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DL 245G DNA $i0i18 2 B RAD % RADS2
89 3"-UTR DX 35838 i 4100 i) 7R AT D8C 555 DNA 45343
B RES ) AR 0 5G S N F E2F R A IR
2 o S 30 0 AR b 4 S %O AE T, miR-210 BEfEiE
i E2F FRA E2F3 Fl Mye ARAME % S5 306 A
LA K 45 Bt 7 (antagonist of Myc-dependent tran-
scriptional activation and cell growth , MNT) % Pk
PRI 2 R SRR 5 595 41, miR-210 6 BA M UE 1M 4%
FEMVEH SRS . LT WL, miRNA-210 ()3
e AL R A, B, TR AR 1T miRNA-210
(01 T R S e iIee &t % e i o F LA 4y e
(R S 8 A g P s RS 7 R 7 B AT 1) S B

2 miR-210 51K At X &

R SR B8 TR SR O i 2 — | R B 22 ) B
FER WA T SR I RGP CR 2219
BHEZ D ARG R iR AH A X AT R
T, RIS 5) K AR R e % . 21> miRNA
25 TSR AR 1 miR-210 2 LA ST R
ARl B ) miRNA 22— BF5E KM, miR-
210 f& M K %5 5 1 (hypoxia-inducible factors,
HIF) fr e 4%, BAABLH S HIF-1a 764535 miR-210
JA Bl b A S R s IR A1 R TR 400bp (9=
SV TG (hypoxia responsive element, HRE) 254,
AT S H A SRR v K ik, Puissegur %517
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ST UE 52 . 20 A B 80 b B 48 ~ 72 /NEsH i 0 4
miR-210 2K HIF-1a A9 K, K T miR-
210 B %) SDHD #] LA HIF-1, 1A B T HIF
TEMR A A1 R BT 263k, HIF-1 _F 8 4 ] s BE i 42
PRI N B2 A K B F ((endothelial growth factor,
VEGF) #il miR-210 FRik7224k, & W] miR-210 5 HIF
T — N Hish g, B2, miR210 B4 /E Nk
WIRERF S T, 2 5 2 M ES5 &R0 IRE (K
1), HAS e 238 A BTG 285 VIR 5%, TR DL 45
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Puissegur 257 | Fl miRNA 5 22 f2 H AR A
20 HHE /N A A9 2121 ( non-small cell lung cancer,
NSCLC) , #fF7¢ & BL7E NSCLC M B BE miR-210 1)
FBGIEWHSM L R E RN, [FAF 38 3 A6 I 4
AMIAE AL B AR /N 40 R M R AS49 iR, 5
X IR 4L P miR-210 A9 At B3, it Ah,
AS549 2 B A BOR A HRDUBU L BE ), X 5 H
miR-210 A4 R 3885 DIAHOC | PR R 78 il 5 2 AR
THO T miR-210 BE 4% & 2 1& &2 X% Wi 24 ( double-
strand breaks, DSBs) " A 3E A | 31X 2 miR-210 A9
FIKFENSCL B X AL RS 7 A BURRI BT 2
— o FRANMIAA AN A BE, 7E NCSL F8 25 09 9% W 4 i
H miR-210 KR i5, X NCSL {832 1 539112 W
e RS TR 1B 0 W VA S s N R
miR-210 ANFTE NSCL 1Y I 40 i rh 2 ik, 7 ] o
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PRI E AR RR . B2, miR-210 YR IE

XF NSCL F8 3 04 50 1k A FH12 i F0 330 f5 PEAS A1
IYEEE N
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A, Toyama %"V ST 4T 161 {91 7L AR 96 b 47
A AR B 1 4 BT A5 H 4538, miR-210 7B — Nl sr
& i : miR-210 LA B 5 Z2AE T miR-210
IR, I, miR-210 BE AT 1 4 FL IR 12 W &
bR, LRI VE R HUS B PEHIFE AR
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I i i S — b T A 22 M SR R, 5 AR
PR T 5% . PRI, F2 908 936 97 0 A 42
BRI A IE TR b B2, R FIH RT-PCR
FE A W) P 9o A B 2R & B, miR-210 BE RS B IR 4
WRKERE, FH/NTIE RNA AR 508K 9 R 98
A HIF (92355 & B, miR-210 (19 1k K0 B
TR SXERIESE HIF 355 miR-210 Y & 3k,
HAl, & T 56 F miR210 5% £ 24
HIE miR-210 55 85 2 F ML DL AE I R 12 Wi
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White %38 13 151 4347 Al RT-PCR J7 443
T 70 4H ¥ % W 20 58 ( Clear cell renal cancer,
CCC) FUIEH B 4141, 45 K R WTE T A I = A9 miR-
NAs H' miR-210 MREI N BE . 765 A5 (Re-
nal cell carcinoma, RCC) FTER miRNA-210 Ak,
WX &I RCC IR 7856 R0 RE ) B35 T 1 s i
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SN, miRNA-210 fit I8 72 40 i 8 109200 121 255 gk
I R W & 3, 76 RCC # MLFARJ5 — J& 17 miR-
NA-210 B3R5 B0 B TR, I, miRNA-210 ] £
N RCC BHEFARRIN GBS 4845 .
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5 FIRIR R 9 2R K E A TR, miR-210 7R
B WO 40 998 ( esophageal squamous cell carcino-
ma, ESCC) ZHZUR IF 41 H o A9 2k J& R Ay 45
BRTEAR LR ESCC H, miR-210 #97F IJL 4 2
AL, miR-210 Al 85 ESCC ML fE A 5k,
TEAWFFE &) miR-210 1005 55 290 A A 344 5 2
5 A U T L B A G1/GO Al G2/M A 4
LRI o 3 3 5 sl e AAE W45 B 53 A DA XL gRT-
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F ( fibroblast growth factor receptor-like 1,
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Ying %% 0 ] Target Scan 25 {4 7 23 90 J5i
JFE 1 ( vacuole membrane protein 1, VMP1) /& miR-
210 VEFHEEFR Z — o 23R Bl 45 25 DA ARG % 8 %
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VMP1 1 U AE 2RI 4 i e B RA R {2
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M 2855 %%, [AlRE, 7E HCC ' VMP1 L 2 ik
(), T R 63k VMPL [ m R AT JH 9 440 S 190 7 7% LA e
228 W R, AR 1Y miR-210 BERS{E
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FEARESRME T HCC MR MR 28 B 25 N %, 27
A5, miR-210 5 VMP1 1A, 2R I A5
T miR-210 GBI 5 VMP1 FAE455 50 HCC
HIFERS TR 28, 3 4h, VMPL BEE 6 % i miR-210
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Foekens 25! FAE W15 B 2% 50 M 38 191 2L g A
BH K, miR-210 5K &/ VEGF 5 5 i #% i 1k
(El2), VEGF " iz &k T 5, LI, BEHE,
I, B, BRI | B N TR RV Jie A 2 o
KAE R ) B R v, 550 E K IR F B (TGF-
B) , Ifil/MRIEPEA K F (PDGF) ,NO J —3L T 4>
J& B F A7 5, VEGF AZ it Il Ak S PR 5% i 8 45 .
TR R L VEGE 13835 /K- 5 Hfdum 45 2%
JIE KO TR BE W OE AR G, I W w5 TR b 4 41
XU VEGF 3 41 2 i 45 A i 75 XA 1 g A=
B, JUHAE i BE A A bR v, I IR R B AR
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Y110 [ i 98 £8 38 04 10038 b [m] Az 1) VEGF
miR-210 BREERIRT 45T VEGF Bl 5
AMERTLABH WY VEGF 19353k, B AEAS BT miR-210
AZRIR, R W], IR 5 09 miR-210 YR B IA
SREAME RS VEGE YA (B
BRI R A R s IR S R B RS
ANEHE

4.3 {E=|/ROS/miR-210/ROS & &

H AT & B, IR 4A75 5 19 miR-210 Ay 2k Al
DIIE PR TE R ) N- L P Dt 2R (NAC) Jir 3
U, 2 G i i miR-210 (%) 3k 32 2 i 16 MR
(reactive oxygen species, ROS) 4§ /=4, ROS 1] XX
[ )42 5 S fe e 240 L ) O T AN A, OB IO R
AR B 1) ROS BT )2 1 A B SCHE - HON o 5%
PR A IR LA R ok A 3G 58 AR e ik, AF SR
AR5 S ROS Gl B Y AL RE A% 2 #E miR-210 1Y
FeIk (W 2) , - 52w i 7 2H 2UOR U5 T 4 i (Adi-
pose tissue-derived stem cells, ASCs) ) % £ Fl 44
FES T miR-210 W] LA R VR R A S 4R
(iron - sulfur cluster scaffold homolog 1/2,ISCU1/2)
DA AR 32 A B 1 1% 24 R W5 2 1 2 ( protein tyrosine
phosphatase , non-receptor type 2, PTPN2 ) [ & 3k )z {5
Y ROS By ZRIA , Lt j2 i, ROS 5 miR-210 P
T IR 200 0 Y 5 5 K B B o e b RE B8 E BT 5t [l
U0 N e A A 42 5% LA R e A 1 st AR vh AL
AR EERE L,

4.4 miR-210/FGFRL1/G1-GO & %

£ ESCC H1,miR-210 fEWS I3 T i FGFRLI 1Y
FETRBHL 40 M A 391 G160 39, 44kl ESCC (5
B2 miR-210 iaF FGFRL1 FHEAT4M A JE 39 1 i ik 5]
S e A0 38 G R U o 10 R
miR-210 i AT AT A A4 B AR S DR 1 9 400 L Y
WA (E 2)

4.5 miR-210/1SCU1/2/ETC i B

BRI X BT E 1/2 (iron-sulfur cluster assem-
bly proteins1/2,I1SCU1/2) J&—J& 5 B4 8 11, Lk
WA B NG, 2 5 AR TE s R TN 4R
R R P RS AR ] SR FA R0 &
B miR-210 5 I1SCU1/2 1 3'-UTR s 1m 454, HAE
AT, LM miR-210 AEHSH] 1SCUL/2 1Y
Feik , M0 LR A B B F-1% 3% (electron transport
chain, ETC) (1 2) J = RIRIEFF, & miR-210/
ISCUL/2 T AL 7 4% b 240 Mg rp 22 77 7 (ER L AR

W RE R RAT 2 A0 M R BE R 0 o, AR T
RS A AR, TR 240 B ol i R 3 | AR
A3 R 5 |, 1% a B2 5% miR-210/1SCU1/2 HL 1] 34
O SRR AR HIF B Rk 0 R g,
I, R AR A PR 88 o miR-210/1SCU1/2/ET X fit Ji
A0 AR T R IR PR BLE 5 2% A IR AR

5 B =2

UTAFR T miR-210 7RI A FREE 0] SEAA g
AR I BIETE 4312, miR-210 7 i3 200 1 14
P R LI R AR SR R b B Z R S5 ZhAg, X
THFFE miR-210 19 T B 22 5% Hl i+ 58 HIL ) 4 5k
3'-UTR 5 miR-210 FYFh1 551 (9 B AME 51 7
Mre R F AGO # H % B UL UE 1 (argonaute protein
immunoprecipitation, miRNP-IP ) DA & miR-210 A9 %
M XS AR D A AT Y miR-210 F) 2 RE 2
HEF TS H ) TR . miR-210 1R AL BT B e
YT TR B SAETT T, R TRASRTT miR-210 A%
HILHAPHS Jhg S e Jeg B e PRI 7 4 BE B ) R i 55
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