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> DMA 62 64 68 6.8 7 72 14 718
(50* mol/L) 0824 48h , pHi of PLA-801D cells
pH pH , pH 7.1~ 7.2
1 PLAS801D pHi FIR
(AP Kit) , Fig 1 Correlation between pHi and FIR of
. PLA-801D cells
1.6 %itz asm
vt .ot ,
S 22 DM A PI,A-801D%a ety B LAk A
DM A 25% mol/L 24 h 504 mol /L 8 h
2 .pHi (P <0.05 0.01);
21 LA AEL/AL pHiRYXFE 50 mol/L pHi (P>
,r= 0.9895(P<0.001), 0. 05), , 12
1 DMA 24h PLA-801D (xts)
Tab 1 Acidification effect of DMA on PLA-801D cells at 24 h after treatment(xT s)
DM A concentration
0% mol/L 25% mol /L. 50# mol /L 100 mol /L 150 mol /L.
pHi of PLA-801D cells 7. 14 0. 03 6. 82E 0. 04 6.5H 0. 05* 6. 46 0. 01 6.48F 0.02*
*. P <O 05,** : P <0.0lvs base value
2 50“mol/L DMA PLA-801D (et s)
Tab2 Acidification effect of 502 mol /L DM A on PLA-801D cells in different time after treatment(t s)
Treatment time
0h 8h 24 h 48 h
pHi of PLA-801D cells 7. 19 0. 08 6. 80t 0. 06° 6. 60£ 0. 04* 6.52E 0. 05"
*op <0.05% : P <0.01ys base value
2.3 DM A*F PLA-801D%m fiE 3875 4 K 945 4| (P <0.05 001, 3
,DM A ,
3 50mol/L DMA PLA-801D (et s)
Tab 3 Inhibitory effect of 50 mol/L DMA on proliferation of PLA-801D cells(xt s)
Incubation time
Oh 1h 2h 3h 44 5h
Cell count of control group 2.0E0 2 513 0.5 11.15£ 0.8 16. 93 1. 0 21. 83 0. 8 26.85F 1.3
Cf’”(’“‘(‘;t ;’fost/““ﬁl‘;““"“t group 20502 337506 3.955 0.44 360t 044  3.50E 054 2.90f 0.6%
m

A: P <0.05040: P <0.01vs control group
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Fig 2 A large number of apoptotic tumor cells were DN A 5 (-OH) 3 (-P)
found at 24 h after administration of 50 ; /
“mol/L DMA (AP 100) 3/ 5’_P 3/_OH
[4]
3 o
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apoptosis of human lung cancer cell

line through inhibition of Na /H exchanger-1 with dimethyl amiloride
Wu Guoming, Li Weiliang, Huang Guijun, Qian Guisheng (Department of Respiratory Diseases, Xingiao Hospital,

Third Military Medical University, Chongqing, 400037)

Abstract Objective: To study the role of Na /H exchanger—1 (NHE-1) in modulation of prolifera—
tion/apoptosis of lung cancer cells- Methods: The acidification, inhibition and apoptosis of human lung cancer
cell line PLA-801D induced by dimethyl amiloride (DM A), one of the N HE-I inhibitors, was determined
with BCECF, a fluorescent probe, living cell count and in situ tailing respectively. Results: There was obvi-
ous acidification of PLA-801D cells incubated with DM A at a volume more than 25# mol/L for 24 h or 50
“ mol /L. for 8h and the intracellular pH (pHi) of the tumor cells declined significantly (P < 0. 05-0. 01).
Meanwhile, apoptosis of PLA-801ID cells was induced and proliferation of them markedly inhibited.- Conclu -

sion: NHE-1 may play an important role in modulation of proliferation /apoptosis of lung cancer cells and in—

hibition of the enhanced N HE-1 activity of the tumor cells may be an anticancer strategy-

Key words tumor cell; N HE-1; acidification; apoptosis; dimethyl amiloride
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