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RKPAFR T 25 1) HCC 4 e & o miR-23a-3p 340,
PRSI 5T 7R BIR miR-23a-3p JE 3 i HCC Xf &
$r 3E J2 1 B R M. miR-23a-3p i #E ) A
ACSLA #1302k FE - & A=, i miR-23a-3p # A%
J5 b8 ACSL4, #4558 R P IE B i S 19 HCC 40 i 8k
FET- & A . ACSL4 mf K J5 36 %% miR-23a-3pmiR-
23a-3p MR BB AR 5 S 1 HCC 41 kst 1 &
AL FKIHAE HCC o ETSI F 8 miR-23a-3p, miR-
23a-3p 3 ik #[ ] ACSLA HE T 40 1 2k B8 T &
A T A 5 HCC PR PLFEE 251,

MicroRNA-214-3p 7E i & Al M EH .
TEFRE A0 &R h miR-214 &8 32 35 3 Jin 20 A %t 2k 5
T 5 erastin 175 5 240 HL A8 T 09 U L 3 5 L4
T erastin BESF AN BMGEHEEKE. LT
Fe? " ¥ B &AL GSH K47 56, Bl & B miR-214
Hh5R HCC 40 o f Bk JE T /9 BB . MicroRNA-
214-3p @ T Mk %% 5% K T 4 (transcription factor 4,
ATFO E0E  Em i SYe T kA&, F— LKW
AR T IE B 7™ » MicroRNA-214-3p 3 k4l T
ATF4 89335, R AR #F erastin B30 988 2 31, 36
B MicroRNA-214-3p £ HCC vl 5 #0 ] ATF4
HET 75 5Bk FE T, DA 39 58 erastin 9 HT MR 4K
FE

VI 46 95 7 Chepatitis B, HBV) iS5 M1 B
W A0 MO R FE T, T miR-142-3p 3 1 9 ] L 3 T A 2
M1 EBEAHEERFE T, ik HCC MR 28 M B,
HBV FH M 48 96 8 3 ok U5 09 S0 M6 44 miR-142-
3p FakHEm, @i R R E H Z 4K 1 (transferrin
receptor 1, TfR1), ™ %k FH E 4% 1 (ferritin heavy
chain 1,FTH1) .GPX4 1 ATF4 iS5 M1 W20 ity
BRAET, AR E HCC Me & A= s miR-142-3p #l 7]
4l SLC3A2 i M1 [ I 41 i 2k 56 7, 98 1 78 {4
AN HCC g & A=,
22 LncRNA W#EZILT- 25 HCC k4K @
LncRNA HEPFAL 75 i 20 23 v i & 3k s /b, H
W FEAR SLCTATL 3Rk, 3 I g BT i 1 48 2k 1Y
K RAR R IE T K E . B IncRNA HEPFAL
HEANT erastin %5 HCC 40 o % 4% 56 1~ 79 S50 1
XA AE 5 mTORCL A X%, Jf H IncRNA HEPFAL
AT #E SLCTALL 17z ZAL R IE SLCTAL A
fge e P, AT 2 B R B FE K. & W, LncRNA
HEPFAL 7 HCC Hid i {2 # SLC7A11 iz & fkf#
fift L5 HCC BRI TS, K 44 Xt i Jgg i 41 ol £
A
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FHis HCC 4 ROS. BT ROS. MDA 7K ¥l %
i GSH/GSSG , 3 ifii 4 5 X 58 70 F) 41 ( Oxaliplatin)
(AR T B8O L 26 I RIAIE LINCO1134 3 i3 35 5 8k 5T
TR R PE L BLEIF 5T & B, LINCO1134
AL E Nrf2 2545 3] GPX4 Ji 3h F X, i 4
GPX4 JEA75E s 45 W HI Bk BT Kk 4. R AE
HCC  LINCO1134 1E b 9 56 4, 38 2o 3% 7% Nrf2/
GPX4 i [ # #il  38 1° & A=, iF AR o R &
2 LN

1E HCC W, LncRNA NEAT]1 fig %38 1415 S 0L
B 1 4 B (myo-inositol oxygenase, MIOX) [ ik,
fEiE HCC XHERFET- 5 5 7 erastin Al RSL3 (1) fUER
P, DTS 58 2 AT B g AR Y L BRE T S )
erastin fl RSL3 il & i i p53 5 NEATL 53 F 19
454 Sk LncRNA NEAT1 W %3k, S W
LncRNA NEAT1 i i 32 4+ M 45 5 miR-362-3p fiE
HEALEE N A i MIOX Y % ik, MIOX J& — F 3E 1
LR A, MIOX 19 B #E T ROS 197748, 3
TR e R OREE RS B R B R (nicotinamide
adenine dinucleotide phosphate, NADPH) fil GSH,
TR P A AL RE ) R . MIOX 3 T ROS 1
PR AR T 48N NADPH # GSH B K, $3%
T erastin A1 RSL3 i F ML T-H 58 . LncRNA
NEATI1 i Rk FF S0 12, 3 & T erastin Al
RSL3 M Prbsg st . B2, LncRNA NEATI it
WY miR-362-3p Al MIOX 7E£k4ET-, Ik, %S
BRIET- W fE & LncRNA NEATI iR HCC &
I — TP R IR YT R

LncRNA HULC 78 HCC w1k, 1F b i 3
PO F b R & 2B BEAIK LncRNA HULC 34 m
HCC 4 g o 19 4k 38 7- 1 & 4k W #. LncRNA
HULC £ 5 miR-3200-5p ) ceRNA & #1EH ., I
H miR-3200-5p i iz ¥ [a] ATF4 3815 24T, T
i HCC 4 g N Y 34 58 M 5% B, & W R A
LncRNA HULC #g #% i i 2 1] miR-3200-5p/
ATF4 #li Sk 5 HCC 240 M & %€ T, 40 61 B 5 ot
Jetel,

7E HCC " LncRNA GABPB1-AS1 £ ik,
LncRNA-GABPB1-AS1 5 GABPBI mRNA J& i
RNA BU4% . SR J5 M GABPB1 #i%, 5% PRDX5
Tk kb, & T BB T, Erastin I
IncRNA GABPBI-ASI, IncRNA GABPBI-ASI i
iHPH B GA 45 & [ %% % B+ Bl (GA binding
subunit beta 1,

protein transcription factor
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GABPBD) B9 T i GABPB1 4 4 7K 3F . M i 53 £
Y i it S AL W) B R 5 (peroxiredoxin-5, PRDX5) i
S AW T I B DR 9 O o 2400 o A 4 AL e
GABPBI 1= #RiE K5 HCC B WA K5 #
X, 7M HCC % 1Y & GABPBI-ASI /K5 Mk 4=
FERMPERA X, B2, X EHIEIEH T GABPBL
Je H & ¥ IncRNA GABPBI1-AS1 7E erastin S 1
BRan B gA T e By BL I EE &R, IR K GABPB1 AN
GABPBI-AS1 #i~7  HCC A W2 5| J7 5934 7 8 5
2.3 CircRNA JH#EZRIET-S 5 HCC % 4 Fiif 25

circ0097009 7& HCC 4 4 2L A 40 ffl 2 s R 3k
B AR circ0097009 1 HCC 40 i 184 58 45 2% , 9k —
kB circ0097009 38 & T W B0 miR-1261 #E ifif
9 SLCTALL TP 8k FE T & 4E 2 3 HCC &
A CirelLAR 78 HCC 20 23 F0 40 Jifd vh 5 of
ik, CircILAR SRS ARFE T8 I, il HCC 2 i 3%
5. CirclLAR R {2 ¥ 45 o7 W% 00 ] miR-541-3p,
miR-541-3p 4l ] 3% CirclL4 R KX HCC 41
ME M, CircILAR /EH miR-541-3p 1F 45 45 L
#H GPX4, GPX4 B T miR-541-3p 5T 1Y
i 9 0 ) ANk AE TS . B, CircILAR 38 3 fr W 410 1
miR541-3p #E 17 _E i GPX4 i1 il gk 5 T % 2E
{3 HCC kA=, Hsa circ_0008367 (cIARS) 7
KA AR R IR I7 5 HCC 40 M rf 36 3k B & . & 1
cIARS J& .25 0l 40 fg X+ R HLAE JE 5k Erastin B98¢
Bk, cIARS 5 RNA %54 % 1 ALKBHS M B /E
e HCC A mgry &l 5y K. ALKBHS5 it
WA F 1 BCL-2/BECN1 & & ¥ 09 f# 3 o T 46
cIARS A & BHWr . AN, ALKBHS 4 &3 41 i
THE cIARS G ZIE T AMEFIER A M., B2,
cIARS il it #1 # ALKBHS v S5 60 [ W 4 il , A%
P RBPEARCE SR
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F ncRNA 78 HCC i 48 858 1 B BiF 58 H 1 4 F
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THEMR WA E R, Hit, R A5 H A ncRNA 7
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