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LncRNA SNHG16 #n] miR-141-3p/HMGB1 ik}

B PR WL S5 -5 P BE ] o 2 el i % 24 BT 5 i)

X s, ERHEE AR
(FSLEHXFWEEREA, H L 563000)

HWE HH BT TR RNA (LneRNA) B /NrF RNA 15 FFEH 16(SNHG 16) 8 i3 $1 i) I H/N RNA (miR)-141-

3p i B AL A 11 B1(HMGBY) , B 5 IR AL (CAMD) S 057 75 N BB R BT A M (ESes) VA AE L. ik B st R G

T 20N (qRT-PCR) KM 52 1] AM A T8 INIRZL 2L (AM 2H) B PRy 30 . O SR 5 DD B 18 19 52 ) ) 1 7 8 I 2l 21

(X REZE) 1 SNHG16 . miR-141-3p \HMGB1 mRNA K3k 7K - 544 Y14 41l 53 F /)N 2 9& RNA (shRNA)NC £ .shRNA SNHG16 41 |

shRNA SNHG16+miR-141-3p {1l ] 7] (inhibitor) 1 . shARNA SNHG 16+inhibitor NC £ . blank #H , % iF miR-141-3p 5 SNHG16,

HMGB1 A HE [ 56 2 5 qRT-PCR K Y14 21 g & SNHG 16 .miR-141-3p .HMGB1 mRNA 357K ; 40 g 3% 52 4 (CCK-8) \ Tran-

swell SZYSARGIN AT S8 5E A= 78 FIE RS ; G e 92 VG A2 35 1A %8 FF (MVD) 5 Western blot K i 520175 5 K F a(HIF-1a) I A AL

-2(Cox-2) KM N A K B+ (VEGF) HMGB1 8 Kk . &R  AMZISNHG16 HMGB1 mRNA FRik & F X R4, {H miR-

141-3p R IR T X L (P<0. 05) ;shRNA SNHG16 41 SNHG16 \HMGB1 mRNA ik 5% T4 (RZ850 . MVD \VEGF (HIF-

lo, Cox-2 & HMGB1 2K 134 % T blank 21 .shRNA NC 2H , miR-141-3p 3k &5 T blank ZH .shRNA NC 41 (P<0. 05) ; #l ] miR-

141-3p Wi 7 4 SNHG16 X} ESes Il 8 /L L G /EH . 4518 T8 LncRNA SNHG16 3 52 81 17] I 8 miR-141-3p #7 ]

HMGB1, 835 ESes Ifil 45 4= B, 9l ESes 3558 GEFH IR ZE.

KEIE e BRI RO E MBI BTN ; LncRNA SNHG 163 miR-141-3p; HMGB1 5 1l B AE %,

FESES R713.4

XEMFER A XEHS 1000 - 1492(2026)03 - 0533 - 07

doi: 10. 19405/j. cnki. issn1000 - 1492. 2026. 03. 020

TE R AU (adenomyosis , AM ) & —Ff R AE IR
PRI L LU PN A0 i S AR T LR TR AL S
fiE, im R R 45 H 23l 2 RS 18k
JRAE" 2 AT PR E] T A (ectopic endome-
trial stromal cells, ESes) [ F 22384 58 A M i %, W] fig
SR AL A RN R R AT R, R
B PN IR B R A I VR AL O 4 R LA R

2025 - 12 - 31 #2210k

FEETH SN A RHEHIIE (455 RS iSR-LC[2023]033)

EESIA R I8, 2 AR B AR BT, 8 (5 /R  E-mail: L
2865@163. com

£ 5% 4E 4 i RNA (long noncoding RNA , LncRNA ) 1]
Z: 55 R A 0 LA R A 22 T 1Y R R
¥~ /N4> T RNA 5 3 [ 16 (small nucleolar RNA
host genel6,SNHG16) & —F LncRNA , F 22 5 &
G IR Y A R R A G, BLRIFSET R B Ln-
cRNA F 7 fig 2 i i i /N RNA (microRNA,
miRNA) f) 52 4 P 45 5 5 W R i S Y, B miR-
141-3p Z: 598795 AM th -5 LA -1 3 A0 A f) 185
FEAA TS, S AMARYT AR R TE R A5, R IE A R R
F B1 (high mobility group box-1 protein, HMGB1) /5
FIMEH T FENBER LIRS T I, AR

highly expressed in tissues and cells in OSCC, and reveals the important role of the YB1/PI3K/AKT axis in the pro-

cess of EMT of OSCC, which is expected to become a new tumor marker for early diagnosis and treatment and prog-

nosis evaluation of OSCC.
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AKT signaling pathway

Y-box binding protein-1; oral squamous cell carcinoma; proliferation; migration; invasion; PI3K/
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I E— ¥R ST LncRNA SNHG16 27525 AM [ &
A UL R H 4 AM K AR 1 4 F AL R 7S 5 miR-
141-3p/HMGB1 fhiAH ¢ .

1 ME57E

1.1 HALRMAASKIE 2023 4F 8 /] —2024 4%
8 H TARBLH:Z & FE VIBR AR 1 52 7] AM & 1) 5%
BT e N BRLH S, VE o AM 40, 4R IS 25~47 %, A
AR 38 % T AT A Y AR B 32 AR TTARYT RO
FIRIT I HEBR A w000 R I A5 08 e s DL
TP R o 5 T TRl — IR S B e B L R S
S e VIBR 50 19 52 101 8 1 1 N IR, HAR s
HSHEE, TC0 A P S, VR A X BT, A 1% 24~
48 %, TPIAEMS 39 4 s HEBR AT IR a5 R I LI R 3
JIT A 14T BI7E-80 “C A P PUEB R L& T — 4
il I 5% B AR A 2 M A P23 51 45 B, I B
BErE S5 E5NMERE.

b E R 2= e (LT ) 40 R B AL ESes-Y 14 2
IFE T RF#46 (37 °C,5% CO,) HF i35, Hih DMEM
BN AT 12. 5% FBS 1% WA A& .

1.2 FEMBRENEFE LEESREYHAAHR
N TSR M AL S (cell counting assay, CCK-8)
i 71 (C0038) 5 it 75 BIL KL DX BL £ A BR 2wl 48 it
SNHG16 /) % 3¢ RNA (shRNA SNHG16) (202405
17) . miR-141-3p 1 il 71| Kz £ 44 4 (miR-141-3p in-
hibitor, miR-141-3p mimic) (20240701, 20240606 ) /&
[ ¥ X%F B (shRNA NC. inhibitor NC, mimic NC)
(20240614 .20240627) ; 3 [E Thermo Fisher Scientific
o wl PR R R Al RO (32106) LcDNA 3 5% 53
R & (1622) | ik S fe g U E W E ZE vh W
(20241108 ) .microRNA ¥ 4% 5% 1 £ (4366596) . —
s Bk FR 7R 1K 7] 8 (23225) 5 95 [ Abcam 23 ] $2 fIE B
il T T o (hypoxia inducible factor-1 a, HIF-1a)
(ab179483) . ¥4 & 1k [# -2 (cyclooxygenase-2, Cox-2)
(ab15191) J 1ML % N Bz A= K B F (vascular endothe-
lial growth factor, VEGF) (ab46154) . HMGBI
(ab18256) BTk, H A BLARE i 24 w42 Ik IX73 90
UG 5 70 N B A W B4 8 ) B2 it BioTek i
1% ; £ [E Thermo Fisher Scientific 2 7 #2 it AB17500
SR 95 i PCR R4

1.3 MBS ERAIE  YI44000% MIEFR)E BT
oA KA 48 it R Lipofectamine 2000 a1 Bt
B ah LYY HIE shRNA NC.shRNA SNHG16 %%

YL Y14 4 Hd , 2 532 S shRNA NC 41 . shRNA
SNHG16 #H , shRNA SNHG16 43 %Il 5 inhibitor NC.
miR-141-3p inhibitor 4% Y4 % Y14 40 0, 20 512 K
shRNA SNHG16+inhibitor NC 2 . shRNA SNHG16+
miR-141-3p inhibitor 41 , 7K A 5% YL 1) Y 14 40 ff 4
A blank 41, £ 4141 % G 48 h 5 A T8 05 04T
1.4 qRT-PCR # il A R # &K K Y14 40 fg s
SNHG16. miR-141-3p. HMGB1 mRNA % i& 7k ¢
P2 HCZH 2R 20 R ) A RNA, ] cDNA 39 5 5%
) & 5 microRNA 33 % 55 4 1) &0 30 % 5% il cDNA
fifi FH SYBR PremixEx Taq [T &5 £ 7€ ABI 7500 RT-
PCR £ 4717 qRT-PCR, LA GAPDH 5 U6 3£ K N A5
e, PCR BB S5 - 46 95 °C R HIERAEHE: 10 min,
B 5 R T 40 MIEFR,95 °C 15 s 164 °C 30 s, 314
J¥ &) 4K 2 SNHG16 1E [ 5'-GATCCCATCTGGC
ATCGCT-3" Hl JZ [i] 5'-CCTCTAGTAGCCACGGTG
TG-3" ;U6 iE [ 5'-CCTGCTTCGGCAGCACA-3' Fl L
] 5’ -TGGAACGCTTCACGAA-3" ; miR-141-3p iF [f]
5'-GCCGAGTAACACTGTCTGGT-3" H1 )2 ] 5'-CTC
AACTGGTGTCGTGGAGT-3" ; GAPDH 1E [f] 5-GGGA
GCCAAAAGGGTCATCA-3" fl J2 [ 5-TGATGGCA
TGGACTGTGGTC-3" ; HMGBI iF [i] 5-AGATGGCAA
AAGCGGACA-3" Fl i 1] 5'-GGGCGATACTCAGA
GCAGAAG-3' , i i 2721 3k 31 8 SNHG16 ., miR-
141-3p .HMGB1 mRNA %3k .
1.5 I%1iF miR-141-3p 5 SNHG16. HMGB1 fJ 3
EEZFE RIS W MR IR A0, B 2EFT 40
BTE I SR SNHG16 4R EH I F , 2 h 5
AWEERIE Bl 2B RNA , A miR-141-3p 35 .
W NG W S25G - StarBase | TargetScanHuman
M T miR-141-3p 5 SNHG16 .HMGB1 HYAH I3 45 & 0%
B miR-141-3p 2545 07 4019 HMGB1 37 -UTR
FISNHG16 7 Beddi A 15 ok, 4y B A A4 45
LA OB (HMGB1 37 -UTR-WT.SNHG16 WT) . fifi
FHE 8528 0] & 2 iU A8 () SNHG 16 \HMGB1 it
i F 58 AR A 4 A 5 A BT oRE (HMGBI 37 -UTR-
MUT.SNHG16 MUT) , % G4 #H 5 19 5£ 4% 1 R (miR-
141-3p mimic, mimic NC) 175 5t 3 Mg #fz & ik H 5t
KE, SR FHE O 28 i 45 DU A 4846 26 O R Tl 1Y
.
1.6 CCK-8:EZWMApIEIE K Y14 41§ LA 5%
10° 19 %% B H2 70 21 96 FLAR P, 24K B 100 pL, CCK-8
BRI LL 110 B e B A dn e b SR 5 #E 37 °C R itk
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A7 20 M9 5 2 b, foff A ASORS I % 4 R 450 nm 119
A QN T )[Ry T

1.7 Transwell LG NMAEZE TR K24 1L
Transwell #iz (FL42 4 8 pm) >R HFE i 8 [ =,
1637 “CREFAE T E 30 min B BUEE I HEAT 41 i 42
ZEM 2 W 45 Al B 3 Pl 3 B s = v, 3R 5 200 pl
JCILiE DMEM — #2355 5%, 1 F = 5% A 600 pl 15
5, Ho 12.5% e 4 i vE A AR . A
Transwell FEZ=7E37 °C FFH 24 h, K5 £k LIRS
H R AR 22 A0, 2 B 4% 22 B (0. 1% 45
22 YL 0 40 10 min, 7E 5 N BfHLE R A9 HLEF
Gt AT T A0, i B B AN A9k 3L 5 i A
AL BRI

1.8 ®E R XN E MM E Z E (microvascular
density, MVD)  HUGE £ A= K 307 14 40 g, =5 B 40 g
J& A 22 5 W 1 52, T 0 3% BS A [817 , Bl 5 1] L
M rpn A CD31 Huik K —Hihi ke & , 47, 6-1%
Jo-2- TR BE 05| e — R R Eh YL ViR (PO K e it
F7 42 YL o M A T Bt A A B 5k B e I R
Image] I 5%E CD31 Fik &, A AIMI - MVD )ik
1.9 Western blot M XEHRIZ/KE HIiL
ISP G RE T UE I 5 % IR B 1 D ) ) B B 1
J, B R AR B, K R A AT R
ARG RE R A I 10 min PR RR AT, HL20
g 1Y HEEUE (A Ul 3 SDS-PAGE _FREFIZES SR I
¥R % PVDF 5412 h,4 °C F 5 VEGF , HIF-
la. Cox-2 2 HMGB1 (1:1 000 % B ) B & i ¢ , vE &
Je I L 2 S =40 (1:2 000 Fi e ) %5 R T #0 B
1 h, I RS s AL AOCHS W RV 30 s, L GAPDH
WIS FL R 1, WA B AR SR AR R ER

1.10 Sit=aE  DIBEhriE 2= (ves) RN EL
P, SPSS 26. 0 K AF o B4 A, 24 P<0. 05 I, 22 /e 5
Gt X, Z AN BCR LR R 22504, il
— AT SNK—q K56 s P 2EL 18] b 48R FH o« 46056

2 #R

2.1 SNHG16.miR-141-3p. HMGB1 mRNA £ IIf;
RAAFHPRIE AM 4] SNHGI6(1. 68+0. 17) |
HMGB1 mRNA (1. 87+0. 19) 3 ik & T X I 44 , {H
miR-141-3p 3 ik (0. 44+0. 05) ik T X%+ M8 2H (1. 06+
0. 11.,0.97+0. 10,0. 98+0. 10) (gyii616.min-1a1-3p 1iv681 mina
=22.080.34. 184.,29. 891;P<0.05).

2.2 SNHG16.miR-141-3p, HMGB1 mRNA 7£ &

‘H Y14 28 B8 & B9 3k X shRNA SNHG16 4
SNHG16 . HMGB1 mRNA A {XF blank 4 . shRNA
NC#,miR-141-3p %A 5 T blank 41 .shRNA NC 41,
shRNA SNHG16+miR-141-3p inhibitor 41 HMGBI
mRNA #3575 T shRNA SNHG 16+inhibitor NC 41 ,{H
miR-141-3p & 5 {X T shRNA SNHG16+inhibitor NC
H, 25 A G115 B L (Fauoismimas s o man=
92.902.51.866.91.382;P<0.05), W1,

2.3 SNHG16,.HMGB1 5 miR-141-3p HY ¥ [5] 5%
% SNHGI16.HMGBI 5 miR-141-3p & #0047 5,
LK 1.2, SNHG16 WT 5 miR-141-3p mimic pe A
%t & 3% 7E (0. 58+0. 07) & T SNHG16 WT 5
mimic NC (1. 07+0. 11) (+=9. 205, P<0. 05) , SNHG16
MUT 5 miR-141-3p mimic (1. 0420. 12) . mimic NC
(0.98+0. 11) H: 56 b 1y 5 't 3 il 15 P 8 22 & (1=
0.903,P>0.05).

miB-141-3p ¥ GOUAGAAAUGGUCUGUCACAAL 5

SNHGI6 WT 5 CAGAAAATTACC----- CAGUGUUG 3"

SNHG16 MUT § CAGAAAAUACC—ACUGGUUG 3

E1 SNHG165 miR-141-3p Fillfir £
Fig. 1 Predicted site of SNHG16 and miR-141-3p

2 HMGB1 5 miR-141-3p Tl fi &
Fig. 2 Prediction site of HMGB1 and miR-141-3p

TR E SRR, N SNHG16 5 , miR-141-
3p ARk (3.42+0.36) W] WAL NC AL (1. 04£0. 11) |34
(1=15. 487,P<0.05)

HMGBI1-WT 5 miR-141-3p mimic 3t #% %t
(1. 02+0. 10) %< Ol & il 7% £ {IX T HMGB1-WT 5
mimic NC (0. 62+0. 08) (+=7. 651, P<0. 05) , HMGB1-
MUT 5 miR-141-3p mimic (1. 07+0. 10) , mimic NC
(1. 08+0. 11)HFE Yt 2 WG PEJC 2% 7+ (1=0. 165,
P>0.05).

2.4 T SNHG16 3t & 28 Y14 4 B 35 58 & 1Y &
M shRNA SNHG16 ZH 1 5 3 (45. 75+4. 68) fIk T
blank £ (90.03+9.06) . shRNA NC £ (90. 75+
9.02),shRNA SNHG16+miR-141-3p inhibitor 2351
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#1 SNHG16.miR-141-3p . HMGB1 mRNA ZE AR RIE (F+s, n=6)
Tab. 1 Expression of SNHG16, miR-141-3p, and HMGB1 mRNA in cells (¥+s, n=6)

Group SNHG16 miR-141-3p HMGB1 mRNA
blank 1.01+0. 10 1. 0420. 11 0. 97+0. 10
shRNA NC 0.98+0. 11 0.97+0. 10 1. 06+0. 11
shRNA SNHG16 0. 43+0. 05™ 1. 83+0. 19 0. 37+0. 04™
shRNA SNHG16+inhibitor NC 0. 4620. 06 1. 8620. 19 0.41+0. 05
shRNA SNHG16+miR-141-3p inhibitor 0. 41£0. 05 1.15+0. 134 0. 87+0. 09*
F value 92. 902 51. 866 91.382

P value <0. 001 <0. 001 <0. 001

*P<0. 05 vs blank group; *P<0. 05 vs shRNA NC group; “P<0. 05 vs shRNA SNHG 16+inhibitor NC group.

K (82.51+8.31) & T shRNA SNHG16+inhibitor NC
2H (45.62+4.63) , 22 5% A Gi it 5 & L (F=58.903,
P<0.05),

2.5 FHSNHGI6X ZFHYI4HMTR BEM
B0 shRNA SNHG16 4 i %% 12 22 ik T blank
ZH . shRNA NC 4H , shRNA SNHG16+miR-141-3p in-
hibitor 41 iE %% {2 22 %45 T shRNA SNHG 16+inhibi-
tor NC 41, 22 55 A Gt 7 18 L (F gy pps=44. 067
52.279,P<0.05). UWEI3FHE2,

2.6 T SNHG16 Xf % 4H Y14 4 fs MVD B9 &
M shRNA SNHGI16 4 MVD (41.06+4. 16) {ik T
blank #H (72.08+7.28) . shRNA NC #i (71.94+
7.26) , shRNA SNHG16+miR-141-3p inhibitor 41
(68.42+6.92) MVD 5 F shRNA SNHG 16+inhibitor
NC 41 (68.42+6.92) , 22 7 A G2 it 2% & L (Fyy=
42.548,P<0.05), L& 4,

2.7 F# SNHG16 %t & 28 Y14 4 fif VEGF . HIF-
la, Cox-2 . HMGB1 EH R IE M &M@ shRNA
SNHG16 41 VEGF , HIF-10., Cox-2 &2 HMGB1 % [

A a b

R2 BRAYI4ERIHE EBEZN (x4, n=6)
Tab. 2 Changes in migration and invasion of Y14 cells

in each group (x+s, n=6)

Number of Number of
Group N\ / . )

migrations invasions
blank 435.21+43.91 385.24+39. 06
shRNA NC 440. 28+44. 12 389.42+39. 11

201. 20+20. 64"
210. 34221. 17
365. 24+36. 72°

243. 06+24. 57"
246. 18+24.79
358. 67+36. 05°

shRNA SNHG16
shRNA SNHG16+inhibitor NC
shRNA SNHG16+miR-141-3p

inhibitor
F value 44. 067 52.279
P value <0. 001 <0. 001

“P<0. 05 vs blank group; *P<0. 05 vs shRNA NC group; “P<0. 05
vs shRNA SNHG16+inhibitor NC group.

KA T blank 21 . shRNA NC £H , shRNA SNHG16+
miR-141-3p inhibitor 21 VEGF. HIF-la, Cox-2 &
HMGBI1 5 4 #3575 T shRNA SNHG 16+inhibitor NC
H, 2R 05T L (F o mre conaon=27- 494 |
34.315.25.516.90. 218, P<0. 05, WLIK 5 F1Z 3,

d e

B3 WmMAEZE(A) EH(B)EHL %200
Fig. 3 Observation of cell invasion (A) and migration (B) changes %200
a: blank group; b: shRNA NC group; c: shRNA SNHG16 group; d: shRNA SNHG16+inhibitor NC group; e: shRNA SNHG16+miR-141-3p in-

hibitor group.
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DAPI

CD31

Merge

El4 WRMAEMVDIEL  x400
Fig. 4 Observation of MVD changes in cells %400
a: blank group; b: shRNA NC group; ¢: shRNA SNHGI16 group; d: shRNA SNHG16+inhibitor NC group; e: shRNA SNHG16+miR-141-3p in-

hibitor group.

a b c d e Ku

VEGF 30
HIF-lo 110

Cox-2 70

HMGBI 29

GAPDH 37

El5 4R+ VEGF HIF-1a.Cox-2 % HMGB1 & B &%
Fig. 5 Expression of VEGF, HIF-1 a, Cox-2,
and HMGBI proteins in cells
a: blank group; b: shRNA NC group; c¢: shRNA SNHG16 group;
d: shRNA SNHG16+inhibitor NC group; e: shRNA SNHG16+miR-141-

3p inhibitor group.

AM 2 75 W R FI L B A TS UZ AT

REAF MR AL B RS, R S BB T RE S 87
DA RBE 9 LA B i i 0T A5 7 o A R
U, A2 W AR B 7 2 I ] AM i J R P
PSS

LncRNA 76 AM #F i JH W E FHE % 2
1. SNHG16 &7 & I LncRNA F%E AL 5t ,
T Y AR 17q25. 1 L, CAGIE S 5 2 Fomw e id i e
A A R RS 5 UK sh T N2
o AWFFEFEI SNHG16 FIKTE AM R EH 4 4Uh %
ik R HED SNHG16 Al BB 5 AM & A2 4H G o ESes
55 AM (1 KR AL B UIAR G , I s R SR
FHANNIEIRIT AM ARG SF L . ARG 4,
RN, THESNHG16 J5 , o] 5 340 ] Y 14 20 18 5
R T AZZZHA B MVD, T 1L A2 e AM 3 3
AR AR R S A A R A S A A AR
TEh AV HPATHA 5, VEGF \HIF-1a., Cox-2 fE N

#3 KAGMTH VEGF HIF-1a.Cox-2 % HMGB1 RiA L% (7+s, n=6)
Tab. 3 Comparison of VEGF, HIF-1a, Cox-2, and HMGBI1 expression in cells in different groups (x+s, n=6)

Group VEGF/GAPDH HIF-10/GAPDH Cox-2/GAPDH HMGB1/GAPDH
blank 0. 75+0. 09 1.28+0. 13 1.57+0. 16 0. 57+0. 06
shRNA NC 0. 72+0. 08 1.23+0. 13 1. 54+0. 16 0. 53+0. 06
shRNA SNHG16 0. 41+0. 05 0. 77+0. 09" 1.030. 117 0. 190. 02"
shRNA SNHG 16+inhibitor NC 0. 48+0. 06 0. 71+0. 08 0.98+0. 11 0.210. 03
shRNA SNHG16+miR-141-3p inhibitor 0. 68+0. 07 1. 15+0. 12 1. 47+0. 15% 0. 48+0. 05°
F value 27. 494 34.315 25.516 90. 218

P value <0. 001 <0.001 <0. 001 <0. 001

“P<0. 05 vs blank group; *P<0. 05 vs shRNA NC group; “P<0. 05 vs shRNA SNHG 16+inhibitor NC group.
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AR B SN T, 2 5 1 NI A T
Western blot 25 3 7 , T4 SNHG16 7] i i VEGF |
HIF-1a,Cox-2 3Kk, i — RS FRES IR KB T4k
SNHG16 AJ 4 %M 1 Y 14 40 g 1 55 A B . 40 it 1
BT 51228 A HEBUIRIT AM PHTHE S

h it — A WF5E SNHG16 16 AM H g AL, £
TEL AP B 273 Fr, Bl 7 SNHG16 .HMGBI1 Al
miR-141-3p Z [A] B #E 1] 25 5 00 i o 9 3R B 1R
cire-LRP6 38 3 1415 miR-141-3p/HMGB1 440 i & A
T A 3G A TR R AR S WO R il i 1
PRI 52 1R P S B0 E— A5 IESE T SNHG16 1] LA Y
miR-141-3p DA } miR-141-3p # 5 HMGB1 #4fE ,
ARBFFELE T 7R, miR-141-3p 76 AM 5% 157 Py it
AP FRIL, T3 SNHG16 |8 miR-141-3p ik
i EScs #4958 S8 4278, 2035 ESes M AR, 5
JCRTHFSE T —% , miR-141-3p B B RE A H N AM
AT LS HEUR SNHG 16 76 AM H (4 4 AT B i 1o
FRTT miR-141-3p L. LncRNA F 2 1/ M oe
Gk IR PE RNA & HE4E T, BRI 2o v 49 0 B 3]
miRNA I8 15 #0 JE H 3R 36 0152 i 240 B T g, SCREUE S
miR-141-3p & [a] # 55 HMGB1, [fif HMGB1 7£ AM 5%
BLFE MR 3Rk HALH AT A 5 A S 10 S e %8
JERGA K. AWFTEE R B8, HMGB1 mRNA £
AM B H T ENIRAL P &S, THLSNHG16 Fif
miR-141-3p 235, i HMGB1 ik , #4l EScs 195
FoE R 1278, o 3% ESes I A2 1, HE I F 4R
SNHG 16 #ll il EScs ¥4 58 K i % =758, M3 EScs Il
Bk, 1T 5 1 miR-141-3p/HMGBI1 5 A ¢ .
i Ji 8 2o [E R S SR B 4 SNHG 16 A Bl AM
EIFHE A, HALH S miR-141-3p/HMGB1 fliA 56 .

2E LTk, 48 LncRNA SNHG16 18 1 # 5] |-
P8 miR-141-3p 3k J il HMGB1 335 2 3% ESes I
R, M ESces BE9H ST R 258, AMIRYT 1
PEVE RS A, Ry A I ARTE T B RR S MR SR AR
WA (AW 40 s — L KR SR £, Ja B2l
eSS .
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Effect of LncRNA SNHG16 targeting miR-141-3p/HMGB1 axis on

angiogenesis of endometrial stromal cells in ectopic adenomyosis
Liu Ting, Wang Mingyang, Zou Xiaofeng
(Gynecology Department of Zunyi Medical University Affiliated Hospital , Zunyi  563000)

Abstract Objective To investigate the effect of interfering with long noncoding RNA (LncRNA) small nucleolar
RNA host genel6 (SNHG16) on improving angiogenesis of ectopic endometrial stromal cells (EScs) in adenomyo-
sis (AM) by targeting upregulation of miRNA (miR)-141-3p and inhibition of high mobility group box-1 protein
(HMGB1). Methods The expression levels of SNHG16, miR-141-3p and HMGB1 mRNA in endometrial tissues
of 52 patients with adenomyosis (AM group) and 52 patients who needed hysterectomy due to cervical cancer or
ovarian cancer (control group) were detected by quantitative reverse transcription polymerase chain reaction (qRT-
PCR). Y14 cells were divided into small hairpin RNA (shRNA) NC group, shRNA SNHG16 group, shRNA
SNHG16+miR-141-3p inhibitor (inhibitor) group, shRNA SNHG16+inhibitor NC group and blank group. The tar-
geting relationship between miR-141-3p and SNHG16 as well as HMGB1 was verified. The expression levels of
SNHG16, miR-141-3p and HMGB1 mRNA in Y14 cells were detected by qRT-PCR. Cell counting assay (CCK-8)
and Transwell assay were used to detect cell proliferation, invasion and migration. Microvascular density (MVD)
was determined by immunofluorescence. The expressions of hypoxia-inducing factor a. (HIF-1a), cyclooxygenase-
2 (Cox-2), vascular endothelial growth factor (VEGF) and HMGB1 were detected by Western blot. Results The
expression of SNHG16 and HMGB1 mRNA in AM group was higher than that in control group, but the expression
of miR-141-3p was lower than that in control group (P<0. 05). The expression of SNHG16, HMGB1 mRNA, pro-
liferation rate, migration, invasion number, MVD, expression of VEGF, HIF-1 a, Cox-2, and HMGB1 proteins
in the shRNA SNHG16 group were lower than those in the blank group and shRNA NC group, while the expression
of miR-141-3p was higher than that in the blank group and shRNA NC group (P<0. 05). Inhibition of miR-141-3p
reversed the improvement of EScs angiogenesis by interfering with SNHG16. Conclusion Interference with Ln-
cRNA SNHG16 improves EScs angiogenesis and inhibits proliferation, migration, and invasion of EScs by target-
ing upregulation of miR-141-3p and inhibition of HMGB1.

Key words adenomyosis; ectopic endometrial stromal cells; LncRNA SNHG16; miR-141-3p; HMGBI1; angio-
genesis
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