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Abstract

Objective: To find miRNAs that play a regulatory role in the generation of lung cancer drug resis-
tance, to study the expression and role of miR-298 in lung cancer drug-resistant cell lines, and to
explore the role of miR-298 in regulating drug-resistant lung cancer cell lines by targeting TAZ, To
find new therapeutic targets for lung cancer. Methods: Using bioinformatics technology to analyze
the differentially expressed miRNAs in cisplatin-resistant and sensitive lung cancer patients, and
establish a cisplatin-resistant lung cancer cell line model to verify the down-regulation of miR-298.
Transfection with miR-298 mimics was used to verify the effect of miR-298 on drug-resistant lung
cancer cell lines. The targeted regulation of miR-298 on TAZ was verified by transfection of WB,
RT-PCR, and dual luciferase report experiments. TAZ-siRNA was used to detect the role of TAZ in
drug-resistant lung cancer strains. Results: Through bioinformatics technology, we found that
miR-298 is low in cisplatin-resistant lung cancer patient specimens and low in cisplatin-resistant
lung cancer cells. Transfection with miR-298 mimics can increase the expression of miR-298 the
amount can improve the drug resistance of cisplatin to a certain extent, while inhibiting the for-
mation of cell clones. TAZ expression is increased in lung cancer drug-resistant cells, miR-298 can
target down-regulation of TAZ expression, and knocking down TAZ in cisplatin-resistant cell lines
can improve cisplatin resistance and inhibit cell clone formation. Conclusion: miR-298 plays an
important regulatory role in lung cancer drug resistance. Up-regulating miR-298 can improve lung
cancer drug resistance, and miR-298 may play a role through targeted inhibition of TAZ.
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1. f&9T

i A 2 thE S0 R P it RROAE T B 2 BRRE, R ARIETE 2018 4F, Z0F 200 25 AWSWoR i, 406
160 42 i NFEF-Filise [1] . 76 AT AL itidee v /N4 i 1 fil s (NSCLC) e i L, 2946 85% 4 NSCLC,
NSCLC 45 fiti i At 49 . NSCLC [Ti)5 22, FRT ARG R I RIS TT B Wl R &,
{H NSCLC W& R AT 24/ R i, NSCLC HI TG I A 32 W B, AR BRIE A 1) 5 A4
< 15% [2]. FHRMLIT 4 aIEIRE, S HE T FARERTT DUTGEF R EE, (HRXBAMET
SRAFM 20, NSCLC M2 VA G, AR ST (A 25 I Sk s o BRI 70 51 R MU it 24 1 1 20T AL
%t K fe NSCLC HIHTRTT FBAEA IR M A .

MicroRNAs (MiRNA)Z —fi K 20~22 ML H IR RIS RNA, #5200 mRNA 8 E I
DA G A A T, miIRNA RERS A 1T 3 f5 R Rk . miRNA AT DL AR N 30% 75 44 1) & 1 il
B, TS S5 aREME. 0. RS SR AE G S), IR H miIRNA RIE 1R 5 R 0 R A R R
PIMG. Tk, HVFZ % EHaE miRNA 58 1 251G 1R K SCHEE. Lhin miR-765 EMNZ 1) 15 Jiw
YA LA KR NI P 23k I, e B A 45 A BATF2 815 (2 2k g it 245 [3]. miR-29a ] LU i {2 3k PTEN
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TE AN R I RIE, Wik P BEER O TR 251 [4]. miR-298 TEVF 2 KM MR sh ik =, bt
FUIRIRIE[S] 6] M (7155, AW FE4RIE miR-298 i i i & AL Ak e RN 5 F% )ik A2 kS 2 R 5 7
[8], JF HA/>EARIE miR-298 55 /e i 25 L AT — € I OCHK[9]. (H miR-298 s 75 78 fififie PRI 24 14 2 ik
R B EENEM, Bl A RiRkiE.

TEARWHE G, FATELAEYE B FHAR R miR-298 7ENREHM 24 1) NSCLC HhRiE B, FIFHE
SEHIIREATR 2589 NSCLC 4Hftk, FRATIRE T miR-298 7ENAAAMN 254k H ik R, i miR-298 mJ LAk
AT 25k BT 251, IFERRAR e BT Reae 7, FATIE— B0 50 K I miR298 wJ LAAE [ 41| 24 PDZ
g5 45 FE P 1) 3% 55 H0iE ¥ (Transcriptional Coactivator with PDZ-binding motif, TAZ), miR-298 &t i 4A it
2RO T Be Al A TAZ 7= AE 1 .

2. LTk
2.1 EYMEERED

FIFH GEO ### FE (https://www.ncbi.nlm.nih.gov/geo/), F 2 Mt i 25 AH G0 a8 R RS A
& F GSEL168707. R #GE U S SRR St FIH perl 155 TR, RIES limma B ST
Z3M M, Ll log2 fold change = 1, p value < 0.05 Aknifk.

2.2. MRS SR

N AE /NG Ff itz 41 B, AB4Q T S 1 5 1 3R AE P (I » GBS 7% T 5% SRR ) 37 SR IR E R R 46,
& 10% FBS X 1%% 485 ) DMEM Sk 77 25595 . miR-298 mimics, NC mimics, TAZ siRNA,
NC siRNA {1/ Lipofectamine 2000 {E A#MAEIEATH Gy, 4P BRI GHE U 4.

2.3. TP 4ARRpkIE L

HORH 5 A A B N BN P fiee 40 B AB49, R IBET ) DMEM bk Rk 55 9%, ANWde s iign
IR, MRIRAE T 2.4, 8,16, 32, 64 pmol/mL JVEA [ 55 FR 15 77, fERFN29WIIR I T FRER5 9% 30 K,
e Ja 13 2 25 K 4u bk, R CCK-8 KT A %o it 25 40 B F0 i 3 o« e sh Ay Z i 25 ik s, R IR
64 umol/mL & NEH £ 57 JE 24 i 245 41 B ik P s 251k o
2.4. CCK-8 SL1&

WS AE K 25 2H A0 A, LA 5000 AN/FLIZE EE R T 96 FLAR T, % 96 FLARE T 37 &, 5% %
BRI BSR40 R RE 77 24 /NI i, SR RIAER R AL FEA N (IR (8] ), 3 25 A i s, BFLINA S 10%
CCK-8 #5775 100 uL, 37 FEMEL R E 1 /M8, T 450 nm K NI

2.5. SEPEMRRSCLE

HOS B KA a0, 1%, L 800 ANFLEEA T 96 FLAR T, A 3 H¥yk—IX, 37 & 5% S fbLikE;
FRTREIE 2 FE, 2R T 0.5 /NN, 5%45 5 et 0.5 /NN, FHE.

2.6. qRT-PCR

MiR-298 1 TAZ [f] mRNA ik /KF-H qRT-PCT kil , F FH 2 RNA $2 U7 & (CRAR, AL 52, DP419),
MRHE VLT B HUE RNA. FIAH miRNA $EH07r 2RI & (R MR, dbnt, DP501)H2H miRNA. FIA cDNA
8 A O E S L cDNA (RAR, AE3E, KR103) . F1 R AR PCR 155 & (KT201) 147 PCR. R Ff GAPDH
U6 3 HIEA TAZ Al miR-298 IS, SI¥IFFIVELE 1.
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Table 1. Primer sequences

=1 5145
LiEEIY) RiEkY
miR-298 5-ACACTCAGCTGGGAGCAGAAGCAGGGAG-3' 5-GGTGTCGTGGAGTCG-3'
TAZ 5'-TGAGAGCCGAAGCCCTTAGA-3' 5-GGATTCATCTTCTGGGCGGG-3'
U6 5-TCCGATCGTGAAGCGTTC-3' 5-GTGCAGGGTCCGAGGT-3'

2.7. WA RBIRESLH

i TAZ-WT (& TAZ-WT B TAZ-MUT (& TAZ-MUT F BERAR) e b KBk & alk, fd
F miR-298 mimics, NC mimics ¥4t HEK293T 4iifig, 48 /N5, {8 H XK G R B S 20 #r R gt 47l

~

E o
2.8. WB

8 H RIPA SR EXAH ML 2 1, SR FH BCA E &, IR FE Ik FETHE_EAE &, B R i A8 J5 5 loading buffer
RA, M EFEAL, HEATHIK, BEJSMH PVDF TR, KOG T, —PiiE . 9 E . ECL
B —PURTES LB IE /35N p-Actin: CST#3700S 1:1000, TAZ#72804T 1:1000.

29. GitorHh

AF SPSS19.0 BEAT LR SE it 04,  BIrA Rl SIS £ brtERRoR, M BN TT 20780,
B p <0.05 ARG F 25

3. SLIRGR
3.1. miR-298 ZEMH 2 fb i 4AfE P RIA T P&

N FARE R A 2 )5 1 miRNA B2, BATES A0S B2 R K IE GES168707 5 FH, i
BT 24995 N B AR 5 I e U s AREAS AR B, 35 11 B2 R 3RIA K miRNA, b 6 FRIA T
W, 5 PRk L, miR-298 & H i RIA P& —FF miRNA, log2 fold change = 1, pvalue < 0.05 (/4] 1(a))-
N7 AE miR-298 TEMY ZG A RIE TR, FRATE IR ERE %, A T AR NI ifE 4L AB49
(TR 25 40k . B 1R BLCE M i 25 40 e b miR-298 Fi& N (1] 1(b)~(d)). PA_E&5 58] miR-298 7E i
T 2 4 i R Rk TR

3.2. miR-298 AJ ARt ZE 4L TT RO SR 4 H-H 1 4R B 52 FE T2 B

0 T S A A B 4 L v PR VR T I RE T, IR MBI B RE T . O T BRI miR-298 7E i i
2y e, FRATTRIH CCK-8 28 DA S 4H il bl 2 1 A S B A ) miR-298 mimics A1 NC mimics £ fii i i
L2 B RN AT SO IR P DA B OR 40 B v B T 2 . FRATT A miR-298 mimics 7] LA#E =) miR-298
[IZRIEIK . miR-298 mimics % Y j5 nf DA— e FE R L OGETN 25 AB49 i i e Busedk , o HLI i 26
AB49 4 i 5 [ T2 A JT 3 . (] 2(a)~(e))

3.3. miR-298 RJLA# 6] 71 [ FE TAZ

N T TR miR-298 A T AR A, A A AE L T AT miR-298 [ F IR A K I TAZ J& miR-298
FAJTEELE PRSI S LR (15 3(a) AT 3(D)), X% e 28 iR 5 S 36 37 miR-298 W] LA EL 42 5 TAZ #8145 4 (14 3(c)),
B J5 3RA1 T WB 6% 4% miR-298 mimics F1 NC mimics J5 [T 25 A549 4 TAZ Fik /KN, K I Gy
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miR-298 mimics 1 TAZ Fi&/K U FRE(E 3(d). LLESERBE TAZ /& miR-298 (1) Rl 5, 25|
miR-298 [ 4[] 4%

m&(ﬁm Group N
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Figure 1. MiR-298 is highly expressed in the specimens and cells of drug-resistant lung cancer. (a) There are 11 differen-
tially expressed miRNAs in the GSE168707, of which 5 have increased expression, 6 have decreased expression, and
miR-298 has decreased expression. (b)~(d) We established a cisplatin-resistant human non-small cell lung cancer A549 cell
line, and we found that the expression of miR-298 in cisplatin-resistant A549 cells was significantly reduced. *Represents p
<0.05

1. MiR-298 ZEM Za i im AR AT SR, (a) FEEBESH GSEL68707 #tH 11 MERFTILH miRNA,
HpRIEASHAE 5 M, RIETHENE 6 #, miR-298 FRiETME. (b)~(d) FHAVEILTINSARIZHH AJE/NRERHTE
AB49 ZHAfAKE, FAIKINNASATIZ5H0 A549 HAEH miR-298 HIFRIARARE T, * 3T p<0.05
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Figure 2. Transfection of miR-298 improved the cisplatin resistance of drug-resistant A549 cells and inhibited clone forma-
tion. (a) Transfection of miR-298 significantly increased the expression level of miR-298 in drug-resistant A549 cells. (b)

and (c) Transfection of miR-298 can improve the cisplatin resistance of drug-resistant cell lines. (d) and (e) Transfection of
miR-298 inhibited cell clone formation in drug-resistant cell lines. *Represents p < 0.05

2. 3 miR-298 FILAMEMIZS AS49 ZRBRAIIREATT ZoMEHNHI R R . () BidiEs: miR-298 FILABARIES
miR-298 ZEM{Z5 A549 {RAARRIFRIAKTE, (b). (c) HEH: miR-298 AT LAKIE M 25 MARARANIREATIZEME, (d). () &%
miR-298 AT AN 25 4RRE kAR e pE S Ak . *X %R p < 0.05

3.4. AR TAZ B E M 2540 R RN EABURAE FH MBI SR Ra 52 BE L AR

TG TAZ &R R 4 i i 250, AR WB SRi8 kI TAZ 1T 25 (1) A549 4fia 3R
IR ETR(E 4(a)), VI TAZ TEile i 24 P A o FE vp o SR . 7R 2540 s R B TAZ-siRNA
HI NC-siRNA HEATH: e, AL TAZ-SiRNA 4 TAZ fRiA & N, HH AR BUSE =, ok
TE RS 2 (5] 4(b)~(e)). LAL45 SR Ui il TAZ 75l i 24 41 i o A 21 S 22 VE o
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Figure 3. TAZ is negatively regulated by miR-298. (a) In drug-resistant cell lines, TAZ has a higher level of mMRNA expres-
sion. (b) Predicted targeting sequence of miR-298 on the 3'UTR of TAZ. (c) The dual luciferin reporter system analysis
showed that the fluorescence activity of TAZ-WT cells in the miR-298 group was significantly reduced, showing that
miR-298 can target TAZ. (d) WB results showed that the expression of TAZ in the miR-298 transfection group was signifi-
cantly decreased. *Represents p < 0.05

[# 3. TAZ % miR-298 BfA[E1E#5. (a) A549 MiiZhkkh, TAZ £ mRNA BIRIEKEES; (b) Fl miR-298 7 TAZ
B 3‘UTR ERISBEFF. (c) DA ESREERE R~ miR-298 45 TAZ-WT RAEHN TS5 14 AR & 1R, 7T I miR-298
A[$B[E] TAZ. (d) WB £5RE 7~ miR-298 #3440 TAZ HRILEARE T, *KF*p<0.05

4. g
i A At T b e N B 2 (O 2 — > — BRI PR 20 00 T F D B A0 2 i e £ B B0

PRIER, SR I LA MR e AR T B, AH T2 5 e H 2™ B, s (0 A0 2 - AT 80 B AT
MU A e A Jm B AT 52—, RUE SRIRTT S AR RNAYT BB AT TR R R, AR
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Figure 4. Knockdown of TAZ in cisplatin-resistant cell lines improved cisplatin resistance and inhibited cell clone formation.
(a) Transfection of TAZ-siRNA can significantly down-regulate the expression of TAZ. (b). (c) The cisplatin resistance of
drug-resistant cell lines after TAZ knockdown has improved. (d) and (e) The clone formation of drug-resistant cell lines was
significantly reduced after TAZ knockdown. * Represents p < 0.05

& 4. BURIRSATT 29404k A TAZ, ATLABEIRSAMI Zote, ADHIZEROSERER AR . () Rid4E S TAZ-SiRNA, ATLLRR
ETRETAZ IFRIL. (b). (c) TAZ BURERTZH LRI ZAE BN E. (d). () TAZ MRS Za4AaikAY
REERERERD. *&p<0.05

s (VT TT AT R FE AR SR PR A — BT 8] o5 40 o5 B A7 o M) =3 Bk 0 [ o3 4 1) DNA 544, 411
HIH 2L FENG IR L IR TT 00 2= LR AR 241, 4 M = AR sV Ea e 24 P4 1 7 a0 32 B4 DA =4

ZiPIHE IR . DNA B 68 J3 a8 DL S A ARGt . miRNA & H RTRIF T+ 40 2 i — P B AR g i
RNA, M miRNA #&ILLLK, 465 —+4ER miRNA FIBF 45U A 3] 7R KK, X miRNA 72/
SRR T #5143 miRNA BOR T2 A 1 S s a7 A2 88 il BFE I, miRNA 78 /98
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T 24 1 1) A= Rt R v o 4% 95 5 B R 1 T . Concetta 25 [101 A\ 38 78 JBE i % A8 75 1 Ath Y i 245 1
MIRNA-217 A2 2R T, FH miRNA-217 7] DL 1 55 20 A S5 56 PR 7 ot Fof R 4
()5 VAR 2457 . Tao SF[LL] ANHGETEL e, AMBARKIR T miR-208b 5 BLyb 4 i 24 74 A il %5
PIAASG, A REma 5 M T 40 =5 R G e 3R 55 . miRNA 78 i iR 265 1 1 2 b th e B B, W%
A H6[12]55 AHRIE miR-92b TEMN 24 (1=l /N4 it fifi i A i - SR A P, J8 I %% 4 miR-92b BLALLmT LA i
Ak /N g (0 251 . miR-298 & —Fh-5 iR i 24 PR B UIAH C (1) miRNA, Bao Z[9) A\ fiki, 7EFTEZ
i 25 N FLIR B 4N B P, miR-298 HIRIAE W & TR, P BEAR (12— Fhid il semafe 2 R 3k N AP A%, Mifi
IR R IR A B R G . RN 2 AT miR-298 1) TN AMERE P MR A R RE,
miR-298 1] LA B 44 P WEER E 2k, AT T PR R 20 . FEARRE TR, FRATE I AR E B
FARB I miR-298 1E NG 24 (1) filifis £ 5 vh ek T B, Bl S FRAT TR L T BB 24 P e 4 ik, I
MiR-298 ({35 % . [l f5 AT TEEMY 24 1K) AB49 Atk h % 4% 7 miR-298 mimics, K INKEAE miR-298 )%
ik FR, ABA9 AR AN 2 1 B ok, I ELAH R S BT B BE T 32 20 . Rt miR-298 FE i i 2
PR R EENEM . BEERATE— BT miR-298 15 il i 25V 1 4> T AL . FRATTEE AR
LB THTM T miR-298 ) RS, FATRI TAZ & miR-298 E(EMHEEEH . TAZ J& Hippo 12 5@
MR IEBR T, TAZ M b = aRIA, R AR A B S (e VR T N [13] . JE Iy
TAZ BIAZHE R AR 58 1 ] L0 Bl 4 B £ 12 [ 141 B 98 R B TAZ E ¥R 22 iR 52 1) miRNA [ R%,
Yang 25 [15] A1 miR-125 @it ) TAZ 1) 45 e 40 B i) 34 FE R4 2% - Yuan S5 [16] A k16 75 i i 41 A
JeiH, miR-125a-5p i@ HE ) TAZ fRdtpdn b, {H TAZ 27552 %] miR-298 (i, HuiMAA
BRIRIE . FEARVITTER, BATE R R IIE 25 A549 40, TAZ W& S ETF, 1 miR-298 W L H
B S5 TAZ, ) TAZ 1I3IA, TS miR-298 A1 TAZ-SiRNA, TETHZ41¢) A549 4t ] LL433
AT R, $o3mT LA S MU 24 1, DA R 4 o B TR Ao R IR FRAT TIA A miR-298 w] LA ok #1117 TAZ,
CACE it e 4 e P i 2 1k

AR LSRR L : — BATHZIAT 7 IS0 AH S IR 7T, JR3AT 45 Gl R 8 2 I 5
W A ERAEGL RSN R . RAMUEGRK AT IRE, HRETIELL: =
AT A EFRI LB T A FTAS L, BATUN miR298 it ] TAZ P22E%N, BAMUANM T TAZ rifk 1
A, FARME TAZ S RIAMYIHMI, HIAEIRIERRE AR . RULTEARRI T, AN 4 E
LG AREEE . R A S8 LA T SE B FIALEIER TS, SR AL 78 miR298 FEffE h IGVER, AlitE
TR

5. &g

mMiR-298 & 3E/INH o i B i 245 ik R e R EA, B miR-298 1193R1A AT Aok 38 i
fid 257, miR-298 1 i 24 1 R GE e i #E m) 0] TAZ SZBLI

SE

[1] Bray, F., Ferlay, J., Soerjomataram, 1., Siegel, R.L., Torre, L.A. and Jemal, A. (2018) Global Cancer Statistics 2018:
Globocan Estimates of Incidence and Mortality Worldwide for 36 Cancers in 185 Countries. CA: A Cancer Journal for
Clinicians, 68, 394-424. https://doi.org/10.3322/caac.21492

[2] Wong, M.L., McMurry, T.L., Stukenborg, G.J., Francescatti, A.B., Amato-Martz, C., Schumacher, J.R., Chang, G.J.,
Greenberg, C.C., Winchester, D.P., McKellar, D.P., Walter, L.C. and Kozower, B.D. (2016) Impact of Age and Com-
orbidity on Treatment of Non-Small Cell Lung Cancer Recurrence Following Complete Resection: A Nationally Rep-
resentative Cohort Study. Lung Cancer, 102, 108-117. https://doi.org/10.1016/j.lungcan.2016.11.002

[3] Lin, W., Miao, Y., Meng, X., Huang, Y., Zhao, W. and Ruan, J. (2020) miRNA-765 Mediates Multidrug Resistance

DOI: 10.12677/acm.2023.133669 4671 Il R 125 23k i


https://doi.org/10.12677/acm.2023.133669
https://doi.org/10.3322/caac.21492
https://doi.org/10.1016/j.lungcan.2016.11.002

ERA %

(4]

[5]

(6]

[7]

(8]

[9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

via Targeting BATF2 in Gastric Cancer Cells. FEBS Open Bio, 10, 1021-1030.
https://doi.org/10.1002/2211-5463.12838

Shi, X., Valizadeh, A., Mir, S.M., Asemi, Z., Karimian, A., Majidina, M., Safa, A. and Yosefi, B. (2020) MiRNA-29a
Reverses P-Glycoprotein-Mediated Drug Resistance and Inhibits Proliferation via up-Regulation of PTEN in Colon
Cancer Cells. European Journal of Pharmacology, 880, Article ID: 173138.
https://doi.org/10.1016/j.ejphar.2020.173138

Li, X,, Liu, C., Zhao, X., Wang, R., Gu, N., Shen, H., Li, X., Wang, L. and Li, C. (2020) Effects of CDK6 Regulated
by miR-298 on Proliferation and Apoptosis of Thyroid Cancer Cells. Oncology Letters, 19, 2909-2915.
https://doi.org/10.3892/01.2020.11398

Mo, Y., He, L., Lai, Z., Wan, Z., Chen, Q., Pan, S,, Li, L., Li, D., Huang, J., Xue, F. and Che, S. (2018) LINC01287
Regulates Tumorigenesis and Invasion via miR-298/MYB in Hepatocellular Carcinoma. Journal of Cellular and Mo-
lecular Medicine, 22, 5477-5485. https://doi.org/10.1111/jcmm.13818

Arabsorkhi, Z., Gharib, E., Yaghmoorian Khojini, J., Farhadieh, M.E., Nazemalhosseini-Mojarad, E. and Zali, M.R.
(2020) miR-298 Plays a Pivotal Role in Colon Cancer Invasiveness by Targeting PTEN. Journal of Cellular Physiolo-
gy, 235, 4335-4350. https://doi.org/10.1002/jcp.29310

Zhang, Z., Lin, W,, Lin, Y., Kang, M., Zhu, J., Tong, Z., Wu, L., Sun, J. and Lin, J. (2021) Long Intergenic Non-Coding
RNA Linc00485 Promotes Lung Cancer Progression by Modulating miR-298/c-Myc Axis. Journal of Cellular and
Molecular Medicine, 25, 309-322. https://doi.org/10.1111/jcmm.16036

Bao, L., Hazari, S., Mehra, S., Kaushal, D., Moroz, K. and Dash, S. (2012) Increased Expression of P-Glycoprotein
and Doxorubicin Chemoresistance of Metastatic Breast Cancer Is Regulated by miR-298. The American Journal of
Pathology, 180, 2490-2503. https://doi.org/10.1016/j.ajpath.2012.02.024

Panebianco, C., Trivieri, N., Villani, A., Terracciano, F., Latiano, T. P., Potenza, A., Perri, F., Binda, E. and Pazienza,
V. (2021) Improving Gemcitabine Sensitivity in Pancreatic Cancer Cells by Restoring miRNA-217 Levels. Biomole-
cules, 11, Article No. 639. https://doi.org/10.3390/biom11050639

Ning, T., Li, J., He, Y., Zhang, H., Wang, X., Deng, T., Liu, R., Li, H., Bai, M., Fan, Q., Zhu, K., Ying, G. and Ba, Y.
(2021) Exosomal miR-208b Related with Oxaliplatin Resistance Promotes Treg Expansion in Colorectal Cancer. Mo-
lecular Therapy, 29, 2723-2736. https://doi.org/10.1016/j.ymthe.2021.04.028

A, MO, BEAMR, . MiR-92b-3p JE it #E[a RAD21 85 4 /INH ff Al o e Ak S st [9]. Sz 2
2%k, 2020, 36(14): 1897-1902.

Lo Sardo, F., Strano, S. and Blandino, G. (2018) YAP and TAZ in Lung Cancer: Oncogenic Role and Clinical Target-
ing. Cancers, 10, Article No. 137. https://doi.org/10.3390/cancers10050137

Noto, A., De Vitis, C., Pisanu, M. E., Roscilli, G., Ricci, G., Catizone, A., Sorrentino, G., Chianese, G., Taglialate-
la-Scafati, O., Trisciuoglio, D., Del Bufalo, D., Di Martile, M., Di Napoli, A., Ruco, L., Costantini, S., Jakopin, Z., Bu-
dillon, A., Melino, G., Del Sal, G., Ciliberto, G. and Mancini, R. (2017) Stearoyl-CoA-Desaturase 1 Regulates Lung
Cancer Stemness via Stabilization and Nuclear Localization of YAP/TAZ. Oncogene, 36, 4573-4584.
https://doi.org/10.1038/onc.2017.75

Yang, M., Tang, X., Wang, Z., Wu, X,, Tang, D. and Wang, D. (2019) MiR-125 Inhibits Colorectal Cancer Prolifera-
tion and Invasion by Targeting TAZ. Bioscience Reports, 39, Article ID: BSR20190193.
https://doi.org/10.1042/BSR20190193

Yuan, J., Xiao, G., Peng, G., Liu, D., Wang, Z., Liao, Y., Liu, Q., Wu, M. and Yuan, X. (2015) MiRNA-125a-5p Inhi-
bits Glioblastoma Cell Proliferation and Promotes Cell Differentiation by Targeting TAZ. Biochemical and Biophysi-
cal Research Communications, 457, 171-176. https://doi.org/10.1016/j.bbrc.2014.12.078

DOI: 10.12677/acm.2023.133669 4672 Il R 125 23k i


https://doi.org/10.12677/acm.2023.133669
https://doi.org/10.1002/2211-5463.12838
https://doi.org/10.1016/j.ejphar.2020.173138
https://doi.org/10.3892/ol.2020.11398
https://doi.org/10.1111/jcmm.13818
https://doi.org/10.1002/jcp.29310
https://doi.org/10.1111/jcmm.16036
https://doi.org/10.1016/j.ajpath.2012.02.024
https://doi.org/10.3390/biom11050639
https://doi.org/10.1016/j.ymthe.2021.04.028
https://doi.org/10.3390/cancers10050137
https://doi.org/10.1038/onc.2017.75
https://doi.org/10.1042/BSR20190193
https://doi.org/10.1016/j.bbrc.2014.12.078

	miR-298通过抑制TAZ改善耐药肺癌细胞株的耐药性
	摘  要
	关键词
	miR-298 Improving Drug Resistance of Drug-Resistant Lung Cancer Cell Lines by Inhibiting TAZ
	Abstract
	Keywords
	1. 简介
	2. 实验方法
	2.1. 生物信息学分析
	2.2. 细胞培养与转染
	2.3. 耐药细胞株建立
	2.4. CCK-8实验
	2.5. 克隆形成实验
	2.6. qRT-PCR
	2.7. 双荧光素酶报告实验
	2.8. WB
	2.9. 统计分析

	3. 实验结果
	3.1. miR-298在耐药肺癌细胞中表达下降
	3.2. miR-298可以改善化疗的敏感性并抑制细胞克隆形成
	3.3. miR-298可以靶向负向调控TAZ
	3.4. 敲低TAZ改善耐药细胞的顺铂敏感性并抑制细胞克隆形成

	4. 讨论
	5. 结论
	参考文献

