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Effect of metformin on proliferation and apoptosis of human endometrial carcinona cells SONG Hong-lin, LI-
ANG Shao-feng. Department of Gynecology and Oncology, Guangxi Cancer Hospital, Nanning 530021, China

[ Abstract] Objective To investigate the effect of metformin on proliferation, cell cycle distribution and ap-
optosis of human endometrial carcinoma cell lines in vitro. Methods The effects of metformin on proliferation, cell
cycle distribution and apoptosis of Ishikawa cell lines were measured by MTT assay and fluorescence-activated cell
sorting technique. Results Metformin potently inhibited growth in a dose-dependent manner in Ishikawa cell lines in
a dose- and time- dependent fashion. Flow cytometric analysis showed that metformin increased the number of cells in
Gy/G, and reduced the percentage of cells in S phase. Conclusion Metformin is a potent inhibitor of cell prolifera-
tion in endometrial cancer cell lines.
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LRIGTF 5 — P RUAK, T 4 IF SR AR P R S B R
RE,EMERMFEARBREEMER"Y ., X
THRT—HRUMEFENEBLEEBFRER,
AL DUERSNE SR N T 5 N BE Ishikawa 400N
BFFEST &, TEER Rl Uk B — PR UM 7 Py JIsE 98 4
Jiob: 4 & i) -
1 HR5H%
L1 #RS5EM AFEWNBERE Ishikawa 41k
B TS ALK R i R e SE B0 SRR IR SL
B BUMR B I R LB Rk 2R (MTT) 9 H
X[ Sigma NH] ., T4 IEW B ERAF,
1.2 STk
.21 AMEsEsE T8 AT B N EE Ishikawa
M IS T & 10% fa4- M1 3% 9 RPMI-1640 35
FrEEH, L 5% C0,.37 CHFMEIR,2~3 d Eik
BRR—IK, BT 25 90% 4, FRE
MAFERE 10 em? MR,
1.2.2 MTT R4S RME WX HERBN
Ishikawa 4L 1 x 10* N 4U M SR F 96 FL
o 5% CO,.37 CHEFRFGHEIF 24 h ZHHINGEE,
LA B A A B B, i R vk BE 4 Bl R
0.5.1.,5.10 mmol/L, Xt HB4H LA R {AF Bk BR £h &%
R (PBS) B B AL, AR 6 NEFL,
JE RS HHESR 24 h 48 h.72 h KL R B, &
LR MG, AR EFLIA MTT FE 20 pl,37 C
BWE AL /NDRFLE, SILMAZRE] LR
(DMS0)150 wl, FARIEKE S H BTN EREH
AW RS —FLIR; 2545 492 nm K, BEER R
SR A 2B & FLE R EME , I T REE R Do 4
%E‘ﬁéﬂ D492 - § Bgﬂ D492
MR = A D, - = A4 D,
.23 HAARMENERARKRBEREL %
Ishikawa ZHHE LA 2 x 10° /LR T 6 FLAR 3% 0. 5.1,
5.10 mmol/L ¥R FE 4+ H-F —FF XWILT i 48 h 541k
RN, BB 3 ANEL. LKILIEFRE, SALEHA 5
FH0.25% JREGIR AL, PBS SRS 2 IR )5, ITA 1 ml
P 70% ZBE,4 CHEEIR. KB HE40HE S
FEUK A PBS P 2 YK, Y PBS BC/R 40 M vk & 10°/ml
R4 B, BITIRS R B2 MR | ml A
ALPIBE(PL) B ELBIIIA PLIE 4 CTEEFE 30 min;
300 B M RS LA,
1.2.4 WAEMREMEATIELR K Ishikawa
AL 2 x 10°/FLEERFF 6 FLAR, 3% 0.5.1.5.10 mmol/L
WER —H AT 48 h J{F& 1L RN, BH® 3 4

x100% ,

Hf. KIHEFRE, HIBEHEER 1 x10° A Z
1.5 ml EP &+ BE/EIMA 1 wl B Annexin V-PE 1 7-
AAD 3%, F TREZWITIES, ZiR , #56K M 15 min
JEHNA 400 wl f 1 x binding buffer B 40H, 75 1 h
P _E AL AT I A 0 45 20 40 A A R T R
1.3 SEit5E: MR SPSS1L. 5 Stk 4T4K
AT, BB A + AR (7 +5) T, IEE
AR ¢ W, SRS BICBCRAER
RHZ4500T, AR B 5w B 8] L R A BEML R A i1t
FESH, L P <0.05 HERAE G IT2EE L,
2 #R
2.1 ZHRPIX A FE N Ishikawa 40 g 54
REPFW AR E B SR A 75 NS
Ishikawa 40 i3 78 , B — B OOURIHR B2 B 38 fm BV
FHBsSR] BRE K, 40 HUIE 7 O ) A I 8 72
10 mmol/L ¥ B fy — FF XU 10 i 4 B 33 % 1F F &%
e M1,

*1 ¥ XMWAFE AR Ishikawa 4 1

BEEHEM[%,(2xs)]

A5l (*g‘ﬁfs%) 24 h 48 h 72 h
pogiicti:\ 150 pl 100.00 £0. 00

0.5 mmol/LZH 150 pl 96.32x1.21

100.00 £0.00  100.00 +0.00

95.24 £0.86  92.08 +1.07

1 mmol/LZH 150 ul 90.35+4.52* 87.68 +4.56* 80.54+5.07*

Smmol/LH 150 pl 65.35+3.87* 60.78 +4.05* 54.58+3.46"

10 mmol/L 4l 150 yul 58.74+2.78* 42.57+3.12% 30.41 +2.34"

T Fygm = 121,47, Py <0.01; Fpyy = 149.9, Py <0.01; 55¢
RAIFEL, * P <0.05

2.2 _HXIYERJG Ishikawa 203 B 2 4L
AR B — F UIRVE F F Ishikawa 4} 48 h 5,
BT GG, IR L, S B LR
B, FEEFIRREME, &2,

%2 W WA JE Ishikawa @M AW E L[ % ,(Z £5)]

mom AR o s o/
gt 200 41.51:4.01 37.24+3.65 21.25:1.87
0.5mmol/L4 200 4327 £2.08* 34.41£1.52% 22.3220.98*
1 mmol/L 2 200 46.34 +1.61 32.27+0.78 21.39 x1.21
5 mmol/L 4 20 56.4220.789 23,51 +0.619 20.07 £2.19
10 mmol/L4l 200 6417:2.219 18231529 7.60:3.04
F - 0.751 0.577 0.049
P - >0.05 >0.05 >0.05

T3 RALAEL, * P <0.05; 5x RAL e, Pi=14.14,P <
0.01; 5xtIR4 ks, @t =19.16, P <0.01; S xf A 4k, @1 =
14.36,P <0. 01 ; 53 f4A th gz, @ = 18. 62, P <0. 01
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2.3 ZHAKYEFIJE Ishikawa 40 B T K915 AL

IR F MR BEE(0.5,1,5,10 mmol/L) By — H XUAK
VEFS T Ishikawa A 48 h B, A T-F (% ,(x x5) ]
AR (9.51 £1.21).(9.88 £0.96) . (10.02 =
1.43) ((10.21 £0.67) , 5% FELH (9. 45 = 1. 07) 48
thERHIHEIHTEZE(F=1.077,P>0.05),

3 ifig

3.1 BERSEMERRDRRIORBESSER
FTERNBEREARYERER. EEREHRANNZ
A UL BB FEAEOME PR BB F B W R A R W
PEER, HALHI AT RES — IR AT IR R AR R RS
RIMRE B BE RS Z RS RED, ZH
HICRT ABTE %% BVIR B T 2 B # B8 ( activated protein
kinase , AMPK), AMPK B4 B/ 2 BEHH
B, EER AN P IZAF1E , AMPK BER (5515
REPRE L AMP/ATP HE PR R BE B AR,
HEFFRER AR, BUR BB M SR B 1L, A
BFFA N Z B U e iR 12 2l o #% AMPK
RERACIHE SE R, MM H A EMERE
K] ( mammalian target of rapamycin, mTOR ) ffij 38 1 H
PR AR,

3.2 AMIRGERESZHEIMEEMNE FEHNE
i Ishikawa ZHMIA K IOPER , H 2R BAREE, X
XFT EAWMAR . FEHARR LR, BERLRE
RIBIERIE SR XD AR R IR AR E
B THEMMERT ™, R, 2R LR
B ERN B R >S5mmol/L) W] {&# Ishikawa 2y
FIAERTE G/ G, 3R, S AR H Bl Bl B>, H 5%
RAMHEREREME, Xt Cantrell FiRER
BIRGRMEE . HTREAYLEE 5 — 5 XIS
T AMPK, # % T mTOR X, HFREZH,HH
mTOR FH A 57 K75 P9 BE . B0 5L% 1 B B 40 i
PRESH BT G, BB Be M, B4, R K
A [ v BE 0 — B XA R s L A - i s 2, {HL
EREFHITHE X (P >0.05), Alimova P 4R 5H
“HXMMIABEREhEARBCXE N,
Buzzai %“4] WA B XUAKST P53 SRk 4B dR A
BRETHERM. U, BRTBIINFERE
FEL A T PR F M 5 — B SR T

3.3 _HXME-METRZL2NEY, BLAS
B AEYFE N, B2 AN XE, 78
PA R S5k P ) TR % B IMLRE A 0%, — XU RE 7K
B AR AP TR PIE LR E FE A
RRE AR BT AR S, ECHT I BRI ATD B gl — 2B B
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