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Abstract

Physiologically, iron can enter cardiomyocytes through a variety of pathways and play an impor-
tant role in energy metabolism, however, in the case of continuous stress or overload, it can dam-
age body cells through the Fenton reaction. Iron homeostasis disorder is related to a variety of
cardiovascular diseases, such as ischemia-reperfusion injury, coronary atherosclerosis, myocar-
dial diseases and heart failure, early detection of ferritin levels, maintenance of iron homeostasis,
prevention of iron overload, exploration of the interrelationship between ferritin and heart dis-
eases, and provide a new direction for the diagnosis and prognosis of heart diseases.
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1. 5|8

&R A R E A (serum ferritsn, SF), &EE AL Fo BN E &Y, HK P24
F T HIb iR A 2k & & — B RR, BRI 32 NI A N 22 7% % 8 H (Transferrin, TS % 2k 5 F 5244
(Transferrin receptor, TIREEEEL/E . J. Fisher 58 N[1]& 3 SF MU A EH, H o fedtbdhi
M, HEZEH H-WEM IR, Fe M7 EH Fe® AN Fe’', X2 i H-8k 8 (1 AUk S AL B RES
PR . B Fe? B FHR R 2 8 1C 454 & M (poly-rC-binding protein, PCBP) 1 11 2 (PCBP1 #lI
PCBP2)fEi# % SF 1, i (1) Fe® nl LB Ik 8 (1 [ Wi A e ol FE 4 s B AT, EANZ A8 2] H-TE
SR M Fe', WD UFES Fe it S5 N 2 AR A S HE MEFR I 1 PR B Sk NS B0 iR B AR
A A5 (3] H HT Bk 22 (R4 2 B U R 1T 5 22 B0 L3 9 (Cardiovascular disease, CVD)
ZIAAFAERIR[4] [5]0 2038 B R ARG Z N 2 SU M SR AH G B S M, 1 A 20 A BT RE 3L, 52
Wi SE AL B R AL A P R BR AR, oV DR R W RE R 75K, WAL IRIA T2[6]. 1 2id & B ER
OISR T2 RECOIURE 2O 15200 . ZRiA T ROS 177 A8\ N 2 f 51 B B0 R 2= PoE 0L
457 1 EI’J &1, ROS HIF=E FEUEFUL AR DNA #if5, SECOIEIMIET: . 4k, &RAFHL
DIfersfg (7

2. %9&%.%,&\'—39&%%
2.1. ias

BRARAS R — M BT, AMUEFE A N IEIE 1k & &, AR KT, AL,
KB BAAET A EAY, RA—/MNESSREMRRIES, SH%EASE, EAMR, BEEQY
B IRA BRI BRI 0.1% (£ 3 mg), A1, R A4S & B & B s S0 [8]. MM E N
ARk A4t N 5 B2 IR Y 2 R G B A R, X S 4 Pl L AR W S R B AT A B ek, A& —
ANERAY BT AR RO AT R %¥%£ﬁ§ﬁ%%ﬁ%—%ﬁ%mmmmMﬁﬁ%,mmmmﬂ¥
SRR A, JE I S R R T BRI R A A IR D BN LR 9] . Bkih = I I 21 B A b
LEVRIME ARG OIS RGN R SEBR[10], RO Ol 2 2 F%mﬁr%%&%ﬁgi%ﬁ
RAT T VR T S I A R R DR T () B NS O S . T AR P R AR BB, W FetT S
LR R P2 A A S B I SR (Fenton) [ B, A2 RS F B 3L B0 80k 1 RS, B Rl it AR Ak 2
ROS &, SEAMBIGI[11], H—J7H, BRaGMIAEMA RERRGREE, (22F ROS £, S
f[12] XL BA S R PR R L 2, ol DA R R . IR RS o S B T, IR — kK
SRR TR TR A, W BRIET(11], 52 2012 4F Dixon 5[ 137 F4KX ROS 7% fif8d 241 i
BAEBFESEUEH LSRR, AT RS AL AR TARET. SMEA
PIRFEAT F I o 3X— i 1 R IR I Ak B ROS IR 1 AR 2R
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2.2, ¥

BRBET G et S84k i 7 AR i i 5 S Ak P (lipid peroxide, LOOH). % B 11 7 — % (Malondialdehyde,
MDA 4-$2 35 T 44 % (4-Hydroxynonenal, 4HNE)&#15%E HR EEZ RS MIEE, S5
[11]e HBECX TEIET EREBEH A W T M BOS 2 AL Y8 4 (glutathione peroxidase 4, GPX4)
BAFARE GPX4 B 5i&, W JRiAuhsss, e Riuhas bl s uhsiesE[14]. GPX4
Fe— MR, FEA BEH Ik (glutathione, GSH) I B T~ K AL EMIE R B2 R -5, T R 47 41 i
S5FIDIRE[15]. 4 GSH MUK AR B B IB B R G320, ROS MM AR RUKE), %52k IL 305
T 4 NCOAYN FI R FERE AW, NEEO AW, 58T, FRNZREAKFHESR
IR NCOAL 7K RYERFERAZAS[16] o £ /) B S50 I 5 21 i B GPX4 £ I8 5 Hh BTG o S AL D HEAR,
XU GPX4 4 £ i ot i A 45 55 7 THI A AR R 17] 0 e A Bkt v i) i oo A8k At vT LA 5%
U7 AL B ARG . — BORABRAET:, Sem st AL 3 2 & B 4u i, BRAE TSk DA i 77 =X
MERA[18]. HAT, EWNIMERIETHI R Z , (AN AR S 2, s o R e T R &
RS, M. 2 EEERAE R ROS AR AL FIVE T g ), (H52 21 Hofh — 253 A2 1) 52

3. gL M ERRAER
3.1. B ESRERRERLMERRK

TEIEEEIT, SF WS AFIRI, ERMZMT, SF AfLMEN—Fl I B 202 M 2 ERE 1
SVERATEAR AT [19], @I — NS T ARSI RE FIRA R AR SR ME R R R EAE 201, 4
A PR B 28 T A 2 DA RO KR M S e A ML D) B8 - — 7 THD, R 28 2 R Ml B e A A B ) R R T g
F—I7TH, WEERAH T ARG e AR, SRS 9 K — R SRE B e RO [21] . SeE IR BN KRR AL 2
— PG RIE R, A BRSSO, AR RE N R R, SF MR C NV H
(High sensitive C-reactive protein, hs CRP){E 2t HABH 14 e N4y, 7] DA I 2 B R 85 LT R AL, 51
M RAE[22]. VFEZHEFERM, RREVFFEMEST CVD i Ftm, RIEREWIKES CVD )5
AIF=E R EEAHOC[5] [23] [24]. Mantel 55 AN[251HIBF FE R0 7 AHIGUESE , 1IE B 58 E =2 0 /) 368 38 1Y) B4 A
RIBRW 55 18 M F X80T B S EEES O )13, tWANE AT iR, SF /KPR B i
HIRE TR 1 B v R I 0 38 B8 A AR AE G 1t SGHK, IX W] SF /K-F- T+ i 50 UL 4B I 453493 7T el S B
BRI 5 — Mg A, AR S AR AR SO0 2 0E S ST 30 HF IR RE[4]. I 1& SF /K F AT BELE &
JiE e e 4S5 5 i B CVD A YR,

3.2. $kES E AR5 4% K Bk I A #5345

SR L FE-EE V3 3547 (Ischemia-reperfusion injury, IRT)/2¥8 &2 2448 B DR G af & A8 i i 14 453 4 )5 78— €
A MR E MR PR E:, M AR DD R AR B AG S S B IR AME R IR N E . ke, AR, &
B JORE S R RARTAA I, 23 51 RSO LR 5 R RN AF Ak, in B Sl i FRE VR TR A% o 2% 5 3500 LA A Qi a2k
AT PR ZE AL AIAS AT 30O JUL A RSB A G B [26] o 7E B BN RT DAY 5% 31 A0 SR S 38 i i 2 R 1k T RE )
Wt , 2RI B A M A0 B ot b ) — FR B E S 4R MBS, EAH AR RS 5 5% 5 00 75T bl B AR
[27], BEAMRRLARAA R ML R A ORI (ISCs) M 25 i, /2 ROS 1 E ZERIE[28]. Lo UL
(LR K T B 2 e T I AR A A . (R, ZRRifR i) SFIRFEXT QI 2 ¢ E 2, Hulf 4 R ™ &
I ZRLAR A 2 5 R NE DNA (mtDNA) % X D Refr[27]. HJSRIER T ROS X4k 1 #1441,
W2 T BB N AT F AR A RN ZRL A 28 3 FLFF TR, AT T B b A I K 2 7 [29], X — i #d F2 i — 20
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IR T AR, 5] R0 UL £ Rl O I P9 B D Re et o DRI POy 4 P A0 1 S e R AR 45147555 IRT
O EThBE A3 B B Y [30]. AR R, IRI 45 540N LS T 284 704 T O L) Gekz
PRI A4 [10]. A Fang 25 A [3 1740 & BLAE LB ILRT 30 min 4570 SUESHNH] 7 Fer-1, K I/
JIE IRI A A AR ER o EEEIE 4 T840 7 liproxstatin-1 ] AN N GPX4 7/K-F, B3/ iR
BRICWUEESE . 2RI DRE AT ROS A 18[32].

3.3. SNBSS LR R R it 268 0 BER

R B LR 5 Ak AR i 20 L (iron overload cardiomyopathy, 10C) & —H TG % . SET- R ERIO
MR HET IOC BIRIERIEAW Fr, 8% 1O IE G AR R AGAS I 7 v oL 5 2 1 s A L
BRERIZWNE33], v TAGI & 15 0 WU, 76/ REBIR A i i v, a2 isid i S0
PEERPEAIR T A, 7RO WIAI R FE TR HF R FEAEF[34]. RIRABFARY, mEkai NCOA4
iz FAAPER S RSE D B, 2RE A ARSI L, X NCOA4 FIZH i i £k 8 H /KT
(P Rg R [16], MRERER H ZRAELE O LA PR 1 R G BRI [35] . Bl 85 32 ] LI NCOA4 2392 A 15
T LA IR T2 [36] 0 IX LERIE I HEoR 1A N e Bk E K0k o JULEH 7 AR ) S M SR < H Tlaria 5537
S TR MO U R B O LA B AT B AR R I, 45 IR RO RT AR S R KRG
JULE 9 i3 F i A o B R FH RS o e AR AR AE 7R 2 ks A A 4k S 0 UL BT (myocardial infarction,
MDFEEEEEH, EEERARAFHEY, GSH RUTHAZEAM ROS ALE MI K- A1 11 5
E RV, UFSE TARBNET ML RGBT RISt T(38], M HAM R RN, K28 ST Bifmil Ml
BHEAEONERIRY, ROV T &R MI G A EEWA R KGR EEB9], A, 4N FHE 7
T4 (HUCB-MSC) A R 3 5% ) miR-23a-3p #ZiE B AT #if] O ALESET:, A5 AMI OB E[40],
PR R AE T AT RE B MO VLA 5 (R8T S8 i

4. BEERE

WA H AT AU R, SRRSO MU VL B R R, B Bk W] DAE N ERRLAA, 7 A AL N
W FELRAATIRER ST, B DI IRT J ML S2m0 UL A K e o B IR i Thse, Bk E =N
O WU B BRIE TS, BRI 2 (LR 2 W R AR A VR ZE T A8 O I AE 55 v A4 T AD TR AE LA . SR
SF KV 5 RAE K BRI VIR SC, SF Thisfe 2 KRR B R IE R T8k M AN . A 2 0
WEFERWIAE SRS BREES50 ARTT - BRI B3 AP RO ORGP R AT, AT LSS Lo i af
BRI IAESNL, $ AR UL E A . (B BARBPUBIDERIRER , XL B RT RE TR G TT L ML A
ROCH I ER SATEESE i, DA O B T
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