2017 04 26 04 Prog Obstet Gynecol Apr.2017 Vol. 26 No. 04

Hela

1 2 3 1 Ixek 4
(1. 362000; 2.
100029; 4. 361000)
[ 1 : EGFR-mTOR
o :  Hela ( 10mmol /L) . (
3mmol /L) . ( 10mmol /L 2.5mmol /L) . ( 3mmol /L.
2.5mmol /L) 4 CCK-8 Hela
o PCR EGFR  mTOR mRNA o :
(P<0.01) 48h G, /G, (P<
0.01) \EGFR  mTOR mRNA o
(P<0.01) 48h ( P<0.01)
EGFR ( P<0.05) .
( P<0.01) ( P<0.01) ( P<0.05) 48h G, /G,
( P<0.01) (P<0.01) EGFR  mTOR mRNA
(P<0.01) : Hela
EGFR  mTOR o
[ ] ; ; ; ;
1 R737.33 TA :1004-7379(2017) 04-0251-04

DOLI: 10.13283/j.cnki.xdfckjz.2017.04.003
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Children’s Hospital Fuzhou 350001; 3.Scientific Research Centre in School of Basic Medical Sci—
ences Beijing University of Chinese Medicine Beijing 100029

[Abstract] Objective: To explore the effect of the low glucose and high lactic acid en—
vironment of survival of cervical carcinoma cells and the regulation of EGFR-mTOR signal way.
Methods: Hela cells were cultured in four conditions: normal glucose ( glucose 10mmol /L) low
glucose ( glucose 3mmol /L) high lactic acid ( lactic acid 2.5mmol/L) and low glucose add
high lactic acid ( glucose 3mmol/L lactic acid 2.5mmol /L) .Growth inhibition rate of Hela cell
was determined by CCK-8.Flow cytometry ( FCM) were performed to evaluate the cell cycle.The
expression levels of EGFR and mTOR mRNA were detected using real-time quantitative poly—
merase chain reaction ( real-time PCR) .Results: Compared with those in regular sugar environ—
ment the cell growth inhibition rates were significantly increased in high lactic acid environment
( P<0.01) .At 48h the rate of G, /G, was significantly increased ( P<0.01) while the apoptosis
rate of the cells and the expressions of EGFR and mTOR mRNA had no change.Compared with
those in regular sugar environment the cell growth inhibition rates were significantly increased
in high lactic acid environment ( P<0.01) while lower than those in low glucose environment
(P<0.01) and in high acid environment( P<0.05) .The rates of G, G, and S phase had no
change.The expressions of EGFR mRNA was reduced ( P<0.05) .The cell growth inhibition
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rates were significantly increased in high lactic acid add low glucose environment ( P<0.01) . At
48h the apoptosis rate and the rate of G, /G, were significantly increased ( P<0.01) while the
EGFR and mTOR expression levels were also increased ( P<0.05) .Conclusion: Hela in the low
glucose add high lactic acid survives better than those in low glucose and in high lactic acid en—
vironment while the expression of EGFR and mTOR is increased.
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tetraaolium salt useful for colorimetric cell viability assay



