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Abstract

Iron, as one of the important metal elements in the human body, participates in various metabolic
processes such as mitochondrial oxidative respiration and protein synthesis. In recent years, iron
overload has become a hot research topic, and some studies have discovered a new type of cell death
that relies on iron, known as ferroptosis. This article will explore the latest research progress on
iron overload and lung related diseases, and review relevant findings on iron overload.
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1. BB

H AT v AR IR I X, A BEERIURN 4 M G . BB AT LAy SRR I R AR 4k
RNV TR R B R W T 8 A 1 I 65 20036 9 (hemochromatosis) , a8t A% 8 I ¢ 330 Je L R LT
1889 4[4 [F J 2 2% 5K Von Recklinghausen, fi ) A Ay ML P (0 38 I G 2 2R 58 (R SC B R S B 4
{HE % 1935 4 Sheldon KINiZWG G EAIS. 16 1996 4, A7 & DUBAL M M 6 3 U5 2B 3 b A bl
HFE JL[8 1) p.C282Y RAL[1]. HFE :[HJE T HLA BEREIEH, KA TRt 2 5 HgEN S
HRE AR Z M A EAE R, Aoy 5] PG AL A2 18 i 52 2k 2 (hepcidin) 5 gk U
FEA SRR . R RPAEVE B AR A S RO LS R R B AR A A R B e, ORI R R I
FEAFEFFREN . FFAF4E. A SR ACE TS R BRI BA R 28 — FI5E =
BARRAVR[2]. HURGEAE BRI B2 T AE, RS2 W —h 22 ISR IR BRI 2R IR 1 gk A, 4
FENUVARER 2047, AN UR BT, B b A IR I R A R R . % T I € 2R TG e S
A SRR YT 7 L, 3@ S R R IR ST AT LA TR A AL R P R R, S PR AL R
M ThfE, ot RO R B I O IETh RS . 4k R VOB LT 2040 M 26 i3 22 a0, 15l - a1
A S5 SEA AiE (myelodysplastic syndromes, MDS), A6 5T 3 i 1L P L9 28 Sty T A2 e i 42k 23 0t DA &
P 51 1S A S 3] AT IEPRIZ I, 32 BRI M58k 8 F (serum ferritin, SF), #Ek& A1
J (transferrin saturation, TSAT) LA S s A% 440 2525 [4] . SF @ % 5 E WA M h i 77 A8k i b, AR —Fh &
PERIER (1, SF7ERIET T, 78 B R M B4k A 1 g i 4 PR 438 22 5 () s 40 RV T 4 A R IK T
W, DRIEAEVEAY SF 7K B B[R] B ) 28 R bR E 40491 U C J )82 2K 1 (C-reactive protein, CRP), A F K
LA KI5 EAR I MDS B, 4 TR B0N 21 B R 48 LT ), SF R Az A AE %34 %) 1000 pg/L
[5]. fEIMERYIEREHERTHE S, TSAT ks RtEtk SF R, TSAT K TVFmRMAE S IEESEA
454k (non-transferrin bound iron, NTBI)EAH 2590 T BB AR R B . YRI5 T, BREE A7
HT 5351 (MDS S5 ifn 406 14 Hh i 22 ) A5 G I Bkt £, Hhdz %' =] (deferasirox) B AA i =gk & ik
PEVER) DV RS B G, @ FAAE — a7, (A HAZTE R e PR MR 40 B s Do), ZEFR I L A 7 4k
TIRRBE T B, XTI S, 28k (deferiprone) i BE & AN S UF IR $E,  Je8kMi% (deferoxamine) & VAT
R R BB LT I Z[6]

2. B SR

BRAET (ferroptosis) N —Flugh B4 ARV ER A BB T 77 5, I J LR 127 . BB R AR ) 32 8
B ek ) BRI AR N T )2 BRI AR IR, KA e s Ak, AN 7= A2 K B v 14 4 (reactive
oxygen species, ROS), 75 SFANMALT. . BB SUIC TR T 25 K EMRFE AN, FmEREEER
HFEFYMAE T SR AR ARSI T, A FRIESE, Rk SO0 T M5 o i R AR Kk
FIREA A 2 O L, Rl i 25 il s e 03 2 1] PR B R A AR NHTE 9T
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3. SkiBH S MERER
3.1. SBHEBMEARG

ST 4 (acute lung injury, ALY & B H2 A ) 422 (R 25 5 S0 6 b Bz 441 it K% =6 400 1L P9 R 40 i 453
P, 38 PR 1 il ) 5 B s Y K i 5 B0 S MR AU P IR T e AN 4 . A 0 L R I8 T R 5 3 1 AL 71
BB rp 2 Y IR R R AE PR L[ 7], iX — R P RE R BB 5 R BRAE T- 5t [R5 A 5T X B p53
S L9 T AR 1 ) (FASPPY BT LA 2540 1) g 7 735 AR 4 i ke 1/ P 452 4% 5 | P S P it £ [ 8]
[F)RE A R N SEIRAIE S, AR BT T 001 77 (Ferrostain-1, fer-1) BE M i i PR 24044 i v JE e i P A 8 PR - IL-
6 SMIEIABE -a (TNF-0)IRI7K-F-, H %2 fi# v i % i (Lipopolysaccharide, LPS)5 3 (1) @ Ml 473 [9] «
KRB SYSE T EYIS S T At R AR E . BB S 50 SRR K2 & BT 40
A KESRER, WiiRAEMRFSEN, FSEIETIRAE, T TRk, Mgt &
RS 10 Ik 9 S I T N = 1

3.2. SRiBH S84 E 14w

1 % BH 2 125 il 35 (chronic obstructive pulmonary disease, COPD){E 4y — g 4 I 3 48 S My, £
SIGHS AT U I AR F AR B OR 5 SN COPD R4 . AWK, EFMMERFE/ER T, Mk
AP KA T PGB L R U E A AR, AR R EVE TR, JE R P RS 2, I AR AR
TR VRN AE T . RN R RS LA K2 GPX4 FHI 7 FT DA R X — i 78, X $R gk ik o1 ke 1o ik
W55 TR T2 COPD KA IS FE[10]. [FIBTA A5 KL COPD & # fifith 41+ @& 1A circSAVL, #f
LA I R cireSAVI/Y THDFL/IREB? [¥] RNA-# 1 i 2 & R fe it IREB2mRNA [{IH 1, AR Bk A2
&, FHECRFEE BB (labile iron pool, LIP) A BT AR S, T SBUERSET[11]. 53— Bk PRI Fi &
B, KSR A B it 4 R R AR R 1 AOE IR . LT AR KT B R AR I AT AR 5 I AT EE
HA R, R RN T =PIRES, PIRE b A A 4 I A B AR B, ARG
AP AN A S N, S5 IR RIS 3 7 T 1 1L-8. WFFCR R I, IR (1 i i gk Ak R
WRIE S Fr ot mi[12] . Rk, Sl 5 KR 512 1Y) COPD, 175/ 45 Mt iF— 0 n #ix — i 7%,
RAE NS FEERMER, iz COPD K&, 1mixtT COPD HIH AR fe 7K H A A UIHE. ik, 78
I PR b % FH Bk 2 5 ISR IR T BESEIHTR  58 5EE ) COPD mIREA R AP IR
3.3. SEH SR

W Mty (R AR S — i L O 08 1 2 P AR L R BRI N S LR R A I B AR SEE
AR, BRAEREN R ML SR 28 248 . B 1) R IR AL ) e 28 #8 IR 45 T SIE A, 22 P 28 PR 48 H i I LA L
KYEN RS EURE E 28, (R MK, SECIEZE. B R 1 S I T
(bronchoalveolar lavage fluid, BALF) b3 7 i 25 2k /b, (H7E BALF 20 Rk B, X R
A S8 (P i T RE R B A AR LRI R[13]. H HTERAE 20E 77 TR AR AL 2 1) T8RP0 T, BRAETEH)
FERATH 72— BRI OBz 455 | E 115 Ji5 %5 B (phosphatidylethanolamin-binding protein 1,
PEBP1/15 lipoxygenase, 15-LO)YE &4, FEE Il IL-13/1L-4 5S4 Bh it T 4R 48 hE . 76 B35 10
T8 b fz 4f i (human airway epithelial cells, HAECs) ', B fIE M O BEG 45 &8 H 1 (PEBPL)MI 15 IR & B (15-
LOX) /KT F IEH MA . PEBP1/15-LOX & & W5t 4 M5 1 5 B WS R BERRAE T 15 5 1AL, X W
Wi S 1) HAECs W REAEE BRI T I RE[14] . [RIFEXS T RIERAE, 7 —BIWFF iR, BRIET15 S5
(ferroptosis-inducing agents, FINS) A& 5| 2 g R MR 40 R SE TR S AR /N BRI RE R PR 20, AT AL
I FINs BEf% 55 L ZE KM R AWM RIVE R, 3 R 22 fft ik itk <0 2RE[15] . 183 5 2 H (lipopolysaccharide,
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LPS)F1 1L-13 [R5 F MU RSB B4, K I GPX4 Fl SLCTALL RKIANFE, ZekifAiiKk, ¥
PN R TRRAET: . [FIRE, 7E503E F 2 A (ovalbumin, OVA)/LPS 755 (8 rh s 48 i 1205 /) B (6
lZH 2, SLCTALLl Al GPX4 WFRILFEAL, TERNH T EFET-HIHI7 Liproxstatin-1 2 542 1 iX—24k
[16]. LA F3IREIE IR ERIE T RERE (23 Sl S FE gk R, i@ BRAE o407, RERS A ACE SIE R IE, N
e YA I 8 i 5 82 A S RER AR A TR T e T &R

3.4. KBRS

e A B L PRI A S 1k B, PO IR R e B, (HEBURR R Z M 28, BRERE. =505
Jeo BESE . MR IR L5 20T Loy /N2 e (small cell lung cancer, SCLC)AIEE/IN4H fid fififi (non-
small cell lung cancer, NSCLC). 1EA—Fi@ 5, S k@it e 2] 7 2 X E B EH . 78 it
TR R, B IREICT A BEH B E ALY 4 (glutathione peroxidase 4, GPX4), ROS 2:#(4 2 5 NSCLC
W KA I RE[17] o 76 Il B vh , 2 B2 I AR 1 (cysteine desulfurase, NFS1)[KTTER AT LA S Sk i & A 2
M T 28 Bk H B (glutathione, GSH) A=W i, 55e 25 5 il s 1) Bk AU T dd R 18] o el i JEE PR 4.
it (the cancer genome atlas, TCGA) 73 #T & I SLCTALL J2 fili flf 9 & T 5 A W85 78 28 Wb £ [19]
SLC7ALL & T AR/ AR Mz HE, FES SR AN S 2R, I GSH 1)
HHR[20]. BREHKEAPUEIER, ST HPUBAE T I FE i i i S B O E 2, X NSCLC 3R
ST S, —2RIT 2P rIE FILHIE S BB T A G . B ARSI U R IUIREARER T GSH /KF, F2(
NSCLC ZHffik At [21], i %F-FIFAAT 245 NSCLC 20, erastin A4 3EJE 7] LB FR 2 ROS LA A 41
HIERAE T AH O IE B NRF2/XCT K155 NSCLC 4HMu R AERFET:, MmikEm 25 PE[22]. Ak, A RekARi
fE NSCLC KA KR bl H T ARG, ARAgeA il 58AH G167 J7 k40 # NSCLC.
TCGA Hdl FE v KI5 IR U E A B VDA R K BEBR e 4 s A 58 4 (acyl-coA synthetase long-
chain family member 4, ACSLA)7E il h Rk T i, Hid RiE BRI SRR, A 40
MRS FE TR [23] [24]. %L, BILHEA GPX4 8 ACSL4 25, [u)42 ok B a0 o IE % A e L RE 0
V55 T8 4T M TSR RE 7 R o e S 2 T BB IR T VE T

35. HEHSH MR ER

KR LA bR 2 A, s (A A k2 5 o Bl SOUE T Tk R W AR 2R A B0 B
RE0% 18 3L 73 W i 280 T 2801 T 3 At R R o AR P AR DU I RR BB MR 8k Bk, 51 SO B Rl B Bkt Tt
FE[25]. £54% 3 AT B (mycobacterium tuberculosis, Mtb) g% 5| &2 2R Rk N ZkiB 2k, 7= A4 KRG A S BUIR
JRI AT S E R AR AR T . A fer-1 BRWE 2 E R Mtb 155 1) B R4t a4 195 DA K it 28 2R 3R 38
[26]. 7£ 18345 255 10K UM T4k 4k (pulmonary fibrosis, PF)RER & 4k A4 KK 1--B1 (TGF-41)i% S 1A
R R AT e gmp b, KBEAEgmAY RNA 8516 [ X 1 (zinc finger antisense 1, ZFAS1)#%iks Fifl, HEkiaH
SRR S 38 it 1 (SLC38AL)—E, 1 SLC38AL #il A& g F i A4k () B BT A1, (R
M ZFASL 125 T IR E X — i 2. @K INCRNA ZFASL 1] DL 2 J8%% TGF-B1 i 5 I BT 4
A AR BT A EE, TR I AT 4R [27] AW FORIMBRAE T W Re S A HORG 51 R LR 4R 0%, M
BRIE T 77 ] BE A2 ek 1 A 8 10 0T % [28] [29] .

4. ¥
b b, BB T AR SR ) 5 0 T R AT % B BRI, XS SR G T R

ML LUK PT BE S R B R S . H RTIT AR B a2 5 &S B RON IR A R R R,
HI AU T A R RE RS, ZRRLARLE Al B A b S s, B SO T2k A i) S AL PR AN
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FIECER, AT, BRRAE AR SO A R R BRSSO BB . N RS 1 T RE N R R PR R
I FES

AN 8 e s, (BRI AT R AN B A, A1 b I FH B R S i 0008 0 o 7 el R ATS e K B M AR
HSHE
BE 3k
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