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Research advances in trace elements in lung cancer
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2 High-Tech Research Institute of Nanjing University at Changzhou, Changzhou 213164, China)

Abstract: Lung cancer is one of the most malignant tumors with extremely high morbidity and mortality. Current
treatment options for lung cancer include surgery, radiotherapy, and chemotherapy. However, the prognosis of
patients with lung cancer remains poor. In recent years, the importance of trace elements in cancer tumorigenesis,
malignant progression, and prognosis has been highlighted. Increased uptake and decreased efflux of iron was
observed in lung cancer cells. Intracellular iron accumulation promoted lung cancer development via several
pathways, including promoting p53 degradation, activating the CDK1/GP130/STAT3 pathway, maintaining tumor
stemness, and affecting iron-sulfur clusters synthesis. On the contrary, iron could also inhibit lung cancer
development via participating in ferroptosis and increasing the proportion of M1 macrophages in lung cancer
immune microenvironment. Zinc played an anti-tumor role via triggering apoptosis, ferroptosis, and anoikis,
downregulating tumor stemness and telomere shortening in lung cancer cells. The interaction of copper with ULK1
promoted survival of lung cancer cells under stress. Selenium played an anti-tumor role via regulating tumor
immune microenvironment in lung cancer. However, the selenoprotein GPX4 promoted lung cancer progression
via its anti-oxidative functions. Increased cobalt, chromium, and nickel levels and decreased manganese level were
observed in the serum of patients with lung cancer, indicating the involvement of these elements in lung cancer

progression. Higher copper/zinc ratio predicted poorer prognosis for lung cancer, highlighting the importance of
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crosstalk among trace elements. This review summarizes the recent progress in elucidating the potential effects of

trace elements on the prevention and treatment of lung cancer and underlying mechanisms.

Key words: lung cancer; trace elements; iron; zinc; copper; selenium

WEITRER G NEEEE TP~ TRIT
=, HETfENEA R B RMETTRA 81 #, H
TR MEITTRA 14 5, WREE. B AL Al R
B L AL E B, RE. BURISR M. IEAEK,
B> TE IR MRS AT 45 R
R R SR, ANTBH R B E TR A
AR RS 50 h BEL B o i 2 — MR R
ANBET 3 i BB AE IR, 2020 SE2FRAAT 179 5
NFET Mg o KB 2R F R, AL IR
B A 2 5 i g 1) e P e e T DA 9% o TROHRL
AT G BB R A R R N fa R R R
AT AR SR el B2 A R R T L N i ek e i
FEERIEIE, WLkl PM, s, SIS S5 &
HE. 8. H B RETR™, REARRME
TEE S Kk R B — AN S IR RN E.
ARICHUMETCR S R R U A 4Rk, DAY
NI IR AL FRD ) B AN 7 R 4R AT IR R

1 S5

1.1 AFSRSIERE S ihE X
BRAEESERNTEERMETTER, 1BE (b
e N RGEATE AT ARHE Y, g B AR L5 2k 2
2 X 1) A 51 10.6~36.7 umol/L (593.6~2 055.2 ug/L),
27 % 7.8~32.2 umol/L (436.8~1 803.2 ng/L)”. 4k {F
NI S S Z R E B RE TR Y, 2T i 4
MO AE . ALK, REEACE. DNA &l 511
SRR SR M PNk AT I S B A A
&, 51k DNA. R, & A% K5 1A
15 SRR AT T 1 DRI, BT T A S XL
T8 N R Gk AR S 52 2 FhobL b R 2 i 42 1,
H 28 % (hepcidin, HAMP) &b TR0 A . 24 A
IRBRAB I, BT E 43 W HAMP 10041 /N iz 2k W Ui,
IR H LB AR IR i, DLRARIE 3 &R
GRS R AR, HAMP iR, fi#
B Xt /N B R IR AL % 4% 2H AT 28 R R TR R, B
MRS . MMSFRASTRZBRG %%, X T4
REZFMMN S, FEEESR 1 (transferrin receptor
1, TfR1) = ZH ST Mgk B A, ek & A 1
ferroportin 1, FPN1) 0 £ 57 41 i 2k i HE il i P 8k
— NGB B, 5 S5 2k

HdiGEO4E .

RGEMPFRRE R Z K TS, Mgk
PIRRAR T HE %, Xk pfols bt 2 e 1, — i
Bt R E G X 309 443 44 ToE SRAE N I R
WEPEREFT (AL BE VI )2 7.07 42 ) KB, LG
B (> 1200 pg/L) 3400 1 e 03 M g 25 S 4 b
R RANGET RS 1, HL5 R0 R AN AL R IE
K. R Rt 5 e & A R R DAL 1Y,
H K B R 2 15 A2 Ml 1) S I R 3R v A A S 1
Sukiennicki %5 " %} 200 42 fiti 5@ H 3 A1 200 42 fiE B
XoF B P93 19 5o HEURIE 90 R B, e B 1100~ 340 I 37k
K (1 399.73 pg/L) BH & T B HEZEL (1 194.66
ng/L)o AT AR SR, Ek i & nl i 25 1 hn it
Jes FRORT U 117, SR Chen 25 'Y 3@ i Meta 20 #7 (3%
PN 13 B30, ¥R 1 118 44 fifiges 23 Al 832 445+
HEO) R, g S5 LIS Bk K 500 HRZH W) 8 %2
S, FLE I TR RN N A H i e 25 3 Aot BB 2H
Z PSSP R —8, 3R LGSR 5 it
Je ARG JC W I DR G o I e 22 S T R 5 X A P AR
WTTE FEARE . BIFF00 SR AL B I PR3 BRI B AN
[F 55 %
1.2 SRESZS Xt A 4B AR B9 22 0 K2 ELATL
1.2.1  filifa 4 2k O i, gAMb

5 45 16 i 98 AR 1 2 g AR AR SR R AE B AR T S5
HEARU AU BRI, it 40 Bt ] e AR kAR
IR, RPN BRI I Ak A e > 1,
BRI N AE 4 72 D@ I R AR TR R 43 W 2
1 fig 45 25 [ -2 (lipocalin-2, LCN2) ik i Sz 8.
P4, JE/NYH BT (non-small cell lung cancer,
NSCLC) Fl/Ngi ffa i (small cell lung cancer, SCLC)
BEMMERREAKTFEE S ™, REAEKR
T2 AR B A 5 TR 5 2 A 5 40 iR ik fa 45,
1T M PR, (R R AR R P, BT
TH/TR1 424k, LCN2 Fi 3 1 2k 3R BOVL il 3 5 il
Jb 1 K A K JE A 5. LCN2 {E NSCLC & % ik,
A Al e N B R R A T e AR kR B B,
Ab, il B R AR IA T4 A 3R -6 (interleukin 6,
IL-6), 1 IL-6 /= % 1K 42 7~ Fil J§ % . IL-6 ] i i
IL-6/STAT3 B #% F i HAMP, $IHi /N 2k U 4.
SUAMMARANE, b IS A AT P, R A
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7. W, TARES A PAAE FPN1 {318 4% J 4 fi#
BLHI 7 0 A5 E oKk R, K3 RNF217 (ring finger
protein 217) Al H E3 72 FRIEHHHE N5 FPN1
(RIBsfi B, AR AT AR Ml S50 TR 7 v 7
TER R BER 22
1.2.2 ALK GrpS3eidt il A A=

W 419 % (4 pS3 7€ DNA s 5. 4
WL O T R A s O T R 4 R A B
Shen 25 P % Bk R0k I 41 % AT B 42 5 pS3 A
4i6, THip53 5 DNA BIAH BEAEA, ik p53
2B R R o B A, A3 NSCLC R A2 43R
FEEE 5EG C itk T Y48 ps3 55
HEE VAHEAER, dimhSzAt, BEEmaR
Wz R R AR R GRS pS3 & MR .
1.2.3  #kiEiI CDK1/GP130/STAT315 5 it B AL 3 fifi
S 2 AR K

2 B ) BA B K 1 B (cyclin-dependent
kinases, CDKs) & 2 fifd J&] Ji 7% 72 1) 5C B 3K 3y R 3%
CDKI1 & 20 3ffE st voe N & P B
RP, HIEE 42Ut e 41 234 CDK1/
GP130/STAT3 3@ B F AL /KT B iy, WK 7wl i i
CDK1/GP130 (glycoprotein 130)/STAT3 (signal transducer
and activator of transcription 3) {5 5 i ¢ {i¢ 12 fiti ez 1)
KA, B THEBEYS CDKI 45 &4 m i,
fi /& 4E-BP1 (eukaryotic translation initiation factor 4E
binding protein 1) B ER 14 1 1M {2 i3k GP130 48t 1)
ST STAT3 {5 5 (Mi0E . CDKI miBR Ak &
) F Bk FRAK T AS49 41 o 75 /N BR AR P 1 B0 1
Al A GP130/STAT3 ik # ik .
1.2.4 BRI R EE B R v i e 240 P A2 o A
o AP0 M 4 B R A 2

JiJ8E T 41 B (cancer stem cells, CSCs) 1] 41 5 fif
A E K R ROy P, T B R T 4E i
PR TR e, AR, B
Bk FR /SRR B B N T 42 5 SOX9 (sex-
determining region Y (SRY)-box 9 protein) £ iA i3t 1fij
fleidt CSCs 4. R 5 f) HA60 A1 H292 fitife 41 i
BA R IGIE AL 2R 68 7, (AN v 20 e 4
45 1E 28 1 ABCG2 (ATP binding cassette subfamily

G member 2)?Y,

1.2.5  Jifides S 2 SHR 52 rh 1R 2% mT 2 i MY b 8 A
K WG 24 i B A5 e o) it e

i3 A 2% LI £ L (tumor assciated macrophages,
TAMs) 52 NSCLC 8 #3455 (tumor microenvironment,

TME) ) 32 % 5 2 fl 4 P M1 7Y [ 005 4 i 3 5k 3
TP T N B 2 SO B A 7 A e R 4 e SR A1 ) ek e
A, M2 A R 4 o e R i g AR R, R T
58 1 A 2 181 S0 o o5 e g 4 2 G PO M 2% B g
WF 55 2% B8 P9 M1 A TAMs 5 & 5 NSCLC H & 4E
TEIF 8] IEAH5% . Thielmann 25 P2 W58 R B0, il i s
B TME & BT Al i s M1 A TAMs Eefl,
B E AR LN, s 5 TME
R A R AR AE 2R, TME HH £ 41 Y 5 1f m] %
BRI R, 755 TAMs )\ M2 3505 M1 A
FEPE AR VG T %A (reactive oxygen species, ROS), MM
AUt AN, HAE TME o nf kil 28k 1) NSCLC
SR [ PR R AR T /N B
1.2.6 %Z 5fiEagkIE T 12

BT R MHESRE TS50, DR E
A FE AR (B R A sE 5 20 Y. A i P T
{180 72K 85— — T e 0 2 e S AR R B R e
FE M PO S AR S — D7 AR A R R
NG R e A S B A BN -, SRR
M, (RiERE U AL, ERERIET: B, BRBE T S
R HAT DA AR IRIE. AW TRERY, It
15 5 7 Brastin 7] i£ #F p53 1A, #i#] SLCTA11
(solute carrier family 7 member 11) (154, 3441
P9 B AL BRI AS49 g e B IR
A HF 9T % W] Erastin I Sorafenib I i £ 7] 18 1:d 41
ffill NRF2 (nuclear factor E2-related factor 2)/SLC7A11
M 475 A I 245 (10 e e 4 it % A kBT BT ot i
e 20 B A U T ML) RO 9 R g o R b g i 24 B2 A1
B,
1.2.7 22 5ER0EA R 2 M 4 i 2 K
BRI I DL [2Fe-2S] 5L [4Fe-4S] (R U I,
S5 BRI 25 I B 1 ) g
BIA T B, Bk A R 4 AN e 1) o 2B R
PItHR . gl fAFE E Bith (labile iron pool, LIP) H1[H]
V4 B 1 M8 i B 2R R AR 2 5 BRI AR I A A e
BRI AL E YDA B iscS (iron-sulfur cluster synthetase
1) &Mt d A KA L R 1, HAE b R I
o fili e R R ik e B il 4145 A A SR B
HAR S EIREE, Xl 1 2km A% B B i 5 38 o
THAYE BRI KR . RSN R R, $] iscS &
A AT 5 B A i TR 2k T 5 UL 40 i v Ui 25
BRGNS R B AT a0 A s Joi o LAk
ARSI IR AE P Rk, ®#IE& NFS1 Al fE
2 Wit e L v R AR T DR 40 i e 52 SR A 453 0 1) —
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1.3 $BRS5SEETT

96 4 L PR 1 5 5 SO R R SR B, 23
YRy T SfERTE . AU, A TR EUS — R E
FREE Y. SR, BkEA 7 Triapine 15 7% 74 fth s Bk
A FH BTE B A R 1 T35 s ¥ 5 NSCLC
BRI X I PR R 5 AR BRI B B G 7
01 PR P S8 B AR — 8, R B SR
TEBREE AT 25430 1 = e e R i s R
K, HIFPRMASRH —PIRER . BT840 i 25
PERI BRI TR B L. — I I A PR 2
B, UK IR B & R BRI A2 96 97 B 19 NSCLC
B 0 1 ) 2R R L 2% AR 43 R 93% A
29%™, HHLHI PN 541 LIP A 81 g B
A AT NG 5%, Ak, BRI TR 1)
KiLBER, M/ Tf Bkl Tf BB LT 259
AN A T T BB 1 T S B,

2 $E5hEEE

2.1 AAERRRSVEIE SRRz XUk

B NG EMNIRTHIE RHETR, #
RN I 2 &G LY 11.63~19.13 pmol/L (755.95~
1 243.45 pg/L)™. et A4k 300 2 Rl i 45/ Fa e
Y5 SR B TR, T2 5K
T R E MRS TSR FE S Y A P
2 10 i S AN R S B ) DNA 4%, -t 4 BH 7 5K 5
DNA & & R - (S AN s 5, g 42 &,
MRS EEZ - KEARK AR, Kb
SLC39A/ZIP Z % 1 5t ¥ M ~h 34l il 28 i d2 &2
JLJ5T, SLC30A/ZnT i At 57 1 £ MM ot 4% iz 48
AN B B A, T 4 JE B A I (metallothionein, MT)
FEW ST A . Ak, &8 IR BT T -1
(metal-responsive transcription factor-1, MTF-1) 41 57 Ji%
SNBSS, JRREE S MT 3R, 4ERF
BERRAS P

AT FUEYER B, R Esh = SkE . 4
e 255 22 o G e g XU 386 g < B2 il B i
TEEEKFRE R A ANE T 26 {5 1 IR 41
0 g 5 L R B, R I v 24 451 L 7 B K
F (432 pg/L) B T 1EH# /K F (800~1 000 pg/L),
Wang %5 B9 FF J& () — Tl Meta 2 7 45 SR 5 2 — 5,
it B TL37 B /K S B AR 0 R . (EAR R
F&, BRI B S EE KPR T IE R 2L, {E
S SV KCOT e TR 0 R B

2.2 SERSZST AR 40 A RO 20 K EL AL
2.2.1  BERIS SR A MR P A T

T Sl 40 B R T B, B R A X ps3
Diner iz e R e R 2= . B AER p53 B E
B4 G K& R IR B S ke g Uk S
DNA [ B 764 iR FLAE T B0 A vl 800 i 88 40
p53 Thaedtmifieidt ROS M4 R, 51 ¥ M ik 2 1
Tt 0 I M RS B TS ) 4 R 1 B AR A TR T
BEAL PR NSCLC 4Hifitlf5, 48 3 Gy/G, A 5 2
FUEMAESG N« AMETE RS 784 AT I0E p53 5 S
ROS 1 3175 & NSCLC 4 i =, [FIi I8 ] 34
1 NSCLC 41 it £ 76 4542 B (1 et 7,

Palmer 25 'V % Pl i 8 1T i 5 AS49 40 il & A
BRAET.. AR, A SRS T
Al RE R B A A I A R B A RS
Xe- Difg A MCH KA S e GPXA Yl PESEIL o

S GEVEYH T2 el 20 B M ot 2k 25 BB 1 R i) —
Tl A SR 200 PO T, A T A I e A% R AR SR B A
Mo AR FRBT, 0~50 wmol/L I FE f1 4 Ab 7 1
5% 7 NSCLC 4 il H460 (¢ HL8 12 Y, R i
o R B o e R RS R R AAIVE . R A -1
(caveolin-1, Cav-1) Al i F i Mcl-1 FI0E Akt K
Fh) 2 S R T, AT S8 e i e 4 PRLK I A A T
P, BT R Cav-1 SRR 58 HA60 40 i % 2k Sk
TR U, MEIER AR .

2.2.2 B A e A

B 1] [ AIK NSCLC 4iifitl H460. H23 1 H292 J¥
J b IR BROR AR 1 B 1 Y, HLRR R T A B bR il
CD133 il ALDHIALI (acetaldehyde dehydrogenase) A
T I F K F Octd (octamer-binding transcription
factor 4). Sox-2 (sex determining region Y-box 2) F1 Nanog
(2B Ko AR e v, R AH OCE B8 Wnt/
B-catenin /)5 Oct4. Sox2 HI Nanog [ ik . #f
FORIL, AT B A 57 0 PKCa (protein
kinase Co), #f 1Ml 12 & - &5 H B K% 12 1% i
B-catenin, il i 240 i - 1
2.2.3  BREE RO AT e fe gt A A A

BT T 8 Bl AN [R] (1) N Y s 40 i 2%
BEEEIZ AR ZIP1-14 H1 ZnT1-10 mRNA (£ LK%
L, HIEE4E M BW1799 AHLL, K1) ZnT
A1 ZIP 75 Jifi Ji 20 b v k. Horr, BR ZnT2
ZnT10 4b, M4 8 Fh ZnT BJ7E kR 4 Maf & rp 3k
KB BR ZIP2 Ak, HoAth 13 Fi ZIP ¥7EiE i 4
Jits g 4 PR b 2R IA B RE N2 ZIP4 A 2 B
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Rt ik, HAE NCI-H358 4 % ik &
Hhn 160 £, 72 ZIP Z 5 AE it 20 i R h Rk &
R e AR K. TCGA 48 e 7y iy 45 SR & W, ZIP4
mRNA )51k 5@ 800 LA R A G, -
B HARNLEIASH, (5 ZIP4 ST i 23k Al AE A il Jee
TRAER A YIRR £ o
2.2.4 BRI I kG v R A A e O AR

i R A L T G 0 A R g ¥ — Bt 5'-TTAGGG-3'
HEEFA, FEEEAMATEZ AT ", ke
A 25y ZOI R IR G AR G T AR, 0 4 A
R E N e BV B AR A . R K IR B
X YD i WL A7 R R FEE D PR AT g A XU A R4
om0,
2.3 FRSSMERT

BEGTRE PP I 20 B AT T B A FH s Im) R AR
SMWIEERT BA — e W ER KR B0 By AR 7Y
p53 HHEFTE . FaE L &S DNA N ot i AH B
TER AR BRI, B4 B e T3 p53 BIAFR
5EFF 5 51 DNA 254 102k . B4 w8
1 (zinc metallochaperone-1, ZMC1) [ft % F p53 & H
NIRRT, TSR LB AR S
SohgekE e Yu S ©CVRIL ZMCL AT it Al
Ml p53 R175H RAGRANE R R Dhfe, /- FAE .
BEEHEFE R, ZMCL i W] & 47 C238S. C242F
1 C176F R s &2 4 ps3 A ™, & —Fh
AT IR YT SN, AH H ET IR IO S I KA 7T
. FEHRFVPI54L (motexafin gadolinium, MGd) 4
— P& BN E G, WG 0 B R S AN R AT
2y U — I T I PR R G 45 SRR
MGd B 4=l J3OT 7T 2 2 E K NSCLC i % # ) i
Ze bR R 7. MGd B & 2 76 A2 BE R SR
J7 R M NSCLC 3 T A I PR 5 1 8 7 i 52
PRSI T WL TR B, MGd
(PP g v 1 5 LA TR e 4t e A X AR i v 4t A
A KM O T, MGd T AS49 AHLY ZnT1 4
SRR FIGH A P Y7 B K Y

3 fEShhE

3.1 ANRSERRASEIE SRR XU

M AR = FEF ML R REITCR, EFEA
R R R e Y, R AR I Y A BV L N
0.82~1.62 mg/L™, 1F N4 (o = Sk, #E L
VAT A IR S A Tl A G 2 TR Il 5 1 A
W) R B RS S AN R R B, FFRAS

JA ] sz ge AT, A0 R R DNA & 55 A4
P e U NMEA RGNS Z R SRR, e
eHR R 22 g b B A S, B R R A M RN
FTRKAEI 28 FEIE o R A S 4 457 22 490 i A A 1) O
PESSE . —J7 0] 3 0 P A gk N AR I AE R
Iy — 77 T8I A 22 4 1 I A 9 53 0 22 i s i AR
bho MEEORZSSHWAERNEEH EEED, A
JiL A (1) i N 3 L B 4 3% 12 44 1 (copper transporter
1, CTR1) A5 0 4 i3k N\ 4 B i 388 3k 4 o 4 10
THBIEIHRAEH M. S BEAIUEAA -1
(antioxidant protein 1, Atox1) 4 £ i3 FI 7 T = /R FE
{R11] P 24 ATP fil§ ATP7A 1 ATP7B, H T & Rt
25 £ B (1 B0 {5 R R

% T 70 3 W A A 2 2R AT RT R 5 I e A O .
Diez % " [ S0 R B, Filides 5B 2 () 1l 375 4 7K 1 B2
ER TR, H I e 28 5 I3 A KT
T VSRS, WEdafi b s sERE s TE
S, 2018 A1 — T gl N 3 026 11 i g £ 3 11
Meta 73 H7 25 FA1IE S it 18 55~ 357 ML 37 A 7K~ it 25
TR IR T
3.2 SRFRAST i 20 AR A 52 0 K EL AL

Jiti et 240 A TR B AR KR 7 %I2F . ROS. DNA
P00 S5 LR TR AT DSBS W AR 20 A LT R
o o 2 B HA ZE 4y SRECE FR AT RE &, MM 4+
960 2 i 2E A B0, Unc-51 B [ W B4 1/2 (Une-51
like autophagy activating kinase, ULK1/2) /& H Wi 1%
(eI T 1 BRI, Hlh ULK12 B
Re e (A AN ot e A I K S|
W ULK1/2 g s ™, 58 A CTR1 ZE R Bk
B¢ ULK 1 AR 1 0] A IR 4 45 & e 77, AT 2>
i -ULK1/2 AR5 5 & s A 5 s 2 S
TV, a3 T 490 1) it 4 4D A 458 g 248 L G 1 0%
B IXPEAN, PR 2 Pt 5 Y e BE M 5 ULK 1/2
()56 T R AT Vs 75 1 s 4l BV 97 BT SRS
3.3 {ERESSMERTT

HiiE gtk CTRI Z2HK W) 5 s it N4
iR e B, — TN 2 149 i 5 ) Meta
AT RN, CTRI /3R IE A2 42 52 VA B R 496 7 1)
W ) NSCLC 3% ¥ R4 75 A5 & ™. CTRI Al &g
2 0 IRt s AT 2 P I R . B IR
VILESEREAGTT (R R Tl — S BBk ) 4 A ) 2K T
A RO LE TR 250 B, Ak, HTEA
BAGUMIE M AN, BCE T FBOT 2R
EEREALINEN; L S
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4 W5HRE

4.1  AATEFRZSVEE S Az XURe

MLIE A 2 B VAN N AR S B H R 4a r
T ST 2 I AR T 50~60 pg/L AR OMARAR, & T
100~120 pg/L A /& fifi, 60~100 pg/L Jy 1F 5 {8 9,
Tl 76N AR N I DR 25 AN B AR e 20 R v 1t
RO I R SR, FEEERRA D e
JiR il B AU E 1O S R B R 45, ZE BT AR T
Ga g% UL PR T e AN iR 9B R R 45 B AR A T
il AR 2 AR /N, AR 5 B/ B b Rzt N I
FIMLE AT AR . N MR 2 5 5 R EH
git, bSO E R I S R B P
(selenoprotein P, Sepp )™, J T /& A 5 14 P i 2 2
B2, AR Al S Z I 43 Seppl F L3,
Seppl 5#5HEH E 3244 2 (apolipoprotein E receptor-2,
ApoER2) £5 & HE N R RHZ 4 ©

AT LW FE R, AR LI 1 7K P 5 it g 1 X
W39 N %o Lener %5 ' R B 86 191 il i £ 3 1) °F
I I35 Al 7K ~F 4 63.2 pg/L, AR 1% B4 1P 348
74.6 pg/L. Jaworska 25 P2 R, ISR KL T 60
ng/L 5 fiides (1) vy AR AH ¢ — T0EL 7% 69 Tilhif 7t 3
364 742 MEAH) Meta 73 T 45 RN, & LI A
AT DA BRAR Miges &0 R 2.
4.2 HHEBGPX4xtfhET SIS0

filh 25 3 Ay B K 0T A ) B 4 (glutathione
peroxidase 4, GPX4) /& £k 0 1 # 1) 17 [\ 1 45
T PU. GPX4 i R S b e AT Ak, R
P AR R G 52 AL BB, I EaET
Lai % " @ j& ONCOMINE #{ 418 & 43 b7 % B3, 7
NSCLC 4 1+ GPX4 Ry R ik Pen )G 2. AR AR SE
6 2 W i 41 B 22 SW900 i ik GPX4 fig i it it
YA SE, FRPTBRIETS 5 118 ] GPX4 siRNA B
GPX4 41| 7] Rsl-3 R {2 2 #11 il] fifi e 40 Jfd 1) 15 9 5
TR, HiZad BT g gk sE -l ) Fer-1 Arigidt &%,
eI EE [ GPX4 A 2 UM Ia T Bt Al
4.3 AR R R IR RS2

i 4] 22 15 Tl e A2 H A ek e A= it 9T )
Ao R I e bR 20 R R 9 e A S
W%, RIEPURAIER PT. Vetvicka 25 % N F /N B
Lewis il A5 80 A& 30, il 5 4 SR ¢ FH BL s e A
SR BE G 0 34% 1R AL AR 22, LIS R
S NKZH A DK Al ) TL-12 AR -y 4ii
BRl ¥ A (R i IR E FE A O

44 TM5SHHERATT

il ] DAY 22 it e 50T 55 4097 5 I EIE . Mix
e 90 (i BE T A N 16 151 TIT 3 =l /s 41 il g o
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