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[ Abstract ] Background and objective Lung cancer is one of the most serious disease and the incidence of non-
small cell lung cancer (NSCLC) is the highest in lung cancer. The main reason for the failure of chemotherapy is the tolerance
to cisplatin. Transcriptional regulator SOX4 plays an important role in the occurrence and development of many tumors, and
regulates Wnt signaling pathway by regulating the expression of -catenin. We aimed to investigate the role of SOX4 on cisplat-
in-resistance in NSCLC cell A549 cell. Methods The cisplatin-resistance lung cancer cell line A549/DDP was constructed by
induction method in vitro, and cisplatin-resistance detected by CCK8 assay. Growth curves of A549 and A549/DDP was cal-
culated. The expression level of SOX4 in A549 and A549/DDP cells were detected by Western blot. AS49/DDP were knock-
down of SOX4 by siRNA transfection, and the cisplatin-resistance of detected by CCK-8 assay, the expression level of f-catenin
and Survivin were detected by real-time PCR and Western blot. Results The cisplatin-resistance cell line A549/DDP was
constructed successfully, and its cisplatin-resistance is 13.7 times higher than in A549. There was no significance difference
between A549 and A549/DDP in cell proliferation. The expression level of SOX4 is higher in A549/DDP than in A549. The
cisplatin-resistance significantly decreased in A549/DDP cells after knockdown of SOX4 by siRNA transfection. The expres-
sion level of p-catenin and Survivin significantly decreased in A549/DDP cells after knockdown of SOX4. Conclusion SOX4
can strengthen cisplatin-resistance of non-small cell lung cancer cell A549.
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Fig 1 The resistance of A549 cells and A549/DDP cells to cisplatin

2.5

A549 A549/DDP

. R N

1.5 -

S —— Tublin

PR R TSOX4JS T 25 AL, AS49. AS49/DDP, siRNA
con, siRNA-1, siRNA-2[{JIC, 435N ( 1.98+0.24) | (28.17
+4.36) | (26.57+6.21) . (0.87£0.28) . (0.92+0.57) .
2.5 HIHSOX4XS Wit{5 53l B AHOCHE I RIB I WR
FSOXAXINSCLCAH XN 2504 1 4 F AL, ASBIFSE
R Y 08 S O X4 J Wint {5 -5 30 [t S B AR [ B-catenin S
UL Survivin i mRNAFIE (I RIS 0L, S5 RaES
Fi7s, BBSOX4)T, A549/DDPHH ] 4 B-catenin & Survivin
I mMRNAK - 3 4% (P<0.01) , [A]AfWestern blot%} J&
B RPIRNE A RIK B ERRIT, 245 R BIRSOX45200 1
B-catenin ' Survivin £ 113K, AT AE-5 40 XS T IUEA i
PEBUE I R

3 it

s 2 F AT BT B AR 2 —, NSCLCIR iR
HOLRIEE A, R R, T R R

6 - 7549
—= A549/DDP

-y
£
s 4
S
(%]
g
0
£ .-
<
K}
)

0 LI 1 L 1 L L

0 4 48 72 9% 120

Time (h)

& 2 A54940 /1 5A549,” DDPHYZA Al &< B 2%
Fig 2 Cell growth curve of A549 cells and A549 / DDP
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Fig 4 Resistance of A549/DDP cells to cisplatin after knockdown of SOX4. A: Expression level of SOX4 mRNA of A549/DDP after knockdown of SOX4

was detected by real-time quantitative PCR; B: The expression level of SOX4 of A549/DDP after knockdown of SOX4 was detected by Western blot; C:
Resistance of A549 and A549/DDP cells to cisplatin.
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Fig 4 Expression of (3-catenin and Survivin of A549/DDP after knockdown of SOX4. A: Expression level of B-catenin mRNA and Survivin mRNA

of A549/DDP after knockdown of SOX4 was detected by real-time quantitative PCR; B: Expression of (3-catenin and Survivin of A549/DDP after
knockdown of SOX4 was detected by Western blot.
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