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B RESR, # 57 SGC-7901/L-OHP Z0 ik, 1O B JL A8 U ms h (MTT) 34600 L 3145 DMBG K L-OHP Bl ff FH B %of
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BRSNS A BT B A T 25 BT 5 SGC-7901/L-OHP 41 i JE 31 43 A5 K2 40 M 08 T i A Ak, , 3 s - 3R
fifg s = W ( RT-PCR) 35 K600 20 Jig J5 459 9% 75 X7~ Cyclin DI mRNA 3£ 3K, Western-blot 54l Cyclin D1 5 H 3£ ik,
G5 (1) MTT B %55 . DMBG /EFF SGC-7901/L-OHP 4l 48 h J5 IC,, H7(320. 13 +2.15) pg/ml, L-OHP 2
HMAER T SGC-7901/L-OHP 4l 48 h J5 1C5, Jg(69. 12 +0. 27) wg/ml, 1 DMBG J5 4 1C5, FE % (21. 07 £2. 15) pe/
ml, 225 A GEH (P <0.05) Wi 50h 3. 28 % (2) T An ARG I 25 3R < 156 6 T 245 /5 45 20 200 6 J 20 1 A
A Giit 225 5 (P <0.05) ,L-OHP + DMBG 41 SGC-7901/L-OHP 4 jfi {5 §4 7£ G1 1 (1% Le. 461 55 25, A0 I 4452 28
FE G2 I K S A ) 20 B LY ) S5 AIK 5 A BRI T3 43 1) Ry 28 1 2 (6. 51 +3.24) % ,DMBG 26 (9. 25 £1.27) % ,L-OHP 4
(17.63 £0.31) % ,DMBG + L-OHP 4 (47. 13 + 3.26) % ; }fc25 (141 . DMBG 41 .L-OHP % .DMBG + L-OHP 41 > J¢,
PAT- R (P <0.01) , 20 Ml B P (25 (1 4 5 DMBG #HJa]) e 2 A G E L (P <0.05,P <0.01),
(3) Cyclin DI mRNA K25 R U454 : 16 DMBG /5 Cyclin D1 mRNA B2 25 1 3R IR HER A AT B R 98 (P 1y
<0.05), #5it L-OHP 5 DMBG 4 i FlBE TS SGC-7901/L-OHP 41 Jid &l #1434 , i % SGC-7901/L-OHP 4 i
%f L-OHP [Tt 2548 , AL 3E SGC-7901/1L-OHP 4l a1,
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Reversal effect of metformin on drug resistance of oxaliplatin in
human gastric cancer SGC-7901/L-OHP cells

SUN Yu-cheng, JIN En-hong
First Department of General Surgery, Yanbian University Hospital, Yanji, Jilin 133000, China
Abstract: Objective To investigate the changes of proliferation and apoptosis of Oxaliplatin-resistant human gastric
cancer cells ( SGC-7901/L-OHP) after combination with metformin ( DMBG ), and explore its possible mechanism.
Methods SGC-7901/L-OHP cell lines were established by persistent contact and gradually increasing of L-OHP
concentration on SGC-7901 cells. MTT assay was used to determine and calculate the cell proliferation inhibition rate and
ICs, of SGC-7901/L-OHP when DMBG and L-OHP were used alone or combined,as well as to calculate the reversal index
when DMBG combined with L-OHP used. Cell cycle phase distribution and apoptosis of SGC-7901/L-OHP cells were
detected by flow cytometry before and after medication;the expression of Cyclin DI mRNA (cell cycle regulators) was
detected by real-time reverse transcription polymerase chain reaction (RT-PCR) jthe expression of Cyclin D1 protein was
determined by Western blot method. Results (1) At 48 hours after medication, MTT results showed that ICy, were
(320.13 £2.15) wg/ml for DMBG contacting SGC-7901/L-OHP cells, (69. 12 +0.27) pg/ml for L-OHP in single use
and(21. 07 2. 15) pg/ml after combination of DMBG and L-OHP, respectively. There was a significant difference between

alone medication and combined medication (P <0.05). The reversal index was 3. 28 times. (2) Flow cytometry showed that
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there were significant differences in compositions of cell cycle in each group after combined use of drugs( P <0.05). In the

L-OHP + DMBG group, the proportion of SGC-7901/L-OHP cells staying in Gl phase was the highest, and the

corresponding proportion of cells staying in G2 phase and S phase was the lowest. After combined use of drugs,the apoptosis
rates were(6.51 £3.24)% in blank control group, (9.25 +1.27) % in DMBG group, (17. 63 +0. 31) % in L-OHP group
and (47.13 = 3.26)% in DMBG + L-OHP group, respectively, and according to control group, DMBG group, L-OHP

group ,DMBG + L-OHP group of ascending order (P <0.01). There were significant differences in pairwise comparisons

except for intra-group of blank control group and DMBG group (P < 0.05,P <0.01). (3) The expressions of Cyclin D1

mRNA and Cyclin D1 protein significantly decreased after combination of drugs compared with pre-medication (all P <
0.05). Conclusion Application of Oxaliplatin combined with Melbine can change the distribution of SGC-7901/L-OHP
cell cycle, reverse the drug-resistance of SGC-7901/L-OHP to L-OHP, and promote the apoptosis of SGC-7901/L-OHP

cells.

Key words: Gastric carcinoma; Drug resistance; Oxaliplatin; Metformin; Reverse; Cell cycle; Apoptosis rate;

Proliferation inhibition; Cell cycle regulator Cyclin D1

PLFAR R 3 A7 s BT i B iR i AT
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L1 ##  SGC-7901 Zufilly A 3¢ B AL =01 I iy 4
F7I%E(ATCC) , L-OHP 1y [ 1 5t il 254 FR A 7], DMBG
WAy A Tt 5 5 24, MTT 334570 5 4 98 [ Sigma /A ]
755, Annexin V-FITC/PI X7 & 8 LigEH Y
B 25 HE, 240 B O T A I R & H 26 1 Sigma 2y
A, S s n) & (145 DNA B 514 . DNA 45
it | S 2 SR IS G v S Migel2) T I H 7K TaKa-
Ra 24 H], Trizol 171 X W51 #) 0 A H A< TaKaRa 23
], CyclinD1 2 ARG 0) & K B-actin HL A BT A

Cyclin D1 PATERED A H 32 [H Santa Cruz 2\ &), Gal-
axys & CO, 353548 W H 92 [ RS Biotech /], FACS
Calibur B3 =040 M A W B € [E Becton Dickinson 2%
A, 4 H SR UW F 26 [F Bio-Rad A,

1.2 # 5 SGC-7901/L-OHP % fekk ¥4 SGC-7901
YHARLIE AT R RE FAE AR S IO B0 A K 10 4 i, L
0. 25 % IR AL 5 S P20 B, JE A0 T 40 M 85 77
o, MRS S R 25, & A 12,5 pg/ml L-OHP
(IR 20% He FE ) 1) RPMI 1640 352 15 5%, &
it ZUALAR, A0 A K AR e TC I B AR TR I B vk
HYIREE, 25 3 A H i, i B i SGC-7901 4
AR Yk BE 7E 77 25.50,100 1 200 pg/ml L-OHP ff
RPMI 1640 1% 37 W Hh £ A= K AL AR, i & 57
SGC-7901/L-OHP #i gtk .

1.3 vo W Am fumk 2 (MTT) sk A4 ) 2m B 38 76 35 1
o e A ) & IC, AR 2 48 4 43l iU DMBG
0.5 g % L-OHP 0.2 g, J PBS W& i 5 o/L TAE
W, BOWHUE K31 SGC-7901/1L-OHP 4122 0. 25% Jif
BT AL A 1 % 10°/ml B0 B, 3270 F 96 FLAR
o AL 100 wl, 5% CO, 55348 PG 3% 24 h (i 4i i
Fo 50 W BE O JE 3 B A TR ¥ B2 1) DMBG A1 L-
OHP, ffi DMBG £ 41 2 ¥k i &y 25,50, 100,200 Fi
400 pg/ml,L-OHP #2029k fE 2 12.5.25.50.,100 Fl
200 wg/ml, B4 X} HEZH A5 FL A 100 pl RPMI 1640
FRIRW, 25 VAU 200 ) 838 BE 52, Rl 6 N
fL, 3557 48 h JFREFLINA MTT 3 10 pl, FEE53% 4 h,
B 5 FE B AR A T 570 nm 3% K 52 4% 4 OD i, #
il = 1-( L5413 OD fH - 25 (14173 OD i)/
(I3 X B4 S35 OD fH - 25 [ 41°F-3% OD {H)
100% R 1] 23154 98 24 %) 21 50 il v 5 (1C)
S DMBG 1) 10% il & (1C, ) , AR5 3645 1C,, e J&
DMBG 5 R [R ¢ BE L-OHP 541 F SGC-7901/L-
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1.4 FXmiaslhn iR =R oH B
A K] SGC-7901/L-OHP 4 ffd, 14kl 45 % 1 x 10°/
ml PR ARV, R T 24 ALk, AL 2 ml, 3R
DMBGZ . L-OHP 4 .DMBG + L-OHP 2 .25 (141, /41
3 AL, DMBG 3£ 1C,, . L-OHP £ 50 wg/ml
R SIS EE VR RIS TA] 2y 48 b, 25 5 5 0 240 Jf 3
fEIF%e F EP & AT B0, B0 %l 300 x g,
5 min, K0 4 S0 A5 i A 248 LI A W (70 % T
¥ +5% FBS +25% PBS) 200 ul, B0 53 i
W PBS PE¥ 2 Uk, Ak N g (P1) 100 pl # 1k
30 min, Ff1 300 wl PBS iR A ; A6 0 48 A 4 1 B
X % A= K 1 SGC-7901/L-OHP 4 fl, /it A Binding
Buffer i , AL A0 L% 0 1 x 10°/ml, il £ A% Bind-
ing Buffer 277 40U , B 400 wl Binding Buffer 2 7%
A A EP & R B TP iINA S pl Annexin V-
FITC, ¥ 2 ~ 8 CHEAM FFE 15 min, BUEE A
10 wl PIFESBEE S min, B 7 BEEA TAG I

1.5 ##% - R4 84 X R & (RT-PCR) & 40
Cyclin DI mRNA & B0 %A i) SGC-7901/L-
OHP 4, 15 Ak 5 il B 5 200 b 2 7, 780 4 24 vk B35 R
1 x10°/ml, 434 L-OHP £{,DMBG + L-OHP 4, %} g
H, oA T 96 fLAk, B AL 100 pl, BR2H 1 3 M
FL,L-OHP 4 .DMBG + L-OHP £ # 4 L-OHP &k Jif
J9 50 wg/ml, DMBG + L-OHP £ % i A DMBG, fii
DMBG 23k i 7 28. 00 wg/ml (IC,,) , %f BAZH AV F 46
it PBS WAL B, 4k 2 15 5% 48 b, 1 5 N 9O E B
PCR 32, LA Trizol 42 MU0 &L RNA, U1 pg, LA Oligo
dT VE 5 P45 & ( H A TaKaRa A 7)) 6B #4E
W S A R — 2% cDNA %, DL BE AR b 22 Ui B
ABEERAE, 1T PCR 338 KoE itk . 519791
Cyclin D1: | ¥f#:5'-ATG AAG GAG ACC ATC CCC
CT-3", Fii:5'-CAA TGA AAT CGT GCG GGG TC-3,
B-actin; I'Ji:5'-CGG GAA ATC GTG CGT GAC-3', F
%:5"-TGG AAG GTG GAC AGC GAG G-3',PCR JZ i
A 5295 C WIS 3 min, 15 95 C 4544 30 s,
52 CHAEF 45 8,72 C 4K 45 s, L3647 35 MG
W, )5 72 CFAEM 7 min, SCREEIRLL 27 KR
Cyclin DI mRNA fHX} kR, SLEWELE 3 K.

1.6 & & R ¥P i % ( Western-blot ) #| Cyclin D1 %%
G Fik BOWEUE R SGC-7901/L-OHP 4ii ity , T4k
e il BP0 B B, DR AR R 1 x 10°/ml, 43
SR T 96 LA, & FL 100 pl, 434 L-OHP 41 . DM-

BG + L-OHP ¢H . %} fd 2, L-OHP 24, DMBG + L-OHP
M A L-OHP, ffi B £ L-OHP 243k Jif & 50 pg/ml,
DMBG + L-OHP 41 5} /il A DMBG, fifi DMBG 2 Ji
28.00 pg/ml (IC,,) , X 8 2 A FH 45 & PBS WAL B,
HHE 3 PNEFL, kLB 35 48 h, W JH Western-blot
2, 0 2% SE R ZH A BRZH 7547 Cyclin D1 2R FUAGI , 4%
M52 [E Santa Cruz 28 w351 & v B 45 225K A1 45 R itk
FTE:AE, ) H Kodak DigitalSciencel DImage Analysis
Software ( EastmanKodak Company, USA) jllj 58 Western
blot 28717 1 K FE{EL, T )5 5 N 2 B-actin ( £ [H Santa
Cruz 3 W) AH A, V5 LR, S 8 LA Rk A
SEEE 3K,

1.7 %itsas® R SPSS 11. 0 Bk Xt S0 i 4%
AR, R » s KO8, R Z 007 257
Br, Bartlett K50l 77 22 5514 , 2H [6] P P LU AL, J7 22 55 I
A LSD-t &5, 7 ZANSF B A Dunnett’'s T, ¥, P <
0.05 HEFAGTIE L,

2 # R

2.1 DMBG #} SGC-7901/L-OHP 4a ft L-OHP & 24 9
FEAER N MTT 3%, ffi A [R) A B2 ik i DMBG
YR SGC-7901/1-OHP ZIJifg 48 h , K1l 41 g 0 s R 45
H.25 wg/ml #(9.02 £4.17) % ,50 pg/ml Hy(17. 15
+3.43)% ,100 pg/ml H7(29.21 £4.75)% ,200 pg/
ml 7 (41.03 = 1.32)% , 400 pg/ml K (57.41 =
2.56)% , 1Cy K (320.13 +2.15) pg/ml, IC & B H
(28.02 +1.37) wg/ml, fifi i 28. 00 pg/ml (B IC,, ¥
£ ) DMBG B¢ FH| L-OHP J5 g B i 36 #5 SGC-7901/L-
OHP #fi il % L-OHP [yifis 25 Pk , 1 58 24 ) SO, L-
OHP Fpli/EFH 48 h 1% 1C,, A7 (69. 12 £0.27 ) pg/ml,
I FH DMBG Ji5 1G5, K (21.07 +2. 15) pg/ml, 3% i 45
B 3. 28 £

2.2 DMBG 5 L-OHP B A 2+ SGC-7901/L-OHP 21 it
BT gm0 SO I R 24 B S H Y 4
ML T 18 B0, 25 R 40 L TR s 4l ok (6.51 +
3.24)% , DMBG 41 (9.25 + 1.27 )%, L-OHP 4
(17.63 = 0.31)% , DMBG + L-OHP % (47.13 =
3.26) % ;423 140 . DMBG 4 . L-OHP #1 .DMBG + L-
OHP 42 )7, AT #3363 (P <0.01) , ZH ] P 7 ( B
ZHA Y DMBG 4 8]) Wi 2 5 ¥ A g1t 25 X
(P<0.05,P<0.01), W7 255k s A L-
OHP ELA B AR 3 SGC-7901/L-OHP 4ujfa i T-1EH ,
AL

2.3 L-OHP 5 DMBG # f & B B 2+ SGC-7901/L-
OHP 2m L &) #1649 %m0 FH Ot =X 40 M AS0RG 0 43 B



502 I RIFST 2018 4E 4 A4S 31 %55 4 ] Chinese Journal of Clinical Research, April 2018, Vol. 31, No. 4

71N, 25 2 40 P T S0 00 R ST DR St 25 e (P <
0.05) ,L-OHP + DMBG 4| SGC-7901/L-OHP 4 Jifi {*
BATE G1 AR HA9] 5 5, 4 BE (445 B 7 G2 3 e S 1
() EL 4 5 fI% . #2 78 L-OHP 5 DMBG Hk H nJ gk 4%
SGC-7901/L-OHP #ii g R 53415, WL3% 1 FniEl 2.

2.4 L-OHP 35 DMBG 2 A & B A #f Cyclin DI
mRNA & ik 8 % vh  RT-PCR ¥4 4% 4 Cyclin D1
mRNA ik, 250 8w, 5 %5 40 (0. 0087 +0.0013)
HH L, L-OHP (0. 0079 +0.0002) 5 DMBG .70 F 25
it (0. 0084 +0.0021) Cyclin D1 mRNA #f %t % ik &
TCHA A5 fk (P >0.05) ,L-OHP 5 DMBG BXFJ5 Cy-
clin DI mRNA #f %F 2 ik & (0. 0027 +0.0016) %5 L-
OHP #H 5 DMBG 2H 73 5| &R (P ¥ < 0.05) . W,
K3,

2.5 L-OHP 5 DMBG 3 & 3 /A 2+ Cyclin D1 & &
)ik 09 %% Western-blot 5 Cyclin D1 85 [ #6284
&1 L-OHP 5 DMBG 2B EEAE SGC-7901/L-OHP
MEMBABAHETN (n=6,% ,5+5)

2 ) 39
20 5] ‘ . -
Gl # G2 SH
X R 2 36.58 £0.75 30. 11 £3.21 33.31+£1.43
DMBG 21 38.23 £2. 15 32.21 £1.37 29.56 +£0. 35
L-OHP 39.32 £2.57 28.51 £0.44 32.17 £4.05
L-OHP + DMBG 59.03 £3.12 21.22 £1.37 19.75 +2.03
P{H <0.05
2 Q1 Q2 & Q1 Q2
— S — S
~ T ~T
Q3 Q3
= - . - & - - .
00 10 10 100 10 10°  10' 10 10° 10
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[ é' Hé' E
B o3|™ a4 gk
=) - . . =] ~ . .
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E: QUANRIEANML, Q2N E T4/, Q3NF3
VTG00, QANIEANM.
= 50
ﬁ- 45
= 40
E 35
F3o
25 |
o
T 20
15 I
(=3
E 10
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> m

control DMBG L-OHP L-OHP+DMBG

B 1 L-OHP 5 DMBG B HIXf SGC-7901/L-OHP 4
T

% 40 | w1l
:E—: 30 % :% gt

= o i

E [ F : dor 2]
E 20 _; g% “G2

T

2o

AL,

5 N\

o

control DM L-OHP  DMBG+L-OHP

2 L-OHP Y DMBG i KB H 5 SGC-7901/L-OHP

40 I 03 A 84k
i 001
:& 0.009
# 0.008
E 0.007
5’3 0.006
% 0.005
_ 0.004
‘2 0.003
= 0.002
i
o 0 -
control DMBG L-OHP L-OHP+DMBG
E 3 L-OHP 5 DMBG Hiff EEEAINS Cyclin DI mRNA kA2

0.008
@ 0.007
;‘K 0.006
E 0.005
{0 o.004
QEH 0.003
5 0.002
o o -

control DMBG L-OHP L-OHP+DMBG

DMBP L-OHP L-OHP+DMBP

B4 L-OHP 5 DMBG S RIKAIXS Cyclin DI 3 FRIAHI

control

W5 x4 (0.0067 + 0.00012) #H [, L-OHP
(0.0059 +0.0031) 5 DMBG .t FH 24 i (0. 0064 =+
0.0023) Cyclin DI F& FIAHXT ik = IC I B AR (P >
0.05),L-OHP 5 DMBG B¢ 5 Cyclin D1 A%} 33k
12 (0. 0021 =0. 0004 ) &% L-OHP 205 DMBG £H 43 51| [
(P ¥y <0.05), WLIE 4,

31 it

L-OHP £ 55 = A1 b g 265 9 2 H i 5 9
ST I —Ze 258, Hbtm pL ] 32 22 DL DNA S8R A,
BELUST DNA A2 i R 53, AT 75 5 iy 4 g o =17
Wi 25 5 PR I FH 4 i, LT 25 [m) AU U S 305 e 1
FEFE AN, W] 39 5% L-OHP (11 25 1] f5 2 1 K 24w BF
FERSETERIPE . SR ARG BF 9T B 2 0 ik
18 o BRI A LRP 1 P-gp ki he A 25 g i 4 i
HT29 %} L-OHP [ 250, Tan 27 W% % 1 miR-
409-3p Al T Beclin-1 4509 3 WEAE HI G 25
¥ M Xt L-OHP F vt . Jie i 34 25 3 o %of
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HCT116/0XA 20 iRk SMIF T & PR R 5L 3% 0 B Al 306
B NG5 20 X L-OHP A4 257 , FALH £ 252
JAT5 Bel-2/Bax FiksKF-, A5 L-OHP Az Pp[al 1
A K XUEFoE ORISR T — & B (R T 2y
Yy HRETEARSP g R A, i AN g i FH I R o
DMBG J&3R 57 R 5 259 , I R H IR 97
2 BUBEIR s 22 4, L0 Mg 4F FH 5 - Evans 48 &
B R A FT 3 W B N RE AR w5 bR R 2R A
1, 0 REXG I R BB AT SO T U . H TG
T DMBG 5 7E (9 50 i 58 AL 1 A 22 Fh 0 A, W sh
LKB1/AMPK 3 4 58 &% 2 /1GF-1 4" | b ak
7S microRNA (93635 31k Caspase 237 %
SO R R T e R g K
LD R S S R85y /[ I N L1 R 7
SEU AP, DMBG AJ 520w 25 795 HCT116 4 fifg 1) Ji5] 15
G347 S 3 AR Y BB D, G2/M U 41 i Y L B
ST = N SRV = SN O O NS M 2 b ¢ N i 79
DMBG 1 50 95 SKOV3 41 ff I TR B 8 T+ 55,
Ivi] ) 240 S 39 kA= W AR A, B DMBG ¥k B 19 3%
i, GO/ Gl B4R 4 ZE R, T G2/M I 4 it A 4
RIE . A O& DMBG BXFH B 25 Y 3 i s 25 90 1
PGS EETI 254k BT ST 46 TRt , /g % 4RaE,
DMBG BEAT 2333 i N 51 5295 i 5T 40 41 i bk SKOV3/
DDP (T 257 . WA er 25 4l , S e R &
DMBG #] i 4] EGFR-TKIs Jit % 1 i 245 /)N 248 g
fitifes H1975 20 A3 8 AR 2 RIS , A (6 e 20 i
PAT s HMUR ] R 1o G 2ok A I TR 4 s e
B 18] B AR & A ok R PP E . AR SEB0HR 1)
DMBG 5 L-OHP Bt %t SGC-7901/L-OHP 4 Jfyifii 25
(306 5 /8 F % 38, DMBG & T 2 % SGC-7901/L-
OHP 41l ity 34 5 A — & B9 il £E H 40, LA IC, i i
DMBG 4 L-OHP Bt F J5 fig W & 36 %5 SGC-7901/L-
OHP X} L-OHP [yifif 2494 , 345k 245 Py gt , L-OHP 2.
MAE R 48 h (19 1Cq, 4769. 12 pg/ml, Bt H DMBG 5
IC5, 24 21. 07 pg/ml, WG48 5500 3. 28 £5 ., w=4i
AR &5 5, 6 A S 40 e 98 7~ % DMBG + L-OHP 44
(47.13 £3.26) % % L-OHP 41 (17.63 + 0.31) %
M4 . BT L-OHP X9 40 i i) b 40 i 32 A
DNA! i G112 200 it 1) 3062 4 B B, 02 ke 44
B 30 B 75 1 B HEA T Y DG BRE BY B, X — B BE DNA %%
Sy Z VA, WS i 40 i e G132 21 B i i
ZE |23 45 L-OHP X§ 5 DNA (3% Fdi 45 61 v o8
LZHLL, A % B, L-OHP + DMBG 41 5 L-OHP
ZHAH He B SGC-7901/1L-OHP 4 452 B3 75 G1 114 L 431
BH S 34, R V455 R A S 3L G2 3 LA B S s /b

X—45 5 5 DMBG 7 25 i Ji 55 560 P 1 — 26 4% 78 A
/., Al g5 DMBG 75 AN [] 28 Ji 96 248 Mo v s e 1 oA
(7] 240 B S 00 PR - O o AR SR i — 2B R I A B,
L-OHP Y DMBG 3k H & 4t i J&] 19139815 [ - Cyclin DI
mRNA 58 R AE B L-OHP & DMBG 418 i
P4, Cyclin D1 & HuT A A4 G1 AT & A,
Cyclin D1 F1 CDK e [w] 9% {1 211 Jfd J&] 1 DA — Bt S99 2 A
i, Hor CDK & 351 48 VE A, 17 Cyclin D1
EHE M T Cyclin D1 %35 T, fif SGC-
7901/ L-OHP 405 i 7 G1 I A% Lb (5] B St 34 & |
T 7 B 5 i 40 ) 00 ) 2 AR B s s 1] 114 428
K, L-OHP 45 5 Z #1 2% Yoo Jil 984 40 i /) DNA, [R] B
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Effect of miR-138 on invasion and metastasis of glioma cells and its mechanism
LI Hui-bing® , YAO Juan
" Department of Neurosurgery, Hanchuan People's Hospital, Xiaogan, Hubei 432300, China
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Abstract: Objective To study the effect of microRNA138 ( miR-138) on glioma U87 cells invasion and migration and

its mechanism. Methods Human glioma U87 cell lines were transfected with miR-138 mimics ( miR-138 mimics group)
and the negative control (miR-NC group) , respectively. The expression of miR-138 was detected by real time fluorescent
quantitative polymerse chain reaction ( qRT-PCR). The cells migration and invasion abilities were tested by Transwell
assay. The expression of semaphorin-4C( Sema4C) protein was detected by Western-blot. Results The qRT-PCR detection

showed that the expression of miR-138 in U 87 cells of miR-138 mimics group was significantly higher than that of miR-NC
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