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Abstract

various tumors. Although the use of chemotherapy drugs has significantly improved patients’ survival rate and prog-

As an efficient treatment for malignant tumor, chemotherapy has been used widely in treating

nosis, the rapid development of multidrug resistance will lead to therapeutic failure. In the past few years, IncRNA
UCAI1, as a multi-drug resistance gene, has been found to mediate drug resistance in a great number of tumors.
This manuscript reviews the progress of UCA1 in drug resistance and prospects the development and challenge in
the future.
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H AT, M i O ki N 5 R T e
R REWIT RIEEF ARG BAEF AR TIRTT
() 3 BGIT FB, (2510 5558 1) 14 R JoRE ) 14 DL K
Ji R R 43 37 ) 2 24 370 24 (multidrug resistance, MDR)
REAEEINCR JT AT B BRI R, HAE T
Ja AR . KEEIEImIIRNAJKEE b B J EHTE 1 (urothe-
lial carcinoma antigen 1, UCA) . KIS 51/ L Fh
Jia i 24, IR 1 fRUCALA S (1Tt 25 WL H A
A I S IR 2 D R AT T B AR

Wi Fis H 11 2019-05-07 152 1 17: 2019-08-06

1 UCA1

20064, YANGHE Mg 563l 1 1 155 bt Jes 4t
FBLS-211 SBLZ-211 37 & B 1 4235 15 51 F7 25 (ex-
pressed sequence tag, EST) /1 B{(Genbank: DR159656).
X% Fr BO#EAT cDNA R B PR 7 38 43R (rapid am-
plification of cDNA ends, RACE))5 , fifi13k%53 1 1%
ESTH Bt 14K cDNA, i 4 A UCALl. UCALEN T
19p13.12, A3NAME -, HART2N e 4 B ERV ]
KA i 8 2 7 7)) (long terminal repeat, LTR)#E 43 .
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YE R AESBBRNA, UCA1JEH i ] 132 HE (open reading
frame, ORF)Zw i 55 151, RNAE[3ZE(Northern blot)4)
HrUCA1FHIIS &I, UCAIEAEI N AR A BT 448 =
1A, K2R H1Z11 400 bp. 2 200 bpf22 700 bp. X H:
K EEZ) 1 400 bpHI sk A A+ E . 74h, RT-PCR
3 HTUCATL BRI 18] J 723 [A) Rk i X, K IWUCALHE
Z FRRG R R H 2R, an s e . 45 E e SR 21
HE R IAR, X R, UCALS MR kAR ELRER
Ko

2 B 2R <A

T8 B a3 2 AR FE 1) 25 W06 9T, TR J3R
F3VE bR T 24 #0277 IR ST ROR . DUE )
WFFE R, FEUMREIN 25 L H SRR TR A S
29N ANHE SR Bk FE A R 4 D 2B A ad B P
[F O 550 B B IR AL GEpL I, SR A A AT AL
Tl W2 D) fe IR AW, ERaZE AR, 3 5 1 #3010 4
Wh A4 (exosome) 15 T T 257 LA K Ji JEEMDRAH % &
IncRNA, #THOTAIR(HOX transcript antisense RNA)®
ANRIL (antisense non-coding RNA in the INK4 locus)® .
UCA155 3 1 IR it 25 WL AE AT B . AEARZ
IncRNAHY, (1 TUCAIFE 2 R i s Rk, Hik
A5 22 Ao TR T e 24510, DAL AT A4

3 UCAISMEHZ
3.1 UCAISMFIR RSB ZS

H AT, AT BN O T AR AL B AE /N 28 i il
J& (non-small cell lung carcinomas, NSCLC) & #1777
MARE T 2, BEAE R 75 AR 8 Jé 5407 254 11 B
F, Wit i 24 SO M i . DU 3R 2o, KT
I NGUEE I, T e s 2 7 W X B Ll I 60% 26
RE KM, EYME BT 1% S gRT-PCR I T Jm AL,
DB R T 4, R 8 I 40 i) 7 (tyrosine kinase inhibitors,
TKI)ifit 24 [ i i ANSCLCZLZTUCA W] & % ik 1]
R CCK-8 MTTE 43 1T R 3N, 47 It Fi e 76
INSCLCI 25 40 I ICso ) 2 i T AE I 2540 g, H 5
UCAIRIATEE 2 IEA K, ERURUCAIRIAJS, 1Cs
5 T R, X R, N IMUCALZ Ik AT i % il
Joes A0 FROXH I A0 A S B PE . A I TR E, b R (]
Jii % 4k (epithelial-mesenchymal transition, EMT)#% &
55 I8 AT SR ME AT OR0ST B 5T B 25 (Western
blot) & i, Mif ZiNSCLCAH A I EMTAH 5% & I N-cad-

herin. Vimentin 5 Snail 32 1A B 22 34 755, 1M f{KUCA1
Ja, FIREE ARE NI, XK, UCAIH REIE
W TTEMTS 5 R iR 24 -

HH 7 43 BT R B, mTORAE 5 3@ 4 X NSCLCHE
FCTKIT 24 2 4% 5 2 AE M. ©API3BK/AKT/mTOR
5 ERKUH % /& EGFR[1) 2 2% 8 T Ui (5 =l g U7
CHENGZE! VG 11 Tif 245 40 i Hh 1230 % £ R I8 7K1
KU, MRUCALJS, p-EGFR(p-epidermal growth fac-
tor receptor). p-AKT. p-ERK(p-extracellular signal
regulated kinase) & p-mTOR(p-mammalian target of ra-
pamycin)FKiL K FE G N 548, N HAmTORH
7, T 25 240 B A TCso th W 55 A% o 408 S AN,
UCA1 W] f¢ il i PI3K/AKT/mTORJE # i TiNSCLC
M 24 o

FAICAE R TKII ZNSCLCAI fIUCA 1 KI5 5, i}
2 A0 i ) T 2 S It 2 IR B 1 -3 (caspase-3).
e 2R 5 1 i -8 (caspase-8) A i ¥ /&y . IX R HH, RAIK
UCA R FE A4 JHORa T 24t A7 100 5 FH0. - RSk T 5%
RW], UCALR] 1T 2 Fi g 42 91 7 i ik JE XNSCLC
i 245, {H H H7 X 25 FLEUCA LEGEEMT & mTORIH#
B B AR DT AT AT
3.2 UCAIS BRI RGBT
321 UCAIEEREMZ A NHLRG R LK
ARERE, BT A BT RIGIT . AT
FAEYNRYT o iAE AL TT 2590 B 72 £ IMDR I R
S BULST RIS AR I KB, UCATH]
i T miRNAS F 5 8 2 25 . 2 TR 55 3% W,
UCA11E Bl 2 2 (ADR) X 5-9 JR 185 e (5-FU) it 24 1)
B R IA B, HCIKH 254 UCA LS, it
24 i 4 M BT TC o B S22 AT 9 T2 38 T 1. Weestern
blotiiE: 52, ## T 4#H 5% £ [ caspase-3 &, PARPFK 1A Tt =1
MM Bel-2 B FEAIM 2, X, MRUCA 1 ) i e
B2y . FANGE VR I, 75 15 J il 25 20 miR -
27bFR LB T, H 5UCALRIE K 2 FUAH G,
CAHHFRIE, 104 B RN BT B miR-27b7E B
R RIAH AR, JE AT 2 57T B EMDR™ ., N
S BT R B, UCATH 2 miR-27b3 15 45
B R RIEmIR-27bJ5, i 24 B Ji 41 HIIC s [F]
FEREARM . BRI K W], UCA/miR-27b%h ] /i 3
BIEIN 252 . SR1M, miR-27b2& S AFAE Ui e 5L A
fEUCAT1 ik P YR 5% 9*RNA(competing endogenous
RNA, ceRNA) 77 2 151 254 4R
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322 UCAIS4AMEH H A, P92 S
J5-FUHEAE R4 B e 838 B 7 B a1
HEhRIT . BT H a8 1 25 %, IT 97 RK
B R I 5522, UCAL W] @ ik 7 WA 748 3% 5 JeceRNA
75 AN T 45 BT 25 . BIANZED)) My 45 H g e
HRUCATZE RIS, KL T 5 DA R IE FTUCAT#E 5%
A BX(NR_015379.3. GU799565)4~ [ IIUCA1%% ¢
K, WA LKL 456 bp, H T8 - MIMETAZE
147 bp. XU, 45 BV AR R AR A R D) RE Y
FUCALE: SR A . qQRT-PCRAK I, UCA1E ik /K - 78
VG 2 BT S S-F U 24 1) 25 B 1 6 20 i w35 9 (2
L. F5-FUA BEUCAL = K I8 45 B g e 41 i )5,
P8 T2 R B 3 PR, X R W, UCATTT I8 i P A%
i 96 &0 B G i 52 5-FU Ak BT i, UCATLTAT LA
ceRNA 77 2 i 1 45 FE I B T miRNATTT 520 Ve i
Po AW Ar M FE, Al AT I, miR-204-5p K
CREBI1(cAMP-response element binding protein 1) /&
UCAIE N ceRNATA 1118 #% 1 138 /R #E 4>+ 980
FBE ARG IAIE 52, miR-204-5p 1] 43 7] 5UCA1 . CREBI1
itr. nah, R4S A U7 L, miR-204-5P ] Ji# i
Ago-2ffJmicroRNA 1 &5 H & & /& (miRNA ribonu-
cleoprotein complexes, miRNPs) 5 UCA 145 &), K
UCA1/miR-204-5P/CREB Il i} 4\ 3 &5 H ¥ %I 5-FU
fit 25, BRCREBI, miR-204-5p3L Al (1) %8 3 [RIBCL-2.
RAB22A% 157K V- B BEUCA 1 £k g s i ¥ . (HZ
CCK-873 #1 & B, UTERBCL-2 ]2 RAB22A A 35 43 41|
UCAT A i A R B T e . IR R B A7
7EUCA1/miR-204-5P/CREBI. BCL-2. RAB22AVH ¥
W 28Ty 7 F 70

ISR FU R B, & B UCATL I A A A4 o] 78 fif
e 240 i [P 2 e T 24 R 280 9 FH T T 0 ek g P04 7 R
PEo AN AR HA230~100 nm ) g 54K, & A B 4%
MBI SR T H 2 B ER 22 0 A4 5 o I i T 4 A
YANGEPR I, UCA1ZIE K 1E 178 % & i 25
YR 43 B AN AR AR B B T . AT TSRS, 41
53 WA R A AR AT g A8 I 4 i P B 5 O RN AR 4y
HT AR B, A0 A1 A A 2 I TR A% st P 2 5 1 52 AR 2
Ja, [R]85 32 FTUCA LS A il Akt 3 5 17 T 52 44 4
o SUE S, SZPRIE 2541 B T UCA 1K B 238 i
XU, TR 25 40 i b & UCA T R AN A 25 A i 25 41
M), AT O AR UCA L ik, AR, BR
o I A I A () 5% 5% 1 A i 24 248 i O 1 2 B R R AI,

R T 2 BRAR KT 5N 1 7 A A 5 2 5 7 A O
X g UL, RN 24 45 B g 40 i Tl i RN 1)
TrUCA VAN = A fiif 245, AR AN A A T (1 25 7] B
HA d 1 F 7.

A IRAMUAA (I PRI T8 R BN, T 24 45 L s 28
&L R AN IR E B S HUCA TR IE 7K B i iy
TR B . QRT-PCRE /R, BN 208G . 98
Bl SRR AL R, AMIMAUCA T ISR IHFEE R, X &
B, SMIMAUCA1 IR K- RIAE 9 Tt 25 B e S8
Ty 245 1) — T4 475 o
3.3 UCA15ihER R G AT 24
330 BRSSO M e R B bR
16T 75 3K, A5 O R 24 2 48R 1 S0% 1 R iR
7RI, I HARE Fi 2R B, UCA1 W] 3@ id ceRNA 7 2
T 1B I 4 B 1 W N T T BTN 24 . WUSERT R 3,
JE5 I g 4 P RTUC A 13RI 7K P B 8 i, A AT 2B 9
= RETIN R BL, UCA T &miR-582-5p4 & 4, H.
id 215 UCA1J5 miR-582-5pH#H & il . Western blot
BIR, WURUCAL BT ik miR-582-5p 5 £ 25t 245 4
2% H [ TOPO-II(DNA topoisomerase-11)7% 1A 34 &y, 1
MRP1(multidrug resistance protein 1). LRP(lipoprotein
receptor-related protein) GST(glutathione S-transferase)
Fak N, LAAEWE SR B, MRP1. LRP. GST
TOPO-1I4 FXf Ra TR 24+ 73 B2, BRTOPO-114t, L
REARB A 2552 5 52 EAH G, xR,
UCAT1 ] REIEIT miR-582-5p /1 T s HE e 25 . At 133t
— BRI, WAKUCALG HBEFRICYILC3-11(light chain
3-10)# 34 W & i HLC3-ILC3-TtH B & BRI, R
Wi IR PIp6238 ik Fi, 2R mUAIRUCA LRy #0155 e Jae
R 8@ AEYME B 22T, ATG74 ¥ miR-582-5p
gh 5 S, ATG7(autophagy related gene 7)/2 %5
2R RGWE R BOE B, 0] 5 35 e s B W it
SAURRRTT e DOGRBER I A I, A GLATGT-
WT K miR-582-5p/, ¢t 2 Mg i 1 B R yek 55 . HRT-
PCRIZ 7R, b imiR-582-5pFR ik JGATG73R ik W & T
B27 $ERUCA1/miR-582-5p/ATG 71 ] 5] 2 [ W iy
35S DR T 2

Rt 2 4, PANZERR I, 1 1K UCAL /S miR-
196-5pF ik K-V i 2 Ftmr. AT & 3, miR-196-
Sptl & £ NCREBZE A4 14, iR CREBEY, 5% A miR-
196-5p2t & A s B nTAF AR U CA 1Y) J3 30 -3 14 BH
3 BEAR, T R miR-196-5p/F P27 Zik BE 2
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Vo [AIRY, 38 JemiR-196-5p 5 P27 3'UTR-WTH]
WA S AR 58 e RV M. X R B, miR-196-5pA[ 5
P27%'%5 4 o Ak, T MA T BN, @UEmiR-
196-5p2x 1 5 78 A5 -5 60 75 -5 140 firk 9 248 ok o 1 A
B RIS R, B T IE L UCAL/CREB/
miR-196-5p/P27% H1 /> F1iif 2, 1X 1 9 FLUCAL T}
25 7 PSSR A T T K .

AR, UCATAEAE T Wntil 28 {2
A5 Firb B8 241 i 7 AR i 24 . FANZRPURN. F Western blot /&
IR, it 25 40 f h Winte 5 [ Rk 7K T SUCA TR L £
ARG . MATHRFUCALE Wntidi 5 5 RIS R I, i
FIKUCAL AT 3 JNTOP Flash & 4t Hh Wtifs T ) 5%
REEIETE. IWnt6 AT BUE Wntid #5PY, Z2MTTiE 5
WE, R Wne632ik n] Afi it RIBUCA BT IS I Wntil
SR T 955, [ BT A5 52 A Ak R S 1) g 4 B v
PE B FRAIREY, X R B, UCALTT @ i | i Wnt63
IR FFEE WntfS 5 I8 B A 3 15 I i 24
332 WIFIARAEGTZ;  HTSI R AT BleeRNATY
A6 £ 7 At FE T 2. WANGZERVR B, it 24 51 51 iR
T A FRUCA RIS W BT i, TTmiR-2047% 1% A1 B 2
PR . A B 55k iE, Sirtl(silent mating type informa-
tion regulation 2 homolog-1){E AmiR-204 ") EL 2 H#1 1,
W E BT A e 4 i b SRk, Bod RGBS 51
BRI TN 254 5P, qQRT-PCRZ 7R, SirtI TETH 24
T 51 e 4 b B 5 R, 9 R K P B miR-
2047} TR 55 . 7E T 245 40 i o 43 1 R IRUCALL
Sirt 18 7k miR-204 )5, i 245 41 HUICso W1 2 FEAIG; [
I, T UM R I 24 (1) B B AR I8 Rk P-gp iR B R A
KPR N IR SIS R SR FH 2 R
5 Z R L RNA 4 9% T3 (RNA binding protein immu-
noprecipitation, RIP)5F 55 55 % IEUCA1. miR-204 /&
Sirt] Z A} R & 456 2568 20, TRtk R 38 25 i 1A
UCA 1/miR-204/Sirt 1l 75 5 51 i i 245 v (7R H o
3.4 UCAISLMETE RGN 2,
3.4.1 FUIREA 2 ANy R e A ¢ A
Ji IR, OB 0 ME 3B 3% 52 A (estrogen receptor, ER) A
2434 3R 52 MR (progesterone receptor, PR)FH 14: (1 7L i
Jars A AR N FH T 22 BR B B R At B2 2% I 2 kAR T
2y, A FHIRIT R, 2 TR TR N, i 2 A
Ji g 40 B FUCAT W 2 B, 7ERUIRUCAIRIE S,
TRt 245 248 1 PRI TC 50 B 2% B AR 17 8 12 < T B ZHU
SRV B, R KHER-2(human epidermal growth fac-

tor receptor 2)FH 4 [ i 2% Bk 5 LT 25 40 Mg HUCAL
FIX 5, miR-18a%R ik B I 14 58 111 BT fAmiR-18a3 1o
B2, X Ut FJUCA LE 5 5% J5 7K ~F- 1 T miR-18a. il
LTI A B, YAPI(yes-associated protein 1);& miR-
18affy Vi EFE B[R] . DLAE T ST 4R 08, YAPLZ W15
29U ) B R (MY, A K miR-18a 5 YAPI-
UTR-WTHLH Gu4iifiil f5, 526 RS T 55 . [
if QRT-PCR & Western blot/x #i, _F I i 24 4 fidmiR-
18a)5 YAPI J¢ H: B0 7y F-CDK 63 1A 1 iff, 1M 411 3 ]
PTEN(phosphatidylinositol-3,4,5-trisphosphate 3-phos-
phatase) &l B i | 5441, ix 3R B, UCA1 W] @ i
UCA1/miR-18a/YAP I’ i 42 HER-2 1 1 FL i I i 245,
{HYAPIRET 18 1t CDK6 N PTEN#E S8 125 2547 75 5F
Fio AL, miR-18ath 7] J [A] I TTUCA1. ZHU
AV 22 B U 24 20 i S F miR-18af1 i1l 571 /5
KRIUCAIF LR . @k 7 & o¢ 6 R B
MIAEUCAT T 5miR-18a%h &, HRNAJUEZ(RNA
precipitation)ilF 32, miR-18an] 5#4 UCA1 RNAFK
B Ago-28E I L liE . A W AL 408, miRNAT 5
AGO2%% it T L AGO2-RISCA# % [A UL BRI, X %
B, miR-18ar] A& IH I RISCHIH|UCA1RIX, [FIFCA1/
miR-18a/YAP 18 #% 17 75 1) J 15t o] I BRUCA 1R IA M
TNEE 245, 57— T 788 & B, AEERBH 1 1) Ath 5
S5 24 FU IR 4, UCAL A A ] #5#miR-18a 3
ik, HLIZECVR I, T 2 40 M it 32 1A miR-18an] B &
1) At 5 55 75 5 bR (Y HIF 1a(hypoxia inducible
factor-1)[1) ik, LAAE ¥ 4 JH, miR-18an] B 45 &
HIFIo 3'UTRIX JEl] H R EW, X £ W], UCA1H
A] 3@ i UCA 1/miR-18a/HIF Lofth i T ER A 4 L i J
YT B X A B IR 24 R A, 9% 00 I A R S T R
7o qRT-PCRA T A IR, i 25 40 HIF 1a3R3% ),
BB 255 S FIEUCA L 55 7K1 B S A 30 )1,
HAHHIFT e S HIF lo4 4 TUCALA 8 T8 R M G
- (hypoxia response elements, HREs)fij 1 5 A A
Ko T ZRBUCALRIEKH 13— 23w,
T AN T v 7L B 5o Ath B 25 (1 24

4 E I miRNA, UCAIB Al B 0 i@k & 5
TR 2 LISEPOR I, MIRUCATZRIE S ERBH 14
by 55 25 TR 24 20 B 2% 1 Goy/ M, 41 i & AR O
Rl Fp215R 1A e A AiTi8 i RIP & G 8 ) 4 2% 3%
DU BAR(CHIP)IESE, UCAI AR 5EEZH2 E p21 A 5
1, HFidp213Ris. XERW], UCAV/EZH2/p215h 7]
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e 5|25, ALk, qRT-PCRIE & I i 1%
i 25 41 fiiUCA1 )5, CREB 5p-CREB. AKT5p-AKT
FEIR AR 5 P, N PI3RCHI st 71) 4k T i 245 400 i
J&, p-CREB. p-AKT# i& t 8] & T ii§. PI3K/AKT
55 IE T T A M B R oy B, HonT R
CREB# 1k, MMi1E N J5 i % 5 K-, CREBJZ i 15 5L
e 200 0 ) B P D 43 1T X, UCATL RT3
I PI3K/AKT/E 538 #% 1 717 CREB, 5 Wil i 24 4 i
PE T i 245 . [F I, mfIUCA L AT FE{IRERFH
P ) Ath 5 35 i 25 41 B p-AK T A p-mTOR & 1A /K T,
78 N I mTORM 1 7] 75 M85 2= J5, UCAL Rk /=4
{100 Jo 988 400 B A0 7 T 52 BH SR 0 55 B TR BN, Ak
AKT/mTORGH ¥ n A1 7 e 2 R Ath 52 25 i 2451470
XF W], UCALA fEE I+ AKT/mTORGE B 52 i i 24
FIALIUSECY ] S e 4l AL 22k R B, FE TN
FH3 1 B-cateninE M AR UCA 15 k& H BT 40 i i,
HABATRARUCAL G K& B, Wnt/B-cateninif & 15 14 th
S SZ 4 1% S50 UEEH, UCAT W] I8 {2 i % N
B-catenin®l BF 14 M Wnt/B-cateninil #% i P, = 4011
ZAPER TS S S S5 2. Bk SR X UCAL
VAT BT FEFHEATRN, ERRS G L g ity
IF] o

AhAARA 2 5 T ERFH M FURRE i 25 . XUSEHS)
I, At B S5 24 24 M 1R A IR R UC AL BH 2 3
L5 41 i A S (] 35 77 B A 9T B0 4 i 2 At BE 1 25 A
FEJ5, caspase-3 & M T- 3 AR T 5. EARSMBAA
Z: 5 LM 24, B FAE i 24 500 45 b 75 AT
2 SRR R TSR, I 40 B I Ak e
342 PR OPEE IR SO A I R
B, (R TR R 245 f5, K i = Bk
I, UCALFFELceRNATT 3 5 P L _E iz e
i 24 3 AT A 9 T A0 7 SO B A AR IE Y . gRT-
PCRA I, i 24 P 5 b B s A I UCA 1R IA _F iR,
WANGZPR B, BURUCATT] &2 EifimiR-129, [
T i 245 40 FRLIC 5 B 5% PR ARG T ) T2 2 B 35 4 i At AT
T LT & B, UCAAF fEmiR-12945 & 47 55, H 3t
B JemiR-129-5UCA1-WT /g 1 % 6 2 g v P B 12
IS, XEH], UCAIF 5miR-12945 4. LLAH[E 7
1R B, miR-129t 1] 5 4BCBI(ATP-binding cassette
subfamily B member 1)%5 4. Western blot\ 755, mfik
UCA184d R IAmiR-129#8 AT #1i| ABCBIFK ik, [FIFF
it X miR- 12988 B (IR ABCB I 3, %5 7] 441K iR 24 24

ICso. X B, UCA1/miR-129/ABCBI%l 1] 45 5
LR 2. SAh, 2RI, UCA1RIL K
5T RO G, I AR PPN AR SR M R
UG ML FE RS, PR, UCA AT T I PR T g
B R T BB .
3.5 UCAISOfEHREmZS

1 f 2 o o L (1) Sk 3030 i 9, S AT T %
AN JE50%, 1 L 1 fi i s o bk i 357 3 1R A0 T 24 4
WS BRI R [FIRE L ) v 5 A 1 I A ]
RT3 s Bl e A7 7E 2 ZAUCATAY 3 1 71738
% . qRT-PCRIZ7N, NEATRN 2 (1) 17 i %9 Ao 5 5 Ja
HUCA 1L B2 1 = [F] I Western blot & it 204
LA A3 BT R B0, BRI UC A LA i 24 4 i v T2 26 B 45
Ft 155 Hcaspase-3. Bax# 13K i& L, MBcl-25& 1A
WY R AP, qE o U, FANGEEPYR B, UCAL
A7 {EmiR-184%4% A7 pi HAE 1L RIXUCA 15 miR-184
FKIE T M. &9 Z BRI A, miR-1847] 5
UCAL-WTZ & o 34k, mflimiR-184 1 i 4% {1k %
IKUCAL = A 1) s 29 Ui . 4840 TR 7 VLA,
SF1(steroidogenic factor 1)AmiR-184 T il + H.
HRKIEKF EHmiR-184 2 i AH %, & BHUCA1/miR-
184/SF 1%t m] 8 77 10 Jis 8 g Xof WGUBEI TS 24 o 7 6
W B 7T, Wang 2555 R B, R UC A 1 R] 1061 I
7 SRS PI3K S A4 7307 22 A FR W R 1k . X R W,
UCA 1 7] &3 1 PI3K/ Akt 1% 5 Wi 7 12 11 A 5 i e
My 25, (HAR %48, H A7 ¢ TUCA1 WA ¥ & PI3K/
At B B AR5 AL A B
3.6 UCAIS5HIM&HZE

BCR-ABLFGh & ik PR 10 i 771t 5 & JE (imatinib,
IM) L) 32 FH T-16 77 12 P4 0L 40 il 9 11995 (chronic my-
eloid leukemia, CML)M& 4 31 £ 3, X6 o 38 £ 3 15 2K
S o AR G A S o DRI 24 17 52 W0 o 7 250
UCA1 A LLceRNA 77 A FCMLITIMIif 25 . XIAO
ST I, i 25 40 MIUCA L S MDR1 % 3% 1 v H
KIEFEE SIMIRE R IEM K. 54k, I RKIEUCAL
JaMDRIFIEWEE 2 Tt . LA HRIE, MDR1#®
RS LB AR IMIT 245 1) 32 B RS, A f) 148
THEM A I, miR-1647-1E 45 & UCA1 X MDRI () HE(E AT
o [ARRIPZ M & B, miR-163d 254 40 i 1 AGO2
DUUE I PR EUCATIE B3 £ {HmiR-16FF A 521
UCA1/KF. X8, UCA1LLAGO24K #i it 5 =X i
FTmiR-16, HHFRIXHAZmiR-1652M . F 45
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mTOR'——> AKT/mTOR signaling pathway
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Table 1 The mechanism of IncRNA UCAL1 in cancer drug resistance

JiR A [CESELES pasRilhl 7k
Cancer types Drug resistance types Mechanisms References
NSCLC Cisplatin/EGFR-TKIs EMT [12, 14]
EGFR-TKIs PI3K/AKT/mTOR [14]
Gastric cancer DDP/5-FU/ADR miR27b [19]
Adriamycin Bcl-2, caspase-3 [20-21]
Colorectal cancer 5-FU miR-204-5P/CREBI, BCL2, RAB22A4 [23]
Cetuximab Exosome [24]
Bladder cancer Cisplatin/gemcitabine CREB/miR-196-5p/P27" [30]
Cisplatin Wnt6/Wnt pathway [31]
Rapamycin miR-582-5p/ATG7 [27]
Prostate cancer Docetaxel miR-204/Sirtl, P-gp [33]
Breast cancer Trastuzumab miR-18a/YAPI [35]
Tamoxifen miR-18a/HIFa [39]
Tamoxifen EZH2/p21, PI3K/AKT, CREB [36]
Tamoxifen Whnt/B-catenin [38]
Tamoxifen AKT/mTOR pathway [46]
Tamoxifen Exosome [48]
Ovarian cancer Paclitaxel miR-129/ABCB1 [50]
OscCC Cisplatin miR-184/SF1 [54]
TSCC Cisplatin PI3K/AKT pathway [55]
CML M miR-16/MDR1 [57]

NSCLC: JE/Nfafiife; OSCC: R ARNE R TSCC: & BERIRAM ML ; CML: 18 MR 4TI 1 M, EMT: b R[]tk .

NSCLC: non-small cell lung cancer; OSCC: oral squamous cell carcinomas; TSCC: tongue squamous cell carcinoma; CML: chronic myeloid leuke-

mia; EMT: epithelial-mesenchymal transition.
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