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E: BA BHIHSEEESS RNA (IneRNA) AR S5 40 R 507 1(PVT D I 50 RNA (miR)-214-3p/ A T4 H1 25 1 X
(XTAP) X Bz bk B A 22 978 (CMM) I (9 I (DDP) T 25 Pk 152 . F7 ik IS RIS A1 2020 4 3—9 o RO FR AR
Jik 24 €0 9% SK-MEL-1/DDP 4§, 4 40 i 434 25 (T BRAL (NG 41, AN AR EL) B4 5% YL 40 (NC 4], %% %% PVT 1-inhibitor B4 X
M) i PVT1 # ik 41 (PVT1-inhibitor 41 , 7 ¥ PVT1-inhibitor) . 2% 4% 2l (PVT1-inhibitor-miR-214-3p-inhibitor 41 , % %% PVT1-
inhibitor [A] i 4% % miR-214-3p-inhibitor) . >R T S5 W)l f 10 4 % 2R 5 Wl 4% S v (qRT-PCR) il SK-MEL-1/DDP 41 PVT1
miR-214-3p 7KF-; MTT B4 DU 2H SK-MEL-1/DDP 4 L3858 58 77 S X DDP (i 2451 5 it x4t i SR P 4 SK-MEL-1/DDP 4 g
P T2 2R 14 B BT (Western blotting ) K6l DU 2H SK-MEL-1/DDP 4] XTAP . 2 [ 4% 5 AH G A4 I Ki-67 R T2 A0 G 45 11 B 40
WELRE-2(Bel-2) Bel-2 456 X 2 1 (Bax) ik 7K. 17 ] TargetScan B8 JZE F PVT1 5 miR-214-3p U4 ] ¢ 2, AEE 2 i
WERN LRI, 8 5 NG NCZHH, PVT1-inhibitor 41 SK-MEL-1/DDP 4l i 38 58 31 ] 2 [ (22.87+3.43)% . (0.00+
0.00)% . (0.08+0.01)% ] . A T3 [ (40.05+6.06) % L. (15.69+2.35)% . (17.01+2.55)% | .miR-214-3p K Bax F ik it & Tt = (P<
0.05) , PVTL . 2459 2= 550 il v B (1C, ) {E [ (15.1320.45) pg/L H (45.03+1.35) g/l (47.81£1.33) pg/L] . Ki-67 . Bel-2 8 4 . XIAP
mRNA % HAR 36 1K KT 1 1 3 K (P<0.05) 5 55 PVT1-inhibitor 4 FL#Z , PVT1-inhibitor+miR-214-3p-inhibitor £ SK-MEL-1/
DDP 4 A G 0 %[ (15.1242.27) % (22.87+3.43) % | JHT-%4[ (27.88+4.19) % 11 (40.05£6.06) % | \miR-214-3p J Bax ik 1y
2 BEAR (P<0.05) , 1C,, fE[ (23.98+0.72) pg/L H (15.13+0.45) g/l ] | Ki-67 . Bel-2 8 F1 . XIAP mRNA K& & [ 2 15KF- 2 8 25 71
(P<0.05) . TargetScan Fit 22 TN 75 miR-214-3p f& PVT1 AW TR BE A, R0 38 T4 45 2 D] S 30 58 — F AP Tl Ml 2 &R
51 T IncRNA PVT1 AJ#0] 8 miR-214-3p 2635, #04) XIAP 335 , 355 CMM SK-MEL-1/DDP il i %+ DPP ffif 2544 .
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LncRNA PVT1 affects cisplatin resistance of cutaneous malignant melanoma cells
by regulating miR-214-3p/XIAP axis
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Abstract: Objective To investigate the effect of long non-coding RNA plasmacytoma variant translocation 1 (IncRNA PVT1) regu-
lating microRNA-214-3p (miR-214-3p)/human X inhibitor of apoptosis protein (XIAP) on cisplatin (DDP) resistance of cutaneous ma-
lignant melanoma (CMM) cells.Methods The study period was from March 2020 to September 2020. SK-MEL-1/DDP cells were cul-
tured in vitro and divided into blank control group (NG group, no treatment), negative transfection group (NC group, transfection with
PVT1 inhibitor negative control), PVT1-inhibitor group (PVT1 inhibitor group, transfection with PVT1 inhibitor) and co-transfection
group (PVT1-inhibitor-miR-214-3p-inhibitor group, transfection with PVT1 inhibitor and mir-214-3p-inhibitor). Real-time quantitative
polymerase chain reaction (qRT-PCR) was used to detect the levels of PVT1 and miR-214-3p in SK-MEL-1/DDP cells; MTT assay was
used to detect the proliferation and drug resistance of SK-MEL-1/DDP cells; flow cytometry was used to detect the apoptosis rate of SK-
MEL-1/DDP cells; Western blot was used to detect the expression levels of XIAP, cell proliferation associated nuclear antigen (Ki-67),
B-cell lymphoma-2 (Bcl-2) and Bel-2 associated X protein (Bax) in SK-MEL-1/DDP cells. The TargetScan database and double lucifer-

ase reporter gene experiment were used to predict and verify the targeting relationship between PVT1 and miR-214-3p.Results Com-
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pared with those in the NG group and NC group, the proliferation inhibition rate [(22.87+3.43)% vs. (0.00+0.00)%, (0.08+0.01)% |,
apoptosis rate [(40.05+6.06)% vs. (15.69+2.35)%, (17.01+2.55)%], miR-214-3p and Bax protein expression of SK-MEL-1/DDP cells in
PVT1 inhibitor group were significantly increased (P < 0.05), while PVTI, half inhibitory concentration (ICy) [(15.13£0.45) pg/L vs.
(45.03£1.35) pg/L, (47.81£1.33) pg/Ll, Ki-67, Bel-2 protein, XIAP mRNA and protein expression were significantly decreased (P <
0.05); compared with the PVT1 inhibitor group, the proliferation inhibition rate [(15.12+2.27) % vs. (22.87+3.43)% |, apoptosis rate
[(27.88+4.19)% vs. (40.05+6.06)%], miR-214-3p and Bax protein expression of SK-MEL-1/DDP cells in the PVT1-inhibitor+miR-214-
3p-inhibitor group were significantly decreased (P < 0.05), IC,, [(23.98+0.72) pg/L vs. (15.13+0.45) pg/L], while Ki-67, Bcl-2 protein,
XIAP mRNA and protein expression were significantly increased (P < 0.05). The prediction of TargetScan database showed that miR-
214-3p was a potential target gene of PVT1, and the dual luciferase reporter gene experiment confirmed that there was a targeting rela-

tionship between miR-214-3p and PVT1.Conclusion Down-regulation of IncRNA PVT1 can up-regulate the expression of miR-214-

3p, inhibit XIAP expression, and reduce the resistance of CMM SK-MEL-1/DDP cells to DPP.
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R 5k PR 8 98 (cutaneous malignant melanoma,
CMM ) 2>k 5T 7 €5 3% 20 Jf 1 e JOR Ve e g, & i
Bl H 5 e ¥ | I AF ok R R B4R E TS,
25 N A Fet e - E B . BAT, CMM 1Y F253AR
I FBOE TR Uk SR . A (DDP) & — & AkyT
25, PR E I E Tz ] H i TR AR
L5 T WGt 24 1, iR b5 0 T CMM 3R 7 80CR &
DDP By = Bt TR AR CMM A7 i 245 48
SRHE B IR AHOCHIL ], %) -4 8 5L CMM 1k
Y 24 73 1 SR ORI o KB IR 2 % RNA
(long noncoding RNAs, IncRNAs) J& — F [x £ RNA
S AR AE A HRISEE T, fe 5 AR R AR g A X
R SEE A A  JR 1 R i RN SRR T R #4198 sl
FEVE R . AR S M0 i B9 5 47 1 (plasmacytoma
variant translocation 1, PVT1)J& IncRNAs FKJ&E— 5,
REAETIE 7, HEAE CMM 3 A\ g 4 40 rp S5 s 3%
K, HARSMIESE R W R 15 5 B8 W2 M i CMM
AN R fE E AR TS A PVT RT3
55 1 g 88 Tirf 245 20 ML bR LoVo/DDP Ay 3 5, 36 i Ho Ak
ST ABURE S 4/ RNA (microRNA , miRNA/miR ) j&
— ARGt RNA , 1 BE R #E 5 3Rik , 2 5 2R E
TG SN . miR-214-3p /E % UL miRNA , $IE 5
Z SRR A PES, PVT e LR 418 R 7
PR 2635, BRI miR-214 (%) 3 325 AT 55 i 3L A g 40 A
ST 251 . WSS 7R, 3d 338 miR-214-3p Al 2%
10 T J 5 20 LA e ) S 2 AT 2R HAT A
5 PVT1 ,miR-214-3p %} CMM 41 ifg DDP fiif 25 1 it 5%
i) N2 AR SCHIL I I A 4 18, PRI ARAIE S T 2020 4F
3—9 H #i1 PVT1 5 miR-214-3p X CMM ifiif 245 4l fifd
AW EAT R R, LI A i R -4 B CMM AL YT
M 245 53 48 m AR AL T RCR AR — 2%

1 MR5FE
L1 M8 A Bk R 4 3R 8 SK-MEL-1 41 Jig £k

Long non-coding RNA plasmacytoma variant translocation 1;

MiR-214-

(BNCC100491) W [ A6 44 BBk (db 50) A= ¥ H Rk 5
Bt . RPMI 85 3% 3 (3-2001) ., 2 (1 #2 B 7 &
(BC3711-50T) . %% 441 71 & (Lipofectamine ™3000,
EF010-E) W F 26 3L 364 3-2(4, 5- — HI FEBERE-2 ) -
2- DY FE AR SR E M 35 (MTT) (€S2905) I 25 11 V-
SERRE IR G (Annexin V-FITC)/BUK R IE (P1) I
T 3k 5] £ (WK304) | % & 43 25 3K ) (Trizol
Reagent, YT526) X5 't 5 il 41 45 Ak PR AG: 0 4 5]
& (KFS303-HUV) 14 F 46 50 i B 38 S bt A
T (X (XTAP) (201477-T36) \ Bel-2 Ml 6 X
5 1 (Bax) (ATA25287) . 4 Jig 384 8 AH ¢ 4% T )
Ki-67 (100130-MM21) | B 4 g # [ 98 -2 (Bel-2)
(FT-B3598S) . B L3 & 1 (B-actin) (ABP57456) —
Pt BRI E AL Y EE (HRP) (CEHT %, SE12-0.1) — 9t
¥y B s AR W 5 VS WA (R T 8L (525
C14330-100mg, FL4% 10 mg) W B 11 4 55 & Hil 25 .
PVTl1-inhibitor & miR-214-3p-inhibitor 1 [ |- ¥ 7%
¥4, BBD6220 5% 3546 14 H 22 [E ThermoFisher Scien-
tific; ELx800 fiff #1:1% . C1000 %= & PCR 1Yy A 3%
Bio-rad ; CytoFLEX it U4 I [ 9% E Beckman.
1.2 Ak

121 @miessc  HMERIRVR S 298, INA & 10%
Jif A I Y RPMI 35 3 56 v B 3240 TP 85 % (5% —
ARk, 37 CLRANE B ) , B 2~3 KA, L 108
7%, Kl DDP ¥ B2 8 B 15 & 37 DDP Tif 25 4 ffd Pk
SK-MEL-1/DDP 4ii§g, LA 5.33 mg/L DDP % ¥ 4 5 41
J i 25 1, 76 1 2R ST 1 R & DDP B 3R
WG .

1.2.2 ‘oA R A3 O ECE K 3 20 ik =
B R T 24 LR (2.5%10°4/4L) , 43 P L (1) %8
FIGT B ZH (NG 2H) : H % SK-MEL-1/DDP 41 i1, FH &%
10% K 3% I 25 1135 +90% RPMI 5 7 5 5% 48 h; (2) FH
PR YL ZH (NC L) - iNA S pL Lipofectamine ™3000 1
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50 wmol/L. PVT1-inhibitor-NC , Fi & 10% K3 iz 4 IfiL
TH+90%RPMI 35 Wi 1% 57 48 h; (3) ] PVT1 ik 4
(PVT1-inhibitor 41 ) : A 5 pL Lipofectamine "™3000
150 wmol/L. PVT1-inhibitor 581 , FH 5 10% K I i
A= 1L ¥ +90%RPMI 15 WE 15 7% 48 hy (4) S g 2
(PVT1-inhibitor+miR-214-3p-inhibitor 21 ) : fil A 5
pL Lipofectamine ™3000 150 wmol/L PVT1-inhibitor
J miR-214-3p-inhibitor J¥ 51 L5 YL J5 | F & 10% X
I 16 2 I +90% RPMI 355 W 355 9% 48 h, 4% 4% IR
e g R) & U I ER A S AR S A A ] T )
S8 . PVTl-inhibitor J¥ 41 : 5'-ACTTTAAGTGGAG-
GCTGAATCATCT-3" , miR-214-3p-inhibitor 5 %] -
5'-ACUGCCUGUCUGUGCCUGCUGU-3"

123 B & EE 3 HRFR AL (qRT-
PCR)#: ] IncRNA PVT1.miR-214-3p . XIAP mRNA
KF TRIzol I HEHURE FF 48 h (1) 4 HL bk & RNA , U]
FE VR BE o Fi BT T Y A O 1l A SR L E AR
DNA (¢DNA) o 5| ¥y H1 75 JH 0 B A= B ¥+ 5 1l
278 P PVT1  miR-214-3p . XIAP mRNA 7K
AT FRIR T

1.2.4  MTT & A2 2m fe 36 78 46 /) Bodt 25 1 IUEG
Yy 48 h 5 0 20 fL R e R T 24 LR (2.5%10° /AL
R 6 AL AN A T AR ) R - 45 41 40 i 3 4k
ZE 15 5% 48 h 5 [ 45 FL A MTT 20 pL, fillA 150 pL
TR o TEREAR{L 490 nm A0 iE £ L 40
MG RE . T 20 B B 1 2R (9% ) = (1 -5 S0 20
9 PR/ B D6 2 FEAE ) x100% . 1T 245 PRz ) < 4%
MBS HIIMA 0.2.4.8.16,32.64 pg/l. DDP %
W, 100 Z AL, RS8R 55E 48 b, AR HRAE IR 41 i
BT N AR iy s e g e B S E W ER S
PE LA 2525 W~ B vk B (1C,) L

125 AwX@meRenamiem = BUEY 48 h
J B 240 PO AR 35 T 24 FLAR (2.5%10° /AL ) |, 4% B
70 100 WY 5 A FE A L, 0l 1R % o R VY R (PBS) T Uk
JG B L PBSIRAIUINE , 70% L1 4 “CEE 24
h, PBSTH¥E, NS5 wL PI+5 wL AnnexinV-FITCR2],
et 30 min FHREG ALK

1.2.6 & & i ¥P i 3% (Western blotting) 4 0 & & &

® AR RS RN, Bk E NG
JEE, ARG AR 2 W5 (5%) B A1, Iin A — 3t Ki-67 . Bel-2.,
Bax ,XIAP(1:500) ,4 Cid & , VL, WA —Hi(1:
1000)H 1 h, WA & SHEAE &,

1.2.7 R FBRE K B AR PVT1 *f miR-214-
3p 49 35 k4% TargetScan il PVT1 55 miR-214-
3pFEELEBAALE P T A A % miR-214-3p 2%
B LAY PVT R R s B2 14, 1 2 PVT1 B A 70 o
KL(PVT1-WT) FIZEAE AU BTRL (PVT1-MT) o K PVT1-
WT.PVTI-MT 4355 miR-214-3p-inhibitor-NC . miR-
214-3p-inhibitor $£4% 4 F SK-MEL-1/DDP 4 g , 535
9 miR-214-3p-inhibitor-NC-PVT1-WT 41 . miR-214-
3p-inhibitor-PVT1-WT 4 | miR-214-3p-inhibitor-NC-
PVT1-MT 4 . miR-214-3p-inhibitor-PVT1-MT 41 , E.
TR YLD B4 “1.2.27 v EAT 5 K5 55 48 h e 4% BGAUR
BTV RIS FR AR TS

1.3 FitFEHE B SPSS 19.0 0 Mkt . Bl
Phw + s RoR, PRALIA] LU BCR TP S, FEAS K 0, 2
) LR P ERLLRL 3R T 26 43 A, 22 4 T) 99 7 V) L 26
KHILSD ¥, P<0.05 2R A Gt L.

2 H#R

2.1 #%& 4 SK-MEL-1/DDP 48 ffl PVT1, miR-214-
3p. XIAP mRNA K FLbE 5 NG NCH LK,
PVT1-inhibitor 41 SK-MEL-1/DDP 41 fifi PVT1, XIAP
mRNA 7K I 2 F A (P<0.05) , miR-214-3p & # 7F
& (P<0.05) ; 5 PVT1-inhibitor £H . %% , PVT1-inhibi-
tor+miR-214-3p-inhibitor 21 SK-MEL-1/DDP #H fifs
PVT1 /K25 5 TG0 1t 2% 5 X (P>0.05) , miR-214-3p
I F R (P<0.05) , XIAP mRNA 7K 58 3 71 &
(P<0.05). W32,

2.2 &HSK-MEL-1/DDP HffEE B R LB NG
ZH[(0.00+0.00)% | NCZH[(0.08+0.01)% | .PVT1-in-
hibitor 2 [ (22.87+3.43)% | J2 PVT1-inhibitor+miR-
214-3p-inhibitor 2 [ (15.12+2.27)% ] SK-MEL-1/DDP
1 R R H A R R 8, F=184.10, P<0.001; 5 NG 41 .
NC 41 %, PVT1-inhibitor 41 . 2 71755 (P<0.05) ; 55
PVT1-inhibitor 4] ¥ # , PVT1-inhibitor+miR-214-3p-
inhibitor 21 i P& {IL (P<0.05) .

R LM TOLE B R RS BEE Y (qRT-PCR) 5 [ W1 P51

SEH BG4 57 —3" B 519y 5°—3’

PVT1 AAGGTGAAGGTCGGAGTCAAC GGGGTCATTGATGGCAACAATA
XIAP GGGAAUAGUAGCUGUCAAATT UUUGACAGCUACUAUUCCCTT
B-actin GCAGAAGTGCGAAGAGGAGG GCTTGATGGAGTTGTCGGTGTA
miR-214-3p TGGAGTTGGGGGTTTCTGTA TTCAGTGCACAGGTTCAAGC
ue6 GTCAACGGATTTGGTCTGTATT AGTCTTCTGGGTGGCAGTGAT

L PVTL NS S AN IR S 07 1, XTAP 9 AR T3 2 (1 X, B-actin 4 B ILBHZE .
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2.3 #&H SK-MEL-1/DDP 4H ff1 Xt DDP fit 24 14 L
B NGHL[(45.03£1.35)pg/L] NCHL[ (47.81+1.33)
pe/L] . PVT1-inhibitor 21 [ (15.1320.45) pg/L] X
PVT1-inhibitor+miR-214-3p-inhibitor 41 [ (23.98=+
0.72) wg/L. I SK-MEL-1/DDP 4 g IC,, L35, 2 74 58
P25 X (F=1 418.74,P<0.001) ; 5 NG 41 \NC 4 [t
¢, PVT1-inhibitor 41 i & F£{IK (P<0.05) ; 5 PVT1-in-
hibitor 4 H. %%, PVT1-inhibitor+miR-214-3p-inhibitor
20 4 2 T+ (P<0.05) .

24 &4HSK-MEL-1/DDP 4HUEATIERELE NG
ZH[(15.69+2.35)% ] NC[ (17.01+2.55)% ] .PVT1-
inhibitor 41 [ (40.05+6.06)% ] 5 PVT1-inhibitor+miR-
214-3p-inhibitor £ [ (27.88+4.19)% ] SK-MEL-1/DDP
MMEIH TR LI, F=46.48,P<0.001; 5 NG 4 .NC 4
Fb%2, PVT1-inhibitor 41 i 3 J 5 (P<0.05) ; 5 PVT1-
inhibitor 0 %2, PVT1-inhibitor+miR-214-3p-inhibi-
tor ZH i FEAIK (P<0.05) .

2.5 &#HSK-MEL-1/DDP i sE AT H*XE
ARIELLE 5 NGl NCL %, PVT1-inhibitor
2 SK-MEL-1/DDP 41 Jfl Ki-67 . Bel-2 25 [ i & &%
(P<0.05) , Bax {8 % J} 55 (P<0.05) ; 55 PVT1-inhibitor
LN PVT1-inhibitor+miR-214-3p-inhibitor 2 SK-
MEL-1/DDP 4 }fd Ki-67. Bel-2 & 11 & 3 J+ & (P<
0.05), Bax it & %MK (P<0.05) . WLF 1,33,

2.6 XKt = B iR & & B 4 N miR-214-3p Xt
PVT1 B ¥ % i #&
getscan.org/) 45 R 2R, PVT1 5 miR-214-3p 5t

Targetscan (http://www. tar-

5 6 7 8
4 G D c—— —
D e—— —— O —
2 D W o —
N N W
. 1—B Hlah & A ( B-actin) ;2—B M EJE-2(Bel-2) #1153
—Bcl-2 #H 5¢ X 4 11 (Bax) 5 4— 40 )i 14 5 A C A% 40 Ki-67; 5—NG
2l ; 6—NC 41 ; 7—PVTI-inhibitor 41 ; 8—PVT1-inhibitor+miR-214-3p-
inhibitor 24 .
Bl1 A4k (3R SK-MEL-1/DDP 4 358 1M1
Tk

st

FEHFAESS AL, UL 20 DGR B A5 A 5
A5 R oK FE YL PVT] WT 19 5256, miR-214-3p-
inhibitor-PVT1-WT 2024 S il 16 14 (1.37+0.21) . 3%
T miR-214-3p-inhibitor-NC-PVT1-WT 4 (1.03=
0.15)(:=3.23,P=0.009) .

NG 41(0.38+0.06) \NC(0.35+0.05) \PVT1-inhib-
itor 21 (1.15+0.17) }2 PVT1-inhibitor+miR-214-3p -in-
hibitor 21 (0.80+0.12) PVT1 & [1 # ik L%, F=70.25,
P<0.001; 5 NG 241 \NC L%, PVT1-inhibitor 2 i 2
T & (P<0.05) 5 5 PVTl-inhibitor £ v , PVT1-in-
hibitor+miR-214-3p -inhibitor ZH . 3% P& % (P<0.05) .
UL 3,

3 iFig

CMM 2 H A 5 om 4= 28 K 5 4 fie 1 00 Bz R
IR 2 — R SR AR . B R CMMUE A
BELARSTVE A AR G 1 BT B, DDP J2 I K

R2 KA EIE SK-MEL-1/DDP 400 PVT1 .miR-214-3p  XIAP mRNA /K HL#/x + s

Eibl EER) € PVT1/B-actin miR-214-3p/U6 XIAP mRNA
NG 21 6 0.99+0.15 1.02+0.15 1.00+0.15

NC 4l 6 1.00£0.15 1.01£0.16 1.02+0.15
PVTl-inhibitor 4] 6 0.55+0.08"% 1.45£0.217% 0.53+0.08"%
PVTl-inhibitor+miR-214-3p-inhibitor 2 6 0.53+0.07"2 1.20£0.1872% 0.85+0.1372%
il 29.45 8.18 18.02
PAH <0.001 <0.001 <0.001

HPVTL AR S AN MR 467 1, B-actin K B-ILEh A A, XIAP I AT & H X
D5 NG #,P<0.05, @5 NCL I, P<0.05. @5 PVTl-inhibitor 21 HL4E, P<0.05.

R3S R AA 29 SK-MEL-1/DDP 403858 8 T AH DA 1 26k e il/x + s

215 GV Ki-67/B-actin Bax/B-actin Bel-2/B-actin
NG 4H 6 1.18+0.18 0.3320.04 0.95+0.14

NC 41 6 1.20£0.19 0.35+0.05 0.96+0.15
PVTl-inhibitor 41 6 0.57+0.09"% 0.97+0.16"% 0.3020.05"2
PVTl-inhibitor+miR-214-3p-inhibitor £ 6 0.85+0.1372% 0.67+0.1172% 0.71+0.1172%
il 23.08 52.75 40.44
P <0.001 <0.001 <0.001

1 Ki-67 M AN AE AN AU, Bax J Bel-2 M156 X B, B-actin A B-WLBhEE 4, Bel-2 4 B ANk ELR -2
D5 NG A, P<0.05., @5 NCH 4, P<0.05, @5 PVTl-inhibitor 4 HL# , P<0.05.
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PVT1 3'UTR-WT 5' ..CUGCUUGGCCCGUGUGCAUACAA...3'

miR-214-3p 3 ACUCGCCACUCCCGUAUGUC 5
PVT1 3'UTR-MT 5' ..CUGCUUGGCCCGUGUCUGAGUUA.. 3

B2 miR-214-3p 5748 S AN 5007 1(PVT1) B B ) 6 3R
3 4 5 6
2 mm— — D
| - T T S
1 1—B LB E M (B-actin) 52— AJH T 3 9 X (XIAP) 53—
NG 4 ;4—NC 2H ; 5—PVTl-inhibitor 2 ; 6—PVT1-inhibitor+miR-214-

3p-inhibitor S
3 B A5, 2598 SK-MEL-1/DDP 41 il XIAP 85 11283k LR

— ATy R W TR RS G A DL AR )
RO B AT IR A0 M B 7 A R R B Ak Kk T 24
PE, DABEURI T RO A AR [N AT CMM Z: 9
TRYTHEARIG SR DDP 1 24 40 i U , 8k I R A
FEA

IncRNA “h—Fh A g i RNA , 76 5 DR 7KSF 9 |
I Mo AN R R A R b A4 EE AR T R A
WO S BURAE & 4. Chen ZHFSE B,
PVT1 235 AT i 25 100 J €0 230 A IO 384 0 A= 2%8 S e
5, T BE R R AR EIRIT IS . Wang 56
WFE 78, PVT1 ZE TR DDP fY 15 IR 20 i 96 41 21
I Z b ik B, 5 i 20 M nisnm 25 0. B
HT AR A7 2 3k 22 i 12 A 5 e 440 L 1ok
AYCIRANM o ki-67 FE 12 41 f 34 58 AH OC 3L A 2R
F, R AR 2 S i 3R, Bel -2 & —Fh JFUR LA
REAN 40 B8 T, Bax S AR EZ AR IR T2 3L
A 5T L SK-MEL-1/DDP 41l Jifd J 0 53 %5 %, i 2 %
P SR BN, 5 NG AL (NC AL EL#E , PVT1-inhibi-
tor 21 SK-MEL-1/DDP 4f it PVT1 7K *F- . Ki-67 . Bel-2
MR IA Y W A, 0 A G B R R R TR
miR-214-3p & Bax ik & 3 T4 & o Ui B 30 6l
PVT1 235 7] gl i | 9% miR-214-3p % 1k 4101 i SK-
MEL-1/DDP 4fi il 34 5 315 S A -0 5 NG 4 .
NC 41 I %8 , PVT1-inhibitor 41 SK-MEL-1/DDP 4 Jifs
1C,, 2 BEAR . 5 BEAE I AH DGR rh A X
— 3, B R PVT 2635 AT BB 42 %55 SK-MEL-1/DDP
4 Jg X DDP (AT UM . miR-214-3p SR K E
20-23 ML R B BA%GE RNA 20 1, R 5L SRR i &
BT, BEE A TR & A=, Chen 88T 5% i
7N, 12 F A PVTL AT EE ] F 3 miR-214 kg i7F 5P &
SEE AN LB B Re A% . XTAP 2 08 1400 gl 6 X 52 0 i
B2 —  BENSHE L 2 AR T T R 40 40 i
T2, SRRAVEAEPIESY BN, i R U/ RNA-23b-

3p AT HE ] IE XTAP 3591 il 2 X5 7 58 T i 1l
ARG A IR T . Yang 7 R BOR
it 3Kk miR-214-3p A # [m] T I8 XTAP A (e 40 0
) 240 6 93 240 16 0 T DA e I At B X 2 A Ak 24 25 4
SR . AWFFE N E] PVT1 5 miR-214-3p f77E 45
A, HE—ESE , miR-214-3p-inhibitor-PVT1-
WT 241 %' Z Wl i M 5k 3 =1 T miR-214-3p-inhibitor-
NC-PVTI-WT 4, 5 NG 4 .NC A LL#, PVT1-inhibi-
tor 41 SK-MEL-1/DDP 4l Jfl miR-214-3p 7K °F- . 2 F}-
i XIAP mRNA K H 85 1 480k 1o 35 BRI Y 5%
miR-214-3p-inhibitor J5 , & 3L F & PVT1 & 35 77 i
SK-MEL-1/DDP £ it 3 78 - i 240 i 98 T~ Rk ) B 2%
BEA , A0 A 1C,, W 2 11 5, . miR-214-3p 7K F- & 3 %
fik . XIAP mRNA FIEE 1 £k B E T m . TR
PVTI1 3235 # 5 SK-MEL-1/DDP 4l ffi % DDP 1) {k.97
BOBPE | 1T RE R 38 2 S 1) b JE miR-214-3p, 41 il
XIAP IRk I

g F Tk, i £ 3k PVTI ] RE i o 80 1) 4
miR-214-3p F 3k, YETT I8 XTAP ik [#(IL SK-MEL-
1/DDP 4fi ffL %t DDP i AL y7 UM . CMM A& A= K i
2 HL 2 2%, & F PVT1 5 miR-214-3p/XIAP fili 7
SK-MEL-1/DDP 4 fitd .77 1iif 24 b i) B A1 F AL A7

SE

[1] REYES E, URIBE C, DE VRIES E. Population-based incidence
and melanoma-specific survival of cutaneous malignant melanoma
in a colombian population 2000-2009[J ]. Int J Dermatol, 2018,
57(1):21-27.

[2] XIA A, LI H, LIR, et al. Co-treatment with BEZ235 enhances
chemosensitivity of A549/DDP cells to cisplatin via inhibition of
PI3K/Akt/mTOR signaling and downregulation of ERCC1 expres-
sion[J]. Oncol Rep, 2018, 40(4):2353-2362.

[3] DELIBERATO D, JENNISCHE M, OXLEY J, et al. Vocabulary
comprehension and strategies in name construction among chil-
dren using aided communication [J]. Augment Altern Commun,
2018, 34(1):16-29.

[4] HARDIN H, HELEIN H, MEYER K, et al. Thyroid cancer stem-
like cell exosomes: regulation of EMT via transfer of IncRNAs
[J]. Lab Invest, 2018, 98(9):1133-1142.

[5] WANG BJ, DING HW, MA GA. Long noncoding RNA PVT1 pro-
motes melanoma progression via endogenous sponging miR-26b
[J]. Oncol Res, 2017, 26(5):587-592.

[6] FETTAL, MER, THIY, 55, IncRNA PVT17ESS H i 4
N 9 35 K HX ISP 7 SO (s i LR [ ). o
R A= AT 2235, 2019, 26(7) : 743-750.

[7] NUNEZ LOPEZ YO, VICTORIA B, GOLUSINSKI P, et al.
Characteristic miRNA expression signature and random forest sur-
vival analysis identify potential cancer-driving miRNAs in a broad

range of head and neck squamous cell carcinoma subtypes [J].



% # B 25 Anhui Medical and Pharmaceutical Journal 2022 Jun,26(6) - 1231 -

Rep Pract Oncol Radiother, 2018, 23(1) :6-20. [16] YUL, XU Q, YU W, et al. LncRNA cancer susceptibility candi-

(8] Z=H, 2244, HIM, 5. miR-214 8 1] Lnc-PVT1 40 L AR 240 date 15 accelerates the breast cancer cells progression via miR-
S PO A0 i 50 AR [T ). 259 43 B Ak i, 2020, 40(6) - 153-3p/KLF5 positive feedback loop [J]. Biochem Biophys Res
1011-1016. Commun, 2018, 506(4):819-825.

(9] I, A . i B A0 R I miR-214 2 35 K % fili i 20 A o 1= [17] CHEN L, MA D, LI Y, et al. Effect of long non-coding RNA
M2yt 25 sz ()], h RS2 507 2k, 2019, 33 PVTI on cell proliferation and migration in melanoma [J]. Int ]
(11):1073-1077. Mol Med, 2018, 41(3):1275-1282.

[10] &AM, KE, P £, 5. microRNA-191-5p L7 PLCD1 i [18] WANG F, JIX, WANG J, et al. LncRNA PVT1 enhances prolif-
P B4 g A0 LT 2 BL R SR (D). 2R P R 2 2 ik (18 2 eration and cisplatin resistance via regulating miR-194-5p/HIFla
ML), 2019, 38(3):477-480. axis in oral squamous cell carcinoma[J]. Onco Targ Ther, 2020,

[11] BANDOVKINA VA, FRANTSIYANTS EM, ROZENKO LY, et al. 13(1):243-252.

Chronic neurogenic pain activates growth factors in the blood of [19] XU Y, ZHANG G, ZOU C, et al. LncRNA MT1JP suppresses
patients with cutaneous melanoma[J/OL].J Clin Oncol, 2020, 38 gastric cancer cell proliferation and migration through MT1JP/
(15_suppl) :22082.DO1: 10.1200/JC0.2020.38.15_suppl.e22082. MiR-214-3p/RUNX3 axis [J]. Cell Physiol Biochem, 2018, 46

[12] KARACHALIOU GS, CARROLL SB, PATEL NM, et al. High (6):2445-2459.
incidence of brain metastases (BrM) in patients with metastatic [20] YING C, HUI D, LEWEN B, et al. LncRNA PVTI promotes
cutaneous melanoma (MCM) and mutations in the APC/B-catenin ovarian cancer progression by silencing miR-214[J]. Cancer Bio
(CTNNB1)[J]. J Clin Oncol, 2019, 38(15):9527-9527. Med, 2018, 15(3):238-250.

[13] ZHAO Y, WANG H, WU C, et al. Construction and investiga- [21] ZREUEL, DFMK, 24, 5. fﬁﬁﬁﬂ%”‘ﬁﬂ%% 54 % MFC fif
tion of IncRNA-associated ceRNA regulatory network in papillary IR/ U 4140 XIAP, PTEN Rk M2 m [J]. L B4,
thyroid cancer[J]. Oncol Rep, 2018, 39(3):1197-1206. 2019, 46(2):418-421.

[14] CHEN L, MA D, LI Y, et al. Effect of long non-coding RNA [22] S5FAE, PhE0HE, BHTE . miR-23b-3p B ] XTAP J845 25 KU 56
PVTI on cell proliferation and migration in melanoma [J]. Int ] 5 9 T 0 2T 4 20 O B4 B AN R T AL R ST (T ). b e B A
Mol Med, 2018, 41(3):1275-1282. LK, 2019, 35(7):1310-1315.

[15] WANG L, SUN, ZHANG Y, et al. Clinical significance of serum [23] YANG L, ZHANG L, LU L, et al. miR-214-3p regulates multi-
IncRNA cancer susceptibility candidate 2 (CASC2) for chronic drug resistance and apoptosis in retinoblastoma cells by targeting
renal failure in patients with type 2 diabetes [J]. Med Sei Monit, ABCBI1 and XIAP[J]. Onco Tar Ther, 2020, 13(77):803-811.
2018, 24(37):6079-6084. CHciey 14 : 2021-03-09, & 5 H 41 : 2021-04-13)

AL @E*’i 2022, 26(6) 1231-1234.DOI: 10. 3969/3 issn.1009-6469.2022.06.041.
CllsRE=EC

K BEESRMS RNA 6 E2 AN 1 1 ops e 2 5L DA 2 %35 il 4 i
WEHE AR 220 R

S N TR TTES
Ak s IR = B IR o A, FTAb HREE 0560005
HRER T o pE R TR B AL, ATb HRER 056001 ;
CBRETH ZERaEA, T B R E050011

WE: B HEHREEIESS RNA (IncRNA ) b T 40 A T i s i 26 S B 2(DLEU2 ) 7 7 8l 9 v i) 224 B HOuH 3 200 M 1 g A=
M. ik 20184F 5 1 £ 2019 4F 7 A A RN TT 26 = BEBE AT FARIEYT I L0 BETA IS 1) 22 19155 Bl 20 20 K0 R 1)
o M AURAR . R SERT 7t 2 /& PCR SN DLEU2 76 7 B 21 SUM A0 v (0 2k T 00 o B PR A% 37 10 5 e 4 M bk CATL-
27 A4 AR IR (B Yy ) 25 2 M 2] (3 2804 1 DLEU2 41 (75 e DLEU2) , 2R FH S 9% 5 7 f: PCR AN 41 i 1 DLEU2 3k
MTT 5 46 DU 200 S A, Transwell K40 1228 . S5 R 59855 4141(1.00£0.00) AH L , 7 8985 41 41 DLEU2 3235 /K (0.30+
0.02) B @ FAK (P<0.05) 5 3 Fh 7 898 SCC-15(0.35+0.04) \SCC-4(0.48+0.04) Fl CAL-27(0.26+0.03) 4il il H DLEU2 (1) 357K -4
I8 BRI HOK 41 2 (1.00+0.00) 34 B B FE A% (P<0.05) . 5% RZLAH L, DLEU2 ZH 40 ffl v DLEU2 2635 /K F0 B Jh &, B

21 0 RN A 22 68 7 WA 859 (P<0.05) . #5318 IncRNA DLEU2 7E 75 B9 20 U 40 B vh IR 35, b V8 G 3 34 T 40 o) 7 el
CAL-27 41 Hu 3756 Az 2%



