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K-5EdE40 RNA LUCATI JE IR 95

MIA PaCa-2 g %Pk ALEIF 5
A R AR UKV
(B EFRKRFWES —ERILIRI, A0 230022)

WE BHM HEKEEEEST RNA(IncRNA) LUCATL XF A AR AL MIA PaCa-2 AE¥)°#47 RS20, ¥R LUCATL 7 g i
PP TSR, A TR BRI GEPIA 3T LUCATI 75 98 vh 1 98 748 B2 225K 1% 00 5 -PCR S2 36 A6 I X6 L AL
JHERR A AT M HPNE B A BRARIE A0M P LUCATL (3 35 7K - ; FISH A8 A BRI 21 21 LUCAT1 3K K204, CCK-8 5256
1 Transwell SR LUCATI X} MIA PaCa-2 4345, JHT- it 2§ ZaE B RE 1 s, SRR G & 45404 LE X LUCATI &5
B AR 538 %, Western blot SIS IRIEEE T #£A K-, &R GEPIA M 45 R B8, LUCAT1 78 A JBEARJE 41 40 2 18 K
L ;q-PCR SLE S5 R BoR , N EIREAIMH LUCAT] 3Rk, 2R A HIT¥E X (P <0.05) , mifli&id #ik LUCATI A5
JER IR A ARG B R T P AR 2 L BT RS RN 2R R ST (P <0.05) o FEIRARSE T LUCATL 520 p-Akt kKT, IF4E Akt
I MK-2206 AbBUSAHHCIIRERL I, 4518 LUCATI iid PI3K-Akt 15 538 4 6 IR 40 i MIA PaCa-2 JEPEMEE
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I iR e — IR AR AR B A TH AL R SR L 5
AR 9% ) SRR IE R 2 3R 90 4
SR AL AR HAELIZ W, il RO T B
NAYT T-B A BR HIR T SR A, B0 o i s
IR B e N2 e R A R R 2 —
o BoR, K 4% JE 4% 5 RNA (long non-coding
RNA, IncRNA ) 75 5 3 P 2 88 v 5 4% 22 0 1 1) 42
YEH . IncRNA Jilif@ #H 56 4% S48 1 (lung cancer-asso-
ciated transcript 1, LUCAT1) JiF 5 S YL Ak ¢14. 3
JSER i SEAIRIN O 5 il e g JR A G LUC-
ATL 75 ZFUEPEMIE A SUh 3Rk I | o
9 FLIRE B A TR R IR G R A R R S IR
JRFRSFR TNM 43 31 45 I PR A8 b3 A 5GP . LUCATI
TE RN T B A e A PR A iGE i SR, T
LUCAT1 X it 2 88 9 52wy B AR SCL L, 5 e
R TR IREIR YT S AL A Ay ]

1 HREFE

2024 - 10 -26 2k

HETH . HR A RPIAES (9582002534 ) ; L8 1k 5 2 0F
5% BERHIF 3 4 (45 :20222hyx-CT1)

FEZ A B, 5 R
IRV, B IR BN, Ak S, W AE /R, B-mail ; lu-

oguangtao@ outlook. com

1.1 FEMEB AR MIA PaCa-2 4G [
BEBE I W 40 M . RPMI-1640 X3 3% 5t (1% =,
11875176 ) \10% it 4 L7 ( 525 : 16140089 ) 14 F 3¢
[E Thermo Fisher 2, RNA S5 il & (58 5.
MR05401S) .q-PCR &5 & (575 : MQ00401S) 4 H
DB A PR A BR A A, CCK-8 7 & (5845
CKO4) g [ H A [ {4k 2% 28 Al Transwell /N (58
51 14342) I F AR A PR A PR A Akt 2R
H—$i (5% 5. 80722) . p-Akt & 1 —#i (57 5
13038) It [ 3L [E CST 2~ Fl, P53 H I —$L (15,
T40060) W [ 1 16 3 L 3 55 A 1 e 25 BB A BR 2
Fl, B-actin £ 1 —$T (575 :60008 ) . LI FEPL R 1gG
ZH(H5 . PR30011) (ILEPUMR 1gG ZHT (585
PR30012) g H F 2 = &A= YR A BRA A

1.2 #HRaESRS siRNA T3 MIA PaCa-2 4fififg H
AN 10% JIG 25 37 9 RPMI-1640 15353 BT 5%
CO, 37 CHUMusEFRF PG5 . S QL H il S MIA
PACA-2 20 45 Fh 2= 6 FL Ak (i JC WAL 15 7
JE) S AN G R 2R 50% WHE ALY . 100
pl Opti-MEM B 0.1 nmol siRNA B 2.3 g o FE
IR PRLEAAR R IR 55 AT 100 pl Opti-MEM #i
B S wl Lipo-2000, 52 2 WK IR S), FILFRE 5 min;
A DAL 35 00 B R T A 2R i, 35 T i 20
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min,, FEFE R RESYIINA 6 fLARH 44
MUt 45] AR & T 5% CO,,37 CIHIR
FARAATh IR Rk 4 ~ 6 h R .

A BB /NP RNA J7 518 si-LUC-
AT1#1: 5'-GCUCCUUUCCUCACAAGAA-3'; si-LUC-
AT1#2. 5'-CACACUAUGUGUUCUGACU-3', ZFE4%
Hom HA RN A PR Jl A i LUCATL JE R 3Rk
AR R M B 2 BT R A R A R
AlE L LA si-NC 378 /D T4 RNA B B DA si-
LUCATI1#1 si-LUCAT1#2 275 LUCAT1 #fi%; LA Vec
FR i R R X IR AL, LA Vee-LUCAT1 78 LUCATI
1.3 q-PCR I8 CR4E 45 1945 A 40 i i TR-
Izol EHRHUANMLE RNA  JFIE RNA MREE, H4iE
el N GAP IR UL U 1 g S RNA g5k
B cDNA, JF# B 20 £5 5 FHUA q-PCR 5555, q-PCR
AR ZR 20 wl, Hirf SYBR FiiR#K 10 wl, [R5
P04 Wl R cDNA B9, 2 pl, IRZRAED
BRI GEE A qPCR U If 4k = 2k
P (A8 — ARk - ZEAH) AT RN 95 °C,70 5555 ~
65 °C,10 s;72 °C,30 s, ¥ B-actin /E NS IHH
F 2 7413 LUCATL ] mRNA A 6k &,
518175 . LUCATL [ 5'-TTGGCACCAGAGACCA-
CAAA-3", LUCATI F i 5'-GGGCGACAGAGCGAA-
ACTCT-3"; B-actin I ¥ J¥ %] 5'-CCTTCCTGGGCAT-
GGAGTC-3', B-actin | i J¥ 41 5'-TGATCTCATTGT-
GCTGGGTG-3', BIMZ+t & #oE HAE Y RHE A B
NTEiRE g
1.4 ZRREMETESELG  CRr A% Y5 0 4 4 40 B 43 ) 4
Fl T 96 fLk , LA R LY 1 x 10* 4>, B FHEAR K
B4 AL ER SR 1.3.5.7 d JRREFLINA 10
pl CCK-8 ¥ W, 1t F B bR U AE 450 nm I I 2
FEJE (optical density, OD){H , T 55 Ye 2l 5 X} BE4H
B K OD {EAHXT A 21 4% 2H 240 7l 2
1.5 YRERBIE IG5
KLU AN AL 1 x 10° /ml LB 100 pl 28l
B Transwell 38 F4H A R A0 /NE FE
¥ 10% Fa 4= ME G FRINANE T2, 5555 24 h,
FH90% &1 [ 7 /N2 IR A0 L, 0. 1% 25 i 52 e £
Je BT B T REYLIEE 3 SR
1.6 HHEMEMMESMESEW il CCK-8 LIk
M2 e 5 MIA PaCa-2 147 7 fth 62 4 B33 il v 7
(50% -inhibiting concentration, 1Cy, ) . B ¥ 4 5 i)
2 LA A3 RN T 96 FLAR , RFL AN LY 0.5 x

10° A4S B REARIEE 3 DNEE . FRA G EE S
AT A 5 A [l FE 35 PE A (0,5,10 .20 .30
40,50 .60 ,120 pmol/L) 56 &G 545 57,48 h )5
BELMA 10 pl CCK-8 ¥ ,450 nm P K E OD
B, THEAS R BN 2 20 5 %) B2 OD {EARXT A%
B4 L AU IS T .

1.7 Western blot ;5 M E B FRIE WEEK LG
(45 L 2B, A RIPA 24 Mg v 42 B4 B s B 1, 9
W H T TG 5 R VA T i Je , AR 4 2 1 ke
JEGE— & AR AT B F UK o B o S
AR R B0 2 R 9 SR TS, 1T 5% Wi Big 24 15 v
HH 1 h, 4 C—HUPEE R, BEER R IR 22 vP i ok
B8, WU 1 h, YRS RO R

1.8 mXMAAR OSSR, TR wERR R
ZZ S ( phosphate buffered saline, PBS) Y4 g
2K, H1400 pl 1 x Amexin V %54 % 5 = 17 4
M W EEZ R 1 x 10° A/ml, TEARMLEIF IR PIA 5
wl Amnexin V-PITC ( EGFP/Alexa Fluor488 ) %4 {f i ,
BRRIEAET 2 ~8 CHEAM TIEE 15 min, N
A5 ~10 pl PO RBIES T 2 ~8 CHL&
FFE 2 ~5 min, 5 37 B 2040 SR
1.9 WHJR{LZ 3L LI ( fluorescence in situ hy-
bridization, FISH) & 506 A 55 U1 F B 220K R
it 2H 2 s TRl A, TS W &k 10 ~ 15 min,
FARHN DR 22 1mi P i hn 2 1R K TH Ak 10
min, Z/K PPESE PBS VE Ve, T ZH 21 IR i m
W, BB 20 min, 7 IBELWT R % IR EEOEIFE 15 min,
W3R BT PBS R (LR IR E SR BhBE s, 5
WA R 17100 B B2 i A ek f RS YRR, SR I T i 1
VIR 37 CWEE 1 h, LA SCW, T 2% 58 VO
PREF 0 TR 24 58 W, TERAR 42 °C 2238t
VRS I A s e S R AR SR E
15 min, WEOFFEE, ERMMZ, B, Bk,
EUGR A48T, LUCAT1 %%} . 5'-TTGTGGTCTCTG-
GTGCCAAG-3' , ZZHEM /R & H B = W RHE A BR 2
Al AL, R A SRR T L BB R A5 — i E
= Be i R}, AS BIF 5% O 38 2 18 B 2% 01 2 o % (HkfE
5:20200220) .

1.10 EFEEEE 517 (gene set enrichment analy-
sis, GSEA) M TCGA Hitdls P v 75 31k B 48 Fn 3
AR TS 130, PEAN & A0 10 B 35
3 o T R A HE R 5 R T RO S B 1Y = B4R A
IR AT e, T 2 E AR R ST I, T BT A%
1 :adjP <0. 05, 2 M Al G o0 15 5 %
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1.11 SZEHH @ 7L % GEPIA (http://
gepia. cancer-pku. cn/ ) Z3AT LUCAT1 7£3Z 36 o g
L isea 55 U ARN RIA K-, IR 2 a2
TR e A R A R SR B A A U A
LUCATI R 157K, LA EDE U2 3L, 142 ik LU-
CATI 7452 By 2R Ol

1.12 it 8 SRH GraphPad Prism 9. 0 #f4:
BTG . TR TORLL x 2 5 FOR T SEER Y
25 3 WA LAY w5 S, P ) R
FBRSEAEAS ¢ K56, 22 41 ) L R M7 2200 # . 31
BOPORHLIR (% ) Fom AL HLBCR T X K, P <
0.05 RESA G E L,

2 FR

2.1 LUCATI1 ERRIRERRRIEER ELEdE
FE GEPIA 7345 R 7R, IncRNA LUCAT!1 75 iR IR Jes
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HPNE MIAPaCa-2 AsPC-1 PANC-1 CFPAC-I

PR 2N 2R W] Bl v TR 05 A2, 25 A gk > 2
(P<0.05,K 1A), L q-PCR SZH6 5 SR fik
R4 4 L HPNE B2 A g it 9 40 S PANC-1 | MIA
PaCa-2 . AsPC-1 ,CFPAC-1 7 LUCAT1 #Y3 kK,
255 I R B IR R 40 . LUCATL 35K ¥ F
HPNE (£y1, puca s = 3- 455, Pyis paca s <0.05 30,00, =
5.876, Pype_; <0.001; ¢, =23.530, Ppyne_y <
0.000 1; tepprc; = 23.580, Pypncy < 0.000 1, [
1B), id it FISH A A JBRBR 98 20 ZH v LUCATL 3R
KR R B R AR T 55 41 21, LUCATI 78 1
B gih T Rk R EN TR (P <
0.05,1C),

2.2 LUCAT1 3% f% R & 40 B MIA PaCa-2 8%,
BETHIRM i q-PCR 525673 5145 MIA PaCa-
2 2 siRNA AR #5 Y4 )5 LUCATL B9 k15 0, 45
WK, 5 si-NC 4] %8, si-LUCAT1#1 4] ,si-LUC-

CY-3 DAPI Merge

1 LUCAT1 ZEANFRIREF R RIEER

Fig.1 The expression of LUCATI in human pancreatic cancer

A: The expression of LUCATI in various tumors and paratumoral tissues in GEPIA database; B: q-PCR detection of the expression of LUCATI in

different pancreatic cancer cell lines; C: FISH detection of the expression and distribution of LUCATI] in human pancreatic cancer tissues; “ P <0. 05,

***P<0.001, """ P<0.000 1 vs HPNE group.
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AT1#2 4 LUCATI RNA 7K ¥ F I (topeams =
25.800, P yeams < 0.000 15 ¢ o = 30.600,
P veans <0.000 1,8 2A) ; 525 4041 s, 285 e
LUCATI FAFR 345 LUCAT1 RNA Fik/K¥ E
P4 (¢ =26.130,P <0.000 1,[#2A) .

CCK-8 SLHG 5 I 28 7% YL J5 MIA PaCa-2 Y3 5
fie ), 45 R R, si-LUCAT1#1 4H si-LUCAT1#2 ZH 40
LR FE AR T si-NC 2H (¢ ponmm =7+ 212, Povernan
<0.0015 b yexmm = 5-438, P veanm < 0.01, &
2B) ;LUCAT] # R R 0 & m T A (¢ =
6.163,P <0.001, & 2B) , 1 1 Jii =X 40 A ARG I 4%
AN T T-15 B0, 45 R IR, si-LUCAT1#1 41 si-
LUCAT1#2 AL T35 T si-NC 4L (¢ oamm =
12.890, P, venms < 0.000 15 1. camm = 23.780,
P ueamm <0.000 1,18 2C) ; LUCATI i Rk T-%
T 258041 (1 =14. 760 ,P <0.000 1, 2C) .
2.3 LUCATI X} fERRE 208 MIA PaCa-2 iT #5 A

A i

B

JIBE M Transwell L8045 R B8, 5 si-NC 41 kb
&% si-LUCAT1#1 4 si-LUCAT1#2 2H 3T % 40 fu %k H
vﬁjz //I\ ( tsi—LUCATl#l = 7 587 ’ Psi—LUCATl#l < 0 000 1;
Livenrn =8:-331, P ieamm <0.000 1,18 3A)  LU-
CATI i FER TR H 3 £ (1 =8. 113,P <
0.000 1, 3A) . [FFE, KR SLK 45 5 £ B, LUC-
AT g AR A0 1) 20 LG #2880 (trvcaman = 8- 406,
P vermn <0.000 156 camm = 8765, Poveann <
0.000 1,8 3B), LUCATI1 iz % i5 4 k40 it i 7% fig
J1(1=8.430,P <0.000 1, 3B),

2.4 LUCATI & RRE 08 MIA PaCa-2 FEFfth

EXTSEENEMN  CCK8 LI RN, 5 si-

NC HH#, si-LUCAT1#1 41 si-LUCAT1#2 4075 P fih
T 1C,, B, 3 F2 IR 4H ) 19 ( Control £ ,si-NC 4H |
si-LUCAT1#1 # si-LUCAT1#2 4 . Vec 41, Vec-LUC-
AT1 2119 1C,, 43 514 30.05.30.91,24.10,19. 89,
31.68 .43.91 wmol/L, & 4),

3

300 HitH
= T ® Control
é 250 4 §i-NC
=) W si-LUCATI#1
£ 200 2ol F si-LUCATI#2
- 15 a Vec
2 o m Vec-LUCATI
9 Q>) k%
% & 1F * k%
2 05F ook okok
= sk %
°
[~
Control  si-NC si-LUCA si-LUCA  Vec Vec- 0 1 1 L 1 !
TI# TR LUCAT1 0 2 4 6 8
Time(d)
Control si-LUCAT 1#1 Vec
10° 10° 10°
10° 10° 10°
C 40r 10° 10° 10°
\? . 10° 10° 10°
% 30- sk ok skok — 10\ 10' 10\
= W
= 10° 10° i 10° i
‘2 20k 100 10° 10" 100 10 10* 100 10° 10'
2 .
g. si-NC si-LUCAT1#2 Vec-LUCAT1
(=¥ 5 s 5
= 10f 10 10 10
3 10° 10" 10°
10° 10° 10°
Control si-NC si-LUCA si-LUCA  Vec Vec-
T1#1 T1#2 LUCAT1 10° 10° 10°
10' 10' 10'
100 100 ) 100
10° 10° 10* 10° 10° 10 10° 10° 10*
FITC

B2 LUCATI *FFERREL0A MIA PaCa-2 58 A T-HI 200
Fig.2 Effect of LUCATI on the proliferation and apoptosis of MIA PaCa-2 in pancreatic cancer cells

A g-PCR detection of the expression of LUCATI1 in MIA PaCa-2 after siRNA and plasmid transfection; B; CCK-8 assay detection of the proliferation

ability of MIA PaCa-2 after transfection; C: Flow cytometry results of the apoptosis of MIA PaCa-2 after transfection;

**P<0.01,"" " P<0.001,

*EEEP<0.000 1 vs si-NC group; **P <0.001,*# P <0.000 1 vs Vec group.
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Cell healing rate(%) @

E 3 LUCATI XffREREE4EM MIA PaCa-2 TR EE KRN
Fig.3 Effect of LUCATI1 on the migration ability of MIA PaCa-2 in pancreatic cancer cells
A Transwell assay detection of the migration ability of MIA PaCa-2 after transfection x5; B: The scratch assay detection of the healing ability of
MIA PaCa-2 after transfection x5; **** P <0.000 1 s si-NC group; ™#*P <0.000 1 vs Vec group.
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Fig.4 Effect of LUCATI on the sensitivity of MIA PaCa-2 to

gemcitabine chemotherapy in pancreatic cancer cells

2.5 LUCATI @#5 Akt 5 S8 @it GSEA ¥
LUCAT] 1= 3Rk g (4 22 55 55 (adjP < 0. 05)
55 iR AR AR 5 38 5 T He X, A SR R (I
5A) PI3K-Akt, P53 %5 {5 53 % & £, Western blot
SR B B AR A S Y SC HEEE  (181 SB) L LU-
CAT1 B R AICS , p-Akt 3K FEAK; ¥ LUCATI 14 3%
KI5 p-Akt 3k FIH, 7E LUCATI i 3 3k R) isf i A
Akt A5 MK-2206 4 HRA0, % B p-Akt iK%
A RIRAW D, p-P53 HE K IAE LUCATI LM
AR TCHA ARk

Transwell S5 45 0 8 78 i &£ 5 LUCATI1 f5

MIA PaCa-2 iT % fig J1 7] # MK-2206 #1141 (& 5C.
tVec-T.UCr\T] = 7 528 ’ PVer-LUC/\TI < 0 001 5 t\'ec-LUCAT] + MK-2206
=7.009, Py, vean sukans <O0.001); CCK-8 S2 K
I MIA PaCa-2 BYHSFEEE J), 45 R W 7n, £ LUCAT1
FFRIRIE LR, MK-2206 4L FHLL ) MIA PaCa-2 41l
iﬁﬁﬁgﬁ%ﬁjﬂ]%ﬂ( Igl 5D : tVec—LUCATl = 8 748 ’PVec—LUCATl <
0' 01 5 t\'eu-LL’CATl + MK-2206 = 9 482 ’ P\'ec-LUCATl + MK-2206 <
0.001) ; JH 7% Pt 35 MIA PaCa-2 41 1C,, ¥ J& &b
FH CCK-8 SZHG A 4% 2H MIA PaCa-2 H 40 15 17,
53R IR, MK-2206 A AR MIA PaCa-2 4 fifiH LU-
CATI1 = % 35 JIr $2 T 1% 75 V8 fih 352 1 245 P (1 SE.
17.320, 0.000 1;

t\'cc-LUCATl = P\'cc-LUCATl <

tVeL’-LUCATl + MK-2206 = 11 010 ’ PVec-LUCATl + MK-2206 < 0 001 ) o
3 g

LncRNA LUCATI 7E Z FOW 4 b 9 v 22 57 R 3k
I3 AN [ Oy 2 e R kA R R IVE R, TF
7519 W] LUCATI W] LA FIZ Kl 2 &9 2 B
SR IR p21 5 57, FEIT 8 58 AR /) 20 it 98 40
AR N AN BB RE 1, WS S, LUCATI 8
ALl B4k A 2 Ry R R &
Az, A, LUCATL A3E 3 R DNA H S RS i 1
NI A2 F £ 45 i A M 3 3 75 #5170 0 R, IncRNA
LUCATI 7£ B B 98 & A & 8 v B9 4 FHAIL ] 1 A B
W, ASHE 5T 245 & 75 L8 i GEPIA 4r B &k 9,
LUCAT] 7E fififig JH-ig | BB S 0 g vh 3Rk 1
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Fig.5 LUCATI regulated Akt signaling pathway

A: GSEA gene enrichment analysis; B: Western blot assay detection of protein expression; C: Transwell assay detection of the effect of MK-2206 on

the migration ability of MIA PaCa-2 cells x5; D: CCK-8 assay detection of the effect of MK-2206 on the proliferation ability of MIA PaCa-2 cells after

LUCAT! overexpression; E: CCK-8 assay detection of the effect of MK-2206 on gemcitabine resistance in MIA PaCa-2 cells after LUCATI1 overexpres-
sion; **P<0.01,***P<0.001l, ****P<0.000 1 vs Vec group; P <0.001 vs Vec-LUCATI1 group.

P4, Transwell 55 45 45 2R 42 75, LUCAT1 {2 # MIA
PaCa-2 iFFERE J7, CCK-8 Kz ifi =X 41 Jf A 552 16 4%
FHA LUCATI X} T MIA PaCa-2 4 Jifd EL A {2 ik 4%
B AR T AR AR HE ) 7 PG L 25 A,
LR R, LUCATT 78 B B9 vl g 2 AT
e 1 R AR A

LUCAT1 7] i i3 5 miRNA, RNA 25 & 8 H
( RNA-binding protein, RBP) 1%, F #2245 & @ AH 5
FE N5 B XA Ry S e M R, 7EFLAR
JarP ! LUCATY 38 5 W ff miRNA , [ #2306 Wit/
B-catenin {5538 i, i i FLAR I 40 T4, S0 A o
531 M, LUCATI 78 K s b nl 1) 3335 16 PS3 1

S P A A R I . AR WFSEE I FISH S5
BGUE T LUCATL 78 JiR B g 2 20 b (%) 32 35 22 0 A 1
O, LUCAT1 TEMRAR i 4l 23 )iz o0 A H e A
TURMEAE , #k— A ENGE T LUCATI A REZ 580 T
JEEENLE . T T34k LUCATI 5 e i it i 1) 2
HLHI, A BF 57 38 1k GSEA I F 3% 15 5 1% .
PI3K-Akt P53 %55 518 M0 I 5 & 22 . 48 Westemn
blot B E, & B p-Akt £ 17K F-Bi LUCAT1 FikKF-
B3, 24 LUCATI BT, p-Akt 8 F7KE T
635 LUCATI J5 ) B 7, HiZBL4 n] # MK-2206 53
B, PS3 ERH/KFRH R, ik PI3K-Akt
ES BT AE S LUCATI %A 6, RE AR H
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38 1) 5A B h LUCAT1 5 PI3K-Akt 15538 %
Z A HAA S 2 (HYE T H IncRNA AR IR A i
AETESE T PI3K-Akt {75 538 i vl 52 Wi B O =45 74 A
WM 25PN LUCATTH ) 838 3 78 24 miRNA “ 4
Tg4” 85 RBP 456 sk 445 6w 5 m SE A
DNA %507 05400 PI3K-Akt {5538 BTG MEAKCE

Akt E—2 1 Aktl \Ake2 F Akt3 7 RIZH 5 B
REMEBURBE M, T E i R N A | R T ARG
AT ARk R A A YN, Horp p-Akt 2 Akt
BEEAEIE R, p-Akt ASLAT LUEE S 40 jE P9 1Y
Az R R T 2 1 40 e 20 B A R T iR AT A
T WA A A B 5 ) s A0 i ) s A
X S AHE 5T Y D) e S 5 45 R — B, i # ik LUC-
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Study on the mechanism of long non-coding RNA LUCAT1 regulating

the malignancy of pancreatic cancer MIA PaCa-2 cells
Ye Mengjie, Qu Weiwei, Luo Guangtao
(Dept of Breast Surgery,The First Affiliated Hospital of Anhui Medical University, Hefei — 230022)

Abstract Objective To investigate the effect of long non-coding RNA LUCAT1 (IncRNA LUCAT1) on the bio-
logical behavior of MIA PaCa-2 in human pancreatic cancer cells, and to explore the potential role of LUCATI in
the malignant progression of pancreatic cancer. Methods The mutation and expression of LUCAT1 in pancreatic
cancer were analyzed by GEPIA | the expression levels of LUCATI in human pancreatic ductal cells HPNE and hu-
man pancreatic cancer cells were detected by q-PCR, and the expression and distribution of LUCATI in human
pancreatic cancer tissues were detected by FISH. CCK-8 assay and Transwell assay were used to detect the effects
of LUCATI on the proliferation, apoptosis, drug resistance, and migration of MIA PaCa-2 cells. Gene ensemble
enrichment analysis was performed to compare the related signaling pathways involved in LUCATI1, and Western
blot assay was used to verify the protein expression level. Results The results of GEPIA analysis showed that the
expression level of LUCATI in human pancreatic cancer tissues was up-regulated, and the expression of LUCAT1 in
human pancreatic cancer cells was significantly higher (P <0.05). Knockdown and overexpression of LUCATI
could affect the proliferation, apoptosis, gemcitabine resistance, migration and invasion of pancreatic cancer cells,
and the differences were statistically significant (P <0.05). In addition, LUCAT]I affected p-Akt expression levels
in pancreatic cancer and was inhibited after treatment with Akt inhibitor MK-2206. Conclusion LUCATI regu-
lates the malignant progression of MIA PaCa-2 in pancreatic cancer cells through the PI3K-Akt signaling pathway.
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