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Propofol inhibits proliferation of human endometrial cancer cell line R1L95-2
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Abstract; Objective To investigate the influence of propofol on the proliferation and apoptosis of endometrial
cancer cell line R1L95-2 and the effect on mTOR/S6K1 signaling pathway. Methods Human endometrial cancer
cell line R1.95-2 was divided into control group and propofol group ( different concentrations of propofol were add-
ed). CCK-8 method was used to detect cell proliferation; Clone formation assay was used to detect the ability of
cell clone formation; Flow cytometry was used to measure cell apoptosis; Colorimetric was used to measure the
activities of caspase-3 and caspase-9; Western blot was used to detect the phosphorylation levels of protein kinase
B (Akt) , mammalian target of rapamycin (mTOR) and ribosomal protein S6 kinase 1 (S6K1). Results Com-
pared with the control group, the proliferation rate and colony forming ability of R1.95-2 cells in propofol groups
were significantly lower ( P<0.05), the apoptosis rate and the activities of caspase-3 and caspase-9 were signifi-
cantly higher ( P<0.05), the phosphorylation levels of p-Akt, p-mTOR and p-S6K1 were significantly lower
(P<0.05). Conclusions Propofol may inhibit the proliferation and promote the apoptosis of endometrial cancer
cell line by regulating mTOR/S6K1 pathway.
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Table 1 Effect of different concentrations of propofol
on the proliferation rate of RLI5-2 cells
(x+s, %, n=10)

concentrations of . .
proliferation rate

propofol/ ( mmol/L)
control 100. 00+0. 13
0.1 96.52+3.01
1 94.47+5.02
10 77.36+4.55"
100 42.82+5.15"

“P<0. 05 compared with 0 mmol/L propofol.

* 2 TIHERT RLY95-2 40 A 3858 22 A0 4 B 5% f&
TSR RE T B2 0E
Table 2 Effect of propofol on proliferation and clone
formation ability of RL9S-2 cells
(X¥xs, %, n=10)

group proliferation rate cloning efficiency
control 100. 00£0. 05 58+9
low dose 93.59+3.61" 50+9°*
medium dose 90.42+£3.25* 37+8"
high dose 86.21£2.03" 25+8"

“P<0. 05 compared with control group.

2.2 WiHEAY RL9S-2 4HAE TR

PRI 25 ZELAR LG T 00 B, RLOS-2 440 i A T2
HBETE (P<0.05) (Bl 2,%3) .
2.3 WiAEXT RLY5-2 4HAE caspase-3 #0I caspase-9
LRk 0EAL

AHEE T HREH DN TR M 25 4 RL95-2 4Hifd caspase-3
il caspase-9 IEPEI B FHE (P<0.05) (£ 4)

A. control group; B. propofol low dose group; C. propofol medium dose group; D. propofol high dose group
1 RWIABXY RL9S-2 48 i 52 BE 4 AL BE 1 B %40
Fig 1 Effect of propofol on the clone formation ability of RL95-2 cells
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Fig 2 Effect of propofol on apoptosis of RL9IS5-2 cells
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Table 3 Effect of propofol on apoptosis of RL9S-2 p-Akt _ 60
cells(x+s, %, n=10)
s apoptOSiS - A _ 60
control 3.16+0. 41
medium dose 10.28+2. 64"
high dose 16.79+3.37"
* e compared i ol o p-S6K1 _ *
N S6K1 68
F 4 WA RLIS-2 4B caspase-3 #A caspase-9
ia RS20

Table 4 Effects of propofol on caspase-3 and caspase-9

activities in RL95-2 cells(x+s, n=10)

group caspase-3 caspase-9
control 0.24+0.03 0.19+0.02
low dose 0.37£0.03" 0.41+0.03"
medium dose 0.56+0.04" 0.59+0.05"
high dose 0.86+0. 06" 0.91+0.06 "

“P<0. 05 compared with control group.

2.4 TIAERY RLY5-2 A Akt. mTOR,S6K1 FA
STAT3 EBRER L /K F RN
PR A52H RLO5-2 4ififiHh Akt .mTOR #1 S6K1

A IR A K P35 5 3R T X IR 2H (P <0. 05) (A
3,%5),
3 iTig

T B AR S — T UL A VAR B AR G
T, SRR AR T E S0 AN EUE, 20T 55 B

A. control group; B. propofol low dose group; C. propofol

medium dose group; D. propofol high dose group
B3 WiAE RLY5-2 488 p-Akt,Akt,p-mTOR
mTOR  p-S6K1 1 S6K1 % A ik 7k FHI#

Fig 3

Effects of propofol on the protein expressions of

p-Akt, Akt, p-mTOR, mTOR, p-S6K1 and
S6K1 in RL95-2 cells

£S5 WIHERX RLIS-2 4B p-Akt/Akt,p-mTOR/

mTOR F1 p-S6K1/S6K1 7k F

op-A|

Table 5 Effects of propofol on p-Akt/Akt, p-mTOR/
mTOR and p-S6K1/S6K1 levels in RL95-2

cells(xxs, n=10)

group p-Akt/Akt  p-mTOR/mTOR  p-S6K1/S6K1
control 1.16+0. 03 1.000. 02 0. 980. 02
low dose 0.93£0.08*  0.76£0.06*  0.72+0.06"
medium dose 0.71£0.05*  0.58+0.05*  0.51+0.04"
high dose 0.47£0.04*  0.41£0.03*  0.33£0.04"

“P<0. 05 compared with control group.
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