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LncRNA HIF1A-AS2 @33 /% miR-138-5p {2t 7+ R AR 20 _E 5 (8 58 sk iL
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(=] HNY W KaEIE48% RNA (long non-coding RNA | IncRNA) G425 5 K T-1o- 2 4% 2
(hypoxia-inducible factor 1 alpha antisense RNA 2, HIF1A-AS2) X} 33 3% )2 40 i 4= 28 F1 b 7 [6] 78 o 5 1k
(epithelial-mesenchymal transition, EMT) fUfEF FIMLE . J5H: LA 20 A>T AT ( preeclampsia, PE)
2% (PE 41) F1 20 AN 1EH G # (X RE AL ) 240 HIFTA-AS2 J 1 i ¥ 35 ) miR-138-5p ik /K
Vo PR NGBS 2 A0 5 HTR-8/Svneo , TE45%4 4 HIF1A-AS2 33 3K Bk \miR-138-5p U4 FIH
il K& B BA X B HTR-8/SVneo 2 fifd rr, i ixb CCK-8 A5 i) 20 g 14 5 | Transwell S 55 46 ] 42 2% |
Western blot A5 4 il EMT A5ic 73 F % 5 [ F K3k SR A58 HIF1A-AS2 1 miR-138-5p X% 5% /2 41 g
PR R AIBLE o I 92 i P 4 2 SE 3 4 ik HIF1A-AS2 1l miR-138-5p 45 G KR, &)k PEJR
£5rh HIF1A-AS2 5 F44IE(P<0. 05) , i miR-138-5p (355 i 5455 (P<0.05) . 1353k HIF1A-AS2 fE
5P miR-138-5p [ #35 (P<0.05) , {2 i#F HTR-8/SVneo 4l (1f222HE 1 (P<0.05) , i EMT kric 4>
T Vimentin fI N-cadherin P & EMT % 5 [HF Twist] 1321k 7KF (P<0.05), 4h, miR-138-5p #1464
5ib K3k HIF1A-AS2 X} HTR-8/SVneo 4 g it 1 HIAH [A], M miR-138-5p #1114 g 6 ekl 55 3 4% 3k
HIFTA-AS2 %% 410 fOFE . 5 41, HIF1A-AS2 1 miR-138-5p 7 HTR-8/Svneo 4111 i Al LA B #2245 4
251 LncRNA HIF1A-AS2 GEUZ L i 4% 5% )2 20 Jf 19 1R 28 F0 b Bz (8] 78 53 &% Ak, AT FH T A e 2k 90 1)
miR-138-5p 7K 3FARSEH .
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LncRNA HIF1A-AS2 promotes trophoblast invasion and epithelial-mesenchymal
transformation by inhibiting miR-138-5p

LI Qin', XU Juanxiu®, YAO Xuan’ 'Department of Obstetrics, *Department of Oncology, Jiangxi Maternal and
Child Health Hospital, Nanchang, Jiangxi Province, 330006, China

[ Abstract | Objective To investigate the effect and underlying mechanism of long non-coding RNA
(IncRNA) hypoxia-inducible factor 1 alpha antisense RNA 2 ( HIF1A-AS2) on trophoblast invasion and
epithelial-mesenchymal transition ( EMT). Methods The mRNA levels of HIF1A-AS2 and its predicted
targering miR-138-5p in the placental tissues of preeclampsia (PE) patients (PE group, n=20) and normal
placental tissues (control group, n=20) were detected with qRT-PCR. Human chorionic trophoblast cell line
HTR-8/SVneo (epithelial-like cells with adherent growth) were employed to be transfected with HIF1A-AS2
overexpression plasmid, and/or miR-138-5p mimic, miR-138-5p inhibitor as well as theirs corresponding
negative controls. Then the cell proliferation, cell invasion and protein expression of EMT-associated
molecules ( Vimentin and N-cadherin) and EMT-transcription factor ( Twistl ) were measured by CCK-8
assay, Transwell assay, and Western blotting, respectively. The binding relationship between HIF1A-AS2 and
miR-138-5p was verified by luciferase gene reporter assay. Results The mRNA level of HIF1A-AS2 was
significantly decreased, while that of miR-138-5p was markedly increased in the PE placental tissues,
compared with the normal placental tissues (P<0.05). Over-expression of HIF1A-AS2 obviously inhibited the
expression of miR-138-5p, promoted cell invasion and enhanced the expression of Vimentin, N-cadherin, and

Twist1 in the HTR-8/SVneo cells (P<0.05). The effects of miR-138-5 inhibitor showed similar effects on HTR-8/
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Svneo cells that of over-expression of HIF1A-AS2, but these effects of the overexpression on HTR-8/Svneo cells

could be weakened when miR-138-5p mimic was introduced. Furthermore, the direct bonding between HIF1A-AS2

and miR-138-5p was identified in HTR-8/SVneo cells. Conclusion

LncRNA HIF1A-AS2 promotes trophoblast

invasion and EMT, which may be fulfilled by its inhibition on the expression of miR-138-5p.

[ Key words ]

trophoblast cells; LncRNA hypoxia-inducible factor 1 alpha antisense RNA 2;

miR-138-5p; invasion; epithelial-mesenchymal transformation
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TR i 4 ( preeclampsia, PE) J& —F & A T 4 ik
20 JA 5 WAE IR RAE R R I s T R B B
AT RECE NG . MR R UG AL IR )2 ARG
127888 71 A1 I Bz 8] 78 it % 4k ( epithelial-mesenchymal
transition, EMT) ZhREWES 5 PE i &ALl 44 56,

AE gt RNA 414 5 E 4 i RNA (long non-coding
RNA, IncRNA) F17# /)y RNA ( microRNA , miRNA ) 0] f¢
Z 5% PE B R4 K&, LncRNA 22— K KT
200 nt 1) ES A% RNA, K& IEHEUEH] IncRNA A L@
TP Ay U AR TR A TR miRNA DA g 20
miRNA" s miRNA &2 25 B RS A4 551 (20~ 25 nt)
AEZA% RNA , 32 2850 oF 5 88 5L ] mRNA 11y 3"-9E %
DX i 6 0 1) 25 6 DT A7 1) )] 4 A i PR e 3k, 3 3
mRNA [ 7 1 EH 20 o bR 2 1 TR 4% e W,
miRNA J IncRNA 55 22 Ff5 95 19 & s ok R AH OG- )
1, IncRNA Fl miRNA 55 335 W] GE 52 e 4H {0 1 3
Ak D TR &R R R R, IncRNA il
miRNA [ 7K1 2 5l R AR 25 AT 38 a9 755 40 9 %
2 P8 L DR 90 92 g 1 B 5 IR AR 6,
i EMT FORE AR 5C 3 PF 4N 38 ot 4 & 2 F1 B 9 (matrix
metalloproteinase 9, MMP-9) | Ifil 45 PN % 4= < [F T~ (vascular
endothelial growth factor, VEGF) . 55%5 % H ( E-cadherin ) |
P55 5 i 25 [ ((N-cadherin ) [5] £ 7] 4% IncRNA F
miRNA i

AUEHE R, IncRNA & miRNA ) 555 Rk ik 5
PE kA % LncRNA F1 miRNA % ik 315
7~ PE Jif 8 2H R rp 7 75 K & 22 5 43K 1) IncRNA F
miRNA'"" 5t 9% 52 23K % IncRNA 1 miRNA AJ
iE2 5 PE &4, LncRNA §415 S I F-la- X
#% 2 (hypoxia-inducible factor 1 alpha antisense RNA 2,
HIFTA-AS2) C RSS2 R 19 i R AH O , C 45 3L
TR 2 /7 N 7 R I W 1231 BB e
MIIZZERE ST . PE B &R L 5% 5% )2 20 i A 228
AEJFN EMT M) gk 55 A OC, #8111 HIF1A-AS2 J2 &% 2
54 PE RAA AN 1R 22 8 A ol . FeA T
A WS B AT & B0, HIFTIA-AS2 5 miRNA miR-138-
Sp JPINVAETELS & A, FEAT BRI 704 DA WL
Fif miR-138-5p K AE . A58 B 7E#F 58 HIF1A-

AS2 Jv miR-138-5p 1 PE JIG LA K-F 221, P
BRI SRZ A AR EMT W52, LA K57 2
AN B B NS SO0 R, LA PE (1 B A 4R
PR ERIDTFRE AT

1 #R57%

L1 HARR

R LREARIT 2016 421 2= 2019 4 1 A
TE 3 B 28 77 19 40 1) &) 5 7 00 77 1 T2 Wb
e My 20 BP0 R PEL FEEIE R R AR,
MIRFEIX ASM PG B2 R rh S iR S 4H 2, AR TR
JERAFET-80 C, By 52138 o H A 4F R I KA,
Qo B , S W P v 00 ., AR DR 9 R0 B, R TG W
g0 F 1A T XA PE 249 72 40 i — i FORHRD
B AR AABEREEHEZR ST
2015 4F 11 4t BRI G- HE A & .
1.2 wmpsEic

BT NGB 77 2 411 7 HTR-8/Svneo
EEBRE 40 K T HiJE 3 K (simian virus 40 large T
antigen gene ,SV40T) % Ju \ 2 5L 1 i 58 10 28 B I 4% &
AMERA K W AIIEAT AR AN R, AR S 2 LR
FEWEELE K, 2 T 37 2 A W20 IR S D REAIE 5T
1F Dulbecco Bt B ) Eagle’ s 357 2£/F12( DMEM/F12,
Sigma, St Louis, MO) A % 3 HTR-8/SVneo #H Jifi
(ATCC) , N 100 U/mL HFHR U MEHERPUER .
10% fiG4- 13 . AR 3R T 37 °C 5% CO, IR 55
Ferah . TRANMIA RN 2 90% Fil 45 B, HEATAE AR
1.3 %8+ 2 & PCR(quantitative Real-time PCR, qRT-

PCR)

AR A5 il 38 B A BT, RNA £ B 71 & ( TaKaRa,
Shiga, Japan) FI T A HIFIZL S P $2CE RNA, RNA
1) )5 £ 38 3 43 66 BE T (Jenway Lid , Essex, UK) 45 il
260/280 nm | 6% B H D (260/280) #E 47 # K
2% W B REWHRE I8 1o FEL Uk FH TR A RNA g 58
R 2785 Jy i MIXE mRNA K HEAT 5, 3-f
1 H il e & B ( glyceraldehyde-3-phosphate  dehydro-
genase, GAPDH) VNS 3 . AP, ] Mir-X™ MirS
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HEEA A SYBR®  RT-qPCR ( Clontech Laboratories,
Inc., CA, USA)RFI &K miRNA SRAH 2744 Jrikit o
FIXS K, 8] U6 24 miRNA [ NS 3L . HIF1A-
AS2 5|4 1E 1] 5’'-TCTGTGGCTCAGTTCCTTTTGT-3’,
J2 1) 5'-ATGTAGGAAGTGCCAGAGCC-3'; miR-138-5p
5% 1E 1 5'-GCTTAAGGCACGCGG-3', )z 1], 5'-GTG-
CAGGGTCCGAGG-3";U6 5|49 1E 1] 5'-CTCGC-TTCG-
GCAGCACATATACTA-3', )z 1] 5'-ACGAATTTGCGTG-
TCATCCTTGCG-3"; GAPDH 5| ¥ 1F |n) 5'-ACCCAC-
TCCTCCACCTTTGAC-3’, )z [n] 5'-TGTTGCTGTAGCCA-
AATTCGTT-3',
1.4 oot

miR-138-5p [ RLY) (miR-138-5p LUIH 20 ) FiI
P55 ( miR-138-5p il 44 ) B =3 A BF X6 BEL (4L
RLY)-NC, 1P 4)-NC) ¥ P\ Genecopoeia ( H1 &, |7 )
W3k, HIF1A-AS2 () HA% I TR pcDNA3. 1-HIF1A-
AS2 ( pcHIF1A-AS2) J [ 4 X§ it pcDNA3. 1-Null
(peNull) it Sangon Biotech( I, I-i8) M 3%, A4
il 38 T AU UL B, 3 LA Lipofectamine 2000 ( Invitrogen
Carlsbad, CA , 32 [H ) ¥ YL 3| HTR-8/SVneo 4 i1 H .
1.5 Western blot #4 )|

et IS I AR B 00 ) RIPA 22 i 45 502 it
S A e B R B 2R Y A I B I F Uk 73 B
B BTFEAS SRR I b B B 45 F B A% 3 SR i —
MO, 2t 5% TR A 5 R BRI Z2 ik (Tris
Buffered Saline Tween, TBST) 3} [ )5, & FH 1958 — 3t
RUF & [ ( Vimentin, ab92547 , Abcam ) , N-cad-
herin(ab18203, Abcam ) , A\ Twist #H3& 8 [ 1 ( Twistl,
ab175430, Abcam ) il GAPDH ( ab181602, Abcam) , 2
J& T/ R TgG (H+L) -HRP S HT44 (1:10 000,
Invitrogen ) 5% L1 2EHT R PLAR (1 :5 000, Invitrogen ) #E 4T
WEE I B R RGEHATHAR . I Tmage J 4K
FE53 AR 2 R GA K
1.6 CCK-8 #%& | 4 38 74

£ 96 FLAR P A 4L, B L 5%10° 4. 7
2.8.16 h f124 h i#47 CCK-8 fill , 3% FRmH(H & A
100 wL ) CCK-8 £ % 3 ( DOJINDO, H A4 ) . fff Jfi
Varioskan™ A 77 150 FL #2132 24 %% ( Thermo Scientific,
Waltham, MA, USA) 4MH7 5535 2 h J5 75 450 nm 35 &
THDCEEEE D(450) AR T 3 A E R AL

B A
1.7 Transwell 42 % 52 3%

K 2% 10° A4 A #1454 Martrigel J8 B 1)
Transwell /NS H7, 35 95 38 & 20% i 4 1.7 B9 DMEM/
F12, MAh, 78 37 C IR 400, A AE 24 h NiEA
Matrigel JEBSES [, 95% W) IR ANE VR K 5 £ 1 — i
T E g R R AN, B 5 IR AR T B R R R
AR . 3 S BB L EE, X e € 0 g A7 0 DA
VAL A28 H . D62 WA ( Nikon, Tokyo,
Japan) 3R K4
1.8 hFEARIRELE

{#i ] Starbase 2. 0 i J # B 5 miR-138-5p FH &
4561 HIFLA-AS2 FR3, JEHN H bR 07 5 N 1Y 5722 7
%1 ( http://starbase. sysu. edu. c¢n/mirLncRNA. php ),
BERAS 00 7 5 4 A B pGL3 244 ( Promega, Madison,
WI, USA) [ Xbal/Fsel fii gio DL HIFIA-AS2 Jyifh
P HIFIA-AS2 J% H % 25 1K ( HIF1A-AS2-mut ),
DharmFECT Duo %% 4%i& 5§ ( Thermo Fisher Scientific,
Glasgow, UK) FIFFOCRBHEME T RS , AR 4 il
TR EESR B 3R B 5 £ 4t (Promega ) ik
FT9Ot R BN AE
1.9 %iit b

K SPSS 10. 0 ZE it B A 2E 4T 73 M, B LA £
FR o RTHRAAAN PE 2H 9 2H 8] i 580 LU R T « R
KRR 27 220871 B SNK-Q ( Student-Newman-Keuls
Q) KB AT Z A E L H . KK ifE «=0.05,

2 HR

2.1 W= da— At

5 XF RRALAR L, PE 40007 I A e e A ET 7k s 1
B HIRIKF- T (P<0.05) o HoAth 328 B0Hs 1 4 18] 22
SERG I #E L (P>0.05,5 1),
2.2 WuLps P HIF1A-AS2 & miR-138-5p K -F

23

1 RT-qPCR &l HIF1A-AS2 1 miR-138-5p 7&
PG B LU Bk, 45 R s 5% R4 AH L, PE
AW 7 1E NG & 2 2 HIFTA-AS2 Af Xt 7K SF B AR
(& 1A) ,miR-138-5p /K F-Ft& (K 1B) , 2 R B HA
Giitegas X (P<0.05) .

#1 PEASMRAVZA—MARILE (n=20,x15)

2415 L/ B it/ Wi i/ mmHg A3k [E/mmHg BEIR/g- 240
X HEZH 28.37+1.07 37.41+1.10 110. 40+8. 28 72.50+4.97
PE 4H 27.96+0. 89 36.96+0. 95 145.40+10. 10 107.65+7.62 2.10+0. 13
P 0. 196 0.175 <0.05 <0.05 <0.05
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SEIGAS I AN LR 78 , 45 5 B peHIFLA-AS2 4 rp 41 fifd
AAXHZ 28 5 F 25 [ 6 IR 4] & peNull 4 (P<0. 05,
B 2B) , 1 CCK-8 556 k6l HIF1A-AS2 it 41 fifg 34
B 52 0, 25 2R W7, pcHIFTA-AS2 #6 94 J5 , 4 Jifd 3
TR (P>0. 05, F 2C) , Western blot £ il 4%
SR, 525 X BB % peNull 414 H, EMT #2544 F
Vimentin , N-cadherin 7 Twistl 7 pcHIF1A-AS2 2 #
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E ;C.HTR-8/SVneo 2 it & & % ; D: Western blot # M EMT 48 % 4 F & & ; E: 48 3% Vimentin 4§ & ik ; F. 48 2
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2.4 miR-138-5p a7 4 Ze 422t HTR-8/SVneo Zm i
12 % A2 EMT
H miR-138-5p 10 il 4y S JHe BFIPE % 4100 i) 4-NC
FEYL| HTR-8/SVneo A, #54L 48 h J5, miR-138-5p
JKFAE miR-138-5p il AL FEAIG, UE 5255 L sl 0y ( P<
0.05,K 3A), ¥4L 72 h J5, Transwell SC56 45 W 7R
miR-138-5p 114§ 49 20 v 248 M AH 042 28 28 5 T 28 6
HRAL Sl #)-NC 41 (P<0.05, K 3B) . 525 X ]
2 0 9)-NC 4148 te, EMT AH ¢ 4 F Vimentin |
N-cadherin J¢ Twist] 7£ miR-138-5p i ¥4 H ) 2R ik
KT, 2= B G2 (B 3C~F,P<0.05)
FRZE R PR, miR-138-5p i M) F% Yy GE A iF HTR-8/
SVneo 4l ffifz 28 F1 EMT,
2.5 miR-138-5p {4 i% 4% HIF1A-AS2 x¢ HTR-8/
SVneo %8 jiL 13 % F= EMT #4942 3 75 7
# HTR-8/SVneo 4iiJffi LA pcHIF1A-AS2 Fi1/ &}, miR-
138-5p U ILE s . e 48 h J5, miR-138-5p /KF-
& miR-138-5p fUBIZH THim , UESERE YL 2 (P<0. 05) .

[FIET, pcHIF1A-AS2 3£ UL EH% 5 3 miR-138-5p /K-
FHFEIR(P<0.05, 18 4A) ,JF HizfE FIAESI A miR-138-
Sp MU 5 15 LLR 43 1% e (P<0.05) o teobh, S 4h
RBIR, 1 peHIFTA-AS2 698 5| % 1 41 il f= 22 4 i A
EMT #H & 43 T ( Vimentin , N-cadherin , Twist1 ) & 3k 3
fil, 75 miR-138-5p L MI4) +pcHIF1A-AS2 21 #4415 DA
I (P<0. 05,8 4B~F) . FIRER 7R, HIF1A-AS2
AT ] miR-138-5p 7K -4 9 2% 57 2 40 i 10 1= 2%
F1 EMT,
2.6 HTR-8/Svneo %1 it # HIF1A-AS2 5 miR-138-5p
Hipgs

A WA R R S0 A B HIFTA-AS2 F
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ZFAAGI A E L (P<0.05, K 5B) . 45K ELH],
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PLE#EE S
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C:Western blot #-| EMT #8 % 4 & 1% ;D : 48 %% Vimentin # & 1% ; E: 482} N-cadherin 9 & i& ; F: 48 2% Twistl 8 %
ik a:P<0.05, 5% g xf B R IpH H-NC 215 (n=3,%+s)
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A i 3 HTR-8/Svneo 41 il 1) 12 22 F1 EMT #7 i
Fiko HAL, miR-138-5p fLRLH 1Y 51 A BE % Bk 55
HIF1A-AS2 7K °F- F} & % HTR-8/Svneo 4 i {2 22 J
EMT BfE #VEH]. 53 4h, FAlT & B HTR-8/Svneo 4l iy
Hr HIF1A-AS2 g% 58 2 0] miR-138-5p /K, HWi &
ATPAE S A, I, ABF5E 1S H LLR 4598, HIF1A-
AS2 fefg it A miR-138-5p 7K P-{i k0% 77 J2 4 M i)
{228 EMT b2, n] B8 FI TS PE (&4

b U BRI L/ = e e = Dol 51 DAY N1 A ]
Ay, M FERIILMAERMA T .. RERE T %S
SRS R IR I & RE, 6140 PE 9 & A= 51 BER & i
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JE R R BRI D RERE AT L R R LA K R F 1Y
KRR, H AT, i T2 B PE (1 & 56 I B .
SR, PE (1 &R ALK A 7E 2 R BS, Biln , 957 2
AR TE T R EhRE R SRR A
PETIG N P Bz 40 it S A R RS R TR 2 B ik
FIAZH Y XS 1R 2 A T R FR
IR VR T AT RE A A MBI o BEAEBFSE A HIF1A-
AS2 L4k & PILAE % 4 F i R 40 A 1Y) AT S AN AR 22 B
3P ARHRSEA  R B HIF1A-AS2 %% 352 2 40 i 15
78 ) EMT 3 5L 15 76, i HIF1A-AS2 45 By
PE B I5 WE FERF T80 5

LN S E NI (extrayillous trophoblast, EVTs)
FETE NN IER = 75 W R o) ok R 9 St
i E A P, LA A AR o A P R G LR (8 24 1Y
EFRMESMER P I T TR AR
FIJ5 T, PR 2 At e B R il AR R
TS 3% 2 A R EMT 76 1T 58 R R 22 I RE 3k
B P R R RS . AT, RATE
R T HBAE MY THLHR, & B IE % R = 10 M
PE ¥IF= I G £ 41 40 HIFTA-AS2 7KSF 5% FiE, 4h
UG I HIFTA-AS2 7K1 AT A7 R AR 2 2% 5% )2 410 i 1
1228841, 8 EMT #5749 Vimentin N-cadherin L) &
EMT i S 5 1 1 Twistl 195235, #8278 HIF1A-AS2
S P EE R, R R E S 5IR T PE
RIS R SR )2 A0 EMT R E 16 P 4 i D e
HIF1A-AS2 7K F- 5 5 B AR AT BB A — i OG5 1) TS 72 11
PE 2815 o

MiRNA Xf R IE® L B EmEE . PRk
WA, A 25 235 19 miRNA 15 56 % 95 2 40 i e A
XL R HIA A miRNA 7] LS EUR E I REZ B 5
M PE K, A¥HIRE miR-138-5p ARSI ZFh il
AN S22 T RE A EMT 27 e AR BF5T R, ATIE
Sz, SIEW WM S AL S H, PE )77 I R 45 41 41
H Y miR-138-5p /K- @ 340 1 miR-138-5p fLI4LL
Y51 AT HIFTA-AS2 /B B9 55 300K , 2 B miR-138-
5p Al AESE—Fh oG EE {2 PE miRNA | HoK S84 i nl g
£SHPE MR

LncRNA % ¥ 91 68 (1) 56 B 12 2 — & W B H A
miRNA MM &A% 3T 48 BVE R, i — 45 nl fE R
U AR AL R i ek R e . 94 DLX6-AS1
&—PP{E PE iR £ 4121338 LA IncRNA, H DLX6-
AS1 )P4 HH: 5 miR-376c 254 KR/ Filg 4"
(VEF , S0 T 98 miR-376¢ (147K S 349 11 324 75 40 i 114

TR AR 22, HIF1A-AS2 fit %38 13 W fff miR-153-
3p MRS SN F-la B, PR HER 4R 551 F
NI K PR B 200 1) A A R AR T A R
HIF1A-AS2 4 % ¥ e 4% 38 1 8 45 miR-665/1L-6 % i
3% 40 M 23 A FY . A BIE ST & B HIF1A-
AS2 AL AT A 3385 77 2 40 B 9 4= 28 A EMIT, i H.n]
DL R miR-138-5p 7K, Y34k, miR-138-5p 114 %t
WEFRIZANMLIRZE R EMT [ 520 4 35 5 10 #e38 HIF1A-
AS2 —%, H miR-138-5p 45| A RTHpH| [ HIF1A-
AS2 i R 5 | S ()6 57 2 A0 ML A2 28 F0 EMT [ 3% Jin o
AYE R ST 28 HIFIA-AS2 7] §8 5 miR-138-5p
FPHN A GGG R o AT ST 2 28 i R 4 4 5
5 4IF 52 HIF1A-AS2 ) 1966-1972 JF %1 “... CAC-
CAG..." 5 miR-138-5p J3 4l B Ab45 45, KW HIF1A-
AS2 %} miR-138-5p [l o] fig 2 EIEAEH .

L5 L RTIR  ARETE & B, HIFTA-AS2 W] Rl 1 B4
il miR-138-5p /K- 0 35 2 AN 1 12 28 F1 EMT,
i PE B iR SR 4L T8 TS AE I ST B AN . b, AT
YR IR o3 F- PR AL 1 ik = 1A P A 5% 52 35 BIF 5 IR
i, FRATEAE LS OB it — 250
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