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miR-181b-5p %} B & AMHGC-27IEFE F A T- RS2 M
AR HEAY KM

(Ll E BE R R 2 v B S e R A 56 2, VB 032200 2100 75 48 Y73 B 12 g 20 T A% 5236 ==, ¥ B 032200
U 7E 48 v PE R B A 3R R, ¥ BH 032200)

BE  ZEN T AR FAE A E & @RHGC-27 % miR-181b-5p#) K-F, FAF % T miR-181b-
Spat B & IR HGC-2738 74 42 A T 6t 71 49 % vf1, WAAE T miR-181b-5p/E § 58 K 4 Fo K B ¥ +T b b9 4k
M. % %% FPCR(Real-time quantitative PCR, QRT-PCR)#| § 35 & & Fofik B ABE fn 7% F miR-181b-
Spt KT VA B E & tm SHGC-274= § 42 48 JGES-1 9 miR-181b-5p#9 /K, K A B i AR Bk B 4% 24
F A FmiR-181b-5p4 4] 7| (inhibitors) A A inhibitors A M F B 4 5 45 A\ § & 8 lLHGC-27F, I qRT-
PCR¥E 45 4 /5 miR-181b-5p 89 K F-, CCK-87% #MmiR-181b-5paT § & 40 JLHGC-2749 38 75 48 /) 49
#om, AR AN M AR B B e HGC-2740 e Bl A= B 69 T4k, qRT-PCRZR E -+, § &
# % fo & F miR-181b-5p#% /KT & T 12 B ABE(P<0.05); § & 28 JLHGC-27 F miR-181b-5p#y /K -F 2
F & T § 2502 40 )R GES-1 ¥ #97K-F(P<0.01); 44 #miR-181b-5p inhibitors/& FLmiR-181b-5p#7K-F &
% 1& T inhibitors Al t# x4 F& 28 (P<0.01). CCK-8% & 2 7, #miR-181b-5p#y K -F TR &, § /& @)L
HGC-27¢938 74 68 /) 1 2 F 4(P<0.01). AN @I R4 45 % 2 7, 4% %miR-181b-5p inhibitors /&,
B & leHGC-2789 A = & R %3 5(P<0.01). 20jeF B4 R R, 4 % miR-181b-5p inhibitors
&, LSHI 442, G/MERAEK, mAedE A % 2| dr4]. vA B4 R A, fAmiR-181b-5pT Atk H §
T T B4 6 — AT AP 9 A7 E 4D, miR-181b-5pfE B & 69 & A4 Fe K R TAZ F +T AT B 2 AL ) 694
B, IR T RAEA B R aT i I7 69— AN Fr e,

KA miR-181b-5p; 5 ;4K ] K95, AT

The Effect of miRNA-181b-5p on Proliferation and Apoptosis of
Human Gastric Cancer Cell HGC-27
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Abstract The miRNA-181b-5p levels in serum of gastric cancer patients and gastric cancer cell HGC-27
were detected, and the effect of miRNA-181b-5p on proliferation and apoptosis of gastric cancer cell HGC-27 were
investigated, which in order to explore the role of miRNA-181b-5p in the progress and development of gastric cancer.

Real-time quantitative PCR (qQRT-PCR) was performed to detect miRNA-181b-5p levels in serum of gastric cancer
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patients and healthy people, and in gastric cancer cell HGC-27 and gastric mucosal cell GES-1. The miRNA-181b-
5p inhibitiors and inhibitors negative control was tranfected into gastric cancer cell HGC-27 by Lipofectamine 2000,
respectively. Then miRNA-181b-5p was identified by qRT-PCR. The effect of miRNA-181b-5p on the proliferation of
gastric cancer cell HGC-27 was detected by CCK-8 assay. The cell apoptosis and cell cycle distribution were analyzed
by flow cytometry. The qRT-PCR result showed that the miRNA-181b-5p level in serum of gastric cancer was
increased compared with the healthy people (P<0.05), and was significantly increased in gastric cancer cell HGC-27
compared with gastric mucosal cell GES-1 (P<0.01). The miRNA-181b-5p level in gastric cancer cell was decreased
after miRNA-181b-5p inhibitiors transfection compared with the inhibitors negative control (P<0.01). The result of
CCK-8 assay showed that the proliferation of gastric cancer cell HGC-27 was significantly reduced while the miRNA-
181b-5p level was reduced (P<0.01). The result of flow cytometry showed that the apoptosis of gastric cancer cell
HGC-27 was significantly up-regulated after transfection (P<0.01), and the proportion of S-stage cells was decreased
as well as the proportion of G,/M-stage cells was increased. The proliferation of gastric cancer cell was inhibited after
the tranfection of miRNA-181b-5p inhibitors. These results indicated that the serum level of miRNA-181b-5p may act

as an molecular marker for early diagnosis of gastric cancer, and miRNA-181b-5p may act as oncogene in the progress

and development of gastric cancer and serve as a new target for the molecular treatment of gastric cancer.
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Fig.4 The effect of miR-181b-5p on the proliferation of gastric cancer cell HGC-27
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A0 M T, (R gE T R AR 28 . Rk, B
HImiRNA-181b7K ¥ 1 I w] LA 5| 15 Jo 40 i A= 1 2
AT NI A, BETTAR 2E B S R R

Ak, 76 oAb IR, miRNA-181bt H A 2148
MVER . G 2238 I, fEEcal 09 £ Jis 240 i (¥ Bk
TE A B, miR-181bf1) 7K -3 fin, I H. ] DLid ik
5 5 5 M B %05 AL K] F-3(signal transducers and
activators of transcription 3, STAT3)i& 4% 1My 34 1 41 ffy
T B R AR/, ] miR-181b 7K 7 1l LA 5 &
YA TR, [EE, miR-18 1bA] LASE ) # i) iR 1
f-(cylindromatosis, CYLD) 7K T3 i 4% oo 55
FIVE . A R FL S R, R miR-181b
A DAL [ R ECY LD R Ik g M 2 e i i g T~ 7E
B ELIEE R B, miR-18 Tb#E [ A &g #01ill 5] -2 (large
tumor suppressor homolog 2, LATS2){iE i 41 ffd 1) 1 4
FZ 2804, 78 5 250 1, miR-181bJIJ A2 #IL [\ ACOHE 1T
e 40 L R G 5, (RIS 4E MR T AR B IR A
JfaHr, miR-18 1b4E [ P27{E HE A0 ML A G T IX Le4h
R UL, miRNA-181b-5pFll Ak 2 A #EEE K 2 [A] T J
TEIARBI T REM 2%, TR DL 45 AN [ ) 5 DR T
SR A, FHT RIBEAY AT NNBE,
HIX 55 R 5 A0 S0 HmiRNA-181b7K F J5 7= 4=
RI45 RA AL, X Bt — 20K W], miRNA-181bXf £
ol b e 240 6 ) A P 2 D e FLAA B LR R R D, AT
e 2 PR 1) R AR B DDA G

Zx PR, ASCE UGIESE T8 B e B g
miRNA-181b/f % 1A 3 =, K Ik, miRNA-181b-5pf3
RN B R I — A T R AR ), (HiE
i — Y R ERAT IR, [FIN, RATIE K,
5t HAIE miR-181b5 15 Ji 4 BHGC-27 1) 4 5E 5
JHT B YA G, M H|miR-18 161 F A8 7T LAE 2 5
SRR T, S0 B A B B . R, miRNA-
181b W] REFN B VR IT IR HRE 31 FRATTRER A
A 2 R T 5 UEmiRNA- 18 1b7E B 9 ] R
IV AL, ATy B g 1) 002 W T 0 Ik A
TRYT PR AL E A BRI A LI AR
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