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The Effect of MiR-18b-5p on Migration Capacity of Trophoblast Cell HTR-8 *
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ABSTRACT Objective: In order to make clear the down-regulated miR-18b-5p plays an important role in the pathogenesis progress
of preeclampsia. The effect of miR-18b-5p on the migration capacity of Trophoblast Cell HTR-8 have been studied. Methods: The
miR-18b-5p inhibitor and miR-18b-5p inhibitor NC were synthesized by a chemical synthesis process. The technology of transient
transfection was used to transfect with miR-18b-5p inhibitor in HTR-8 cells as the experimental group. In the same way, The miR-18b-5p
inhibitor NC was transfected into HTR-8 cells as the negative control group. Blank transfection group as the blank control group. The
realtime RT-PCR technology have been used to detect each group miR-18b-5p in the expression of mRNA level. At the same time,
Transwell experiment were applied to test cell migration ability of experimental group and control group. Results: Compared with control
groups, Realtime RT-PCR results showed that the miR-18b-5p amount of expression in miR-18b-5p inhibitor transfection group
significantly lower (P < 0.05). Compared with control group, Transwell experiment results showed that the cell migration ability in
miR-18b-5P inhibitor group significantly reduced (P<0.05). Conclusion: MiR-18b-5p can significantly reduce the migration ability of
HTR-8 cells, the down-expression of miR-18b -5p can make nourish cells of myometrium from the top of solid fluff out in early
pregnancy by reducing the nourish cell migration ability, prompting syncytiotrophoblast that has the proliferation of cell clusters decrease,
eventually led to the trophoblast superficial implants, which causing the occurrence of preeclampsia.
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4553, &I miR-18b 7T N NG AL 2L rh S B (IR ERGA
M5 B e HTR-8 20 B9 7 miR-18b J5 , & BLAN I
VAT, N miR-18b AIRER R MBS 5 T F
SHATHIAY & R R o ARSI R FH BRRT 54 94 H AKE miR-18b-5p
inhibitor %% A A% 3240 il HTR-8 1, % FH Realtime RT-PCR FI
Transwell 546 46 U 41 il miR-18b-5p 323k J5 X HTR-8 24 Jfi i
Bhe R, BTEIRIT miR-18b-5p £ mi s B A Bt
BHfER.
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P, BL 600 WL & 13%FBS (1§ DMEM/F12(1:1)58 458 3: F: 00 A
F T ,37 C,5% CO, HiFR A h i 9% 24 h 5 Ut 24 LA,
TR AR A L S AR TR 2 i A A L, PBS BRI 2 i
Je B[ 5E 15 min, F5K PBS Y 2 38, 0.1% ) 45 A 55 44 (0 15
min, 7& 200 F5 405 R IHHEUTE RS 2/ R AR A0 i K, B
HEEPLITHEL 5 A BRI IR AT HE.
1.3 GritZaatE

K HI SPSS17.0 %R AT F ARSR AN q #5670 #7, P<
0.05 2z HA G Lo

2 #R

2.1 HTR-8 ZHfm%E L3R A4

Realtime RT-PCR 43 AR kil 4% 4% 48 h J5 441 HTR-8 4ilfifg
i miR- 18b-5p YRk, 81 1 S5 T E f PCR Y ik il
&1/, 459 % 7R :miR-18b-5p inhibitor 24 5 xF IE £ #H 1L
miR-18b-5p (YR IAHHEI] W TR, 25 A E L (P<
0.05 ), 45 UL 2 .

miR-18b-5p

»
2

w ;

o ,A”"?;"’QW‘ x—;v;ﬁff/

0} S S Y

G % B 5 65 6 67 65 8 M 71 72T M 5T 7 T8 T8RN S %S

Melting curve

1 SRR PCR fEME th 2R B
Fig. 1 Realtime RT-PCR melting curve
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Fig. 2 The statistical analysis of expression of miR-18b-5p by Realtime
RT-PCR after transfection

Note: Compared with the control group, *P<<0.05.
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Fig. 3 Results of Transwell experiment after transfection(x 200)
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Fig. 4 The statistical analysis of Transwell experiment results
after transfection

Note: Compared with the control group, *P<<0.05.
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sk, S T A PRI A0 T I LA B S RE T RO 40 i
8, BN BEFR AN AL o TR T FRANAE Y EVT X7 58 3%
BB — I 38 0L 8 PR B 8 G Y, U SR A R T 4 A 12
2006 X 1 ARG T8 8 114 194 8 T BRI, IR 4 LA 4 e T 112
FRANMIAE R S0 /D, X MR AR IR T SR A A Y EVT i
SRl g/ e T SO £ I B R A, 1 1T 5 | R A 2 A
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Bz — AT 8 Sy iamE -, RGBT i
BRI F , Ang-2 AT DL Y I IR Ak 5 A 22 T AR A A, A2
E P R NG A RS RS , S AR A A 2R, 2 5 T AR
R ERPE M AR W, X —BFFE R P AT I %2 5 Ang-2
FERR B SV 1 BRI VIADG , PR AT ARG S S h 25 57
TR Ang-2 T REAH I A5 PN B 4 SRS RN A BE 7 AR, AT
PR A RO T BB , SR BT Y & 4 . Cobellis 45 A\
S GRRE ZE Ak B 7 B SE T Noteh B8 P TEF T 1 1 76 741
SUR IR, il BIE T 3R NI R A K
(VEGF) % Notch 5 5@ i h &5 Mm% K . 2011 4F
Hunkapiller 25 A ™ 3k — 3 % 3 Notch Ei A Jaggedl 7& - i
WG R Fk 2 T IR o IXEEIF5E 7543156 Notch ZkE
FAZE 0 7 100 6 25 v 0 5 6 ) 5 126 S 40 L 1) 38 s 1)
RE T, (RE iR =2 o) P4 028 PR T B2 B, 542 5 7 F i)
(% . Lala % NP RFFSEIE A TR AT AL RE T FEIR S 5
TR & AR o Li X 2 A% miR-155 78 P & A
HI B AL 5T R 1, miR-155 38 i3 eNOS 171 45 HTR-8 4l iy
ER, 25 T EE PRI &L Zho Y 45 N TS
fith RNA SPRY4-IT1 7EFHRATIIHE MU R, =3Rib
SPRY4-IT1 2 £ ffi HTR-8 2 fifd {1 1 % & B AR 1326 75 40 A 1) 07
TINS5 TR A A L R

2007 4F Karamjit 55 AU 5 JE4HE 24 1Y HIF-1ow (55 Rl 7K
SERF Y o )L 2K ) miRNA-18b ) §8 56 B 7E I 47 A F
HIF-1a 9 3°-UTR X, [AJ4FEAT BF5Y & SAE R T 14032 5 At it
Z HIF-1o 213 23B89, Reshelf 45 N F 57 & BL7E R4
AREETF, FUH I M UM 3 0 AR ) 4 Tk 6 0 A it 1) 5 1
HR W, TR G HIF-1a 5 HIF-18 BCRIE A 16 T 5
R R, R E LAY HIF-1 5 TGF-3 #1454 J5 i 3h
TGF-B3 W% 58 , 16T AT AR S 41 413 Jin TGF-B3 MKk,
FhAe A B TGF-B3 0] LU 30 = A MR A 66 1 AR, 5 5= 40
e i g 9 R A — A T ) i 2 1 e 4, I AR A T
FIRATHIA & A= . MicrRNA JE— 418 f93E 41 RNAs, @it 5
HEOSLH 25 &) mRNA (% 5Eal 5 8 A R RIEE I d, AT
LSRRI HEE AT A= RIS B, 25 TR
FMEBRH K AL 25 545K 1 microRNA 5 44k
FERAE , WN-FH BT VIAR G , AR AT 21, IR Hir 0 i 28 2
A1 2% S 3K 1Y MicroRNA 38 328 51 1% 35 40 MU i iR A2 e
S5 7 PR s B B AR R,

TR TR A R R 22 U AR, A A 9 2 20 B
PERU 2 LA 92 2 R A e Alasztics B 45 A\ PIZET
T3 % A A998 BRI 8 A S 0 1300 A & A e A i A T
o R 2 RN B 2 A0 LRI FH IS 5. (HEORT I o o i 5%
SRR FAEA UL BB, AU 5 5 AN B T RE R

B, SRR IR , JE M-S B AT 89 % 4E . 2014 4F zou
Y S NPHIFSE A B MIR-101 5 HAEE LY ER 4 HI5E i) HTR-8
MIPRITE T IRES S TR 4. LiXSEAN &k
miR-155 7 HTR-8 4fiifg 45 eNOS, {1 2% 57 240 i i) L £% fiE )
Ree A, AT 3 B0 B R AT 0 A A o Ui Q A ANPAF Sk
miR-125b-1-3p s id 5 HAL I SIPR1 E FIREARE TR 40 ) 1=
REENZSH T AT A A A P e o
g LA, w] LG TR AT RS RE I RN S 5 T TR T
B KA, AR AE HTR-8 40 7 45 37 miR-18b-5p
J5 LS X B LG, 20 T A R 00 W S RRAIG , 22 57 AT St
o HE miR-18b-5p 25 1 i T (s AR PR R . TR
BT e A AR 06 7 2 (R A% B 00 RINR 22 B8 T AT, 2
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