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RS S T 5 miR-210 1815 WIS ADaE
145 A e 12 R BL IR B o 2k i

A B (EE), K

B, Fh

A CF RO

LB g 7T 2 24 R 2B 58 A Bt BB T 7T M SR I 15004052, 5 o 7T AP 5 24 K4 W R 48 — E B
AR B E BRI BIRIE 150040)

[HWE] F5 N AAE (endometriosis, EMs) Jg& 4 th 5 2o P 4t BT 119 5 00 3k fk oo 20 3ok A2 5 0 2 o 9 26
LW BB — (228 — MR B3 A BT H b SR B ER S R IR S il B A R OCBE R R SRR L R
5 AT (hypoxia inducible factor, HIF)-1o 38 i i 35 ML 4 M i 4 K A F (vascular endothelial growth factor,
VEGE) 5 538 i . 25 62 3k 055 25 5 10 350/ A% W5 A% R (mircoRNA, miR)-210 W38 i+ 1 2 48 1) HIF {5 5 38 i OC
53 R T 422 ) 45 AR DG A Y U VR HE O HTF S 2% A9 45 25 98 4%, HIF-1o 5 miR-210 3 i & 4% 19 A8 5 AE H B
[ 981 42 10 A8 AR A O IR 3R 35 L 7 EMs g M 1078 A= i B b R HE OCSPE T . AR SC R E R HIF 5 miR-210 {55
T ERTE EMs I8 Az i i I 5T 36 SR 64T 2534, LU REXT EMs 19127 $2 0 1) JEL B .

[REIR]  TE AR M8 B SR T 1o B/ RNA-210

[(FESES] R7LL7L [X#ktRHRmB] A

T B N S A AE (endometriosiss EMs) J& 15 T
B PN TR ZH 2L ORI 8] 50D 7E 5 44 LA 4 3 A6 o A
ARG R I R AE R — B . A T 4 A
R 1.9 AL E LG R MR 2 R 2 B 4 Js 9 0
JUE A B A B EXS T EMs 1Y &% B
WFoE 3 b, B S S T H ATz A
Sampson BY £ MMl 30 i Ff A8 7 Ui 09 BF 58 R I 5 N
R R e ) EMs b2 58 1 BB — 1= 28 — 1l 48 A
J” Cattachment-aggression-angiogenesis, 3A) iX £
A3 A B H b B SR T A I AR U 4R 5
o KEAE TG B G RE IAYY , IEAEAE R R SRS S
¥ (hypoxia inducible factor, HIF)-1a i 32 # 1% 1M
E N A K A F (vascular endothelial growth
factor, VEGF) {5 5 38 [ 5K 2l 1M 5 8 A& 5 1M 80/ A% 0
iR (mircoRNA , miR) 1E 4y i 48 A= B% A% 3= 2290 5 A
T 7R A A R S B 8 AR miR-15b,
-16 S 4 R 7, miR-17-92 # K miR-210
U s RS 71 I = S A S <9
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R R A I8 B (2001 —) , 22, BB T W IR N, BB I 7T v
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[XEHRS]
miR-210 T2 Alfa) 3 ¥ il HIF {55 . B3 6 80 ) HIF
i, HIF {5545 S i st ia il 48 . FE B
T, Hpi K miR-210 5 T HH K ik B F
R [ s i T 4 A G T ) 4 A A, B
B AR BT 5 EMs 5 BEOE AR AY G B> . AR
M. AR X HIF 5 miR-210 £ EMs /1 5 7
PEVE FAALE B 1055 2 e 3A TR P 1Y 32 T AL IR & 58
S, A LRI i AR AR A AL oY
WARE HIF 5 miR-210 {558 B /£ EMs 1L
Az B B A3 F AR AL, 7T LA EMs 32 AEET TR YT
SR A ER S AR B

1 BREiIFS microRNA LiFBIHLHI

1.1 B BRAEUR RUAUIR T L E R A T 1
{50, + 2 200 A7 0% R 24 A R A 40 i T R ) O B N A
5. EMs A iR E £ XEEMIEM. 20
T2 90 AR 1 BIF 5% TF LR TR N T Mg S80I R O Y
HUH L Hrb s e HIF R 20 40 j A= il 6 4550 . HIF-
lo 53 Ab 4 F 0 HIF-18 TR L E & W, L) 3 o fi 21
20 i A B A S A 22 At R Rl 32 AR A
H G VEGF, Bt , S S T8 BOBT i 48 1 8% 0
Kz, HF 2007 4F, Wu &Y B RRGE T EMs
A8 i HIF-1a mRNA A& [ UK T m B e 7%
K LR R R XA WIS T A AE EMs &
SRR ER. WEATFRZR. T8 NS
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A AVEAT B K 0 I AR RS L U T I A A A
V2 R AE EMs il /R R, i 32202 i Tk
SETECY P, B A O T EMs 1A AR
M EERE,

1.2 HIF W5 7 45 0 S A Bl 8 30 B8 b 9 4
HIF & —F il A FaE 1Y R P o 7 3 F AR E 1Y
ZH LM B A B IR R BT M o AR
TEWFLsh ¥ b A7 3 A, LS HIF-la, HIF-2a Al
HIF-3a. Ho HIF-To 35 38 35 T AR 40 o 2 6
SRR IR AR LAY, 78 B 48U A5 508 b 2 4% £ BAE
M. HIF-la A 2 A Bk X & 45 W 5
(transactivation domains, TAD) : iz 2 I8 1% 25 4 35
C(transactivation domain C terminal, TAD-C) Fll &
ZB9E 45 M 3 N (transactivation domain-N
terminal, TAD-N), TAD-C 5 3L #3% N 7 4 T AE
e B E A R HIF-1a (36N 5% 5% TAD-N
FATTRE HIF-1a By 1E A L 2 A 45 0 B3 6] 1 3¢
HIF-To 7 3l AR BOHE 36 [N 3% 5. BE . HIF-1a if
A8 — 0T HIF-Lo JIREE A9 7 525 7R 2 AR g 1Y 404K
Pk B R 25 F B Coxygen-dependent degradation
domain,ODDD) . IR J& £ W A A& MF F 4 & o I
B PR B R AU L AR SO BE AL TOE W KPR
ODDD P A ilfi Z R 137 11 (Pro-402 Hl Pro-564) #
i 2 Bt 5 fk B 2 Bk fb, fff Von-Hippel-Lindau
(VHL){Z 3 % 1% W 5E U0 HIF-1o, 5 SO i A
WO 7 2R - A B i R AR RS .
TEIEH AW B K R HIF-1a 092 2 30 3 4L 1R
MERARG I B, AEAR S R R R 2 B
HIF-To &5 F 7R 20 M0 Bt b AR OF 2 07 2 4 i A% 8 5
HIF-18 &5 & B i 5 38 A& 5 /Y s %0 52 B JT 1

(hypoxia-responsive element, HRE) & 8 % — &

RSB 5 2058 3 i s 3R 3005 I 72k JA 3 100 2
AN Ui 83 DR B B o il An VEGT e 210 40 ffd 24 1
EN R e Ay (induced nitric oxide
synthase, iNOS) I 4 % ¥ %% iz &£ H (glucose
transporter, GLUT)™ , 7 41 g il 4 & /K L 5
2 5 Bl SN 1 B TR 4 B 3R 3K

13 HIF-la fE#E A VS T 10 miRNA Ei# 75kt
SRR A 25 5 AR AL TR Cf 45 B AU 5
P A B G 4y —— HIF) B [ 4E L 02 DNA
sk . 7E EMs A PR EE P, HIF-Ta SRR %
fit A 1k, § 3% HIF-1a KT+, HIF-1a £
i SFAE miRNA KE S P I 1 48 X B 4 4% 1 Y 3

OEP

miRNA & —2K&H 19~25 M R i 55k

RNA.J& T 8 PE9E g 5 RNAL B 14717 T 4 15
RNA 8+ 3 5l a] B X3, 1757 5 40 R A
1 mRNA 3"UTR X 325 & (ff 48 56 B 0 8k, AT 7
B SR JE URT E R FGE KON . miRNA Y 57
2~T7 AT WA E 1 Xk H AR TR ) % OC 2 R
H“miRNA Ff 7 X7, 78 5 2615 30 T, miRNA F| ]
H“Fh 7 X7 5 H 4 mRNA3 UTR 5 5 i % 45
G 3 mRNA S FIBE 5 Y A%, BR TSR Y
I AN EC X B LA AR L 3B A7 AE miRNA (1 3
X 3 5 3 ) mRNAS 3 UTR H 958 5 B4 Y 1)
(miRNA-responseelement, MRE) £ 7E K & H A H.
AL X R TR X A% O AN 58 4 BE R O L H
H A7 X X mRNA [ 35 f 7 & K0, sk
miRNA i 8 o) E M TS50 = 500
HIF-1« # #%, Moriondo %0 BF 57 2% %5 48 26 19
miRNA [ [H] 8 PF Bi 4AH ¢ 3 35 B 7R, miR-210,
miR-21, miR-26a J& HIF-1a ¥ 45, X £ miRNA
(A il 5 30 HIF-1a 36 P4 3655 8 2 BE AL Dong %5117
WL R R S 2 5 miRNA YA R RNA
fif £ A Dicerl J5 #0 HIF-1a A9 F FIH1 # 2
11 I P S 1= 2 o5 o~ v T N O O O S e 8
miRNA 5 HIF X i S0 R 45 R i 48 A= ol A7 B %
fEH .

e o HIF-1o 38 P4 52 BE00H 19 79 miRNA o1,
IV B SR L B B K Y & miR-210, 7E BE T,
miR-210 Wi i T HIF I ¥, HIF-1a 3% 31 miR-210
Tk R TR K A B 20 Ao AR L L 2 L A Y
LORLRT)RE A0 T L A AR R AL A

2 MR210AESEMEE K

2.1 miR-210 4> P45 miR-210 J& miRNA [
—Fh, LL 2 A X FE AE: miR-210-3p (5] F 55) Al
miR-210-5p (B M) . K8 1Y 52 56 25 il IR BF 5 46
W] miR-210 & 8 i & Bk 5 75 2 19 F % miRNA,
HEHE T 28 miR-210 #EARNY, F 0 H S 5 A
P55 BRI AR L I AR B DNA 45845 50 4
58RI A0 R T A 22 A o B B R L B R
FHIE R CHAHSZ W

Tsuchiya 281 525 7R, miR-210 By A 7E &
IR 41 MR R R HL miR-210 78K A% S 40 i
Je HH A5 ke R T o DT 4000 ) 9 40 Y 1 1 5, T ok AR F
R W miR-210 16 JH- 20 i 987 | Sk 25098 e A g <5 o
VIS BT R B A5 FRA Y SRR BT
AEPH i miR-210 J2& 32 B H 97 19 miRNA H S0 #
U W e R miRNA, B AE SRS 80 h miR-
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210 Bk ] BEAL Sz e il IR 2, mTAE Sy i dik 4
RO AR bR & 9. L 4h, Huang AEL o 4 R Gk
miR-210 fY A Sk S0 a1 At P g 40 A A £ 328 5k
ANER B s miR-210 400 T e 2B 4 1 s 2l s ik
A T 9 A0 R R S ) ) & R AT R R TR
AN TR A 20 B 25 78 b miR-210 #0JE I Ak R B A
Frs ks,

2.2  miR-210 b # VEGF VEGF K H % ik
(VEGF receptor, VEGFR) # i & g 42 #F 1L 45 38 i35
PRI AE A 0 DG HR R R, VEGF J& Rk
AR AWk 22 JIKAE K R 7 S0 1 B B, i 7E o 2L 3
W B % E il 5 A VEGF i 6, Bl VEGF-A,
VEGF-B, VEGF-C, VEGF-D # i§ # 4 K W ¥
(placental growth factor, PIGF)", VEGFRs 2
Il 7Y 25 f s 2 R 34 8 (type Il transmembrane
receptor tyrosine kinases, RTKs) 52 4 #8 Z & 1) ik
5. B @R A VEGFR-1, VEGFR-2 #l VEGFR-3
3 fl VEGF %24k, VEGFR-1 f1 VEGFR-2 £ %7
i Bk, T VEGFR-3 1 E A7 78 Tk EL N 2
M. Zeng 5558 i X /N AT miR-210 3
B R , miR-210 J& miRNA /K742 i i 45
A ORI 28 K A SR B L B4R S miR-210 5 %
TR ) PR TR N ML A P B b T A A R A B T
IR Sl VEGF #9248 ML 7% . DA A 3 1 45 4= 15 Gao
S0l T R R A IR R B A M B 0 R 1
WF5E o g 4H 4t VEGF B Rk R T & B
R PEBERE A0 M % VEGFE iR B %, %
B VEGF 335 T BB {2 iF T 2 F i 0 7 ) 7% 5k
OIS DT AR 2 ok R A B AR 2R RS . el A,
miRNA-210 A fE# 37 VEGF B 2 3k, 76 14 4= i
Hh 493 T8 A

2.3 miR-210 |V B £F 4k 40 il A= K K F (fibroblast
growth factors,FGFs) FGFs &1 23 Fi %0 7 51
1o B RS I 3 DR 500 i 8 1 2 K R, 3 5 S R AT
440 i 4R K IR F &% 4K (fibroblast growth factor
receptors, FGFRs) 45 4175 3 32 R B ot 22 351 Y 1% 2 iR
FRIL LA BRI AL AR 2 R AR S 15 TR A
RAS/MAPK .PI3K/AKT.PLCY % {% 538 % , M i
AN B L A LI B FAF G S 2 R A 2 ot
P, Yang S5 fE BT A S5 8 miR-210 5
JFF 400 M 96 B9 4 & P s B 7R L miR-210 #1917k - R ik
fEA% 38 o ¥ 15]) FGFRL R 42 T 40 B 98 i 1 5 A=
B s I 505 R A M Y 4R 28 M, B miR-210 1Y &
K 55 T 200 6 9 2 2 B A R 4 o S I A G

24 miR-210 PR EH A3 ik HEEH

(Ephrin) & — 2% 40 Jifg 2 1 Bc 7K 19 &SFR . Ephrins %
B =AML 4G 9 4 Ephrin BRI 14 4~ Eph Z 1k
(erythropoietin-producing hepatocellular receptor,
Ephrin) 5 Eph % 22 B2 I8 1 32 1 515 A 45 & 1
P22 TT | ILAE FN b R A0 Y ST #% | HE R AR B b B
ZAE . BF G 4 A3 (Ephrin-A3, EFNA3) f&
Ephrins Z3 16 19 8 25 51, 2 IRA & T miR-210
A R AR

ffF 75 BT, miR-210 38 i3 40 i) & 40 1f 4% 1 2
BE L SR AR TP EFNAS BC A0 1 57, 78 17 52 )
51103 018 A A RS RIS 7 I PR g 00 vl o 3, 4 A
J s B FT T miR-210 3 i I EFNA3 [ % 55k
5 Bl I8 5 e S A9 A AR R . [E] B, Huang
SEUEAE W I AR S 10 miR-210 JBR RS A B N
B2 2 3 3 1 R AL AE A A 5GP I R miR-210
i EFNA3 £ik, 2 5 PI3K/AKT/VEGFA 5
Wnt/B-catenin/ RHOA 3@ % , )T A 2 Bp g if 48 A=
J I 40 0 5 1

3 miR-210 1 HIF-1 Z£ EMs H I 1E A

3.0 BT HIF KB miR-210 FiH £
AT TR miR-210 4 85 76 AR 1) 7K 3% 5 78
MR » miR-210 78 45 Fh J5 A% 40 M Fn %% 1k 40 it
rh SRR N FE B HIF-1o 53 )5 . miR-210 2 5
Tz RN R F A AR . (EAREE M, 7E miR-
210 WA 8+ XN, © & %% i —F HRE, HIF-
loa Al 5 1% HRE 454 VIR miR-210 #5E0,
Du ZFUHUBESY miR-210-3p 94 45 = [ 14 L 46 b iy
WA AE T B 5 7%, miR-210 B8 4% 58 1) H 3 -3-85 1R
i U AR 1 (glycerol-3-phosphate dehydrogenase-
like 1,GPDIL) 4+ HIF-1o BORREME. HILATEE,
miR-210 £ RG4S S HIF-1o Y18 45 1 1 38 2 18 7K
VLR zZ EVEE miR-210 X5 HIF-1a 5 T E
M. Zhu SF5C0F G0 H B 5 S 00 Il AF 4 A0 R R
A EAE RS miR-210 FKik B E 8, 7] fg 52 HIF-
Lo W, miR-210 Fk¥E s, & nl LUE m /E H
B A Runt M 26 ¥ 5 N T 3 (runt-related
transcription factor 3,Runx3), 1 Runx3 BE 1% 1 fin
P HIF-To B A 1) O S il —— 5 A I 2 Bk % £k ity
2 8 i) 3 M B 2 (prolyl hydroxylase domain-
containing protein 2, PHD2) W) 32 fk fig 71, 4
Runx3 3 3| miR-210 M #l )5 . PHD2 #5461 1 i
— A R B miR-210 XM HIF-1a B 67 9835
K VHL, X gt 15 HIF-1a B B i 6l 0 L 52 5E P
Hask , HIF-1a 8 H KT THE B9 HIF-1a XOA]
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46 % 10

PAAEZEAE 2 miR-210 (93235, T )R — A~ 1E R 45
[l

3.2 BRI HIF FRBIME miR-210 BIE 6
AT miR-210 b o A3l i 9 A% W T «B
(nuclear factor kappa-B, NF-«B) i HIF JE & # 4
w1 & . Mutharasan 289 B 9% 7R B = 52 %
HIF {% 5 il 8% 1 05 J& 52 K % 5% A0 8 L CAryl
Hydrocarbon
ARNT) 2 [ a5 bR 1 /s BRUVE i 180 2T 4 40 i (mouse
embryonic fibroblasts, MEF) 7£ it & & 4 T 13 & 7=~
tH miR-210 JK V8, 4L THEE M B
(protein kinase B, Akt) W 5T B & 7%, Akt 0 ] £ sk
DRSS miR-210, 17 Akt iof 63k £ 76 B A Al

Receptor Nuclear Translocator,

R

S0

i/

i S
FeAktl

GPDIL

SDHD

g
[22]
ﬁ E

@HIF‘I a @ HIF-a

o
<. :
. ,“. HIF-a

I ARNT JE P # B A9 MEFs #1381 miR-210 f9 7K
-, R Akt ol gd HIF AR K #8542 98 35 miR-210
1

miR-210 i T Y fk 11p15.5 F ) MIR210
LR b, HZE IR G50 A T AK123483 JE 4w fih RNA
BINS TN, BRTT A miR-210 238 FiEZ) 200 4>
B 56 X b % 5 — A E Ak AR SF B NF-«B 25 & 0
R NF-«B & — Bl g ) 2 0F 58 10 5 R E A 56 19 5%
SR P ARG B2 ik & NF-«B B 3006 e 2 )5
PEPLIE 4> BT (chromatin immunoprecipitation assay
ChIP) \J3 3l — ¢ 15 J DR A 0 A 56 8L e A1 43 B 46
WEHED T LB, NF-«B ZEMR A& T 5 miR-210
J& B ¥ 1 HRH EAE IRk R S0 (8 D

SRR

SDHD RISC
miR210 \
GPD1L

HIF-a =

HIF-B8

miR-210
HIF-a

NV VNNPVNOVNOVNONON
AK123483 HRE
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1 BREIFZH miR-210 £ HIF R B IRE M HIF ERBEIRET LB

3.3 miR-210 Al HIF-1a Pp8 45 EMs i & 4
RAEER Bl D @ KT EMs B3 FIE #
T 5 B AR DG 38 A R S0 P A 2L P A SR 5
SEIE X AFEAE ) miR-210 B miR-210-3p A X} ik
i M HIF-1o 25 1Y BH P 28 3k 56 B 2 8 1 1E 8 PN
AP, ZRA% %2 X (P<<0.05.P=0.036), H
HIF-la 5§ miR-210-3p £ ik /K 2 EHH X (r =
0.573,P<C0.001) . %W EMs ¥ 547 N 4 41

HIF-la 5§ miR-210 AJfEWAFI 2 5 T EMs k4 &
J&. HIETAYE B aE I, S48 HIF-1o il miR-
210 B TETE R A5 45 5 51 B, X980 2 i 4R 45 56 A
i 45 B R, miR-210 B #E#E 1A HIF-10, 1E
b SRR, miR-210 Fl HIF-1a 22 [B] 77 75 1F 52 15 3%

A 0] B, 43 miR-210 Al HIF-1a 78K 4 30385 F 41
AR PE, 3 R VEGE, I /N A fif 248 A4 KW 7
(platelet-derived growth factor, PDGF) % Ifil. & 4 fi{
A1y £2351 , VEGF #l PDGF Ay % 3588 i w] L ]
T P B AN R 3 B RS A IR L I 2 B I
BHIE R, R, miR-210 Al HIF-1a i 7] DL 3L [A] 7
A5 Twist, Snail 4 I 5z [A] 5t % £k i) O 5 5% S IR 1)
FEIRUY H AR IR B T LAUAE HE A0 A L Rz 2% A 1) (]
i R AV AL R A M RS e ). I Ah . miR-210
FHIF-1a & ] DL 3 [ 38 15 — L2 20 j 25 Fff 53+ Fi 2
Joi 4 A AR B Ak R T A R R A
JIf0 ) ' 9 3 RN P S A S B FH 1 400 TR s o o
E-45%k 25 1 (cell adhesion molecule E-cadherin, E-



WL BE R R A A iR #4685 10 e 1239 -
cadherin) E’(] %% ij_(, ﬁ ﬁ N—%% %5‘ % IJ:_I ( neural [7] Goyal A, Afzal M, Goyal K, et al. miR-210: A non-invasive

cadherin, N-cadherin) 1 JE & [1 (vimentin) i %
K o AT 3 AV 200 ) 1 285 R 77 o 346 8 200 i 1 32 3% 42
ZERE T TE L8 A RN e 7% 3 7 vh K5 AR

Z¢ BTk, miR-210 Al HIF-1o 76 SR 45 0F 3l
ok VAT 0078 A B PR ik TR A R R O3 R
J5T 42 J A 1l A5 R B2 EMs Ho I 4 AR

4 HitERE

BEAE S EMs R B 19 80 FRAIE , 8 i HIF-
To MRPE (I B 345 & miR-210 3 2hF) K AR Hi
PECIN NF-xB 45 B9 40 Ak 17 380 me) 1) X e B ) o 3
i miR-210 3k, miR-210 1 i #2 i) 8 45 42 i 4
AR - Cn VEGE) | I 48 A iR 5 i (i PHD2)
K F B4 7 (4 E-cadherin, N-cadherin) , 55 HIF-1a
I3 R4 2 S5 A5 PR 240 1) 3 B I T A AR 2B
B iE AR F EMs g b aE R . 28 F TR miR-
210 F1 HIF-1a fF 5 EMs #0592 Wi bR &5 49 A 0F—
AT . A RWEIE AT R AR TR B f# AT miR-210
FEWL 35 AL P4 R 4%, IR R miR-210 7E EMs % i
IBE 98 b i AR s AR I IR JF R 2 ot BB 56 iR
miR-210/HIF-1a [ 12 Wr 8 {4, 3 £ H AR A iR J7
EMs il 3 #5 35 % W9 W 05 & & T miR-210 5
HIF-1a W Z B LY VRN R 2554 H
SRR R i EMs U 5 A LA, i AR AR R AL
il — I PR3 — B AR e A" I 5T 85 5% . A 2 EMs
FROKS WEI2 T TR BT I A5 () B oA B 98 | 87 AR LS
A5 SEURE DG AR s 1 B 1) YA T B BR A
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