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[hE53ES] R7353 [cakfrERE] C

75 H 7 (colorectal cancer, CRC) f& &R i
DL e 2 — , TRt B A R 3R A B 5 =,
FET AR S = RE TR AT AT & 400
I7 5 AT AT G, (H B AR TS A AN B AR,
Sl M B 5 AR AR AE R IR LA T BRI P
I, FRZHT IR YT SR RN AR B IR R S

H 2012 53 KPR BRAE T M DISK, 1x Fli AR
PP AT T 5 QR AR A AL 1T 2% 52 593 E
YAET - SAEGANRE T IR AL 7 30 A X 5
W RIS, CRC & WLI) KRAS. APC fil TPS3 553
RIS AT I R VARG, 75 5 CRC AU A A 8k
BOT, A R KIBLESHE SR T ANBUR B 4T .

WO BEAZ TR (microRNA, miRNA) & — 2K 5 %
YR RGNS RNA 737, JOB AR RIES
2o iR . BOREZ TR B, miIRNA
EPEYIET LR B EEER, X RET
miRNA ] CRC 7677 SRISHRAL T3 7710 ASCM
TR EY) TS 00 A 67 5 55 5 T miRNA
IR TR CRC (4 THLEI, 2R HAE
CRC 1297 S8 (1) FoR i 723 &

1 SRETEAGS

L1 BRG] BRAET 2 — i R AR 7
PR AE T 7 20, HARHIE & A2k o Z i1k, AR
KEGMAENR B A R BRI R R AR
PR AN SRR T B TR 5, 43 ) R A
FAERRACHTE A AR . T B B
H KL E ALY 4 (glutathione peroxidase 4, GPX4) [
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i e 22 AN AT T R (polyunsaturated fatty acids,
PUFAs) it 2 KB ERAE T N 3K . T 4F
K, BRI T 25 GPX4 ToR=AIBkET %
G, WHE T30 R T /408 Q10 (FSP1/CoQ10) %
4. “AFIER A B (DHODH) 24 M GTP 1k
KRS 1/DUE BV (GCHI/BH4A) 2410, ixik
RG22 PME 5@ B RS iR 42, Foh miRNA
PELEAERF R AU T P AT e 2 s E A

1.2 CRCHHIEIET: 5K, CRC LA~
B RAL S ERICT R E TR . KRAS RAG @
Z EHLHI R AR IE T, T APC R R 7
DR i 36 T A 1 200 B A QU A 52 52 1 40 B Xk BB T
EURNE . 1E TP53 GRRAR) CRC Al —JIREEAk
fili-4 (DPP4) & 53 DPP4-NOX1 E AW 1Y
s BT AR A AR BRSO T R AR XLy FRFIE N
RN FT miRNA A R SE T #E CRC K JE AR
FFRAE 7 H B BRI

2 miRNA T ELFE T aIHLH

2.1 BAREIREE SRR AT R B AT T 1 IR
RIZ, ¥ Sk L A7 AN e . miRNA Gl A
T IR X O TR o () DGR R DAL, 37T 52 1 R AR T 1)
R, ERREEUT T, miR-545 @i #0H| ek E A
(TP [FRIE , Pl B I, SR st T AR 2k
EAFHT, miR-335 i@ ¥ Bk L 5E L(FTHD Y
3’ UTR #ifil H 3k, SEURE MG, JiE &2k
PIbEr, ATREERSET: ¥ FEBRHEH AT, miR-
4735-3p BT HEE] SLCA0A T (L 3ER AL T v

miRNA @ 5 A AR, M7 — R ARk
22 JRFUEEAIRE RIS Rt T R
A B /E . miRNA 38 #E v i 42 i 5 A Qi AR
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FeFE R i, 50 PUFAS 3 %84k K °F . 7 PUFASs
e fb 4% 2T, KREmE LAY A & AU 4 (ACSL4)
VE NP E RIS B PUFAs B4 B ERE . £ 0
WEFCUESE ", miR-670-3p A1 miR-23a-3p i@ id 4 5+
454G ACSL4 mRNA 1) 37 UTR #ii| HiE HRIA,
T B A A PUFAs & &, S &Ml At 7£
JIE T SE AL BY B, R4 & Bl SR I 01 ALOX 15 #iE 5K
S PUFAs i S AL OGRS . SRIR R B, i
SRR 5 i A OQ (1) AT 4E 4 P 739 miR-522,
Fen @ HH] ALOX1S il oG 1 BEL T A o ok 4510
WS

23 WEARLGIHE  miRNA X LR
R W B U FIRRE , AR TR IR/ B R
SRV AR- 2 I IR-25 106 H ik S8 AL i 4 (Sys-
tem Xc-GSH-GPX4) HhiAIZRIET-#MHI R A 1-4H 5
Q10-it JF A4 4 1 /11 [FSP1-CoQ10-NAD (P) H] %
W% BB . 7E System Xc -GSH-GPX4 1%
o1, miR-34c-3p F1 miR-375 i@id 44| SLC7A 11 3
ik, AR A BRA AR, 330 GSH A il , T
fRHFERAE T R A . BT GPX4 1E T iE
%] miR-15a F miR-324-3p £& miRNA (1) B 4%
7, X Bk R4 4 GPX4 mRNA 37
UTR, FRHEBREME ' MAE FSP1-CoQ10-
NAD (P)H i@ #% 1, FSP1 v GPX4 JEMK i 4 14T
A AMERLE], HFIEK T2 2] miR-672-3p
miR-4443 [ FaE",

3 miRNA-ELFET-3h7E CRC HaY1ER

3.1 {RERIET-HY miRNA @ PE miRNA 8 i
I FRLE CRC R A K e v k¥ 1 2
i/ FH « miR-214-3p @ik 5 5 1) CHPF 3Rk &
LM P9 B T FE 14 45 (reactive oxygen species,
ROS) /K- P T, R AE T, miR-19a REAEH XX
BH W IREB2 15 538 % , AT RO Fiv g 400 i PR 2R AR s
I g g o S A s R

W] 2, #54r miRNA ifi@Eid 53R RNA
(circRNA) TE R 2= 12 M 45 2 58S T I 2
circSTIL F A 7] 1 miR-431 [F3RIA, i
il SLC7A 11, w43 ARIEN IR . GSH A %
2 BH K o S A P B
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3.2 fHESET 1 miIRNA  miR-506-3p 7£ CRC 21
2 530K RNA hsa_circRNA_ 007630 J& miH TAE
FE G, Bt MH AURKA FK %k, 532 MR
M2k BT S ROS ZKF- 21, TRk AE TS, (it
4 H W R 40 B B AR 2% . circCOLSAL Jiid 5%
G N IR RNA (ceRNA) HLifi 5 miR-1287-5p 454,
ST NG LN SLC7A 11 RIS R LR,
XK T circCOL5A1/miR-1287-5p/SLC7A11
15 58S CRC K M) B8 % .

15 % I miR-545 38 3 45 57 B [ 2 S DR 1)
37-UTR X35, #il| TEIET 5 S5 erastin 1 RSL3
TR AR TR R B ARIESE
miR-545 P FRIBREW A RUEK CRC 40Py ROS
K T (MDAD & 8 J 8 TR, AT 4]
BRIET

4 IeEREETR IR

4.1 IGIRRIFHME WA T — T 9 Fh
miRNA [ CRC WA, 1Z AR AR EE L 0 IE4E
ST B8 IEHE TR B Wi R 2 ) IE 31 0.94.0.89
0.98, BRI T2 ERE™ . fEAKZ miRNA i,
miR-21 FIH R H B2 E, 765 CRC 12,
HABUBAE AR T2 58 39.2%~ 86.1%F1 72.9%~
81.0%, AUC 1Hi% 0.783 ~ 0.829 ™, {HFRVENIZ,
miR-92a {E AT HISWitr W, Rral e 7B ERE A
IR T T P A R st v R I AU, U CRC 1)
CWrRE I REURSE 23 Ak B 70% A 89%
AR, 2T TR AR T T miRNA 7E CRC
5 WA o /R B « miR-28-5p 7E CRC 2R ik
N, (HHERIES BEEZE W A (DFS)
AU AR (0S) BEM K. miR-28-5p IT KA
CRC LTS AS R T R T, AN 52 gd K/ 43
W RIT SR R, WA R I, SERAET A O
1) miRNA 3R IA 1% o] 7B b S7 (1) 105 15000 48 br
miR-15a-3p FRILKFHm I, M3l 5 R LT
HITIG s AR, Ho R IR RESE IR GPX4 3Rk 38 v )
PORTUE A BOFTE 7L /R, hsa-miR-137 Rk
RS I SRR AU T RN, I B e A X AT AN
Go P IR AR o R, K6 hsa-miR-137 FRik K
SEXF CRC 5 VAl A7 20w B A 52 s
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4.2 JRITHRESALET  BEE X miRNA 2T L
IR FT, HAE CRC VA7 BB S EEAMA .
FEAL ST B BT T, miR-28-5p 383 45 a0 P 2k 25 1
HIMDA KV, [F] i B GSH 75 & [ GPX4 fiditE,
0 erastin 5 FERAE TS, SETHLIT 4R TT
R B, miR-539 M@ ST TIPE K3 IERBGE
SAPK/INK {5 5l #%, #1] GPX4 [ KIE, I £ %
PRI RN EH > Ak, 48 miR-545 ]
FIEKA erastin L REILH T 2 2 I PUMIRE R,

76 JHUJT 4038, KIAA1429/LncRNA EBLN3P/
miR-153-3p {5 5@ /LS CRC YT BUBME &
FEHEETEM. AR, T KIAA 1429 FRik
g F 1l miR-153-3p /K- AT i@ (e dE Bk A0 T2k 4 o
CRC U7 U . 55— TR 5 R B B, (8 A
miR-4274 11|77 7] B 238 i1 CRC 4 X 0T 16 B
M, 7R T miR-4274 ik i PEXS 215 47 [A) 1
FEERAE T, AT S EURT HET

FE AR VAT J5 T , miR-330-5p ] @it miR-330-
Sp/circ_0075829/TCF4 155 il circ_0075829 [
Foak, SEIRERIE T A T 0 IR I E A R kbt
JIRE G e N s, LGN 5E CDS'T SIS 1« (ke
9% [RIF 3 DA S PR 7 M SE T B M4 1 (PDL D 3R
IABY, Liang 2™ @i #) % ceRNA i1/ 45, K
LCMT1-AS2/miR-454-3p/RPS6KAS5 {5 4hfE CRC
Ty ki h LA EEAEH . XL FONTTE R BT
miRNA B VR YT SRS T B 2R He Ao
43 YPREARNH LA, T miRNA
AR EARTE CRC BRAET IR BB R (1 B
FIRT S . BRIET- /58 (FAST) G131t Huoks S ik
BRYNK IR IR AH O B2 (AAV) 14T 85  AAV 2,
A AL BT B miIRNA 55 R 45, 7] [R5
] 7 AN SCEEPTERAETJE K (FPNL LCN2, FTHI
FSP1. GPX4. SLC7A11 fil NRF2) Rk, Ht[F
I, S RGN R 7 48 i P R TSk 5 1, P R A2 ik
iR 4H MO 2R AE T, CT26 4l /N RS AL St 45 R R
TN R ELAT B S B e R AR

HAE, Luo 2550 miR-101-3p 590Kk &
BRI K25 12 A RS R S 1 | B T e
A2, BT DL I RS ROS KP4 GSH & &,
PLACH TR AU T R B BE . GPX4 A3 A Ak -2
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(PTGS2) MIFRIARA5 TR 40 Mk FE T, 4l e
AK . Guo ZE TR miR-21-3p 254 4 4K ik
(miR-21-3p-AuNp) RGERL G BT PD-1 R iGyT
Ji& I L S T A (R0 ORIk AE T ) 1i-
proxstatin-1 &% FH KX A6 I7 RCR o

5 RBE

miRNA i T-7E CRC 1297 FR I 78 2L
B—E A, BRI G E 2Pk, Bk,
miRNA J#E P21 2 44, A miRNA FJ#E W £
AN TZ M KL (A1 miR-148a-3p 7] I i 2
SLC7A11 F1 ACSL4/TFRC %) . H IR, BILT-H ik
R AT g PRI B PR R G R AT 2
SRIRAR, AX L B (8] A7 72 5% (158 SCRHE 245, 3X A
SRR RIS I 7697 B IE R ML . AT,
AW L BET 5 — miRNA K ThEEIAE, 171 20
T ceRNA W28 FlIZR MIBAE AZ T 2R BB T8 26 1 R
GUPERZ, 75 miRNA-ZRFET 12 P45 A 52 3

50of DA_E A, SRR T i I 2R AR R A R
M RAERTTE . N TR REIER S AN AL
16 miRNA-ZRFET 42 I 20t 1B 7 6. 18
TR FE 7 SIS ] DU e S 2H 4000 , v U
miRNA 5EFET IR SRR R, MUBEPHAEAS
7] miRNA 20 & (PR8I mT AR BN AR YT 3R
W57 5 TEAAHLIIRE S o P 1) L, S ) 7 &5 &
7P B s BRI AL IR A B 701 RS, s E B
BT AN [R) 240 i S A5 R AE T2 3 R g o7 22 S
PR 5 N TR T A & sZIE ik XT
CRC 3 PIEHEIRTT PSR R4, AR SE BRI LR 12
CIERIF AR ZE o
FIZAZE  FIATE  I TR 2
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