532 5 5 ) BB R3] (HARBIERR)
2012 4F 5 H ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) - 669 —

SR SHEE A R AR AR G OB 5

M4 GNTR T EWHE T R KRR B
(R RFESRE I B 210009; 2 B RUER R AR T MR EROT R 7T BIET 210009;° H i K24 MR
AR EREHOTRE TSR BEat 210009)

(# ZE] B8ORS TR R /N i A R i 8 001 F LA SOT i ) BT RN R T 52 . Faik s MTT 88 It
AS549 YA RE3EFE IR 0 K 200 R A SASH I 4t L 1 1 B 20 B SR B 40T, B 1 A B Bel-2 Fl Bax 2R 3RIE . S5 R AN
Ji AS49 YA BP0 AR A, LA RE A 2 300 AR Y AN B T 2 O B8 O = AR TR G2/M BH R R
Gy B4 R W R VR AR B T A Bel-2 3Rk /K P TR AR R T S/ A Bax RIXKETHE . 8538 340 BOT R BUE ,
FEFIHLE T RES 0] Bel-2 ik ik Bax ik BTG Bel-2(Bax)-Caspase {7 5 A 5%,

[REER] 1840, Wi, AS49 4if; Y81
[FESES] R7342 [XEf#RIEEE] A

[XEHS] 1007-4368(2012)05-669-04

Study of labaplatin combined with irradiation on lung cancer cell in vitro
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[Abstract] Objective:To study the effect of labaplatin combined with irradiation on non-small cell lung cancer cell line A549 and
explore its radiosensitizing mechanism. Methods: MTT was used to examine the effect of labaplatin and /or irradiation on lung
cancer cell line A549 proliferation. Flow cytometry was applied to detect the cell cycle distribution and cell apoptosis. Western
blotting was used to observe the expression of Bel-2 and Bax. Results; Lung cancer cell line A549 could be inhibited by labaplatin
in a concentration dependent manner. G2/M phase peak and apoptosis rate was the highest in cells treated with labaplatin combined
with irradiation. Western blotting illustrated the decrease of Bcl-2 and the increase of Bax. Conclusion: Labaplatin could
radiosensitize A549 cells and the possible mechanism might be related with inhibiting Bel-2, inducing Bax expression and activating
the Bcl-2 (Bax)-caspase signaling way.
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Figure 1  Effect of lobaplatin combined with irradiation (4 Gy)

on proliferation of lung cancer A549 cells
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Table 1 Impact of lobaplatin combined with irradiation (4 Gy) on A549 cells cell cycle (%, % +5)
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Figure 2 Outcome of A549 cell treated by lobaplatin and/or irradiation (4 Gy) through FCM analysis
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Table 2 Apoptosis rate of A549 cell treated by lobaplatin

combined with irradiation through FCM analysis

(%, x £5)
2151 T H R
A549 2 S M R ZH 5.61 = 0.93
5 wmol/L ¥&4H 1330 + 1.25**
“Co 4 Gy 8.27 + 0.68"

5 wmol/L #%4A+%Co 4 Gy 55.27 £ 1.06* *#
SRAMERTBRZH LA, " P < 0.05, 7P < 0.01 ;5 B IR S Aok
BT LS, #P < 0.01,

12 000 Caspase-3
26 000 Bel-2
21 000 Bax
43 000 B-actin
* ok HHE
0.6 r @ Caspase-3

” 0.5 H Bcl-2
1] OBax
04
®
= 03
=
o 0.2
b 0.1

0 -

1 2 3 4
1 PR REZRM ;2. 3850 5 wmol/L, 24 h; 3; “Co 4 Gy JBUT 24 h;

43840 5 pmol/L 5§ “Co 4 Gy WEA R, S RHMEX B HLEL, "P <

0.05, **P < 0.01; 5 Sl fby 7 a7 41 e, P < 0.01,

[l 3 &% . “Co JETT SR G R FHXT A549 LA T-AHOCHE A

e A
Figure 3 Expression of Bel-2 Bax and Caspase-3 protein in

549 cells treated by different regimen
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