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Expression characteristics of LncRNA-MEG3 in different parts of
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Abstract Objective: Long non-coding RNA-maternally expressed gene 3 (LncRNA-MEG3) in different ana-
tomical tissues of children with congenital ureteropelvic junction obstruction (UPJO) after Anderson-Hynes sur-
gery were detected. The correlation between the rate of renal function recovery and its role and mechanism in the
occurrence of the disease were explored. Methods: Tissues of ureteropelvic junction resected during Anderson-
Hynes surgery from twenty cases in First Affiliated Hospital of Xinjiang Medical University were collected as the
research objects. The specimens were divided into normal control tissues (renal pelvis, RP group, n=20), uret-
eropelvic junction tissues (UP]J group, n=20) and distal ureter tissues (distal ureterostenosis, DU group, n=20)
according to the anatomical location. Masson trichrome staining, immunohistochemistry (IHC), and real-time
fluorescence quantitative PCR (q-PCR) were used to observe the collagen volume fraction (CVFEF) in the three
groups. The number of interstitial cells of Cajal (ICCs), the expression of LncRNA-MEG3, and the correlation
between the expression of LncRNA-MEG3 and the number of ICCs and the recovery rate of split renal function at
half a year after operation were analyzed. Results: The CVF was the highest in UPJ group, which was significantly
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higher than that in RP group and DU group (P<<0.05). LncRNA-MEG3 was highly expressed in UPJ group. The ex-
pression of MEG3 in RP group, UPJ group and DU group were (0. 860+0. 205), (2.160+0.321), (0.838+0.325),

respectively, and the difference was statistically significant (P<C0. 001). The recovery rate of split renal function at half

a year after surgery was not correlated with the expression of LncRNA-MEG3 or the number of ICCs in the ureteropelvic

junction. Conclusion: The number of ICCs in UP] is less than that in renal pelvis and distal ureterostenosis in children with

UPJO. The degree of collagen fiber hyperplasia in UP] group was more severe than that in renal pelvis and distal uretero-

stenosis segment. LncRNA-MEGS3 is highly expressed in UPJ group, which may provide reference for exploring the etiol-

ogy and target genes of congenital UP] stenosis. The expression of LncRNA-MEG3 and the number of ICCs in the uret-

eropelvic junction were not correlated with the recovery rate of split renal function at half a year after surgery.

Key words hydronephrosis; ureteropelvic junction stenosis; interstitial cells of Cajal;long non-coding RNA-

maternally expressed gene 3

S R PR B R A % 2 A BH Cureteropelvic
junction obstruction, UPJO) AT 2 5 LK & 5 B Hr
A LB BUK R Wy & L, 2 00T B M 22
SR o PR A % #2858 (ureteropelvic junction,
UPD B & 3 8 UPJO iz & UL Rt A, PR W TG v I
F BB A I i 5 A Y DR AE L 2 T O T
G RGAVEEY 5K A S Tk R A B A
KT g5 B T 5z 8, A /N U8 v B & AR
I FREJFEEY

TEaE 25 U 4F A 1) 22 B 8 22 R L2 LA K
NG 55D i UPJO BEAT T IZ IR AR HH
A ML 1 o o 4 B B UPT Bk 25 14 9%
K R ML B 3G UPJO | 3E 28 5 F J B A & 28

i % B LncRNA-MEG3 75 56 Ko 15 I IR %
i (congenital abnormal of kidneys and urinary
tract, CAKUT) o 35, ml DL i 2 Fhai 12 Fdl
1l 175 5 200 L 488 R A ) 49 BT 5 | AR R R Y Kk A
Mk S BAE UPJO Wi Ve MR A il . B
I, A5 4003 1o e KPR UPT $ %5 #5252 Anderson-
Hynes RIGI7 B ILTARUIERH L, X5 3 2H AN [a] it 1)
FRAE A 4> BT LneRNA-MEG3 1) % ik, ICCs #&
H OFRE S AR JE P48 B ol R 2 & H A G
PETERBE XS B — L IR R S R M UPT B2 1y 9 A
B B2 L5 i 3845
1 #BEFE
11 IR %R

AWFFERENLIEEE 2020 4F 5 H 2022 4F 5 H1E
R R 25— MR B Be vl 12 UPJO H A B
EZFARGITEIL 20 6], o 55 13 i, 4 7 il
ZEAM 15 9], A5 5 515 SF 2 4F % (10. 500 £ 5. 916)
MH. MAFRHE: OFF G UPJO 2 b i (55 I8
UP] %A SHO;QFER 1 2 3 4~H ~3 % ;O %
UPJO, % FAR T8, AR ik UP] % : @ B HE B
WEILQFARYHFE—FEIT S5 FRATM. HEBE
Pt : OANFF G2 W B A F5 s © A& I FoAh i IR
RGWIE LA RS 2 BOR A UPJO; @ AR
RIAE UP] BA & AL RS IF 0L 5 6 1 8 e
SERR /) =i INVSR R P i -l i A IR T

Ak UPJ #2515 UPJO 1L @ 4% 1 sl IR
TR G L

A BT R AE UP) J J8 41 8L bR A, 2 57
FRASEE . WF5Y UPJ 4R, DL B % 57 D) B 1) 15
HHGUEA XTI, @ UPJO BE WERE . g3
SEL I RS D7 52 RE , A 35 00 BE 45 2R AR A 4
LM AL R, K mEER KEE —HEE
Befe RS 51 23t i (No:2022-014) , & 50158 19 5
JLMEAP N B2 8 hn AR s g W 25
1.2 502 bR AR BUR Ak 2

Anderson-Hynes AR ¥ 0] W E & % R4S 4H 4L 7E
PR HR T AT BH I X5 0 A8 BE (UP BO Wi A8 BEN Y
il /N ) LT L N R R TR AR
Ko UITFE RIS, BT TREMm S Pk,
gy 5% UP) Jom v IR VIR E R EEAR
1) UPJ R R B2, I 21 /N Bef P 326 o B A A
TR 2 & B BUR B UP] K B A1 4,
it F40) B AN 53 5 A B ol B A SRy TE R R BRZH (RP 4H) 20
151] B i R A5 T I CUPT 2H) 20 91 i DR 45 B 78
(DU 420 B, TCHAREST UL KB
VEJG  r BDVR AU e 32 I A7 T —80°C kAR % HH .
1.3 BRIy ik

3 HARA B 5% Masson — {0 4L {f, £ Rr 4H 21
fh2f g fd A9 A 4141 CD117 (c-Kit Polyclonal
Antibody) AR — 40 M S g H AL AL R & B A
A & Masson — 4 4L a5 & ¥ H 2 UK 36
E R E BRI S AIRAF
1.3.1 Masson =gt  FRAMIER e L E H,
i F§ Masson =AY (7] & #1742 (o,
1.3.2 44Uk 2F 3 (THC) il il Fn 48, i
#EBEPRIBE R EDTA, MR T BE., ¥
10 mg ¥R T AR i A b W) B Chorseradish peroxi-
dase, HRP) ¥} K % fit T PBS ., 3F % 2] ¥] /v
B, HEMBEN—PHBTRRESR. K
HImAGE & =40, #2547 09 95 ARk PBS ik
JE B AEZR R B e i, AT R % L
e T ULEE .
1.3.3 o PCR KM 3 ZHARA H LncRNA-MEG3 3£
ik REUA 2L RNAGR AW E 8 b
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I A 8 IR A1 2 i

%39 &

T E RNA ¥R E R4, wifs st A L cDNA, E &
47 % Ot F ' K W (polymerase chain reaction,
PCR), 51T HI WL 1.

£1 ¢PCRAEREHAFS

S J¥ 41

hu-LenRNA-MEG3-F - GGGAAGGGACCTCGAATGTG
hu-LenRNA-MEG3-R - GTGGGAATAGGTGCAGGGTG
hu-ACTB-F CATGTACGTTGCTATCCAGGC
hu-ACTB-R CTCCTTAATGTCACGCACGAT

1.4 ZRWEE

1.4.1 Masson =B Yefa  FE I LUbR A
LA 55 8 D 2T 48 3 A R e B Fe s SR HR A 530
Jr AR £ 2 0 T RO 48 0o 3 B AR AR e S A
1 (collagen volume fraction, CVF)., ALIA 5 K5
(49 Fb 2853 A H 2 7 08 ¢ 35 5 5 R €8 1R 43 B B T
B By gt J5 bR A B bR DOl A 26 4 BT 2
Image] Fiji2 #E478 @R 534 . £ € DIt iz L
TR S W 0 B DX 35T 07 e D 41 4

1.4.2 fEdgUesyege FRME T AL
[A] Cajal 8] 5t 41 ffd (interstitial cells of cajal, ICCs)
R IRECR AR 9 LB BCE L O E B
gl USE 3 RN R a1l 0 RN DS S PP

BAMET T AR R A 2 s A gk o B i H
PRAif . P CD117 #E LK 40 Ma Fn ICCs Hh ¥4 3R 35,
e 26 TCCs 4 i 250 i 2% P97 A BH 14 A4 sk 25 E K 40
IR EI
1.4.3 oPCR¥# Kl RP 41.UPJ 41.DU 4+
LncRNA-MEG3 (#3135,
1.4.4 5 ARJEH4E SRF M 283 4
AFEHBAF A LncRNA-MEG3 %35 .1CCs 3 H
EARJG AR B Dk 30 B HA A,
1.5 SilEhik

K H SPSS 25. 0 B4 # AT St 2 b, IES
Oy A SRR DL X £ S Rk, 3 4R K
FRAREY L BCR XS ¢ K230, LA P<<0.05 A5
HEi2=E L,
2 #£R
2.1 g A
2.1.1 Masson =g £ Masson = (A 4L {h
J& s RP AL 5 27 4k 241 210 43 A, 20 e AR R AL EF
Y 5 R A 2L, HE S E TR ML (B la~0),
UPJ A LA 43 A B 58 s 2D L 9 HE 51 28 6L L B A AN [R]
FEEESS 4 N 2I3G A IEH R LA 4121 2 4R T 2k (I
1d~D ., DU 4L A4 2150 fi 5 RP 470, 3 595
A B LA 1t AT U UL PR 21 JE L O T LA 4 4 2 4
BaA (] 1g~1 .

a~c:RP 4 ;d~{.UPJ #H;g~i:DU 4,
1 3AXREFMAALFME (Masson = BEE, X100)
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2.1.2 THC Jefs 2 THC Y0 )5, RP 44 Al WL 4% LU M HE S 3B TE 25 L (8] 2b) s DU 21 7] WL HE7E b
21 o-Kit FHPEZ0 M (& 2a) ; UP] 49 o-Kit FH2E c-Kit BHE: 0 (F 20)
) 240 5 e/ B Bl A, &5 4 2 4R R R 4

— :
R 2 (e £ el ANl a0 L . iy A <
AR ’i hi we . X R e 7 “ - &
“ g 14 f m N e - . | 9y .
x 4 . ’ » 1] %ed S, / « R NI \ N
(T %0 L lnghd o 2 Ml R, L ) £ i .
5 e P i - A X
shad 124 § AV AN A oA 2 =, N
" . \
g AN T ¥ * "-: rf ? - . il ~ .Yy sl e § .
. ! . s S PP N N | -
B b | - Y ‘e N e - AT R
b AW p J ¢ ., W A0, 2,74 Dl 2N
| T ’ Y 4 N b oo -, ' e AN "
\ ¥ ¥ iy 1 “ »,‘.'4}'1. iy Sy \ '9‘ SN
b : 3 KRR Ny W LARLS ’ o > S TR
| . . R ’ B o
A . ) P Yy b N VP USE P S ol W b
o g - w2 Y aimaiNg 4ok WANA ki R ALR = VR e 20 VA
o ’ : / - \ e A AN R gl TN LR, ®ia
o S PR R £4x 4 W e Ll ! N AN ST 1 . k i
B, ST up 3 TR B B et WS i g A N i ST ] . %
L SOV e S = N, MR SRR R ) e B 2 ST S

a:RP ﬁﬂ;b;UP] ﬁﬂ C:DU éﬂo
2 coKit £ 3 AR E AR IE (IHC 8, X100)

2.1.3 3 4trAH ICCs $tH & CVF 3 dbrA By FE Ik B ERE (P<<0.01), WK 3,

i ICCs L H 7 RP AN #c £ . UPJ 4143 fii e /b B 2.3 UPJ " LncRNA-MEG3 [ #£ik 5 ICCs $ H
R, ZFASIM¥E X, @il Image] Fiji2 4 XFAR J5 2 AF B ) g 20 23 1 52 )

B Masson =4 A pr Ay CVF H, &R B 2.3.1 LncRNA-MEG3 WIEESARGELEDT
7~ UP] 4 CVF 5 o B8 I 2F 4 35 A i 2%, 3 4[] IRE Rk 3% R M e Spearman A EPE K 6 RP

CVF 2550155 X (P<<0.05), ILF% 2, 21 . UP] 4 .DU A5 A H LncRNA-MEG3 1% ik
XA JG AR5 B D ag ek R A, WLIE 4,
%2 ZAEMEE ICCs % B CVF b 2.3.2 UPJ] A[EEBAHLH ICCs B H 5 AR5
2 [f] %) 1L HfH P i OB DIRECE A K Spearman A G PE K
ICCs ¥ 5% RP 40 . UPJ 41 .DU 404545 s 1CCs ¥ H Xt
RP vs UP]J 23.000£4.729 4.000+2.496 0.01 *Eﬂéﬁiﬁ"glﬂﬁﬁﬂﬁl§$&7ﬁgﬁﬂlﬁjg D—lll?é—] 5.

RP vs DU 23.00044,.729 6.000+0.431 0.01

UPJ vs DU 4.000£2.496 6.00040.431 0.07
CVF

RP vs UP] 0.41040.131 0.775£0.110 0.01

RP vs DU 0.41040.131 0.27040.079 0.01

UPJ vs DU 0.77540.110 0.27040.079 0.03

3r P<0.01

2.2 g PCR il UP] /K [A]# fii ' LncRNA-
MEG3 By ik

B 28 UP] 41 LncRNA-MEG3 19 #
rEEELEHAPNREE. SR ERARIT¥E | | |
X, RP 41.UPJ] 44.DU 41 LncRNA-MEG3 )4 DUA UPJE RPZ
X 3k & 4 92 0. 860 & 0. 205, 2. 160 &£ 0. 321,
0.838+0.325,.UP] 15 RP 41.DU 4 L%, UP]

A E F KT (ERE/ACTB)

3 ¢PCR#& 3 HARZAH LncRNA-MEG3 1% # il

151 151 151
R ? ?
o o ol
ey ® =
EVEs) AL FAE)
N L = 5L
BT BT i
R R R
or, I | | or, 1 I ) or, 1 ! 1 |
0 0.5 1.0 1.5 0 1 2 3 0 0.5 1.0 1.5 2.0
RPZHLNcRNA MEG3FRi*= UPJZELncRNA MEG3FRiZ= DUZHLNncRNA MEG3RiZ &

B 4 3484574 LncRNA MEG3 RiZE5AREH BheeEXx
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401 - RPA MMP2 K ik, T3 VSMC -,
e cKit S 1CCs k1945 5 5 11, o Kiv %3k 7]
30~ W ICCs /716 X B8 . LncRNA MEG3 7 Ln-
é\—l cRNA MEG3 7E UP] Be7= 9 h UP] ZH U K5k
% 20 A, A YR BB E (starbase, Circinter-
g actome) 37 /N RNA(miRNA)-{Z# RNA(mR-
101 NA)l . $/8 LncRNA-MEG3 0] fig £ i 5 /)
RNA I EAEH 25 1CCs fEIR M ¥, B4 X
o LncRNA-MEG3 £ UPJ B 78 A [a] 54 1) 2 3K 1
0 5 10 15 DL S ICCs BRI 6 5 LR A 5 2 4F 43
A ETNREREE /% B T RE 2R3 SR Y R A R AT HRGE Y . IR ST A
E5 3@k ICCsHESREN SN =R e PRERAS 50 F A2 W 2 £ & B8R i BT Bk R
[ &Rz 41 21 CVF.ICCs # H . LncRNA-MEG3 )

3 it Fik L ORAR T 0T REAY IR R 5 e

AT S5 R Won, UP] Be7%8 fir 8 UPJO &L
L3 dbrA H UPJ 401N 1CCs $t i & 7>, CVF #
1o 1 T LA JEE A HE 31 25 6L 5 UL ) 8 7R o o i &
e 1 4k B A, LncRNA-MEGS3 & %35, UPJ %
MR E A AR 2B, Bt 2 8FFH AR
AN BE WA HE 1] i RS 2 BT UPT B 2549 722 4k
PG Bh 19 7% B R 5T R W 1CCs s X 2 g
AR ER S KM UPY B %8 & A % DA 56, & 7 5L
UPJO MBS Y SEAR R EN X UP) 2% & 9%
ML B 52 #0 E ZE R T 1CCs MK 4 Il 2 1
RNA(Long non coding RNA,LncRNA),

1CCs 19 = ZL/E AL 36 1E 8 7 18 WLz a) 1 i 4
MG BN I AR B L SRR 2 AR L e
NO Il #3125 2R IR &R 50506 1 &
W FE L A RPN B UPJO 25 2 Rl R 3 g 52
PO h A ICCs i S8 1 AR BEGY 3 Al
AR B2 R T A A B L 25 R, UP) M ICCs
Bt/ . R UP] AZUL)ZH ICCs w2 K V)
fiE 2K IR 2 5 B0 R Ty BB A AH OC B0 1Y & AR R R
FEFA Wi UPJ ) 1CCs 50 H 208 /0 . i 7

LncRNA J& — K ¥ SEAR K #1200 nt 19
RNA T EfIEA g & [, & L RNA 1B
AR F WAL P45 % SR LA e St i s 5 &
2 T 9 s 3 PR A IR KR AT AR Y A AR
FW,LncRNA 255 2 A HE LR,
21 M A 188 B L A3 L L 3R R LA B e B 8 o 7 A I
IVE NG R R A S N U el e [ SN
B R kR 3 (maternally expressed gene3,
MEG3) 7 2l ik o8 F¢ 18 16 | 757 18 5€ 2y ik 5 98 W0 A
P 30405 BB I, e 4L 9 5 22 b o vh 2 5 0 4
2 H 18 5 AR T L S A 1 kAR R R . TR IR E
By ik TR 9 S 4 A 7 T UL AN A2 S O T R i R
2l 32 i B A 2% A DA % B 4T O T 3 1 R LR
FH NK 40 i 77 5 5 [ LncRNA-MEG3

738 T e AL AR I 1ICCs B H AR 3 AR A
[i) 5 i B R B 55 00 K 4 M AH 2500, & i F ICCs 5
B K 4 A 4 3635 o-Kit 85 1 (CD117 BHPE) L (H 3 i
AT I 8RR AR B 53 A F 7 #E 4T X 43 2 T AT Y
ICCs Ay E5C it 0 38 i e F0O 22 0 B o Jir A7 PH 2 40 g
R 25 0K 40 i ROk 3R A

G, 3 AAn A i UPJ 40 LncRNA-MEG3
e ik, ICCs 0 H & D B 4% 45, #2878 LncRNA-
MEGS3 = #3k5 7] g8 & T 2 UPJ Bt 1CCs Wl 2D iy it
PRI 4F 110 5 ) 42 35 FRL 5 B0 5 1 Bl 2 4 45 4 20 4038 A=
R AL 5, UP) Bealh ) MR RE , B e, &
BUKY 5K = E B S5 AT 80 B e difh . A
58 45 R4 7x UPJ B2 B b LncRNA-MEG3 (1Y
A A BETE UPJO RWALEIh R #EZAEH A
T X ARG 2 A 4 B ) R A 0 SRR AT RS

A SCE Y Ja BR A AE T AU SE LncRNA-MEG3
Fik 5 ICCs i X &R A HEBR & 5 A7 76 40 i 3 W5
Ja Bl R T R AE T A A A0 i 3 B, TR A AR L A A
D2 R Y R R i — 2B IR AR E . UPJO 9 [
2R E AR IRGE 1CCs TR R & &
YA A5, AT LncRNA-MEG3 X 7£ UPJ & %
KR HAGE S T 5 LncRNA-MEG3
HAEH, 28 UPJO K&K B, X e 5% A 1§
Tt~ WRAHER.

Zi L ik, UP) ez i 22 F AR G917 L UP)
2l LncRNA-MEG3 335  ICCs %4 H 5 5 & B
Fk PR P 25 Be b i o >, W e 5 80 UPJO &
A H LncRNA-MEG3 B &35, ICCs B H 5K
J& 245 B D RE R RN G IR AR R e R
P UPJ Bz m A PLH IRt T 5%,

FamR A EE S ANEAER S R
S % 3k
[1] Wickramasekara N, Ignatius J, Lamahewage A. Sono-

graphic follow-up after pyeloplasty:a large, retrospective

cohort analysis[ ] . Pediatr Surg Int,2023,39(1):132.



o5 1

WRAEYS o nk R ML, %5, LncRNA-MEGS3 7E 28 K1 1 3 5 IR 45 7%

PR e A% AN [ TS R IR 4 R F < 411 -

(2]

(3]

(4]

(5]

(6]

[7]

[8]

(9]

(10]

[11]

[12]

Babu R, Vittalraj P, Sundaram S. et al. Pathological
changes in ureterovesical and ureteropelvic junction
obstruction explained by fetal ureter histology[J]. J
Pediatr Urol,2019,15(3) :240. e1-240. e7.

Liu Y,Jia L, Min D, et al. Baicalin inhibits prolifera-
tion and promotes apoptosis of vascular smooth mus-
cle cells by regulating the MEG3/p53 pathway fol-
lowing treatment with ox-LDL[J]. Int ] Mol Med,
2019,43(2):901-913.

Liu W,Luo M,Zou L,et al. uNK cell-derived TGF-f1
regulates the long noncoding RNA MEG3 to control
vascular smooth muscle cell migration and apoptosis
in spiral artery remodeling[ J]. J Cell Biochem, 2019,
120(9) :15997-16007.

Erdem MG, Unlu O, Demirci M. Could Long Non-
Coding RNA MEG3 and PTENP1 Interact with miR-
21 in the Pathogenesis of Non-Alcoholic Fatty Liver
Disease? [J]. Biomedicines,2023,11(2) :574.

Jia N, Tong H, Zhang Y, et al. CeRNA Expression
KIT-Related circRNA-miRNA-
mRNA Networks in Gastrointestinal Stromal Tumour
[J]. Front Genet,2019,10:825.

Wang Q. Li M, Shen Z, et al. The Long Non-coding
RNA MEG3/miR-let-7¢c-5p Axis Regulates Ethanol-
Induced Hepatic Steatosis and Apoptosis by Targeting
NLRC5[J]. Front Pharmacol,2018,9:302.

B M. LncRNA MEGS3 i 3 miR-493-5p/MIF {5 5 il
A0 A ke 0 I A S R T AR IR A D] B E
PREBER} R 2. 2022,

Dong H,Zhang Y.Xu Y.et al. Downregulation of long

Profiling Identifies

non-coding RNA MEG3 promotes proliferation, mi-
gration,and invasion of human hepatocellular carcino-
macells by upregulating TGF-B1 [J]. Acta Biochim
Biophys Sin(Shanghai) ,2019,51(6) :645-652.

Zhao Y, Liu Y, Zhang Q, et al. The Mechanism Un-
derlying the Regulation of Long Non-coding RNA
MEGS3 in Cerebral Ischemic Stroke[ ] ]. Cell Mol Neu-
robiol ,2023,43(1) :69-78.

W R AG IS WIS, 65 BE Cajal 18] 5 40 H 1 F 53 F
FLT]. B PRI IR R Gi A4k, 2022,42(1) :133-135.
Yhoshu E, Menon P, Rao K, et al. Outcome Analysis
of Reduction and Nonreduction Dismembered Pyelo-
plasty in Ureteropelvic Junction Obstruction: A Ran-

domized, Prospective, Comparative Study[]]. J Indian

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

Assoc Pediatr Surg,2022,27(1) :25-31.

Tokat E. Gurocak S, Akdemir O, et al. Relation be-
tween Cajal Cell Density and Radiological and Scinti-
graphic Outcomes in Patients with Ureteropelvic
Junction Obstruction[ J]. Urol Int,2021,105(11-12)
1046-1051.

FNENRN RN PEPE L SR R, B e KM B DR A
A RE A I DR 95 3L 2 43 A LT . s JR /N JL AR B 2% 5k,
2018,17(6) :429-432.

Li J,Bai J, Tuerdi N, et al. Long non-coding RNA
MEGS3 promotes tumor necrosis factor-alpha induced
oxidative stress and apoptosis in interstitial cells of
cajal via targeting the microRNA-21 /I-kappa-B-ki-
nase beta axis[]]. Bioengineered, 2022, 13 (4): 8676-
8688.

Song B, Ye L, Wu S, et al. Long non-coding RNA
MEGS3 regulates CSE-induced apoptosis and inflam-
L)1
Commun, 2020, 521 (2).

mation via regulating miR-218 in 16 HBE cells
Biochem Biophys Res
368-374.
Lee MY.,Ha SE,Park C,et al. Transcriptome of inter-
stitial cells of Cajal reveals unique and selective gene
signatures[ ] ]. PLoS One,2017,12(4) :e0176031.
Liu W, Liu X,Luo M,et al. ANK derived IFN-y medi-
ates VSMC migration and apoptosis via the induction
of LncRNA MEGS3: A role in uterovascular transfor-
mation[ ] ]. Placenta,2017,50:32-39.
Dong Y,Feng S,Dong F. Maternally-Expressed Gene
3(MEG3)/miR-143-3p Regulates Injury to Periodon-
tal Ligament Cells by Mediating the AKT/Inhibitory
kB Kinase (IKK) Pathway[ ] ]. Med Sci Monit, 2020,
26:e922486.
Mut T, Acar O, Oktar T, et al. Intraoperative inspec-
tion of the ureteropelvic junction during pyeloplasty is
not sufficient to distinguish between extrinsic and in-
trinsic causes of obstruction: Correlation with histo-
logical analysis[ J]. J Pediatr Urol,2016,12(4):223.
el-e6.
Lin H,Zhou AJ,Zhang JY.et al. MiR-324-5p reduces
viability and induces apoptosis in gastric cancer cells
through modulating TSPANS[]J]. J] Pharm Pharma-
col,2018,70(11):1513-1520.

(A5 B #1.2023-06-12)



