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The role of circRNA in prostate cancer treatment resistance
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Abstract: Circular RNA (circRNA) is a covalently closed RNA molecule that plays a crucial regulatory role
in various tumors. With further research, circRNA plays an important role in the development and treatment of
prostate cancer (PCa). PCa often produces therapeutic resistance to new hormone therapy (NHT), docetaxel
chemotherapy, and radiation therapy, which is one of the reasons for the failure of prostate cancer treatment.
Researches have shown that circRNA can affect the biological behavior of PCa cells through various signaling
pathways, thereby regulating their proliferation, migration and treatment resistance processes. Therefore,
studying the regulatory role of circRNA in PCa treatment resistance is of great significance for reversing
treatment resistance and improving treatment efficacy. This review summarizes the important regulatory role
of circRNA in the development of therapeutic resistance to PCa, and introduces the specific mechanism of
circRNA in the treatment resistance of PCa. The aim is to provide new ideas for targeting circRNA in the
future to reverse the therapeutic resistance of PCa.
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HI 51 iR (prostate cancer, PCa)& W JRAESE &
Gurb iR W R R 2 —, a2 RECE
FETHEE KSR, PCatElfi R L vl e SN R PR
PEPCafIEE e VEPCa, YT IHEBRE TR BT
e 2 K 2797 12 (androgen  deprivation therapy,
ADT). W75, REIXLESTRAE —E R E FIG
TR, EBEERITRIUR AR L, BE R
17 #(overall survival, OS)IPRIZHFEML, Z5PCall]
WITAHRE KRB, Rk, T MPCalfyT L
FHSHLHIC N E L

TR, BfAE RNAR I BORFI A YME 2
IR E, ORI FI3ARRNA (circular RNA,
circRNAY KB EPCarf FAE R RIE, FHE
PCalfy V22 IIff PRI B 2 RS AE G J g 23 % . kB 46
o KA. BEAh, cireRNAILZ 5 [ PCa
FOMETE . TS 259 25 RE0T R0 55 2 s 3
BARP, ARG HELE T HAlcircRNATEPCaif
JTHPTHE R, X HEAEPCa$i B N 7 iy« ik
SORIT 5 UG IT 56 T #RPT R A S ME #EAT

1 CircRNARJAEYZE451EF0T) BE
CircRNA & —F EHERNAZE & 11 %% 55 1 YR

EHmMIGRNAD T, HETA(EHRNA(precursor
mRNA, pre-mRNA ) i MURF (1) J [r) BY 4325 72 7
Ao WRAEHA RS, FEACK S N E T
circRNA(exonic circRNAs, EcircRNAs). W& T
circRNA(circular intronic RNAs, CiRNAs)F14k T
F-W & FeircRNA(exon-intron circRNAs,
EIciRNAs) Y. 54 L HERNAAE, circRNAHR
Z 5" - £5 K13 iipoly AR, AN HBERNASMI)
MgbEmE, RAE&EKEEL. C8F RERNITR
R T circRNARAEY DR, WE1FR: (1)
circRNATE A 5 4+ PE A JERNA, - R 5E I IR B T e ik
miRNA(microRNA), [A#Z R miRNA T2 H
ik, BB AmIRNAREZ: (2) circRNA
7 2R AR T B R Y B e A7 AN BT R AR AL, T
Hpre-mRNABY 7 4+, K WcircRNATE R B K
ok R b LA R A R IR e s AN R A I R s (3)
RNAZE A& FI(RNA binding protein, RBP)ZI)#E
TR T, 252 R R RETRE,
circRNAT] LL5VFZ RBPAHELAE T, AT B 1T 53
SRR FRINEET: (A FE RV, cireRNAF L4
W8 E BT, AH T AR I U 2 5 IE B3

R(A), TEAEYIIRE LT F N & ) &b
I HE AR HE AL 5 (internal ribosome entry site, IRES)
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B, LANG- FF 3 IR (mO A) T 30 A7 2 1) Ak i
R, MIMEKEcirecRNARIEN S . 1 T circRNA
FIEf et T REMALAFRMY, IEERN
TR (R RE AR AR BRI T A

2 CirceRNASPCaxt#i BN 53 iR fr HIiRTT
i

M2 B3P MEPCa(metastatic  castration-
resistant prostate cancer, mCRPC)/&f5PCafh# %
T EBWIT R M RIIRE . ImFEk, B
mCRPCHIVAIT IS T — 2ok, B ;40 whia
J7 (new hormone therapy, NHT)Z§¥F b
(Abiraterone, Abi). B 4L/ (Enzalutamide,
Enz). BPHAt % (Apalutamide, Apa). 152 i
(Darolutamide, Dar)% g . 3% (K HEZHOS. AT,
KZ B HEBEZNHT AR TT G KR 2= B IR
JTHPL, X AT RE S MER E %2 {4 (androgen  receptor,
AR)ZE[R Y1 . ARBIHZAZ FAK-7(AR-VT) IR IL
PLIEAR R AT RIS 2 AL A S AR
PLEnz I, o icircRNAZENHTIAIT kPt & 1%
) EEAE
2.1 CircRNABFEZH2/ - SEnzi8 Tkt

2H IR A AL 2 FEZH2 (enhancer of Zeste
homolog 2)#& £ Fi#lil & & 42 (polycomb repressive
complex 2, PRC2)JA% AL VAL, T8I 2H &
FIH3 L 13 &R 2 7 1) F A AZ 1 (H3K 2 7me3) K 52
W 22 FpIL R ik . EPCarf, EZH2/I EFKIA
ReFM 40 JE R 0 3R0A,  [RIAS 2 3 AR I 4% S v
P, TR EEPCafy A KA gL R0,

Circ000635752& — i H EZH24M & 72 131
circRNA (K It 4% i % NeircEZH2PE), B fEPCat
FIRIEE#E Fl, H5PCafit BAAN R HG H
%o CircEZH2"™{ ymiR-363FlmiR-708 ] X & 41
#i77, FTLA EYHEZH2, AT FEAREZH 240 i) 5 [ 1
Fiks, fepcamyt @Y, H—minf R Em,
circTRPS1(hsa_circ_0006950)7E i 2% HIPCaZH 41 v
BE i, HAEd SmiR124-3pra S 45 &0 s,
FHmiR-124-3p ik IE W HIHIEZH2 [Pk, M
fREPCaZi g AN R, Mk, WEZH2 & H
HH KcireRNARIBF A B TR N ERf#PCalff) A A2 Al
RIE, FFNZIERR R TT S AR i .

2.2 CircRNABHTEMT - SEnzi8 Tkt

b Bz -T8) 78 i #% fk (epithelial-mesenchymal
transition, EMT)s&—F# i 2 MR WAL B 1
WA oA e, BTN 2k 25 b BORFAE ST
Ayl e it MY . EMTAE B8 v B T 38 4
WIRARZ, B HHIEMT, w] DUE & 40tk 52
b RCRHAIE, D R AL RE RE Y, JEHG AL
SEVRIT IR, AT BR T RN,

B A4 7 1 B9 JE B 3 LY 0 B 4 AV R -1
(B-lymphoma moloney murine leukemia virus
insertion region-1, BMI-1)& £ fi #ll il & & 141
(polycomb repressive complex 1, PRC1)HJEEH
R 73 B A ) R 5 R DR ) R 2 R T 4
Mo B IR RE S, B, B mERIA S MR
228, BB AT IR O BRI,
circ00160681E AmiRNAE 4 5miR-330-3p&h &,
JF i I A0 H miR-330-3p ) D) BEK AL HEBMI-1 /13
i, M SREMT LA PCadi il (£ K ST AN
.

2.3 CircRNABIHEREE /T S Enzigfr kit

XTI AT, AR S PR G A
A7 RE D1 UIAR S R IE R 40 i 3o 4 e A SR
WBERR AL P AR R AN A, MR A A2 SR S A B T
T A TR HRE I R AR IR I e B, XA R
M FR A Warburg v 2,

5L BT 78 T — R R N cireMID1H]
circRNA(hsa_circ_0007933)iE i 1 45 % ffmiR-330-
3p, MIMATTYTHDC2/IGF1R/AKTHI{Z#EPCaf)
W, TR RZEL A Hd, R
FEAEK A 7152 & (insulin-like growth factor 1
receptor, IGFIR/WE N Mgl L2k, S5
TR R R P, BR T cireMIDI,
circ0057553 ¥ i 5 EE M . WFTT R,
circ00575533@ id W fymiR-515-5p, FH LT YEST
BB mAEH . Yes A 1(Yes proto-
oncogene 1, YESI)/E&—Fils RN, Hid R
W5 Z B i 1) R AE A BEFRAHOG . 3 — 2D see &5
REIR, circ0057553 (e 3 YESTHIZRIE, BN
T PCadl L FRIREBE AR, AT g P68 20 B 1) A A7 A 485
FEBRAE T 2 R R AR

F T T v W T A0S 11 RE A s 20 AT 2 B8 1)
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ATPHER, DL R ATPSS & & s AN T4t
Hi K i 245 0 1) 75 500, X e cire RN AT AT ARt 2
HPCatiEEME, MMl T EPCaZll f X Enz 1697
Lo
2.4 CircRNABIZF U BRI N FEnZGITIRIT
bR T REREME AL, 2R S B IR At 2 — il
HENRWESE. ZE R R B8R
A R AR 1 B S A B R K, I AR K &
ATPPT, BEFEFRM, TEMIR R EREFRS T, MR
FfL 2 B8 N 2 R R SR A Bl TR A R 1, DA 2 R
AR ORI S BE ) e B T R, IX PP AR 45 i R 4
Rt B0 G M R B =R, e AR E
SRk Ry LR AR T RIS,
CircRBM33 /2 —F &I mPABIi FIRNA, 7F
PCagiiffurh ik Eif. méABHifficircRBM33 A f
EEEENE . BRI, cireRBM33 2 5 fifi
PEXE KR & [ 1 (fragile X mental retardation 1,
FMRIOMEAEH, B —1" =8 E5Y
(circRBM33-FMR1), ik 4 RF T Y 5 5 7
TR M S B Al (pyruvate dehydrogenase alpha 1,
PDHA 1) JmRN A E P SR B0iE 42 R 1k S84 B 12
b, MR dEPCadl B A K MR 2. HFIIE R
M, @WKcircRBM33#EM% & & 1 iNPCaXxf NHTIR T
(BL45Enz. ApaflDar) ) [ U ER, X — R B
KUY, TEPCaiyTH, B TP X HEREAR DT, T
I J6 40 P 1 2 b Ak SR AL B R AL B P e — P
RS NE . SRTH, TREERME, TIERIAA
ATl R A b AT RE T IE 40 B i B, RO AR
Bha e B AR R E . Hitk, EIFRE
Xof 26 KL R S AL B R AL IRV T SRS B, T Y] 5
& L3 5 P RN L 4T B 2
2.5 CircRNABITAR-VI/BEnz;8fTikHL
AR-VTRARMBIHEAR Ak, ek = IEH AR
BAEMBESRSG G AW, FIAR-VTIIES MR
8GRI, AR-VIIBRRHOE Nifi R,
MG GE3T IE 8 AR{S 5 I8 B i 4%, (2 3EPCadil iy
H R AT, I BB Enzy T 25,
Circ00048707E 45 5 K & J7 1 B A B 2A4E
., 2430i#ilcirc0004870 1 Rkl , 2 S EUfE F 5
RIRBM39(—M'E & 2 A RS 2 IR IWRNALE & H
Gt JE R RIEBEAE, MTTAEAR-VT, Bt

Enz(fA 7 #5115, Scirc0004870 1 1F B A [q]
circRNA17(hsa_circ_0001427)52&—FE: R IRNA 7>
¥, BRI miR-181c-5pfFRiL, MimiR-181c-
SpRENS FLI45 & AR-VTII3'UTR, A ficircRNA17
AT ARy — A A, 3@ %5 miR-181c-5p/
AR-V7H1, 18 HPCadt il % Enz Uk,
2.6 CircRNAJE T Wnt/pB-cateninii i§ /1 S Enzig
Tikin

Wntf5 5B EPCarh B B 22 0ER, HmT
RE A ZGWIE T AT 55 . WintfS S5 38 B 1805 5 2
Wt 4 55 85 15557 746 il B 1 R4 B 2 AR TE RO &
Y1, WIS Wnt(E 5165, EE 54,
B-catenin 7y f B A%, HIWOFZS HIiEit I T
WEER . EIEEE DR, BE IR & R A -3 B
(glycogen synthase kinase-3f, GSK-3B)&Z 5[4 f#
B-catenin, I 40 fuAZ 2 An, HETHIHI Wntf5
B AT AR, EREBE LR, Witfs
TIE S S, 5 EUB-catenin 7E A1 JAZ AR
2, R PCagl 3 . A L REMTR ),

CircPHF 1652 — 43 A £ 4H i 53 A1 20 ff % rh 1)
circRNA, SIEHAZMEL, BEPCaZiff 3Rk
T . CircPHF167] LA 4% W fifmiR-581 LA 5
RNF128(—ME3Z RiEHEM)MRIA. @ity
A, circPHF16 7] LLH| Wnt/B-catenini& 4%, MM
S PCadll il % Enz ¥ UK . XK W circPHF167]
BE A 50 R Enzif 7 P A 16T HE s Y
2.7 CircRNAET B SFEnzigfrilin

H W — AN RSP I AR A I A, X4
MAEFAAESEEEXREZENEM. il EIL
Y M P9 08 TR A B RS ok PR A Re A R,
Bhan B fE AR DUHRRN 24 4 B S A R IR BT R A7
o BRI, Ik VS 0 B R R 2 T FEAE R Y )
R, SEEmMETIN, ERAIT R, AR
7N, P T O O AMPYE Ak B 1 TR A 30 A
mTORIEZ k> 25 W A R a3 In 25 i 4 i, A
T 9320 24 9 %ot 200 JHL ) 2560, 3K T i o — e &40 e S5
PULH) LB AL

ZhongZE IR I, FEPCarf, FA H W AH S 1)
circRNA I FRIE K i 35 HSzitir i,
circ0001747 f 18 3 H ] B W0 S A0 i PCaZl Hi 1)
BahE . ARTT, X Feirc000174 7 [ W K% = 1
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MU, AT E— BRI, IXATRES KA 155
TR AR, DUE B a3 Fcirc0001747 11 H
B o
2.8 CircRNAE T 548 miRNA T SEnzigyrikit
FEMPRE R, R scireRNAE IS 5 4% % miRNA
it MHImiRNAXS SCEE LR AR E R/, i
XoF Jie e 240 L PR Y o B A 7 A S
FHEIF4A3FILEF 1 /3 [ circRAB3IP i iz I Fff
miR-133a-3pMImiR-133bK 177 MLiE FUWE 57 R 2
73 H B 1 (serum and  glucocorticoid-regulated
kinase 1, SGK1)fZik, EHFEnziAIT I,
CircUCK2 CL 4 & I il it i 4 Ak miR-767-5p, #8/>
TmiR-767-5p S TETI S & 30%, FETETINR
ik B, I PCaiiit 25 40 i 1 36 5 AR 281
Ah, WEFCRBL, circ00012757E Enziit 25 40 i & i
& B, Hod R IA R INP Cadi L X Enz ff196 97 K
P, BRTT, K TFcirc00012757E Enziiif 25§11 o 1)
HARAE ARSI H BT A e 2T 2

3 CircRNASHISIBRIEX S AT L ITRYE
Frifkn

Z Pifth & (Docetaxel, DTX)& KA He Kk
AT 250, e AR T AL 3 O R R
SRR T AR . b4, DTXOE ] A4
T AN AR HORS 115 5 8 2 R BH L E AR R 40 A% 5
fr, FFiEgha 2R 37 FRACAR K R IA A Hif
AR5 SRR FFOXO 1R IE, AT 0 il A i
ENFHPCadl B K AE RS, REDTXM
YERALRI Z R, (BT IRAEAE B3 X% 2507 A T
ZitE L, RE T D TXE 7 HEPT I8 LR AL ) Xt
T HEPCaE TG £ X H 2
3.1 CircRNAEIZHERR T SDTXIRTT ik

JIe e 24 R PR A ot AR 2 AR T B LR,
XA BE 5 R A I Tt (Y S FR A B T
PIRFAE: ZHHNGFE RE 7)ok T 32 4h SR 554210 RE
JIsE)A K. WAL, & R AL ER AR 2 AE IR i
Wb SR, 25 R A A
SATONFIALIT I 2R, Hop, R AEEA
(lactate dehydrogenase A, LDHA) AN ZAELTA
FRA ) R . AL R UER, #IILDHAZR
K AT PCagl il 4 DTX AR

CircARHGAP29/2& —#f HARHGAP2 95 K34k
P4 [ circRNA, EIF4A33# 14 45 4 circ ARHGAP29
(1) )5 By A SR N W EE 7 41, 5 5 H L
A . b5 I circ ARHGAP297E 41 i v %
HEZAIRE. Bk, el iS5 IGF2BP2E A
(B 5 R REAE K IR T2-mRNASE & 85 (12) 1 AH B A
H, H5RLDHARIARE M, MG 17 PCaZt fo Xt
D T X [f1 76 97 #K b A0 B 8 X W . Uk 4h
circARHGAP29i& A LLFSE c-Myc 4 R [ mRNA
BAFKY, HLDHARE R 12 k5t
3.2 CircRNABREHZ 5 HINENTEDTXIRTT
TN

DTXRELAE SR ) 5B- s S B 45 &, BT
BB 15, IR A 22 4y 24 4 18] 0 200 e i 22 1)
Ao mit, kB3 E G (chromosomal
passenger complex, CPO)#UESEH B T4 1EH 2245
S AR R YRR AL, I FLIE RE I N AR B 1)
HMAER, RPAF 2 RAENSH LSS
DTXiAT HBLIILE] 2 —,

ChenZEPUHF 5L R B, ¢irc0004087fE 5 #% 5t 4L
BOEH T SND145 &, HFIEMMYBR) R AEE, di—
A HE R UL S BUBLRIA. BUBLZ — A H 2
METHET, 25 7H 2552 ke
)ik, SEINBUBIHRIAH B T ¥ CPCIRH &
22K, HRRPCadl il I EH R A 220 5. XA e
&S T PCadii i S DTX G T 6Pt K NCPC
V1) 9 AT I A 22 93 24 ) R A A 24 /e % B 47 3
R DTX I AAE -
3.3 CircRNARIZ EFNEDTXiRT RN

/N AEE ¥ B 11 2(Zine finger of the cerebellum 2,
ZIC2) /KRR AT # i PCadtl il (I 551k, B4
EMT L K ifn 8 4 % P3390, CircDPP4(hsa_circ_
0056881) ) - i AT PCadll it F fmiR-564 i 5 5
ZIC2H 4, FEA M I AT R /1R 2%, [
I B ARDTX Y0 A 35 7). 20/ i S 5K 5 1-A3
(aldehyde dehydrogenase 1-A3, ALDHI1A3)/& Z. 1%
A FE RN EERRAZ —, B oEAN N
LR, Z5REMFIMHRIIRE. CircCYP24A
(has_circ_0060927)72 — g1 7T ALDH1 A3 31X [
circRNA, EHldEHHmiR-1301-3pi ¥
ALDHIA3MIERIL . 74k, circCYP24AI @ I 3
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PI3K/AKT/mTOR/E 5@ ¥ K I 1TALDH1A3 ]
FKik. e, RO EY, circCYP24AM
U ALDH1A3ZKIE RIGINPCadll fu X DTX G ST
il

988 85 FIDS52(tumor protein D52, TPDS2){EHN
g IR, TERFEPCarE N HIVE 2 MR h ¥Rk T
e PEfkiE, TPD52n[ @ L HIHILKB1/AMPKA F
{17 5 W Sk 38 B P Ca il L 4 DTX 3697 -3 1
circ XTAP CL 4 UF S8 3 ¥ 4imiR-11823K 1 15 TPD52
ik, RADTXETIB . H— i %
B, circ00007357EHIDTXHIPCal 24 A1 41 ff T |
W, B # circ0000735 8 Fak, AT LA H
miR-7 W BE 77, $2& B PCadll fi X DTX ) sk
PEOT, Ak, circ0057558i8 T 471k miR-206, 1F
] I 4% 72 2% 5 = P 2R 33 (ubiquitin-specific
peptidase 33, USP33)f#%5%. USP33/EN—Hp %
ZEAE, REBS LA MLz Kibe-Mye, M
PCaZH it (1) 38 5 A 20 Jf i S A, BRI HE X DTX ()
AL
3.4 CircRNAKZ TENEDTXIGTHN

Kriippel ¥ [X]-1-5(Kriippel-like factor 5, KLF5)
s — PO T AR B fR e s R, m 4 2 Fl
R MRIE, R m 2 Maae. ok
P, KLFS A8 i #0061 24 B 5 0k 3 55 P Ca 2 o 5
DTX U, CircCRKL(hsa_circ_0001206)#
WESEAEPCadi il RIA NI, 281, HcircCRKLT
FIENE, EREMSAE ImiR-141 104548, FIAKLF5%
i, M HE NP Cadi e X DT X 8t , &8
CircCRKL A A& PCaih I HITEAE IR 7§ 0,

CircFoxo3(has_circ_0006404)2 H B 7t i %
fcircRNAsZ —, "B fEPCarf {21538 fin a4 i) fpf
Jo 3k, AR OK U W S i R R, 3R B
circFoxo3 ] 1E N2 WiPCalf) AWk EY) . ShenZ(®)
AR RIL, circFoxo3iHid #F4FmiRNAE 5# Foxo3 1)
Fik, MRSl TR PCalt R, YL
Bk circFoxo3 2l i # 5 EMT K1 InPCaZil il 5 DTX
SRR

4 CircRNASH]FIREX MR IT & T
AN

BT VR T PCalf) — M L EL T Br. SR,

I PCalE FH AL Z T G R I K, X m R
2 T PCaZtl X 7807 722 7 Hih. Bk, A2
HE—2 7 fEPCadll Xt T = AR R T HEBT LA -
4.1 CircRNABIE B/ SETHN

S IO 2 R 40 A 5 R R A P T AT ) 4 e it
&, B MRS R A M BOT U 1 % D) A
Fl66 - CaiZE Wt 2 B, circCCNB2(hsa_circ
0035483)7E PR HIPCadl M i Rk, F
W circCCNB2 1] LLiE i miR-30b-5P/KIF 18 Al #i il
E T, AT 4 S PCadll B X T IO B . It
AN, ZFTTIER M, circCCNB2 ] BE1E APCadl iy
XEOT HEPT I T bR £ . Rk, #0i]circCCNB2
(BN BA T AR, RS PCaldt
BT BIRTT R
4.2 CircRNABIZHEER RN SHUTIRR

CircRNA 1) 7 ¥ 3Rk 5 807 HEHU R B A 2 (1)
TEE—E R RE . DRI, PR circZNF609
AT DASE U7 RS, T LR I 2-DG O B i
081 00 0 1) A SRR TR AR T (RN, A e 5 T80T K
Pl. ZWTRIERIL, circZNF609HE/E AmiR-501-3p
[R5y TiEdn, bR RE R AR OC B B COM IR 2 (HK2)
MRk, HREPCaZi i BeT #iht. TMAE 5 — Wi
FiHd,  circLPAR3 A IIE 52 55 1507 FIOBE I i %5 D) A
K, circLPAR3 T 45 & A HilmiR-513b-5p i
P, SEIPTI(—MEmgnRE TGS SR &
1 G B 2 R ) 3ok B 3R, 3 T 3 5 P C a2t i %o b 1%
FRIRHE, FEREE T ROT SR,
4.3 CircRNAB T miRNASSHBTHEIT

CircABCC41EPCaH 1E i 5 IR R 45 4F H (%
). EAEPCafE# kN & & IF 5 I K BELARFAE %5 1)
I, $EIRcircABCC4 R LI Ny — Rl i) Wi 18
Fro CircABCC4IH L ¥ 4imiR-1253 F1# iIISRY-box
8 5% [F-7-4(SRY-box transcription factor 4, SOX4)%
ik, {REE T PCadl il I8 AE . 2B FBOT ST, I
PHAS4H MM = DRIk, m K&K circABCC4R
SOX4 ] G B N PCadll T P A FHhR £ 5
circABCCHERi&1EANH, circ0062020i@ i miR-615-
SP/TRIP 134115 PCagl L% 07 A Sk

5 REERE
AELER T circRNA 5PCafENHTIAEIT . DTX
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*1 A[EcircRNAZEPCarh AT HEIIE R

CircRNA FLAKF HyLrEH TEH &2 2R
CircEZH2® A Enz et JFEmiR-363/miR-708%H [14]
CircTRPS1 LA Enz et VA2 miR-124-3p/EZH2 4 [15]
Circ0016068 i Enz (i ¥ miR-330-3p/BMI- 14 [20]
CircMID1 F- i Enz Rk P miR-330-3p/Y THDC2/IGF1R/AK T4 [23]
Circ0057553 i Enz (53 PHFEmIR-515-5p/YES 1 [25]
CircRBM33 el | Enz et WIEPDHA A 3 2 R AU AL B AL [30]
Circ0004870 i Enz fioid HIEAR-VTRIE [33]
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