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Abstract

Chronic kidney disease (CKD) is a global public health problem. The global prevalence of CKD is
very high, and the prevalence of CKD is between 11% and 13%. The main causes are membranous
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nephropathy, diabetic nephropathy and glomerular diseases mediated by various inflammatory
and immune diseases. Long non-coding RNA (IncRNA) is composed of more than 200 nucleotides,
and IncRNA is an RNA molecule with no protein-coding function. In recent years, more and more
studies have found that IncRNA may be a key regulator of many biological processes in cells. Many
studies have shown that IncRNA is closely related to the occurrence and development of Kidney
diseases. Further studies on IncRNA may become a new biomarker and a new therapeutic target
for kidney diseases, providing new ideas for the diagnosis and prediction of the occurrence and
development of this disease. This review summarizes the research progress of IncRNA in chronic
kidney diseases in recent years.
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1. 5|8

KBEAESmIS RNA (long non-coding RNA, IncRNA)/ZK & AT 200 MEHFR H & Eﬁ%ﬁﬁ%%ﬁ‘éﬁ"]
RNA 737, UTAEAGBORER 2 IR FE R, IncRNA R B AL 2 Fh A=) 2 RR K R B T 70 1) H AT
18 1 ' JIF 994 (Chronic Kidney Disease, CKD)H) &R 2R 5, AHISSCHRHRIE 4Bk CKD &2 AE 11%§ 13%

ZA)[2]0 AbHER A2 EE — PR B G AE 4 [ 13 NE i HEATRE T A, 45 B /N BRYE 2 (Estimated Glomerular
Filtration Rate, eGFR) < 60 mL/min/1.73m? 5.4 & A JR A ABEZI N 1.195 /2N [3]. T f# IncRNA 7 5 JIF 55 9%
HIVER, A BT T RERIT IR IR 1 2 T AL, R ONIRST T IR AL SRS AL 5. A SO IneRNA
FEMS N 50 i 7 i R A — 2RiA

2. LncRNA B8R
2.1. LncRNA B9ENX

LncRNA £ K 200 MEHR Hi% A S EFIRER RNA 70 1. B mRNA 5% E: B
RIEHER . 5 -TRE I RZ) TR, TR TFEAE, BB & AR gmis e Ji[4]. &)
IncRNA N iR sk i) “me &, YO HE AR MR, R R A B & IhHER[S]. 1MiBE%& X IncRNA
AWIRNIREFE, IncRNA 158 AW F5 o 70 R IR E g B 5 NZRIE R 3%, HARNA
gD T 5. KEIEmID RNAs 5 T8, X H A3 IncRNA [6]. JE4miT RNA AR E
K —#E53 WL IncRNA,  HANEFE L3415 RNA (tRNA). HBE{A RNA (rRNA). microRNA %£[7].
LncRNA 51{5{f RNA (mRNA)TEIELETT AL, Flany= 372 tH RNA G 0 I1 %5xr2E[8], (HAER%Z
Jiifl, 5 mRNA AL X AFERZAA, W IneRNA #5558 A%, @E AT Ak, e v 5 s
PR Z[9] o

2.2. LncRNA B9ThEE

LncRNA B #A 2 A By “Me 7, YO BRI TIRE, %EEI“EKE%IJJ%‘EO (IS0
EHTFCIAWIRN, B2 5O DX L = 3% 8 A S RE 71 1) mRNA #E7> 1, JHIE 2R 2R 72 THL
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#1257t 2R AY AR . HIhEE E EE R AT Gy R W S5 & A BAE[10] TR HARSE R %
i5[7]. YE A/ RNA BIARRIEER[11]. 52 RNA A 12]. 1 AN3E4 M VR RNA RIEMER13].

2.3. LncRNA B{ER AR

FIHATNIE, IncRNA 25 7324l fE, Wiis R RE . X Getid 53 (Xi) M3 K 4L Ep L |
HIX =4 A RiE. fOeRBmEamnr Gl 5. RNA BIERIBIIEEHI[14] [15] [16] [17]. LncRNA
s WA R FEAE FHIWR 2 BT UESE R ], Gett BB R S A A RZ B F AT IneRNA - 5] 3 2R € (1 2 [
AL TR IEEA T THAE[17] [18] [19]o ASR _E, —2& IncRNA A REVE N GPS 4%, W5 H b4 i ik 7 5
ALBVEATIE AL S I X458 IneRNA [RAZ S04, AT AR HO6 AR DR 40 7 SCAR I D g &8 X EE 22
1) IncRNA Z5#438. 2% EFTiR, IncRNA IR N HR AL 172 I BERlEs Ry, X AEEAN R K & B3k
I 7€ 57 FF: Wp 1 JH Ty i DA 56 BORE 3€ (R AR 0 %7 D e BN AT RE[ 18] LneRNA TR AN R K 3% A2/ : — 4% IncRNA
CHE IR B LE TR S A S IR B s B R S P 2 SR A BB, 3K A e 4 i o G A 4 I
Mo 4, IncRNAs, llinc-P21, PANDA, Tugl . @it og#ifl & A ps3 5HESFIIEES S,
7E DNA F5 BB i S 3G [20] [21] [22] [23]. BEJE, iX4E IncRNA AN [A] 1) 4 R 4 2 R 3R
IncRNATugl KIELEFH FIALH] & G & B 54 PRC2 Hi#E M EA/EH[20]. IncRNAGas 5 (Growth
Arrest Specific 5)5 ¥ 57 Jii #1 2 52 48 (Glucocorticoid Receptors, GRs)] DNA 25 &34 EAEH, FHIEENS
DNA Wi N o4 4, MRS TFEAEH[24]. iR, —Lemzlshi IncRNA tha fgil it
5 miRNA 45 & kR 5 5 5 R R Rk

3.LncRNA 5B &R XER

LncRNA £ B SR AIRT T, AN AL R AN S B FR T T B A RN, AR SRR 5 THT R4 th
Bbo KEB7r IncRNA KD BERIBLH AR BAT IRV 4, I AR KB HE NS R AT FUHOAR B AN W7 A e A
WEFEBNIABIEIN, 45K IncRNA 5 8 F i HEZOR 2 18] 5¢ R B IZHTH] 1

3.1. LncRNA 5$R% S

B PRI ' JIE 593 (Diabetic kidney disease, DKD) & $i H1 1 B4FN 2 BYkE FRps B 8 0048 VR IR0, A2 b
PRIV B HIUILE R RE, FLARRIE A2 B 18] 5 40 i 40 36 5 (Extracellular Matrix, ECM) & A R EERL R,
L SESPE S [ 2] BEE T TR AN AATTR B IncRNA 15735 RIETE 4 /K Fi#% T DKD I ER B
TR, K IncRNA 241 fuys 28R 747 1 (Plasmacytoma Variant Translocationl, PVT1)-5¥# R 15
J# (Diabetic Nephropathy, DN)f] /& 2 #H5<[25]. LncRNA 41 gy A2 /K 47 1 (Plasmacytoma Variant
Translocation 1, PVTI) & th Kl b sl N 28 — N 5 B WE S AH G 1) IneRNA . K g B A RKI'E 2l
(End-Stagerenal Disease, ESRD)HIHE JRIps & A 1T HE S5 PVTL A8 7 AHIC[26]. DN B E E 5 AR &
D2 RGN R [27]. SRR R B, F AN SR A BRI N B R, AR PVTL W 1M,
LI PVTI AT RE S DN (R AR G 5 [26]. #mai 7 PVTL J5 A &K I miR-455 ik uk i,
T A T e A A e BB R B IR I R A R 4 A A T2 (28] hAh Zhong SF[291AF L K I, PVT1 %
DRI R ok AT 38 97 miR-23b-3p/WT1/NF-kB i % D035 i 5 175 5 1) SR 4t () 3G B AN 21 44k . #B17) PVT1
AT HEAETEYT DN [ —Fhi £ V6 97 3R 0% .

LncRNA 4R _F ALK 1 (Taurine Upregulated Genel, TUG1)7ERE /R K BR R AN ig RIS HE T
Wo R, WERIE TUGL AR B R4k, HALHI P Re &40 T PI3K/Akt 5 S iEEE, Mk
ECM A 2 M R B N5 . ARy T4 b 264 T ECM B R, 1 3RIEH) TUGL A4S miR-377 X3

DOI: 10.12677/acm.2022.126792 5479 I IR = =23t e


https://doi.org/10.12677/acm.2022.126792

LT, XIE

B R DR I A P BRSO 32 Ay BN RAPE R, B ORI IERIVE I [30] [31]. s RWFFE X B IncRNA
TUGI 7£ DN #& AN E#RiL, 5 HbAlc. TG. eGFR. Scr. BUN. UAER 2 IEAHJ%. 575 IncRNA TUGI
Al BEIE L F AL LA S AR AR S R [32], 51 S IEThAERERS, Xt DN B —E 2 Wi E, mlaE
VETELE R WAR A o £E DN R AR R Rt 142 Hh 9 0 s 7 9, 473 A B 2 A £ 0 5236 B, IncRNA Blnel
I TC R TERE PRI B A YK BRI 2 7E DN B s 39 &, #5401 IncRNA Blnel [J3RIAKF,
FLAT /3 Nrf2/HO-1 Al NF-kB {5 T 188, MR B IE A RN, SR SN 2R 4R 3] — € (1) 5 I
RPVER[33]. B T LA IX L 44 (1) IncRNA 4b, EHTE% IncRNA ZRLERE PRI 150 1 & 4 % e i 31 8
BRAEYEDIRE. Rk, RIZREENT IncRNA S AW DhRe i AT EINR N BB FE, GBI 1 a7 bR
93 B IR (4 73 F-LAD, 39 DN BIVEYTT - T (8 (1) Sk me A £

3.2. LncRNA 5pEM4 S5

H #ll, IncRNA 7E 54 595 (Membranous Nephropathy, MN)H (i 70457, £ MN #1 & B IncRNA XIST
Tk o XIST & X-2R i Hhly(Xio) JE AL RV S —Fh 5 X Qe 5 K IncRNA. SEEG K B[34]
7E MN /MR ORI T 2R TR LneRNA XIST A% 55 PEH 2458 A 1 (Nuclear Paraspeckle Assembly Tran-
scriptl, NEAT1). MN /N UK /N ERZH B AN B /NE b 4B IncRNA XIST F1NEATI [k 5 2 Fif .
/IS BB U 2 440 L 75 F G %2 W (lipopolysides, LPS)i5 P4 J5, XIST /K784 405 ) J2 40 i p K T
NEAT1 ZKFoR W Fh i o JE— DRI A LB /N BR G 98 658 (0 3 M 1 ) AR P Y /) BRI 1
Xist RIERETH . FE5PRMEILEA @ IR BEEFTCRIRANATRIL, #5210 fedz
Hil7E XIST A2 . MN /NRUEIEF 48 B 27 ZEEIR = A (H3K 2 7Tme3) 7K 1 . 2 T B,y fa )i F )
UUUE LSSt BoR H3K27me3 7E XIST JH3) 1 X HI7K-F T B 451K, XIST & 37 X1 H3K27me3 7K
SR BRAR A R XTIST 7KFF 5o

FECAE B9 5 DL /INER AL B0 AR . R Tin [35]48 2B, MN 4 E T2 T Bk R 1
(AngID) Al i TLR4 A& ) - 5 UER Al MN B ZH 23 XIST ik Bl i B3, T Angll 551
JEARBEIE T AT R R XIST Wi . 3 — 0 AR I miRNA-217 5 2 4 s TLRAXIST A77E fu b5
KF, H T XIST KI/KF Al 35 miRNA-217/TLR4 il B{ 3 R4 1=, Rtk Xist 3 N MN )2
Witr SV EIRITEE s 2R BRTUR, TR R AE R BRI FEH IncRNA 0I5 A% 2K 8 BT S SR R R R4
(1 AR CA N R0 R AR R R I B R 3R

3.3.LncRNA 52 8%

% HE'B 5 (Polycystic Kidney Disease, PKD)J & ¥ UL [ B2 RIS A% 14 B s, e A iy LSRR o e £
1 3 P 194 71 22 B2 15 (Autosomal Dominant Polycystic Kidney Disease, ADPKD). ADPKD LA tH K &
KANAEE PRSI IF AT VS O R IR, BOR B IR A Thee, RASBARME ZH. FELK
WIENT B F2iE. ADPKD & TR R4 S PKD1. PKD2 FH M AM. Guo ZF[36]ilid Ar-raystar
LncRNA &40, E2 8T BESNHA M PRI Z A2 R LKL IncRNA. A FERER X 8872 7 R IA 1)
IncRNA 25 7 40 b 2 Fh A 4243 #237] [38] [39] [40]. I H. 5 PKDI 8 PKD2 &5 3 R 98 A% 5 2k 3% 7]
REAf7fE—E K R, Aboudehen Z5[38]7F Pkdl I Pkd2 F¥7A%/INER A TEME S IErF R B T — Rl FX A Hoxb3os
(5 AR S . EAL PRSP IncRNA. 7EIEH B 1 R 4i i i gt AL G sp I KR IE s 70 FEM AN A FE M B )
FILS, PPN BER LSRG, HANSSFEVEILE HOXB-ASI 7E ADPKD B3 B I b & ik b . 3t —25
¢ &I Hoxb3os [ i 1 it & 8 i ¥ mTOR FIZERLAR QR fE i ADPKD (3R ALK . B IEHR 5
PE IncRNA 1 8L 1 1B IE B0 176 T7 #0 s R AE W bs S (E 153 — D IR AN BT 55
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3.4. LncRNA 5REE %

AR S 7 (lupus nephritis, LN) &3 5 & W00 4k &1L B /NERBR , WL 22 IR BUIR BT 5 1
T AN o LN & RGP iR W H B I RRE 2 —, BARE AT G R Ziad T, A
AIRZ LN 83 KN CKD 5 ESRD.

L IncRNA f3R3E B RIS LN P50 E A 9% . Huang Z5[41)8F 70 &P, SOX2-OT 7E LN &
AN ISR RZ A0 M P (A I R PR, B S PRE SN 2 UG, 5 €3 C4 BIEMSE, $#27R SOX2-0T
ATREVENIZIT LN BB TEA RN YR EY), HSBmEsiE %I COLE 1), THaki42], 5IiE
WX R AR L Inc-DC 7E RGPELLBEIRIE B3 MK R R KF- B35 T B, LN B35 1 Inc-DC Rk /KT B3
T E R RGP B, 25 BALIR Ine-DC AT{E N RS MELLPORIE A T0 B MEH15E 10 A Wbs 54 -
HAl 5 LN 4 5% IncRNA, i£454% IncRNA RP11-2B6.2. 1inc0949 Il IncRNA TUGI %; #Rifij IncRNA 7£
LN I EF MAE 2. BEEE BRI, Zhang 2 K BIL[43] NEAT1 A] LL#% ] miR-146b NSNS
Z 41 Al (Human renal mesangial cells, HRMC)H' TRAF6 F ik )15 . NEAT1 i@id %87 miR-146b {3
JRE YR LA F-(tumor necrosis factor, TNF)3Z /440 5C K F 6 (TNF receptor-associated factor 6, TRAF6) 5K 1%,
PUINEE LPS /S 10'E R4 H% . hol, TRAF6 #iE 7 HRMC ] NF-«B {55 . NEAT1 @it B4
il miR-146b, {ZiF TRAF6 Kik, WIHMIEHEE & T NF-xB (55, HIEE KB40 .

50 1
2007 r=0.461 r=0.400
P <0.001 . 0] P<000r e .
3 )
= ° =
s o0 * 2
2100 - ¢ Te ° ] g
5 . 3
% . ®
N e YRSl AN SN
| T 1

0.0 0.2 0.4 0.6 0.8 1.0
SOX2-OT expression SOX2-OT expression

Figure 1. Correlations between SOX2-OT expression levels in PBMCs and C3, C4 in LN patients
1. LN B# PBMCs 1 SOX2-0T FiA7KF5 €3, C4 %M

BEAEMIBE LB RHIESS, AMA C3. C4 SRUENEE RETTHSIMEA O ENIRIENE E 28 5 R AMA MUAE
AAAE—SERIORNE, AMAKPUR T IR R BE R, 5 DhRERT A T A0E, RS IRAN A I AE 2 S 30H Dhig
PAF[41]o —LERFE 5 T TR DAL 48 H S PUARLE LN B W TR E 2R . Fl230 dsDNA bk
PRSI R TR T B0, SERMERGEEE I 3 B4 V2 508 CUEset
dsDNA §ifA 5 LN A HEIE R £ H 5 R R T, 725 I8 dsDNA JiiRENE % T 5 Nk Gk
HEMUIBIEREE R A RN AN dsDNA FERH S5 LN FESIEA 56, /& LN Ji
SLIERIN ER [44]. R ERTUR, PUWEE DNA $UIARAME R C3. C4 LG LN & 3h 10 EWhs
W, HE H AR — Fh e A AN S U E AR S . AN, RS2 SLE BE R
KM eprdE. KUk, 2O ARR R IR SYIR A2 LN. LncRNAs & A7 v 22 1 {5 2 4]
z—
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4, i

IEAER, IncRNA RSP A A F v ) 2 A Y AL BT L 2 ORI S . LncRNA Jl
DNA 5L, AE AN, miRNA SEEH] THAE S IEESE ST HLHS 5 5 R Y 2 Ao 28 2
IR, AT AR S BB R A B 507 LR ARk MR 2 ) I R R i B B £ LncRNA
VE BN B ISR AL . A2 Wb B S I6 Y7 #E T FURRRT IS, 18 1 B R 2 iR SR AR 0 8
o EIRHATHEFUE Q8 T IncRNA BGIEFERL] LUL EATS B IR Z 18 IEC R, (A4 IncRNA By
TR PRERAA P N 2% S HAR FILRDE A At — DR BRI AL SR A T IER K228, K
SRINAE B2 5L B A DG IncRNA, FFRIFEIR—H . B2 H B LW s.

FlRhze
Fi A 13 240 75 B AN AEAE R 25 0 58 6
eI
G R 2E B E B B i LR 3 4 (9w 5. 2020-BS-014).
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