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I K4 4% 1% RNA (long noncoding RNA, LncRNA) #& — 25 A B 4% sk /b B4 g i B T B S A . I 4F
O, 13K L N Ay o TR B SR 4 I 1) LneRNA 2 B T AR K 563, IR IE N AR I TEM EE S 5 .
LncRNA B Z A5 Dhae, Fo 5w R I8 5 90E | G2 50 AR50 55 2 P i A ¢ . 18 M B BEJE (chronic
kidney disease, CKD) 7 4> R AN [F) 1 [X f#) %2 95 28 )9 10% ~ 15%, FLA B9 KR 2 R FIBE R B H04E . T8 BRI
993~ S 9 LA B S5 o 3 A T IR B NBR SR . BLAE O A HIFFUUEHE R W, LneRNA 5 B JIF 5 25 25 VI IR, 5L
VER] T R TT 48 SR ) AR AR SRS I I R AR R o AR SO X LneRNA [ D5 BE BL 2 LncRNA 5 2 Fif
T P B 0 R B W UM — A 45, FF B R T LncRNA {23697 CKD J T i PR B2 1 1T 5t
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Abstract: Long non-coding RNAs (LncRNAs), defined as transcripts which are hundreds of nucleotides with
little or non-protein coding potential. Recently, LncRNAs have caught much more attentions, instead of considering
as noises of genome transcripts, and indeed they have been found to play important roles associated with some
biological processes, such as tumorigenesis, immunology dysfunction, metabolism adjustment, and so on. The
incidence of chronic kidney disease (CKD) in different regions of the world is about 10% to 15%, with high growth
rate and high unawareness, including the diabetic nephropathy, membranous nephropathy, etc. Previous publica-
tions also suggest that LncRNAs have a close relationship with the kidneys, and it may become new therapeutic tar-
gets or new biomarkers to diagnose diseases. In this review, we will summarize LncRNAs' functions with chronic
kidney diseases, and discuss the prospects of the clinical applications of LncRNAs in the treatment of CKD treat-
ment.
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“MEE7, A E S D RREE A R Thael, (HBE A AR
4= R ALRE 7 I A WA N, LncRNA 5 SCH A B

o TENREERArh, 475 70% )5 AT DLk AT
sk, MAESR 65 RNA LT 54 1 n] 5 5% 5 R 1) 4 6
(R K% 2% [ %% 15 RNA), LncRNA #2 4 47 5 RNA
HCE PE KB — 3, 59 A I AL — B AL K RNA
(rRNA). ¥ 12 RNA (tRNA). microRNA %, LncRNA
5 {54 RNA (MRNA) 1L, 8 i RNA 5 & B 11 3% 5%
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FEAR R KRR 4 HR A 5 I E AN 31 22 IR ER A . (A
MRNAH L, LncRNAAE & i DhgE, M H & r&ikK
SRR, LEAS R M & 2 8] ) £ 57 M 221, {H LneRNA
A R () 4 2R S M R 4 B R e v, T L B R 2
mRNA (1) 3~100f%. LncRNA 5 mRNA A tt, ¥ £
WAL T, 1B LncRNA1E Jy— 2% RNA 7 41 il i
BN FEEL
2 LncRNADEE51h8E

L% LncRNA % 15 7 %1 5 8 15 )5 g 5 236 [R] 1 4
XA B R 43 9 BLR 6 280 1F X sense-IncRNA. 2 X
antisense-IncRNA. X{ [ bidirectional-IncRNA. Iy &
intronic-IncRNA . & [A] [f1] intergenic-IncRNA F1 1 5 1~
enhancer-IncRNA. #4458 X, sense-IncRNA Fllantisense-
INCRNA 72 it LncRNA 7 41| 5 & 11 it 9 A5 2k A (1) 1
Xk B [ X %% B & ; Bidirectional-IncRNA & 15
LncRNA J7 51 o7 T #F 8 B 1 9 75 5 DR 0 A S %
Intronic-INcRNA #2 #§ LncRNA J7 41| 4= & k H 5 — A %
SEVIIN S T Intergenic-INCRNA & $5 A TR Hith
B J5R g i 5 ] R B T A LneRNA; Enhancer-IncRNA
s 48 LncRNA #% 5% B 25 [ Yo i 2k R (1) 3 5 X 3, B
SRAH XL B A 2, {H 2 X 25 LncRNA FZh RE7E 1R K2
FE AR AR FNH

LNcRNA 7 2 WLt A% 1 42 . 4H it J 35 9 42 0 48
SRS AR 2 A s R R E AR, 5 AR
i 7E A IR 22 Pl S B RE O, R B A i ol 2 A
HIBIT FE R R, RNA AR 4 1875 18 4% 15 2 o [B) 8 i
40 B PR A e, IR HORHR T B R4 IhBE . LncRNA
RAFEY e X ERFE L QAWM =R, B
AL R AR LA, ] g 6 i A Bl 5 i s R
] LS microRNA 254, [ 4282 mRNA ik ; thaf
PLE#: 5 mRNA 25 &, 520 mRNA F# 3 57 U 1B fig
IR, LncRNA T 3 PR 3 08 v R4 1) & 000G 10 1) 1
PEINRE, MR AR R 1 35 DR A1 53 2 P g 3t () N AR e
P NATT NI [A] 2 328 1 4 X 485 1) 4 SR TR AR i 1) &
Jetk, R A B F R . (B2 H BT X LneRNA f)
WINEIAT PLULIE A TR B, I/ V2 R AN R ER .
A G E A4 LneRNA T ThRE
2.1 RVEEZVHE  LncRNA J&—Fl M 1 2 s
iR, FE R F A LncRNA S S O R el &
AR RS E AT S, 2048 DNA B RNA HIEAE IR 45 BA
Je e A 1) 5 R AAS IR 2 T A 4 A O% 26 TR 1
Lk
22 BEFRFE s fEd, —2 LncRNA T LUE R
Bedk, 595 M KN T 456, TR E A1k, M il
R, B8 H2ES DNABE B AL 4K

¥ 5% ; Postepska-lgielska 25191\ J& LncRNA Khps1 5 %
I I YO B S B4R 1 (sphingosine kinase 1, SPHK1)
1) )3 2 8 5 e L R SRk . fE R AN AR
Khpsl 5 SPHK1 i iT RNA-DNA 4 5€ (1) 75 18, i 5 4
T B T BB A 1) 45 44, 1) T E2F L 3 s R+ 1) 4%
i, %53 NS Sl R .
2.3 HFFIEHE LncRNAKGSHES 5 G RE
AR, AR Y)  RNA G R AL ZIE%.
Lin ZE0OU7E /N BUVE G T 40 B PRI A 7 v B, Teld b i i)
il 28 FH % 19 lincRNA (Tcll upstream neuron-associated
lincRNA, lincRNA TUNA) 1] 5 %42 % R B e il 45 &
EHEEGRRZ B, wmmaaik. TUNASZ
FhiE A 45 A TR 2 R 5 T 40 M #2240 A A oK
FER E B XA &, (R BRI 3 5%, 22 5 T4 f o
L Z ae it R AR, SO TUNA S H P 2 510
2.4 F¥EmicroRNA [k 1 E# 1% mRNA, LncRNA
M B8 38 1o 4% 1] microRNA 3 JA Sk b iff 5l 1 3 e &
MRIE R . R AgE e dgif, —i
LncRNA 2447 13 5248 miRNA [ “Fh 7 )7 517, 7l L&
“CUFHR” — FE 45 A miIRNA, AT BH 1E miRNA [F] 3 4
mRNA 4545 .
25 HiATHARX LncRNAE AT DLE £ 5 H M 1) &
A4, W E A RS Wang SRR B 5808 41 iy
(DCs) HR I T HFAE MR IE K Lne-DC, ffik Lnc-DC ]
i DC 734k, FEAIK DC XY T 4 pBLE IRE /1. Lnc-DC
A 515 5 % 3 U 0% & E 3 (signal transducer and
activator of transcription 3, STAT3) & 454, i 5
SHPL W& &, H A T L BERR Ak, MM IS 4% 5%
3 LncRNARIEA#ER
LncRNA #z JEAE AT LAy 4 KRB 55

(signal). /518 (decoy). 51 T (guide) FISZ 48 (scaffold)™2,
31 {85 LncRNAMH —FEH Z2ERNE S
BRI R R . OB BRI, TEAS R I 2%
{1 A5 5 18 B T, LncRNA K 2= 8 K7 55 M Hh % 5%, IF
ERESHESS T, 5 KRESEENLET. —5%
LncRNA # #% 5% J5 , fE4A 1 R4 1 Ui 2 DR 3 sk i 4
o BUAMIARE BT S, FIH RNAB TR R 2 R
AR, R A GE FEAN W e E 5 R HE R, Rk
B T I S ST RE, o T LA [0 e 8 v e R T DA
B R [ N . B LncRNA B DL BL B &5 & B et ik

A3 A7 ) DNA b, 715 5 DR 20k, B =X 428 45
R, (cis-regulation). Pandey %51k Bl Kenglotl £ AN [
R B AT ECE IR B, W2 ~ s 5
&3, 12O R B A H AU e MR B 1 . Kenglotl
3 3O B T R 1] #5838 08 g1 (potassium voltage-
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gated channel subfamily q member 1, Kengl) (1) B[ 25 4%
il X 1T B Dy RSk 4% i) Kengl R4 .

3.2 FIE  LncRNA RIS ZFEH &5 FFHIWR . Bt
FELncRNA 3% 5% 5 B4 SN R B (W R 1/
Bl ) S5 A, AR 7% T i E ARG 508
%o fi B g A B M DG FE W) 1 (metastasis associated
lung adenocarcinoma transcript 1, MALAT1) FlJLER &5
5 A 9% RNA # 5 A (myosin heavy-chain-associated
RNA transcripts, MHRT) AJ LA i 75 4 4 i o 38 4
SRR H A R ok A A sk . Horb, MALATLE#
AT 42 e B B 22 S BRI R (SRY) BY 2K, AT i
HT R AR BYRERA . MHRT 38 5200 4y 651 FHLE 2 A 7R 4%
il G 2 Jo7 = IR KT RE 7, SRR T 2 50 I W 4 P A 5%
B DR ) ikl

33 51§ HEMEMBAUZSF. LncRNA R LLE
G EE B (AN g R ) 5 T A R 2Rk 1A
b, FFK A3 B AZ IR B B B 51 S A Gt 5T A A
FES AR . fEIX — B e AT LA R B X EH,
7T AN R AA A . W T A S TR o D 2 A
Foxfl Btz 1), 5 & & 4% 48 55 1) LncRNA-Fendrr, ‘&
H5Z WA EA 2 (PRC2) HH HAEH, ZJ5 %R 4514
HEW5 Foxfl 1 5 3h - X 345 & I BB 2 7] Yk
R 1 2 (Pitx2), AT 5 Z50X 1 > 25 DR A T BR e
34 XZ LncRNAEHR LB —A“un-F &7
F, BI 2 /N FH OC 1) % 5% R B0 miRNA R AT B2 & 78
XA LncRNA 73 1 b o 3042 LneRNA 1] LLZS & 2 /M A
AR FBCAR, 2 5ok /R FH B AT RE % [ 35 i b R Y
ST U AN B BE o SC B2 LneRNA [ E K] fg
TG R A B [F) ) A ELAE A AR, X RT e S S

LOC105375913,
LOC105374325

Xist, NEATI

' Transcripti
l el 119 activation

| 2B ] repression

[[] The molecular mechanisms of LacRNA function
[l Diabetic nephropathy

miRNA binding

Transcriptional

I Th e 2k . INK4 B K] )82 CDKN2B-ASL (5K K
ANRIL) 1 [9 J2 X LncRNA 5t A& — A4S X K 1 61 7
CDKN2B-AS1 1] LL[A] i 45 & 2 #i Ktk & 5 1 (PRC1)
HMIPRC2, 315 5 INK4b-ARF-INK4a J [ Jo (1) 357 2RO,
LncRNA 1 /E A ] DL S5 DL 4 (HiX
AFAE FAATL 2 A EOGIBE Y, IR AN BEHE LncRNA ¥ 3
REANAL K, 22 MRS AAR (1 £ B2 B0 4 3 A% IncRNA )
B o
4 LncRNA 5B iF&ERR X &
LncRNA £ B I (B 98, AR AE S92 B0 i s
R I IR 4 B, M ORI RIE > . 1R 2 LncRNA
(1) Th BE AN AL 1) 038 A7 [ I 37 48, AN Ik B BRI AN
R FVRIE T H N A W 386 T, 5 9% LneRNA 5 & Fi i
U595 1 O 200K T2 T 15 1 1 B o A8k U e T A
FERE PRI B0  JR) ek A B /N BRAE AL, B 0
PIEVEE RAIgA B . ASCKEERRT H AT S & HRE
SCHR, R IX 5 i 14 B 05 AH O I LncRNA ffl— & 25 43
AT, FoAoBE R B AR DG HRE R 2, F O R B
PR /INBR B A DL R SR B, 42 GG 1 40 D e s A
K LncRNA 7335, nE 1 Frs .
41 PERIEERR UM B LncRNA 5 8 IR 5 B i
(diabetic nephropathy, DN) [ 7055 % . DN J2& fi i L
(1) R LR 93 ik I A e RORE 2 —, LA K IR I 'F H
Yk, & FEE RS, DN R U)K 7 AL
AN 2, BEEE N LncRNA ISR T, HOR i 2 11
WF 7T WA B T LncRNA 7£ DN & 4=k J v 3 T8 10 A (.
H HT 2< DN [1) LncRNA F 1R 2 #B 15 H At 5 5 o 4k 4
TE L, 7E DN K35 43 BiF 5% & 4 v 723X 22 LncRNA Al
miRNA M BAE 1196 & L, B8 miIRNA A & A R 45

Lne-MGC, NEAT1,
MALATI1, TUGI,
LINC01619, Gm6135,
150Rik, 1700020114Rik

'NEAT1, TUGI, |
Protein binding CYPBI-PS]-OOl‘

Histone

modifications M

[} Membranous nephropathy
[0 Focal segmental glomerulosclerosis

Figure 1 LncRNAs in chronic kidney disease (CKD) and their reported molecular functions. Blue colored boxes describe the molecular

mechanisms of LncRNA function. Yellow, green and grey colored boxes indicate the disease: diabetic nephropathy, membranous nephropa-

thy and focal segmental glomerulosclerosis, respectively
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R (¥ 5 4, 12 DN A 9 LncRNA FiT miRNA ] 515 H (1)
HIARRRIEIE Ty EEN . R SCHTAR, LncRNA ]
PASZ I miRNA T g, Wik i B miRNA ) “¥ 4507,
FH 1E miRNA 5 45 B2 1) 58 mRNA 25 519, A 4 4= 1l i
1A S A 1 (taurine upregulated genel, TUG1). & & #%
B M FE Y 1 (nuclear enriched abundant transcript 1,
NEAT1) 1 MALAT122; |ncRNA & A UL 77 £ 5 #
K JE A T R T mIRNA SRR A2 Dh g, Forb 32 2 41
7% LncRNA J 48 i Je A2 44 7 £ K] 1 (plasmacytoma
variant translocation 1, PVT1),

Kato 2524 % Bl Lnc-MGC 7E DN #4857 1 15 /)
BRAR O, 7R AR Ah A A A B2 . A A
R I, Lnc-MGC A LLAE il 40 > miRNA [« 302487 3
52 N T I R JRH O% B 5 R - CHOP 4% o 75 W% IR i
Chop™ /N i 1, #%IR miRNA Fl Lnc-MGC ik [ 4%, #1
il Lnc-MGC 132 1A &7 % DN R4 EFH . H Al
O — PP L[] Lne-MGC 1L 22 1 F A% IR, & nl
LA 1) 0% PR 95 7N R 49 [ 7% 1) miRNA A58 1 /> BR 41 g
ShFEJR (extra cellular matrix, ECM) 1B /NER IE K15
VA, VA T SR ) Lne-MGC X 4% i) DN 2 J 1) 5 2

MALAT1 &% 5 DN H LncRNA [#] 55 — ™ 5 2 45|
T o MALATL7EHE IR VE T 22 175 5 (1 DN /) SRS RY g
KB HuZERsg B MALAT L 7E R 4b b i 3 1) 2 40
P43 £ B A Hp A R AR e 32 AL 2 MALATL
4h 45 H 1 SPSF1 2 5 T beta-catenin Jl % 19 1% . Ik
Ah, MALAT1iE 2 5 7 DN A H: A B BT 48 i 25 704 1) 45
5. MALATL7E = i R8T 5 8 TNF-a FTIL-1 7K
i, #8278 MALATL 2 5 1 B2 1) 9 0E 1 R2 00, 7
NE B, m RS N I MALATL 38 i 42
miR-23c Jf % 4 I iff ELAVL1 F1 NLRP3, 5 £ 41 Jifa (1)
FETIHg e,

LRAR DI RE PG & DN [hr 2 —. J8id 2016 4
FR) — T0 B BRI 70 R I, B kA AR I 15 5 LncRNA
TUGL #H55P1, Long %5 L LncRNA-TUGL 2 7E /&
20 b 57 A 9 LneRNA, ‘B AT DL I 5 5 5% 35
WK PGC-1a 1 L TUGL 45 & yufF 45 4, 15 2 4
B R AR A T RE . TUGL Rk A 2k kifk 5
AW Re B AH OC I B R R R IA KPR, S ELER KA D)
B AL, M2 DN & 42 . Duan 252058 % Bl miR-377
T 1 W5 RS /N Bk AR B 4 B ) I 2k B, T
DL A1 1] 3o 480 A% 400 I8 A4 15 B 7R 00 52 A& (peroxisome
proliferators-activated receptors, PPAR) y, 1i& 32t # 1k 4=
KA 7--p1 (transforming growth factor-1, TGF-41) Al
2 5 W JiE 0 W0 40 ) [R5 -1 (plasminogen activator

inhibitor-1, PAI-1) 3% 1%, ini& ECM [R5, 1fi TUGL
A LAS P miR-377 BIAE H, J8/> ECM 1E B /N ER 2 541
JHL N AR B

PVTL 2 58— AN e S5 B IE B #H DG LncRNA,
J& SR AIE SE 5 DN (19 5 26 A OGP PVTL AR S 5 1 2
12 BLBE R B E R R 2 &R WE 4 (end-stage
renal disease, ESRD) #H 5<%, 7F @bl A48 R, &40
Mo e IR R IE S B R PVTLRE KT
ECM A 2GS Ho A sl 17 R+ PAI-LRI TGRBL 1) |
WA, UESE T 1% 58 K 5 DN R SR AL 2 8] (1) Th R I R B0,
PVTL 7 ML an 5 SOk, & w547 J LR miRNA,
Horr—#miR-1207-5p J LA 5 PVT1 JL [A] 1/ 15 ECM 1Y
FE 23, Zhang ZFBY DL rp 24 22 9 b I 3 O 3 B R A
TR SR PVTL, HE— B UESE 7 PVT LA T o ) 3
B /INER AR A L 35 5 A ECM B .

I 4h, Hi7 38 2 B9 LncRNA NEAT1 7€ DN 2
BT EBERIEN . EFEIRCE AT IR R OK BB
BAH s b # DR R P EFRE T
NEAT12%2, NEAT1 AN FE AKT/mTOR {5 518
P B0, (RIS PG 40 B G BE R £ 4E 40T, R A2,
TP BR AS AT DL I R bR NEATL SR ZE/7, $2 it 796
JYIRTRETE . BEAh, NEAT1 #7534 T miR-27b-3p [)“/F
457, YR T BE ARG O T X 45 A A R HE 1 (zine-finger
E-box-binding homeobox 1, ZEB1) 14 /£ f, ZEB1
Je — PR R IR T, 5 b - IR 70 i i A F1 ECM T
FRAH O,

CYP4B1-PS1-001 5& — ™ & X 7£ DN H 4 $fi ik 1)
LNcRNA, 2 J8 it B PR 9 /1N BRUASE 28 w10 55 RG89 o
A F B, X~ LncRNA 7E DN [ 5 B B B 3% 1
VA, T 3Rk AT DA R R R A B ) 3 5 . CYP4B1-
PS1-001 f3x Fl/E FH AT R A2 A% A= o 1 % B 1 I A %
RS ). CYP4B1-PS1-001 Al CYPAAL2A i il F
5 /INER 2R 5200 R (10 486 9 R0 2T 446 AT 2 598 5 DN (1)
i&@[m]o

B 7 LA EIX B B 5y 77 Ak, I8 A R 2 LneRNA
HOAE DN S 1)k e v R4 T BRI AEY) D) Re . T
H A48, 5 DN A 5519 LncRNA 45 20 £ 4%, B2 |
BTk, B — L6 H A i) LncRNA /2 B # 5 miRNA
AHE AR R OF 0 L ThaE . DL SR AN B4 o
LINC01619 1F v miR-27a ] “ i 47 7 i T & 41 g #51
418391, Gm6135 i@ 1 #1 #ll miR-203-3p /5 TLR4 K ifd,
57 4 0 G, 52 48 5 A1 YH 789 1lincRNA1700020114Rik
JE I miR-34-a-5p KAMHI4HMI 458, LncRNA 150Rik
TR miR-451 [ “UF 4R 7, KA i2E 41 fu 3 HE 781, [
T HBMH mIRNA 11 ZhHESE, LncRNA H19 3 i 175
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miR-675 3K il 15 4k 4= & D 2% & 1) % iAPY, LncRNA
Erbb4-1R i ik 75 #% 5% 7K ~F L 41 il] miR-29b 3K 517 DN
(1R . o, Erbbd-1R 7T LAYE Sy Smad3 (1) #E L [A], JE
it TGF-pg/Smad 18 i 52 Wi B IE (0 £F 4t 55 . e nlE N
AR R0 1 PL AT ZE A 1) miR-29b, {2 ik B T 4T 4E 1k
I, B 5T DN 5 LncRNA 56 & [ 40 8t i) 451] 5101,
Al 5E & B, LncRNA I 7] DS i 1 5 3 W 33 4% 15
i of VR 4 505 1 R AR R Y, LncRNA ZEB1-AS1 7
AR, AT Dl R i R B ) H3K4me3 4
B ORIG 5 ZEBL [ 3k, # N ZEBL (P 4T 4k 4L
YE e,

BRI o0 B8 5 A /N R ElOR BB rp 3R A8
(1), (B2 H 1R 2 LncRNA, JLHAE DN H &L LncRNA,
KZ CAY R EATEF b B R, X RPLE
NI TR (1 55040 2 P 0 1% 2 LncRNA [ /775 1 R 15
AH L 1) /R 491 3 Wk 35 7 Bl A% ) vh 3R A5 1) B 7
A Ja B BAFH I PR A BIF 72
42 BEMTHERMES/NEKEWL 5 DN, X T H
Al P2 B 5 SR, AATTXF LneRNA FE 597 1 B o ik %01
Z F . B AT O 112 1 P 5 LncRNA 1) 32 &
80% #5445 5= DN. /A F| 10 W 58 #6381 AR 28R 1
2k B R 95 5 LneRNA 22 1] 1) 42 L 45 5

WS SR T B B /N BR AL (Focal segmental
glomerulosclerosis, FSGS). FSGS & § (k& [ R
B —ANH W, 2 8T )LEME D E, W R AR
Je g VE'E R ) E RN . A W7 I LneRNA
LOC105375913 7£ 54N FSGS H 3 115 /N 4 iy v S 2%
o, It HAERAN R 72 N /NE B 20 HK2 R
B, X Fh i 2 i C3a/p38/XBP-1s 15 5@ % S 1 .
LOC105375913 i@ it 45 & miR-27b Jf £f &2 b it % &
Snail k15 H AR £ 4k Th g,

%A 55 FSGS 17 ) LncRNA 5 15 /N BR 28 48 1Y
K&, HUZEWIRE 50 R L T LOCL05374325 1 FSGS
HEW LM EWEIESE T R MBI [FRE, X
LncRNA ) /F i th /2 38 i p38 11 C/EPBS i i LA I 1
~ miR-34c Al miR-196a/b ) “ i 477 K AE/EH, 1X 24>
mMIRNA I 5 U 52 37 T2 8 Rk
43 PEMSR M E % (membranous nephropathy,
MN) J&F B /INER'E %8, B /NER B A I 2 B K&
TIEZEDVR; WGIR RN E 456 1E. LncRNA
5 MN [ 5030 4k T R2 A5 B B, AH G IRITE FE AR 35220 o
Huang S5E1847E /)N iR MIN B RS b o BT 58 — 20 2R T 1)
LncRNA, Xist F1 NEAT1. {F 4 &N i 1 LncRNA
XIST, HAE X Qe R iEH HIE 5 MNAH G . B35
IR, BATE B /N bR 40 B A0 B /N ek &t i o 0 2

= L. TR, AR 2 55 S 2 g Bt 5, Xist
Fase b, (H NEATL AT m . Xist il BLZE R A 21
MR DU 2, I HL 5 R 0 0 7 B A R A A O
PEo 3E— B9 R B, Xist (R 12 10 BE 2 28 5 12
TR FE R TE /N BUBEPE B B2 oh H3K27me3 7K~ &
N, G AR G T E SRS A R B Xist J8 Bl T X 4
) H3K27me3 i, B H3K27me3 1£ Xist j3 5 7 [X.
3 1) 93/ D T BUR Xist 7K - ey 4t i 855 5% o 1) $ s %
BH, Xist J8 L F5 25 miR-217 FIHF 4L i TLR4 X 2 41l i
RIFMRFETAER . X 3K Xist 5 24 FH AE R MN )
R EY . DL ERFUER A, @ id LneRNA (138 Wit
A 2R YR 5 3501 5 DR 3R 0 1R e AR O H 25 AR R R
ERBEFHERERNE.

44 REMBREK RIEMEHE % (lupus nephritis, LN)
72 ] i L IR 4k R AN ER B, AR LA AR AR
YEBUR T S RE S W% . 43R EE KB
I M e P VR BRI A, 7 AR 2 R B P, X e R B A
TE R e A WIUTRATE 4 5 &N R, JUHAE B /K,
FEPE MRS . SO AU, Liao ZP9E LN 3
BB ISR T R BT — 2 LncRNA [ 2 F kT8, S
Xf HE4LA e, &% B LncRNA RP11-2B6.2 76 LN 2 1
B A EifL fd ) HELA A HK-2 48 il R0 58 & 3,
RP11-2B6.2 [t i & & ] 7 40 i 5 715 5 1% 3 40
1] % 1 1 (suppressor of cytokine signaling 1, SOCS1),
SOCS1 A& CL A L B T4t & (interferon type 1, IFN-1)
G5 AR K, Rk RP11-2B6.2 3 5 T
IFN-1{5 5% 3 &% . @itk — 50 50 K 8, RP11-
2B6.2 1) i 5 SOCSL J& 8+ X 38 7 (1) 4y € 5 780K
. HETX K, Liao Z 42 H SOCSL 411 /F
FH 2 38 ik — o A i 5 1) 3RO IR A 2 L SR SRR
Wu FEBU M 2 G5 P 21 SR F8 3 S RIB  C5 4% JR 3
HVIEH N B A0 J8 I B A% 41 B 32 B LncRNA, & BL4L
BEAR I8 B3 AR Y 1inc0949 A1 1inc0597 1 3 ik 5 H A
PR A bE R 25 R, R M 2 R 1 1inc0949
BT, HAERIETEE R3E30 0 T RTE R R, 3R
linc0949 Al Rt 5 M IEHE BT R KA KEH K.
linc0949 1 1inc0597 2 5 1 7 1 %5 i Hh 1) — L& 2 ¢ [A]
T (W AN F-6 MR IRIE I F-0 55), (2 33E 1 59 1k
Jg, {0 B AR B AN B B, BV RT ROR T AR B AR B,
NIRITAIE I T RAREHT LR

45 I1gABTR  1gA F A& — e I R kPR /NER
P, 1gA BT 9 973 BRI 2 REAL, TR BN /N ER
FEARME A, BT 2, PR 1IgA T 2 - TRRAE 1 /N Bk
RIEIX . Zuo AT 1EH NATIgA B9 38 40
I A5 DR RS B 2 #r, $R 3 T 167 4> 25 5 £ 35 1 LncRNA
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Table 1 LncRNAs involved in CKD
LncRNA Description Suggested function Reference
Diabetic nephropathy TUG1 Recruits PGC-1a to promoter and serves as a miRNA binding/protein [20, 27]
sponge for miR-377 binding/transcriptional
activation
NEAT1 Activates the AKT/mTOR signal and serves as miRNA binding/expression [21, 32]
a sponge for miR-27b-3p changed
MALAT1 Associated with podocyte damage and involve miRNA binding/expression  [22, 25, 26]
in inflammatory processes changed
PVT1 Serves as a host of mMiRNA 1207-5p and Expression changed [23, 28-31]
regulates ECM formation
Lnc-MGC Harbors 40 miRNAs and regulated by miRNA binding [24]
endoplasmic reticulum stress signal
CYPB1-PS1-001 Downregulated in early phases of DN Protein binding [33, 34]
LINC01619 Induces oxidative podocyte damage by serving miRNA binding [35]
as a sponge for miR-27a
Gm6135 Impair miR-203-3p and downregulate of TLR4 miRNA binding [36]
1700020114Rik Reduces cellular proliferation via inhibition of miRNA binding [37]
miR-34-a-5p
150Rik Promotes proliferation by sponging miR-451 miRNA binding [38]
H19 Induces miR-675 and modulates vitamin D Transcriptional activation [39]
receptor expression
ERBB4-IR Suppresses miR-29b and serves as target gene Transcriptional repression [40, 41]
of smad3
ZEB1-AS1 Enhances ZEB1 by promoting H3K4me3 Recruitment of histone [42]
histone modification modifications
Focal segmental LOC105375913 Increases in tubular cells and induced by the miRNA binding [46]
glomerulosclerosis C3a/p38/XBP-1s pathway
LOC105374325 Serves as a sponge for miR-34c and miR-196a/b miRNA binding [47]
Membranous Xist, NEAT1 Sequestrate miR-217 and upregulate of TLR4 miRNA binding [48, 49]
nephropathy
Lupus nephritis RP11-2B6.2 Inhibits SOCS1and increases the IFN-1 Epigenetic inhibition [50]
signaling pathway
LINC0949, Participate in the synthesis of pro-inflammatory Unknown [51]
LINCO0597 factors

194422 7R IE K mRNA, 4347 71X 48 LncRNA JE 7
(1 4= W0 2 T e AL, AE AR IR D RE v AN B A . (R
U6 % B Ak — 2D B 5T 1gA B ) LncRNA B 5E 1 5
fith, 5 T B8 RO T TE 16 A b D FITE T (B R

DA E ST DA R 1 AH 08 4 B 1 LncRNA,
HAIHT T IX 2 LncRNA TE R & A R B FE A 14+
MU AT RE (3% 1)R0-424050 SRTf, Bk T 76 B JR I B
X 2 LncRNABIF 9T 18R ER N, X6 T A S5 7 1)
15 14 B 95 AH 0% (19 LneRNA K 22 4 i M G BF 72, Rtk
KRR TARN T ZEHANX — T H .
5 REBESRE

H AT, B X LneRNA B3 — P58, AATTE Bk
W ROEN, FE T o FAEYFERBE NS, R
EWER A CLWIE T LncRNA KR L LA EAT
5 ) 00 2R, E R AE B R B R B I R AR K e
IR, LneRNA FiT A5 14 3 DR 3 1A 1 425 ) 2% K A
HUHE A Fridk— DR 2, thAh, LneRNA BT & 015 B &

EFEE, SHERERBW S THH ZFZEE, ST
LncRNA 5B ik 5 I E K. Rk, LneRNA KA
AIRERCN T IE R B 5 B I8 R LI 72 i
B B — AR B R B 5 B R R R, BT
oK 5w sl R B 5 5 A 5% () LneRNA, Jf ik —
A5 PRI L R B 9 1V R AR R R ML, DR B
TR ALHT IS WK IR RV E A THE 2. Bl T i 24
A DA F ) 2 2 S A A, LncRNA 1 b
PRI B 975 5 B W A Y 9 I S, SE PR BT
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