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The effects of TCF21 genes on radiation and chemotherapy sensitivity of A549 lung adenocarcinoma cells”
Lu Xiao,Xian Lei®
(Department of Cardiothoracic Surgery ,the First Af filiated Hospital of Guangxi
Medical University , Nanning ,Guangxi 530021, China)
[Abstract] Objective To investigate the transcription factor 21 (transcription factor 21, TCF21) gene on human lung cancer
A549 cells sensitivity to chemotherapy. Methods Using lentivirus technology in A549 lung cancer cells highly expressed genes
TCF21,fluorescence quantitative PCR, Western Blot analysis were used to analyse the expression of the target gene, MTT assay
was used to detect the effect of TCF21 lung adenocarcinoma A549 cells on cisplatin (cis-Dichlorodiamineplatinum, DDP) chemosen-
sitivity ,and colony assay was used to detect the effect of overexpression of TCF21 lung adenocarcinoma A549 cells on radiosensitiv-

After 72 h,with the increasing concentration of DDP (0,0. 625,1. 250,2. 500,5. 000,10. 000 mg/L) , corresponding in-

hibition rates in each group increased,and the inhibition rate of the high expression group was significantly higher in empty vector

ity. Results

group and untransfected group (P<C0. 05) ,no significant difference between the two then;overexpression TCF21 group with drug
concentration and time and increase the rate of high expression inhibition corresponding increase (P<C0. 05) ;after receiving X radi-
ation, non-transfected group,untransfected plus radiotherapy group, vector group, vector plus radiotherapy group, high expression
and high expression + radiotherapy colony formation rates were: 95. 17% =+ 2. 85% ., 88. 20% =+ 2. 03%, 93. 80% + 4. 17%,
85.60% +2.42%,71.67% +3.21%,56.00% +2.65%. Conclusion TCF21 gene expression can significantly enhance the sensitiv-
ity to radiotherapy and chemotherapy DDP A549 lung cancer cells.
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1.2.2 1R iE Y B M Fe e i ek O e S I A Dy i
KA G HRERE TCF21 @Rk 4 25 S 4 (o H0 BR 4D
FAR e e 28 (R R b B AR | B G50 B b 7 3 L B IR 2 ) 4
fit, REY R R IR L N A R UL B AT BEYLAT 8 h K
Xof B50A K 00 4t L R A 2 v 3 Ol B 2 T 30X 100 AL B AB49
YRl 100 pL 2P0 96 FLAR . S A= R B L 2 mL s F5 248 i
H23IKH) 50 % ~60 Y0 I IF dr e g L5 Y MOL{H Ry 5058 FIR %)
Ja T 37°C 5% CO, &M TFE . F Y 10 h J5 ¥l R b &
L0 G 4 LT 1Y 1640 RE 3R 4k . FRAN AL F X £k KL 7
F IR RN 7S AR A3 TN I AL MBS 2 pg/mL 1Y puromycin,
7 dJ& puromycin ¥ B W 2P A 2 15 d 5L BEALIE I Z
ASHET 43RO 65 6 A 0 TR B9 T UL AN i A, T8 A AH [
PR A 5 25 4T AT UL A I S B A TR AT W A i B e
TR S R

1.2.3 i #EotE & PCR &40 TCF21 93R35  Axy-
Gen RNA $2 Bt 7 G 52 U IS RNALH 1 pg RNA fE
MFEAT W . & L cDNA, L GAPDH 15 4 2, ffi i] TIAN-
GEN 4 ¥/~ @l ) SYBR Green Master Mix # 17 7%¢ )6 & &
PCR, PCR #17 40 MEH HEH S5y (94°C 10 min, 54.5C
30s,72°C 32 s) 5| ¥ 4n F . TCF21 F i 5'-CCA GCT ACA
TCG CCC ACT TG-3', Fiff 5'-CTT TCA GGT CAC TCT
CGG GTT TC-3',GAPDH FEiff 5'-ACC ACA GTC CAT GCC
ATC AC-3', Fii 5'-TCC ACC ACC CTG TTG CTG TA-3',
AR Z S SYBR super Mix 2¢6IR &4 10 pL, BARIR G
(E F#51#%)1 pl.sk 8 pL.cDNA 1 ul, RT-PCR 45 5 /3
BT o SR PR o 5 2 3 A 0 2 e 2 5 % IR A 22 B ) 25 S Ak 3Rk
LI GAPDH fER NS M. AR 1y i £k, 4% IR 220 kil o
FHEH GAPDH #F17K IE .

1.2.4 Western blot #z U 4l i  TCF21 FE H M RE RIS
AN B A, 5 A MK (SDS-PAGE: 5% He 4 i, 10 %6
IYE) JE B E 0. 22 pm i PVDF B |, 5% 4 45 & 4
0.5 h,4°CHggE TCF21(1 = 2 000 # B Al GAPDH(1 : 5 000
B —Pial . RAVERE = WIFEE Z490 1 h, RGeS i

3749

17 ECL %06 MBI A B3 E R .

1.2.5 O R4 %0 e 3% (MTT) B 8 & 2% 35 TCF21 J5
A549 40 X AYT 25 i OB B IR A A0 ML 5 3 A
THEC P 20 ok BE D B =2 T 3 <100, B IR AN T 96 LIS
FetR . BEAL 100 pL, 5555 8 h 4l i BE J5 43 3 m A DDP 28 & ik
BE 0.0.625.1.250.2.500.5. 000,10. 000 mg/L,f &% 5 &
Flo B 37°C 5% CO. MM FIEHE 1S F2 46 70 I 15 9% 24.48.72,
96 h J5 . %L MTT 20 pL. ER&KMH4REERF 4 h, 35 L3
W e - AL~ F LS R (DMSO) 150 Ll 28 11 )2 B - (i #
PR ¥R 10 min, B FEFR (L B TE 570 nm T, I & 4 L 1Y 1%
JGEE AAH . 250 I JR A Bt 00 1 R 58 20 3 2 T 98 A
il %e = [1— CZ9r9LF-359 A 5/ iy 200 B B PR T BR L SF- 24
A TX100%H,

1.2.6  FH 50 BB A S5 56 6 I 5 3258 TCF21 XF A549 41 g
T BURME R UG 3% 0 5 4 48 R 43 ) 3B, B 400 -4
MR F 6 FLAR . b FE A 105 MR 2R I s ) 1640 = AL 2
mL, B HAMEM 3 FL. 8 h iBEG 52 2 Gy ) X Lk B4 (Mg
B4 F: 6 MV Ok 7 4. U5 K BE (SSD) 25 100 cm, F# 4} BF
10 emX 10 em, fl DT =2 Gy, i BF 8 o5 4 4 i 35 F2 450 . 58
JEE T 37°C RN 5% CO, lH IR 3 10~
14 d, HEERE 45 f S e AR B NI BOR T 50 A~ 4il i i
TRl DL RS E A 3 W E, SIS TR R (V) =
21 M e o 5/ 4 il 4 A K < 100 %6

1.3 Geitsehb s ffi ] SPSS17. 0 483t 845 47 G 31 40 #r
THECPER 33878 WAL A L 30 o° K3, 3 32 BB S5 30
BE UL s SRR AL AR A« K, Z A B
RFRE R 200 W 3R A LSD %, L P<C0.05 2k
ZRAHEI¥FE L.

2 & ES

2.1 TCF21 ZRE TR Y i iy A il 12 0 75 4%
i (1 % Ju s 2R 32 1 9 AR X A e IS 8 O 30 1) R A pk AT
ML B m RPN S HARH I a5 RS, B
By 5 e 3Rk 85 %6 (& 1),

1 TCF21 ZERHE 4B A549 REYFRIE (X 160)
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2.2 RT-PCR £l TCF21 & H mRNA gy K KFE AN
TCF21 27 B i 22 3K . % 5% Y )5 25 0 28 9 A e bR R AT T 2%
J6E & PCR i, 45 S 3R W & 3% 35 40 mRNA £ ik &
(20 452.65190. 12) it & T oK % e 4 A =5 ik 40 1y TCF21
mRNA 358 (1,000, 21 F1 0. 75+0. 16, P<<0. 05, & 2A),
2.3  Western blot # ] TCF21 % [ 0 £ ik KFE R
TCF21 25 1215 i) 5 3R 3K - Rl Western blot 45 AR i 45 21
i TCF21 B HFKFE, RBUMBE T RE LA, mE
K2 TCF21 4 5k ) 0 3 e o 0 28 B Al FOR e e AL Y
FK UL TCF21 & (I $ik. X 59868 it PCR Ay K I 45
— L — A UL R AS49 4 b R Eh i 3k T TCF21
(H 2B),

2.4 MTT ¥:MilE 7k TCF21 X hifi 9 A549 418 DDP 4k
JYBURE R SR = ek TCF21 bl it g A549 4
DDP b7 Bk 152 i %3 R [ 4k B DDP A (8] B [ 4 F S 1)
AR A MTT L3047 T 400G A . SE 38 45 5% BOR
YE 72 h . 6% DDP ¥k B /9 34 55 (0, 0. 625, 1. 250, 2. 500,
5.000,10.000 mg/L) , BRZGW M BE Jy 0 mg/ L Fh4& 20 40 g i 410
i) 5 A 14 (2 1) L 42 1 4 4% A 245 0 ok F i 900 o) R A
B F A ARG 5 AR T Y 41X W B 1 B (P<C0. 05) L T 5 P 5 Z
] T A i 25 S5 FLad 353k TCF21 41 b & 265 4 vk B % I 18] J2 (1
AN BR 25U BE A O mig/ L S 4% I i) B A0 S A R 3 5 (3%
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2,P<<0.05), UL TCF21 HE 4 38 fili i 95 A549 40 g ¥t DDP
A I7 UM (K 3)

3000 20,452

2 000 GAPDH 136X 10°

1000
1 0.75 TOF21 o . A (5 (3

‘ REEHE Z=HiE SFXE REEME =HiE SFRAE

i

B
A E H PCT; B: Western blot £l
2 RKIHEEE PCR K& Western blot
Wil TCF21 EREAPRIRIE

0.8

m2h
, W48h
0.6 =72h
9% h
0.4
02
0.0 me/L

0 0.625 1.250 2.500 5.000 10.000 0 0.625 1.250 2.500 5.000 10.000

A 72h B [E) e JE DDP 36 45 41 40 i A6 7 SO 5% 0 Cn s o B 2t
25— A HARLL A R IR LD B AR EE DDP KA [7] B[] %) 5 3%
ik TCF21 414by7 SU M i 5

B 3 MTT #il DDP 3t ¥ 57 & 2%t A9 52 I

A B.CAk#z X &M .D.EF % X 4T,
B 4 THEELHRN S RIE TCF21 X A549 20 B Al Fr 85 B i B0 22 I (45 & £8 < 80)

x1 72h B AR YR E DDP 3 & H 4

R R (£ s)
25 (mg/ L) Z AR REHed RSy
0 0.00£0.09  0.09£0.07  0.00%0.06
0. 625 0.2140.09  0.08%0.08  0.24%0.09
1. 250 0.3440.06  0.48%0.03  0.38%+0.16
2.500 0.4040.04  0.404+0.04  0.514£0.19
5.000 0.4040.03  0.4240.05  0.55%+0.21
10. 000 0.5240.23  0.51%0.06  0.60+0.22

2.5 FHRBRE Y ARSE 56 R R 2R ik TCF21 X A549 41 ik
JPEURPE R AR R 3 ik TCF21 Xf A549 21 M A7 8
M B 5 ) SR AR v B B SE B X 2 2 Gy B X 4R R4
JE A A A MR AT T G R I, SRR 2 R R
Yedl AREERHHUTH S BAEA  SBAE 074 R A4
B i 38 3K+ BT AT B TR R % 4 B s 95, 1706 £ 2. 85% .
88.20% + 2. 03%. 93. 80% £ 4. 17%. 85.60% + 2. 42% .
71.67%+3.21%.56.00% £2.65% ., SCH45H Bk E kA
e B MTEMESA, ZRERIT%E X (P
0.05), WA 4,
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®2 LWARFZEYIRE DDP B AR 254 /£ A
Xt % 4H AR Y D 2 (Tt 5)

254 ¥ (mg/ L) 24 h 48 h 72 h 96 h

0 0.0040.03 0.0040.03 0.00=0.06 0.00=0.05
0. 625 0.0540.01 0.1470.06 0.2440.09 0.2640.08
1. 250 0.112420.07 0.28420.07 0.3820.16 0.4470.16
2.500 0.2340.10 0.474:0.16 0.5140.19 0.550. 22
5. 000 0.3040.16 0.514:0.18 0.55-40.21 0.52-0. 22
10. 000 0.454:0.21 0.49240.17 0.6020.22 0.6120.23
3 3 it

il Bt g 76 3 D 09 BT A R & R R B LY
R B iR 2 o R & R TR 50 Y0 o (H I A AR B
RUAWY . BFFT 3 2 Fp 40 2 K (0 p53 . PTEN,Rb %) Ji 3
TSR B IR O R R R S e R A
TCF21 &8k & B 098 56 K . DF 58 & B TCF21 £ 2 Fh i
Jo TP TR Bl KOS Sk Ak BLLTE R 4 rp i R A REOE
ALV A A BRI T 5T 2 A 40 8 26 B TCF21 W]
O AS49 40 A AE AT RS AU T

M1 LAC BRI FR BB FR BT MIr %, H
Jiti Ji 1) 22 H T 24§ (multi-drug resistance, MDR) — H /™ T 52 Y
& LAC ALy BOR TS o I K 2 LLBE & 4097 Bk & 0T 55
B = IR YT AR . R B AR P SR T R AR A /0N 0 R Ak T B
TR B2 B R K 6

TCF-21 J& ¥ bHLH Z % 51, bHLH & [ % HLH X
SRR I S AR R R — X DNA 254 5%, 5 M4 4 2 E
# (CANNTG) fy 3t [6] DNA 741, 3 2 815 78 2 #h K B A OG 3
P 149 Je 3 0 () 44 388 T 2 4 MG 2 i S s PR AR T
X TCF21 3 BT J@ i bHLH KGR 5E & 8. & i) bHLH %%
SR F DECL/2 2848 s 2k 5 2 F g 4n 01 Jes e 2L IR 96 19 K
e RO FRAE S AR 2108 DECL/2 /8 8 PI3SK/AKT {55
& FiE AW HIER T o Myc WRIES 5 Z &7 T 1 40 ik
BHEY AT B TE S B, TCF-21 3 B 1 S "B 40 i 90 410 1] 3% 181
1(Wilms' tumour suppressor gene 1, WT1) % (19 T g, WT1
L BELS A TCF-21 1 X B # TCF-21 3% 4 (g % 3557,
M WT1 Al 5@ PISK/AKT {5 538 4 5w DDP X il 1) 1k J7
URAER

APTE A PIBK/AKT {5 5 38 [ 78 1E % 2F 3R 80 o 2
X ARG T L oy fb R E AR A, B R R 0E PISK/
AKT/mTOR & 42 2 K15t it 25 i pL il 2 — "7, | F TCF-
21 LT JE i bHLH 505 vh 1) 28 B 5k B 7 J& PIBK/AKT
HoEFREMN—TREEMEER . H TCF-21 Z R4 o f
Wil PIBK/AKT {55 38 % 5% Wi DDP b i 98 i 16 97 850 Pk
RO o 1 25 4 IR i TCE-21 45 JG A] fig 2 Jf i PISK/AKT {5
5 5 1% 5 ) Pl e 400 M 7 14 4 3 3 PISK/AKT {5 5 58 & 52
M) DDP X i 9 (4 £k 7 850k 7

AR 558 o PR S0 20 f 5 37 3E— 2B AR R TCF21 i 3 35 X1 fili
i3 A549 4 il DDP {697 B 8097 SO E B9 5% ma L 25 Rk B
TCF21 [N 8 3 3K BE . 3% 14 5 Wl s A549 21 g % 7 &% DDP
fRy7 UM . A8 4 TCF21 J& 45 & 3 i PI3K/AKT {5 5 i i
S0 DDP X fili g 04 £6 7 SO  3X — R AR W SEIESE . Y
—J7 T VE AT A B R S % 2 — , PIBK/AKT
WS E 2 R P R 5 R . 84 TCF21 & 3@ it PI3SK/
AKT 58 B 9¢ LI/ T kil B3 — 20 0 R 5 .
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AR5 3 o I TR A M bR AS49 P S 40 O B 9% R 4R %
TCF21 5 4 I I A549 40 JO LR F ¥ B e o i g e
B ) B0 T U 5120 0 52 0 7 4 5 4 MO 4 A LR B
WS B 17 A — R . AT R TCF21 36 [H 5 46 ik
LR B AT B Pt e — 2 L B 70— 25
U 00 BB A 06 mRNA B B 109 % Bt LN L
WS, Bl R MBI E T T A,

S %5 ik
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