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[ Abstract |

possible mechanism by infecting the human gastric adenocarcinoma cell line SGC7901. Then investigate the relation between the lev-

Objective To explore the effects of miR-19a/b on proliferation,apoptosis of gastric cancer cells and elucidate its

els of miR-19a/b and the clinicopathological featrues of gastric cancer. Methods The stable cells which expressed miR-19a/b were
stabled. The changes of cellular growth activity were detected by MTT and colony formation assay and the apoptosis were detected
by flow cytometry. The expression of AKT,p-AKT,ERK,p-ERK and PTEN were examined by Western blot. By using Real-Time
quantitative PCR, the expression of miR-19a/b were evaluated in gastric cancer tissues. To analyze the relationship of the miR-19a/
b in degree of differentiation,lymph node metastasis, TNM stage in gastric cancer tissues. Results The miR-19a/b expression in
stable cell lines were significantly increased much than that of the control group(P<C0. 05) by using RT-PCR. Ectopic miR-19a/b
expression in SGC7901 cell could produce the following effects:the proliferation increased(P<Z0. 05) , the cell apoptosis decreased.
And the Expression of the protein expressions of p-AKT and p-ERK upregulated, the expression of PTEN down regulated in miR-
19a/b infected group than those in miR-NC group. Also we found that the expression of miR-19a or miR-19b in gastric cancer pa-
tients did not correlate with age,gender or cell differentiation, but correlated with TNM stage and lymph node metastatic in gastric
cancer tissues. Conclusion We find that the expression of miR-19a/b are over-expressed in gastric cancer tissues, miR-19a/b up-
regulation can promote the cellular proliferation and reduce apoptosis. The present study demonstrates that there is a close relation-
ship between the levels of miR-19a/b and TNM stage and lymph node metastatic in the gastric cancer. Our date study suggests that
miR-19a/b would be an effective clinical parameter to indicate the malignance of gastric cancer.
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(Hyclone A #]) s hsa-miR-19a, hsa-miR-19b & has-miR-NC( _E
M WL AL B AR B BR A R L B BE R (Santa 23 F]) | Trizol
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1.2.2 e % E % SGCT901 4 Ml #h + 6 fL K5 3%
ML, BALEEF AN 1X10° 4>, 7 37 °C CO, B =M h &
R W e 5 37 1, PBS vl gk 3 Uk, AL ACTE I T $5 % 0. 5
mL.8 pg/mL B R & K. 2 pL 12 9% 7 £ 9% ) hsamiR -19a
(miR-19a 41) .has-miR-19b(miR-19b 41) 5% 25 [ # & (NC 41) ,
WEE A~6 h G AL & M M3 55 9% 2.5 mL 4k8LF .
BeYe)E 72 b BOR BB g GFP ZIE .

1.2.3 St 9EtE & RT-PCR & $5Y4 )5 72 h e sE 46 e
AL K 0 2 M iR-19a/ b 19 4 34 L o GE s e 20 « A0
B J5 2 B Trizol Ui M 45 32 UE RNA, LI SRS 9 9 BOAR
. JH PrimeScript RT reagent Kit £ b & i cDNA. L/ H
SYBR Premix Ex Taq [l #4732 i & & PCR, L ¢cDNA J R
HE47 PCR #™# , #R4E Hsa-miR-19 F3EFEAF B, 5519 (D
miR-19a:5'-TGT GCA AAT CTA TGC AAA ACT GA-3';
(2)miR-19b:5"-TGT GCA AAT CCA TGC AAA ACT GA-
35U6 NN S, 4713 — 4k, BE & B 3k A g HE x5k =R
(Relative Expression,RQ) R >4 CT Fikit%& .,
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SYRIAE 24.48.72 h G FL A MTT 20 pL (5 mg/mL), &
37 °C.5% CO, BEFRM AL I, 4 h G B B ik, 7% B 1F
B AL 150 pL DMSO %5 fif FF B #5458 €6 45080, 9 3% 10 min,
Fif BB G 955 K6 0 SO ARG 000 35 4 oA 490 nm A I G E(E (A (B . B4
W6 ATATHL A 22 W Al i A K 2k . (2) P MR 5T B T
S« X R R I % Y R L L R R 3 2 A B AL
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miR-17-92 JEH KK — Fh R ) & 202 T )8 3h 7 1
7o BE AR ST A BE AR AL T A (B 44 13431, 3 405, 7= miR-17-
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B miRNAs, M3 5L D 5% B 5 18] A1 77 81 09 AS 7] o K 3 g
B4R 3 AFE, Hidh miR-19 R A4 miR-19a 1 miR-19b,

W78 & B miR-17-92 5 g 56 R 25 1), H A7 o 35 8 A0
FEFOWE Y] g . miR-17-92 78 2 Bl M b i i B 95 L il i L 2L
HR AR 45 i o S v gk B KT AR O B0 Rk R R ORI 1 &
Az o A AR E SCHR R 8 L miR-17-92 75 i i I L 3E J 1 Ak /N 40
i 98z o 2 3 R R] AR AT ) i) PTEN A PGE2 3X ¥ A i 9/
T A S P L R R PR T . J A i - miR-17-92 L
HE A4> miR-20a Al miR-17 76 FL AR Mg o 1K 7K 5F 3 1%, 7] fig
A B9 2 D 7 L ik 4R R miR-17-92 AT 5 2 Bl 9A 97 1Y

miR-19a/b J& miR-17-92 & [ #% & i T % 19 3% miR-
NAs, Zhang %™ &3 . miR-19a/b fi Pk AR L5, 5
LG 955 40 e R 15 28 5T 85 R 0 2 SRR G W Sy DA L O
FREF M E bRk, Takakura 260 % B, miR-19 5] 7 PTEN
S AT FROIR BRI A AR R BEAE A . Ye FEDOT B ST & B, miR-19 7E
Atk T Am AR i P Ik R, Rl BE AR O R 2 N R A
o ARBFFE % B 1 miR-19a/b 133K , 40 0 34 4 E 77 10 4 14
T 2006 08 T R AR L 2 R 3 miR-19a/b X B i 20 i 4 4 4
FN T WA AR L B9 3 Y B4R .

PTEN &5 — /N8 & 310 ELAG 0 19 W 0 M 10 00 9 5 R0 O
0 A 6 L S A R T AR AR R & T AR P A
#£ PTEN [ ) 28 28 o e 269150 Bl A Sy J& — 2 22 (9 910 0
FH . 41 PTEN % R & A= 28 48 i 2% A0 9 )R8 K5 25 0 55 B
BK L BA M &L R B, X miRNAs 19 iF— 2
58 & AR 219 miRNAs 58 53 $8 1) F PTEN 1 5% 01 i3 40 1 11
WO TS EE R R ZE AN 25 %5, Liang %7 Hi3H miR-19a/b
it 3o 80 ) F PTEN 3 2L IR 19 2 25T 25 . Meng %07 4 38
miR-21 @ # 0 F PTEN Mg M AERK R F . &5
SR KA . Huse 20 H38 T 76 B8 58 &8 % miR-216 3%
KU F9E IR PTEN Bl T, Yang %5507 3236 09 L%
A miR-214 {K £k, H#M# PTEN [k,

SCHRRIE PTEN AJ fi i # f46 AKT K ERK {5538 #%
FER Z R AP E S & S m s, NinA TR ERK kE
o A0l P g6 A0 L G O L B BHE L EE S . AKT R 22/9R 2 MR 1
ity PISK/AKT {55 % 5 58 5 S 35 %8 09 0 T 90 o)~ o e
AKT [y 3 B 15 A6 R AT 2 80 R IS4 . 2 5 98 795 40 M 9 4=
K. &2F b RS MERE R, EARAESH SR
A4y F2Z—. MIME S R #EF (ERK) & RAS/RAF/MEK/
ERK {5538 I () E 2 54 16 /b 19 ERK(P-ERKO/E R FHT
TR TS - A8k 2l 35 M) 5 400 ) 300 080 9 4 6 L IR My 4 St S 3k
k.S HZMMRNRERE.

A S E R W] L SGCT901 4 f 5 ¢ miR-19a/b 5 p-AKT . p-
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miR-19a/b % ] % ¥ PTEN 2% [H () £ ik, 5 5 p-AKT K& p-
ERK ({7538 [ 52 % B0 0100 08 240 M0 5 3 58 SO v AL
I AR R R e R

X 58 {947 it A3 1L 15 988 4 20 T AH B 55 41 40P miR-19a/b
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