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Abstract: Objective To investigate the effect and mechanism of aspirin on the proliferation, migration and invasion of CNE-1 and
5-8F cells in human nasopharyngeal carcinoma. Methods Human nasopharyngeal carcinoma cell lines CNE-1 and 5-8F were divided
into control group and aspirin (0.00, 1.25, 2.50, 5.00, and 10.00 mmol/L) treatment group. The proliferation capacity of CNE-1 and 5-
8F cells was detected by MTT assay after the treatment of aspirin with different concentrations for 24,48, and 72 h, ICso was determined
as the concentration for subsequent experimental drug treatment. The proliferation ability of CNE-1 and 5-8F cells was detected by
colony formation assay, and the migration and invasion ability of CNE-1 and 5-8F cells were detected by Transwell assay. The relative
expression levels of Akt, PI3K, Vimentin, E-cadherin, and Snail in CNE-1 and 5-8F cells were detected by Western blotting. Results
Human nasopharyngeal carcinoma CNE-1 and 5-8F cells were treated with 1.25, 2.50, 5.00, and 10.00 mmol/L aspirin, respectively,
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and the cell proliferation was inhibited in different degrees, which showed time and concentration correlation, and ICso were 3.3 and

2.7 mmol/L, respectively. After treatment with aspirin, the cell proliferation and colony formation ability of nasopharyngeal carcinoma

CNE-1 and 5-8F cells were significantly decreased compared with the control group (P < 0.01). Compared with the control group, the

scratch healing rate in the aspirin treatment group was significantly decreased (P < 0.05). Trasnwell migration assay showed that

compared with the control group, the number of nasopharyngeal carcinoma cells CNE-1 and 5-8F passing through the compartment at

48 h in aspirin treatment group was significantly reduced (P < 0.05, 0.001). Compared with the control group, the expression of E-

cadherin in CNE-1 and 5-8F cells in aspirin treatment group was significantly increased (P < 0.05), and the expression of PI3K, Akt,

Vimentin and Snail was significantly decreased (P <0.05,0.01). Conclusions Aspirin can inhibit the migration and invasion of human

nasopharyngeal carcinoma CNE-1 and 5-8F cells by up-regulating the expression of E-cadherin protein and inhibiting the process of

epithelial mesenchymal transformation, while down-regulating the expressions of PI3K, Akt, Vimentin and Snail proteins, thus

inhibiting the proliferation, migration and invasion of CNE-1 and 5-8F cells.

Key words: aspirin; nasopharyngeal carcinoma; CNE-1 cell; 5-8F cell; proliferation; migration; Akt; PI3K

SR — P B S RE R, K
JRE D, o SIHE R 1 78.08%!M . R N HE
HAREM X, ERBE. R, Jbik IR E
J72R T VAR IX R Fe R v B, R e
TR EEIRKIFER 47.7%, BEHF2 EB, BEf, 1§
J7 S (1) S B R T BRA T, IRIRIRTT &
WA 2 B2 AR VU S BT, DURER BT, A
K&FHm. %, HRSEFIRAMMIE ST A
BRI AIT 2 2 B IR R 24, Horha
Gy rE A SIRRIE, HUCRKERR. EAZEE.
R, — BB AN 2 A 2, YRT R
BEINAEME. FN, BCAYT RSN A B
JO7 0 RGBS, Cln AR P P A i D 14
TEIIT HARFI R & T RS T & FhiEs, (Bl T 5
WK e B B AR IR S . YR BRI R T
A M YETRHBOT IR, 30%~40% A TE 4 4
WRETA R, BEMERED, 5 FEFERE
10%~40%, SRR YT J 1) 3 2R R 2 5 2
RGO, BT S mEstE. mEK
PERARAEARR, G5 L i bR R 2 — A

FLAT B (I PR 1) R R bt U] 75 B — o 2
%ﬁ%Wﬁ%wﬁ@\&%%£%&%&ﬁﬁEo

R =] DU AR 2 28 ML AR S AR B 6 2, IR 22

TEREIRPLAR . TR KEM TR, BTE ITAk

siEWE. LR . e, BREE2S R
Jee i ELAT TR AR T B4R F1, AR FUAIESE, [ ]
VCAR AT I #0a) EB i 8BRS 1 (LMPD) /#%
[K7--kB (NF-kB) /exo-LMP1 i, ¥ AL -2 (COX-
2) AR R SR A 280120 R AR ] VTR
AT A A5 AR AR 5 PR e A% IR, T =) CARIER & Ak T B
— R BRI TR, HRG,  B CUIE SR ] T

PR S MR i AT BT IE AR %ok P s 24 oL 84 B
AT —ERoA, H 2 71330 1 52 e 5 PR 24 i 4
FE 1T RZRRIGSRTT R AL 5 i — 20 1
o AT AT LLE MR 4R B CNE-1. 5-8F AWF AN 4,
R 7 B =] UG AR R S CNE-1. 5-8F 4 figtssE . i
. 2RI XA, B NIRRT Sl
T 370 b % R BRI HR 0 S R AN S0 AR s
1 #MR5EFE
1.1 @R

N SRS CNE-1. 5-8F T B k2 e
(25 2 e 20 %
12 M5 EERF

B = ULAR (R 50>99%, L5 A8830). M
IS (MTT) F3oRK (T2%5 M8180). matrigel 3 Jiii Jit
($2%5 M8371) ¥ HIL R ERHEAIR A
#H - #EE R (175 BC-CE-003) W B st Ay
HIRAA; RPMI-1640 ¥575%: (185 8121319) 1y
H 3£ Gibco A#]; ARG (185 110118611);
E-55%i 8 H (E-cadherin). H yli B&-3- 1% iR i S 5
(GAPDH). #JEEH (Vimentin). Snail ¥.5% BT
& (175 ab40772. ab92536. ab92547. ab216347)
W EH Abcam A& ; BEFREENLEE 3-BlF (PI3K). &
H G B (AkD FFCFEHUA (185 T40064. T55561)
I E Abmart 5] .
1.3 FEUEF

CKX53 {38 & & fl % ( Olympus 2 A ) ;
Galaxy170S % fBkIG 7248 (New Brunswick 2
7] ); Tecan Infinite F50 f§#r{X (TECAN AF]); H
KEE . B (BIO-RAD AH]).
14 SEWHE
141 ZifukssE H 1640 B8 (8 10%54 10



EITEFENRYE 2022128 AR & 5l &

Drugs & Clinic

Vol. 37 No. 12 December 2022 * 2675 °

B 1% R B NS CNE-1. 5-8F 4iiffl
f£37 C. 5% CO B F-AA TR 7%, H 0.25%/%
BEAL, 2~3d TR 1 IR, I SEge R A XT
H A K A .
1.4.2  MTT VARl 40 o3 s s 22 R EE K
W, AR5 RE R B 4 X 103 AN/AL, B IEA
Regedk. Pa] VUAMRALEEZH (0. 1.25. 2.50. 5.00.
10.00 mmol/L), 4374t CNE-1. 5-8F #4iffi)5, 4
AIRETR 24, 48, 72h, IR, FILIMA 100
uLMTT ¥ (5mg/mL), JA 37 C. 5%CO, K5
FRAE 4 h, FEEEW, &SLIMA DMSO 100 uL,
EPE 10 min, BEARX 490 nm ALK, ARVEWR G
(A, THEMMAEES, SIEE 3R, BCFHME.
MABAFTER = (A wann—A 21 | (A spen—A 20)
143 FHEVEELEA N AMMIGERE ) LRk
BRI RA ., R ICARLEA (2.7, 33
mmol/L), 73 Hl4bF CNE-1. 5-8F 40l 24 h J&, &
FIE A, AT I B v, SRl RS H >
95%, fE 6 FLiREEFLH#M 200 N4, 5], fE
37 ‘C5%CO, 5537 2 A 4 IR S5l R AR v DL 4 9%
&R TR, FEREIREL, F PBS ¥k 3 %, HEE[EE 15
min, 45484 10 min, PBS ¥ 3 &, M, sE
WESE 3K, BCFME.
1.4.4 RPJESEIOAI4IMIEREE S 6 FLAREEFLIN
AN SX103A4H, i fRid 5L N 40 M Be et , 1K
H, H 100 pL #e3kidt47%I%k, H PBS ¥ 3 Ik, K
I BRI IR IR . BT R ILARAL R (2.7, 3.3
mmol/L), 4>HIAL3 CNE-1. 5-8F 40fid, fLInA
2 mL JGIfiE &R el DR RS, TN 37 C. 5%
CO, B FRfEh g%, 0. 240 76 B TR, sei
HE 3K, BUFIME.
1.4.5 Transwell SEIGAINANBEFERE /1 SEEG
BT A A | f =] DL AR AL 35 4H (2.7.3.3 mmol/L)
43 AIAbEE CNE-1. 5-8F 4ifi, & MLES.OoyE b i,
FTC MG 5 25 R B AT H &, DL 1X10° N/AL
BeRp B Bt (200 uL), RGNS MLIE R IR 5
500 uL. 48h 5, #% E=0M, FEEEE 15 min,
St 20 min J5, F PBS ¥ 3 ik, bE=EFAENL
I 6 AEF, WAiiss i, tHEFEgRsE,
AMEF R 3 %, SR
1.4.6 Transwell SZIGAINANHOIRZBRE S LI
BEFAEMNBA., A VLARAEEA (2.7, 33
mmol/L), 7>HIAbHE CNE-1. 5-8F 4HMd, K5k ke

HRMER IR 10 3 3T RRE, 40 pL B
T/NEMH, 37 CEFEFEHN 40 min f5, HARL
Uspi JCil e
1.4.7 Western Blotting ¥£tuJll Vimentin. PI3K. Akt.
E-Cadherin. Snail 25 ARIAKF LG B R R
SR B[ E] UCARAL AL (2.7, 3.3 mmol/L) 43l
AbFE CNE-1.5-8F 4iifd 24 h Ji5 , 1 F 5 24/% W RIPA
SEARMHIFIERE 1100 B, 1wk R
M, BEETE 10%~ 15% 5 347 vk, B ie)E .,
4 CEM 2 h, WM, —Pi4 CHELRH, HEE
id, =Pt 4 CHFE 2h, Ve, IO RIEHHAT ECL
2t B5, (i GAPDH ANZ, #HTE=0 1.
1.4.8 Siih#b#  ffH Graphad b7 4
SKF SPSS 23.0 B AF#AT Gt 200, BB LL x +s
TR, HHTHOIREA ¢ 1056 .
2 SR
2.1 [FAIE) PLAA Xt 5 0E 2 20 B 3G 78 Y 22 M

N B WS CNE-1. 5-8F 4iffl 43748 1.25. 2.50-
5.00. 10.00 mmol/L Fif =] UCARACER f5, 4HAREbE Y
2R RIFEFE R0, L% 2H A0 i 38 G 4 ) 2R R (]
JORFERACE, WA 1.

1005 CNE-1
- 0 mmol-L™!

S 80 -# 125 mmol-L!
% =&~ 2.50 mmol-L™!
g - 5.00 mmol-L"!
=

—— 10.00 mmol-L™!
=

5

-e- 0 mmol-L™!

-m- 1.25 mmol-L™!
——2.50 mmol-L™!
~%-5.00 mmol-L™!
——10.00 mmol-L™!

ISR 2%

1 PRI BIERE CNE-1. 5-8F 4ANIEFEHIHI R
20 ( x+s, n=3)

Fig. 1 Effect of aspirin on the proliferation inhibition rate

of nasopharyngeal carcinoma CNE-1 and 5-8F cells

(xxs,n=3)



©2676+ E37THBFE12H 2022F 12 A

AR b A

Drugs & Clinic Vol. 37 No. 12 December 2022

Bif 5] PCARALEE 48 h Ji5, 4 GraphPad Prism 8.4.3
L 15 Y B I CNE-1 A1 5-8F LBk &
(IC50) 4514 3.3, 2.7mmol/L, VLF 2. £Bi#]IL
MALEE 24 h J5, ¥ BRI 2, SXTRA
AEL, BT E] DCARAL B S 4 f 384 58 A ER V& T R e
HIE R (P<<0.01), LK 3. 4.
2.2 PR ICARRS B 0E R 4 AT 5 BE IR R0

Rl S CARACEE 24 h Ji5, ] S SR 240 T A2
AE71. SXTHRALA L, BT E] UCAR AL B KR

100 CNE-1

. 80
é
60
¥
= 404
8]

20

0 T T T 1

0.5 0.0 0.5 1.0 1.5
1gC

1009 5-8F
o 80 =
£ 6o
g

207

0 T T 1
0.5 0.0 0.5 1.0 15
1gC
& 2 48 h BRI E] k3T 2MEZE CNE-1, 5-8F ZHRERIE
HNHLRE

Fig. 2 Aspirin inhibited half concentration of nasopharyngeal
carcinoma CNE-1 and S-8F cells at 48 h
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