI
Uy AT

2. 6 MHIERIET:

Bt e R, BRBEMSIR . SE TS,
ERRLARIE JER] . HO-1 4 ot LR AR L B4, #m] A
A R TR T R 0 S s U S I Ak
BREAN -1 WHAEAN -1, PUALER. 44R
E 5 5 BT o S AT A SR AE T . R BT AL R B
R VE e AL T 2ehifh, R REIHIBRIE T, KIE 0L
RIFVEH .. Z2HERYESMRES SN Fe2+
AR ST SN Fe2+ KARE . Bk
I a M KAEF R R 4 (acyl-CoA synthetase
long—chain family member 4, ACSL4) #AJLDMELLK:
BENRITIR S4H0E A 455, TR RUSERHEE A. ACSLA )5 &
HEHZACSLA —FEHAEARR, RBseHEE
VMG IR AN BRI, B RCRAT T m v o ) R i . SR
M, KBEZ AR 2w dn b gk sddk, =
AMMBRIE T WEAl, AR SR A A B e AT R A
IS I ACSL4 B 5 T K 2 AN AT IS 7 R S AL
SR DR 1 220 A B B S R AU T 520 o I R A ML A 471
i A1 % 4% 51 T LABEL IR ACSL4 A5 (K 5% 22 AS 1A i
TR SRR R, M e/ 41 B SR T B IR 1
WEFE R, B0 Ne£2/H0-1 45 5 i m] yak 4 il 41 41k 58
T2, PR MR L AR A 0, B O R T A
%Eﬁ [21]0

= VAN
gl:[{j\y

3B
BRARE AR TR AR S R e, Bz

SR 50 S ) R AR VI . BREAT IR 95
XA, BRAR 2L LS4 77 R S EL AR
%, R Z IRV E, WIEEARKEY
WA A5 SISk LIRS, BRI . FrLl,
ZUR R OB BE R AR, Bt T Bk
R Z AVER RS IE DL. PA IR 19X F) I 3 P S5 0 i 5 Ak Bk
PR, SN0 13 R A BEFRANEL VA L T o
Frek, @ SR E OO LR AR AT, IR ORAE UL
AR, X 52 0 s O ULRE B A KT AR

DI R R R RESS 0 ) B [ TR
SRTTHRB I R AR

SE Rk
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