415 11 BN RN === FGERAS B )
20214F1 H Journal of Nanjing Medical University (Natural Sciences ) - 149 -

JEZR 80 RNA 5 B R & B B R SR X R it R

IFR,ERFE

M ERR SR — IR R BE IR AMPY V05 M At 210029

(T PR S R LA AR, R W, A A Y — i BB TR R BN C 2 AR . By
AR, LLET e Je A A3 10 32 VAR s S IR 590 26 71 1) 25490 , DAL BT A A2 A T, iR PR P e ) — 007
%o RYEEFICRJEAEIn) T BT IS T BOR A, B IR T RHEAT , T2 9 B LT AN Al g . E ASERYSE A, B og
(47791 2R 22 B AR i e s L 3N RNA KA i RNA FIFOIR RNA BOA S 7E g 14 & A il R v R 452 L
ARV, SCEE LB Xl 2 RNA -5 ' 240 TR o 6 e B e BBURRME G R WS — 208

[£8E] UM RNA; KAEEIEGAD RNA ; B 405 ; &7 e B e s i 2k
[FESZES] R737.1 [XEktRER] A [XEHS] 1007-4368(2021)01-149-05

doi: 10.7655/NYDXBNS20210128

Relationship between non-coding RNA and sensitivity of renal cell carcinoma to sunitinib
WANG Yuhao, WANG Zengjun’
Department of Urology ,the First Affiliated Hospital of Nanjing Medical University , Nanjing 210029, China

[Abstract |

significant proportion of patients already having metastases when they diagnosed. Renal cell carcinoma is not sensitive to radiotherapy

Renal cell carcinoma is the most common malignancy in the kidney and its early symptoms are insignificant, with a

and chemotherapy, which made sunitinib, a receptor tyrosine kinase inhibitor, to be the first-line treatment of metastatic renal cell
carcinoma because of its anti-angiogenic effect. Despite the huge success of sunitinib in the treatment of kidney cancer, the emergence
of resistance is almost inevitable as treatment progresses. In the human genome, the vast majority of transcribed sequences are non-
coding transcripts. Among them, microRNA , long-non-coding RNA (IncRNA) , and circular RNA are considered to play an important
role in tumorigenesis and progression. In this review, we summarize the microRNAs and IncRNAs that linked to the renal cell
carcinoma’s resistance to sunitinib.
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Hrh REBO ARt 7)1 . TEIESRAS RNA
71, % 7N RNA (microRNA, miRNA) | £ 5% 9 25 15
RNA (long-non-coding RNA, IncRNA) F1 3/ Ik RNA
(circular RNA, circRNA) 8% 1A A 7E g & A Fi ik
R E B AR . HOh miRNA J2—28/)
1, K29 22 M TR Y AE S5 RNA , AT LU i 5 58
mRNA 3'UTR i A0 B AF FH #0040 58 I &85
IncRNA 2K KT 200 A4~ % R 1l 28 11 52 4 %
RNA"; cire RNA N2 o ELA% AR )L PR A b 2 1 (1 i
PR mRNA S fin) 5427 A2 9 3L 265 P A 210K RNAPT
VAR, 2058 DT3RS RNA (3252 miRNA J¢
IncRNA ) 5 ' 4t ff i Xof &7 Je 48 e i BURE =2 [ (14 5
RIS —E R KB ZFPEE GRS RNA 2 5 4
AR B JE R SRR ONE o AR SO X SEAFFEA—
ZER,

1 IncRNA 5 B4 faEXT &7 R 5 e B S i

1.1 IncRNA-ARSR

Qu AL B A R PN T = A Tt 257 1R AR
786-0 F1 ACHN 2 Jfl N , 7775 — B 5 96 4 B vt &7
Je & J¢ 1 IncRNA——IncRNA P11-375018.2-
001 (Ensembl : ENST00000424980) , i% IncRNA i -
ARGk I, th 44 AR BT, 214K 5914
BAriR . Qu i A4 4 IncRNA-ARSR. 7
A, IncRNA-ARSR ) 814 32 3| AKT/FOXO il
B R 1, W& AR AKT B DL o 90 ] FOXO1 i
FOXO03a | Inc RNA-ARSR T {5 4 i 24 , #iAF% In-
cRNA-ARSR W] LGt 2, Qu A58 & B, 78
&R B JE GBI H AR A AL RN b 988 4 21 IncRNA -
ARSR W% 25 fRE X7 JE R e i s X 1 2
A, $E7R8 M3 IncRNA-ARSR 7] LLVE Sy i 2 il
J& B —AF R - o AL ST & B, IncRNA-ARSR
i 1 9 miR-34 and miR-449 [ Py 5 1 3% 4+ RNA
(competing endogenous RNA , ceRNA ) A€ #E AXL |
c-MET 235 52 BUHAR B9 A0 i x4 Je = Je i 24 1 2
fiE. IncRNA-ARSR 7] A3 i 36k A S NIBMA M i 7
it 25 AR O A LA AL, 3X— i RS2 hnRN-
PA2B1(—F RNA Z55 8 ) A1, A ikid Hod
145 AR E B (GGAG /CCCU) K47 miRNA 1)
B X —JE 7 IEAFE T IncRNA-ARSR 19 5" K
Uito QuAEPHIIERA X Fl IncRNA-ARSR 784 it [a] 1)
TERE T LS 2 AL 1o 25 AR AN T 245 () 2 L

Qu S5EA e B 38 B A% R HE ] P 7] Inc RNA-
ARSR 1 {2 3 FEARET JE &5 e it 245 i Jed 240 B Hh B4 Ine -

RNA-ARSR \AXL,c-MET 7K, -9k &2 41 it % &7 e
e BB , 3278 IncRNA-ARSR 7 82 i %47 T2
e 24 1) B 2 e AR A AR TR A
1.2 IncRNA-SARCC

E A W oT £ I, 3 2K 32 1K (androgen recep-
tor, AR) 7E ' 4t Jfd i v e 25 9 SE DA
Zhai %5 2L —FP ] L5 AR 254 1Y IncRNA——
ENST00000460407 , Jf- 44 M4y 44 24 IncRNA -SARCC
(suppressing androgen receptor in renal cell carcino-
ma) o Zhai ZPH % B IncRNA-SARCC A L) B 2 5
AR %54 1ERR IncRNA-SARCC J7 , AR & (/K F-
PER, H mRNA K- IEAHE &, [RIBF AR B P4 G
B L A FKBPS # TMPRSS2 1) mRNA 25 351145 55 .
i F 3K IncRNA-SARCC W AH 2 o e Ak, 3 323K In-
cRNA-SARCC AT LAJd/ > AR M E MR RS 51

PR TETR 1 90 BN N AEHESR R T A% 2 7
FAR FUE Tl OCHYE R Zhai 557 & Inc-
RNA-SARCC 1] LLF#AI AR fOFa5E 1, - R g i
AR 5PURTEE 90 45 & . WA, ARFT LIS
miR-143-3p Jii 2 F )7 31 L B HER R SN e 25 4
F#AF miR-143-3p #2315, 1M1 IncRNA-SARCC 7] DA% &
AR FE HIFBER HAR e M, DT REAIC AR 765 5K
X miR-143-3p F 38 BAHIAE T, 217 FEAK miR-143-
3p Fiff55 AKT .MMP-13 . K-RAS fil p-ERK 5514
e AR

Zhai %7 & B, B AN AE P IncRNA-SARCC [
ST IEH A2, JRRTET IncRNA-SARCC Ji3 3
FIFAN A AL . K IncRNA-SARCC 7] I 3
REARET JE 3 e X B s 200 0 4T ) VB T, 6 80y 4 i
RUTE A=Z58 IEALRE T I HR e LA R B PN e A
FRAHE R . 28] IncRNA-SARCC S 4T Je & Je Hi i
YER P EZE— 28, 0T DLl 3 3958 IncRNA-SARCC &
TR INBIRET JE 5 e Xt B 4 A A4 4 FH o

2  miRNA 554 iaET & e & R i) &k M

2.1 miR-141

Berkers % R I, FEHE3Z BT e B S iR 9T I i
BH 21 U 9% (clear cell renal cell carcinoma, ccRCC) f&
B 2R R MR BR AR miR-141
BE R e BUREHE BE T, ER4S S EHREN
ZEB R % 4045 ZEB1  ZEB2, Je: 5 5 ) 40 A% P %
AT, HAE B Rz I] B 5% 4K (epithelial-mesenchymal
transition, EMT) i 2 Hh & 44535 H 22 B i 1 R T
Berkers 55 & 8, miR-141 Al i ZEB ik, L2
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ZEB2 PRI | MM 3065 EMT——F 35 763K miR-141 )
UMRC2 4 fu N, (] 58 Bdn 24 FN1 . ACTAL  VIM Fl
CDH2 & 3% T, 1 b 2 AR %) KRT19, CDH1 Fl
KRT7 W i 2 [

Berkers 2538 & BU , AF 33 23K miR-141 [ UM-
RC2 FIRCCA AL Z , B &4 T, 4G Pk %
AR [RIE, miR- 141 %% S 1) 40 i X ke S %) e
i, BB S T miR-141 55 S 40435 1 R %
FERE TR G R A RE ) TR, IZBFIE UL
B, miR-141 7E ccRCC H R I 3K 3 ) EMT 5 g
e IR PE A 26, miR- 141 Wi — %
FE SR AT SR e BUivRa VA 5
2.2 miR-942

Prior & I, 76175 T @7 IO T 4T JE B Je 4 ik
% SRCaki-2 (sunitinib-resistant Caki-2 cell line) H7,
miR-942 F IR AT e B e RN R B e . ML
HIFFE &, 1t 3k miR-942 Al 3 Caki-2 2 Jif 3
Ji 4 J& 25 1 -9 (matrix metalloproteinase 9, MMP-9)
KR VEGE itk — 25 i SL R 32 500 & 0, i
Fe3K miR-942 AU FE L1 B i 20 A mT DLUGE o 5 3Rk
MMP-9 D) J& VEGF, fi¢ iff I Jz 4 ifl & A= 375 . miR-
942 i — IR TE N ET JE B S TR T G RE 1 B ey
AR TR PR 7
23 miR-221/222

Khella 25 % 31 miR-221/222 75 %171 JE 25 Je fi
TR ) 00 g A RIS 24 174 B 200 e s S IR A
AR RIRKF 257 B H 54 R B R iR T M oGE
BRIE R B Y], miR-221/222 A LA B A A 2544
WAz, B VEGFR2 B 4t 3L R, T4 VEGFR2
eIk, T VEGFR JZEFJe B JeAE iy 250 5
T miR-221/222 1) 55 &35 0] LA 55 &7 J2 2 Je i B i
BHENAER . DIRESCERIESE , 1 ik miR-221/222
AT L ) R 240 B A e 20 A 2R A I A

Khella 25368 % B, miR-221/222 7] L), I & 1455
B R AN 2R ACHN (345 RE ) , HaX —VE R TGkt
HIT R AET e B e i .
2.4 miR-101

Goto 58" Rk I, FEHE 2 &F Je B JE IR Y7 1Y B 4 i
It B I IR AR A, miR-101 Y R IA I AR ZIRIT
IS O T A O R = e 3 TV Al o = 4
21, DIRESZIIEI , miR-101 %4 YL 5 i 40 i 2 786-0
J& , R B TR R ZERIERS R 3 W T
Wi A Y B EF AN LS SRR ALRIAFST , Goto
GHR I miR-101 7] DL E ] UHRF1 76 5 40 g

YRR AFRIR , TAE B AN R IR UHRFL )5, 40
(R FE TS PE AR 28 IR RS RE )34 W RIS

i 3 K 2 TCGA-KIRC 095 2 % BRL, 55 UHRF1
() 375 B 200 i A 3, AR AE B IR R S R AS, L
UHRF1 357K -2 15 20 Jf s R0 3 o A6 A 300 1 T
R R miR-101 WiFS R 267 e B e IA
I7 R B A0 Mg R BT T RS S RS AR bR
2.5 miR-144-3p

Xiao %" & B, AHXEF 1E 5 B 4140 ) % 375 A
YA AR S R, B 3 P 20 A SR T I B
265 1) miRNA HA —4, Bl miR-144-3p, #F—
M RESE S A B, 7E 1L 2218 miR-144-3p (1 B 40 i
Z 786-0 FI1SN12-PM6 H , 41 A 344 5 176 1 25 44 it
[FIERE, GO~G 1 103 i) 44t fob 29870 , 17T G2~G M 131 i) 44t
MO B B4 £ 33 3238 miR-144-3p if g 150 T
786-0 F1SN12-PM6 ML 222 0EJ1, IT1H45 4 A
Xt T TR e BT 25 PR 5

Xiao Z" L B, miR-144-3p 7] LIE 454 AR-
ID1A LR 3" BLH% T RILERE . i MH] ARID1A
A DA S 3 40 5 200 1 B B T R 28 R RE T .
7 37 BH 40 R R Y R AR AR T, ARID 1A (1 3R
IBEE R B AU PR (5 miR-144-3p ) o
XABEE N ARID1A 7] BEJE: miR-144-3p [ ELHEAE HIHE
o RPSEIRUESS , i 33K miR-144-3p 7] DL b 253
SRR RS PR S AR IR A BRE T R
i ffl ARIDIA )33k . AT UL, miR-144-3p/ARID1A
T fi AR VR A S 3 T 4 T R RO BT e R e
it 245 AL , A B A B IR T A
2.6 HAb

% 3R miRNA Z #p, Merhautova 25 % B, fi%
3K miR-155 F miR-484 55 B 1 B 20 i s s
HAZ &7 Je B TR IR YT I I Befed 1 e e v ik o
o Yamaguchi S IR T X 6T JE s 2 i 24 14 B
It 4 Y 22 SRACHN A1 SR-RCC23, 338 i miRNA i
FFIE 5 PCR HAR &I 3 Ff miRNA 76 91 R i 24
20 i 2R B85 FLJRUGR 40 i 3R (ACHN \RCC23) 2 3 =
#3156, Bl miR-575 . miR-642b-3p Fl miR-4430, 4 4
FlrmiRNA I i &3k, B miR-18a-5p .miR-29b-1-
5p.miR-431-3p FlmiR-4521,

3 circRNA 5540 =

EVH 2T & B cireRNA 25 1 5 40 i 1
KR E . Li R Lin %90 51 & B cire TLK 1 F1
circPTCH1 A] D)3 52 N 5 35 4 RNA (competing en-
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dogenous RNA , ceRNA ) ML 1 F 15 241 ffd 9 1) 144 7 |
1R . HELT circRNA TE 5 4 ez X7 e
B e 25 HL i VR R E AT LGSOk iRaE o Xl
VER— A ERWT5ET5 10

4 BRESRZE

3R IncRNA K miRNA DIRERIBETE /R, VE R &F
JEREEAE ] 3 B0 5 VEGFR I PDGFR A il )5
A AR 8 g 2 PR e B AN D RE AR RIS , AT 252 e
AN Y, X 0] LU VEZEF e e xt B iz m)—Fhik
PR MifEX —d b, JE w5 RNA 52 3 Ho il
BT, IneRNA A B4 3511751 H A T AR i
HFak, XLTUHEHEGR TS RNA F SRR
A FRIIR ST o cireRNA 7E B 41 g X &7 Je &%
JEms 25l s A FE ] H RS  (EAHZ A

SR A% RNA 235K A7 B R B 40 i
I ) T JE R JE R A 1) TR i B RIS 24 7 A I Y
BORS TR, FAMIIIR T 2B it — 20 R AR
I RNA T B 4 Ji 9 0 6 JE 25 JE SO v vh & 451
YER, DA AR X e i RNA 2 A A AE B G
AP RIL R 5 I ELo E D)9 n] A7 AR FH AR 4 S RNA
Xof SR T AT IR A T 24 B8 A IR PR T
(&30t ]
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