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FasL.—specific microRNA in blocking immune
escape of tongue squamous cell carcinoma

Wu Yan'?, Xu Yanxue'?,Han Tongtong'*, et al
( ' Stomatologic College of Anhui Medical University ,Hefei 230032; *The Affiliated Stomatological Hospital of
230032)
To investigate the effect of miR-590 on the expression of FasL in SCC3 cells. Methods

Anhui Medical University, Key Laboratory of Oral Diseases Research of Anhui Province , Hefei
Abstract Objective
The synthetic miR-590 mimics or miR-590 inhibitor was transfected into SCC3 cells. The mRNA and protein ex—
pression of Fasl. mRNA and protein in SCC3 were detected by RT-PCR and Western blot respecitively. The trans—
fected SCC3 cells were treated with Cisplatin( DDP) 5 mg/L and the cell growth curves were drawn at different
time points by MTT assay, and the effect of miR-590 was verified from the negative side by the inhibitor of miR-590
MiR-590 decreased the expression of Fasl. on SCC3 cells at mRNA and protein levels; Re—

sistance to DDP was decreased in SCC3 cells after miR-590 transfection. Conclusion MiR-590 can effectively in—

against Fasl.. Results

hibit the expression of Fasl. in SCC3 cells and decrease the resistance of SCC3 to DDP, which may reduce the ap—
optosis-inducing and killing effect of immunocompetent cells, blocking tumor immune escape, providing a new target
for the treatment of tongue squamous cell carcinoma.
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HRER) W DMEM 35332 5 b4 5 s 5%, 1 9%
MR 5% CO, 37 C HIFIRSE -

1.2 FZiRXF ATRA.DMSO Ity { 2% [F Sigma 2y
A: AR I W E AN 7Y 225 AR W TR A R BR A
#; DMEM Ity H 3€ [# Gibco 23 w5 2 g 8 T Hoechst
et ik F & W B ¥ Beyotime Biotechnology /3 Fl;
ECL %560 355 & Wy A 32 [ Thermo Scientific 2
F); BCA & H B il F & 3 Pierce 32 [ /3 wl;
BAPTN L FERESUIR Caspase3 bt A\ £ vi BETIA
Bax BP0 A L3 BEPLIR Bel2 1 [ 26 [ MILLIPORE
oAl ANRBT R T RESUR B-actin 14 FH 3£ [E Santa
Cruz 2\ A BRI A AL Y B A 12 1 £ B B Ehi R
“him Ades b A2 SR AEY A

1.3 Hoechst 33258 a4l ATRA 3f SGC7901
WA T R BGEI R RIS 60 CHET,
TR U T VR i PR L A PR PP VR VR e 1, /N B, A
AR PER 10 38 J5 , PR ZR IR K PR S i, & R 287%
KU TN T0% 9K H 2 W 7%, TE 5 AMT T IR
530 min DI, BB FREI2 900 00 55 3% 7 B ZE T A
KT b U8R R T RS A e 58 /K 43 ¥ JE i 12 fLAR
e B AR T XEUAE R A SGCT901 4 it , F PBS
Ve 3 i, 1 R A A0 R S AR R 5, L3 240k
A TFKs 20 R IR AT g B A B T ) A4 i %85
T, 15 40X B 20 . DMSO 75 71 % BB 2 - ATRA
i W H W EAR R TR, T AE RN AAE
M) DMSO+10 wmol /L ATRA . 4 K B f8 5 fif 1% 37
W2 d JF U AR T aa 3 iy SGCT901 4 i [
5E M Hoechst 33258 Yeft,, HAAL BN F: MR 12
FLARH 35 TR, H PBS P 3 3k , B 3 min, [a] BE£L
A 0.2 ml [ € W, 25 R [ 20 ming W [ 5
W, PBS ¥t 3 3, 4K 3 min, IR 12 LRI B9
A, FFL AN A 0.3 ml Hoechst 33258 Y {2 , 2 i ¥
G A 5 min, H PBS ¥k 3 3, B 5 min; HUEEHHY
IR LTINS W LA E Rl T3 A
PR A 20 B Y 55 3 R T 7K 0 I ) 35 AR T A Lot

VR E R WA B R b R i <, TR 3
Ui A F O SR TR O MR
P 360 nm, K GBI 450 nm FA6E, I T-4A
H AR BUR G, SRR BUR R YA

1.4 Western blot #|ZEH&Ri%x SGCT901 4y
I3 3 A, A0 ML XS BEZH  DMSO 375 57 %) B 2H - ATRA
TG4 HIPBS Bt 3 i, BEHUINA LR FH 34 ( Tris—
HCl.pH 7. 4,150 mmol/L NaCl,1 mmol /L. EDTA,1%
Triton, 0. 1% SDS, 5 mg/ml Leupeptin, 1 mmol/L
PMSF) 300 pul, K- & T 7K 1 30 mine F 4 g 1
) A B 40 B, A AR 1 AR I B R A B Y
L5ml EPE/f. T -80 °C.4 CIREHR3 KIGTE
4 °C &R VRS OHLEC 30 min( 14 000 r /min) M
ICETEW ) BCA e i iali & ir A 4
R R B B T A 1) 8 A o R B2 ) 2R Dy [] —
WP R IR A ARG Wi, 78001 ST, Tk &
6 min, —80 CIRTE. &F4HHUE B 1Y AR Mok
17 SDS-PAGE HiJk, ¥ 8 H ¥ # ] PVDF i . ]
5% BIRE WK BT PR 2 h 5, 4% 0.05% Tween=20 K
TBS P 3 3 , 43 AN A Bax.Bel2 . Caspase3  f-ac—
tin ik 4 CF I . RIGHHE 0.05% Tween—
20 1) TBS PR 3 38 f5 Jim AR R 1 BRAR i 48016 ) Tl
PRICH 40, FIBEE 2 he S8J5 1] TBS PRI, ECL
FOLG & R . KA Quantity One I 5E 4% 2
MR B {E, LU B-actin A % M, i+ & Bax. Bel2.
Caspase-3 [IAHXS IKBE(E. DL ESEgH A 3 K.

1.5 Zeit=e4b1® R SPSS 18.0 it (4t 4T
T TR SRR R . R R 7 22 50 ( one—
way ANOVA) . P<0.05 BERAESITFHE L.

2 #ER
2.1 ATRA XZRREAT IS Hoechst 33258 4
o2t B R AR X T 40 i XF BR24H, ATRA Jingy 4/ T

20 i 451 B S 48, 1T DMSO 5 714 B 4 24 7 0 45t
e WK .

E1 &ZEAMETER  Hoechst 4L fa x 200
A: X REZH; B: DMSO 5% BR4H; C: ATRA Jinz42
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2.2 HMATHXEBRIZNFM  Western blot
50 WoR ATRA finZj4] Bel2 FRIAFEAK. DMSO % 5
X REZE 5 A M BR2H 25 R e e o e iR
Caspase-3 fll Bax [ FREEF LI E L. HM
Bel 2 /Bax FE 7 , ATRA Jin 24 28 35 1K T 4 Jf X it
4, DMSO ¥ 571 %] HE 20 55 4t % JE 20 2% 5 o4 12
B WERTE 2,

%1 Bcl2.Bax.Caspase-3 TP HRIZIER(n=3,x%s)
DMSO 5 ATRA

HiH XS R P s F{i P
Bel2 0.73£0.02 0.75£0.05  0.48+0.05" * 38.923 0.000
Bax 0.74£0.03  0.78 +0.08 0.77 £0.05 0.371 0.705
Caspase3  1.07+0.07  1.11 +0.04 1.09 +0.04 0.556 0.600
Bcl2/Bax  0.99£0.07 0.97+0.11  0.62+0.05"* 19.036 0.003

L faxt AL AL " P <0.05; 5 DMSO ¥ 5u BR4L e gR: *P <0. 05

1 2 3

T - — DX

R Cpsc-3
S S . (-actin

>

[ Bcl-2
Bax

§ § Caspase-3
o T

__.
[NCNN
—

oo (=]
T T

AR AR A
S o O
N BN
— -

e =

2 X
o
T

B

(3]
{
o
&
o
w

B 100
® o8}
Z o6t
H o4p
02f
0.0

1 2 3
B2 ATRA #EFEXATEAREE
1: 2 xof B4 2: DMSO 3 40 %of B4 3: ATRA JnZh4; 5 4 s
MRLH LA " P <0.05; 5 DMSO #5%) BR2H Hede: *P <0. 05

3 itig

B R Bk T UL B A TE SR 2 — R
SRATAFA B I K A2 A B B (LB R A i

FRl PR R DL B SE T SR IR 2 — HL AR 7776 R 4%
&Y > AT R T 1 — R AR B
ALY . ATRA ZEA 2 A BARI =4
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33258 Yo St B R ATRA 4 ARG T 40 Mo 4 77
TERE W T/MA, BT LS H 4518259 ATRA 55 8
JE 20 L SGC7901 JAT .
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1 Caspase3 & i T2 i SC B 2R 111 B, — HL Caspase-3
P AR AR AT g E A T AR . 1B
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T, PR TS5 19 H AT 530 Caspase3 7E £ Ff
T KRR AR T L %2 A 24 i 10 3 £k 15 177375 5 40
MHET: . AIFFEH Western blot £ Caspase3 &2
filg 5 A 2R (ML 200 Caspase3 (3535 2%
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LR AR C I AR X —&
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AT - H Bax [F KN 5 Bel2 HA R PH:, HALJH
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Effect of all-retinoic acid on the apoptosis of

human gastric cancer SGC-7901 cells
Wei Xiang, Chen Shaolong, Jia Ning,et al

( Laboratory of Molecular Biology ,Anhui Medical University,Key Laboratory of Gene
Resource Utilization for Genetic Diseases of Ministry of Education and Anhui Province ,Hefer 230032 )
Abstract Objective To study the effect of all retinoic acid ( ATRA) on the apoptosis of human gastric cancer
lines SGCH901 cells,and to investigate the possible mechanism of apoptosis. Methods SGC-F901 gastric cancer
cells were treated by ATRA. Hoechst staining was used to detect the effect of ATRA on the apoptosis of SGC7901
cells, and the effect of ATPR on the expression of apoptosis related protein was detected by Western blot. Results
All trans retinoic acid ( ATRA) could induce the apoptosis of SGCF901 cells and downregulate the expression of
Bel2, but had no effect on the expression of pro-apoptotic protein Bax and Caspase3. Conclusion ATRA pro-
motes the apoptosis of SGCT901 cells in gastric cancer cells. The molecular mechanism may be related to reduce
the expression of Bel2, so that decrease the value of Bel2/Bax and then promote cell apoptosis.

Key words all+etinoic acid; gastric carcinoma; SGCF901; apoptosis



