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 E.BH HiABERREBEFLFKEERD RNA(UCRNA) #F 1§ #EK A LINEATD)  # />
RNA miR-23c K-F 54 fm B R (DN RE#EG X 2, Fik ¥z 2019 55 A £ 2020 F 5 AAKE 46 136
#] DN & HF A REA DN, ZHBROSHRAY TR T AN EESZEASRERA, FAEZNRLELEE
PCR(qPCR) #: | # 28 % 38 # fo 7% IncRNA NEAT1.miR-23c. B3 %4 4 F-1(KIM-1) ., ¥ 4 40 it 91 5 B 48 %
B E G (NGAL) M 9% 3R & B F-a (TNF-o) mRNA, & 1 i/~ %-6 (1L-6) mRNA &K F., K A Pearson/
Spearman #8 % % # DN & &% o7& IncRNA NEATI1,miR-23¢ 55 KIM-1,NGAL,TNF-a,IL-6 mRNA K F &
eGFR #5948 % M. 2 DN & # # 47 CKD 48, )b & R F CKD 4 # & & £ 7 IncRNA NEATI1, miR-23¢ #o
KIM-1 ,NGAL,TNF-a.IL-6 mRNA /K-F .,k A % LA A Logistic @ )2 5 47 f2 % IncRNA NEATI1 . miR-23c &
FREADNBEHEN T R £, 88 5xrB4AKEK,DN 4 b F IncRNA NEATI #= KIM-1,NGAL,
TNF-o.IL-6 mRNA & F &, miR-23c. & F ¢ § 3k i & (eGFR) K1k, £ F 3 A % it 5 & L (P <<0.05),
G1~G5 # DN & # f 7% IncRNA NEAT1 #= KIM-1,NGAL,TNF-a,1L-6 mRNA 7K F 34k X 7 & . miR-23c
K AR K AR (P <0, 05), DN &% foi& IncRNA NEAT1 5 KIM-1 ,NGAL,TNF-a,IL-6 mRNA K- 2 E 48
%X (P<0.05),5 miR-23c.eGFR £ i 48 % (P <C0. 05) ; f2.3% miR-23c K -F 5 KIM-1 NGAL,TNF-a,IL.-6 mR-
NA KRF Z A A48£(P<<0.05),5 eGFR Z E48 % (P<C0.05), IncRNA NEATI(OR=2.177,95%CI :2. 113~
2.441) % DN s # R 6912 5 &% B %, miR-23¢(OR =0.595,95% CI :0. 543~0.726) A #k & ¥ B & (P <
0.05), Z5i® DN &4 f7F IncRNA NEAT1 K-F a5 & & miR-23c K-F e Bik3) 5 DN mir it R & £,
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The relationship between serum levels of IncRNA NEAT1 and miR-23c and
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Abstract: Objective To investigate the relationship between serum levels of long non-coding RNA (In-
cRNA) nuclear-enriched abundant transcript 1 (NEAT1) and microRNA miR-23c in patients with diabetic ne-
phropathy (DN). Methods A total of 136 DN patients admitted to the hospital from May 2019 to May 2020
were enrolled in the study as the DN group. Fifty-eight healthy people who underwent physical examination in
the hospital during the same period were enrolled as the control group. Real-time fluorescence quantitative
PCR(gPCR) was used to detect serum IncRNA NEATI1,miR-23c,kidney injury molecule-1 (KIM-1) , neutro-
phil gelatinase-associated lipocalin (NGAL) ,tumor necrosis factor-a ( TNF-a) mRNA and interleukin-6 (IL-
6) mRNA in the two groups. Pearson/Spearman correlation was used to analyze the correlation of serum In-
cRNA NEATI and miR-23c with KIM-1,NGAL,TNF-a,I.-6 mRNA levels and eGFR in DN patients. DN pa-
tients were divided into different CKD stages, and the levels of serum IncRNA NEAT1, miR-23c, KIM-1,
NGAL,TNF-a,and IL-6 mRNA in patients in different CKD stages were compared. Multivariate ordered Lo-
gistic regression was used to analyze whether serum levels of IncRNA NEATI and miR-23¢ were influencing
factors for the progression of DN. Results Compared with the control group,the serum levels of IncRNA
NEAT1,KIM-1,NGAL, TNF-a and II.-6 mRNA in the DN group were increased, while miR-23c and esti-
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mated glomerular filtration rate (eGFR) were decreased,and the differences were all statistically significant
(P<C0.05). The serum levels of IncRNA NEATI1,KIM-1,NGAL, TNF-a and I1L.-6 mRNA in DN patients in
G1— G5 stages were increased in order,and the level of miR-23¢ was decreased in order (P <C0. 05). Serum In-
cRNA NEATTI in DN patients was positively correlated with KIM-1,NGAL, TNF-a and I1.-6 mRNA levels
(P<C0.05) ,and negatively correlated with miR-23¢ and eGFR (P <C0. 05). The level of serum miR-23¢ was
negatively correlated with the mRNA levels of KIM-1,NGAL, TNF-a and 11.-6 (P <Z0. 05) ,and positively cor-
related with eGFR (P <C0. 05). IncRNA NEATI1(OR =2.177,95%CI:2. 113— 2. 441) was an independent
risk factor for DN progression, while miR-23¢(OR =0. 595,95%CI :0. 543 —0. 726) was an independent pro-

tective factor (P <C0. 05). Conclusion

Elevated serum IncRNA NEAT]I levels and reduced miR-23c¢ levels in

DN patients are closely associated with the progression of DN disease.
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i (CKD) » M T oK A JF CKD [0 I 9w (i % . DN &
BRGIER B B . DN Y &5 A AL & 2
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JE ) RNA, 43 45 4 8% 3E 4 % RNA (IncRNA) | 7 /)
RNA(miRNA) 4, B8 3 18 17 98 5E | 21 48 1k | 40 g 3%
BT UET A SRS S DN 4L kR,
M FE B AR TINEATD &8 & B —Fh IncRNA,
BRI T IncRNA NEAT1 GEHI ] DN 2 fifd 4%
LR AEAL RORE R . S BF ST i E . B miR-
23c REMMH DN S5 S B M4 f g2 1= . A#F5E B 1
AAHTILH IneRNA NEATIL ., miR-23c¢ 7KF5 DN FljpH
T PRI 56 2, LR 3T DN SR oE B 1 N AE 4> T
HLH
1 &RSHE
1.1 %R KA RE 2019 4E 5 A & 2020 4E 5 H
iR Y 136 i DN B # 99 AWF5E4E 8 DN 4, Hoh 5
73 0 2z 63 Wi, AE A (54. 507, 77) % R (5. 83 &
1IAE, g AMRME : (1 DN 32 W 2454 b DB R
B A5 97 A I R FE 7 ) b DN Y2 b S 5 (2) 4F
B=18 % s (DI KB R 588 . HEBRARME: (DL 6 4
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1.2.1 IRREEEIARAK I DN 21 X) 4 5y
ST A B HAAK Y HiG R (258 8 h i) %%
K I bR AR B L SR 36 [ DL B 8 R JR R DXC800
A4 [ g A AR A3 AT A0 A2 25 IR (FBG) | IfiL A DY 33
CE R REEE CTO)  H b =B (TG) | i % B R 2 IR &
g (HDL-C) I % B2 5 2 11 IE [ i (LDL-C) ] . ifin JUL
(Ser) il R 2 & (BUN) ; 4R 4} & & MRDR 724 3035
580 1 B /N 3K 0 3 % (eGFR), eGFR = [[186 X Scr
(mg/dL)]— (1. 154 X F#%) — 0. 203, & Kk, W 75
WA R IR, 0. 742, WHEZKH 24 h R R
FH TSR 988 43 B ¥ 4G 00 DR 3 2 13 A0 LIS K - 3158 R
HEA/NUEF HE(UACR),

1.2.2 SERFDEEE 2 PCR(qPCR) &M SR 4E 324k
% 6 mL a5 JEER KM, LA 3 000 r/min .0 10 min(3
DR H 8 em) , I EVE W, Sr BMR A7 T — 80 “C UKAH
# M. KM TRIzol i 7] & $& B I & RNA, 5 E
RNA ¥ J& f14i B[ 260 nm F1 280 nm 4 W% (A) [
1B (Asgo / Asg ) H 1.8~2. 0 1)5 i 1 Takara 2 5% st
F &S il cDNA, SYBR Green Master Mix
qPCR X F) &40 11 % IncRNA NEAT1.miR-23c. %
BG4 F-1 (KIM-1) mRNA , rfv 4 4 i B Jig il AH O
#HAFHE I (NGAL) mRNA | i SR K -« (TNF-0)
mRNA 40 i 4 26 (IL-6) mRNA 7K F, IncRNA
NEATI.miR-23c K3 L U6 1 A N Z; KIM-1,
NGAL.TNF-a,IL-6 Bkl LI GAPDH 1E 8 N %,
SIMFANLER 1, RWAKRFRIL 20 L. 1 pL cDNA,?2
pL IE/ 5% ,10 pl. SYBR Green Master Mix,5
pL ddH, O, B ZAF:95 °C 5 min, 95 °C 15 5,62 C
40 s 40 NPEFR, 272 i E M IncRNA
NEAT1. miR-23c, KIM-1 mRNA., NGAL mRNA.
TNF-o mRNA.IL-6 mRNA AHX} Fik &,

1.2.3 CKD/r#] DN B# ARG S % BB IR
I B U595 97 3 I ARG HE ) L AR A G B R (g
TR I 5 R 52 R SR M PR L Al PR VT R
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UACR>=>30 mg/g %)l eGFR # 17 CKD 4+ ¥, Gl
A S E,eGFR>=90 mL * min ' «+ 1.73 m °;
G2 W . B BB E . eGFR 4 60~< 90 mL * min ' -
173 m *;G3 . A s T B WE % . eGFR 2y 30~ <<
60 mL » min '+ 1.73 m *;G4 ¥ A 50 B R

*1

eGFR 4 15~<C30 mL * min~' « 1.73 m *; G5 #];
HHTLEFEIRE,eGFR<15 mL * min '« 1.73 m °*
BENT ., RIS CKD 73034 DN B35 708 G1 (34
B G2 W26 $]).G3 136 #) G4 W] (22 #i]) G5
was .,

qPCR 51415 (5" —3")

F A LRI

R

IncRNA NEATI

TGGCTAGCTCAGGGCTTCAG

TCTCCTTGCCAAGCTTCCTTC

miR-23c CCAGAAGGACGTAGAAG CTTCACTGTGATGGGGCTC
KIM-1 TCTGCTTGTCAAAATACACT TCTTGGAGGACGTGTGGGAA
NGAL GGCAGGGAATGCAATTCTCA TTGTAGTTGGTGCTCACCAC
TNF-a TCTGGGCAGGTCTACTTTGG GGTTGAGGGTCTCTGAAGGA
1L-6 CAATGAGGAGACTTGCCTGG GGCATTTGTGGTTGGGTCAG
U6 CTCGCTTCGGCAGCACA AACGCTTTCACGAATTTGCGT
GAPDH CTCGCTTCGGCAGCACA AAGTGG TCGTTGAGGGCAATG
L3 SEitashb B RN SPSS26. 0 Giit =R tAT DN JRHE SR R N2 R 2 50 A 7 Logistic 1114

it ot . THECBER LABI B B A R RN LA R
R XP RS £F A TR A 43 A HoJ7 25 55 19 3 & %R
x s KR, WL ) L AR I ST AR AR « K 3, 22 20 1)
L3R LR 3R 22 4 Bt o o — 20 4 18] PR PR L 3k
SNK-q #5555 2 i 25 50 A B9+ 2= 5B L M (P, Pos)
FoR, P4 ] L R AR 2 40 Mann-Whitney U £
5. R Pearson/Spearman A & i 17 A 3¢ % 4 Hr .

AT M. P<<0.05 AZESAHGITFEE L.

2 % ®

2.1 MAIRKREImERMIEIRLE DN 4] FBG,
TC.TG,LDL-C, Ser, BUN, UACR 7K - ¥ & T %} Ig
20, HDL-C K AL F XA, ZRWAGZI22E X
(P<<0.05), L% 2,

*2 MAKRKEEERMIBRE Rz s T M(Py,Pr)]
a1 . FBG TC TG HDL-C LDL-C Ser BUN UACR
(mmol/1) (mmol/ L) (mmol/1) (mmol/ L) (mmol/1) (pmol/L) (mmol/ 1) (mg/g)
DN4 136 10.21%+2.63 4,68+1.09 1.9340. 35 1.57£0.31 2.664-0. 81 106. 75-£22. 50 7.1141. 36 82. 30(57. 65,105. 61)
XTHRAL 58 4.56=£0. 96 4,25+1.10 1.6240. 32 1.85+0.21 2.3640.58 92.03+17. 20 6.1840. 95 16.07(12. 94,20. 54)
t/Z 21. 863 2.509 5.921 —6.176 2. 848 4. 455 5. 424 —10. 333
P <20. 001 0.013 <20. 001 <20. 001 0. 005 <20. 001 <20. 001 <20. 001
2.2 WAMEE IncRNA NEATL, miR-23c /K-F I RKTHR - miR-23c /KRR R . 22 7 A Gt 22

W DNAHIME IncRNA NEATI1 K& T X4 B4,
miR-23c KPR T X 4, 2 F WA Gt E L (P<
0.05), L% 3,

2.3 P4 KIM-1,NGAL, TNF-a,IL-6 mRNA
KF-F eGFR % DN 4 KIM-1,NGAL, TNF-a,
1L-6 mRNA /K& F X B 4L, eGFR Ik T % f 41
R WA G EE L (P<<0.05), L% 4,

2. 4 ANE CKD 4 #) DN # # M E lncRNA
NEAT1. miR-23¢ fil KIM-1. NGAL. TNF-qa. IL-6
mRNA KFE A G1~G5 ] DN B 2 1175 IncRNA
NEATI1 #l KIM-1 ,NGAL,TNF-a,1L-6 mRNA 7

Y (P<C0.05), L% 5,

*3 FLAME IncRNA NEAT1 miR-23c 7K F b8 (x +5)
20 53] n IncRNA NEATI1 miR-23c¢

DN 4 136 7.06+2. 28 0.4070. 10

X 2 58 4.16+1.13 1.02+0. 25

¢ 11.571 —18. 361

P <<0. 001 <<0. 001

2.5 DN B#FME [ncRNA NEATIL.miR-23¢c 7K F
5 KIM-1 .NGAL.TNF-a.IL-6 mRNA 7K & eGFR
BIFHE M Pearson/Spearman #H3 7 #r 8 7~ , DN &
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# 1M % lncRNA NEAT1 /K F 5 KIM-1. NGAL.
TNF-o.1-6 mRNA /KFEHZEEA L (P<<0.05),5
miR-23¢c,eGFR 2 i #H%& (P<C0. 05), DN £ #F Mk

miR-23¢ 7K F 5 KIM-1.NGAL.TNF-a.1L.-6 mRNA
TR B A E (P <0, 05), 5 eGFR £ IFAH X% (P <
0.05), WLFE6,

£4  FAME KIM-1.NGAL.TNF-o.IL-6 mRNA K ER eGFR b8[x+s 5 M(P,,P,.)]

21 53] n KIM-1 mRNA NGAL mRNA TNF-a mRNA 1L-6 mRNA eGFR(mL » min~' + 1.73 m %)
DN 4 136 8.2241.74 9.4942. 26 8.9442.69 7.8041.43 46.26(43.32,49.56)

X B 20 58 6.5241.34 6.04+1.72 4.15£1.20 3.9541.24 101.94(89. 84,112.69)
t/Z 7.361 10. 405 17.146 17. 818 —11.016

P <20. 001 <20. 001 <<0. 001 <<0. 001 <<0. 001

x5 AE CKD 48 DN & M & [IncRNA NEAT1 miR-23¢ #1 KIM-1  NGAL TNF-o,IL-6 mRNA 7K F L8 (> +5)

CKD 4 n IncRNA NEAT 1 miR-23¢ KIM-1 mRNA NGAL mRNA TNF-o mRNA I1-6 mRNA
G141 34 4.4841.26 0.484-0. 05 6.004-0. 92 7.1641.73 5.994-1. 99 6.0840. 73
G2 26 6. 1340. 92° 0. 450, 08" 7.6474-0, 67" 8. 7240, 95° 8.04=1. 26" 7.2640. 7%
G3 #1 36 7.3541. 66 0. 400, 07" 8.964-0. 98™ 9.9741. 72" 9.254-1. 64™ 8. 1440, 75™
G4 22 8.85+1, 12 0. 3340. 06™ 9. 5440, 80 110641, 28" 11. 0140, 98 8,930, 42"
G5 18 10.1141. 00 0. 2740, 09" 10,1741, 174 12,1441, 60" 12,691, 244 9. 7840, 77
F 75.433 38.481 90. 283 42.104 70. 276 51.343

P <0.001 <0.001 <0.001 <€0.001 <€0.001 <0.001

.5 Gl WAL, P<<0.05: 5 G2 WIHL#,.PP<<0.05; 5 G3 WIHL#,°P<C0.05; 5 G4 #] L4, 9P <0. 05,

2.6 1% IncRNA NEATI, miR-23¢ /K¢ 5 DN g
HERIEZR LU IncRNA NEAT1,miR-23¢ /K
o H AR &, CKD 43 91 8 RS 5 (G1~ G5 1 43 51l T
HR 1.2.3.4.5), #7 A IE K IE IS (H FBG
HEAT A2 IE ) L A IE il B8 AN i B8 S5 (A FBG. TC. TG,
HDL-C.LDL-C #4718 1F) . % 1E 1f ¥ . 1 g . 5 2 s
Ja (Jl FBG, TC, TG, HDL-C, LDL-C, Ser, BUN,
UACR #47#1E) 4 # 2 I0H JF Logistic [IHFA -
TER IR P=>>0. 05,0 & AT & ik, &R BR,
REIE 8% L g LB D BEJE » IncRNA NEATI {544 &
DN 5 175 1F J& (14 2 37 /6 B P &, miR-23¢ & 4 57 {4
HE(P<0.05), W7,

*®6 DN £ fMi& IncRNA NEAT 1. miR-23c kEH
KIM-1 ,NGAL,TNF-«,IL-6 mRNA 7k F & ¢GFR K18 3% 1%

IncRNA NEATI1 miR-23¢
Ei=E7N

r/r. P r/r. P
IncRNA NEAT1 — — —0.599  <<0.001
miR-23c —0.599  <<0.001 — —
KIM-1 mRNA 0.761  <<0.001 —0.577  <<0.001
NGAL mRNA 0.671  <<0.001 —0.551  <<€0.001
TNF-a mRNA 0.537  <€0.001 —0.544  <<0.001
1L-6 mRNA 0.602  <C0.001 —0.507  <<0.001
eGFR —0.604" <<0.001 0.510" <<0.001

. " O Spearman MG HHT s — R LI T EE

w7 I3 IncRNA NEATI . miR-23c K E{EH DN RIEHIME XM E THF Logistic @IS

IncRNA NEATI miR-23c¢
]
OR 95%ClI P OR 95%CI P
RALIE 2.192 2.142~2. 257 <0. 001 0.576 0.503~0.676 <0. 001
A% 1E 1B 5 2.204 2.148~2.263 <0. 001 0.578 0.505~0. 678 <0. 001
¢ TE M5 AL B 5 2,215 2.156~2. 278 <<0. 001 0.582 0.508~0. 684 <0. 001
B IF LB L i i LB T RE S 2.177 2.113~2. 441 <<0. 001 0.595 0.543~0.726 <0. 001

3 i it
B DR 2 G B NS A R Y B R 2 — . 2019 4F
2Bk 20~79 % ABEHE ARG 4. 6342, DN 2

PR i DUARIAL A I A 22— i PR A 0k A 57 223 £
PRARMESE 0 A (B0 GFR #EA70E T B e ] R i 4
AR B M ™ T U K R A R . DN E
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B P A PO A B N BRI A R I IR R
ANERTEE AR LB /NS 25 400 0 40 O T LB TR SR IR T
B E) AT AL 25, AT DN kR B L A
TR PR DN #E R () HLEH X DN 3y 5012 W FG 7
BYEK,

IncRNA J&—2& i 200 A1 B2 44 1 1) E 28 14 I
ISTNREN) RNA, 2 S 55 W G s 9815 .
TG ERRNEAMEELRE LR W ERLE
DN 25 ZF g A %, DUAN 250 [ i 58 48, In-
cRNA F 3 Z fil #4320 AE 1 1 miR-486-5p/1% 1k
T 4008 B F 5 15 5 8 A B 8% 52 fL {2 i#F DN
(5 2F 4k it 72 . IncRNA NEAT1 5 {7 T 4t 4 &
11q13. 1. B W) A0 5% e B 3 28 3 o 2 40 i A% N
miRNA 75 3 F 335, 5 ok & LA Mo & B kR
Tk HEEZEEN. A% 2R, IncRNA NEATI
REAE F B R AN M 3G B L b - R R Ak R 2B AT
R ) 5 R VR I LR AT O T T I 4T 4
fE & DN Ry 3= 2005 BUAE BAREY . WANG 261 Y
WFFE 48 . IncRNA NEAT1 &Eifi iF miR-27a-3p/ i 1k
WG 1 4558 E 3 HE s 20vk 5 0 28 AE A At i 0
T, LI BESE4RE , IncRNA NEAT1 BEH ] miR-
129 R B ifb . APFRS5R BoR . DN H I3 In-
cRNA NEAT1 K& TX B4, H G1~G5 # DN
BH M IncRNA NEATIL JK-FAR K T s 368 In-
cRNA NEATI1 25 DN %4 & & . 4 0 H AR A AL
A iy 2 1 HE 1) miRNA A 9 B 48 E K B 1A) R 2T 4k
fb. BtiZ IncRNA NEAT1 K09 TF &, B #1405 18
B E S KIM-1 & — 25 EOME 2 1, OE H AR B
RS F AW A, 2 B E B B i L 9% RE 45 45 e
KRl P T s NGAL & —Fh g iz 8 & (1. B
AR F AR A, 2 B B i L 5% RE A5 A
sk K S R R T v L I Ao 3 R BT 48 RE N KA R
PAEH . HAT KIM-1,NGAL E#IA 2 DN & i1
b & . A ST R DN S — P8 PR AR K 7 &
iE P9 » TNF-o, IL-6 55 42 4 S 48 i PRl 38 3x o) 380
P05 10 & B AN K R B R AR HT O Bt — 2 &
DN iy %t & et 2 B o e As o DN ) &
PRI eGFR J2& S BT D) Re 1y F 245 45, H Hif CKD
SIS B T eGFRY . AHF5¢ 45 5 85 . DN 41 1l
i KIM-1,NGAL, TNF-a, IL-6 mRNA 7K 755 H
BEE CKD 43 38 hn i Fh e 4F & e A 0F 5 i3 5 i —
AT R DN B M7 IncRNA NEAT1 5 KIM-
1.NGAL,TNF-o,IL-6 mRNA /K5 iFEMH %, 15
eGFR 2 740 %, ¥ ] IncRNA NEATI £ 5 DN &
A R R HALE P ES IncRNA NEAT1 G891 il
A G B/ A R M E Sl B AR i DN E 2
Jif0 54 5 0 2 4 T A A T

miRNA & —Ff 1 & 2 22 M MR 0 & R
AT BERY RNA, B8 1 25 4 ¥ 3L (7 3/ 3F 4 % X, [
fife S mRNA B, 78 5 K CF bRk 3R
K AW EY, miRNA )72 25 DN k4 &
J& .0 miR-27a-3p AEIE i 52 W B £ 4 A | 2Ok iR T fig
RS PN R RN 3 2 5 DN kAL R B, miR-23c¢
FENLF Yk Xp22, 12, BEAOF 58 HiR 38 T A i g v
FIAEF 40 miR-23c A& 1 97 25 YL 0 5 ff € liF DNA
SPRHE T R R N TR A0 R Y S PR AR RN
R, BETA 5 miR-23c 55 IE R 09 BF 5% 4 18 5
A LU S5 i R — AR FE 4 B & B miR-23¢ A
DN R Wi 2 5% % ik miRNA 2 —, {H R #E— 5
Br miR-23c 5 DN X &R, AWF5E45 R 875, DN 4
M7 miR-23¢ KK T XF B4, 1 H. G1~G5 #] DN
BF MY miR-23c KPR K FEAL, BLBH miR-23c & 5
DN %/ &, {0 LEE %™ i i . DN B R b
miR-23c 7K F-H1 &_Fi , m APF 52 DN 411 % miR-
23c K T, % E 5 DN B &S g kol ik
miR-23c B i £ IR A K A5G gLtk i — 25 56
WEA G . A 9E 45 A0 B R . DN B3 175 miR-
23¢ 5§ KIM-1 ,NGAL,TNF-a.IL-6 mRNA 7K F & 1
LM S eGFR RIEAH L, #F— L 3] miR-23¢ &
5 DN KA &R A FLAE AL K F miR-23¢
SARPE A S 0 DN 4 A 4 T B AR R IR T
IL-18 ik I E B #4046 5677 . IncRNA fig i af 5%
Gl N miRNA, 9] $0 56 % k7Y, L1 & 58 i
starBase 4= ¥ {5 B 404 5% 56 2 il i 45 36 X S 56
WESE, IneRNA NEAT1 7] ¥ 43 /£ miR-23c, £ #f DN
FEE B[R] BRI G B A T ik, AR WE ST A SR R,
DN ## 7% IncRNA NEATI1 5 miR-23¢ /K F £
A UL = F L F &5 DN W {2 =% 78 DN
o PR ELRAE T AR IR R R AT R AR . A F
FEANGHE o A D A8 IS R AR R T T 5 DN g
HEJR YOG R L I oA 3 o B 2 R A A 2 A O R AT 5
TIE . AT BB X B 55 1 DAl AR A — o I 22 5 B2 AR BF
OB HE— 2T KAEA i, 38 3 A B 2o R A 4R AR
—HBAF IncRNA NEATI Al miR-23¢ /K5 DN ¥
PG HE R 09 2 22 AR TT DN &R 18 74 76 AL ok 4 1 2
% Ay DN B 5405 5 PP AG 4 HEAR AR
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