ERAR I E ¥ 4% 2014 42 3 A% 35 %% 6 3] Int J Lab Med,March 2014, Vol. 35,No. 6 e 657 -«

c BEMTEMRILE -

BIHE

EE X AR R B %k Kasumi-1 B9

mTOR/p70S6K 15 5 1 & BY % il

Mk

(E R &

LK E AR A, & R 400060)

M OE:BHH WA FMEEISEMHE ARG 0K AML) @4k Kasumi-1l mTOR/p70S6K @ % 09 Hh . FHiE SLAER LA

mE e EE AR S Kasumi-1 @8 F mTOR Fe p70S6K $9L FE &
R HR, HER O Z2FMEFLEE mTOR 4 mRNA ﬁaﬂé KF¥H TR, @2 F e s p70S6K 49 mR-
FraEF T MR Ao B = F AR T R AR

REMEESZES

NA fe k@ K-F RLIEm, £ig
XA . FwEL; LAHEMAORR; ROMERE
DOI:10. 3969/j. issn. 1673-4130. 2014. 06. 001

XEkARIRES A

1, F % 3% F-PCR, Western blot 4 ] )k RNA F= & & K -F #F
# mTOR/pT0S6K 15 % i % % & 4 /A .

XEHS:1673-4130(2014)06-0657-02

Effect of rapamycin on mTOR/p70S6K pathway in acute myeloid leukemia cell line Kasumi-1

Liu Guang fen

(Department of Clinical Laboratory,Chongqging Fire Corps Hospital ,Chongqging 400060, China)

Abstract : Objective
cell line Kasumi-1. Methods

To study the effect of rapamycin on mTOR/p70S6K pathway in human acute myeloid leukemia (AML)

The change of optical density of mTOR/p70S6K before and after the rapamycin treatment was detec-

ted by the immunofluorescence method. Then the effect of rapamycin on the signal pathway was studied from the RNA and protein

level by the reverse transcription-PCR and Western blot. Results

The mRNA and protein expressions of mTOR were down-regula-

ted after rapamycin treatment. However mRNA and the protein level of the downstream target p70S6K of mTOR was increased.

Conclusion Rapamycin could play the effect on the cell proliferation and apoptosis by the mTOR/p70S6K pathway.
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