- 1306 - Z # B 2§  Anhui Medical and Pharmaceutical Journal 2019 Jul,23(7)

[HiRi24: A4 ,2011,11(30) :7357. PHLHIEELT]. PR AR 44,2016 ,44(3) 275278,
[11] XU J, HUAI Y, MENG N, et al. L-3-n-Butylphthalide Activates [14] =W, TZREEKM 25 P/E 5 25 3220098 R IR VEAN [T ].
Akt/mTOR Signaling, Inhibits Neuronal Apoptosis and Autophagy [E 4k X BT - EE2EEl,2011,13(15) :6-6.
and Improves Cognitive Impairment in Mice with Repeated Cere- [15] A%, A flsy, AT, 400 I S dole ol -8 3 43 40 O AL 1 I 254
bral Ischemia-Reperfusion Injury [ J ]. Neurochemical Research, VEBIT )] . R TR ¥4 ,2012,2105 :561-563.
2017,42(10) :1-14. [16] AEFAE, M4 Bel2 e Z MR AR [J]. KiEERRY
[12] Z=[EFT, EAA, /B, 5. T ARBRT IR B A ke 1P 3 454 s 24,2015 (2) :202-205.
SR TARSC T RAB M [T ]. b B R 24 B~ 2R Ak, 2011, (177 HtAe. pS3 e IR 2t J) S5 BEL 91 0 2 e 0 1 v 80 FH B RC L
27(9) :682-685. [J]. BEFRHT Be 2 A% PR 25 78,2002, 26 (2) - 79-83.
[13] BEAEE, WREE. T RERTE R BN it i — 7508 e 30 05 Hp 1 o 22 (UsckE H 11:2017-12-30 , & 1] H 11 :2018-02-11)
doi: 10.3969/j. issn. 1009-6469.2019. 07. 009 OHEMR O
S I=J ,‘ » U [ ) /\ ‘;L’
Jtiz M W EHNE AS49/ CIS ™A g ARt Pk 4 F-HLBIESL
:‘Eg’%a ,i@('%a’EE;Eﬂ])

VBBl P EAFHARKREWRES —ER, BIA, R A, S8 A 230001
EAEAEH  EATF BRI AL BRI, BF5E 7 1 M ALY 7T 25 , E-mail ;15605519676 @ 163. com
AT B L FHR AR A (81502599) ; % H SRRFF 44 (1608085QH217 )

TE: B8 B NG A549/CIS 345 Mgl T 40 AR E 7> FHLEl . ik TORIE s b AS49 1 A549/
CIS 21 e M8 T2 RRe e i 22 00, L Rl B ok AL IBSE 3- TRt/ 22 28I - 7 2 IR Ul ( PI3K/ AKCT) 38 411 i) 1) LY294002 % A549/CIS
20 ERTE B AE 1 (50, Western blotting 46 A549 FiI A549/CIS i ffih AKT ,p65 L) J MAPK-p38 {553 4 1) 135 1k 1% 1L
CCK8 SZHREIN A549 F1 A549/CIS 4 Bt A i sk , A B2 PISK/AKT 38 B3 131 LY294002 % A549/CIS 21 A Xof M 4 i ek
PERYSEI . EER A549/CIS 2 X LA 1) R LA K BRI B RE 1 AR X T AS49 B I 13 , Western blotting 45 5 6 B} : A549/
CIS 4 fiur AKT 3 % B i g 3 , 17 p65 Fil MAPK-p38 3 i1 A3 B A8 4k . LY294002 AT L] A549,/CIS 24t Jfd () i 928 14t g
et FREERT AS49/CIS IRTIRAA R RS . 4518 MR T HUSBRANAE AS49, Tif 24k A549./CIS 20 ffd (4 8 20 R HA
BORE WAL 35 K PI3K/ AKT {5558 I A0 3405 o

KBRIR E BRTANMAEE s 2R R BEARIRAILEE 3- B4 24 E R - O R T

Molecular mechanism of acquisition of cancer stem cell like characteristic

in human cisplatin-resistant lung cancer cell line A549/CIS
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Abstract . Objective To investigate the molecular mechanism of acquisition of cancer stem cell feature of cisplatin resistant human
lung cancer cell line A549/CIS. Methods The capability of cancer stem cell feature of A549 cells and A549/CIS cells and the effect
of LY294002 on cancer stem cell feature of A549/CIS cells were detected by mammosphere formation assay. Western blotting was used
to detect the activation of AKT,p65 and MAPK-p38 signaling pathway. The sensibility of A549 cells and A549/CIS to cisplatin and the
effect of LY294002 on sensibility of A549/CIS to cisplatin was measured by CCKS8 assay. Results Compared to A549 cells, the resist-
ance of A549/CIS cells to cisplatin and the cancer stem cell feature were significantly enhanced. The results of western blotting demon-
strated that AKT signaling pathway is activated ,not p65 and MAPK-p38 signaling pathways. LY294002 suppressed cancer stem cell fea-
ture of A549/CIS cells and enhanced the sensibility of A549/CIS cells to cisplatin. Conclusion  Acquisition of cancer stem cell pheno-
type of human lung cancer cell line A549/CIS is linked with activation of PI3K/AKT signaling pathway.
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